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Roganidar
- The history of medicine is at the same timé'very'vbfdl%iﬁd _
young field of study. It is not a mere history concerned of
histo;ians,. but is equally important for medical proféséio’
Medical history tells us where we have come from and whe
stand, in the art of heeling at present. ‘Several generatio
philologists and historians have made source évailable to us 15

speaking, medical history is the compass that guides us into the -

future and shows the’ direction in which we are marching ,
Ia;"ﬁ"w&"ﬂ: Sllg 'lj?lT: '¥1ﬂﬂu1'|'qv 5 | " : 3 “’, 1  A g
T AR GO W | F: quarmeder: e e g 1
G 0 EF v/9)
~ Ancient acharyas were always wilth""follq'wirié of rituals,
religious duties like performing of homa, tapa, adhyayana, upavasa
and so on. This needsvhi'gh'con(:entration, strong determination
and a sharp,yisionn\Whi(';h was,deteriorgti'ngvgradually. The
destraction or deterioration in human ability started once suffering
or disease evolved. The physical strength, stamina, life span and
- overall performance was totally decreased in human which became.
a big obstackle for their achievement. That obstacle was called as
“"ROGA which gave pain, suffering, and unusual death.
mﬁmﬁmﬁwm{q&ﬁmmu (FH.Y/3R)
Roga or vyadhi was prevalent among all living creatures which
_created havoc and all creation was in verge of complete deﬁmc;txon. i
Then Maharshi 'Bharfﬁdwaja’approa(‘:h’ed Lord Indra and receieved
 knowledge of trisutra ayurveda which is the only remedy for all
sorts of suffering, pain or roga.

e mmmnﬁvmwaaﬁwﬁmn(aﬁ 2/R%)




. i .
P i

2 ' AT.B:For Roga Nidana and Vikruthi Vijnana
' Definition of Roga
FTRATT THT: PRI JRTd : .
The one which gives pain or let the body suffer from pain
called as rogé. The science which describes roga by means o
cause, pathogenesis, signs, symptoms, thfe means tohdlag.no.s_e and
prediction of prognosis is called as Roga nidana and vikruti VlJnan'f;"
The fascinating history of vikruti vijnana/p‘athology & 1tsm
magnificent personalities with their out s.tam?mg contnbupon’ :
the opening pages of history of medicine is meant to pay

obeisance to those great personalities who have laid g
foundations of our specialty. AN

Life & works of those whose names are seen in histo
linked to some disease process-the aim being to stimula

inquisitive beginner in pathology as to how this colorful spe
emerged. ;

Every aspect of disease says to know its nature b 3
treatment and for prevention.

"Disease is very old-hothing about it has changed. ‘It' is
who changed, as we learn to recognize what was form
imperceptible." :
"Jean Martin Charcot"

Importance of roga nidana

The clinical significance of mo
together with results of other inv
answer to what is wrong
(prognosis) what can be do
can be done to avoid a
(prevention); Therefore be
to go where knowing roga

rphologic & functional chang
estigations help to arrive

(diagnosis) what is going to happe
ne about it (treatment) and finally what
disease, its complication & spread
fore treatment there are lot many ‘steps:
vijnana becomes really essential. -

Dosha Dushyadi Vigyana' 3

After knowing the science of dis
pathogenesis, form, severity and its components the treatment has
to be planned. The selection of drug, procedure, dosage, duration
etc are all planned after knowing everything about the disease.

ifeer it fer St g fereraar: | Sl St fetteaffemara

A disease will 'not manifest without involvement of doshas.
The disease will present based on nature of dosha vaishamya. Again
doshavaishamya is manifested in the form of lakshanas. A complete
knowledge in roga vijnana will pave a way for right diagnosis.
T e wrtadet feremmront TEATTGTH| GHTHHEATT: href: ATy v |
TR AT 4 Fweren, S (9. 20/3%) ]

A physician ‘should know to examine any disease throughly
by its features and later plan the treatment on the basis of it

curability. The classification of 8 branches of ayurveds is based on
disease forms, disease varieties or mere roga vijnana.

ease i.e. that is, its etiology,’

The treatment explained in our classics are to correct the dosha
vaishamya. The pathology of dosha vaishamya should be
understood before correcting it. Therefore perfect knowledge on

roga nidana is required to understand the disease cure the disease
& provent the disease.

2. Samanya Nidana and Samany Lakshana of
Dosha Vriddhi, Kshaya and Prakopa
TIntroduction '

Doshadi vijnana is the fundamental and most essential science
of Ayurveda. The dushti of dosha manifest in various forms i,e:
Vriddi, Kshaya, Prakopa, Pradosha, Utlishta, Hrushta, leena avastha

of dosha dhatu and, mala in various intensities in various ashayas
produce disease.

Various avastha of dosha, its combination with respective
dhatu, association with mala, in an ashaya and involvement of
srotas: that triggers sroto dushlt'i and avayava dushti. Gamang of
doshas to various sites, spreading the pathogenesity. All these gives
rise to various symptoms. Therefore before knowing any vikruti
or vyadhi one should know all viktuta avastha of components of
disease. Amongst them Dosha is the primary component.
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Dosha Nirukti
o gEAfa:vRIETE: | (ReemafieH, deci)

One which does dushti of mana and shareera

o ‘‘TRRgUNET:'’ (WL.T)

Which undergo vikruti due to any cause and affects shareera

o gEafwgfEm|

Which does the dooshana of shareera
o AEEigTATE R AR ... (TLLE.)
Dosha Sankhya

o T VRNEEMRAYSIATOT:, Ryrdtiguata:, & IH: HeauRaTwa, Regrm:
AT IgET R Raaae, TTEaamgeTar| (T3, ¥/ 3%)
g i Sferidrram: | frgmefagmesiaianatad | (8.3, z/a)
TSR O SETgETEaT (T8, /%)
1Y Tuvieth it : TG ETg: | 7a: mﬁaﬁmqam (T, /40
AAfayesoT Td dgeraraa: | (.. 22/3)

Shareerika dosha

1. Vata : 2. Pitta 3. Kapha
- Manasika dosha O
1. Satwa ' 2. Raja 3. tama

General concept of dosha

o formizmfadt: dregaitemaen aRafatgam e (ggq z/\e)

o fRUAERHTIETAMCTETE: | mgmspﬁaﬁwmﬁﬁmn (ALY Y

Visarga- destruction, separation, going away
Adana- creation, coming together, addition

Vikshepa- circulation ' 7z

e All functions.in universe are carried out by moon, sun‘an

wind. Similarly kapha, pitta and vata are performmg all th
functions in living body .

e Pittais immobile, Kapha dosha is also immobile. Thus the Vata

dosha carries Pitta & Kapha where éver necessary Just llk
cloud is carried by wind.

1. ﬁﬁrﬁq@'&mmﬁwﬁl mﬁwﬁmﬁguﬁaﬁu (9.4, %/3)'_

Disease i is caused by dushti or abnormal fluctuation of dosha

beyond physwloglcal 11m1ta
- Vaishamya & lead to disease,

ol ﬂwammmm&wﬂmx

i the body.

fcause dlsease

equ111br1um then dhatus fun,

' dependent Just hke the ﬂylng
i ‘shadow ; g

. mﬁﬁl (wﬁ a/x/a) o
Any abnorrnalcy is called as dush

Fluctuation from normal quahty, exh1b1t1ng ﬂuc i
normal quallty or’ exhlbmon of: opposxte quah is
v1pareeta ThlS is seen when there is’ dusht1 of any cornponent in

gmatmin (ammw{ z/aau) ‘
Any component in its impure and,a normal form 1s dushta

. ﬁmmmmmiqml (irﬁ 4/R)

It is the very bas1c quahty of dosha to undergo dushta and
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Dosha Prakopaka Hetu
°  TWEIU: @Y | Hiee| (SEHRiEG/ERL)

The one which is aggressive, and having tendency to move j is ]
prakopa
g8 we¥un (9.59.2%/¢) The one which is in bad form

WHE: H: WhId: | (T R9/2:3) The one which tends to move
out of anger

WEREHA SEwi T gaa | (G R%/%0) i
FE T ) (§9. %/3¢) Going away with anger or aggressmn E
i fapfm=m (WM. /%)
Dosha in prakopavastha have tendency to produce vikruti.
o Taomm ww gfe: weiw: (Y. 33/3)
It is the avastha in which the doshas increase in quality and
quantity so that it gets dissociated from its normal site. g
T T e 9 O RO € S el (TR RR/R3)
Prakopa is that stage of dosha which increases and then spills

out from its original place and circulate through channels as
result of overflow

I WA (G R0/30)
It 3tfers grEmom) (3. R 0/%)
g IR (1. R3/33) gets aggressive and goes else where

. YT Hid: TR T @ET: | (J1E.3/¥Y) gets aggressive & mores
to another place.

239 Weaid &run (Causes of dosha prakopavastha)
o1 | g, fa<h, &, Rasa

w7, 9RUTT 21, intake of dry or food of poor nutritionat abnormal

digestion, S19MH, , M9, T, various kinds of physical
exertion and trauma. &, SITR, STHRY, (association of depleting
disease), sleep deprivation, supression of natural urges S¥E

)
various mental exertion i (cold climare) &4, (pressure)

G, SR (after noon)

2, I, rasa 391, faalf, m&vrgunasaaw fet, oTafE
elements. &, T, I, IR férmented fluids. Wﬁ

>

(during dlgCSthl’l), 399 (fasting) 1Y, (exposure to excesivel
sharp sun) %Y (anger) S, (sexual trive) HEH, (noon)|
Z74afF (midnight) T, YR (summer and autumn).

el T =, X &
SevanaVndhl
1=\T'=1’ Wﬁ@mwﬂmofﬁmﬁmm j

?:Fa qrs( ﬂar mt%m n?\rq Wmﬁqmeacha’f

Viharaja Karana

A

2

Manasika Karana’ J
aﬁr l farm, T

N . e

—
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Kala as cause of prakopa:

Bl Y, T o =4
EE T, T ST ECEciERECiER!
TR, 3w, el fir T

Aagantuja Karana (External cause)

o U yAREETATIERET G | THHETES § T T |
TS fir T ST ST SR G | i
AT ST R or i 1 (TEF: 1/33)

External physical agents, toxins or poisonous substan';:’?

thermal injuries, injury due to fall or accident, psychologica_1 traun
all these can produce dosha prakopa.

fafeawar =aad, Improper (Improper treatment) i
T T T ot S = R @ A [GAEREVAL

Speaking loudly, travelling in unevenroad or je‘rky movemes
too much mobilization of body, abnormal food habits, sleep d

day time. All these if done during panchakarma therapy the!
causes dosha prakopa especially vata.

General Features of Prakopa

o il TEI HIAIE FERUT ACTHITITE UIETE SFEH EEANFOIETE 3
' (LR

Pricking pain in the koshta, gurgling sound due to _mover,gt;,

sour taste in mouth, excessive thrist, burning sensation in th@ b’q |
aversion towards food, nausea are samanya prakopa lakshan?s:
Vata Vriddi lakshana :

& IINInS Wm:wsﬁm@mmﬁawmmmﬁl
I 211 (1. R3/4-8) Sk

=X

Increased vata causes physical weakness or turns the bo
lean. Dark color of skin, patients longs to have warm or hot fo@
Presence of fine to-course tremors, abdominal destension; drygl
of stool and thus constipation, the capasity of sense organ decres
There will be diminision of higher mental function, thereft
irrelevant talk and behavior due to disorientation-are seen. -

= Dosha Dushyagj Vigyana ‘9
Vata Kshaya Lakshana e :

mﬂr@m;n (FRY. 13/34) -
Features of decreased vata ’ ebilit

: are: 1 ili %
malaise. Patient hates to talk or % physical debility, general

eaks less, poo i
and feature of kapha dosha vriddi are secn.p S func?;on
Pitta Vrudhi and Kshaya Laxanas

. oy T (SR, 33/0)
Discoloration of urine; conj i in i
i 5 junctiva, skin into

Excessive hun; chime

ger and thirst. Burning sensation all
Due to all these discomfort thy c il

] : 1 ere is less sleep in the patient.
are pitta vriddi lakshanas. e ’P, - p eHae
o TrmsTen vt | (eiag, 12/58)

Pitta kshaya causes diminision of agni, diminision in function

of vayu. Cold and clamy body, loss of complexion

Kapha:Vrudhi and Kshaya Laxanas
o vmsHeeT@mEer i
' mmaﬁﬁﬂmﬁﬁml (FFH, R2/%)

Sleshma vriddi causes decrease in quality, inténsity and
function of agni, excessive salivation, lazyness and heaviness of
body. Color of skin turns pale, cold on touch, compact joints.
Symptoms of respiratory distress like cough, dyspnoe:
sleep. Are seen in kapha vriddi lakshana. -~

Kapha Kshaya lakshanas :
oo TR | TSRS AEE e Yoot | (318, 22/38)

Giddiness, emptinéss of sleshma sthana, palpitation loose
joints. 7 : : :

a. Excessive

; 3. Dosha Dhatu Ash-raya Ashrayi Bhava 4}

Introduction i i
i i i ombination
- The body is Organised due to permulation and comb:
or methematical configuration of Pancha Mahzlx:butasﬁ;l‘he t_.ndo;kcxea(si
Origi ing wi i hatus. Later there is a
 sinated following with utpatti of D 4 < -
f))frlii‘tzraction between dosha, dhatus for the functional integrity of

2R.N.




' ashraya (dhatus) and doshas (ashrayi). It can be eloberated as

"Since the doshas and dhathus are re]

10 A T. B. For Roga Nidana and Vikruthi Vijnana

the body. The doshas stay in dhatus that means.:he (’ilflh?sl:lgmyl
ashraya to doshas (ashrayi) in specefic areas Or sI es.s. i Ctivi
of ashraya and ashrayi is purely based on Sha"nn% 1m dciiu
of mahabhootha between ashraya and ashrayal d l?tllljlanth' 0sha
" respectively) eg:- Kapha is predominant of jalamaha h'O(})l 1a, thus
naturally it has intimacy towards rasa dhathu whic 1s al
predominant of jala mahabhootha. ; ’
FTIATHTYN S| A1, S e | 37w gAetvat FereT | (A.San.Su. 20)
Vata is originated from combination of Vayu a.nd Aa_kash"
mahabuta. Pitta is originated from Agni and Sleshma is originated
from Jala and Pritwi. o :
T aEEiRe Gty faenf: swwEn:, mﬁﬁmmuﬁq
TegfoeaTTR, AR gieafiencrs: Wl Y oW, m,
wiffer aidemrY, @e: W S (S Su.Su. 24/8) :
Among the saptha dhatu Rasa is predominant f)f Apmahat')ut%
Rakta By agni and jala, mamsa predominant of jala and pnth
mahabootha, Asti made by pritwi and vayu, Majja and Shukral:‘i'
predominant of jala mahabootha. Mootra predominant of jalg
Pureesha by pritwi, Artava and sweda is predominant of agni,
Sthanya is dominated by jala mahabuta. o

Vriddi (Qualitative and Quantitatiy,
to_over nourishment (atisantarpana) an
kapha. Kshaya (quanti;ative:dqc:easg .
caused due to depletion (apatarpana) ‘Whi '
dosha. Vriddi of doshas will causes Vrj
Teside. Similarly kshaya of doshas will
L. Vata Vriddi will cause Asthi kshaya.'
. Vata Kshaya will cause Asti Vriddi. 7
2. Pitta Vriddi will cause Sweda and Rakta Vriddi

Pitta Kshaya will cause Sweda and Rékia -.‘_K’svhjz’lya,

3. Kapha Vriddi will cause Vﬁddhi’ofras_a‘;m_amsa,;ineda; afia

sukra, mutra, purusha and kshaya of kapha will cause kshaya

_ of the same.

Usually Vriddi of Dosha lel i:ai;sc.Yridic__li .dependent
dhatus, kshaya of Dosha will cause Kshaya of its dependent dhatus, -
But there is an exeption to this Rule, Even though vata is residing
in asthi, Vriddi of Vata causes Asthi kshaya, and vice Versa: So
Vriddi of Vata should be treated with Brunhana -and Kshaya of
Vata with Langhana with respect to;Asthi. fu L ivedEh s &

Ashraya; Ashrayi Sambandha ; ;
et feomat a1g: fi g @ewmar: YT VY STt firer: g3
e FefRgaviveR] SR W et AU, | FerSHTTT e
TSI | aREETE: | (A Hri.Su. 11/26-28) :

There is mutual interactin, dependence and influence between:

|4. Dhatu Kshaya Vriddhi Lakshana| =
Introduction 52 ; S o v
o lla’fwﬁguamﬁﬁquW| T RIS (G4, 14/33)
Increased quantity of a bodily principle gives rise to a similar
increase in the quantity of immediately succeeding component in
the order of enumeration, hence ‘an increase in any of the

- fundamental principles of the body should be checked and reduced
to its normalcy or normal quantity. :

o AuITUTEHTIER: U AT and: Rra: st (T3.0W/20) :
The abnormal excess of the humors and principles etc. of the

body should be checked and remedied with cleanging:or pacifying
- measures that would be indicated by their respective natu;es, S0 as

not to reduce them. :

follows: e A
1. Vatadosha stays in Asthi Dhatu. (as vayu and Aakasha is commo )
2. Pitta dosha stays in Rakta Dhaty (as agni is common)

3. Kapha dosha stays in Tasa, mamsa, meda, miajja, sukra, mutl:
and purusha (as jala is common) ; e

This relation will be maintaine

d during the normal physiolog i
ated in the form of adheya and

adhara, any changes in any of them will reflect on other in S

fashion.
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o 3N: NFRARRENIRICANE 3 EEErERTERE (g, A8

The aggrevated dosha diminishes dhathus by 11)ts innate powes
as kindled fire dries up the water kept ina sauce pan by itsownh

o  ATRIEHATIRCTSadl st (Y, tw/
the dlsequlhbnum of
An expert physician should know &
doshaadi (dosha, dhathu, mala) by inference on observing i,""
person's feelings & symptoms. . 5
* TGRSR HEHTEEEaRT: TRar =Rt (§.4, §
The healthy should be preserved and in unhealthyr th
physician should diminish or promote doshas, dhathus, and maag
till he becomes free from disorders which s the indicator of equilib
¢ ISR 3

The dhathus are by themselves incapablc_ of ariy functions
are made to function by the tridoshas vata, pitta, kapha whic
normally residing in them. Thus tridoshas are the activators ofdh

Dhathus

The poshakamsa is called»‘ e = “;: i

1. They are the sthoola dhathus or the
are the Poshya dhatus or the one W]

Dhathu Valshamya and Dhat

The condmon in Wthh thv
spec1ﬁc pramanas (qua.ntlty),
is known as dhathy samya.

of any of these three aspect is known as dhath 1 vai
Beyond these

2 aspect of valshamyatha“ ne mo
that is vyapath,
If dhatus are neithy

er increase nor decr reased.
of vishd, krimi and others are found, it'is 10t corning und
and kshaya T

Vrudhi and kshaya is abnormal.
Upachaya and apachaya is normal
Karanas for Valshamyatha

Doshavmshamyatha ? ek ges

In our body the dhathus are found in two states. Dhatu Vaishamya Ahithaahara vihara
e Asthayi- unstable/circulating. ~8TY: ST, 2 1 1 ERHRIET; |

o Sthayi - Stable/static

1. Asthayi- Essence of food which are rcqmred fo
nourishment of the dhathus.

e Dhathu means one whxch supports or w1thholds the body is
-~ called dharana.

e They are the principles of our body and are seven in number - -'

- Rasa, raktha, mamsa, meda;-asthi, majja, sukra =
Poshakamsa of saptha dhatu present in the Sara paka

e They are also called as dusbyas because they gct dushti by -
v reaches the doshas.
Other dhathus by circulating with rasa dhathu e All the dhatus are gettmg nounshment from the food. Then
v __they maintain themselves in respect of their Pramana, Guna,
; Karma. ; SiEs ’
t e
s he Alirs a3 Dhathu Lakshanas 4 Charaka Sushrutha | Vaghbata
3 i Y
Dhatwagni | I =
- 3 - v
Aherarasa = - = R
L TERIE ST
Sara kitta I X
[ | o v =
Sukshma Sthoola A
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Dhathu  |Lakshanas Charaka |Sushrutha [Vaghbagy
sl v ~ 5
il |

B by WEHE v \,/;‘
THeTT SRR

" |Lakshanas™

]

Y
5
SRR

SEEEEERERR

FrRETAEETES AT
a

AR

FEgIa

ARG

791

e : v

AN
AN

NRE

SEEER
\
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-
—— 1. |Sushrutha 3
. Charaka |SUSITZ — S [Dhathu | Lakshanas Charaka | Sushrutha | Vaghbata
g | 7 j | Foregmmrdgf il
fefwaEs ay e v ’
wge | famd — Aftggfe | efgea v v
ki —] e o v v
fagdm, ———] wSSIglg | A v v
F° 7 SN v v
AT v S A % v
TH - TFafe | sidiommarpread v
EREgd - : 3 CRiE] . s
b2 p7 Till the age of 60 years, life is best with all the dhathus having
g full complement and abundance of strength, conferring upon the
| & person the full capacity to withstand every sort of trouble and lead
= v a healthy and active life. With the setting of old age 60 years , the
e 7 dhathus begin to undergo slow depletion, becoming poor in their
‘»ﬂ"_:\ %, _ quantity, qualities and function.
T v Significance of Dhathu Vrudhi and Kshaya
T ¥ * Knowledge of vrudhi, kshaya of dhathus are needed in
[EusEEt knowing many diseases
e | e v Eg:-1) In pandu, rasa kshaya lakshanas are seen.
—f v 2) In arbuda, mamasa vrudhi lakshanas are seen.
s : * In every disease there will be dosha dushti and dhatu dushti
T 4 lakshanas. There for knowing a disease is knowing dosha, dhatu
v vrudhi kshaya lakshanas g
- ¢ It implies dosha kshaya cannot produce a disease where as
dhathuvrudhi as well as dhathu kshaya can produce disease.
v Chikitsa Aspect
v e Vridha dhatu should be treated with kshapana karma (like
v ruksha, shodhana, apatharpana)
o Ksheena dhathus are treated by dhathu vrudhikara karma (like
tarpana, preenana, rasayana)
Y ¢ By the pancha karma treatment one can maintain the level of
v dosha, dhathu that can prevent the disease on set.
v
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l: 5. Mala Kshaya Vriddhi Lakshana
Introduction

o W =g Wer Yor fy v (WY, W)

Like ¥'s and rq’s, Act's also help in the maintenance of T
Therefore it is considered as moola of sareera.

Eoy Dosha‘Dushy'adi’ i

* Because as is acted by dlffetent?‘riﬁl
pure, so there is absence of A for 75

InvRRwfRr | RO of SRR £

R
Definition 5 B |
TR S &1 Gy : 'elimiriated through
One which contaminates the IXR is Hel. I 975 or &1 leadat
s 1f not elumn Q
e in TFHasTeRd —— leads to ¥RUT of XK v L atialeaas :
If they are contaminated , then leads to qf?s{/%W and ca v:ﬁ‘rr 2, P STFI which combmes with |
AIATHTOT of IR v 5 Leads to m‘l'ém
el can be - Z Elimination of tl?r through 13 vegas g
1. SEHA ,2. @9 3. A
X 7 / o A-3TE-flatus . ﬁm—Sk,ep ;
FqGHA s Wﬁ-belchihg ; ®  FH-cough L
1. ag?q-@_q:ma; iy o fa@feces - ' 3F¥W-breathing on exertion
W,\Fcﬁ, ™ ® TH-urine ® SMl-yawning 5
2. @HA-A7 fag (Nasal mucosa, ear wax) e ¥aY-sneeze o. 3YS-tears
3. 9rAd- T (pitta) is mala of &, &F is mala of rasa ®  Tecthirst o BfCvomiting
: * Hl-hunger o IH-ejaculation of BiED

Contents of elimination’
e Undigested food material
e Residual products

e Toxins, other bio-chemical and microbial waste
e Heat

a9 of @A
o ARG Wmﬁmzsfmam% NETFLURY)
e Decrease of Bi's which are ¥ are to be assessed from
0y, g, ‘\’Bﬁ, weEal- felt in their respectwe TS
“gfg of @
. qaaaml {ﬁﬁ@ﬂﬁfmriﬂmﬁlﬁﬁ IRCESRRALY
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The state of increase of other malas such » fi (i:q?i()f eyei.
are to be assessed from their increase and heaviness fe along th

respective Hefrge's
&9 of pureesha :-

m.mzwmm@aﬂmm RW/RR)

Produces pain in chest planks, flatus, upwardmovement'd

vayu, circulation of vayu in Kukshi.
According to AZ.H, 99/%
&

According to 9. 9/ 9o
°
A kshaya lakshana ;-

pricking pain in bladde
According Lo 3R, ¢¢/3%
g X

urine due to pain discolor:
According to A, 9/

T
BREELIT

Lo (", 2u/gy) Kshaya Lakshana

[EEA L

According to3ry, 29/39

° W’ﬂ'ﬁ"lﬂmﬁﬂ:ll
T ot o
* TN @Y r4/30)

According to 31Erg geg /83
e,

T g -

According to-

Sie

astanga
T 1 (317, X3y
W&eE-Vriddi lakshang ¥ty
TR gy, R4/30

I §@Wwﬂzmﬁmmn
¢ | ReT R |
® A & afemie ST =1 (Y, 24/24) Decrease of

T ans seanty micturition,

' Seanty urine, difficult
ation of urine, blood in urine,

: Dosha Dushyadj Vigyana"
(FLEF28/8%)

* Diseases due 1o RRLGIE -\."p'aciﬁed by

* Diseases due 1o Tiwer ——— pacified with meg¢ taken from
- middle part of e body‘of"}rqiyaisrand intake of 7, A1y, ey

| Diseaseg duetoTpgfg | treated in the lines of e e

® Diseases dye 1o TR treateq by, W, nue, 59, TYRHaTR-
- TRleadstosrRg ¢ b g 0 i

. Diseases‘/dueto@i&i‘ﬁ — treated through =y, AT, g

4 . Diseases due to TWegfg e i

T caugeg. « I iy SHaA
s Importance

A also acts a

According to-

$ media for eliminatio

* InfRem Wwhere the T acts as med
dosha ;

e InWeq Where sweat acts as media{for:. : 'e‘iiminatign of do‘sha‘ "
R T S R Pt
. qﬁﬁaaﬁgwwmmgq:u (I1R.g RR/RY)

N process like - -

41 passing a for expuiéion of dushta

6. Hetu, Bheda and Lakshana of Agni Dushti
Agni is the principal cornponent of the -body for every
Pphysiology. The metabolism, catabolism, transforxnation, digestlon,
destruction of toxins all are brought about by agni. In short agniis -
life, when agni is lost there will be an end of hi'e. its functions at
various levels and intensities bring normal continuity of life,
TEUT et TR IE o) TR Ta: WO ern St 111
; 'ﬁm:l'ﬁwﬁﬁ,wmﬁmll?ll
mmm’ﬁ?? s (ca. chi. 15)
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As long as agni functions normally inside ﬂze b‘;dy the pergq
continues to live. Normal and optimized property of agni proyigg 4. Nidra :
good health, life span, strength, nourishment. The goodnes§ mechanrslr[r)xatlc?;z\);ftal
agnl is expressed by proper prabha varna and I'l"ht funCtlonlnv The body ok
ojus. Ojus gives vyadhikshamatwa, utsaaha and good growth , This is achieved fr
body with energy. If the functioning of ?Dgfg is detcnoratted all th quality of agni.
goodness in the body will be lost. The body gets open to Val'lo, - Psychological :
diseases and hfc ends due to deterioration. : y gical causes like hatredness anger fea:,

_Dosha vaishamya causes di
s 3 . m g Valshamya ol y €s 1sease and the same ¢

; g standin dlsease Wlll 1
AT oo | arerii raeava Feordt argsierei: 11 1 of agni. _ g - also deteriorate

Agni digests the food when in optimum stage. Due to Varlou (et oy
reasons there may be fluctuation in nature or intensity of agni i
the form of vriddi, kshaya or agni vishamata. Therefore
compensate these fluctuation one has to follow proper anna sev

'Clasmflcatlon of Agm Dushtl

TRwitgits o foe: T agffa: lﬂﬁﬂﬁaﬁwmmaaﬁsmn\m z

There are 4- ‘varieties.of agni -

vidhi to maintain agni. | 3 ; ¥indagm - Dominated by. kapha. dosha

; A good agni only can provide energy, good health and lon = Vllsizg?ag;:n -?;):lnlxi:;::dbgyp\lﬁadg:ﬁa' 2 i

life. E | I 4, Samagni.~ A normal agni: .doing proper pachana ‘with the
Hetu of Agni Dushti . . involvement of all the. three doshas in samavastha, .. .
ST EHTYTS G UTRaHaTETe | ﬁwmﬁnﬁﬁm ﬁmmmmmwn«
FTeAs T Wl o1 = e A A Wei Ty 'Vishamagni leads to vata-vikaras, tikshnagni leads to pltta_]a'
iR e SrtdteaT | -

rogas and mandagni causes diseases of kapha dosa. |

TR =1 YA T W NaTRATd | 1§ 11 - mmﬁmmﬂrﬁaﬁhlmﬁﬁf%ﬁrﬁwﬁﬁﬁdmuw
Following are the causes of alteration in the intensity, quah y/ arsftof v Hfafwl fmkn =1 wafa v msﬁufmgmqﬁiam. 13011

and functioning of agni: ~~~ BB ' The disease caused by agni dushti is primarily named as -

1. Excessive water intake: Jala is drava guna and sheeta wh I ajcerna. Ajeerna'is a state of abnormal incomplete digestion. This

Ama
e, ajeerna causes formatlon Of ama Ama is'moola for all rogas
posses opposite quality of agni. ”Ijherefore. ex.cesswe,w_ JJ 1 ; S Nishtatajceraitis cars X tmls
in ; ter Lis indicatec. Vata respectlvely 4" variety is Rasasheshaajeema Si_yariety

2. Untimely food intake: Agni has its biological time.tq SCUNER foqarent STSl 6 variety is Non'nal_]eema /
intensified. Otherwise it stays latent or inert. Food intake; s Lakshanas of Amajeerna N o :
quantity, quality of food all must be in accordance to a R AR m:]vgrrg]q:z‘l'r |3KITHWW: wadal 130 1: £
Otherwise the qua'ity-ofagni. changes yForfexmp le; if o8 Amajéerna 'is dominated by kapha dosha: thlereTf}%rsel::aiis to
takes more food when agni is in less intense then there incomplete digestion and stasis of food particals

1 3 ; PEEEY. 1 kleda, manifestation
be incomplete digestion as the available agni is not sufficient urutwa, or fullness. Exce;Slze éf;lgu;gg;?fn ;majeema Due to
to digest huge or bulk quantityof food. Similarly consum of sotha in ganda and’ akshl g o smellshke thatofingestedfood
food before digestion of previous food, late consumption stasis of foodin stomacht eudg
food all these causes agni dushti. B | Kkshanasof Vidagdhajeerna

. IRY
3. Vegadharana' Suppression of natural urge especiall ﬁaﬁm"'@f Wmﬁl
kshudha, pipaasa, nidra causes agni dushti. : ‘
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: ~ ___ Dosha Dushyadi Vigyana = 55
-+ Toss of consciousness and various pj —2 '

. 2 t, " . =
lakshSrigg lﬁizsyogtlxgs chosha. Patient \'v111 have sour and fum;g

ig are feap
sensation in belching, excessive sweating and burnig fga_& :
of vidagdhajeerna. ;
Lakshanas of Vishtabdhajeerna . R SR uf" the anna attains visharupa. , .
mmﬁﬁmmi' o0 !features of vata prakopa Ji It is a state where a substance undergo process of paaka or
Pain and abdominal d1§t5{151‘:ic;n of mala, adhovata g ransformation improperly orincompletely without attaining finality;
toda, bedha. Absen_ce Olf)ieéﬁ;g;e d higher mental functions; 2 Vlther inthe fonp of catabq.llsm or anabplism. The remnant residual
sthambha or stagnation. p tambh;jeema- ' bye product of improper digestion can b¢ names as ama.
all over body are features of vistan M STCTAT SR GERTATOTaw Tt e (atiu.Su13n25) -
Pitta which is in ushma roopa attains alpabala and agni
diminishes. This results in incomplete digestion. If digestion is not
Proper or complete the ahara rasa is not produced which causes

u: Definitions and Samanya Lakshana of Am;

TROTHARETEITR TUN: SRICUIHIEAITE JTEaTiaeaT: |
3 ooy fargfafears fadifafa: YRR (S90. &/28)

: - 2 ompound is no more fit for further transformation or absorption,
Digestion is nothing but the process of transformation. D , o L Loy !
the procf:ss of transformation the gunas of ingested aahara sh 1uS 1t 1s called as dushta which stays in amashaya to associate
turn homologous with shareera gunas and turn as part of sha ith dosha, dhatu, mala, avayava and produce various diseases.
. - & - L o 3 1 .
bhavas if they are not having viruddha gunas. If they are viry Ahus 1s called as Ama

to shareera gunas then they act against dhatus during the Proces
of transformation. v

This results in the onset of various abnormal decaying proces
in the body. This decaying process is nothing but impact of
production. In the process of digestion pitta takes active roll Y

terpretation of Ama
as others passive roll. Pitta can be taken as ushma

Ahaara which is not properly digested. Which is stagneted.

If ushma diminishes then the undigestion, maldigestion Annarasa not properly formed in amashaya due to impaired

‘ igesti ion, excretion takes place kaayagni :

. W H: wew FATEI fog mmml 1 ’ Imperfectly digested intestinal contents

(F=m) (39, 2¥/38 Residual aahara rasa after absorption. ,

gested completely the nutrient remai The first phase of dosha dusti or dosa dushhya sammorchana.

. are non permissibl Vrina or vidhradhi until it gets pakwavastha (inflammatory

i process)

auses of Production of Ama ‘

1. Agnimandhya:- Impaired kayagni, dhatwagni. Agni not
merely digests the ingested food but also transforms them
into such state where the body has to accept the absorbed
food into tissue elements. There may be thousands of

3R.N.

fibers may pass as Joose stools but the dp .
i : atwa d
biochemical wasteg which are nop gni mandhya produl

. homologous to bog but di
not get excrg"-d- This stasis cayges various kinds of ailglr;ents Th
component that stays ypg; gested and h .

. on excrete A
m:,agmaqn‘ﬂaﬁawﬁ;,% ted is called as

i e
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properties in ingested food but all are copverted. into!
form that is homologous to body. The foreign particles,
organisms, toxins are all detoxified at every level of th,
When agni diminis has ama can be produced.
2. Dosha avastha:- state of doshas ;
AT Sraror T wea wer W@l (Ca.chi.5/156)
1) Vaata: e Stimulation to nervous system
o Closure and opening of sphincters
o Initiation of peristaltic waves
e Muscular contraction of stomach
o stimulation to glands to secrete secretions
; o Absorption of digested material and separation of
2) Pitta: HCL, bile, pancreatic juice, gastric enzyme, salj
enzyme, all that is responsible for breakdown
partials from complex to simple and homogenou
called Chyme is done by pitta.
3) Kapha: Gastric mucosa to compensate high acidic or alk;
nature of digestive juices and prevent corrosion.
It also felicities food propulsion by lubrication.
Change the consistency of food
Felicitate transportation and absorption i
Thus the dushta avastha of any single above dosha.
combination definitely interrupts the mechanism of di;
e Vriddi, kshaya, dushti of doshas may bring up formati
Ama leading to toxic manifestation from the end prod
digestion. o
e This toxic undigested harmful product leads to agniman
and produce Ama. :

products in the form of sthool ' ‘
S | aand
?v‘}lsg t;llochemxcal reaction ends upsv(:r(i)tlgs ;l;npi; m;l
as to be excreted or disposed off res ilasie
If person does vegadharana ther),/ r: S

e 3
harmful and toxic taking the form of 12,:,?‘“ the be
® Stages of Ama :- i ]

T lwwmﬂ(ﬁ,ﬁ..gt‘/\;x)
: Ingested food

Mandagni v

Apakwa Ahara rasa ;

Stasis : as it is unabsorbable
& mnot transportable to next phase

gets shuktatwa on stasis

x Ama rasa '
-combines with dosa to -on further stasis
cause disease g Az L

.0 o o o
,

Ama Dosha

~ acquires toxicity e,
getting more shuktatwa, visid on stasis

(Concentrated form)’

3. Status of avayava / Ama Dosha
Structural abnormality of site of digestion- Grahani, amas ‘
— - e.g - stricture of CBD, gallbladder, obstructed gall stones Ama Visha s

o R AT T A e e
f formation & Ama Swaroopa 2
MOdelo Undigested annarasa will have Dravatwa (fluidity)

of head of pancrease, duodenal ulcer, inflammation etc:
structural or functional disturbance in stomach, duodenum dis
the normal digestion & results in production of undigested substa
4. Previous excess accumulation of metabolites ’ %

The anabolic and catabolic phenomenon goes on continuous ;  Attain Gurutwa + Snigdhatwa

___.—



L Viinana
2 AT. B. For Roga Nidana and Vikruthi Vijnan

osit
Piccilatwa (increassed viscosity)

(furthei stasis)
Tantumaya (further increased v_isidity)

The tantumat anna rasa (ama) dqes not pnder;i?( funhg
transformation. Hence it remains apakwa

' Undigested and Asamyukta (non acceptable or does not gef:

- combined with any for transformation)

Further increased viscosity & Putrification
causing Dourgandya

Fermentation & Putrification
continues to attain Abhishyanda(murtha rupa)
Sarva Shareera sanchara + Combination with avayava

SROTORODHA leading to > VYADHI
Stasis of anna rasa leads to fermentation and incre

concentration with impact of time, enzymes, secretions ‘and abn
chemical reactions. The matter turns unacceptable to tissue ell
The-continuation of stag

. is causes toxicity. "Thus undige
Annarasa possessing odor with hi

shaithilya is called "Ama" which pr
¢ Dosha dushti first
Dhatu pradosha next 2
Combine with element and cir i

cul
Srotodushti Hebinsiotas,,

Manifestation of vyagh

oduce-

2. | Pacchamanashaya

1. | Amashaya | Chardi, hrillasa
i sula, aruchi’

Grahini, sula, adhmana,

‘alasaka, kaamala =~

8. Hi‘gherlnil_éntal function

* |Atisara, pravahik

3. | Pakwashaya
' o ey | anilamoodata

4. | Asthi Sandhi

; sheersha S i

5. | Twak, Maamsa Sheetapitta, udardha, kota, kusta;

# Y s BAY L 'visgrp’a £

6. | Marma | Pakshagata (TT), stroke, embolism]
Hridroga, pulmonary embolism
A(hridaya) : S B ‘; —.1~1.;§ .
Ashmari, Avila motra (basti)

7. .| Sira Dhamani Dhamani praticaya therosclerosis), '

varicose veins - ; '
Cerebral hypoxia, poor concentrad
; ; tion, lethargy, drowsy, un satisfaction
9. | Respiratory system Kaphaja kasa, shwasa

10. | Haemopoitic system Paandu, Kaamala

11. Reproductive system  |Loss of libido, infertility

12.| Muscular system
General features of Ama_
. -mmﬁ:mmwmmm(m R/43%)
: aﬁaﬁuaﬁwvﬁmﬁrﬁml AT It et weraEmei w1
4" "Loss of hunger, unclear chest, lassitude, slow bowel and

heaviriess,‘dushti'of dosha causes various disease. Absence of dhatu
poshana. ' :

SLE, rheumatic fever, myopathy

Srotorodha : Due to piccila, abhisyandi and tantumat
swabhava amd sticks to the wall of circulation and slows down
circulation initially. Later on there is manifestation of obstruction.
Sroto rodha causes many disease and discomfort.
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‘ Dosha Dushyadj Vi ana
Balabramsha : Due to agni mandhya and z:jmla)tl?: ta(:l i;l' =
and adhya rasa dhatu is not properly prOducge;:rease in"t
uttarottara dhatu poshana there is balakshaya or N stren
and stamina. R i
Gourava : Due to stasis of past food in Incomplete
sluggishness in circulation, obstruc_tion of srotas and. Of'd-
malasanchaya there is increase in heaviness of body along w1th al
Anila moodhata : Cala guna of vata gets hyper actl\{a;
disoriented. _ :
Apakti : Agni mandhya and presence of previously .mgf%
and undigested food will cause indigestion further. The‘ m;x;uf
such compound leads to abhishyandi and utklesha. This re
nisteevana or excessive salivation.

231

quality opposite to vayu that
Stered in nirama vata stage,

€55 pain or less sick symptoms. The
S snehanadi karma can be admini

daama Pitta Lakshana ’ o

ST Y v frven e w1 mﬁmmmﬁﬁﬁﬁqﬂ
Foul smell from body, oral cavity, feces 'emerge. The

discoloration of stool, vomitus wi ;

increase amlata or acidity in the stoma

igives guruta (heaviness). Sour belchi

features of sama pitta, : ‘
Nirama Pitta Lakshana ‘

ST & Seshmfeery | Wﬁmuqﬁﬁﬁvﬁwﬁﬁ[mﬂn

. "The normal color of pitta is gained tha
harita, haridra varna, Pitta attains its ushmata
{rom excessive sourness. Atiamlata is now re
accumulated pitta during amavastha starts
achived. Vidagdhata due to ajeerna is repaire
‘When pachana is attained aruci disappears. Patient feels ruchi and
consumes food. Consumed food is digested normally and this leads
to normal dhatuposhana. When there is poshana to the body by

Agni dushti also causes aruchi, abnormal incomplete

formation. Absence of nutrition and Accumulation of ama cal
klama. '

t is peeta varna from
- Amlata is optimized’
placed by katuta. The
to. move or sarata is
d by samyak pachana,

ek

U. Sama and nirama Dosha, Dushya Lakshan_

. Ama produced in amashaya gets associated with dd's
iffdependently or coolectively. This condition is called a
doshavastha. :

Sama Vata Lakshana

Y S SR | ST s st ;
‘ ﬁaiqmmﬁqmﬁmm| ﬁi@é&mﬁﬁqﬁmﬁ&n 1 (319
: Due to anila moodhata and rookshata there is vibhanada ¢

excretion of malas and gurgling sound ip abdomen. Agni dush

indigestion continues, Vata in dushta avastha with ama cir
haphazardly and aggressiv.

to produce pain, stiffness
Symptomsifoil massage, o
during early morning time, cloyq
Nirama Vata Lakshanag

dhatus,: bala is naturally gained.

Saama Kapha Lakshana ; :

SACTReT: FT: FUGITRER i et grisi HEAR Teremag) 1 ()
* Kapha turns abnormally sticky, gumy and thready. Such kapha
goes to kanta desha (throat or laryngeal region). This produces
durgandha of oral cavity and obstruction to hunger reflex (because
stomach is full of ama and kapha), obstruction to belching.
Nirama kapha lakshana Sl :

T ) AT 3R T =) v W faeavsear aeseieg) |
mﬁﬁﬁ b 5 (TR TE)
The hard and dense form of kaphais turned to light and frothy
form which is its natural form. It achieves its original mass form,
original pale color (mucoid form turns to mucus forn}) and clea}r
non polluted: form. There is clear Fhroat, due to wh.1ch thefle is \
absenceof foul smell. Person regains normal d1gesuon a}rll ‘diil?
' accumulation or excessive saliva is seen. Thus there is vaktra shuddi.

A sdone. It also/ag'g
Y climate anq during night hour
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: et A

'C Onlfll:;:r: parinamakara bhavas pridominently agni llsres‘s‘_\eﬁ
for paka of aahara, visha, li)usl;a:lzli.above

i to apaka o - g

’}I\'}%: irenrfl?niﬁ, ::;glslal byi product of improper digestion

Ama stasis brings shuktatwa and undergoes putri

combines with body elements.

® Ama with dosa dhatu circulates all over body. th;_.

weakest point in the body it stays there to prodl_lcef dis

® Ama not only brings disease but also fastens tllle aging proce

decreases immunity, hampers normal wel being.

13

l 9. Dosha Paka and Dhatu Paka Lakshan;
It is a form of vyadhi avastha where doshas attain P
and reverse to their prakrutavastha with the advent of samag;

- QYT ST : I is a stage favorable to treatment o
because aama gets separated from doshas.

*  QumhidT wgAEE, | shmmiirazhia‘mvﬁmmml l(ﬁT.ﬁr

This condition is stated to be nirama stage of dosha as a;

dosha Paka, this depression isvremove
- refreshed and b

of disease,

body. As the dhatus are diseased the poshana k
absent. hence there is balakshaya.

_.. In dhatu paka all t»hc_prececding-dhatus_,
s ‘mp,tor_ns_of disease. Due'to dhatu paka the

; Dosha,D,ushya‘di Vigyana

33

d..The sense organ gets

ecome ready to respond to the sensation,

On the contrary dha}upaka is pathological and wofséhing stagé

T, T et TR ey
“ﬁmmﬁww@mm:t A

cause increase in
poshana to be produced

by dhatus are absent;‘Thcreforevthe're is bala hani.

diseases either cures completely or symptoms start dimin
gradually or agitated doshas starts coming towards koshta

1 10. Concept, classification, diagnoéis and general

complications of Avarana

essential stage of recovery of disease.

During dosha paka, certain symptoms will manifest.

e The symptoms of the doshas involving in the developm

disease start diminishing.

® In case there was fever or inc
it starte subsiding.

e As the doshas and aama

srotases, the body is relejveq
of relaxation is produced,

resed temperature of affe

overlap or to cover. :

7 2 4 ST ST e W (VACHASPATI)
The word 'Avarana' ﬁiéané to envelop, to mask,«tq obstruct, to

A\

““Entity which ge:ts‘obstructed is callédvAvarya wh_ich obstructs ‘

the Vata is Avaraka, .

In Avarana process either visible or invisible entities are in
. ‘Avaraka form."

® Avarya is‘al‘way's‘invisible i.e. Amoorta Vayu,

The obstructing}éhtity (Avaraka) will be strong enough to

_ diminish the functions of obstructed entity (Avarya).
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Synonyms of Aavarana
e Anvita o Samyukte 4
e Baddhamarga o Samvita

e Uddhuya /

e Pratighata

e Samanvita o Upastambhita ¢

e Samishraha

Charectars of Avarana
‘o T wHghe: | AT, e o @ wHE: W A Bh ;
T VR U a: et e g (S AL R¢/3%¢)
The dosha which enhances its karma is th_e ailaraka', b'y v
of which the avruta wil have diminished functioning. So as to
vata after its prakopa causes avarana. :

Pathophysiology of Avarana

e (.95 :¢/48-60)
Dhatu kshaya refers to sara kshaya, there will be vata praka

due to marga avarana. S

Sequele of Avarana

it T g1 e STErol (wfd. 2¢/3%8) .
Whenever there is increased or decreased functioning of Vi
avarana may be inferred. g i
Due to overpowering of avaraka dosha, avruta do:
functioning will be limited or reduced, on the other hand, avaf
dosha wil exhibit vriddi lakshanas. it

Classification of Avarana

A

Total

According to Amioorta Moorta Paraspara 2
Charaka 20 11 11 142
Yagbhata 20 12 10 42

Charaka - 4245 types of pittakapha (mishra) avarana =47

Avaram) - @0) 12 ag
avarana ) -(22) -’Za:ti'fby;p‘ ‘

ALy

 Annavita vata - Innumerable. (Cha. Chi28/227, As, HiNL1630),

;' ls\nyouya varana (Amurta
. Sam :
e
; a2 anna,
Doshavrita vata -
Doshavrita pancha vata -
Dhatwavrita vata -
- Sarvadhatwavrita vata -
Malavrita vata -
Mutravrita vata -
amanyavarana :
1. Pittavruta vata 11..
2./ Kaphavruta vata 12.
. 3. Rakfavruta vata 13.
4. Mamsavruta vata 14.
- 5. Medavruta vata 15.
- 6. Astavruta vata ‘16.
7. Majjavruta vata 17.
8. Sukravruta vata 18.
9. Sarva dhatwavruta 19.
10. Annavruta vata 20.
21. Mootravruta vata 22.
nyoonyavarana
1. Pranavruta udana 13.
2. Pranavruta vyana 14.
3. Pranavruta samana 15.
4, Pranavruta‘apana 16.
5, Udanavruta prana - 17.
6. Udanavruta vyana 18.
7. Udanavruta samana 19.
8. Udanavruta apana 20.
9, Vyanavruta prana
10. Vyanavruta udana
11. Vyanavrutd samana
12. Vyanavruta apand

piitavmta prana
pittavruta udana
pittavruta samana
pittavruta vyana -
pittavruta apana

kaphavruta prana =

kaphavruta udana
kaphavruta samana
kaphavruta vyana
kaphavruta apana
purishavruta vata

Samanavruta prana
Samanavruta udana
Samanavruta vyana -
Samanavruta apana
Apanavruta prana
Apanavruta udana
Apanavruta vyana
Apanavruta samana
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Lakshanas of Avarana

Avarana

Lakshana

Pittavruta vata

Daha,trishna,sula,
bhrama, tama,vidaha
by taking katu amlz.1
lavana ushna and sita
kamita

Kaphavruta vata

Saitya, gourava, shoola,
katvadhyaupashyo,
langhanayasa usnakamita

d Vikruthi Vijnana

Dosha Dushyadi. Vi ean.
Treatment yadi Vigyan
Shitamushna kriy
Jivaniya ghrita, Dha,
mamsa, yava, Sh
Yapana ksheera B
Virechana, Panch,
sidhha ksheera.’

Swedana, niruha

linical types of Avarana ‘ '

1. Avarana of Sama Vata by VriddhaDoéhg an,
2. Avarana of Vriddha Vata by Sama Dosha and o Dg
.3. szirana of Vriddha Vata by Vriddha Dosha and or Do
diagnosis of Avarana ; IR

Diagnosis of avarana can be d vdi atin
nosis one by differentiatir
S paya, vriddhi, gata vata with profound knowledge ot?liks
is done by exclusion & reasoning. FEIET

Raktavruta vayu

Daha, arati, pain in be-
tween mamsa and tva-
ka, saraga swaythu.

xclusion by Nidana:
3.8,
Madhumeha - due to avarana. Cha.Su.17/78-79 ‘

Mamsavruta vayu

Kathina vivarna, pidi-
kas and swaythu, harsa,
pipeelika sanchara.

Sweda, abhyang

ksheera snehé. ; Madhumeha - of kevala vatajanya. - Cha.Ni.4/36

Medavruta vayu

Chala, snigdha, mridu,
sita, sophanga, Aruchi.

Though the disease is of vata there is no vata nidanas or dhatu
kshaya. al

- But the history of indulgence in nidanas of avaraka is*

Asthiavruta vayu

Feeling comforte while
pressing and hot touch
pidana, priking type
of pain

" appreciable.
ixclusion by Lakshana
In kevala vatajanya madhumeha- mootra is kashaya and

Majjavruta vayu

Vinama, jrumbhana,
pariveshtana, shula,
Feeling comforte
while pressing

madhura rasa, pandu in varna.

In avaranajanya madhumeha- Dhatu kshaya lakshanas are
absent in intial stages. (Cha. Su. 17/81) ‘

ixclusion by Upashaya

Sukravruta vayu

Avega and ativega,
Nisphaltvam

The condition of avarana will not respond to upashaya of vata
rather he feels sukha with the upashaya of the avaraka.

Annavruta vayu

Shula after intake pf
food, during jirana avstha,

Dipana, Laghu ahar: 5.5,

Mutravruta vayu

Apravruti and vsti
adhmana.

In pittavruta vata - upashaya is sheeta but not the ushna.
havruta vata - upashaya is katu etc & he feels preeti to

In kap!

Vidavruta vayu

Vibandha, parikruntati,

anaha, Shuska dukha

chirat pidita while de-
fecation, pain in shroni,
vakshana and prishta and
discomforte in hridaya.

Cha Chi 28/61-63)

Eranda taila, S“igd;‘ langhana, aayasa rukshoshna kamita. (

and Udavarta chiki
i Jpadrava of Avarana

. Hridroga \ ' ‘o Gt{lma

Vidradhi o Atisara

Pleeha
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avarana
Saadhya- asadyata of avaran
° VAR MUY ST TR (ST S, FqW )
Life lies in prana vata, strength in udana.
° qﬁ ﬂ.af\q'( ﬁm AEI0T W . :
Among dhatu avarana medavruta vata is gurutara to tre
Importance of Avarana .
o ;q&mamﬂmﬁmmw@ﬁmn (Ch.Chi.2g)
e The concept of avarana forms the route of pathogenes}
many diseases. It mainly help us to understand the g

samprapti and to do the samprapti vighatana thus help
treatment.

Dosha Dushyag; Vigyana

ntroduction

Chalatva or gamana/move; ili
_ : _ ment, motility and locomotion js a
chief €xpression of life from unicellular organism to multicellular
o_rgamsr_n,_whcre gatl signifies the presence of life, hence
dlfferentlatmgvliving from non-living.
' Gatiis re

qgired for sanchara of Prana, sanchara of nutritjon,
t

principle aspects of life, if at all gati ha

ve to exist.

The doshas travel carrying respective dhathus and corres-
P ond.mg elements along the margas/srotas. Therefore, for the
physiological continuity h

: ow much doshagati is essentia] similarly
for the vikritotpatti the a

: ssociation of doshagati is mandatory. In
whichever marga the vikrita dosha moves that becomes Rogamarga

e g i g (g, 10/w])

o . W W (WL u/]) any thing that moves in a marga is gati
| PR At (AL qu/33)

Prakrita Karma of Vata W.R.T. Gati

e Chakrapani has made great effort in better understém.
different configuration of Doshas, Dooshya and M
process of Avarana.

e Understanding Avarana will enhance the quality
treatment in various diseases forms and take to better p

. Bringing back the doshas from its u_nmatch.ed marg
its direction to the prakrita either by increasing ol_r:dc
optimizing the speed one can regulate doshagati.

e In modern science, doshagati can be measur v O Wﬁmﬂﬂaﬂm— Stimulant, initiator of a
sphygmomanometer, Galvanometer, Stethoscope, EEG

ny movement or
reflex
EKG which are expressed in the form of osmotic pres g WW- Projected to all parts of body
threshold, impulse, conduction etc. S o - Quality of throwing or aozing
fa= O = WA - Connects mind and body
* HReT 37 - Influences and maintains agni

The objective understanding of Doshagati is possible.tod

using advanced imaging techniques (USG, 3D
" study etc.) .

‘ imarcahat il : - communicates with various
The concept of svamargaharana treatment, pratimargahal FR: TR - Connects and
treatment all are built up on Doshagati and Rogamar

brgans and systems. (d.§, ) ‘ .
e The concept of aavarana is not only conceptual and hypothetiell Else e fram S S T | W N it aw: E‘T(f?zﬂ‘:l:{/l \I' "
; ;)fu i;:szoirj:rt:t‘i:illzl 2,;2:;2nt fails the re . : ) Vata inaintains gati of .()tl}er dosha, other. dhsat:ez:lndvlg{)i);tiyn’
case w.r.t avarana has to be made i optimized fomznzfoih \Z; 1lsla€;1nx}1’o(r:rl:11?%§bﬁlon§al g’ati) then it
: Sﬁztltlilgrglng ebjective parameters for aavarana is al zriissselzrz’thflg(s)‘gir?ts physiological function leading to disease.
C g !

consideratio
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ruta Dosha Gati - 3. Kapha : g st voro faget wet o)

Causes of Vaik g e B W T TR | (T 09/286-22¢)

o Vegadarand The normal gati of sleshma builds up the body and provides
Srotodushti 0 © Vimargagamana or supplies strength and energy to various cells. Otherwise it
(a) Atipravritt (@) Siragranti causes accumulation of waste in the body. '
(b) Sanga

Various doshaavasta

{ IL Ritu Bedha Based Dosha Gati :
shta, utklesha, Jeena, pradosha, prak

ST WYY ST9THT: TerTeiell AR Weriehehyl: Wa SISy |

. . ; (T, 219/8%Y%)
Classification of Dosha Gall o e fovtn, = fervn Prferems oy Chaya, prakopa, prashama of three dosha takes place with
m,mqq@gamﬂﬁﬁﬁm_ﬂﬁﬂ 3 aferda ot BT TR B respect to six ritus. o

Fyforem ST e FHife Wl L IIL. Based on Abnormality- Vaikruta Dosha Gati

There are 8 kinds of primary varieties of samprapti . Hénce
there are 8 chapters mentioned in charaka nidana stana, rest of the
samprapties are derived from these primary 8 samprapties. It is

elaborately explained in charaka chikitsa stana as 30 chapters. Again

methodically enormous samprapties can be derived upon it based

on permutation and combination of:

a) Doshavasta © d) Sthaana samshraya w.r.t khavaigunya

b) Doshagati e) Ashayapakarsha

c) Srotojanya vikriti

o Dosha Vaishamya-
(vriddi, kshaya, hru

There are three primary varieties of dosha gati as per ch

1. Kshaya (decreased), Stana (normal), Vriddi (increased)- B
on speed. :

2. Urdwa (upward), Adha(downward), tiryak (sideward)-E
on direction. il

3. Koshta (trunk, abdominal and pelvic organs), Shaka (e

or external surface of body) Marmasthi sandhi (vital or
bones and joints- Based on structures.

1. Based on Normalcy-Prakruta Dosha Gati
1. Vata ; waf fy Su1 aw & mormiv w: | {4 3 s o
The cala guna is from vata dosha. All kinds of circt
locomotion, conduction of normal elements is brought by va

the element to be transported is diseased then by doshagati di

can also be carried to other organs or disease can be sprea
over

Types of Dosha Gati ( Vriddi, kshaya, sama)
2. TfE TR '
g T SRR (HE, 2/23),

Vriddi is qualitative or quantitative increase of doshas-and
other elements.

eg: - Vata Vrudhi Laxanas

D11 (TR, R3/4-8) .
Increased vata causes physical weakness or turns the body
lean. Dark color of skin, patients longs to have warm or hot food.
Presence of fine to course tremors, abdominal destionsion, dryness
of stool and thus constipation, the capisity of sense organ decrease.
lism. Dye to abnormal pitta abn ‘ There will be diminision of higher mental function, therefore

2. Pitta : ﬁﬂﬁﬁwwﬁﬁummlmﬁw@ﬁaﬁmﬂw ‘

The radiation type of gati is done by pitta. Majority.of
movementis inassociation with vata, As pittaisushmat

irrelevant talk and behavior due to disorientation. :

A e 3| (Y 1/R¢)
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R s : '
Kshaya is is qualitative or quanutatflve ctlieoc;easfe of dosH
and other elements. in this decreased ;mc lon of respeg

component is seen. absence of normal performance.

Eg; pitta kshaya lakshanas.
° ﬁﬁ:ﬁsmzvﬁﬁmﬁzl (CARSH 33/28) o3 g
Pitta kshaya causes diminision of agni, d1m}n1s1on in fup
of vayu, cold and clamy body, loss of complexion.
RoT st ar st faEREd TR vl
ERE R | (9., R9/6R)
@ TR awrrhnﬁm( agi ToiguEa St 7 &ftom: 11
Vridda doshas can proceed to prakopa of doshas causin
get deviated to other marga than normal. (unmarga gamana)
produce various diseases. But ksheena doshas itself lose its pres:
and cannot make any disease-as the doshas are weak by itsel
Based on direction dosha gati (urdwa, adha, tiryak) '«
1. Urdwa gati ; Tendency of doshas moving in upward dire
Eg; Rakta pitta -
Pitta and rakta dushtikara Nidana

4

Vridhi of ira,va guna

Increase in volume
As rakta is its ashraya, it goes to jf\ktotpatti stana (yakrit
Both rakta and pitta undergoes dushti : .
D}lshta rakta remaiﬁs unutilized

Further increase in volume

Increased production of dushta rakta and decreased extv:re;tic’)’n"b
Association of Kapha dosha Urdwa gamana of 'Ddsh?,"

Urdwaga Raktapitta

- Adho gatj . Tendency of d&éha

Apakva anna reaches Adho MasﬁéyaVidagda an;laas

3. Tiryak gati : To in sideward direction
Eg : Kushta

Dushti of other dhathu's like raktaimamsa etc (stanika dosha. dushti)

Eg ; Adhoga Amla pitta E

Pitta dushtj -
ol
Agnimandya -
Pitta vidagdata arid Ama formation

: Annavahasrotodushﬁ' h

sechil

get excreted adho pr_ai'mtti of vidagda anna
:Adhoga amla pitta

© Uktanidana .

Vatadi\ dosfa prakopa

Utklesha of s‘aptavi:iha kushta dravyas
Gamanapravﬁtti i)f kushta dravyas ¢

Obstruction/avarodha of urdva & adho marga
(supression of vegas or structural sanga)

Tiryak ga’mina ‘of’do"s:ha.

o« Gets lodgef in tvacha

Mandalotpatti a‘ild' vaivarnya etc

Kushta

-‘_——
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samavasta and pi[m is bmughl back to U8 normal llShaYa_

symptoms automatically pacify.

Rogamarga ;.

Conclusion Introduction

e Gati can be self motivated or z}ltered b_)’ Interventjg
Maintaining the speed in gati, direction of gati, pathway
is all about maintainence of health.

Movements ofdo

. shasare i e
hich they select for th, ecalledas dosha gati. But

| eirmovementand finally settlejnnes
calledasMarga, The pathwayin which dushta goshas iinx']t:lviand

e Doshas may move in abnormal speed but in normal directig : iseﬂ}?e producing agents
. hi o ; are three in nur
Eg: high blood pressure. : ' ; understand the s?l:)nenrz; (S;?emu}’, o tho mat ER
e Doshas may move in normal speed but in abnormal dire B icions 1sease itcanbe catagorised unde;

. thre
“Eg: Urdvaga amlapitta where pitta shoulq move fr.om amag| i
to pachyamanashaya thus forward, but instead in amla

moves in upward direction. 4

&

Shakha: (external pathway.) Also called as bahya rog;\-f;t;;'

ga
2. Marmasthi sandhi: (middle pathway) Also ca oisa
roga marga p y) lsocalle’dasn.mdhyam‘af

e Both speed and direction may be normal but the pa : =R
Rogamarga may be altered. Eg: Kushta. 3. IIliloshta: (Intemal pathway) Also called as abhyantara rogat
i arga . ]
e Bringing back the doshas from its unmatched marga t ;

ﬁwﬁgﬁr-mm Frem : i

.- Shaka roga marga: The superficial body/cor‘npo_nents or
t@ar}a dhatus are part,of bahya roga marga. It lies in the most
h¢r1pheral or external surface of the body. Rasa and twak, rakta,

mamsa dhatus are components of shaka marga, The diseases of
hakhamarga are manifested mostly in‘twak

VI THTGE! SAaEaE o, § At

. Marma asti, sandhi: The middle compartment of body which
onsists of marma(specially shira, hrudaya, basti), asti, sandhi
: (musculoskeletal system - muscle, tendon, ligaments, bones, joints)
e The concept of svamargaharana treatment, pratimafgah AR s 2dhyama roga marga | : e
treatment all are built up on Doshagati and Rogamarga wifor TR, ST s EEs g #osh:, |

HEY

its direction to the prakrita either by increasing or decr
optimizing the speed one can regulate doshagati.

e In modern science, doshagati can be measured by s
* manometer, Galvanometer, Stethoscope, EEG,EC
which are expressed in the form of osmotic pressure; threshold

- impulse, conduction etc. i .

; The objective understanding of Doshagati is po,ssibl'evto
4 using advanced imaging techniques (USG, 3D Dopple;
’ etc.) : i

1 e The concept of 3FENYFY is not only con‘cep'tu'al ‘,a

i i < This is the inner most compartment of the
pothetical but also practically evident. Koshta marga: Thi

ddy. This comprised of all-the organs of;thorasic, abdon}inal,‘
P elvic regiofx_. Shareeramadhya, Mahanimna, antaraani are
ynonyms to koshta. Thus it forms abhyantara roga marga.

e Frie TR - g, @

e If the conventional treatment fails the reconsideration
case w.r.t STRTATYHY has to be made.

Setting of ObjeCtiVC parameters for W is a tas [ o
challenge. 4 Dl
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: marga Dosha Dushyagj v;
Diseases pertaining to particular roga Yadi Vigyana

Shakaanusari Roga
The diseases of bahya roga marga arc: 3 ‘i
Ganda (mumps) pidaka (popular rash) alajtl (Srzll}?'lle'r"
pidaka) apaci (oozing ulcer) Charmakeela (war ;) lz; 'lm?i ani '
(mass formation) mashaka (macula popular rash) usht.a',c ‘ troduction
diseases), visarpa (eryseples) shwayath1.1 (local Oed§ma),, gu
(swelling) arsha (external pile), vidhradhi (abscess). Vyangg

2. Detailed study of Srotq

Samanya andVishishta Hety Lakshana of -
- all Srotas, Differences between Sroto
‘Dushti and Kha Vaigunya

moola and Srotodusht;’

elements, signals, reflexes come under srotas, In some
discoloration) o Intexts the srotas can be traced anatomically and hence understood
X : .- hannels or Passages eg: annavaha srotas, pureeshavaha srotas,
T USTrSHIeRTUE TR A TS $O ASIEAt ; [ hereas in some anatomical traces may not be found instead they
Towd ary Tew aref fgearea: TR watd b  identified by physiological pathways eg: manovaha srotag
Ma dyamaroganusari Roga Ty v egayapa srotasv. Every_ srotas has one ugama s.thana or moolasthana

* The diseases pertaining to madhyama roga marga“'@
Pakshagata (hemiplegia) paksha graham (hemip ,
apatanaka (tetanus), ardita (facial palsy), s/qsha: (degene;
-diseases) rajayakshma (depleting disease) asti sand s

(arthralgia) gudabramsha (prolopse rectum) diseases oif‘shi'ra
basti. ;

& E I AT VI TorRe i GRS Esteea: | _
Koshtanusari Roga B

ishti c‘ai‘n produce srotodushti and vice versa,

'fillﬁ'tio,n_ L ; ‘ o

3 AU, BRI (.3, 30/33)

Itis the path which helps for transformation of substance.

it T AR, SRR e Sifaiefr. e (2L W3)
T TR, 3% e, g Hfvranfiae st ﬁﬁwﬁﬂgg ?ST;L;

Channels which carry the transformed dhatus to different
stinations through the network to nourish the cells and tissues.

\ Srotas is defined as empty spaces spread to entire body which
iginates from root space except sira and dhaman.L

ipto Paryaya o .
[ wiifa o e T THETeT: T g AT YRR

The disease pertaining to inner most compartment of the b
is called as abhyantara roga marga. They are: jwara (fever) ati
(diarrhea) chardi (vomiting), alasaka (stagnant compound of
vishuchika (cholera) kasa, (cough) shwasa (dyspnoea)”hil
distension) udara (ascitis) ‘p

(spleenomegaly) visarpa (erysepeles) shwayathu (local oeden

' o (o X kot LI
gulma (swelling) arsha (pile), vidhradhij (abscess). .. e W :;TYNT. Tt SRR SETEHTeIRT STt
SRR B st g T T e wex it o Srotarﬂsi sira, dhamani, rasayani, rasavahi, nadya, panthana,
mewﬁﬁmm:mmﬁmr s st,

argasareera chidrani, samvruta asamvritani, st.han.ang, ashaya,
ketha based on the context and element that is carried inside srotas,

bt term for srotas is used.
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Structure of Srotas
“ﬂ,& atfea e, @i GEH pel
Orifices of the srotas ar¢ mi
like lotus stalk. Through such chann!
cells and tissues.
Ce -
ta/ tmpoytat ; i
@?;/Sroto Pramul;l:;;r: g L
atfea HawT g &
ur and such other th
Improper foods, erratic behavio
are noltnc%ncli)ucwe to the body brings abnormality in srota

inute spreaded long and:
annels rasa ' circulates and

" 'Total nine channels are described'as bahir mukha srotas.

Sarangadhara included’one more to above nine ie, mastaka

ndra (brain canal)

1In case of female three more srotas are mcluded
" Breast channels- 2 ;

A ,Uter‘us, path-
Abhyantara Srotas scpbi
A cCording to Charaka

to manifestation of disease. Adoptance of normal foods and 1. Praniavaha Srotas " 8. Asthivaha Srotas 1
leads to happiness and sound health. 2."Udadavaha Srotas "9: Majjavaha Srotas
o ST gA: W YT O afor BT 3T EﬁTﬁl 3. Annavaha Srotas 410 Sukravaha Srotas
@ WA e mamﬁmmﬁm =l 4 i ngs‘a’vaha’ Srotas - ' ; 11 ‘Mutravaha Srotas
T e Tt el | (. fi w/o) 5. Rl'ldira'vah‘z_l Srotas 12 ,';Pureeshavaha Srotas‘
" The doshas vata, pitta and kapha moves lnSIdC th 6. Mamsa‘vahg Srot'as W7+ 130 Swedavaha Srotas.
perform their normal functions at different places sumlarly 7 Medovaha Srotas : :
' which are beyond perception of sensory organs like mind e A ccording to Susruta
inside the srotas and are located in each part of the body b Biiavit S MediifE o
srotases perform their normal functions as a result . bod 2', Udakavaha ey, ; 8 :'Sukravaha Stota
from diseases and unhealthy srotas become root caus ; i SO S.
development of pathogenesis. 3. Annavaha Srotas ot -9, Mutravaha Srotas
Sroto Bheda 4. Rasavaha Srotas : .10, Pureeshavaha Srotas
Sfotés i Bahya and Abhyanfara 5. 'Rudxravaha Srotas : 1L Artavgvaha S;otas
.6. Mamsavaha Srotas

1. According to Susruta ]
‘ ‘Srotas :- Bahya-Male- 9; Females- 12; Abhyantara-.
2. According to Sarangadhara .
; Bahya Srotas- Male- 10, Female- 13
3. According to'Charaka
" Abhyantara Srotag-
Bahir Mukha Srotag

Nasal cavity- 2

Ear path- 2

Eye opening- 2
y

13 in Number.

Genital path—I“
Anal canal- 1-
Oral cavity- 1

- Eg:- Jwara

S roto Dusht1 Prakara- 7

' Atlpravruttl— Excessxve action
Eg:- excessive urination - prameha

excessive watery stools - atlsara

Sanga- Excesswe Obstruction

Wi ;

Sira Granthi—Timurs inside the srotas or new growths tortuous
vessels. ri

Eg :- arsas

'Vlmarga gamanama— Leaving 1ts own path and entermg into_

othcr path.’
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Eg :- entrance of mala into mutra marga

Sroto Vidda Laxana (A.H.Sar. 3/47) - Illusion *Giddiness

Clinical features that develops due (o Ijury to srotas are Tremors o Ultimately leads to dea g
as vidda. Their lakshanas are unconsiousness, tremors, dis anavaha Sroto Vikara g
of sabdomen, vomiting, fever, delirium, obstruction of Urip Kasa ® Svasa
stool and even leads to death. That is why 1t 1s Salq that phys Hridroga RE o
should inform to the attender about its poor prognosis and thep Swarabhed s
the treatment and manage the wounds as per 1ts tréatment., : e ;

z he Cardio Vascular System :- TR

1. Pranavaha Srotas ) ; BE : Itis the system of & eI 3 o
Pranavaha Sroto Moola : WUTGgHi Sia#l E&aqet AT through out the bo;;,n bl vessels Fhatcirculi 0

e Charaka-The channels which carry prana vayu' are origin . The blood circulating the bod 5
. : transports
from hrudaya and mahasrotas (GIT) q to the tissues and removes (}1,02 = wasil:;::g:sds

e Susruta-They are two in number tissues.
It originates from hrudaya and rasa vahini dhamani :
AN Ted Tl a| i

Dushti Nidana

AT, HETTU, e SATATA, G =11 MonaTe ger S 374

d oxygen

- Heart is the central : i e
R pump and blood vessel i
. distributing and collecting tubes. g sithe sgrxss orf

. CVS constitute one of the major coordinati i i
systems of the body. : e

[eart ; 7
It' is a muscular organ that pumps blood through out the
__circulatory system.

Its situated in between two lungs in the mediastinum :

Its made up of two atria and two ventricles. -

- The force of contraction of heart depends up on muscles of heart.
ayers of Walls of Heart : :

Outer pericardium e Middle myocardium

Inner Endocardium

ight Side of Heart ;

Right side has upper atrium and lower ventricle.

Right atrium is a thin wall and low pressure chamber

It has a pace maker known as sino atrial node that produces
cardiac impulses and atrio ventricular node that conducts the
- impulses to ventricles.

It recieves deoxygenated b
| Superior venacava that returns the b

the body.

o Decrease of dhatus ‘i
e Suppression of natural urges

e Intake of dry food

e Doing exercise when one is feeling hungry ;
e These causes dusthi & malfunctioning of pranavaha srotas

Laxana Acc/of‘ding to Charaka
mmmmqﬁmsmﬁuﬁmﬁaﬁmﬁm
AgaT—Afrgediias Hluaeaien a1 Qe eaaT quar
Haita ageifa e (Ca. ni. 5/8) , it

Prolonged respiration

Obstructed respiration

Short breath with increased frequency ; ;

Loud respiration associated with pain, overall respira
- distress. v
Viddha Laxana According to Susruta

e Injury to pranavaha srotas leads to groaningv L
e Bending down of body 4 i

lood through two large veins
lood from upper parts of
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2 AL> eturns bloC B }(:t ventricle! ew Pathological Condition -
B. Inferior venacava thi‘:;micates with 118 % B chicotusis v g e :
o Right atrium o es which c Persistent and irreversible dilatafion and distortion of medium
tricuspid valve : Imonary artery aris ged bronchi by more than 2 mm. Types are cylindrical, saccular,
o Fromsight venticieP? lungs- d ricose and fusiform. Clinical features includes persistent, recurrent
from right ventrice 10 urified(0XyEe2e : ugh and large quantity of purulent sputum production;
o Inthe lungs the blaots < emoptysis; persistent coarse leathery:crackles with or without
Left Side of Heart Jeft atrium and lower le pnchial brcathjng. Clubbing of fingers and toes present. .
o Leftsideof the hearthas UpPEr ©

sure chamber.

: dpd (Chronic obstructive pulmonary disease)
d blood from lu

o Itis thin walled and 10W pres ;
o Left atrium recieves oxygena

ulmonary Veins. £ s
° i‘his is one of the exception 0 the body W '

i nate

d and veins carry oxyge. 3

Sitty degyeeiaiot i tricle through bicusy

e Blood from left atrium enters left ven o

e Left ventricle pumps oxygenated blood to di erey:p} p rfs

body through aorta.

The Respiratory System:- 2 o

, It can be divided into upper and lower respiratory ’tracts

Functionally it can be divided into conductmg:a.m‘i resp
portion. - . i ;

o  The conducting portion consist of a series of inter co

- tubes that circulate air through, nose, pharynx, larynx
“ bronchi and bronchioles till terminal bronchioles

¢  The respiratory zones consist of alveolar ducts, alve
and alveoli that take part in gaseous exchange.
Bronchial tree 2
®  The trachea divided into right and left bronchi
Primary bronchus (2 to left and 3 to right)
“Secondary bronchus
.® . Tertiary bronchj

It is characterized by airflow limitation that is not fully
gersible. Usually both progressive and associated with an abnormal
i ammatOry.response, of the lungs to noxious particles or gases.
; érribseﬂdyby.‘ cough, sputum production, dyspnoea, ,H/O exposure
risk factors for the disease. :
nphysema - - s :
ltis df’:ﬁrnel'd' as distension of the air spaces distal to the terminal
bnchiole with: destruction of alveolar septa. Types include
htriacinar, ﬁa’rrlz_i‘cinar,, paraseptal and irregular.

onchial Asthma L S L O |

It is an inflammatory disease of the small airways, charac-

ized by episodic, reversible bronchial obstruction due to hyper
iponsiveness of tracheobronchial tree to a multiplicity of intrinsic
d extrinsic stimuli manifested clinically by paroxysms of
yphonic wheeze, dyspnoea and cough which may be relieved
bntaneously or as a result of therapy. - - iy
dakavaha Srotas :- -
Udaka-~ Jala, ambu, vaari, salila, water =

Vaha— Carrying, bearing, bringing, flowing .,

Srotas— Channel, stream, processing
Udakavaha srotas is the one which ca

1Ty or ¢ontrols the water
in t ‘tis it . .
.Bronchioles . ini:;z:(de .
Terminal bronchj | ' ' 3
Respititody brznl(;i'es The channel, passage or duct which transport the liquid -
i Chioles substance of the body from one

place to other for development
and nour\ishrhent of the body. ;
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e Thirst center
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Synonyms
o Ambuvaha o Jalavaha
1
MUW al (@ we)
[ ]
Udakavaha srotas mula are taalu and kloma

o SEEERTEAEEE A1 (TF /1)

Udakvaha srotas originate from talu and klomg ;
Dusti Karana

o SRR 3R

Udakvaha gets vitiated by exposure to heat, indiges
encess intake of alcohol, excess intake of dry foo‘ ar
suffering from excessive thirst.

Dusti Lakshana
* VEEMIgETHEaVINIaRN Had: TEalgracars
THEigEeh AR IgeTaeR) (3.5, w/¢)

Characteristics of udakvaha srotus are dryness in

lips and kloma along with excessive severe thirst.

o TR |
Injury to udakavaha srotus develo
instantaneously.

Vikara

Trushna, Shopha, Prameha
Water Balance in the Body

ps thirst and patj

o e

ease water retention by ki
conserve normal water contep;. g 55y Y

Hypothalamug regulates g
: w ;
mechanisms, ater content of the bo

Thirst Mechanism

Dosha Dushyadi Vigyana

When the ECF volume deéreases the osmola
increases: £
If the osmolarity increases by 1-2% the osmore

stimulated. i

Osmoreceptor in turn activate the thirst center thirs Sel
18 Initiated now person feels thirsty and drinksﬁa'ter*}z
Water intake increased ECF volume and decreases osmola
ADH mechanism TR 2 :

When the volume of ECF decreases with increased osxﬁ%laiity =
the supra optic nucleus is stimulated and ADHis released.
ADH causes retention of water by facultative: re absorption in
the renal tubules. It increases the ECF ‘volume and brings the

“osmolality to normal level. Piro A ar bl

Pancreas

® ' Histology of pancreas-

. Made up of small clusters of glahdulaf epitlliliéil éell#. :
. About99% of the cluster called acini coriétitptg exocrine portion
of the organ these secrete pancreatic juice. '

1% of the cluster called pancreatic islets from the endocrine
“portion of the pancreas these secret glucogon, insulin,
somatostanin and pancreatic polypeptide.

Role of insulin and glucogon-

*  Insulin decreases blood sugar level it is the only antidiabitic
hormone available in the body.

Glucogon increases blood sugar level.
What are Talu and Kloma '

e Talu can be considerd as palate because the description of
structure of talu resembles to palate exatly,

But kloma is the very controversial organ
By seeiﬁg various reference we can tell that kloma the pancreas.

i have consider
Acharyas like charaka, vagbata, bela and kashyaP nside
: -klon?;y as koshtanga therefore it should found in trunk that is
- thoracic or abdominal cavity. ;

SR.N.
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in head and neck.
Some classical references

3. Annavaha Srotas :-

o

= considered the e of $IGHITYH_ as- STHE aod ayers of Stomach >

stomach and left side of Abdomen. ‘o Wall of the stomach 1; formed by four layers-
] mﬁhﬁmﬂwﬁaﬁw 1(...7) Outer serous layer ’ ]

l ~ Muscular layer
Hd told & ATEHITH are two in number and. thelr TE‘TaS 3 Sobmucos layer =
and 279 9T gaf| v :
= " Inner mucus layer :
Serous Layer—formed by peritoneum whlch covers the. stomach, i
o TR 9 S 3 e > t the lesser and greater curvatures. ik
AT | s cept af £ three layers of Smooth mnscle

According To Modern Science ;

By considering above view we ¢an tell that k]oyna not,

TR | | (.51 q/\ez)
Tells about hrudaya which arises from the prasa
rakta, In left lateral is pleeha and lung are present

right we have yakrut and kloma. i
TEniETT: G SR | (G, ¥/
This shloka explains kloma present below hrudaya tg
and pupusa to the right kloma and yakrut.

HTeTEUE (FAEeE) fereged et aET)
SeEEfanATTgE ATt (S g //3¢)

Kloma is tHe one which is present below the yakrut ar
has shape of tila. Situated in right side below hriday.
By seeing all the references we can conclude that ki
nothing but the pancreas.

Occupymg epigastric, umblhcal & left ypoch 0
ape & Size. . . Gt
.When empty - J shaped
When | partially d1stended pynform in hape
In obese persons - more horizontal
25 cm long ¢

At birth- 30 ml capacity

xternal Features

- Stomach has 2 orifces

- 2 curvatures or borders

2 surfaces

Channels carrying 3 is called as STHagETH, 4
AT WA AT A = ma) (Af u/e)

I HgArararTEEE | (., .45)
dﬁmﬂ &Ter - Excess intake of food

“Muscular Layer— made up O

middle cucular, outer longltudmal

CE ek L oper e ’ i Obhqu::ayer ‘Formed by areolar tissue, blood vessels, -
52 , s — j !

4‘%3 dl"P onsumption of unwholesome food SubmutI::l;nd Mossner's nerve plexus.

a{palﬂla?rp.{ Due to dushti of agni. mph vesse

by mucus secreting columnar. ’
ituated in this Jayer. 2

s Layer— Lined

1iCcOoUs
nner M glands are sl

1the11a1 cells, gastnc

: Stomach (s
A muscular bag fo
the digestive uﬁ)e, rming the widest g most dlstens1ble p




- e Gelatinase degrades Type 1 & Type 5 gelatin & Typ

e Provides acid medium which is necessary for the act

60 AT. B. For Roga Nid

Glands of Stomach

e Glands of stomach are gastric glands
o These are tubular structures made up of different typeg

e  Open into stomach cavity through gastric pits

Classification of Gastric Glands

e Fundic glands o Pyloric glands.
e Cardiac glands
Secretory Functions o
o Chief cells

e Mucus cells
e Enterochromaffin cells

Secretory Products

It isa region of descendmg aorta
continuation of Thoracic aorta, as
in diaphragm & terminating inf
blfurcates mto left & nght common

in Gastric Glands ‘ ‘
f Cells in ' / As such the abdominal aorta sup,
o Parital cells by the left ventncle of heart, to
o Geells g
o Enterochromaffin like ce ‘The abdominal aorta & its maj
elastlc 3

e Pepsinogen,renin,lipase,gelatinase,urcase HCL, intrins
e Mucin o Gastrin® t(I:Ie mcreas:;d bll' ) :111 flow. ;

. o Histamine Correspondingly, the vesse! s contract durlng diasto]
#.c.Jerolonin g fibres assure that this’ contractlon also Ve

Functions of GbaStll;ic Juice * through the arterial vessels. -
breaXs pepsin  As the thoracic aorta passes throug the aortic hia
abdormnal laorta .

e pepsinogen
pepsin - activated form, proteolytic enzyme
Proteins 2r€2KS proteases+peptones

Gastric hpage- lipolytic enzyme
Tributyrin (butterfat)t$gs.fatyac1d+g1ycerols

- iliac artenes ' :
Thc common iliac art' es'then branch mto 1ntcma1 & extern
- iliac arteris to supply oxygenated blood to the organs & tissu
of the lower abdomen, pelvis, & legs :
he abdommal aorta mclude the coeliac

collagen into peptides Major branches of t
e Urase- urea breaks ammonia ~ branches & Superlor & inferior mcse;xtru; art;nes S
i . median v
e Gastric amylase degrades starch - - l())n thﬁ dl(?tI'S;ls SIde Of the aorta i the B ;
e Renin- curdles mi in ani ; LanCh oo ' r

: Oty ifvaiifrald ' Lateral to the aorta are the mfenor themc, m‘d‘ﬂe s

Functions of HCL gt renal & ovarian or testicular arteries.-

HCL present in gastric juice- Beoz the branches from the abdominal aorta are Jarge, the !a]?ﬁa

Activates pepsinogen into pepsin 3 rapidly decreascs m s1ze as it courses downward throug 7

Kills some of the bacteria enterj ‘ { i :

ng the stomach along W, ~ abdomen. :
substances. This action is called bacteriolytic actlof : The coellc : “k d“’ldes it ma_]Ol' brancﬁes,

hormones. Left gastnc aﬂery to stomach
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tissues. Hence it could be understood that, it_isprasentinacb
nd everypaztofrhsbody.'fhais Whyitsfunct:onhavebeenmld
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Jfnerves that ultimg

Sp s aresa :
b 3 2 Of the seven Dhatus, Rasa & Rkihz Which have the function
Bt ' Preenana & Jeevana karya's are continuously gjected into

Superior meseniic E_;L{;rooé o smell intestine be rculation by the Hridaya.

. veenzied P
o Supplies ox,/ge.{ztr ’QOF e cocenm & colon 1 o e
I ud B

rodenim &P B T T o, SRieiresdidal el (T 1¥/13)

The word rasa is derived from the term 'ras’ means movemr.:n't,
ince it is moving constantly it is called rasa. Ahar Ahar Gachati, if
hiis character has to be fullfilled in the body only one organ can
atisfy it i.e. Hridhaya, which never stops till the deathof the person.
fhat's why Acharyas haveconsidered the Hridhaya as Moola of Rasa
aha Srotas. Rasa is the first and earlier part of garba, formed from
hararasa of the mother and circulates in hridaya and siradhamanies

Branches - . :
eatoduodenzl artery: jejunal & ileal bra

Inferior pancr nz o350
ileocaccal artery & right & middle colic arteries. i

Inferior mesentric ar Supply the iransverse colon, desc
colon & rectum.

Branches: left colic artery, the sigmoid arteries

e

. . ; S epeatedly in a cyclic manner.
TP AR | T TR IS NP :
f W&m&wﬁﬁmn @fa u/e 4 " B TR LA TR vkt e e ag:hggul l30/10)
SAfe- Lack of interest towards food — 316fd - Tﬁstcl;g : Rasa Swabhava 4
AT - Indigestion i - Vomitin b T T TEEER e Siad ador ARt g ght s
TR o E o @H %)
°  TERERTETER: T @ 3/3) §. Dravanusari - . , 2.Saumya (jalatatvatmak/kaphamaya)

Moola Sthana of Rasavaha Srotas

THART S ged e G W 1 (AL w/e)
TR 3, FEe Ted T AEs a9 11 (I //]%7)

The moola of rasavaha srotas is hridaya, ‘dashadhamani,

[T — Pain in abdomen
S5 — Lack of interest towards food T
B - Vomiting

ISR BT

ot fasavaha dhamani. It has been said by Sushruta that the word
O o fafr Phamani, has to be related ‘with Artéries only. As we have seen
o 3fR o Rum previously the circulatory system starts with Arteries continues as
. e * T Capillaries and ends inVeins. So the structures before Capillaries
o S o T can be considered as Rasavahini Dhamanis.
-4.Rasa Vaha Srotas : 1. Hridaya '
Introduction T G W :
Rasa s the firg dhaty ; ey o l,i !Ii.lgi s ‘
from the ahaara, Ty, main ﬁmf;?ng the seven dhatyg to be forl ToRESESE T WA (A 2%/3)

onof R

® T AR T AR (FHH)

2sa dhatu is the nopg
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= : Y Ted- s T oraet (G- ¥/3% One cell thick o Serves the Respiratory System
: @ﬁm - mong Pf"‘"ayatana' ns: Venules moves towards the heart
e Onenad koshta- Skeletal Muscles contract to force blood back from legs
. i: 1[::;};1115: :ogamafga- lod: Composed of plasma and blood cells
: As matruja bhava. bes of Cells are:- el Tt
o Astrimarma. Red Blood Cells - e White Blood Cells

e As chetanadhishtana.
2. Rasayahavaha Dhamani and Das ;
i i 91.) _
ToaTe g e wad aanl (G g oAl
TR § T I, dguae A 9 Tl ke .‘
q &9 W@, g

TST 9 TR . e f
° Wﬁﬂm:ﬁﬂﬁaﬁ" THT™ 7 (N;E;W

Platelets EIRT o B :
Plasma: they are straw yellow colored fluid that is mixed with
pd. It contains 90% of water and 10% of elements. The elements
(Organic, inorganic elements and dissolved gases. - :
' Organic elements - albumin, globulin, fibrinogen, prothrombin
JInorganic elements - calcium, potassium, magnesium, sodium,
B, zinc, . - T « reser /i, , ) :
Gases- oxygen, nitrogen, carbon dioxide.

a Dhamani

There are 10 important siras in our body inrelation to hri
It transports rasa to all angapratyanga.s in our body. All th¢;ch B like: . . i
of the body are taken care by these siras. gt Tihcese : ‘s > Ak asids
The Circulatory System :

Transports substances including oxygen, nutrients and
to and from cells responding to changing demands by diffusion (i
high to low concentration along concentration gradient). Hum
have a closed circulatory system. (cardiovascular system)

The human circulatory system consists of:
e Theheart © A series of blood vessels
e Blood that flows through ' 4
Types of Circulation

¢ Pulmonary circulation = from
where carbon dioxide leaves th

Proteins e Minerals

itamins . e Hormones

Waste materials like urea. . _

' Lymphatic system: It is the One way system to the heart. There
eturn of collected excess tissue fluid and Return of leaked protein
'Lymph" is this fluid . : ;

Edema results if system blocked or surgically removed
ransports dietary lipids- Lymphatics vessels transport lipids

and lipid soluble vitamins (A, D, E and K) absorbed by the
, : gastrointestinal tract. ’

right side of the heart to lun! Carries out immune response.
¢ blood and oxygen is absor]

' Sequence of lymph formation-
=from lef side of the heart to orga - N

= through heart g Fluid flow iﬂ the blood capillaries
Blood Vessels- They re e sue SHEE p
tWork of fupeg 143,
Arteries: arterioles moye terstiti 5 St i
e Blastic Fiber away fmm the hear Ix}t«t:rst"ltlal spaces (1nterst?t1a1 ﬂuld)

Circular Smooth Mﬁséle 7
8¢ takes place.

Caillariec.
apillaries: where £as excha " Lymphatic capillaries
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Lymphatic vessels

Dosha ’Dushyadi Vigyana', .

famirnes’ Which are present i the
Crystructure cap he nourished by rasa 5

67
plasma as ‘Whole j.e,;
nd all dhatus can be formed

Lymphatic ducts ‘
juguls lavian ve
Junction of internal jugular and subc

: f all absoy
Absorption of nutriex;ts mﬁ_i:?e%uie Ap

i in the sm S "l

utrients takes place in : ; , id

R/;ctlnosaccharidcs, Absorption olf Am[;gl(: o‘}cell(::’tr gigteer; (14
i i 'pti [lipids, Absorp
tripeptides, Absorption of lipi S, o : |
i:)lxl:sliron ’polassium, Magnesium and pllo?pliéqte ?ct1v§,®‘
Abs:)rptioyn of vitamins, Absorption of water takes place vi oSN
Hepatic Portal Circulation:

e. Carrics venous blood from the gastro intestinal organs and
to the liver,

100la sthan vahinya Dhamanis and Dasha
Hamanis respectively, * e ‘
. The blood vesse]s which carry blood an
rtal system with jts tributaries, Iymphatic

d umbiliczll vein can be considered as rasavaha srotas,

In short, prana and rasa are 2 essential nourishment factors
Volved in growth of other dhatus, as they circulate in a cloged
[Cuit, where they nourish ‘a]] othér dhatus, .

'The second 'moolasthana mentioned is rasavahj dhamani
cording to Susruta, by which it is very clear that prana »rasa and
Kta move together through dhamanj

that is facilitated by heart
lich is nothing but circulatory system. 4 s ik

d nurients Iike hepato
vessels, the venacavag

After a meal hepatic portal blood is rich in nutrients 3
from the gastrointestinal tract,

®  Liverstores some of them, modifics others (c'onvert.s gllu”
glycogen) before entering into the general circulation;

® The superior mesenteric and splenic vein unite to form th

0 Wﬁﬂwﬁhm‘ I
Wi, P, v ‘ Tﬂﬂrﬁﬁ....w&rﬁ?q“n:imﬁrmmw @R wya)
® Inthis way liver recejves hutrient rich deoxygenated blog, ,
gets mixed with ox {

ygenated blood from hepatic ‘a ) Causes of dush
sinusoids of liver and then bloods leg

Excessive consumption of heayy,

hepatic veins, which drains into inf ‘ ‘wholesomc and un.wholesor‘ne fo

T &R can be taken ag oIy N g ik :

L. Superior Veng cava 4, Pulmonary Veins (4 i ﬁ"
2. Inferior Vena cavy 5. Aorta ' AT Tt

P e Q6w W i - i qem: =)
6. Coronary Sinus, ol aﬁw W FHlT mﬁsﬁwwm qEA: vty
TS o, (9.9, 'R¢/%-%0) ‘
While explaining Dhatu gata Jvara Charakach
planation about rasa Dhatu gata Jvara lakshana-
dana; T 3= we veRieEh THREN afiwT: W R (5. e,
Nidana Sevana leads to Agni Dusti which produces Am'fx fo_rm
ERasa. This Ama Rasa in one hand disturbs the normal functioning

ti of rasavaha srotas are :

cold, oily food, C’onéumption
od together, grief, stress or

3. Rt&Lt Pulmonary Arteries

The explanation of Dhamanis
these ten vessels ae initinlly ten D
as Srotas. This provides nutritig,, 10 nourish Dhays. Siras
channels which colject etabolic wagte products from tiss
to circulation, It cap pe concluded gy, anatomically Rasayaha
along with its moola cap be Correlate tq Circulatory system
is all the componepgs of food ke Protein, carbohydrates,};at,

» Srotas, Siras, indicatin

: ; ; arya ‘gives
amanis, & jtg branchmgb
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of Vayu in Amasaya and on other hand blocks Swedavahaﬁs
Due to blocking of the natural path in Amasaya, Vjayuf SPr
the whole body taking Agni (Amasayastha Pitta) with it. BI,

- Its sthana i5 peg ?

, : W the TS in sots o
of Swedavaha Srotas creates Aswedanam. Thus overal} S gle Tghthypochondrium andn;;;g:;-lde
increases which is termed as Jwara. ered as the seat of ranjakapitta,
TR TG, E ATGAE AFAE 9 FeAE A T T, qrogy yronyms: i

TS I U ST qe uem 2y gedt e e 1 (sy

Here he added the Avipaka, Angamarda, Trpti. Andhe
word Anna Asraddha instead of Asraddha, Pandu Roga ing
Pandutva, Margoparodha instead of Srotorodha. Along with ¢
patient suffers from wasting or karshya, loss of interest in fo
all over body, premature wrinkling of skin, and graying of hair.

T, :

Considered as A
Vagbhata). one among the koshtangas. (acco. 10

Involved in the production of the blood

akta Production
3 Th A (S5 qu/y)

3 duri o 3 g :
It is located in the left side of the S
5 ' & the abd P A
Ty Heg fae agm the production and destruction of bl g and 15 Ielatﬁi with
= Tazza 3im: ArEziasssa 9t qeeglid =11 ood. : 3

Prana vaha sroto viddha lakshana- aakroshana,j/‘i
mohana, bhramana, vepana and marana.

IhatisraktadhamisformedﬁOmmadham_ i i
5. Raktavaha Srotas o b ok

ci? awhichiswateryincolourreachesqﬁandﬁg Sy e
The channels which carries FN0T is called as Thag’ :

jakapittagiv&sredcolourtoitandthustaktzi‘dhamforms.sﬁna :
It can be correlated to the circulatory system & Haemopg g AP z Sz
oy : 7 fodern Aspect
- T - Related with haemopoiesis
1) According to Caraka: Tt

heraEsr AN 9gaa w2 (Z53, w/e) ,
The Moola of Raktavaha srotas is Yakrut and pleeha
2) According to Susruta:
THEY 2 wAGA TEA T A a5 (53, 3/33)

The moola of raktavzha srotas is Yakrut, (Liver)
(spleen) and Raktavahi dhamani (Blood vessels).

The production and maturation of the formed elements of the
. blood is known as haemopoiesis.
5 The formed elements are:
: RBC
WBC
Platelets o
1t starts from the third week of intra uterine life.
In the fifth month it takes place in red bone marrow (RBM);
inly i femur. ;
jainly in humerus and ; :
Hasmopoieﬁcstemceusarepresentmmzuszbonﬁwhwhm
new themselvesand can give birth to new cells.

Ayurvedic Understanding of %% and %4;
s Itis one among the koshtangas.
e Ttis considered 2s 2 57 Z393
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He mopoic i

Acidophili erythroblast
ast cells

os 5 types OF bla

" ~ Reticulocyte:
Produces « ; l

R Red Blood Cells
{TA FUNCTION: o
et 1t s life of the living body.

%mf qu' m:rgﬁz amfﬂ%n (g.4. zw)

1| Procry-  Megakary- Myloblast L)’f“

throblast oblast

‘Wavfmfwramml

hrpblast differentiates and produce$ eryth: It does poorana to dhatu's, gives complexion and scnsatlon of
The proerythrpbla! o ' y

Bl (RBC). i ives nourishment to mala (malaroopi pitt ) d dh t

B . 1og s Neutrophils, 0 g £l P1 ) aC P
" o Myeloblasts differentialcs and forms Neutrophils, oe B e and sxra) ofxt

2 and basophils. Bern Aspect - . g s s el e L

H o Lymphocytes differentiates and produces mature l}’mP,i,l

P o Monoblast differentiates to form monocytes and |
| e Megakaryoblast produces platelets,
Factors Required for Hemopoiesis 1l "
. 1) Colony stimulating factors :
2) Interleukins
RBC Production_— Erythropoiesis

Nutrient function

;Transport of rcspxratory gases.
'Excrctory fu unctlon

‘Transport of hormones and enzymes
‘Regulation of water balance.

Acid base balance.

'Regulatlon of body temperature

e 1) Bloistid Gons atow Helps in the defense mechanism.

" 2) Growth and maturation by liver and spleen Tty mﬁn'ﬂlﬁh’ﬂl&# geafa T m. |(aﬁ 4/2%)
’ %

Hemopoietic stem cells
ntake of substances which 1nduces bummg sensation m51de

Proerythroblast

Excessive exposure sun fire

Basophilj : ;
ophilic erythroblast r Jury by bum, heat phys1cal frauma,

' Polychromatopljjlic erythroblast.

-

Mwhw
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. 1 ;
T Zraaa
= =3 . 7z AR R
W;mﬂa( sh is the structure in which rakta flows alo
z=ERd onass 1S Kus ; c ows along
the 12€S ane a a Thi i i
The lzk g _p‘ka,g pipplav ‘.s hel_ps?mthe-nounshmem‘)fthemaamu.
asrukdars, AP yange: Hence, it is considered as one of the moola stana.
kamals, necli¥®: waﬁ.kom@d
’ a \hVV“-" =
charmadalz,
Sl T 3ia AHEEE!
o= @5 ==aEel T :
B mrr-? T Y ¢ sensatic theseventhlayeroftwachzxsmaamsadhamandxtsm
= Ee= e fever, L.Imn

our to e body:

) onxsmaamsamanatom &
os to the cyes Will be se /
ralio! ;

dusnofmaamsalsexpr&ssedthrmghtwak.
herefore it is one among the moolasthana.

cal:
Bi“{ “;“ 31k C_’_:"OIF’

bleeding.
CEIR

—;sﬁ-‘ft"‘f‘- =R, Ty 9% =, 3

Wﬁ zm
dgci - large
¥4 - small
¥ - thick

9g - flat
ST - round

ﬁ'ﬂ‘-Kﬁnn
- soft

Fed by iis oo STOEZS Oﬂl‘f 311{1
Each doamis ZJC'—J— A B 3
g - 75 owz dam only de

w57 svriiesis %4 - short %771 - shippary
__;____‘l';;_-,—_“.fra?_af‘-'” T Eﬁﬁ: T - thin

-
A
.’\
W
2
® e o @

3% - long = hard

Hagaal GiEmroT
A= | SRR E e (Cavis)

Intakcofabhlshyandlaaham, heavy food. After heavy meal
Eep adnnngdayUmemnsesdushuofMamvahamas

-

hiere will not bes

T’“_I!:::E-:":Z‘::C‘i Gfﬁ"(.":"i_ Il noé bes \

or desTrction/ T2S ? zzy blological

follsigg ::C"T‘C sourisEment. :
&‘*L:._A”"" %z Srotes -

Bzt .:'r-';" 3 from rzse Bz 2nd mizamss Hom

T
. (CaSu.2814)

R L e ]
2 :_,~ 07 Exoesswegmwﬁormassfonnanon,wans.ﬂ&dxygujemom,
,:Ll - pwiih mrootoftongueandpalale necmMmass,slmghmg.
f ¥z amshz § mphzdenit , MOMpS, mnnlarg,rowﬂl.
e T
§ TR DR SRR mE T L <

?-P;; SRR (Geh ) Symptomsofmjnrytomamavahasmtasam-oedema,pils,
- sirophy, vascular fortion, cyst and death.

= Wz E J'f f,«-...;.::,ﬁ
* i3 S Py

P

'w-cl)'f'p qui]:ﬂ (a0

Ge § L 7 o
% T Ae e L”i"“ of ZZITEZ lake ZA%un
=B e 21 - 2

=& oz of the moola.

unctions of FiAGEENH

- Conduction Function ¢ Movement
Tonicity

. N.
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Formation of Muset h moola sthan? of maamsayz Dosha Dushyadl ngy na

. P "swi _4' —
it has similaritie ] : Excess intake of food hkem 2

IVIHSCIC ’ Bi%0g sro
! : : 4 E;c:ess intake of liquid iten hkq
th 5 2! Vl‘llkka,_ ti, vapay 2 :
Skeletal S(ff’;f{) (raktavaha dh ; catl, vapavaahana? ;
(Snaayu) : R,
7. Medovaha Srotas - 7 mk%afe two round structures made up of mamsz
Ofthe"'m?’ and also ent in T4 fe; mlumbarreglon : i
° WIS one

in the ayurvedic treatise. :
o Both charaka & sushrutha opines it as the 7% strotas in

1t is the strotas which nourish & maintain the qaqrg'v

Vapavaahana : Is a sheet like structure present m & around
> € organs of body mainly in udara pradesha,

WWWWT =1 (Ch.vi.5/9) A exf.l- it is the region particular to the lower back part of
2. 9% 3. guied v ; fomical & physiolegical View

ez wet ga 71 (Su.sa.9/12) esment of Vrukka 2 e
2. 9% 3. & By above references we can say vrukka as kidney along with
ArfrEman ' Suprarenal glands.
TR T AT e a1 (su.52.9/12) Kidney helps in the regulation of saIts like sodium, potassmm

. THERT : Excess sweat production which are main component of bile Juice secreated from liver,

and does emulcification of fat which is digested and absorbed
d i
W@WD;:::: j;lt?]yul;;:z/i ZIYHCSS of body p arts Suprarenal gland secreates mmeralocomcmds which acts on

fenal’ tubules in mamtammg the levefof sodmm & potassmm
. ¥gaadl : Excess of fat deposition/obese ;

b :-‘ ts‘ - L £7 B . £
. ¥ : Oedema (obstrustion in venous &Iymphatlc cir

esment of Vapavaahana G, % B
. T99TT : Excess thlrst/polydypsm It is a sheet that is present in skm, bload, muscle, around
ékr‘tgfzam

mbilicus, heart & other internal‘organs which is made up of

; t molecules & its function is to protect the under lining

" Pt gfemfn ay (Ch.su.28/15) i structures, this can be said as adipose tissue present in this area
5 Ailments that cause decrease of ayu as told in atisthooladi

- nindita purusha, manifestation of prameha poorvarupa i

mainly omentum (pohceman of abdomen), true & false capsule
 features of Medovaha Srotas dushtj, :

of internal organs
- GgfEmm
dizilh fe TERCTH e ?nf%mml Wﬁgﬁ £
.. 31T : No exercise ;
K ﬁﬁlTﬁH.Day sleep

=, o Q.OU"N

Itisa storage bag of fat present in lower back reglon

thlvaha Srotas
‘The channels whlch carries the substances which nourish asth1

alied asth1vahasrotas T .
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ongy part-inner 2 i
ullary cavity-inner cavity or interior of long bones

3

tion of Bone

lined

nic  Inorganic

res, calcium and megnisium ions, crystals, carbonates,
Sphate (fine collagen). :
ication

Brocess of formation of bone and it includes proliferation
agen and ground substance with subsequent deposition of
Eypes

Dsteoblasts- concerned with bone formation

Dsteocytes- maintaince of bone

Dsteoclast- concerned with bone resorption

Medas as a moola of asthivaha srotus- Formatiom of asthi
Sm meda, so can be considerd as moola. i.c. the compact bone
) large marrow cavity called as medullary or marrow cavity
h contains yellow bone marrow. The main function of this is
yrage of fats. The spongy one has the bone marrow inside called
rtameda, site for production of blood cells.

Jaganam as moola of asthivaha srotus— The word meaning
lvis or hip region. Jaganam in body has a main role in weight
The function of asthi is also dharana and is controlled by

300 Modemn classifi
: mg:ﬁc:?&i b}' charaka. ;

; srors is meda & jaganam’

i

ceasn
ETHEEATU

RS SR RaTU

The keranas ere excess indulgence in exercise, inf
aggravating eharas,excassive exhaustion, excess of friction
due 1o injury. 4

Asthivaha i 3

Amavatz SRy lk:r;sdhi‘_am & = gion. For a man 1o‘st'a11d erec:t tl{is xzegion is very important

K_ushta Fearg ajayakshi must be strong. Any injury makes it difficult to be erect.

Vatarakia Dantaroga: fajjavaha Srotas :

Bones ‘Channels which carry the substance to nourish majja dhatu is
Bones are specializeq ed majjavaha srotas;‘ ‘

YPes of connective tissues un

vanous Channes and consi
.. S ONSy: .
containing calcium gyt stofcells and solid inter-cellular subSR TR R | (R we)
Structure of Bope ; The moola of majjavaha srotas is asthi and sandhi.
Perioste“m‘ollter Ccover; Majjavaha sroto moola is only explained by Acharya Charaka.
cring Acharya Sushruta haven't explained because each asthi is

Compact Part-Oute pay;
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8 o0 ot = Small woung thye .

yes; z

e ss0f ¢ . -reased kapha cay
dar k ne 1 maJJ ]1]?1'3 b :

Kapha is ashra)’e P Jbigger joints are pr na

ada bhaga or essence of majja oozes out through small
eS & goes to the gonads, this later forms sukra

pnd il » et wdvrEnfER e
W ¥ - USIR ] ala sukradharakala is present all over the body So
gfeeard EX) :

so considered to be ‘present all over the body. He
y like ghee is present in milk & jaggery'in sugarcane, :

i e
e

:on of Majjavaha srotas: T b SRS Dresent in our body. ol i
Modern co-rel2t0 W ‘ & erence he said was that in purusha it s in sthoola form
Marro o :
Structure of Bm:;row easures about 4000ml in adyj(e orm in stree. :
m . i
thi 13 Ig%gzla;d the remaining is yellow bone marte . e
s RBM:- The cpiphysis of the femur, humerus and g W wm (w) ’ v
1 bone and vertebra are filled with RBM.
of the skull bon arts like the shaft of th that since vrishna: helps in storage of sukra & shefa
YBM:- Al the ofher p g c 1at10n these can be cons1dered asmoola. .. ...
contain YBM. .

{ﬁwan(gsga) . v Dt ot

a has the same explama’uon for bemg the moola as

ana even though not directly related to sukra its said to
¢ part & believed to:stimulate the ejaculatlon

w:ﬁga‘mmal (@)

hatta adds ma_ua to the 11st as 1ts sald that sukra is-

from maJ]a Mushka is another term for vnshna

* Functions of Bone Marrow ,
1. Destruction of old RBC's:- The old RBC's are des r »
macrophages of RBM and the iron content of | ’. Ofthe
destroyed Rbc's is split into two compounds i.e,Haer B
and Ferretin. These 2 compounds are stored in’ Tiver, spl

and bone marrow for the re-synthesis of Hb. =

. Formation of blood ceﬁs - All the 3 types of blood cell
erythrocytes, leucocytes an

3. Storage of iron:- Tron in the form of haemosederihi stored o l W@ﬁ gﬂh m‘ l(Ca W 5/19)
the RBM. @ - Intercourse at 1mproper tlme ;
4. Macrophages destroy the toxjng circulating in the blood Veghadhaarana of Shukra

5. Nouri
os(:::;llltl:flgstz thle bone:- All the 3 types of bone cellsi
ocla
bone marrow jtg elf. S5 and osteoblasts are produced from

10 Suk raVaha SrOt
T

ERIN Exessive coitus

— Trauma due to instrument (shastra), kshaara karma
r corroswes) agni karma (burn, thermal 1n3ury)

exess intake of 37, fach ETA w, worry, grief, oldage

Tti S toxin etc. can cause morbidities of shukra
lS One a[n()n

gthe 7 ;
"Majath Sukr Bttt S adrayg dathu.

a]aayat n ‘Fﬂﬂ{m WW ol (ﬁ?ﬂ. %) < 4
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ATB For 52 i delay i
Injm—y toj;ne shu a 15 ; “ 3 ’
times blood j v vic cavity:.
gfe @& Eﬁﬁﬁ’ﬁ ' Passes postenor to the u
a;ﬁ_ﬁ'. el 5&# ) fa’ﬂ‘ﬂf . pi tol d B

ostate It is a cloughnut shaped gland i

ﬁq‘u’f-diSCOlOﬂfed odor : surrounded by prostate urethra Secretions: mllky
ofe-with pum‘d/offenSI ve ostatic ecretion‘milky) se it for ATP production. - 41
oot - very much SHMY piis  dhatus like raktha Seminal plasma -antlbactenal action -
g ml:;m to bottom when placed over:wafes 4ato’g§nes1s L DI W e
3aqfe -semen 1 gf ifested urge for's ex, f_:Spennathoma, A); 1 Germ; cell 2n dlp;01d )[44+x*+y]
uppression of mar tty (grath ‘ , rindss £ 0] wlatboiis
Duedt(}J) s aPI; o tion of VYU form knol y .(g Mltotlc d1v151on
WObsHulluac(teejacu)llategd with difficulty) may be density increg Spnnatogoma B (2n) [44+x+y]
sthana. 2nd chapter. =
Ac. to susruta, in shaareera a5, wil have MltOth d1v1s1 on 2 g
Men with shukra vitiated with tridoshas, ; o ;
‘ anary spennatocytes [44+x+y]

ell, knot formation, pus

with cadaveric sm
omer )y faeces. Such peopleww

) deficient, smell of urine or
and impotent.

Y YR TN
w78 feme w9 TR E ﬂm%ﬁﬁaﬁm

(Wfi?ﬂ‘q Crystal clear like quarts

Me1ot1c d1v1s1on 1 ,

5d- fluid

Rl Tiiotons (22+x) (22+x) (22+y) (22+y) [spermatld]
wei- Sweet Mature into

7Y T~ Smells like honey 4

Spermatozoa or sperms
Aartavavaha Srotas : ,
A channel which carry the aartava is called aaﬁaaz"v'ﬁaq Itis
ned by sushruta only; giving two mula sthana for it.

XTI o g et o it - Also rcsemble hke: 4
or honey in appearance, s
Modern Co-Relation

_' Vas deference ® Prostate
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Chhlch inclu boi?
srotus W g g ’/3R)
g M

f 2, 84 Si loglcally

1. T A th trual clei
¥ ( ) in female and whi t the 14 day of mens 2 _
Uterus aring 01 m elease of ovum from ‘ovary, this ovum

Uterus i thld 0a fcmlized ovutr: ian tube and if sperm enters itis also
and provides it on tion but if there is no entrance of spe
Location pladder and rectum- degenarates and sheds down asa menstrual L

3 Pelvis . betweel
ce in the structure

Menstrual Cycle a
ges taking pia nd endometrial wa

- stenhty or mcapable for reproductlon 5 l :

a;%f A

It is a cyclic chang
mdu::me tract, notbly in ovary . and estrogen. |
= the influence of Pmaeswmn i ST - unbearable am durin, c01tus (dysperum
uterus by the e | Bleeding phase : . p 1g | :
It consists of 3 phase: ,)' Secretory 3 AR Ioss of aartava (amenorrhea) 2 :
3. Proliferative For the Wﬁ’q’ Hanta Samh1ta has told mamly 6 reasons
of both the horm ﬂ‘fﬁﬁ‘ﬂ It can be con51dered as acquired disease

This phase occurs due 10 decline
dledien £ uterus as during this phase 0

also called as weeping 0
to be released.

Duration: 5 - 7 days.
The functional layer of the endometrium is going to

i.e. from the endometrium becomes ischaemic and starts be;

The vessel wall gets necrosed and blood enters the stro

menstrual flow start. A
So garbhashaya provide the pathway for the remova

menstrual of blood.

Fallopian Tube (Arthava Vahini Dhamani)

3 ﬂ@i’q General condition of the body,due to improper nutntlon,

rakyashya,panduroga vrdha avastha etc.

. F&a44 - One child sterility i,e one child borne and got stenhty

' due to infection after 1st dehvary or any other d1sorder in

fallopian tubes.

. 3199 - Absolute sterility i,e those who have not conééive at

all or lose the capiblity to reproduce from the young

 time,mainly as congenital disease. : :

ﬂ‘f‘v’lﬁ Delivary times come at 4th or Sth month of pregnancy

................ - At the 7th month of preonancy delivary occurs of
' a dead baby. Or after delivary, there is no proper functioning

These are the hollow tubes present in female.
for f«ﬁiﬁfﬂ ova from ovary and sperm from uterus to th ~ of the heart of the baby.
Location Mutravaha Srotas

i et At Sge =0 (@8 WRe)

Free upper border of broad ligament
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g Nidima aﬂd
: Ja of 1D my mical Elaboration of Kidney 4
The mo0 e d kidneys are reddish, bean shaped ans 1
i [T, AT he paire Yy
AL 7l : ove the waist between the peritoneum and posterior v
e s T (@R wR) cothas domen, and it is a retroperitonial organ. Pt
i T e muthravaBastotias &g ERNAL ANATOMY OF THE KIDNEY
The dushti 12ksh™ Jency of urination ngth=10-12 cm A - Thickness=3 cm
e - Increase freq natio th=5-7 cm ; Mass=135- ISOg :
fae - Difficulty inun ality of the re is a deppression in the medial side of the kidney k known
gid - change in the normal g¥ ylum (Through which the blood vcssels and ureter emerges
 Very less flow of the urine 7 D e
f the urine floW Adney is havmg 3 layers. . :
‘Renal capsule 2. Adipose tissue 3. Renal fascia. :

75 - Large quantity ©
W Palﬂﬁﬂ lmc[‘uﬂtIOH

qsa—g aﬁ—mgfz‘ Eacu
e FArEET T A aﬂmw T
f the moothravahasrothas are,

The dushti factors 0
i -A person Who has a deszre

urine. when he drinks the water, €ats the food and d

intercourse.

l Anatomy of the Kidney
The frontal portion of the kidney consists of 2 regeons,

, Renal cortex 2. Renal medullae
nal medullae consists cone shaped ranal pyramids.

Siological Aspects of the Kidney
The ranal system or urinary system s the one having maximum
of excretory function and so it plays the major roll in.

tasis

o TEFEER-If suppress the urge for micturition
. 21’7”7— Those who are very weak 3 naI sy s.tem IDChldeS,‘ :

A pair of kidneys e Bladder

o] e Urethra

Ureters

a4z —Tho<e who are subjected to injuries
iron

L d

“Fag=ia4 as per 994, :
sa 4, i i
’iﬂa” Eireeerel] i N ephron is the structural and the functional aspect of the kidney
. thfsccgrdmg to susrutha the moolas of moothravaha srof aving 2 parts. :
- ]
and medta . a Renal corpuscle o Renal tubule ;i
genal corpuscle- It is the first part of the nephron. -

lc?rﬂf_jr o] Of “7‘C"'l'x“k (;3,/——-)

anlzfqgﬂ’iﬁaar{zﬁ-m Tz
o X any injury happen 1o moothravahasrothas leads to,
FrEE Distention of the bladder

[ i 5-
: ; Obstruction 1o the flgy, of urine
L Strﬁtchmg of penis

‘k

Filteration of the blood or the first phase of the urine formation
Staking place here. 5%,

Itis having 5 parts.
1. Efferent arteriole
2. Afferent arteriole 4. Visceral layer

3. Glomerulus 5. Parietal layer
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88 tio! L. of the waste products
pos cretion O : :
pased (;n th o Juxtd meduﬂary tanace of the water balance
Jivided l'ﬂ;‘l’ I;thon 1cor? sscle lies on ou t;mace of the electrolyte balance
o Cofﬂﬂcica1 ﬂephﬂ’“'R i tanace of acid-base baIanCe
C uscle : o,
hery- prof - R pal COP : opoetic function.
the erlp: uuary nep . :
Juxta med qullae docrine function
ortex near ©© th R orpuscle hropoetin ‘e Calcitriol )
structure o o Glomerul¥® ymbopoetin  ® Prostaglandins
fts having 2P ppoillaries enclosed by E.. ; A5
5- .
Glomemlutedt afferent 2 ation of the blood pressure.
capsule, CORBEC ar structure , . .
Bowman's capsule- C2P° Jation of the blood calcium level.
B halij::f:;fé  Outer parietal - > _Ol'ﬂzzt;‘m eda
. Tubular'pom'on o the nephron conSISts of 3 patts, ing to Ayu ® 4 e
o PCT (Proximal CO%"",I“”d Sbum . AT R |
o Loop of Henle (Hirpin ber ) SRR ST i SeafrEagad |
. DCT (Distal convoluted twbule) ;T QAR | a1 (GF./3%)
Loop of Henle- Vessels arising from large intestine, called moothravahini nadi,
Descending limb urinary bladder like rivers feed water to ocean, oceans on
Ascending limb h. They are so minute and not to be perceived. These vessels
from amasaya and convey fluid to bladder day and night.
ands of these vessel provides water. which exudes from vessels

Descending limb- Thick and thin
Ascending limb- Thick and thin e inside bladder
J "Xt‘;gl?am‘;rma;ﬂ Apparatus B According to Modern Science
uxta glomerular apparatus is a specialised organ situae i 'Utine f PR : -
it glomeralus of e each neghiron. Tt consistaia ,Urme ormation is-a blc};od clejansmg function.
Y N — : ' Normally about 26 % of cardiac output enters the kidneys to
id of unwanted substances, kidneys excretes th d
¢ Exiragl . ! . 3% s the unwante
. Toxag :memllar messengial cells tances along with water as urine.
glomeru T o
Funct ar?ells : " About 1-1.5 litres of urine is formed everyday.
unction- Secretion of the h :
€ hormonal susbstances - '

Regulation of the
Funetions of the Kjg fi;memlar blood flow.

1. Roll in homepstygs

"’Urine formation consists of 3 stages.
Glomerular filteration '
‘Tubular re- absorption

Tubular secretion

‘ .
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areration '
1. Glomerular Filte 2 e lt)h;ggg‘
e pr(l“cll rs U hﬁlterationm mbr
i, merular arfi [teration : |
Process Ofdg o asses throu, ough glomerular caPlllan .
Blood P

Plasma filte

All the substances of the pl
“This filtered fluid is glomerular filterat
Ultra filteration : The glomerular filteration is als

Ultra filteration.
Glomerular filteration rate : : Total quantlty of fi
in all the nephrons of the each kidney in the given um

Normal GFR =125ml/min

- 2.Tubular re-absorption
In this process by which water and other substances v

from renal tubules to the blood.
While the filterate is passing through the tubular portion of

the nephron both quantitative and qualitative changes o
will be occur.

Large quantity if water (99%) and electrolytes absorb
tubular epithelial cells. -

The fluid whlch is conveyed by 2 vessels called gav1m from
to’ unnary bladder and remains there is called mutra e
ording to Modern T A T '
Each of the 2 ureters transports the unne from the rcnal pe1v1s

From there it wi]) m 25 i
p ove to t N .
hc i perliubular 28 id towards the urinary bladder
a kidneys towar:

® Since the substgp
ces are tak .
glomerular fi lterate en back into th
g , the engi Into the bllod fr ,

o” 'Il?i‘?B ORPTION, S Snown as IR Lentg i3 25tl? (t):lznx:/alled narrow tubes that vary in dlameter
- @ lubular re-ghgopry. ! reters are thi

reabsorbed by pro O bY PCT < s i 1. mm to 10 mm. . A tiiey
Mo ! About 778 of the i 1 It is a'retropemtoneal organ.: :
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42 AL rinafy pladder poste )1,1 Erom the moothravaha srothas urine is expelled from
It is conneet : ¢ muscular Walls rinary bladder, the channel through ahich this is ¢
moothrapraseka/urethra. i 4

bladder, but hydrostah

ng to Modern
s small tube leading from the mternal urgthral onﬁce m the

ush urine “i‘varontribute.
the bladder to the exterior of the body

and gravity a1

o

Urinary Bladder -
o 1 (@) is called basthi. ‘both males and females it is the terminal part of the unnary
Organ which stores urine ‘and passageway for the discharge of the urine, in ‘males
Modern arge of semen as well. Length = 4-¢m. L
According to dder is a hollow: distensible mu, .
bla bi
n ubic sym 7
i e utI;eMZIVIC cavity posterior to the p Y p Micturition is the process of voiding of the urine.
st directly anterior to the rectilAnER 1 " Filling of the urinary bladder.”-
In.matlesté;sa ui‘; - and inferior to the uterus. And : :
is antertor to S |
in females. . Stimulation of the styetch receptors
Capacity =700- 800 ml : 4
bladder Afferent impulses via pelvic nerve

Anatomy and physiology of the urinary
In the floor of the urinary bladder there is a small

area called as TRIGONE.
posterior to this there will be two ureteral opening;

In the Anterior corner there is oppenig to the urethr:

There are 3 coatings for urinary bladder.
2. Transitionalepithelium

. Sacral segment of the spinal cord
Efferent impulses via pelvic nerve

ontraction of the detrusor muscles and relaxation of mternal

1. Deep layer mucosa
sphincter

3. Lamina propria 3
Rugae are also present. (To permit expansion of the urinar a of urine intd urethra and stimulation of stretch receptors

bladder)
Around the opening o the urethra the circular fibres formil }1 . Afferent impulses via pelvic nerve

* Internal urethral sphincter
*  External urethral sphincer (inferior to the above one.)

These structures he
ps for the elimj
Function of the Urinary Bladder maticn;ofurinchy

Collection ang storage of the urine,

Urethrafiau-@; » : _
Sl (Wcom on gﬁ? |

T —

~ Inhibition of the pudental nerve
Relaxation of the external sphincter

. Voiding of the urine



o . < Rela
Clinical Conditions Re e the help of vaayu, the
i ] Calculi . fthe mineral salts. 8 le food comes to pakvasaya (large in
L Remti 2= omulation & « of urinary trag ‘that part become solid by the effort
Ies due 10 T A Tang the COURSE called ipinditapakwa.
- rodse anywWier . +are and calcium ox =S a3 panpl p T
o IteamiSETEE g phosphif of Pureesha : ;
e Acm FTREROTE (T /L) ci5] HT YRS
o Ocours crystal 7 eesha is called as upasthambha, that which bears th
5. Hydronephrosis il & th this function pureesha also bears the vayu, which
1: is the swelling of the hﬂf‘"- ter inside the kidne; for life. Susruta also says avashtambha pureeshasy‘;'
: I;L“ to the sccumulation f the ¥ ‘Ii 1 calyre ins the bearing capacity of body. B
. ation of pelvis an y the pureesha vega means desires/urge to pass the faecal
of the adhaaraneeya vega, one should not suppress thi

from the kidney.
essed it leads to abdominal pain, head ache, constipatio

istention and d s s
a Dist ﬂO“‘ of urne
n the calf muscle etc.

ohstruction Of I

3. Glomerulo Nephritis
¢ glomerulus

7 Raw TR I8 e 6w (SR

2mace o thi 2 'l
. n of throat leads to this. -
3 : Large intestine

o Cause-sireptococcal infectio :
It can be due to hereditary. or due to high BP. .

e
4. Pylonephritis o1 1< : Anus/rectum . :
o Iiis the kidney inflammation or infection AR (G <)
e Inflammation of the pelvis and calyx Moola of pureesha vaha srotas is
e Cause-E.choli (bacteria) ashaya : Production of 0%
5. Renal Failure : Exeretionof §¥

! : ¥4 instead of RIS

Occurs when excretory function of the kidney failures
e Cause-Diabetes mellitus and also due to hypertension
6. Nephrotic Syndrome S
®  Occurs when the filters in the kidney leaks the protein 3
13. Pureeshavaha Srotas :- ’ ;
TavER: 1 (3, ¥6/33)

The pureesha and mootry are formed by the food, a e

digestion of food, he saag bhaga gets absorbed and the ren

llﬂdigcsted and indiues[i :
pureesha, sestible food becomes solid and that is ca

W@Mﬂmw e , E
- '%=Wm:n(aﬁy

o ;
YA ﬂﬁmﬁﬁﬁwhga‘a@:ml 1 (chvi5)

dushti janaka factors of pureeshavaha srothas are, =

T : Holding the urge of vegas - :

[ ; Ox}er‘eating

3507 : Due to indigestion i arre ol i i

: : Eating befbre the digestion of previous food .

?: Due to Wea_lg\d}gestive DOWEIE fisge secimativisy

SNGa

AR RgETARE | (3.5/4)

=

‘
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When the
Wi nhd diffi jcult
antity e i
;. Less qUal g with sounds ed ubstance in the large: mtestme from fecesfhl
.. , IS as ; ’ o
; BowelsP ng Wi pain
¥ Bowels passing ory Functxon 4
sz Veery watetd sto e intestine excretes heavy metals hke mercuryr le
' 4 stool & arsemc through feces ,
ﬂﬁiﬂﬁﬁ: Har S t of StOOl WIH be CXPelled (¢) ory Functlon 5
g : Large U™ 5 farge intestine secretes mucin and inorganic substanc
Fargmaron s and bicarbonates. L
(g tic Function
a7Te : Distention with obstruction =T : Fec ctenal flora of large intestine synthes1zes fohc ac1ds,
) . 1 8- ,and vitamin K by this function large intestine contributes
g oul smelling $t00 ayotrc activity and blood clottmg mechamsm
fafaer jon of Pureesha 5
AaemETEEaraataEai | (T /) e'tlme chyme has remamed in the large mtestlne 35 10 hrs
@< : Sadation 3/@Te : Bath to the body s become solid/semisolid because of water absorptlon and
: . S now called feces..
o7 : Oil anointing e : Inserting wicks in [/ » emically, feces consists of water 1norgamc salts, eplthehal
Large Intestine 7 s from the mucosa of the gastro intestinal tract, bacteria,
ucts of bactenal decomposmon, unabsorbed dlgested

rials and mdrgestlble parts of food.

ough 90% of water absorption occurs in the small intestine,
intestine absorbs enough to make it an important organ in-
ing the body's water balance, of the 0.5-1L of water that
the large 1ntest1ne, all but about 100-200ml is: normally
ed via osmosis. the large intestine also absorbs ions including

»,,chlonde, and some v1tarmns

The large intestine is also know as colon . it exten
* ileocecal valve up to anus . it consists ‘
e Cecum with appendix o Sigmoid coIon/pelvic colon
e Ascending colon o Rectum . :
- Transverse colon e Anal canal i
e _ Descending colon w
Functions of Large Intestine
1. Absorptive Functjon

Large intestine play.
various substanceg | such as

o Water 'Alcohol

‘e feces are denved

Mainly from the mtestmal SCCI’CthﬂS and

artly from the mgesfed food - ]

cesin starving animals are decreased inbulk dlffer compara-
ttle in composmon from those of normally fed ammals)

S an important role in. the. absorptl0

o Electrolytes ,
. Dmgs'hke‘anesrheﬁc agents, sedatives & S
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jon Reflex

0ar

ables and €
If vcguablcvc fairl constant
mass movem

ent drives the feces in to sigmoid/pelvic

A : s ha
dict, the €™ g on an
colon the feces is stored. The desire for

omposition © ight move
Lompos:tlo7 of ot fecal matter W(?lg k.- moid
ool (al fecal matter weight Percent occurs when some feces enters rectum due to t!le mass

Solids :25% of t.o . osted fibers i usually the desire for defecation is elicited by an increase
Cellulose and other indigeste s compounds of ca ; rectal pressure to about 20-25cm water.
i C J e 0 . . - . .

Ashie inorganic materil mosf d | fats, cholic ® 1sual stimulus for defecation is intake of liquid like coffee/
F;( und fat erivatives (1Y acids, neutral 1ats, LEOLC & £ but it differs from person to person.
; mucus and Singh or Defecation Reflex

mucosal cells;

ich are dead). * 1 ' :
(most which & ) ferent impulses travel in pelvic nerves and induce reflex

sathetic discharge over the pelvic splanchic nerve to cause:
ibition (relaxation) of internal anal sphincter and,
ibition of discharge in somatic pudendal nerve this relaxes
external anal sphincter.
ry Defecation
ingested food. Thus high fiber diet plays an impo: ore the pressure that re!axes the external anal sphincter is
prevention and treatment of constipation. Ached, voluntary defecation can be-initiated by voluntarily
e High fiber diet helps reducing the sudden increasyw n' blog o ;he extlemaL anal‘ P hincteriand contraciiilg e
glucose level after a meal. : bd rr(nimda muscles. thus aiding the reflex emptying of the
ed rectum.

®’ncauos blood cholesteol lovel by bibdiness WIth bile salts ecation reflex therefore a spinal reflex that can be voluntarily
itated by relaxing the external anal sphincter and contracting

dominal muscle.

e excitatory sympathetic innervations of internal anal
er are not involved, only the sacral segment of the spinal
1 oncerned.) '
fants, defecation is a simple spinal reflex. .

Desqumatcd
digestive enzymes

Pathological Significance

o Increased bulk of this undigested residue  stimulate sy
peristalsis which in turn increase the passage of foodShro;

the intestine.
o Similarly, increased cellulose content of food increase the]

of the feces ie. Feces contain more water, solids,

Dietary fibers

It helps to control all metabolic diso 255500 ]
i ; rders associated
hutrition such as obesity, atherosclerosis, hyper cholester

and diabetes mellitus,
In humans there is 1o appreciable digestion of diet—: y 1

Eg: cellulose, hem; cellulose and lignin etc. due to a

certain micro organisms ;
gansms 1 GIT wh; :
Defecation which breaks down these s

Voiding of feces ;
es is .
Feces is formeg in ltthIOWn as defecation, I/Involuntary Anal Sphincter
. e R e : Bt .
colon by the Influence of 5y large Intestine and stored in sigmo onsists of thickening of circular smooth muscle at pelvic-
) ure and is inverted by, ki :

ough 9 a 1 : ke =15
1 the anus, Thig i Pfepvlfriigag; stimulus , it is expelled®

1ce of the stimulyg asympathetic pelvic splanchnic nerve are inhibitory.

sphincters ip the . .
10 the abse tonic constriction of &1*
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b) Sympathetic nerves are excitatory- This$ pushti Karana i I g g
the rectum is distended- \ . F) @
External/volunary e i d gweda vaha sroths get vitiated due to followi 1 (R
o It ists of somatic skeletal muscle it is inverted l')y pudfsn ] SR e to following causes- .
nef\?: s;rsu; is maintained in 2 state of tonic contraction. mil Ati yyayama: Excessive exercise i i
moderate distention of rectum increases the forc&: c;fl lii f;):;rsaict At sthapa sevana: Exc essive IGXPOSure 7%
where as moderatcly sever® disention 01 *°° L Thiksna ushna anna sevanath: Intake of corrosive, hot stems.
e The firsturgeto defecation occurs vahen retctalpnr 5 Bl e ’ e e
to about 20mmHg by stimulation of réceP ors i " 8 Rt |
when the rectal pressure increase to abou We a.ll kn(f)w t]?atth Skm is.one of the important sensory organt
anal sphincters relaxand the contents of the rectum ar is rengHSIble or bo V_P,Iv'QtCCtlo_n‘ and sensory Pel‘ccption.Skin ]
14. Swedavaha Srotas :- considered 25 -thfhlargeﬁ organ of our body. Also it plays an
Acc to charakacharya it is the 13th srothas. o important m’llf?hm it me_:;_a})ollp function of our body. Skin has got
dered as one of the waste product three layers: ey are as follows epidermis, dermis and hypodermis.
7 A These three layers are fm?m?d one after other respectively. These
ctionto provide on the basis of both sensory

As we all know sweda s consi
s undergoing paka

Jayers have their own fun
and protection. 2

of the body.

It is formed because of the meda which i ka |
inside the body. * ;  Jamiis )

It is important to eliminate the sweda thus formed out of'the | Epider. LA LT PR ‘ b e
body. , g It is the outer most layer of the skin. It is avascular and it is
Mula qourished by diffusion from the dermis it contain four principle

. . . [ layer of cells. They are as follows keratinocyte, melanocyte,
g aer aaat 44 T ﬁl"‘?"? Lt arothe ites o origin f [ langerhans cell and merkel cell. ‘ i
ollicle are the sites of origin @ sweqa j Epidermis layer of the skin s dividedin tofive sub layers they

Adipose tissue and hair
vaha srothas.

are-

. Stratum spinosum

Stratum corneum
' ' Stratum basale .

Dushti Lakshana
vgEr g WA e e s qee sr@gmfraet ; :
e TR w7 I S A Qlaiarf%r iRt - Stratum lucidum
ferearrq) (Cha vim) = Stratum granulosum '
The symptoms manifested due to vitiation of channels of sweda is- Dermis L T :
Asweda : No perspiration o It is the layer between. the ppidqrmis; a'r}d"th‘e subcutaneous
Atisweda : Excessi atd tissue that consists of- connective Lissue and cushions the body from
Parush L stress and strain. It consist of tWO layers the superficial area adjacent
i ya : Roughness of the skin to the epidermisy is called the papillary region and deeper thicker
A " akShm} : Excessive smoothness area i called the reticular dermiis:: v s T "~
ngasya paridaham : Burning sensation of body part Itis Compbsed of three types of cell they aré - matrix, elastlg
and glycosaminoglycans: The sebaceous gland and sweat glan
present in the reticular layer of the dermus - '

e : Falling of hair
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02 AT.BFR
y'n g % .
wccesory Strt ctures of SKI — tures that d It is z-ilso meant for energy storage
The accessory structuresb 0 (S) They are- Skin gland, lechanism of Body Temperature Regulation
from the epidermis Otl; él[’; tehn; b?:i}; and sweat gland helps i | hen body temperature 1ncrease1blood temperature also increases.

nail. Hair and nail pro
Thermo receptors stimulates in the brain

body lEMPEE e three types of skin gland he

Skin Glands: inous gland.Sebaceou
d and ceraminou® & K , .
sweat glam; Sebisl‘ézg;sa}g}l,a;m (ein. It is present in the dermis he heat center bring the temperature back to normal by 2 mechanism
secretes sebum P
k of hair follicle. _ )
1. Promotion of heat loss, 2. Prevention of heat production

ns in to the nec 4
i Gweat Glands: They ar small tubular structures of i
that produce sweat. They are of two types they are- eccr%

apocrine sweat gland.

stimulates the sweat gland and increases the elimination of heat

5. Manovaha Srotas :-

The Manovaha Srotas has not been separately mentioned in
haraka Sambhita. It is however stated that the entire sentient body
epresents the abode of the manas and therefore all srotases of the
Body can be considered as the manovaha srotases.The manovaha
Stotases transport either the manas or the information related to it.

e, Wefgfeautq 7: | (Bhe. chi. 8/2)
Since Bhela has clearly stated the location of the manas is the
Shiras, hence it is to be assumed that these xifiAiixicarry the

information related to manas.

Eccrine gland Appocri'ne gl.and 2
Present throughout skin Present in axilla, pubic re gic
Stimulates during emot

It regulates body temperature '
stress and sex ¢

Onset is soon after birth

Function throughout life
Functions under nervous control

Non functional till puberty. z “
Functions under hormonal control '

Adipose Tissue

Derived from fibroblast that are specialized for sto:
triglycerides as large centrally located drop let fills up with a single
large triglyceride drop let and cytoplasm and the nucleolus
pushed to periphery. As a result of this the weight of the adipos¢
tissue increases and a new blood vessel. Thus an observe persol
has many blood vessels then does a normal person. i

It is the thick layer under the skin, around the kidneys a
the buttocks.

More generally'it is found at the same locations throughou!
body areolar connective tissue. B 3

&1 of Manas
Acc. To chakrapani - §&JTEar4: Manas is located in the &¢3.

Acc. To Bhela - f¥Edea=T0Taq, 9as-=49% 7:| ( Bhe.chi.8/2)

It is located in the shiras.
Acc. To Bhela - feq g Location of manas is in &<3.

The T of manas as gd. requires further explanation.

" A close study of functions of manas clearly indicates that manas
is located in the shiras only, but not in &3, and that it may

function as g<d in receiving information and transmitting that

ndi

Functions of Adipose Tissue
o Jtactasani i : ug
n insulating layer and help to reduce heat loss throug! information to respective areas.

skin.
- Italso has protective functj i e Th f M ha Srota
_ . nctions, providin . o0 e reference of Manova ) 4
and support around some major organ. g mechanical p rOteCti of psychological disorders in the Ayurvedic Classics.

s is found in the description




The Manovaha

Madhukosha commenta

it A 7uft g

e @A g | a

Jlthough the 5¢P

sha stated that 3 u e y

degr}:;:jg; of manovaha srotas is not 10

-

F manas.

A : as channels of WL

might be consndcmd. - rooted to the rESri
a dhamani Whi

i.e. Dash o

idered as manovaha srotas.
mzﬂl‘lconsgufml . et aeRard: | m{mﬂmﬁqﬂﬁ gt | (
filled with the exc

rotas arc

one sees terrific dreams 1n 0

When the manovaha §
aggravated tri doshas,
situations.

Ref, in Charaka chikitsa sthana

In the samprapti of unmada, charaka has mentioned .

manovaha srotas.

e T 3 (e )

dushta doshas goes to hrdaya and travel up and gets

lodged in manovaha srotas.
Then it goes and affects the manas.

Ultimately causes unmada.
wHaET |t gie wor
o Affliction of the mind by the predominance of rajas and

e Intake of unwholesome and unclean diet, viruddha aah:
food touched by the unclean hands of the person suffering
contagious disease. 3

® Neglecting the prescribed dieﬁc rules.
o When the manas is afflicted with emotional stress

‘
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@il g lakshana :
There will not be proper perception of knowledge.
The person may suffer from dhi, dhriti, and smriti bhrama.
The vitiation of manovaha srotases causes unmada and
apasmara.

The person éces terrific dreams.

The vitiation of manovaha srotases may also cause disease
related to pranavaha, annavaha, udakavaha etc. srotases.

(psychosomatic diseases).

hat is Mind?

A mind is the complex of knowing or perceiving faculties that
enables consciousness, thinking, reasoning, perception, and
judgment. Some people think that the mind is the brain or some
other part or function of the body, but it is not true. The brain is .
a physical object that can be-geen with the eyes and that can be
photographed or operated by surgery. While the mind on the
other hand is not a physical object, it cannot be seen with the
eyes, nor it can be photographed or repaired by surgery.
Therefore the brain is not the mind but simply a part of the
body. There is nothing within the body that can be identified as
being our mind because our body and mind are different entities.
E.g:- Sometimes when our body is relaxed, our mind can be
very busy thinking about different topics. This indicates that
our body & mind are not same entity.

In the Buddhist Scriptures, our body is compared to a guest
house, and our mind as a guest who is dwelling in it. When we
die our mind leaves our body and goes to the next life, just like
a guest leaving a guest house and going somewhere €lse.So in
simple words "Mind is a formless continuum that functions to

perceive and understand objects.

, sychology

"The scientific study of behavioral and mental processes is
known as psychology.

Here, behavior consist of wide range of observable actions, from
simple movements like blinking, pointing, nodding etc. to, a
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. . writing, talking, driving@
very complex activitics like cal'llr]l(;?l,u\tljxclin;)i ception, oQ8 Chapter- .
. . mental processes 1 SF ) ' :
While the mental p desires and feelings etc. VYADHI VIGYANA

/ e ———
1. Definition, synonyms ang classification of
Vyadhi & Vyadhi Ghatak

ing S B .ons
norics, expectations,
o ’ een Physical & Mental Health

salth ¢ sical health are fundamentally lmke.d, 'P .
’ IM (:::I? i}vhi(;?lhah;rlxr::(:l{):lyillness arc at greater risk of expzi::?:;
v:/‘i/dckrungc of physical health problc'm& Thf: re\;lerslct ; g g

is also true: people living with chrgmc physical hea
may experience depression, anxiety etc. B -
physical health conditions co-exist? 3
biological and emotio

Relation Betw

Int,-oduction B ‘ /
Qe TEAR IR feafirg sy Wit w
ﬁ‘?ﬁw AR TR ST e e (., zz/za)ﬁm
. Dharma, Artha, Kaama, Moksha are chaturvidha purushaarthas,
For attainment of above one should have desire towards three
aspects viz Praana Dhana and Paraloka,
There are lot many interruptions on the path of fulfillment of

Why do mental and "
Both mind and body are affected by biol
changes, as well as by social factors such as income and ho

of biology, illness experience, and the s :
(};}]tzi;:}x];ﬁf 3;};1::1{151 can incrgz)a/se the Iikelihooc.l gf someone l. ,’
with a mental illness or chronic physical condition developin
/ above.

Disease or vyadhi manifestation is one such interruption,

To get through this there evolved Trisutra Ayurveda consisting
of Hetu, Linga & Aushadha. Knowledge of hetu and linga comprises
Roga Nidana or diagnosis of disease which helps Aushadha,

i

co-existing condition.
Relation of doshas of mind and body
Acc. To sharangdhar Samhita.
e Satwa Pitta
e Rajas Vata
e Tamas Kapha
The Subconscious Mind _
Think of the subconscious mind as the storage roo ,
“everything that is currently not in your conscious mind. Th%; ]
subconscious mind stores all of your previous life experiences, yOljlij;l_
beliefs, your memories, your skills, all situations you've been through
and all images you've ever seen.

_Conclusion
By this we can conclude that the &1 49 which are located in

@c9 can be considered as Manovaha Srotas. By the above ex-
plainations we can conclude that the mind and the brain are different
entity.And by the Explanations given by the Acharya's like
.Char.apani, bhela, shela etc. we can conclude that the sthana of manas
is §h1ra}s or hrdaya, but a close study of functions of manas says that
shiras is the sthana of manas, hence we can'conclude that the
® .

Definition of Vyadhi

Introduction o]

The different types of causitive agents enters the body and
interact with dosha, dhatu, Mala. As result the body elements will
undergo vriddi, kshaya, prakopa, pradosha etc type of dushti and
leads to disease or Vyyadhi which is expressed in the form of pain or

suffering (symptoms)
Tt et W iR (CaSu, 1/4)

The stage of dis equilibrium of doshas and dhatus is called as
Vikara which is abnormal, the stage of equilibrium is Prakruthi

which ig physiological.
T E @R s e (Ca.Su. 1/23)

The one which brings all the miseries is called as Vyadhi.

TR S SNTARARRTET (A.Hu.Su. 1/20)
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‘Ihe abnormal fluctuation of dosha beyond the P}lysiolo : ] N
limimlliI:)Ln li?::lmd as roga, the normal state of dosha is arog a Adibala pravrutta
Querared A zifer (One Ni.) 1
The interaction of abnormal dosha with abnormal dushyg
resultant is called as Vyadhi. ‘f-
ﬂurﬁaa}murcdmlﬁrﬁ'ﬁm&zq“tmrﬁx (Ma.N.) :
The nidana will produce various types (:gfc (:Jus};:i of 1E“ . Al
shas inturn exploit dushyas. Both dosha ushya combjpe 3. ivika : derived from o
:?););:.‘l:lx‘cr and aff cc{) any organyof the body & dostroy its function, # human influence or control, those force which is beyond
a result various features or symptoms like jwara will manifest, Sygh o Kala bala pravrutta
entity is called as vyadhi. e Swabhavabala pravrutta
et geamrene ¥ Adibala Pavrutta Vyadhi:
The one which gives different types of pain & sufferin % STTREETIE A YR :
called as vyadhi ! spoet: aa: Asf fefrn: AE: R (. /1)
Synonyms of Vyadhi If both shukra and sonitha becomes nasta there is no praja but
T TR g SMAF WEAT ek ey 3 gty (Ca.NiL 1/5) any part of either shukra or shonitha (beeja bhaaga) is diseaged or

e Janmabala pravrutta
e Doshabala pravrutta

2. Adiboutika : derjve,
physical injuries of external cayse
o Shastra krit ® Vyaala krit

d from bhoutika which means from

® Daivabala pravrutta

3T : All diseases (Nija) are originated due to Ama. roga grastha then there will be praja but with some pathological
. o ) . manifestations. .

i ¢ Accumu.latlon of toxins/poisons make.dlsease. : Which particular avayava of beeja bhaaga is abnormal the

SINES : That which produces fear of death, pain & suffering, 88 respective anga developing from that beeja bhaagavayava becomes

Rl . It may be very complex due to presents or association [ G.5¢ased-

Higwdl: F GG gEIRiTEHA: |
Teued T 7 AR e (. w/3e)

of too many symptoms.

S : The first diseasc to evolve in mankind. 7 : . .

f . . Among stree or purusha in their shonita or shukra respectively
ERIN : Anything that brings abnormal if there is dushti that can produce kushta then the progeny also gets

L : That which gives pain kushta. Therefore it is of two types.

W Aror TRt sfufder) g:emma: |

JEAT JAFIETEY Y warqantert: 11 (A.huNid.1/1) :

Rl : Resultant of 9@ or bad deeds done in past or present |
life. p

e : The one which gives sorrow. i el

37Ty

1. Matruja - inherited from female or mother to progeny
2. Pitruja - inerited from male or father to progeny.

'~ Janmabala Pravrutta Vyadhi:

SHECTIgAT & AR, T e aftR e P AT g S
sty fefaen Toga QegEEREAEl .

the individual right from birth. It

This disease will be presentin fr 1
i a2 by garbhini stree. i.e.
is caused due to garbhakaleena apachar i 2/ ngapath e

) ; arb .
mithyaahara and vihaara :ih:é::rl:;;lggmwth of the foetus giving

i rishment and abnorma : i ith
lr?gt(:l (:gul?;?z rllgzg disease and disability. This may Brng Pt

: That which gives trouble.

originating from atma gunas (shareera, dosha, dhatu, mala, avayaya |
manas)

_—
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110 AT.B ForRoE fth manifestations t”; 5’"33 D2 2. Manasika- psychological disorder (eg unmade, apasmara,
- . e of the sfunction), . M A . i
congenital anomali®* S;:I 'Ocomowrrnsgng) vaamana (dw; vishada) NG
pravrutta vy adkhl(ﬁziq%), minmf”,ag“fnrgisordcrthatcan be caug All these are adhyatmika vikaras
(deafness), mooka estsitisinbo 10 agenesis, aplag o utika ‘
structure). As lhenﬂgm‘frs:igmgens can l'ca(}jfc. 3 Adibou » e
lc]Jue tc; T?r[i)t?hicf?)l(i‘lus during intrd uteriné ‘ - ghatabala Pravrutta
ypop asia i ) p ’ a{
L vided into . ¥ UGIEE TR Teradd allfaiilﬁlﬂilll\ ) !
Kisageiniss d:octus gels 0xygen and n.ou?sﬁ??g::r:g; ) %i Human being, animal, bird or such physical agents producing
L. Rasakmm-rrh;,cr) tﬁrough garbha nadi. o ted or Ghukka is adiboutika. The external factors causing injury to the? b'ody.
O dequate B vt t is also called as sanghatabala pravrutta vyaadhi i.e. due to injury.

by mother is less of ina from growth retatdatiop

foetus suffers The injury may be due to agni, shastra from any prahara or attack

ality then the growing PPN : . :
e gl% et oSt %’"52%” | ' and accident. It is again devided into shastrakrut and vyala krut.
mmm (ﬁzfm&m{)qq:ihlﬂﬂﬁﬁl saafd | (G.9.3/38 ST 3 yafauary sfieegTatcaTTar: JummnTEt T |

Shastra krit - injury due to sharp instruments.

apacharaia - The condition during pregnancy wheg i '
2. Douhrudapacharaja St ey 6o i o e

there arc two functioning hearts (thatis - one funcu_(jmn]gh art

of mother and one functioning heart of f_oclus) is ca led ag
douhrudavastha. During this stage various longmgs _.
expressed from mother, These longings represent the hkqs
foctus or nutritional need and demand from the quy, Such
longings arc to be fulfilled by mother. If not it causes
douhrudapacharaordouhrudavamana leading to foetal distress

and discase. 4
Dosabala Pravrutha Vyadhi ;

A A TR | freamRETETS Asf el 3
SATHIPTRCEN: YeraIyraaTeansr | ga faferem: wremman | (4.9, ¥/4
This is a variety of disease due to doshavaishamya caused by
consumption of mithya ahara and vihara by an indivisual. This i
acquired disease which is not based o heredity of regiemen of v
mother during pregnancy. It is again subdivided into ;
1. Amnslmya Samutta : Discase orig

(includes Iespiratiory, cardiovascular
eg; kasa, chardj, hridroga

2. Pakwashay; ddi i
kwashaya samugy - disease originating from pakwasha a

(includes lower GIT.
‘ : » EXcretory, : ]
system.) eg: atisara, muu'akrucli'y o oductive and nervore
i

Again Subdivideg into . 4, pakshagata,
1. Shareerik

Adidaivika
This is becauses of those forces which are beyond human
access, influence or control. The disease caused duq to bad deeds
done in present or past life are giving its effect back in the form of
discase or suffering. It also due to effect of curse or wrath of Gods,
elders, teachers or divine people. Adidaivika vikaras can also be
produces as result of invasion of evil spirits.
g davTed wvad, dreate) :
RIS T TRIOTHUETR) (L9, /226 ‘
aa wh wAifE A gredd T v gefteiey) (ST
Qe 3 AT YT gdurgar swE A (4. %/)
A WE: anagT gt

This can be classified into :
1. Vidyudadashanikruta- hit from thunder blot, electric injury

2. Pishachadi kruta- Invasion of evil spirits inside the body.

Asfir fferen frewiign: frrenfigman qRer ffwen st smwfermmn
Again it is of two varieties : :

L. Samsargaja- communicable disease from person to person
transmitting from sexual contact, direct transmxssngn, physical
contact, inhalation, sharing ufensils, cloths, jewels and

cosmatics.

inating from amashay
and upper GIT stru'ctureéf.
&

0. . .
a - Somatic o Physica] disorders

‘
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" 4 Vikruthi Vijnana
i AT.B. ForRog? Nidana 22 E _ Oldage or aging process. De :
- oo TR ;. Jara ge 3 -Degeneration of tissues, ’
. & mmw %j%’“’“; ;ﬁqﬁm TGAERVE! 3- F. J jamage 10 vital physiology takes the atist toussudeam, organs
o tal, unexpected ang Mruthy - Death
ental, : " '
, . i T (T 9/¢)

2 Aaakasmika - All of sudden, accid

unexplainable S
T ST WIWWET&? !

Kaala bala pravrutta A
ations, weather impact

The disease caused due to climatic vana .
s due to excessive Of inadequate season

it is of two types again 1. Kalaja- according to time
2. Akalaja- untimely or prematurely
(eg premature againg, death at
young age before completion of
life span).
AT s S
e FUsEAIEETaan: TRy TR =am
- FASFIRER T Rt e frefremoronens. ... (3.4, 9)

snntarpanajanya Vikara
The diseases caused due to over nourishment ¢ .
qntarpanajanya vikaras. Body needs energy for gxnx:z:ig::id: ; i)n
yorking. The energy is provided by carbohydrates, protein maialy
hrough dietary supplement. Adequate food supply and a);
preakdown of calories keeps the body sound. But when food su f
pecomes too much and no breakdown of ingested carbohydrl;[t)c)s,

rainy, winter season, movement of wind and intensity of sun gi an proteins takes pla.ce b stor.age tn the formof fot s the ultimate
Kala bala pravrutta roga. It can cause Janapadodwamsa, ~ end. Fat storage continues and gives rise to various ailments called
Swabavabala pravrutta i antarpanota ViSies

3 Nidana of Santarpana janya vikaras:

This is a variety of disease caused dué to ver 3 a7 emifegtafafufd
Is¢ y human nature, .
There are feyv natural qualities which tend to cause disease WithOiI:E» mﬁmm : A
much outer influence. These disease are un avoidable, . meaﬂﬁl TE sl
;W’ g E: | (4. 29/¢) . Wﬁmmmg@ i
Rifaferen: et b W1 (F.g 23/3,%)
Those natural quailities G Combaients ires . Consumption of excessive oily, sweet, heavy, slimy foods
reshly harvested rice, freach alcohol beverages, meat of marshy anci

1. Kshut - hunger (if this kshu i
t vega i ‘licin orig; . . 4
£a is not answeres or kshut is f(?:;;chulll(t);lgm-hMﬂk and milk products, Sugarcane products, baked
, ese have high carbohudrates, proteins and fat in excess.

Um‘llanifcs[ed it causes d.Sease l 'S d k h

natural calamitie
manifestations.
eeherort i gAfeATT: | e fee GRSl

It is due to hinayoga (inadequate manifestation of season
feature eg: less or no rainfall during rainy season), mithya yoga

(abnormal seasonal qualities eg- rainfall in winter season), atiy
(excessive seasonal manifestation eg ; too heavy rain fall in rai

season or too intence and sharp dry sun in summer).
FIEEETTE 3 vidamaaiaagrarr: | (Y, 2%/'9)
yitateTaderguT: qAEAsiteayt: gaer: | (T, 23/%R)

This undue variation of sheeta, ushna climate during summer

2. Pipasa - thirst (to h
ydrate the body and mainta; T .
and homeostasis). Absence of P{'pasa r;a;mal.n water balance PhYSic:]e sedentary life will not allow burning of calories. Less
and death. , Y give dehydration B woypy ?ﬁ‘(’)‘r’lenflefnts,'rc;ay sleeping, always sitting or sl;ipigg leads
of fat. This will result in atisantarpana. The diseases

nourishment deplets the body.

Ases g
u : :
€ to atisantarpana are as follows:



F

Na+Anatmaja = |
ived. Thus nanatmaja means kevala eka doshaja,

Vyadhi Vijnana 115

Atmaja. From this equation Nanatmaja is
originated from

y ikruthi Vijnana

. Njdana o1

AT.B.For Roga M i

14 | M e
S| 1(F.g 38

Wgﬂ g s 'ioué kinds of ski
d * . , 7; Re
2 and prameb pidaka® Jer ailments of ama. Disg
Pmmcl?d ;iu - vara, kushta 8l o nfertilitys obesity, letk
apdEsIEREC ’ljoss of taste, 1azyness: o :
ofurinary s)'sfellls : e  accl
heaviness of body. dmumshed meny|
d cutaneous Sensory;

ingu dosha.
 There are 80 vataja nanatmaja vikaras, 40 pittaja nanatmaja

aras, 20 kaphaja nanatmaja vikaras.
T & g, WAt a: e, T faeen & fraada Sl
=) (TTT cieh)

e st aariat: e ffey @ S=aa)

fr A TG aREg e L | (SR 9., R0/%)

hed alertness and

. v diminis .
g:flfcru%::‘ ;‘Iugl;lll? circulation and altere % - '
Oedema of various types: On the contrary there are diseases called Samanya vikaras
i anotta Vikara % ich is produced by combination, mutual association of two or
Apatarps der nourishment or poor NIOUTISA se doshas by permutation and combination (samsarga-

Disease caused due 10 ul; Jate dietary suppliments, doshaja, sannipataja - tridoshaja). Thus one can say that samanya
o taras are due to association of two or three doshas together, but

It can be caused due 10 ina
atmaja vikaras are produced by single and independent dosha

disease, usage of strong medecines. . |
‘ s ?]%qlﬂqﬁ&!ﬂz l ‘ ;
a doshaja).

e e T e e 11

m:qﬁmﬁﬂmlqaﬁmﬂﬁﬁﬁwﬁa@mw 1 o

sederaa: 7 W & ST | (T, RR¢6W) ~ 2. Criteria for nomenclature of Diseases in
Ayurveda (Vyadhinamakarana)

Any thing that cause kshaya of body, agni com_es;
apatmpaha. Decreasing of bala due to dhatu kshaya and ojoks
The patient becomes lean and debilitated. Due to poor b:
immunity may decrease. Frequently patient becomes pro
jwara, kasa, parshwashoola, arocaka. Dourbalya of all the in
due to dhatu kshaya. This decreases satwabala of patient and
unmada, pralapa and hrudaya vyatha. Less or dry stools an
excretion. Pain in low back, thighs,pelvic region. Degeneration!
asti causes pain in parva, sandhi and all bones. Patient is prone:
any vata vikaras as Vata dosha dominates in &9 (kshaya). =~

Samanya and Nanatmaja Vikara

The disease are known through their clinical features. But there
are multiple clinical features in a disease. Therefore there is a need
dfnaming a disease to identify. Vyadhi Namakaran Siddhanta means
aming the vyadhi on certain criteria.

T TEUREEAEr femET waf &) S au A e Ee A |

: : (T, 2¢/¥R)
'The disease is named with certain paremeters or criteria E.g.
Based on Prakriti, adhistana or samsthana, laxana, samuthana
‘or hetu, varna, ruja, adrishya, aakriti etc.

o e, TaReRig st [AYNIR- S (T g.R0/3)

based on Prakriti
It is the nearest cause for the Vyadhi (sannikrishta karana).

Itis derive from , X :
On the basis of vyadhi prakriti - 1. Vataja vyadhi

Na + anatmajs
“Atmaja g!mis are V ' e Vata rakta, o Grudrasi
. re : :
Anatmaja meang devoid of :t[ % Pitta, kapha, manasika dosh ¢ Vata kantaka, ° Apapahuka,
" e Pakshagata, e Ardita etc.

4. Therefore with combination

Na it again means ah 1
. N . 2 . siye .
nce of Anatmaja, which again is jnferred & On the basis of vyadhi prakriti - 2.Pittaja vyadhi
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. ittaja grahani,
Ex. o Pittajajwara, o o Plttz;z; ;tc
Pittaja arsha, Pittaja apasmare .
: On Lée basis of vyadhi prakriti - kapha
Ex. e Dhamani pratichaya, e Sthoulya,
o Kaphaja unmada,

o Granthi, :
e Kaphaja arsha etc. Based on Adhistana

2. The Naming can be done According to Sthana o;

Manifestation
o Grahani o Charmakila
o Manyastamba e Hanugraha
e Hridroga e Shira shoola

e Urusthambha
3. Based on Lakshana/linga or Clinical Features /
Based on prathyatmaka lakshana naming can be done

o Athisara----T&7 SEZAERIARER .

It means the sarana which take place in the adhik praman‘
characterized features of athisara.

o  Chardi--- grgaft 7@ rdaft et B :
Chardi that which comes out through mouth and which causes
discomfort to sharira, .

* Kasa-— "@rw wm 3fi @, feeea: wmh e e
One which makes the sound of the bhina kansya is called ;
because of its featurers it is called kasa. ; :
One which makes the sound like hikka.

e Alasaka---- AT S FTRvE, Hlserae: o .
Stasis in amashaya which nejther moves upwards or down\*;aul;fdsc

® Mutrakruchra----geq Fegur wgay §8T Wgi: | -
Passing of urine with great difficulty.

4. Based on Samuttana or Cayse of the Particular Disease
A very particular causes leads to that particular disease Onl)’ |

Ex.

;mparted on any of body parts lik
ureesha.
Ex

o Pandu----TET TEFEREdfw: werdy a5 oy :

* Krimija hrid roga is chiefly causes de 1o krimi. o V

Saahas janya rajayakshmg e

5 Based on Yarna

Namakarana of vyadhi on the basis of vama that is color
© twak, nakha, nayana, mutra or

o Haridra Meha e Manjistha meha

Pandu roga indicgtes varna pradhana roga Iike harithadi varna

¢. Based on Ruja or Pain

Variety of disease depending on severity, intensity, nature of

pain.

. Arsha—---wﬁaﬁmﬁn{gum'm:

That which tortures body and mind just like enemies

V. Sula----EFERETATR e f Fzm)

Pain experienced as if being pierced with of a cone or exploding

nature.

¢ Visuchika----weitfiata wmnfn Tty frgfere

Pricking type of pain experienéed all over body
7. Based on Sadrusha or Simulation :
Naming the vyadhi on the basis of resembalance of structure

with any other material.
* Manjistha Meha- color of urine resembles to the color of

Manjishta, :

* Kroshtuka shirsha---migevitad g hals

The part of affected limb resembles similar to head of the fox.

Gridhy ""‘IW. ' e
. i les to the gait of the

The gait of the affected person resemb
Vilture, .
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For Roga Md2 :
g ATZ ic knowledge of ftan: ”
Akruti or Shape ” 4. Basic d M lgt i Hereditary, Congenital,
8. Based on *f vyadhi on the basis of aakriti. AcqunreE, v.ullitactorial, Traumatic and
o Namakarana : T nvironmental disorders-
ko mgfita dar: frean: ¥ g ers
surika--- . ; : :
Ex.o ;I; oe of the pidakas will be like masura c-iala E The word hereditary refers to transmission of genetic characters
p Ihambha___wmqugzm: ¥ from paFegts to offsprings. Cells Or organism acquire the
o Dhanu S’ll bend like a bow in dhanu sthambha characteristics of its parent cell or organism. It also transmits traits
Body will be: -

from parents and their ancestors. Many elements can associate
transmission example-plh){swal characters, menta] attributes,
pehavioral patterns and also 111n§ss. It depends upon the segregation
and recombination of genes during meijosis and fertilization which

(ﬁija, Bija Bhaga and Bija Bhaga Avayava

T T ETAAETE St de A wad| / results in genesis of new individual similar to others of its kind but

T TR gt e agarar] (3. 3/8¢), exhibiting certain varieties resulting from particular mix of genes
Which ever part in beja or beejabhaga gets abr}orm al. th and its interaction with the environment.

structures originated from that abnormal beeja or beeja bhaga gf Genes are made from long molecules called DNA which is

beeja bhaga arayava will be in dusta valtha. If both shukra &
becomes nasta there is no praja.

e If both shukra and sonitha becomes nasta there is no pr:
any part of either shukra or shonitha (beeja bhaaga) is diseas
or roga grastha then there will be praja but with some pa
gical manifestations. s i

copied and inherited across generations. DNA is made up of simple
units that line up in particular order of letters on page carries
information. The language used by DNA is called genetic code
which allows the genetic machinery to read the information in the
genes in triplet sets of codons. This information is the instructions
for constructing and operating a living organism.

This gene may possess error. Thus genetic disease is caused
by single error in a single gene in our DNA. The effects of the
disease depend upon what that gene was supposed to do. Everyone
has two copies of each gene. One copy on each of the chromosome
pair and some disease require both copies to be damaged(recessive
gene) and some need only one gene copy damaged (dominant gene).
Inrecessive disease genetic error usually needs to be inherited from
both parents to get the disease and in dominant disease error need
only be inherited from one parent in order to get the diseas.e.‘ The
Itis an incurable but preventabje disease Word carrier refers to an error in genes is present but the individual

a d
ST Al o | T e w: & o | "8 ot possess any symptoms.

e Ifparticular avayava of beeja bhaaga is abnormal the respective
anga developing from that beeja bhaagavayava becomes
diseased. ) e

e

Interpretation

Hereditary disease or disease caused due to abnormal
chromosomal structures or numbers may come under this group.

Abngnna_litics of structure of chromosomes like deletion, trans-
location, Inversion, ring formation,

3 sl S Fow ey s - P Classificat
S TS TR (Cha, chi. 6/57) SSlﬁcat""_‘ L } .
Disease of begja dushti is never curable, I j : there L X-linked disease : These are due to errors in genes in the X
is beeja dushti. Such diseases run wj e atapramehitieg chromosomes.

thin the famjly, 5
ols 2 Autosoma disaease : Caused by errors in genes on the non
S€X chromosomes (that is other 22 chromosome§)

R e —
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¢ with Different psult of geneuc anomalies, uterine environment, errors of

morpogenesisf infection or inheri_ted metabolic disorder and rare
Jisease & chromosomal abnormality. The outcome of disease may

-nd upon complex interaction between Prenatal deficit and post

| environment. Eg; mucopoly saccharoidosis, down syndrome,

a, hyperammonia.

4 M i iseas
ajor Classes Of Genetlc Dl |
) . i d'sease: disease occurs w, ot
utosoma CCCSSiVC genetlc 1 N ; T . L
1. A tos lr Chr()mosome 1—22 18 1nhcr.lted f' TOM Y dept . .‘
Copies of a gene . . hen 1 ketonuria,-S1C : ata s el o) [
parcnts eg: Cystic flbrOSlS, p € y ’ y

| ; hen ke onutria, o

ia. ; ial Di
anaemia, albinism, taysachs galactosem Mult,factorlal Disease :

. . . disease occurs hey are caused not by a single ge S »
nant genetic disease curs They . . vei il
2. Autos(:jmi}adzr;::opy ogfa gene on chromosome 1-221 ] combination of genetic and environmental factor working together
?;gﬂceifhergpmm, The bad copy dominate th(z o;l:; ! in wage. They involve variations in multiple genes often coupled
s disease, achondroplasia (dwarfisn
copy eg- huntongton's

with environmental causes. Eg; Alzheimers disease, obesity,
» ischemic heart disease,

ertension, Diabetes mellitus, infertility
jrritable bowel syndrome.

Acquired Disorder

3. X-linked recessive genetic disease : one gene Crror
chromosomes cause disease n men(who have only onecop
of X) eg- hemophilia, duchenne muscular atropy. .

4. X-linked dominant genetic disease: A single gene erro)
X chromosome cause disease in both men and women.
have only 1 copy of X and in woman are XX. The bad
dominates the good copy. X linked dominant are much
than X linked recessive gene.

These are the disease incurred as result of factors actin g from
or originating outside the organism, not inherited. That develops
after birth or develops in response to an antigen. Pertaining to -
characteristic, condition or disease originating after birth not caused
by hereditary or developmental factors but caused by reaction due
to environmental influences like food, air, human resources etc
outside the organism. ~

Traumatic disease

These are the disease caused due to external factors that cause
injury or trauma to the organism. Trauma can be due to physical
agents like attack by sharp or blunt instrument, road traffic accidents,
thermal or electric injury, chemical injury. A serious injury or shock
tothe body, as from violence or an accident. It may also cause post
raumatic stress or neurosis. The range of disease may vary from
disease to deformity or disability.

Environmental Disease

Environmental pathology encompass all suchdisease caused by
Progressive deterioration in the environment, most of which are man
Made. The causes may be population explosion, urbanization,
deff’restation, accumulation of waste and unsatisfactory disposal of
Rdioactiye waste, industrial effluents, automobile exhausts domestic
Ka“es- Among them most affecting environmental cause to human
Calth are use of tobacco, alcohol consumption and intoxicant drugs.

' E}ﬂvironmental pollution : Air pollution due to various gases

' ltke carbon monosxide, sulphur dioxide, carbon dioxide, nitrous:
N, ‘

Conclusion

Sometimes even an autosomal dominant disease can a

surprisely when neither parent has the disease. This can be du
mutation or germinal mosaicism. ' '

All types of genetic disease occur at birth. It will be inher d |
from parents through DNA, cannot be caught later on in life. Genetic:
tests can determine whether or not a person has the disease, evéﬁ as
carly as in fetus by antenatal testing for genetic disease. |

Sickle cell anaemia, Down's syndrome, color blindneés éuCh

4,100 genetic diseases are identified. This has no treatment. Some
are less burdensome. It is a

lways associated wi : e
and short life span. with medical malada

Congenital Diseases

It is a condition tat existg right from birth ap oo

. ore

lélirstgz.ls’l;};e getfeit may develop during first month ot(‘l li(;g??xet())?lgtal

'deformiti'es t e?{: disease thpse charecteriseq by structural
deforn are called as congenita] anomalies and involye defects

amage to developing fetus, A congenital disorder may be the |

WY
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. Tobacco consumption:

of an amount of ethyl alcohol that is sufficient to harm an |

idana and yikruthi Vijnana
e lung, sili

oxide; 6o aI']d oo pmduceTzklls'biisetgjnds u};gon =1-. -
pneumoconiosis, cancer of lung. 1118 ¢ e (LSt ion
of exposure, dose of inhalation, and parpc e sxzi ; ) g
like carbon monoxide aré produced py incomplete combu
of carbon. Its sources aré automobile exaust, bummg'fo
fuel industry, home and tobacco sr'nok.e. It causes acciden
death due to systemic oxygen deprivation of tissues, it m
with hemoglobin producing car‘boxyhemoglobm which I
to hypoxia, oedema and petechial hemorrhage. :
This causes coronary heart dise
cancer of oral cavity, aero digestive system, and lung.‘

.s COPD, Peptic ulcer, vascular disease, cance!
pancreas, urinary bladder and kidney. In pregnant this'le
to low birth weight of fetus, perinatal mortality and intellec
deterioration of new born in non pregnant woman it ca
premenopausal and post menopausal syndrome. ‘
Alcoholism: chronic alcoholism is defined as regular imbibing

cause

individual physically, psychologically and socially. Acu'tg |
alcoholism has impact on following organs. ; 1
CNS: depression, disordered cortical function, motor |
ataxia, behavioral changes. These changes occur when.
blood alcohol levels not more than 100mg/dl. If it raches
100-200mg/dl the impacts are depression of cortical
center, lack of coordination, impaired judgment, and
drowsiness. Blood alcohol level at 300mg/dl causes stupor
and coma. Blood alcohol at 400mg/dl can cause
anesthesia, depression of medullary center and death due
to respiratory arrest. ' .
Stomach : Vomiting, acute gastritis and peptic ulceration |
Liver : cirrhosis, fatty liver. ,
d. Pancreas: chronic calcifying pancreatitis, acuté
pancreatitis. =
e. GIT : Gastriris, Peptic ulceration, esophageal varesis,
massive GI bleeding. =
f. QVS : Cardiomegaly, beer drinkers myocardiosis, Wit
dialated cardiomyopathy. s
Endocrine system: testicular atropy, feminization, 10sS of

a.

o o

ta

- Radiation injury : radiation injury ¢

Vyadhi Vijna,
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Jibido and potency, gyep -
testicular levels. €COmastia and decreased
Hemopoietic system : Meg L
efficiency of immune syste

abuse: narcotics, sedatives. tranquil: ikate

sychedelics (enjoyable - Perceptio?lngilvil:lzg;risnzﬁarbnurates’
D iants of firugs which are addictive, They o:auamS fox fgw
jdverse action on psy_cl.l'o'somlatii; system/ of abusefre ?tff anses
focal g10merulonephmtls, talc granuloma formatidﬁ i czlluses
They are‘CNS dep;tfssants in 1ong run. causing si nniﬁungi
degenerative changes in brain and nervous system, De gend:: ;
o withdrawal causes agitation, restléssness,'tremors li)nsomniz
and behavioral changes. Overdose will cause in"eversible‘
damage and also may turn fatal. -~ . . '

Environmental chemicals: Insecticides, pesticides, fertilizers of

aloblastic anemia, decreased

yarious forms are used for agricultural purpose and lots of

synthetic food colors; flavors and preservatives are used in food
industry. The accumulation ofthese chemiéals inbody cancause
severe damage to consumer. Organo phosphorous compounds,
voletile organic solvents, metals, aromatic hydrocarbons,
cyanide, environmental dustall these canharm any system ofeur
body to severe extend. Skin ailments, respiratory distress,
premature aging, musculo skeletal weakness, sensory defecits,
birth defects, mental rcfardatioh, physical deformity are various
presentation of usage of such elements. .

. Thermal and electrical injury : Temperature below 35 degree

centigrade is considered as hypothermia and above 41 degree
Celsius as hyperthermia. Hazards due to hypothermia are f9cal
injury as in frost bite, chill blaints, claudication, systemic injury
and death. Hyper thermia can ‘manifest in the forrp of thermal
burns, heat exhaustion, heat stroke. Severe sweating, cramps,

shock are some of its presentations. '
an happen due to exposure

{0 raciag : -ays, electromagnetic and
to radiation by ultra violet rays, X ray oy Xoray and ultra

infrared radiation. Among them hazard :

. . t=3 .11t

Violet rays are more significant. Acute cell klllmtg,t ircr)!;llv%l??:l:
transformation of cell; genetic damage by ﬂ:;ta ey of
Passes genetic defects to next generation Of next p
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- e wi used in diagnostic
cell. Lonizing B e gnant tumors.

i nali
as well as for radiotherapy of m e yeis o

; 7 red by
i death is mediated ( j
g:lllu iﬁ?tlfc;encration of toxic hydroxyl radicals

ing in the
i nal cells coming 1
radiotherapy, some norl : Ing ‘
radiations alr)e also damaged. In general r?dlzﬁlso:flggl:ﬁ
injury predominantly affects en_dothellz_l C}f o
and arterioles causing necrosis and ischemia. Some

hazards are seen as follows. L
Skin : Radiation dermatitis, cutanem‘xs carcmomai
Lungs : interstitial pulmonary fibr9s1§ : {
Heart : myocardial fibrosis, constrictive pericardi
Kidney : Radiation nephritis

GIT: Strictures of small bowel and esophagus
Gonads : testicular atropy in males and destructionof

124

I N )

ovaries in females.
Hemopoietic system : Bone marrow depression
h. Eye: cataract
Ultra violet rays : acute skin injury as sunburns, cutaneous:
cancer, solar keratosis. Non iodizing radiations like electromagnetic -
radiation produced by microwave ovens, radio, diathermy, ultra |
sound do not produce tissue damage. 2 .

5. Introduction to ICD Classification of Diseases
of WHO and DSM classification =~

"A classification of diseases can be defined s a system of
categories to which morbid entities are assigned according to |
established criteria. The purpose of the ICD is to permit the
systematic recording, analysis, interpretation and comparison of

i

mortality and morbidity data collected in different countries or areas |

afld at different times. The ICD is used to translate diagnoses of
diseases and other health problems from words into an alphanumeric

code, which permits easy storage, retrieval and analysis of the data"

ICD-10 represents International Statisti . o
: tical Cla of
Diseases and Related Health Problems. §Slﬁcat‘10n

| cadin

guation 1
COlﬂplexit
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[t can, tller‘f'f({re’ be.lf:sid‘to classify data recorded under
o5 such' as "diagnosis", {§a§on for admission", "conditions
ed” and "reason for consultat}on", which appear on a wide
” of health Fecords frqm which Statistics and other health-
formation are derived.

y and Importance -

Intemational Classification of Disease hag multi-dimensional

' pUpOSe and usage. This has made the classification most complex,

It has become thc international standard diagnostic
classification for all general epidemiological and many
health management purposes. :

ICD helps in analysis of the general health situation of
population groups and the monitoring of the incidence and
prevalence of diseases and other health problems
recorded on many types of health and vital records.
Development of ICD - 10 ' ; :

+ Work on the Tenth Revision of the ICD started in September
1983 when a Preparatory Meeting on ICD-10 was
convened in Geneva. The programme of work was guided
by regular meetings of Heads of WHO Collaborating
Centres for Classification of Diseases. Policy guidance
was provided by a number of special meetings including
those of the Expert Committee on the International
Classification of Diseases

* Meeting for Tenth Revision was held in 1984 and 1987..
Arrangement of Volumes of ICD-10

* Volume 1: Main classifications ‘

* Volume 2: Instruction/Guidance to users .

* Volume 3. Alphabetical Index

' ICD-10 has 21 chapters against 17 Chapters in ICD-9

Chapters of ICD-10 il
Chapters | to XVII : Diseases and other morbid conditions



ana and yikruthi Vijnana

A T. B. For Roga Nid L
toms, Signs and abnormal clini

t elsewhere classified- ’
g and certain other ‘€

Chapter XVIII: Symp
laboratory ﬂndings,.no anil
Chapter XIX: Injuries, poisonin

causes.
Chapter XX: External causes of

Chapter XXI: Factors influencing

health services.
Structure and Principles of ICD
Originally conceived by William Farr

The Classification is grouped as below:

morbidity and mortalit
health status and contaci

o Epidemic diseases
Constitutional or general diseases

Local diseases arranged by site
Developmental diseases

o Injuries.

The Arrangement of Chapters

1. Certain infectious and parasitic diseases

2. Neoplasms &
3. Diseases of the blood and blood-forming organs and'ceftafn ‘
disorders involving the immune mechanism &
4. Endocrine, nutritional and metabolic diseases
5. Mental and behavioral disorders
6. Diseases of the nervous system
7. Diseases of the eye and adnexa
8. Diseases of the ear and mastoid process
9. Diseases of the circulatory system
10. Diseases of the respiratory system
11. Diseases of the digestive system
12. Diseases of the skin and subcutaneous tissue
13. ,D.iseases of the musculoskeletal system and connective tissu
14. Diseases of the genitourinary system
15 Pregnancy, childbirth and the puerperium

L

|
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Certain conditions origipating in the perinata period
Congenital malformations, deformationg gnq chromosomal

- -pnormalities 55 :
signs and abnormal ¢[ipi
Gymptoms; Imal clinical and 1ab
ﬁzdings, not elsewhere classified - iy
Injury poisoning and certain other consequences of external
causes I i
20 E «ternal causes of morbidity and mortality
Factors influencing heg}th‘ status and‘contact with health

1. Fact ;
services ;

2. Codes for special P,Plquises'
WHO: Help-Line i 9l s
There are nine WHO Collaborating Centres for Classification
of Diseases, who assist countries with problems encountered in the
jevelopment and use of health-related classifications and, in
icular, in the use of the ICDHE ",
Ref: Australia, England and USA for English knowing countries.

part
Besides, there are at France, Russia, China, Venezuela Sweden, Brazil

Problem Encountered . ‘

Size of the Classification - -

+ No formal training 4

No user-friendly software to guide

No abridged Classification of Diseases based on Indian condition

& requirement . - ¥y : :

* No Online Help-line system =~

Diagnostic and Statistical Manual of Mental Disorders

~ DSM-V Diagnostic and Statistical Manual of Mental Disorders

isthe planned fifth edition of the American Psychiatric Association's
In 9SM.5 Research Planning Conference; sponsored

iy blygzg}f a]icsi lt\ﬁesNI:fiieglc ?n}s)tliigte of Mental Health (NIMED),

Y4 held to set the research priorities. There were six workgroups,

“h focusing on a broad topic:

(]
Nomenclature, ' 4 ‘
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Neuroscience and Genetics, ' ’

Developmental Issues and Diagnosis,
Personality and Relational Disorders,
Mental Disorders and Disability, and »2
Cross-Cultural Issues. i -
First Draft Diagnostic Criteria of Psychotic Disorders

1. The recommendation of new categories for learning {1150
and a single diagnostic category, "autism spectr_utp d1§0 ’
that will incorporate the current diagnpses of autistic disor
Asperger syndrome, childhood dlsmtegratlve. dlsorde“r
pervasive developmental disorder (not otherwise spe i :
Work group members have also recommendefi that ¢
diagnostic term "mental retardation” be changed to "intelle chy
disability," bringing the DSM criteria into alignment
terminology used by other disciplines. :

2. Eliminating the current categories substance abuse
dependence, replacing them with the new category "addicti
and related disorders." This will include substance
disorders, with each drug identified in its own categ
Eliminating the category of dependence will better differen

between the compulsive drug-seeking behavior of addicti% '

and normal responses of tolerance and withdrawal that sp"5 e
patients experience when using prescribed medications that.
affect the central nervous system. ‘

°

3. Creating a new category of "behavioral addictions," in which

gambling will be the sole disorder. Internet addiction was
considered for this category, but work group members decide
there was insufficient research data to do so, so they

recommended it be included in the manual's appendix instead,

with a goal of encouraging additional study.

4. New suicide scales for adults and adolescents to help clinicians
identify those individuals most at risk, with a goal of enhancing

interventions across a broad range of mental disorders; the
ased criteria such as impulsive'

scales include research-b
behavior and heavy drinking in teens.

5. Consideration of a new "r
information to help clinicia
serious mental disorders,
(dementia) and psychosis.

isk syndromes" category, with'
ns identify earlier stages of some |
such as neurocognitive disorder

Vyadhi Vijnan,
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dia, i
A proposed new 8N0stic cap,,
6. with dysphoria (TDD)’.WIthin theg&f)', tCmper dysregulation
the manual. The new criterj, ar Disorders section of
on severe mood dysregulaﬁon’ € of research

B . 7 d de o
differentiate children with thise g mz;)y help clinicians e
pipolar disorder Or 0ppositiona defiant d?;sorf;::n Fhaee il
New recognition of binge eating diso rder. :

E ;or anorexia mervosa apg fulimriier and improveq criteria

: ner
recommended changes in (he q .1V0sa, as we]] a5

; efinitions of o .
disorders now described as bEginning inint, e cating
to emphasize that they may a]g,, develon : ancy and childhood

pimensional Assessments

In addition to proposed changes 1o Specific diagnostic criter:

. q "3 S Titer.
the APA is proposing that "dimensiopa] assessments" be added ;,)
diagnostic evaluations of mental disorders. These w,

G, ould permit
dlnicians o evaluate the severity of symptoms, a5 el as take into
account "crosscutting” symptoms,

Careful Consideration of Gender, Race and Ethnicity

The process for developing the proposed diagnostic criteria
for DSM-5 has included careful consideration of how gender, race
and ethnicity may affect the diagnosis of mental illness.

Proposed changes to DSM-IV diagnose_s
Asperger Syndrome

Asperger syndrome will be eliminated as a separate disorder,
and merged under autism spectrum disorders (ASD). Under the new
classification, clinicians would. rate the severity of clinical
presentation of ASD as severe, moderate or mild.

Attention Deficit Hyperactivity Disorder

There has been a proposal to increase the diagnostic criteria for
62g¢ when symptoms became present, The proposal would change
¢ diagnostic criteria from symptoms being present before sfcvee"
25 of age 1o symptoms being present before twelve years t? né:i%/ -
L1ew diagnostic criteria would be Several noticeable 1n1a2e
+ Wperactive-impulsive symptoms were present by age

ipolar p; :
Disorder ude further and more accurate

sub There have been proposalsto indhave been proposals for more

"YPing for bipolar disorder. There
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" - s of bipolar disordeF in

gulation disorder with dyspt
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ories. It is proposed that Section

0] 1on be addeq i i
a for Oppositional Defiang Disorde statingtt%;?;c?rlilgfill?isrgﬁ

. iagnosi )
‘stringent criteria for the diag o e

I
with a new diagnosis temper dysre

5 years of age, oppositiona] behavj,

r 2 S Or "must oceyr t
ynd® eriod of at least six- moneh . on mos
proposed. days £ aogitional behavior "mygt Or(:g:lsr étlior’ otdren 5 years or
b e idered a sign of dep oldes (t)lgipx months". - . fhcastonce per week for
: jef is only consl ke leas
if Whﬂet}f: g:?élglfglseed since the death of a loved one; thej at
1f two mon

i isorders i i
! T onality Disor ,
version would allow for diagnosis within the first few w{eﬂ ] S

Dissociative Identity Disorder ,

. . - . 3-
Proposed changes to the _controvemql dlSSO.Clatl'\; .d v
disorder diagnosis include addm.g a new dllagno.stlc criteri g
Causes clinically significant distress or impairment }n 80C]
occupational, or other important areas of functioning. -

Gender Identity Disorder

Gender Identity Disorder (GID) will be renamed. ,'f
Dysphoria” in the DSM 5. Along with these' changes com
creation of a separate Gender Dysphoria in Children as well
for Adults and Adolescents.

Hypersexual Disorder

Hypersexual Disorder is proposed as a new category 1 ’@g
added. The diagnosis would apply when a person experiences se,\iqgl
of the indicated symptoms (extreme amounts of time spent mfgle
sexual activity, using the sexual activity in response to low mood
or stress, failed attempts to reduce the behaviors, etc. Moreover, it
would apply only when the problem lasted si
when person experienced s
life areas because of it,and
by a medication or drug

per

ersonality trait _dor.nz_ups (’negative emotionality, introversion,
antagonism, disinhibition, compulsivity, and schizotypy). In
xddition, patients would be assessed on how much they match each
ofsix prototypic personality disorder. o
Pica £kt 27
It is proposed that Pica is reclassified from the "Disorders
Usually First Diagnosed in Infancy, Childhood, or Adolescence”
classification to the "Eating Disorders" classification. It is proposed
that the wording of "non-food substances” be added alongside the
current DSM-IV-TR wording of ‘non-nutritive substances”. "Non-

food" was added to further clarify that items consumed are not just
merely lacking nutrients -’ B AR AR

Post Traumatic Stress Disorder

Various criteria changes are proposed..
Schizophrenia : A

The following Schizop
fmoval from DSM-5.: - :
v 29530 Schizophrenia - Paranoid Type
' 295.10 Schizophrenia - Disorgahized Type
* 29520 Schizophrenia - Catatonic Type
* 29590 Schizophrenia - Undifferentiated Type
' 295,60 Schizophrenia - Residual Type
‘Sumatoﬂ)rm Disorder

Additiona] proposed somatoform disorders are:
) . > 1
brldged somatization disorder - at least4 unexplained somatic
Plaints in men and 6 in women.

x months or more,
gnificant distress or impairment in major |
when the problem was not directly caused |

b ' 8, as well as other criteria. The label
"hypersexual disorder” wag reportedly chosen because it did not
imply any specific theor |

hrenia subtypes are proposed for
‘ y for what causes hypersexuality, which
remains unknown, '

Oppositional Defiant Disorder

_Itisproposed that the eight symptoms of iti t
Dx.'eordcr should be divided into fhepfo]lowingzg?(fg(;(r)ir(ﬁl' DAilf;i;/
Irritable Mood; Dcﬁant/[rlcadstrong Behavior; and Vindiciiveneés-
However, just as in the DSM-IV-TR, four of thege symptoms need
to be present to meet diagnostic criteria. The minimum four
$ymptoms can come from af] (or even just one of two) of the three

]



Yyadhi Vijnana 133

AT, B. For Roga Nid?

132 ~ - at least 3 unexplaine it ¢
- isorder - least 9. Eight type of mootraaghata- Vagaia pirra: . .
Multisomatoform diSOrS - 1 cale for at leas ! —oR848130- Vataja, Pittaja, K .
° Colrlnpilsaints from the RIME-MD s¢ : pataja, Ashmarija, Sharkaraja, Shukraa, éionggljl:{a, Sanni

Tt $K0
3. Eight types of ksheera doshas-
Vairasya, paicchilya, Phenasang

: st

active symptoms- posed because the rec
Vaivatnya, Vaigandhya,

These G h; s bze:iglr:r to0 restrictive or too
. af '
somatoform disorders

a study of 119 primary care patients. Bahu sneha. ’ e, Roukshya, SOIavE,
i ses 3= aﬂuﬂ all:m’ i atm. a|%5ﬂ' %q’qm '
Rropaest e diagnoses include the follo e gﬁw e mﬂmﬂ 3Tt Y
The proposed DSM-5 new diagh ' : gfa a3 T CIIETY

s disorder 4. Eight types of retadosha- Tanu, Shushka, Phenila, Ashweta,

POOti" PlCClla, ’An)",adhatu’ upahita’ Avasaadi,
Classification Based on Seven Types

1. Seven types of Kushtas- Kapala, mandala, Audumbara,
Rushyajivha, Pundarika, kakanaka, Sidhma.

Complex post-traumatic stres
Depressive personality disorder
Compulsive hoarding
Olfactory Reference Syndrome -
Negativistic (passive-aggressive) personality disord
Relational disorder -

Skin Picking Disorder 2. Seven types.of Pidakas- Sharavcika, Kacchapika, Jalini,
Sluggish cognitive tempo Sarshapi, Alaji, Vinata, Vidhradhi.
e Binge Eating fygerT 3T VI HesfiET Sieet aeret o el =

3. Seven types of Visarpa- Vataja, Pittaja, Kaphaja, Sannipataja,
Agni, Kardama, Granti. .
| Classification of disease having six types
1. Six types of Atisaara- Vataja, Pittaja,Kaphaja, Sannipataja,
]?hayaja, Shokaja. :
TeRtaTT B ST Tyt Vgl $f A ehes-
fgagemiian. 1
2. Six types of Udavarta- Vataja, Mootraja, Pureeshaja, Shu%(raja,
Chardi, Kshavathuja. -
Classification of disease having 5 types

6. Samanyaja and Nanatmaja Vikara,
Nidanarthakara Vyadhi, Hetu Sankara,

AT TS TEATEIRAT: Teli— TP NRalAIahT:
YRR o (Ca. su. 20) :

Samanya Vikaras

These are causes due to single dosha or by'c:ombinatidrzl
two or three doshas depending on etiological factors and the

mterac.:t{on v.v1t~h dhatus, : 1 s 1. Five types of‘gulm'a : Vataja, Pittaja, Kapaja, Sannipataja,
Classification of disease having 8 types ; 5 Raktaja." Py e ie
¥ WEABTIRUINT 378} Tomaman: arst sfvaraT: ot e . T T 3f aﬁﬁﬁmﬁmﬁﬁml =i g g .
b g ypes of wata- Vataia, pittaja, Kaphaja, sannipatajs i - ©ive types of Plitaroga - Vataja, Pitaja, Kapaja, Sannipataja,
e ’ v aikis ,
Jalodara, plechodara (together), baddagudodara, chidrodara, Raktaja. - o &

“E'@"°i|‘a'alﬂlﬁﬂﬁﬁﬂmm % 3. Fivet)’vlpe’s‘d‘fKasa-Vatéja,Pittaja,KaPhaja’KShataja’KShayaja
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o e fy e 4 shwasa, urdwa shwa
4. Five types of Shwasd Mahi s ~th;9a.
shwasa, tamaka shwasd, kshudra shwa:
5. Five types of hicca- I\/Iahalh‘l(,caf :
hicca, Kshudra Hicca, Annajad Hicca.
mfzmgﬁrmwdmwﬁm@smaf
6. Fivetypesof trushna- Vataja, Pittaja,
7. Five types of chardi- Vataja, pittaja, Kapaja, Sanmp
Dwishtarthasamyogaja

gambheera hiccea,

Amaja, kshayaja, upa

8. Five types of Arocaka- Vataja Pittaja, kaphaja, sa
Dveshaja. /
9. Five types of shiroroga - Vataja, Pittaja, kaphaja, Sannipataj
Krimija. W
gz fyrim 3t qfEymfaaaer amiaaasmatauTich e
10. Five types of hridroga - Vataja, Pittaja, kaphaja, Sannipataja,
Krimija. ‘
uZ 72 3 fRreareTr: |
11. Five types of Pandu- Vataja, Pittaja, kaphaja, Sannipa
Mrudbhakshanaja. 5
UZ UIug I 37 ST A Ty =4 47uT: &
12. Five types of Unmada- Vataja, Pittaja, Kapaja, Sannipatz ja,
Agantuja. - ]
THET 3 AT AlEanTgHrn:

Classification of Diseases of Four Types

nn

1. Four types of Apasmara- Vataja, Pittaja, Kaphaja, Sannipati;ija |

FERISTEIRT 311 ATafiaeREa T TS RREmER: SurmEEs: |
TR Vi i AR YT S st st |

TEATHFIAET: Ry 1]

2. Four types of netra roga- Vataja, Pittaja, Kaphaja, Sannip afa‘jﬂf’i‘ |
3. Four types ofkarna roga- Vataja, Pittaja,Kaphaja, Sannipataja: |

135

Four types of prathishyaya. Vataja, Pit;
» Fillaja, Kaphaj T
Four types of mukha roga- Vatgj, p; ttaja, Kaz h;jzssanm})ataja.
our types of madaro'ga,- Vataja, Pittaja, Oy S:nn}pam!a
Four types of grahani- Vataja | Pittaj nnipataja

3, Kaphaja, Sannipataj

Four types of Shosha- Sahasa, Vegadharana, Kshays, Vishamashans

Four types of Klabya- bijopaghata, dva; . a
10' shukrakshaya : 3 Va_]abhangaja, Jaraja,
Classification of Diseases of Three Types

© ™ N oo
T

ﬂmgﬁmmﬁﬁmmwﬁm% v

: A | T
FeAaTALATTE A g1

1. Three Shothas- Vataja , Pittaja, Kaphaja

2. Three types of Khilasa- Rakta, Tamra, Shukla

3. Thre types of Rakta pitta- Urdhwaga, Adhoga, ubhayaga
Classification of disease of two types.

4 et SwTfemTa: Yiteageas i @ st feamrga

gaETET SRS B et qaEnwn & s 3t S
yraan = Tafaemmafita st fagfaer = fifad ammmiafs wiges @

feferyTTERTe YERTITATEIT T 19 11(Ca.su.19)
1. Two types of jwara- Ushnabhipraya- Sheetabhipraya,

sheetabhipraya- Ushna samutta. :
2. Two types of vrunas- Nija, Agantu.
3. Two types of Ayaama- Antarayama, bahirayama.
4. Two types of Grudrasi- vataja, vatasleshmaja.
5. Two Ama- Alasaka, Vishuchika.
76. Two vatarakta- Uttana, Gambeera.
7. Two arshas- Sushka, Ardra. |
Classification of disease of one type
R R oo TP T ‘
. One Urusthambha- causes by Ama with tridosha
2. One Sanyasé- causes by tridosha in manas and sharira
3. One mahagada- Atatwabhinivesha

T - TR
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Classitication of disease of twenty types
1. Thwenty kriwi-

Rk s ol @ Ry s 3
Raktaja krimi-Keshada, Jomada, romadweepl, St‘}t,

audumbara, jantmar,

T R e W g AR W v
Sleshmaja keimi- Anteada, udaraveshta, hrudayada,

darbapushpa, :\‘oug;mdhika. Mahaguda.

FENTRY SIURTT TRARAT Ty et WEREAR W ‘
Purceshaja krimi- Kakeruka, makeruka, leliba, sasul

saunsarada.

ST Ve N wyEet Syeait |
and 2 types of bahya kiime = & & AT => 20 types

(\ .

2. Thwenty types of prameha- :
Ten types of kaphaja meha- udakameha, ikshubalika
sandrameha, sandraprasada meha, shukla meha, shukea
sttanscha, sanaimeha, sikata meha, Aala meha, 3

Rl W T e TR TR W TRERes YRy
Wedes Wlen hwaday <
Six rvpes of pittaja weha- neclameha, akia meha, mar
mha, kaalameha, hadde meha,
T DR RroRey el v Rwiien
N

Fourypesaf Vamjameha- Vasameha, Majja meha, hasth

et
madhanch

AlassdsaN A
3. Twenty types of yoni rogasy

E Sl : = =~ 32

Y
XN

~ ST

RN WSS TNgEw Ty NG TR W WO | Mi‘ﬁﬁ

T T T O W T Ths wihdh i satans!
Vatzja, pitiaja. Kaphaja, Raktayoni, Arajaske, Acarana, Aticaran® |

Prakcharana, Upapluta, Paripluta, Udavartini, Karani, Putraghni*

-'.m::»‘mzié:i.s:zcimtidn',suska,\"mnhﬁ,Shmdayo;ﬁ,mahayom‘

Ngmnill“\i“ Rogas
.V al

RAIE)
qentt-

A N gRvSway AT e
SR W WHT Al T e
‘la‘ﬁggﬂmﬁwﬁﬁmwmgmﬂmﬂ:ﬂm T v
et PR TEET TSR ey secrmgy gy
3\1(.]!1%]' G&TW?;%\' “@ﬁq& Wﬂmﬂ
afieer TG ST S et s e
WO ?ﬁ“fw W AVTRAT W w2 vy it Wg’ww
it st T megmmw““*‘““‘a LA
« TR QWQ;T? i e ¥y
R e CISIRR G EY - o
ziszmaf%mﬁ ERSSNIREIEEN) . HUTHHTET & ST

aqeat 1R R 1 (Caysu, 20)
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S TS SNQRE Trene T W drye

Nakhabeda, vipadika, vatasula, paadabramsha, paadasuptata,

vatakhuddata, vatagulpha, pindikodweshta, grudrasi, janubedha,
jaanivishlesha, urusthambha, urusaada, pangulyy, gudabramsha,
audarti, viishannkshepa, shephasthamba, vanshananaha, shronibedha,
adaavarty, kanjatwa, \'idbedlm,\vganmnat\\n , rikagraha, katigraha,
pusta graham, parshwashula, udaraveshta, hriddrava, hrinmoksha,
vaksha toda, vakshaudgarsha, vakshoparodha, bahososha, greeva

sthambha, manya sthambha, kantodhwamsa, hanubedha, ostabedha,
akshibedha, talu bedha, danta bedha, danta shaitilya, mukatwa,
wdgadatva, vaakgraha, kashayasyata, mukhasosha, arasajnata,
waananaasa, karnasula, ashabdata, nechaishravana, badiryata,
vartmasthambha, vartmasan-cocha, timira, astisula, akshisula,
akshivyudasy, bravyu-dasha, shankhabedha, lalatabedha, siroruk,
Xesabhumi sputana, ardita, ckangaroga/pakshavada, sarvangaroga,
dshepa, dandaka/danda-patanaka, tama, brahma, shrama, vepatu,
Inmbha, hikka, vishaada, pralapa, glaani, roukshya, par ushya,
“Wavarunabhasata, aswapna, anavastitachittatwa.

> Pittaja Nanatmaja Vikara
F:‘S s sries siaary TSR

N,

-sley Wy TEY WYY T
ammsw
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R s AR | ‘ _ : .
e i d mdan:'is bt it resp ectio Pf.akﬂltl. Disequilibrium of dosha and
‘ association with respective dhayys and malas in particular
ashayas give particular niji vikar,

. Agantu- it is causes due to externg) agents. Physical trauma

by any sharp Instruments, contact with poisons, bite of

o and Vikruthi Vijnana
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FRAEEIgade = 30
@ 119%11 (Ca. su 20/14) :
Osha, plosha, daha, dhava, davathu, dhumakz,. }fhum :
malaka, v;'daha, antardaha, am§adaha, ushmazkieg:,t;%
angagandha, angaavadarana, shonitakleda, maarns , twa
iz gy raktakota, raktavispota, rak

twagavadarana, charmadala, ' ; ,
raktimanda]a, haritatwam, haaridratvam, neelika, kakshaa, ka

tiktasyata, lohitagandhasyata, putimukha, trishnadhlkyg,:. ’
aasyavipaaka, galapaka, akshipaaka, medrapaka, JeeV?d
tamapravesha, harita haridra netra, mutra and varca

first and then disease manifestatiop.

Disease becomes innumerable dye to variation or taratama in
yriddi kshaya of dosha, involment of dhatu, mala. Variation again
comes when multiple ashayas, multiple srotas with various dushti
prakaras takes place. ; - ‘
Nidanarthakara Rogas -

This is the state of progression of pathology where one disease
becomes the cause of onset of another disease. In the initial stage the
disease will manifest and later on the same disease act as causative
factor for the other disease. Ihe disease manifested first will continue
toexist even after the manifestation of secondary disease.

| Frrddt it AR | Ao S R |
TSR PR whefetest wetesty e 4
| ST e 3 R AT | e TReare e T S
AT R PHEEaIgIeam | @f. ¢/28) '

Some of the examplés_ are: jwara when increases excessively
in tapa it causes raktapitta. On the contrary Raktapitta cause jwara.

3. Kaphaja Nanatmaja Vikara
yowaERig faviioaa se AeErm: a'am---qﬁasr\m_a
R o e 9 e o qEgd 9 JEamEs YAsiao F q
o TSRS HUHY TEATATL HUS TG mﬁnﬁmrﬁ TERTUSE 3
7 vitaruar 9 Igd8 SaaHAT 9 daqEaHad o 3id f6vi: yorm
VA RGN G AT o SATEATT a2 1 ‘
Tripti, tandra, nidradhikya, sthaimitya, gurugaatrata, aala;
mukhamadurya, sleshmodgirana, maladhikya, balasaka, ‘ap
hridayopalepa, kantopalepa, dhamanipratichaya, galag l
atisthoulya, seetagnita, udarda, shwetavabhasata, shwetamut
netra-varca. -
Nija and Agantu Roga
AT I - - SRS, ut aguitafy T (et
W T T TR, ST fifed S
SEARMAULS S Lt AP S
HEHI@M 1311 (Ca. su, 203) s - B fokasa. Kasa causes Kshaya. And Kshaya cause Sosha.
Every classification of disease has a e. Di 9 T e S ;| WA qERASHTIRIRT: (3. /0)
; _ purpose. Disease may be / ; ; FersREI
;fpn; Wpe because in every disease pain, or suffering js common. [ T It T e wofal 7 o W I g
,z;se/ on prakruti it may be of two types that is. ik
aJiﬁuia; S?e?u?ht(.)fdmha dushti like vata, pitta, kapha. The
an(} soon }JlJoshgd ehOf{n v prakOp 2 leen'a, sthambhi &
b UShti1s out come of varjog ahara and viharaja 4

i

variety of udara will lead to jalodara and jalodara causes Sopha. On
the other hand Arshas causes both gulma anFl udara.(|at.ara). From
divaswapna etc nidanas Pratishyaya can manifest which in turn lead

disease. It i again subdivided into two types;

\

Both jwara and raktapitta can ¢ause sosha. Pleehodara or any other _

These disease at first manifest as single disease b'l;t ;;101511::;
Progression the same disease causes manifestation o

1. Ekarthakari- the primary disesease will discontinue when it



) : Viinana'
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: jsease €X: jwar.

causes the manifestation of ngﬁitf:sltedjwara disappe;
raktapitta. After raktapitta 15 m' o ]

] i disease willalso continug

2 Ubngpaatskar CHepE - 78 : Jwara causes raktap
manifestation of another dlSe?SC-.Eg’ e b

After manifestation of raktapitta jwara con cs ol

Linga Samkara

Lingasamkara is combination of multiple sympto ;

single disease. It can also be called as syndronllceR OF sy

complex. Eg : Trirupa, Shad rupa, Ekadashflrupa of Rajay

In this disease multiple systems are mvolve'd theret:

disease presents with symptom complex. Resplfatpx:y sy

symptoms like kasa, swarabedha. GIT system compl.amts like chap

aruchi, atisara. Musculoskeletal system symptoms like amsa shog] a,

parvabedha. Hematblogical symptoms like raktapitta. ‘All these are

manifested in single patient from single disease. The numb,

140

Vyadh;, Viinana 141
gimilarly one single Symptom

' ay be seeq i
g el ijwara. €CN in one disease eg.
Multiple symptom can be ‘seep in one dj

angasaada, dourbalya, Santapa al cap pe se G

€N in jwar,
One cOMMON Symptom can he seen j
seen in Rajayakshma, Pittaja vrina p;
vidradhi.

' Vyadhi Samkara

Itis the complex condition where there is combination of many

N

symptoms may vary from patient to patient on the basis of ro iseaso ox OXHEppng of ol ible diseasein eingle patient. Two

bala and rogi bala.

'Hetu, Linga, Vyadhi, Samkara

difficult to cure. For example in Ama atisara if sthambana chikitsa
is given then the ajeerna anna stays inside the body and Jater produces

o R T 7 e el 1 anaha, adhmana, shula, grahani roga. The disease has turned from
f% T T St e | Rt S ) Tmea @ atisara to various other GIT disease of severe form. The combination
oy % T o R Reamer: s T 119 e /3%-3%) of atisaara with anaha, adhmana, shula, grahani allin a single patient

together is vyadhi samkara. Instead in amatisaara anulomana should
be given to eliminate ajeerna anna and ama. If done so there is no
turning of disease into complex form. Rather it cures the disease
and patient becomeg free of symptoms,

T T o R e S

(TM.¢/R0-37)

. e o arergde T Ag: Y e

(T ¢733,33)

The functional diversity of nidana or thejr productivitj}"i gf
disease can occur in 4 ways. N
* Single causative factor can cause many disease. Eg : Ruksha
_ 8unacan produce Jwara, Brama, Pralapa. .

e Single cause can produce only ope disease eg; Ruksha gunﬁ
can produce jwara alope,

®  Many causative factors can produce one disease.- for examlﬂe
.ruksha guna, bhotabhishanga, abhigata, vishada can produce
Jwara.

Thus " ombination of multiple disease together with its

produce many diseage eg; ahitahara, ;
Ymptom s caleq as Vyadhi samkara.

ativyayama, chinta can cause Jwara, Atisaara Pandu
, .
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Vyadhi Avastha

In the body during pathological state when aﬁﬂ-?*h
place, it leads to formation of disease. It fol'lows a pat
of onset duration and progress or retrogression.

jevel the disease stays. Doeg s 143
jevel of deeper level,

; JAM 3TEFA: Onl
As the nidana enter the body it influences doshas

dushyas. Based on the intensity of nidana and the nature of’
there may be various presentation in every disease. In the p

duration of disease differ rent stages appear due to several
and they are called the stages of disease or S 3TawdT,

1Y 37T denotes the changes that occur from time

in a disease. These changes depend on two opposite force aj
the body.

5 TR TV St ey L
Deeper ¥1q s like meda, Asthi, M

. ; ajja, Shukra ae ; i
(he samprapti. Susruta_smd that this st e
this stage Massive destruction of dee

age is called 3z T, In
Fg: SO T TR s

Fad: | @Z3¢r0)

per dhatus take place.

~ Various Vyadhi Avasthas

1. The factors that are responsible for increasing the

When the pradhaana vyadhi limjts a¢
pathology.

vatarakta. In this vivarnataa of twak,
twacha is seen. It is twak maamsa asrit

twak, itis called as uttaana

as well as daha, peeda of
a.

When the vikruti of vaatarakta spread from mamsa ,meda and
deeper dhatus as well as sandhi, it is called ag Gambheera vatakta,
In this shwayathu, sthabdha, daha, toda spurna, paka are seen,

2.Nava Avastha and Jeerna Avastha

2. The forces like SAH&HE and appropriate fulfillment of G
which are helpful in managing and curing disease.
Therefore during approach to the patient, for the dia

and treatment the various stages of the disease and its form: as
be understood. Therefore a good physician should observe "fq
W, I, I, I, T, I, T, e, SR and the S <
while determining the s and mode of treatment to be adopts

The factors like 9 ¥, &, F, 3Fe, ¥H, T, T
|, 38R may favour either of these sides. When they are

favourable for =fY the pathology that will progress and when tﬁ'éy :
are helpfull for treatment disease will subside. S ;m;, ]

& 39T I HIeEAS WH qq: | ¥ o qURRETwn yataen: |
TeITgE: Teednt Jriwafeud | @ ad fafwma 1w et S |

(AFG/3/8E-RY) |

9 or TRUNGET: Newly manifested disease is called as nava, It

may varies from disease to disease. In jwara 7 days from the time
of manifestation is called as nava avastha.

sorteree: Sl JeeTA R iR (@R 3/330)

Sfuifa®e is a chronic stage when weakness develop in the
Dhatus. Deficient dhatus fail to perform their normal protective
function leading to chronicity of the disease.

3. Dosha Paka and Dhatu pakavastha
AT e

It is a stage favorable to treatment of disease because aama
B Parated from doshas. : e
: : ‘dhat i : i = dnfed et
This refers to the stage of disease that signifies at which dhatv | m AF g e qgAn | ghedn
: - L 3/8R)

1. Uttana and Ghambheera Avastha
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. fdoshaasar
‘This condition is stated to be nirama stage ©

8 symptoms start diml
diseases either cures completely or sY 'pg towards kosht

gradually or agitated doshas starts comin
essential stage of recovery of disease. " amfest
During dosha paka, certain sympoms md -lopmentop I o t perform their norma] f,
evelopmentor 0" ot pe . i
*  The symptoms of the doshas involving in the p ent ! atus does no* P ‘ ‘ ol

_restlessness
_loss of streangth’

disease. start diminishing.
* In case of fever the increased temperature in affected pe
starts to subside :
*  Asthe Ama starts separating from Doshas, dhatus and srotasg
the bodywill be relieved from heaviness. Laghuta or se s e wuggest e
will be produced. in q
#* Irrf];)::alt)lzls]hta s[atcpof doshas and ama state, the quahty of s High level of SGPT in blood is'suggestive of R of liver
organ in response to sensation remain depressed, but in the‘s ge fisue. Ketone bodies in urme Suggests W of ﬁ‘ﬁ‘ﬂTﬂ
of dosha paka, this depression is removed .The sense organ t { Ama an d Nlramavas tha
to respond to the sensation and clarity of sense perc1pt10 ‘

A dvanced devices of mOdern technology are very helpful in
acing the symptoms of #1qH for example the presence of albumin

Presence of Ama with dosha or in the disease i 18 called as

improved. amavastha, dissociation of ama from the same is called as
S S S nramavastha. General features of presence of ama in the body that
i : & are suggestive of amavastha are:
ST RaaeTRTT BELICRIGEIEGT RG]

. | &-.W‘E.mwrﬁmﬁa@mlmﬁﬁﬁﬂammﬁWI
s et gfwt vt eareha st o i feg e W, forrmo a0 (s, 23/33- R¥)

* HARY- blockage in srotases
* TdYT-loss of streangth ’

g1 means worsemng of the disease condition due to its G
# Tﬁﬁ'—heaviness of the body

advance stage along with loss of streangth (SeT811) and ehmmatxon

of YIS STgs via TR 7l aTﬁ?’F{GﬁT blockage in funct1ons of vaata
o ‘
= " SR-laziness ‘
o fEMR-loss of sleep \ e indigdetiog
o}
o FC&™-unusual feeling in chest such as pressure, heaviness, % f?@a
constriction etc, . -Spitting continiously
e a8 constipation - -constipation

° Tﬁl?f-heaviness : Wﬁrlms of appettlte

“Weakness



body, I of 3=, vatanulomana, proper taste perceptig
SR AT TR ST G ST T e O TTRGR: |
Apakwa annarasa or apakwa rasadhatu when mixed with
and dooshya, it is said to be saama the disease arising due to
called saamavyadhi. '

T =nfe

Lightness of body, T of 3f, araqaind, prdpe
appetite starts to manifest in'a disease, such a disease is saj

frem ot =
5. Antarvegi and Bahirvegi Avastha

=Tt The disease runs within internal envifoments
symptoms are vaguely expressed. v
STETRT SUHTA JeT: FET FW: | TATIER] qaRtrE: | (T
* JIIST-internal burning sensation -
* SfYeRtgW-exessive thirst

* qel9:-delirium

* GH-dyspnoea

* ¥H:-gidiness

* F-ARIYeT-pain in bones and joints
. -absence of sweating '

* QeaEifafE:-difficulty in the passage of urine and feaces

Symptoms of pitta and vaata are predominant in this condition. |

R ST AT o A | afidrer fgm gara o )

In this condition,burning sensation occures mainly on skin and |

not inside the body. All other symptomslike thirst,delirium etc. get

diminished and disease become sukha saadhya the disease out busts |

the symptoms and gets manifested fully with all its intensity.

. A :— The condition _ofs

hirﬂkari' : O e

O e 3 28 |aﬁ"ﬁa@qvm.ﬂaq},mz (55 e
persistence of SymPproms for longer periog XA

. That is why our achaaryas said that if gisep,

Jkari and Chirakarj

Uddden 6 »

i nset
isease The ;il.sease <?f Acute ongey i alleq g short quratlon
of g yisoochjkaa, pitta raktajq Pravaghi, ashukarj.

r@: The disease Which ape ar . -
T Vhich are chrgy;e In nature gre called
S e as

dise,
dis incurable. - ¥6ase become one year
0 o

# Eg: kllShta, Jcemajwa—ras pakShaagadha, prameha

%W@E'5W@w&amﬁﬁml

<

T& e e fermanor | 4

If treatment given after a comprehensive understanding of stage
of doshas, condition of _body. and agni, the mental states and iy
s, vaidya will attain four fold success. The treatment must
change according to Y 37T . for example in vrina the surgical
intervention should not be given in Amavastha. Aharuvadi upanaha
is applied to the vrina and awaited for niramata or pakwavastha to
undergo bhedana or visravana.

eI QAT | T[0T % Forfer 360 Qda g e || ()

Kashyapa says that if medicine and pathya are admininistered
during improper avasthaas, then they produce greater form of dushti
of doshas. Hense value and efficasy of treatment depend on a
comprehensive and minﬁte knowledge of various avasthaas

A proper knoWle'dg'e’ of ‘avasthaas are helpful in preventing
the development of more severe stage of disease. .

A knowledge of avasthaas also helps in determining the
ST of the disease. e

Treatment becomes successful only after the proper assessment
ofdisease based on s

- Treatment may change according o
W . 3
Wleads tq complication. A

Y TS otherwise
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LEr RN _ HE
i, (CK: ¢/RY)
shita dosha move to the g, - of y
.karfﬁke- sthamba, (stiffness), Sankochg ( P onals a
3t
clu-rceusll’tigns) and supti (numbpe
25!

MWWWW'%M

, (Ca.Su. 2821
Dushita Doshas will move g g

thana of Upadhatus that is in
sayo,Sira, kandara (nerves, tendo.ns ligaments) ang cause sthambha
siffness), sankoch (sp asm) khalli (contractures), granthi (cysts and
podules) sphurana (pulsation ang fasciculations) ang supti
aumbness of parasthes1§1). 74

. in diagnosis, trea
inevitable role 1 !

Y 3{G¥ T plays an ine
well as prognosis of the disease.

7. Dhatu, Updhatu, Mala and Indriya Pradosha

SUNTY: SR IUWER A, ST | E
upadhatus are formed from dhatus.

s nd causeg
ranthi, (cysts and Nodules) Sp pasm), Khalli (contr.

hurapy ( ;
1 Pulsation o
SS or paIaSlhesia)

, (Ca.Su. 2812)
Formation of Upadhatu Dushita doshas will move to wards the sthanas of indriya and
= il cause disease of sense organs in following ways:
= =5 L SYER-RF-Destruction
A : il 2.3f=g W—ﬁW/W?Deforrnity
= T 3. Wﬁ-mﬁm ™ Y- Discased sense organ
&4 gru o

® Sthanya provides nourishment and health to the infant

. W—capable of producing garbha.

SUST-helps in flexion and extension of the bo

* f-contraction and ex
supply essentials,

®  Fl-provides lubrication maintain vitality,
= l-covering and protection of body.

® *WE-itbinds mamsa, asti and medas,

@omept of Ashta Mahagada

e o3 o Vit i
pansion of bodily organs and vesselsto M4"lities Iike Durvijneya, duschlknsa,'dUSlaraﬁ;’fing multiple
- Rlarung, gyo likewise. That means discases lications

Bmptoms, varieq presentation, and association of compl lex to
oMen confyse physician. Thus disease becomets xcl:c(lmiggnosis
erstand and identify, due to Complexity Freatmen andp. ‘

“COmes Poor,

dy.

gives strength
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The disease having above features rrlla)é_be S::: ::f; ::rlsgha,"
grahani, vatavyadhi, raktapitta. All such disea bec
under one umb);ella and can be called as MAHAGADA,
TRTTE 3ft ARuTseRETAE Reedu (36) Y 33/%)
HERI: g (AL ¢/30)

FERIM: YEeaieris dut Ferime, (963, w/E)
BN, 9RIEERaE: T ag
UIGRRT: WA &1 RS

Those disease which are severe, aggressive, complicateqia,
fatal are considered as Mahagada. Mahagada is outcome of:
karma done in past or present life. It is unfortunate to the parient

suffer from pathetic illness. ;

There are 8 varieties of mahagada and thus n
Astamahagada

SR g GERR D) o ey A |
AT WepeE gfafee TR (Y 33/Y)

Neurological disease (vatavyadhi), prameha (urinafy isease)

kushta (skin diseases). Arsha (piles), bhagandara (ﬁétula); as
(caliculi), moodha garbha (dead foetus), udara (ascitis).
disease give hard suffering to patient and these are difficul 0¢

Neurological disease (vatavyadhi), ashmari (calic‘:‘uv kusht
(skin diseases) prameha (urinary disease) udara (ascitis). bhagq‘n
(fistula) Arsha (piles) grahani (digestive disorders) are ca
mahagada which are severe and difficult to cure. &t
AT §a: FE THITAALIGT) Teasmeies S0 wars 3 L(35, y/8)
Epileptic disorder (apasmara) kshaya (depleting disérdér),
kusta (skin disease), rakta pitta (bleeding disorder, udarg.(ascitis)
gulma (moveable mass) madhumeha (urinary disorder) and all
chronic disease are mahagadas. -
The upadravas of mahagadas make disease more worse :
UTHRE: Fiewn it st gt R i il
TREEAE, Wt e (2, 33/4) g
Rogas are associated with decrease of vital si gns, muscle Bﬁlk,
undergo degeneration and depletion, vomitin g, fever andloose stbo!§~
Diminishion of mental awakeness or fainting, respiratory distressall
are considered as complications that take the patient to fatality.
° ;

" uGuilty should be punisheg" g, tile

99 &, A, S, I 3 13 8(ilft i_s influenceq by
s dise,

pave imbibed is based on deeds gope a::;)srt,h;alm Which we

of coanm is shown to the culprit, that Person o alany Syrl}pathy

as criminal, s0 allow the culprit ¢, Teceive the py, 150 cons1de1.'ed

paves the way for karma kshaya, Punishment which,

Nindita's are those who were pog allowed
auspicious ceremony, public gatheri
front of any community,

The word ninditha means

/ Blamed Y Despire

/ Censured v Revile

/ Abused v Ridicule

v/ Defamed v Strong disapproval

The word purusha means

+ Men, mankind

* Amember or representative of generation
 ‘stonindita Purushas are . :

B 0 Wit ge fife vt dea- - - afedds g o
P ¥ s sifnivg st SEHUERT (Cha Su, 21/3)

L i & - Excessivcl_y tall

2 ¥ g Excessively short

S 3t < - excessive hair in the body

:' M - absence of body hair

j‘ T i exqessively fair :

8. ¥ - excessi'velx stout
- excessively lean

- excessively dark in skin
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SNARY ‘Al ‘ : ; 'llk‘\l\ll't‘)
A g i i‘\l.‘—.wl \L‘ig’-‘“‘ik \ t‘ ‘“.,t
“.SLt :\ Qotiss [U];}“ \\3‘

¥ OByxcessive oxyaett domand \N{
R S ] e and
v Bxcessive nutritional de m‘ L
Yae tunclhio
Overload to cardiae function

¥ Psychological depression

<

v Circulatory failure.
v EBarly degeneration.

Ei‘f::)o;' ;-(tth'“SWﬂITOO Short Structure

e Growth retardation ‘

o Inadequate growth and development of organs
o Poor health ststus.

e Psychological depression

o Short life span

Effects of Atiloma (Chromosomal or Hormona
Excessive Hair

o Cosmetic disfiguration leading to psychological upse

e In the condition of Hirsutism due to the hormonal i

the fertility decreases.

Effects of Aloma/Seanty hair or absolutely no hair
o Alopecia universallis

o Congenital hypotrichosis
e Kleinfelter syndrome

seen inkleinfelter syndrome. Is caused by extra x-chr.
present inthe malekaryotype and occurs in about 1 in every 400
This is the most common sex chromosome syndrome m

primary testicular failure affected persons have small firr
gynecomastia, minimal or complete absence of body hal
infertility. ' g

Effects of Ati Gaura (Vitiligo/albinism

e The actual skin color of different humans s affected
substance_ the single most important substance de
human skin color s the pigment melanin. o

)/Excess‘ivélyﬁfali‘g,s ’

IR\,

Vyadhi : Vijnmm

i : l
Mclnnin is produced withiy the sk 53

. Ay ey, skl“ C
And it is the main determinagg s ells calleg melanocytes,
pumans.

orsons with the light skip ; X
persons With the 1i i determineg 1 |
white conne.ctlve t1ss}1e under the dermis a:;tnlti by the blmgh
circulating in the veins of the dermis, ¥ the hemoglobin
The red color llndeglying the skin pe
especially in the face whe

. n the persop do
stimulation of the nervous systen, (
dilate. '

Albinism‘_ Geqetic, non pathological, partial or total absence
of melar.lln pigment in skin, hair and eyes. It is often
accompained by- »

0 color of darker skinned

comes more visible
e physical exercise or
anger & fear) the arterioles

Astigmatism
Photophobia
Nystagmus

» Increased skin pigmentation or darkening of the whole body

skin, directly due to an increased

amount of melanin pigment
in the skin. ;

Generalized skin discoloration caused by either an increase in
the production of melanin by the normal number of melanocytes
or an increase in the number of melanocytes.

Etiology~ Excessive exposure to UV light(esp., sunlight)
Genetic illness in some families i, 1l

Chronic renal failure

Chronic pruritis

They may also suffer from mental depression, social stigma

ffects of Atisthoulya (Morbid obesity)

I can be defined as an excess of adipose ti:ssue thzg impgx:li
Calth risk; a body weight of 20% excess OVer 1dF*11(1 body weight
Or age, sex and height is considered 2 health risk.
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b’ . 3 1- Bala . The natural in e
| calculate'dd)‘ (BMI), or Quet clet 1n'de g ich is responsible for healgp 0t Strength, POwer of the body
The body mass 1:1 eé based on an individual's mas‘ b o e ‘
for l:iullnandlz:l);iz:i;ipeffects excess weight arc " iAo
In adults, ging

Bala depends upon the

health |
body mass index exceeds 25 kgfm?2. Lhich influence bala are; Y status of dhatus. The factors

- £ >30 ke/m

- having a BMI0 / . /

e Obesity is defined as : - -
Causes of Obesity are as Follows: : ! : SIS angmg 39

e Causing ovel('i eat(iing.t it yle
ivi sedentar - L

: lléllictg\llzigcir; derived from carbohydrates an@ fats t

rich diet.

e Genetic predisposition.

Consequences of Obesity

Hypertension

Atherosclerosis

Coronary Artery Disease and Stroke
Cholelithiasis

Tt R I o ey
e ﬁa’:ia,ﬁa‘gmﬁ" Wﬁtm

2. Prakruti : The primary copg o o of an individual, Vata
- prakruti person is sajd to be sada atura dye tg poor \;yadhi
kshamatwa, kapha prakry; With good bala ang least number

[ HA

of disease.

3. Desha : People who dwe
suffering from less diseas

4. Kala: Visargakala anq Yuvaavastha is said to h i
vyadhi kshamatwa, ave maximum

1l in jangala desha are saig to be
c 4

) _pines that the abyantara bala is derived from
Osteoarthritis oja. As bala is derived from excellency of healthy dhatus ojus
Fatty liver also contrll?utes bala and finally enhances general health and
Diabétes mellitus 3 also vyadhikshamatwa
Effects of Ati Krusha :

WA el Aol ({H 29/23)

®  Poor physical strature, poor strength and enJurence Classification

®  Poor or under nourished and under weight i i STt - et HTerS Y W)
~ & Poor physical Stamina, some times poor immunity, (2) Sahaja : west o, IR

Ea 1 -4 bt . . . .
_ rly exhaustion and poor life €Xpectancy. Itis the inherent bala attained due to excellence of components

Of shareera, It ig formed from the time of formation of garbha based
o1 excellence of shukra and arthava,
(b) Kaalaja : e SR a7 g

. The strength attained by the individual due to the impact of
A T *easonal variation and aging phenomenon is kaalaja bala which is

o Itis thepowerofthebody which preyent {°MPOrary. The best bala is seen during visargakaala and
d1_seas.e Or resists the opgey of developeq e is called S °"Vanaavastha and bala deteriorates naturally during adaanakaala
vyadhikshamatwa, ;g res d ' : :

lStiVC Power of
on,

differs from
It depends upon following factors .

: 4 viuddavastha, The age of person dcf, 7MW, 3 and diurnal
person to pers !

*18es infuence dosa and that will again influence 3 and Health.

(©) Yukg kruta : A TR ' il
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by planned implim

ed
It is an acquired bala gain 1 ihet regiemen by_

combination of diet, medication an
as planned by the physician.

Methods of Improving Vy3

(S on g.q, wz%)

. ojus is that entity which is
’ ts just like the sneha

is present in milk.
pment of Ojus

Presentin dpy
dhi Kshamatwa fe

to couple ouris ; )
e Garbadaana poorvaka shodana ! :
e Maasaanumaasika garbhini paricharya by mother afort f&i? 3231'{ jla ulferemy | 3% va
i e food is the prin

e Shodasha sishu samskﬁ:rr: A al 2 gms principle factor whicp, nourishes strength,
o Nitya shadrasopeta aa .
e Nitya sevana of shaali, mudga, maasha, maamsaras 723 38 G 5o E‘D‘l’f&q}qﬂ | @R )

amalaki, pippali, saindhava, grita, ksheera, dadhi, sur. Food provides nourishment to i -
e Niyamita vyayama, non supression of adharaneeya v smplexion. ‘ ath.
e Following dinacharya, ritucharya, sadvritta ; - nas of Ojus '
e Avoiding janapadodwamsa & paryavaranapradF)Shan e 5 : m e
e Periodic shodhana and Nitya rasayana. | PRI

The one which dwells i inthe heart and is pure (shudha) slightly
reddish yellow in colour is known as OJUS of the body , :

AifaUAETHASTTEER | (3., /)

The ojus in the body is of the colour of Ghruta, in taste it is
ke that of honey and in smell it is like that of laja.

wﬂﬁmﬁm@mﬂﬁﬁhﬁh@ﬁngmn (@f¥/39)
! The ten attributes of ojus are Guru (heaviness), seeta (cold),
mrudu (soft), shlakshana (smoothness), bahala (dense), madhura
sweet), sthira (stable), prasanna (clear), pichilla (slimy) & snigdha
(unctious). '

11. Ojas- types of Ojo Visrimas- Vyapad &
& It's Disease

Introduction
The excellence of all dhatu or the best of all body cons

are segregated to produce a unique element called ojus. The

‘SIST is said to arise from "

one which provides bala.

‘' Ftaersmorar: !

: : -
" It means as the one responsible for ‘T&’ & ‘ST’ portance of Ojus

Utpatti of Ojus T SATHRATE: T W faT: | USRI 1(FE W RR)
*  TERMREHFEIGE W ~ Thereare tenlife sustaining vital components viz. two shankha,
@ ﬁ frimarmas, hrudaya, shira, basti, kantha, rakta, shukra, OJUS & guda.

Ojus is the pure essence of dhatus from rasa to shukra. winch 5 o Hirerd yrerfteeiiades) (8 28/3¢)

said to be the 'BALA". ; Ojus is snigdha, shita, shudha (pure) & appears to be slightly
ST | (5.9, £2/2%) ! ddlsh yellow in colour.

Ojus is the pure essence of all the seven dhatus. ST e et o ek @) s 98 T T T m;'}
T S gt e (. 3/308) snigdha, shukla,
Like ghrita is sneha of milk, in the same way ojus is of all ¥

seven dhatus and the same ojus is the 'BALA' of the

Ojus is somatmakam (cooling substance,

- ———
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. ure), mrudu, i Mw&ﬁﬁﬂiﬂﬁ SERECt £l
sthira, sara (mobile), ¥ 11;1:1,( P B L FEqI
Ziitﬁ’my) and is the si° Of;f;,;ﬁa%yrfmﬁﬂﬁﬁ”ﬂl n vata &kapha are in a state o ;- ity
N AR A ond 1 : Whe ojus causes depressj Ofdlmmutmn’thepiua while
g . ated with ojus and 105§ Or . pinating ©J ! Pression, weakness of senses, thirst
The whole body is lzrgleguction : ting & lossofaction. -0 S g
es . 2

jo Kshaya Lakshana
According toAshtanga samgraha:
ﬁu"ﬁﬁfgéaﬁ sitgot m'ﬁﬂﬁﬁ'&g| WEWW“

‘ oy (FHF, 23/3¢4-3%)
Fear o oo 5) Loss of lustre
Constant weakness e 6) Cheprléssncas
) Worry | . 7) Roughness
g) Affliction or dlscpmfprt of sense organs  8) Emaciation
pjo Visramsa Lakshana :
At AT W & W%ﬂ? |fElEg @ (33, 2u/3y)
- Dislocation of joints, feeling tired, displacement of dosha's
from its own sthana, restriction for shareerika manasika & vachika
iya's.
Djo Vyapat
mmﬂﬁ%{: | gz ﬁ@m (Dalhanaomi:i 7L/3%)

leads to wasting, decay
ification of Ojus _
Cla;rsr’;;w‘ﬁ‘w vdfa weq wweal (7. on T 30/9)
There are two types of 0jus: '
1. Para Ojus 2. Apara Ojus
Quantity and Location of Ojus
1. Para Ojus
o mFEEEET sEaEal gEAnaAal (7 on T 30/6)
Even minute kshaya of which can cause death’ , which
ashtabindu pramana and is located in the hrudaya is the

;
2)

2. Apara Ojus o
o T i FEE T e g et
(7% on 9.3

Apara Ojus is in the ardhanjali pramana.

s T AU TAVET 7 AreeE i vens .
(%%. on 93 Vyapat means ojus gets vitiated by dushta dosha & dushya.

Lakshanas of Vyapat:

T T[EAAT AATEhT JUIHEt TS (B F SHEl (33, 19/3%)
1) Stiffness & heaviness in body

2) Swelling due to vata

2) Discolouration or loss of complexion

4) Exhaustion '

Summary of the Functions of Ojus: .
Atthe time of conception, it is the essence of shukra & shonita.
In the second stage, i.e. the kalala avastha it is the essence of

the rasa. .
In the third stage when there is fom{aﬁoni‘éf:x(;ﬁiggfm
ojus is present in its own form & manifests

The ardhanjali pramana Ojus or the Apara Ojus is1
the heart and the vessels attached to it. 6
Functions of Ojus
¢ I e i

(#7. 2 2

'T“nf: eesence of all the dhatus ending in shukra dhatu is
2s Ojus. Though it is located inhrudyys it spreads all over the body
& maintzins it 4
Ojo kshava Hety
In AshtznesSamorsha the or g . ottt
e ‘,T'rlf,zg.)cld)g;’mﬁ e etivlogical factors are menti
R e e P (FE7 52/34)
Lnzer. hiynsar o £ Sy ey
SNz, funger, WOITY, g;;::fz Over exertion canses ()jo W

,
A£LCOIONe try Acharr.,
SOOTCNg 10 Achary, Charzka:
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ya Definition

s tm . s
537 | IR, 2/0)

s SEiAes
g osite to the description of there y asaya is called
Opp which 1s not conductive to the b([),dy.y

asaya G

s 3mﬁsaﬂmﬂ ('q-r'ﬁ. z/g) :

Medicines, food and regimen which are not conductive
pe body and develop displeasure to the body is called

(o :,pasa)’a' It is also called Asatmya, »

4 Synonyms: Asatmya, Apathya, Dukha, Ahita, Viruddha.
Effect on Body: Asatmya make bad effect on the body. It

quses bad effect on the dosha dhatu and mala, and causes

AT.B.
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Desa Saatmya
Desa means B
e (B(t)dy;a-Foods hat are conduciVe to particularfigges o
1. Deha satmya:
Deha satyma. { are satmya (o SO
ilk and mea

- ABE Le-ac){:fs? :;:i wheat are satmya for c;ther ph
Rlce,l? ya, . Foods that are conducive to partic

2. Bhumi satmya: a

is Bhumi satyma. "
Example- Jangle desha- Ghee, mi

diseases- I R
mya and Asatmya

Roga Satmya . . i i

Foods that are conducive to particular disease 15 1o ifference Between Sat

. ; i . )

Example- Milk is satmya in (umors, Honey 1s satmya a ] Satmya _ Asatmya
disorders. Desa Simillar Dissimillar
Oka Satmya ' Kala Simillar s Dissimillar

e d Roga Good : Bad

The continuous use of even asatmya will not caus
e

due to habituation and this is known as oka satmya. Examp. | :
Conclusion

Satmya has to be considered as- '
o Treatment (chikitsa) and upashaya in diseased person.
o Wholesome for healthy individual.
Asatmya is the opposite of satmya. .
[ ]

in night, ice creams in winter season.
Rutu Satyma ‘,
Food that are conducive to particular season is rtu sa
Example- Graisma rtu- Food and drinks should be liquid,

cold.
Varsa rtu- old rice, wheat , Barley;

Rice, yava
Importance in Roganidana
e Itisthe trial and error method for planning different therapeutic
procedures. £
e Upasaya Stage signifies the curabili i ity of th
J ty or incurability of the
disease based on observation of 18 subtype of upasayay g |
® Knowledge of : .
i g s%ltmya helps to prevent disease and also to control

Vasanta rtu- wheat, b,

_




- Chapter-3
BASIC PATHOLOGY

B. Introduction to Pathology and its Subei'

It is derived from the word path'os V{hlcl'xfmezzncsi suff,
logos means study. Thus pathology is scte{ltl ICfS ; dy of
and function of body in the diseased. I't consists of the ;;b
that occur in normal anatomy including histology and
owing to disease.

Pathophysiology. Study of disordered fun'ction gr bre; Kdoy,
of homeostasis in diseased. Pathology explains Etiology (wh

BY SXP i)
pathogenesis (how) and functional implications of the lesmn felt
by the patients (symptoms) and those discovered by the Physiciay |

(through physical signs). All these will help a clinician to arrive 5
a particular diagnosis, prediction of future (prognosis) ‘and the
probable treatment. Hence the method of prevention and avoiding
its spread and complications. . ,

History of Pathology

The earliest concept of disease understood by the patient and
the healer was the religious belief that disease was the outcome of |
"curse from god"or the beljef in magic that the affliction had |

Supernatural origin from"evil eye" of spirits that leads to disease,
The link between medicine and religion became so firmly established

throughout the world that different socities had their gods and

goddess of healing.

For example-Mythological Greeks had "APOLLO" as the
principal God of healing, :

' Dhamyantri as the diety of medicine in India and orthodox
Indians belief jn Mata Sheetala Devi as the Goddess.

of 1 - and earth can cause disegse 1y
ol 1;known as Hippocrates aphorigp, The
gaki” '

~v

] vOlutionary lap gy i
ati inined Hion: inhisto
05 dicine. He explai ow d‘WImhbnum of 4 humors wate?:
€ explaineq doctrines of case
-Theyare.

Observe all o'bjectively

sudy the patient rather than diseage

Evaluate honestly ‘

Assist nature. g

comelius celsus (53 BC) first describgd signs of inflammation

Cladius Gal?n (_130'200AD) explained humora] theory as 4

humours Wth.h. lnf:1Ude Blood, Lymph, Black bile, and bile of

Liver. Disequilibrium of these cause disease. -

From Human Anatomy to eracqf"grqss vpathology '

» Italian painter Leonar_dq Da Vincj (1452-1519) explained human
anatomy. i : oy i ‘

Dissection of human body' by Vesalius (1514) on executed

criminals. % | :

v Antony Van Leuwen Hqu (1032— 1:723) invented microscope and
observed male spermatozoa, blood corpuscles, introduced
histological staining in 1714 using saffron to examine muscle fiber.

» Marcello Malpighi (1624-1694) used microscope extensively
and observed the presence of capillaries, layers of skin, lymphoid
tissues in spleen,

» Giovanni B. Morgagni (1682-1771) explained morbisi anatomy,
clinic pathological methods in study of fiiscase. He introduced
the concept of clinic pathologic co relation. ;

» Sir Percival pott (1714-1788) observed occupational cancer in
chimney sweapers. : s

> William hunter developed first pathology museum. e

* Richard Bright (1789-1858) explained gop;l:'rs’%;l::ase

- 8lomerulonephritis which is today known as _Hf. sufficiency
> Thomas Addision explained chronic adrenocorticalin

ermed as Addison's disease.

\7' N - - - -
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» Cytopathology- It is the study of cells shed off from the lesions |

166  AT.B.ForRogaNidand and Vikeotht Vinane

pathology.

» RT Laennec (1781-1826) Fre
lung disease like tuberculosis;C
pleural effusion, bronchiectasis.
liver disease. He invented stethoscope

e Era of technology development and cellu
Pathology started developing as diagnostic disc.iph
half period the evolution of cellular patholog}f which
linked to technology advancements in machinery manu
for cutting thin section of tissue improvement in micros
and development of chemical industry and dyes for
Rudolf Virchow in Germany is credited with the beginr ’
microscopic examination of diseased tissue at cellul eve
thus began Histopathology as a method of investigation,

Classification of Pathology
Traditionally - (1) General pathology
. (2) Systemic pathology

nch physician describe
aseous lesions, military
Also explained chroniciselgg

lar patho

Some subbranches of pathology .

1. Histo pathology- It s the classical method of study and in : |
structural changes observed by naked eyes examination
referred to as gross or macroscopic changes. ~ ()

Three sub division of histo pathology

3 : ; i
> Surgical pathology- It is the study of tissues removed from |
the living body. : 2
> Forer.xsic pathology and autopsy work- It is the study oforgaﬂ i
and tissues removed at post-mortem for medicolegal work for
determining the underlying sequence and cause of death.
and fine needle aspiration cytolo ; e
lesions for diagnosis. yeoeyetispeiticbans dcep

v Bas,i:C.Péthbldé,. L

. . logy- It’dealns'withiii;" —
, 1286) explained chronic enl. aemlO -0 N diseases of 1y
e Thiomas HOdgkm(lngifh iﬁfar)gemintofliver and splee; > of patient: T ,lqod.a“d Management
of lympl‘mvodels often i poratory haematology .~ o
as odgkin's disease ] b4 Lav” haematology g
» Xavier Bichat (1771-1802) explained general Clinical b2 P ol
: 7 " chemical pathology- It deals with the anatecrs e _
3. : ' the analysis of biochemical

onstituents of blood, urine, sémen, 1
;mmunOIOgy- It dea!s'with' défectio(fif&l?l:s;h i t;iofly f.lu‘ds-
jmmune system of the body comprises im;na ts fn the
immunopathology. 3 : unology and

erimental pathology- It deals wi P
iEllxglé experimental animal and Ssz;ltx}:i;r oduction of disease
Geographic pathology- The study of differences in distribution
of frequency and typ 7 of disease in population in different
partoftheworld. PR S
Medical genetics-1t is a branch of human genetics that deals
with the relationship between heredity and disease important
development in medical genetics.

Molecular pathology- The detection and diagnosis of
abnormalities at the level of DNA of the cell.

Systemic pathology is deseribed beased in various SyStems
in the body. ‘

Cardiae System Pathology : Disease of Heart and blood vessels.
Respiratory System Pathology: Disease of Lungs, Nose
nasopharynx, throat, Bronehial tree.

Nervous System Pathology: Diseases of Brain and Nerves.
Gastro Intestine Systém: Disease of Ocsophagus, stomach,
Hepatobiliary System, Intestines:
Nephrology : Diseases of Kidneys.
Urogenital System: Diseases of kidn
genital and reproductive Organs-
Gyenecology: Diseases of female
Musculoskeletal System: Diseas
connective tissues, tendons, ligaments
Dermatology: disease of skin; hair, nails.
Onehology: The study of fumour Of Neoplasta-

gy. e

ey, Ureters, bladder and

reprodiictive 0rgans.
e of muscles, bones,

,‘
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® Spinal cord injury
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2. Introduction {0 Cell Injury = ] ¢ Jerve injury
- ] ot injury
Bptue CE~" < yctural and functional unit of b : soft tl'SSue J
Cell is the basic :fm%hi ch form organs and further sy . Activity :
o | " sports injury e Occupational injury

fIssue

are basic units of
the body. Body cell

’

jury
AN g cell InJ
2y L> Mesenchymal cell

D eﬁniti()n !
A variety of stress a cell encounters as a result due to changes
. al as well as external environment. ‘

Epithelial cell <<
Cell Structure Joseont in its intern
by acell membrane that encloses nu [n 1859, Virchow first established the cellular theory of disease.
the disease occurs due to the abnormalities at the

*  [nhis concept

jevel of cell.
Most forms of disease begins with cell injury followed by

‘ consequent loss of cellular function

Various cellular responses to cell injury
|. Cellular adaptations 2. Reversible cell injury

3. Irreversible cell injury 4. Sub- cellular changes
5. Intercellular accumulations

Cellular Adaptations
When there is an increased functional demand, the cell may

adapt to the changes which are expressed morphologically and revert

back to normal after the stress is removed.
Reversible cell injury: When the stress is mild to moderate,

the injured cell recovers when stress is removed.

Cell is enclosed ;
various subcellular organelles with
The different cell structures are.

e Cell membrane/plasma membrane -4
Nucleus with nuclear membrane enclosing nuclear ck

in the cytosol/cytoplasm

L 4
and nucleolus

e Cyiosol /cytoplasm o Cytoskeleton

e Mitochondria e Ribosomes

e Endoplasmic reticulum o Golgi apparat

e Lysosymes e Centriole/cen

Injury 1

Definition
An injury can be defined as a damage inflicted on the bod Y

an external force. It can also be explained as an accident that results

in physical damage or hurt.
Synon i
Jyne arylzls © _ Irreversible cell injury: Persistent cell injury which results in
e Trauma e Woundetc.  J cell death.
‘ Sub- cellular changes: Persistence of the residual effect of

Classification of Cell Injury

e Bycause  Bylocati ivi ! | i

o el " By\actwlty reversible cell injury in a cell, as an evidence of cell injury at the

® Traumatic injury.

* Injury due to radiation, b 5o
, burn i 156

* Injury from infection, orany other external physical cause:

¢ Injury due to cancer. |

®

Injury secondary to other diseases

Intercellular accumulations: Accumulation o
the ce]l. :
Pathogenesis

Pathogenesis of Reversible (eg)
1. Low oxygen supply

12R, N.

‘

sub- cellular level. :
f metabolites in



itochondria fai

- "
Aerobic respiration if

& accumy
ay-depletion of glucose |

Glycolytic pathw. Jactic acid

Decreases intracellular Ph .

Clubbing of nuclear chromatin
2. Reduced protein synthesis

Continued hypoxia

Pathogenesis of Irreversible- (eg)
¢ In sustained ischemia— excess Ca influx
activation of phospholipases—» membrane degradauon

Damage of lysosymal membrane—s release of lysos

enzymes— enzymatic digestion of cellular con_ip
cell death. .

Etiology of Cell Injury

Cells may be broadly injured b
® By genetic cause
Genetic Cause

Y two major ways, -
® By acquired cause

' drugs, physical agents
. Eg: cleft lip.

2. Cytogenic (karyotypic) defects.

PRSENDEE o N

o Numerical abnormalities

of haploid number.

=

A

Polyploidy-number of chrornosome
3N-trploid-63 chromosomes & 4N-tetraploid-92 chromo-
somes, which- occurs in megakaryocytes & liver cells. .

Aneuploidy- number of chromosome isno

is multlple of haploid ie

t an exact multiple

Eg: Down's' syndrome—tnsomy of 21st chromosome
Klinefelter's syndrome tnsomy of sex chromosome )
Turners syndrome monosomy (45 xO)

- Structural abnormahnes '

Translocatlon RCHL "Deletion -

: Original Chromosomes

Chromosomal abnormaﬁ“_e_; '

A Ring formation
Inversion ng ot
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P

yp?,rtonic glucose and salts
Social agents like aglcohol & narcotic drugs
The rapGUtiC administration of drugs

Microbial agents

Mutations

Point mutation nsense mutation

o

v 0 [nfections by bacteria, virus, fungi, protozoa & other parasites.
v Stop codon orn

¥

v

5 Immunologic agents |
[mmunity protects host against various injurious agents but, |
. some €ases it may turn lethal & cause cell injury.
i

Eg: hypt?rsensitivity' reactions, anaphylactic reactions,
Jutolmmune diseases.

. Frame shift mutation Lation
Trinucleotide repeat m

Inheritance patterm

[ ]
/ Dominant/recessive 81 —
v Autosomal dominant .mher_l al c°
v Autosomal recessive inheritan

v

< iti derangements
X-linked disorders +inod effa 6. Nutritional derangemen
¢ - due to com ,

4. Multifactorial inher_itanc
composition & environmental factors.

Eg: type two diabetic mellitus

Deficiency /excess
Eg: rickets, beri beri etc
7. Aging

Cellular aging (impaired ability of cell to undergo replication
& repair which leads to cell death.

8. Psychogenic diseases

Aquired Cause
1. Hypoxia

Cells require oxygen to generate encrgy ar'ld per(?o
functions. The deficiency of oxygen is hypoxia. It oc

Due to drug addiction, alcoholism and smoking resulting in
yarious organic diseases.

o Disorders of oxygen carrying capacity of RBC's dﬁe,tq 9, Iatrogenic causes

CO poisoning.

Owing to physician ie death or diseases due to wrong diagnosis
by physician and bad effects of administered therapy.

10. Idiopathic diseases

2. Physical Agents
e Mechanical trauma (road accidents)
. Themal trauma (by heat & cold)
o _Electricity
. Radi.ation (UV & ionizing rays)
i ¢ Rapid changes in atmospheric pressure
R - 3. Chemicals & Drugs

of ugknown cause
Eg: hypomelanosis

3. Definition and brief description of
inflammation- Healing/repair
_ The word meaning of inflammation is burning. The process
inflammation is defined as local response of living mammalian tissue
' injury due to any agent. It is a body's defense reaction in order to

Climinate or limit the spread of injurious agent followed by removal
of necrosed cell and tissue.

Chemical poisons such . At
as cyan : v
¢ Strong acid & alkalies yanide, acsenic, Hg etc.

~ » Environmenta] pollutants 4
k| Insecticides & pesticides :
Oxygen at high concentratiop,
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it Infective acents, unmu_n(:31t },n ate.rz;g; B livie F]are
et 73 ‘lgel N :. ,ln of al
lnedi‘(\izg&{unl\li:v;‘ﬁ-:mtibod)')’ physical agent
8 »anhig

Kin an

: iply, release toxi &
body) which can multiply, : T
FAS ‘ esponse

Bacterial infection
of 2 weeks or less

Bacterial infection of
longer than 2 weeks

; : Pain (Nerve)
4 cyents in Acute Inflammation
55 1

Inflammation is the visible reg
and activation of immune response js
response appears.

Signs: Rubor (redness), tumor (swelling), calor (pain), dolar

(fever or rise in temperature), functiono liesia (loss of function
pertained to inflamed area). ]

PONSE t0 an immupe reaction

Persistent onslaught essential before inflammatory

of bacteria

Figure 8.14 Two stages
is of short duration, wheres
inflammatory response.

=~

R Acute inflammatory feature: its features are
of Inflammation, Acute Inflamm

e . 1. Accumulation of fluid and plasma at the affected site
chronic inflammation is a long-live

2. Intravascular activation of platelets,

LA

3. Polymorphonuclear neutrophils form as inflammatory cells

Chronic inflammation: shows presence of chronic inflamma-

lory cells such as lymphocytes, plasma cells, macrophages and
granulation tissue formation.

)
ARSI

Pathageny’

P R —, & {

Events in acute inflammation:

1. Vascular Evénts
A,

)t ring EDONS A 14

:(m 1 M8 dgaing dow
RENDID R0 R LAY
QS g m’?\*ﬁrzm
~y)rem

alteration in microvasculature (arterioles, capillanes,' ve‘nuleszc
hemodynamic changes like transient vasoconstriction o
arterioles lasting for 5 sec - Smin.

B, Persistent vasodilatation: Within .ha_lf an hou:;laftderv :)?f::nz
Vasodilatation occurs. This results in increased oo

leading to redness and warmth at the site.
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C. Progressive vasodilatati

le
hydrostatic pressure .
intracellular to extra cellular spa

D. Slowing/stasis: The blood flow becloon;f:jtlgt‘:; io 2
- lucocytic migration or periphera |
along vascular endothelium.

E. Altered vascular permeability: in

inflamed tissue the endothelial

lining of microvasculature

becomes more leaky that leads

to exudative inflammatory.
oedema :

F. Neo vascularisation and

leakage from new blood vessel

2, Cellular Events .
A. Exudation of leucocytes:

escape of WBC from lumen of
nncrovasculaturc to interstitial tlssue ThlS mcludes

1. The process involves : Recognition and attachment with help
of mannose receptors and scavenger receptor IgG opsonin,
lectins.

2. Engulfment with the help of Cytoplasmlc pseudopodes due to
activation of filaments beneath the cell wall.

3. Killing and degradat1on by hydrolytlc enzymes.

IsG opsonin 1 r4in Pseudopod Phagolysosome
Fc recepto/ /Bacteriu '

B. Phagocytosis: Itis the process of engulﬁng of sohd pol
nuclear cells(microphages) and circulatory mo
macrophages. They produce protieolytic enzymest|
lysosomes, protease, gelatinase, lipase, protiease, el
collagenease and acid hydrolaeses. They degrade colla ;
extracellular matrix.

(ii) Retraction of
endothelial cells (m) Direct (iv) Endothelial -
jury

uuury by PMNs ‘

hagocytxc vacuole

i
i N

) Neovascula.n'satio
(i) Gap due to
contraction of
endothelial cells

Basement m@l,ilbfa”
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Repair and Healing .
: al phenomenon whic
Repair or healing 15 2 natur R enird -
recovery of damaged struct.ugiammatory f
during cell injury. Once the m.S e |
response finishes by phagocytos(lj e
or regeneration of new cell an e e
the place of damaged area takes p o W
Depending on the extend of cell m_]lurty e
new cells or replacement of new cells a ° dama
place. The new cell proliferation starts in the : gﬂ p
damage is mild to moderate the new cgll‘ forme will be:
those cells which existed previous to injury. But if the; d
repair process leaves fibrous tissue formatig,

Ren
symt

Renal ischemi

severe then the
to scar.

Release of angioten

4. Definition and brief description of edema :
hemorrhage, Thrombosis, embolism, Ischemr A)

Infarction Cardiac oedema

"Oedema"

Increased central
€nous pressure

Pathogenesis of Oedema:

The uites
following elements process of oedema requires

NCreased capillary

ydrostatic pre, S
1. Decreased Plasma oncotic pressure e

2. Increased capillary h .
ydrostatjc
3. Lymphatic obstruction pressure

Incr'eased capillary Permeability
5. Sodium Ietention

Types of Oedemgq With Pagh,

al oedema: Caused due to
drome, renal failure..

Decreased sodium in the tubes

Rennin angiotensin _

Release of aldosterone

Increased BP

B asic Paihol ogy

Hypovolemi,

A

179

genesis
glomerulo Nephritis, nephritic

- stimulation of baro receptors

; stlmulation of vasomotor center

Sympathetic; outflow

sin1,2 Py . Renal ischemia

Decreased cardiac output
Hypovolemia

Renal Oedema

decreased GFR
creased sodium and water retention ~——decreased excretion of urine

- OEDEMA

Congestive cardiac failure

Chronic
hypoxia

!

Increased capillary
permeability '




Wl
¥

+2 Nidana and vikruthi Vijn; : 7
. Basic Doy
sic Pathology

S e NOSS
130 AT B.ForRed
oo failure and ma;
acrive candiac fatlure y
(:‘E‘.L\‘L\‘: a‘uf © ‘\\p\x_~bn\ . SHOC 181

N N -
ac ronal oagama
3% ronal OoaNI.

A condition of Acute Cimlllatory fai
pdrome characterized by projopoey y
e tissue perfusion. It jg a whole Y

> =V o) as
Carahra] oad ‘.m-lr'_'{"‘nn;\std:‘.ﬂ-'_‘:“nm“O\dunm fl
SNl ODOTIIE, 18 Ldv 28 N
e L oroonruioed R\in{hebod_\'-sulcethel’e

3 * ~ N ~ -~y Do » LA
in brain defers fromealsew he

lure, I} is a clinical
Potension leading to
(?dy Event of complex

in the braininstead. the function of fly
=d by theblood brain barrie

) 18 ;;form . insubdivi ( . of shock result in red
oa ;ﬂcauco?mpillaries.lus againsubdivideding orims  tosion ke porfi u)cnon in effective bloog flow
thehizicalls oI ~ . e S10n) of vi J
\ecocenic oedema: There will be 1ncreased }Efepd delivary ofoxygenandnuuiefn\sjttzlﬂf e At there is
a. 250gCnic Ut e 3 el - i
S capillary permeability 1 dysfunction. € tissue and subsequent

s and brain tumo; : ompensatory Changes After Shock

Body is generall)_' concerned with maintainance of ade

_ebral and coronary circulation. They are affected by redishibﬁiate

£ the blood in the body as whole by autoregulatory mechon
jsms.there will be peripheral vaso constriction and selective regiioi:

1 vaso constriction. There will be deviation of blood to vita] organs

General features of shock: Pa]ej skin, cold and moist skin, fast

nd thready pulse, Shzﬂl?w Tespiration, decreased blood pressure,

licuria and poor perfusion.

assification of Shock

1. Hypovolemic shock: Hypovolemia is total decrease in blood
or fluid volume. It may be caused due to severe hemorrhage,
fluid lossdue to vomiting and diarrhoea burns.

. Cardiogenic shock: Decreased cardiac out put due to

myopathy, myocardial infarction, pulmonary embolism,

cardiac arrythemia, mitral regurgitation, cardiac tamponade,

pump failure, mediastinal disease.

. Anaphylactic shock/Neurogenic sock: Due to hypersensitivity

reaction on any element manifests as shock. It may due to

degranulation of mast cell and release of vaso dialators like

histamine, elements causing hypotension as bradykinin
g to shock. Death occur

% contri R failure leadin, ;
ribute in circulatory ema. Neurogenic shock

o ; ! 3 due to broncho r laryngeal oed
2lbumin, LFT, urine anzlysis, microzeon: ination of U . ronchio spasm or “ary - i ilation
. J*18, microscopic examination is due to damage to spinal cord with penpheral vasodilatior

24 brs urine protein, chest xray, ECG, TSH. 2 and pooling of blood

©
2
E)
e
'rd
B
)
]

;th some toxic chemicals.

“©

<«

oedemz =
Chronic zlcoholism: There can be yponetremia @
alcoholism that leads to sodium water retention resulfing
oedema. ’ ‘
¢ Pulmonary oedema: It is causes due to left sided heart

ai

¢ Miscellzneous : obesity, pregnancy, usage of glucoce
hypothyroidism, cushing’s syndrome

Investigations in oedema: serum urea, creatinine, electf®
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.+ and electrolytes ,fme‘-.m.t,e‘rstiﬁ e will be wig, deil o
we rtment. There is decrease ; Ment to plasmy

it I€ase in, | .

oo atrated in dense connective tissue i)s,mghatlc flow, water is
~t4WD upon, Th;

- 1h1s can be

Cque-sa[ed with hemo dilution. As blo d
. 0 vol}xme 1s restored
Pressure js brought back .

5 constriction subcides and capiflyr,
% Changes'-(After 48}1;5)" ,;‘ :

i f,1os’t,b100d,-*bi" .
Regenc?ratlon o) t blood: iluted blood.
yorexia SUIA68 Xeess sccretion of erythfggoti};et-resuh?m
gimulates marrow to erythr0p01§:tic activity, The herllf _“llhxc_h
production rate increases to 0.04-0.05 gram per day, ° oglobin
| - THROMBOS]S |
Formation of solid plug. from the

onstituents of blood anywhere in the
-act cardiovascular tree during life is

A T. B. For Roga Ni
f sepsis in the body at any 5,
udomonas, klebshella, stre

182

4. Septic shock: Presence )
organisms like E cqh, pij
aureus will invade into o. ‘
endogeneous mediators, ;‘)Ifisma_c et
endothelial cells. All these initiate my

; - i< leadet
factors causing organ hypopefoSIOH.dTlltlri ;Zas sn to
failure resulting in acute respiratory dis : g rome
can be necrosis of liver, pancreas and also haemorgh

erosion and ulceration of GIT. fl\ssociated wit
bowel and hypoperfusion of brain.

Summary of consequences of shock: ot
Decreased decreased
—— cardiac ——

venous ’

/ return output

__ Hypovolume , Dy
.\ Failure of = «

circulation

od stream. These organ
ells, {

Laté

igﬂed as tl1r0mbosis. :

Causes of Thrombosis fed

1. Changes in the:endothéli'urﬁ: this

to tissue
; may be due to physical trauma, burn,
N H.AEM.ORRHA'GE . freeze, electric injury, chemica] B
It is the condition in which there is escape of Wholei;)logd. damage, bacterial toxins, inflamma- S5
Bleeding may occur externally or into ollow vicera, caviy tion of veins, atherosclerosis. Any neoplasia provokes platelet

or tissue. The symptoms of hemorrhage depends upon qu
blood loss and speed. Loss of blood over 30% within fe:
fatal. But loss about 50% of blood over 24 hrs and abov
necessarily fatal. con i
Early Changes of Hemorrhage: This occurs 48

hemorrhage. The condition is called as. RRTIAER f
. .1. Vaso Vagal Syncope. There is slightly: sweating, Hall(?r
giddiness, decreased blood pressure and decreased pulse, ischemi

adhering and aggregation. This inturn initiates coagulation of
blood and formation of fibrin . ;

2. Alteration in the blood flow: slowing of the stream, turbulence
and cddy currents; blood hyper viscosity state.

3. Alterations in the blood constituents

Patterns of Clot Formation © = it

L _COmmgn pattern ; P_Iafele't thrombus or white thrombus formed
' moving blood stream which is progressive. ,

2 Uncommon pattern: Erythrocyte agglutination thrombus or

h)_/aline thrombus formen only-in capillaries as seen in

Tismatched transfusion, burns, frostbite and sickle cell disease.
wec m. It is followed with platelet

2. Cardi9vascular Cange : Increased brerathing; tacéh)',»:c,ardj 4
due to secretion of aderenalline, selective vasoconstriction

increase blood pressure,
3. Reactioi of Blood: | : A S Senn in slowed blood strearn
0d: Increased platelet count fibrinoge “agulation thrombus.
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3. Anatomical tyPes’ )
i mbi:
OCC]US(])VC thf?:ssel completely. .
Vvl mbi: This can be s€elt
e

b. Mural throm
is no occlusion beca

a.

c. Dissemin
Formation and

invi te
damage invites p'a ’
e, arborescen -
growing in the form of arbo intrinsic thro

s nied by 111
clumps. Later it 1sp;§§o£%?£een e platelet clumps.”

clots the plasma trathens o thrombus an d anchors it to

brin streng :
;)}fetgzsfsielr ]wall. This small, flat, granular p laque is calle

platelet thrombi.

Coralline Thrombus : 11
platelet thrombus acts furt
another fibrin layer and entrappe
and then coagulation cascade is trigger
platelet thrombi red cells are trappe !
in layers on the direction of blood flow producing the

ridges of platelets called lines of Zahn. “

Occluding Thrombus: As the thrombus'grows
the lumen and obstructs the blood stream. Once s
completely occluded, the blood flow ceases and the stag ant colum
of blood clots without production of any lines of Zahn. Thisis
consecutive clot which is adhered to vessel wall through'o
thrombus and likely can embolise. L

Propagated clot is that which may continue to
entry of next tributary in which platelet may arrive : dhere 0
clot. There can be formation of single long consécﬁtii} C@g 0
ls)tagtx;iant'of. blood behind the clot which is anchored to the ¥ )
th}rlo g initial platelet plug. Endothelium can in i'a'ie}?b

mbogenic and anti thrombogenic stimuli. . - .
Fate of Thrombus: ' L

| Varieties of Embolism

Basic Pathology 185

; and fibrinolyticin act :
oteolyti€ enzyme andibnnolyticin action which canexplode
p,rld destroy itself. Clotsintended for temporary haemostas%s are
S " Stroyed immediately aftertheirutilizationis over.,
Organizatiqn : dependmg upon the size of thrombus ultimately
. Onverted into ﬁl?rous plaque or fibrous nodule which may
how haemosiderin, cholesterol clefts and calcium salts.
Embolism © The CIQt may run along the circulation to other
" pranches and can occlude elsewhere.
EMBOLISM
bolism is the process
g of the impaction in some
he vascular system of any
ndissolved material brought there by |-
ll;lood current. The impacted abnormal | <
mass 1S embolus (aplug).
The obstruction of a blood vessel |-
py a foreign substance or a blood clot
that travels through the bloodstream,
lodging in a blood vessel; plugging the
vessel. Foreign substances: that can
cause embolisms include air bubbles,
amniotic fluid, globules of fat, clumps
of bacteria, chemicals (such as talc),

and drugs. Blood clots aré the most common causes of embolisms.

Em

conSiStin

1. Intra vascular: itcan b:e"produ',céd by solid fragments of thrombi
(septic/Aseptic) 'Qlf‘athemmatp}is ‘material.

2. Extra vascular: A solid extra vascular embolus may be from
normal tissue like marrow fragments, trophoblastic, decidual
tissue, pancreatic tissue, cancer cells, clumps of bacteria,
parasites, ova, cyst, pigmented granules, foreign bodies like
cotton, silk, talc. Extra vascular embolusan be from any liquid
element like fat globules, oil, amniotic fluid. Embolus can

~also be produced from gases like any air or nitrogen.

_ Localization of emboli: undissolved material carried in
irection of flowing stream impacts in the vessel through which it
“annot pass further. ! :

BR.N, Vi
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.. uctemic veins goes to ri ism: fat dr
. ricinating in syster! - at Embolism: fat droplets of 1, ;
) 51?202 (t):lr;s in pulmonary artery. This reach ; Fembolism. The force of surfac;e than 8 micro metere can

. e
polism. cﬂus1

. tensi . .
ets their spherical shape can we]] g, nsion which gives fat

are. The droplets cannot be def :(tleract the capillary blood

i . 3 ormed or cannot
of capillaries. Fat embolism can be cayseq gy, tgel;g\gxe;z;g

re (due 1o disruption of fatty Marrow), severe inj £
aneous tissue, dt?ep bll_mS, injection of oiiy solutionsjur);v(i)c
:n‘ur du{ing child birth, llPosuction, fat necrosis frcn;lz:ute

ancreatitis, un§uccessful cardio thorasic bypass surgery, fatty liver,
et anaesthesia, gas gangrene. Fat globules enter torn vessels and

iye symptoms like respiratory distress, cerebral syndrome,
petechiae in skin and mucosa.

Amniotic Fluid Embolism: Amniotic fluid contains mucin
(mcconium and' foe'tal compon_ents), fat (sebaceous- glands)
desquamated eglthellal 'cells (skin and lanugo hairs) they enter
uterine sinusoids during labour and concealed accidental
haemorrhage bypassing between the ruptured membrane wall to
reach placental margine and produce pulmonary embolism,
obstertetial shock and dessiminated thrombosis.

em
cause pulmonary . |

2. Embolus originating i1 pulmonary Veins goest
. reach aorta. From there it can logue anywhere jg

arteries. o

3. Emboli from portal trunk lodge in liver. -

Systemic Embolisn: Cardiogenic emboli can blgg

kidney, spleen and lower limb. Ulcefated atheroscler,

from carotid bifurcation can reach brain and fror.n abdg

embolus can reach lower limb. Such trash emboli often,

atheromatus debris and cholesterol crystals are due to cor I
of major arterial surgery. ‘

Paradoxical Embolism: Venous embolus that gaing ases

to arterial side through a heart wall defect. 3 :

~ Retrograde Embolism: Carriage of an embolismin
reversed to the usual flow of lymph or blood. A sharp ing
pressure within cavities as during coughing or vomiting
reversal of blood flow to eneBle blood from the lung to re
Also from pelvic and abdominal region to reach spinal cord

Effects of Embolism: This depends upon nature of
size of vessel, amount of collateral circulation available an

Gas embolism: The gas embolus may be produced during
surgery in neck, chest when large veins open up. It can also oceur
during cardiac operations, angiographic operations, blood transfu§1on
or intravenous therapy, vaginal douching, induced abortion,

of organ : insuffulation of fallopian tubes, induction of artificial _pneumott_lorax,

) Jici pneumoperitonium or any laproscopic procedures. Air enter vein and
o Aseptic infarct or gangrene carried toright heart. Here air and blood churnup intofroth. This frot.h
o SePHoTILSIAL CRTAYootE aLeTiysmy - acts as air trap and block the entry of air into pulmonary artery. This
[ ]

leads to massive pulmonary embolism and suddcp de_ath. Nez.lrly

100ml-150m] of air is required for this effect. Artenfil air cmbohsrr:

leads to blockage of cerebral or coronary artety. In this small amoun

of air is sufficient to produce death. '
'JSCHEMIA' -

to the
~ Inadequate blood Slll?Ply. toa P ofr;h:i::gg(iuzz;nmay be
point of complete deprivation 1S ischemia. ‘ncreased functional

telative, a sudden demand for blood because oyflts of highest oxygen’
alivity, Ischemia primarily affects compone! _
fequirement. i '

Metastasis if embolus contains tumor cells.

Sudden death (if there is large sized artery block)
P4 Transient ischemic attack.

Pulmonary Embolism

One patient of every 5 with d in i g

( eep vein thrombosis may
1;:/11111;1'0nar)f thrombosng Large sized embolism leads to suddendea
: cbull'm sized embolism cause pulmonary infarction. Silent micr0”
TbO% cause extensive patchy damage in lungs. This leads to chron®

cor pulmonale pulmonary b ’
: ypertension, ini sentati
are : dyspnoea, chest discomfort, sync:pehs cliica g

~
3 L3
&
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sclerosts A\ . A
ses: A(hCIOS ) y \ eneration, tropy
Cll‘:gss‘;s embolisTs e ' D-cg sis
throm 2 muscular sPS™ of It 1 Fibro
yascullts, cx[ernal NS f retion
vessel Wi ) 4, Intd ]
pressure. diffused gctorS Determittis Extent of Damage by Ischemia
lized, @it of vasculature of ;
. G'en‘era o hycon sitions ] Anatomy : affected area (collateral circulation)
ischemia s cau e shock an d Nature of affected tissue.
such as hypovolel K
cardiac failure as 2 result (_)f 3, Rate and degree of obstruction. Sudden obstruction has more
[schemia severe effect than gradual obstruction. In gradual obstruction

systemic hypotension. =
o)g an organ or tissue May be caused by defects in art

the capillaries within hat organ or the venous return,
The arterial cause of ischemia: Due to thrombosis,

<els as seen inRaynaud's disease, ergot poiso

odosa, pressure from ou

there is time for collateralcirculation to develop.
4, Generalised disease affecting circulation.

Normal coronaty antery

spasm of ve :
arteriosclerosis, polyarthritls n
ligature,tourniquet, tight plaster 418 .
The venous cause may be due to all above CﬁliSé‘s hg Wil
hematoma, strangulation. Venous ischemia is rarer as veins hyy
more extensive anastamosis than arteries. + S

The ischemia in capillaries may be due to frost bite, haemolytic
anaemia (RBC agglutination), sickle cell disease, malaria, chronig
myeloid leukaemia, disseminated intravenous coagulopathy,
decubetus bed sore. &

Altheroscherosis

Allgeroscgemsis

with blood clot

Coronary spasm

iy Haiion e o CB AR L O N s

$s w At

'INFARCTION'

This is usually due to sudden and complete deprivation of the
cerebral arteri _ blood supply. It is an area of necrosis Produced by deprivation of

arteries are end arteries as they do not have aljigblood supply. Non ischemic necrosis produced by physical,
anastamosing branch, Therefore ischemia can be more dangerow ehemical, bacteria etc are not infarct. Putrifaction is absent in
to these organs than others. ‘ B cion

Eff i ‘. . ;
rough ects of ischemia; Ischemia produces damage to gsssues

Brain and heart are more vulnerable for anoxia. Anoxia fi
more than few minutes leads to severe damage. Retina and smaller

Causes: It is due to arterial or venous obstruct_ion, sudden
blockage of artery, sudden fall of BP distal to thq point of block.
The resultant anoxia leads to atonic dilation of capillaries , venules
fnd increased permeability of plasma and RBC that ooz¢ out. Hence
Ischemic area becomes swollen and hemorrhagic, Attempt of
Ollateral circulation may reduce some amount of infarct. f.m}ure
Ocireulation leads to increased anoxia- This causes chemica IDJU}'SY
Pecause of accumulation of metabolites and hence results 1n necrosis,

1. Anoxia/deprivation of oxygen
2. Deprivation of nourishment

3. Accumulation of
waste products of il
-Changes After Ischemiy metdball B

1. Function : ‘ i
#ldamage: Anging pectoris, intermittent claudic®
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)
Types of Immunity- different types of immune
onses.in the body- Basic knowledge of auto
immune di:seases, Acquired immune deficiency
disease and hypersensitivity

and vikruthi Vijnan
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5 1) 0‘. l“h“'( ll()"

crease A

e Swollen mj)

.cs

s g
ans

. oecopic €l
Microscopit cogan

nusele &

) . . )t‘
o Depletetiont e
o Clumping ut'uuulcuplnsm
s show (ransverse et 3
< the defense mechanism in which body attains resistance

. i p;umchynml cell appear withees

= s AQ . S
evident within 48hrs. ; e o At D aient hnrae o o Teele b

o Myofibal
guillst entry . ;
d to eliminate foreign molecules through an integrated

o Degenerative ch;mgi' .
= - Necrosis wil
hours. Necrosis ¥ -

- qually the excess of blood in capillaries and vein j§ig cognize 4

“’T‘;‘{e wored red cells are Jvsed and their hemoglobin work of cellular and molecular interactions and thus providing
away. QOZ I - Do ne . g H B,
o dusion, With these events mt.uu~beulo_n}e pztlile. dy ., protection against disease. The host defense mechanisms are:

- B i s S g living and o . . A
issue irvtate the surrounding TivIRg FSSHE SEERY . Physical and chemical barriers: skin, mucus membrane, gastric
3 acid, lysosome, lacto ferrin. ‘

the necrotic . :
zone of inflammational at the periphery-
Naure of infarction: pathologically infarction is ap
either coagulative (firm) o colliquative (soft) necrosis. Infa
usually seen in periphery because the arteries of an organ ge
branch out as fan like structure. Infarcts are commonly ca
pyramidal with base towar is periphery and apex at the site g
: ous rypes of infarcts like red infarct, pal

Mechanical removal: sneezing, coughing, secretion, ciliary

" jction of respiratory system
zation resistance: normal flora preventing colonization

o

3. Coloni
with pathogenic organisms

4, [mmune response : state of having sufficient biological defenses

to avoid infection, disease, or other unwanted biological
invasion. Immunity involves both specific and non-specific
components. The non-specific components act either as barriers
or as eliminators of wide range of pathogens irrespective of
antigenic specificity. Other components of the immune system
adapt themselves to each new disease encountered and are able
to generate pathogen-specific immunity

Classification of Immunity
Innate immunity: it is an immediate response as infectious

ar

uction. Varl

Cerebral infarction

I infaron

Alr-reerdia
.u‘-uc.’_':‘g. InEzrenon

Passive (maternal)]

Electsic force doe to Infzct
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= 5 o and develol O X g the mMucus membranes that Jiy, 195
. een, . l . .
exposed to a ILergss zo" immunologlca} dmemgrg N : s R = .

e .Wh'}c b e 0 is not ICASeC J their more important job j ©S serve different functions

immunity is "naturd function can affect the forp i i s ,

L ‘ = ., and other foreign debris that iy cus that traps
e i immunOdEﬁcwncy " o tract. This mucus is prod irritates the lining of the
active immunity SU d imrmIlosuPpression | i{ﬁw o gvre s =

4 er s B 2l . get conge. :
0 fluid in the sinus cavities. This is i ;t:‘?hv;??; _ﬂlere 1
Increase

) 1’ e ﬂ 15
C $S v C. t-

1S SE retions, as wel i i

6u 1‘ I‘ as 1 €ase 1in the amount Of i

congenital forms) an )

ve Immunity

w the blood
asses across the blood vessels of the mucus membranes that

a

Artificially Acquired Acti ' :
ed active immunity can b.e .
igen. A vaccine stin

Artificially acquir oins anti

va.ccine, 2 Summﬁ;ﬁ:: ;Znanﬁgen without causing s " {he nose and sinus.
rimary response e an . ' 7
gle discase. The term vaccination ¥as coined by kEd scociliary Escalator

Louis Pasteur for his pioneering workin mucociliaty cleara ) -

;nhd adafhfz?i Il)’};stcur 1sed entailed treating the infectious Thet defense rﬁZhanis mnce’..olf the respiratory tract is an

" ty to cause serious disease. pportar o that i against foreign debris and inhaled

15C thOgens- The cilia that hﬂes thc upper and lower aj aysare ]ined

ith a thin layer of mucus. These beat rapidly to propel particles

those diseases so they lost the ability 0 : A
adopted the name vaccine as a gegenc term in honor :
discovery, which Pasteur's work built upon. G
Defenses Against Infection
1. Innate Defense- first line of defense
Physical and chemical barriers are the body's

ot are trapped-in the mucus layer to the pharynx. Defective
hucociliary clearal'ltfe predisposes our respiratofy tracts to recurrent
fections. These cilial defects may be either congenital or acquired

infection, toxins or drugs. )
hemical Defenses - '

Tears, saliva

defense.

Physical or Mechanical Barriers i : ,

Skin Tears and saliva contain lysozyme, an antiseptic enzyme that
attacks cell walls of bacteria and breaks them down.

 Stomach acids
Glands in the stomach lining produce hydrocloric acid. This

One of the bodies first line of defenses against
acid kills most invading organisms that are swallowed and take

other harmful organisms is the skin. Our skin is a b
stops infection from entering the body. Millions of micro
live harmlessly on the skin and in the air around us.
glands in the skin produce sweat and sebum, which, co ;
to protect the skin. Both substances contain antiseptic.
primarily lysozyme which breaks down bacterial cell Wallés

up residence there.. ",
- Non-specific Responses to Infection - 2nd Line of Defense

The outermost defense our body has is our skin. The sebaceous
lands produce sweat and sebum, which contain ANTISEPTIC
Operties which protect.” This bacteria-killing substance galled
YZOSOME is also found in tears and saliva. Acidic urine in the
finary tract and friendly bacteria in the genital tract prevent ic
' + these areas: Most invading

Ultiplying of harmful organisms in t \
Ianisms in the stomach are killed by gland production of

’ Mucus Membranes
The mucous membranes line various body cavitie ﬁ
exposed to the external environment and internal- orgéné.éﬁ :
several places continuous with skin: at the nostrils, the 1ip$ ™
cars, the genital area, and the anus. The nose and mouth $@
passageways for air going to and from the lungs. As we inhale

4 (. ’
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These are @
All outer defense

examples of how the

196
s work together as the}

hydrochloric acid.

defenses protect us-.

first line of defense.

Inflammatory ReSPOnsé /ill allow bacteria to enter

Any break fn the Sklr'l]l“cause > welling and red.de' 3

These foreign mllcrobes'Wl by the body is called an inflam

site of injury. This reaction by -

reaction or inflammatory "CSponse"

« Sweling, redness,heat 207 g ?:he following quintet:s
Inflammation is characterize Y 105), pain (1
(tumor), redness (rubor)_, Hed (Caf nc;io laesa) X
dysfunction of the 0rgans involved (Iu : o 5
injury occurs, a capillary and severa tissue S are
rupture, releasing histamine and Kinins. IThCSt:j c
capillaries to dilate, become more ’permcz?b e, an I
into these tissues. Dilation and fluid leaking 1.nto the
causes swelling, redness, and heat. The swelling and
stimulate nerve endings, causing pain. If there has been
in the skin due to the injury, invading microbes may ent

e Phagocytosis by neutrophils and macrophages

In the event of a break in the skin, neutrophils, monocyt
macrophages) arrive and attempt to engulf and destroy
invaders. Phagocytosis is receptor-mediated event, W
ensures that only unwanted particles are ingested. Stimulated
macrophages can bring about an explosive increase in
number of leukocytes by producing Colony Stimulating F ac
(CSFs). The CSFs pass by way of the blood to the bone mari
where they stimulate the production and the release of white
blood cells (WBCs), primarily neutrophils. Lymphocytes i
nearby lymph nodes produce specific antibodies to attack the
microbes. During the conflict, some neutrophils die and bect
mixed with dead tissue, bacteria, living white cells, etc..
Fhlck yellow-white fluid is calleq pus. When a person has#
:;)lil!e;s;i :;dc::r:n};:a‘::;; ;)Sfe;}i; numbers and types of WB

)

)
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- mplement System

¢ complement System is a biochemicy cascade of the immune

from an organism, and

Complement 1 aCthate.d by anligen-antibody complexes and
causes holes to form in the plasma membrane of foreign
microbes or cells (lysis). The complement system considered
a nonspecific defense, but it can be activated against specific
microbes that hz}ve been marked with antibodies. Hemolytic
iransfusion reactions are caused by complement activation after
a person expresses antibodies against the antigens found on the
inappropriately donated blood. Hemolytic Disease of the
Newborn (HDN) is due to maternal antibodjes against the Rh
factor crossing the placenta, binding to the baby's red blood
cells, and stimulating the baby's own complement system to
lyse its red blood cells.

Adaptive Defense (Specific Defense-third line of defense)

This part of the immune system directly targets invading
icrobes. Our specific immune defenses respond to antigens. An

ntigen is a protein (or polysaccharide) molecule, typically on the

Il membrane, that the body recognizes as nonself. They are found

nmicrobes, foreign cells, or on cancer cells. Normally our immune

stem does not respond to our own antigens (if it does, then this is

autoimmune disease). Sometimes we develop an immune

Sponse to a harmless antigen, such as pollen or cat dander (this is
allergic response).

L}’mphocytes

Specific immunity is dependent upon two types of lympho-
'e5, the B cells and the T cells. Their names are based on where
the body they mature. B cells mature in the bone marrow, and T
Is mature i, the thymus gland. In comparison, both B and T cells

| Cognize and target antigen-bearing cells, although they go

D

(;ut this in different ways. B and T cell lymphocytes are capable
ecogniling an antigen because they have specific receptor
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h fluid which then epters ;

o the lymp. €18 1nto the blood plasma to

culate throughout thg' body. Although the clope cells cfnly livea

 days. their antibo 168 Iemain and circulate ip the blood and

- Ph’ graduaﬂy decreasmg n number.. .

iibody Structure and Function
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198 i ichex
whic
lecules 01 their Surfaceor T cell 2 ime whicl
molec ] ahead of time which®
alockand2 keyd does ot know

tor sites for
 en. The bo akes recep :
antigen bat ra@er I?mated that for the m1111

. ter,
will encouni=t ses
of passible antigens: Ifi;etime we have 21 equay e

e encounter in Ourh ossible antigen- There afegl?geglitg gﬁﬁlﬁnﬁome& or immunoglobulins

[ymphocytes foreach P re responsible for anti ), sgchzs agn d,mak;it n’mre ﬂ. €y Canf\ttachtothesunf?ce

B cell EEEOT ) They produce antih B ios and macrophages, Anythne ey o r Y Beutrophils,

Fesrtatssin'g (hurnorel ‘mr?;l;l IZETI’ ize specific antiges pnocy'es 1 i g that simplifies phag SIS
c.

slled an opsonin. The': process of antibodies attaching to invaders
1 be termed ‘opsonization.’ Some antibodies can bind and

nd Wi Ene B T hem for dest
il becteriz, but mark B

D!'O"‘;ﬂ( that bi
c event the viruses

EIns

do not directly

v yiruses they Can Pr Z  ctivate certain poisons or toxins and are called antitoxins (tetanus
BlIDOcEs T bodies bind to toins they can nien izations stimulate your body to produce i i
hodies b1 net the tetznus 103 ImunizZal ¥ Y10 pr antibodies against

> tetanus toxin rather than against the bacteria that produces the
xin). Still other antibodies can bind to the surface of microbes
d prevent their attachment to the body's cells (thus preventing
nses from entering host cells). Also, some of them can stimulate
ne proteins found in plasma, called complement.

emory B Cells

At the time of activation some of the clones become MEmMOry
ells. These cells are Iong lived and have recorded the information
jout the foreign antigen so antibodies can be made more quickly,
d in greater amount, in case a second exposure should eccur.
ice the second response is much stronger then the first and puts
bre zntibodies info circulation, we often receive “booster shots”

immunizations.
1ls Attack Infected Cells
Defending the body

el VITUSES

(=3

Tnr crz &

alT

b wteB ut usuzlly macro e
eyt O o % t intracellular pathogens
Forvtes  interzct with B eell -
o 112 role of T Iymphocytes,

ch carry out cell-mediated
Tunity (CMI), Macrophages
“20-Cytize invading microbes
© bresent parts of the microbe
12¢n5) 1o the T cell lympho--
. The appropriate T cell is
“d on or stimulated. The

e fg,
P AL

ody production.
1
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iplies into a large homog

activated T cell rapidly
(clone) of cytotoxic T cells
e (a) Attack organisms directly, Al

These cytotoxic : .
disease) and produce chemicals whic

Cytotoxic T cells release "perfort uses :
plasma membrane of the target cell, resulting in lysi
e (b) T cells develop in the thymus gland from imma}t!l

cells that migrate there from the bone marro
o (d) Memory T,

so kill infected

T cells migrate tO the site o
h directly ki

n" that causes pores ¢

(c) Killer and helper T cells /
A portion of these activated T cells become mem
(Tm). These cells record the information about th@fpr
so T cells can respond more quickly, and more strongly.
exposure occurs. A portion of the T cells becom
(TH) or T suppressor cells (Ts). TH cell stimulate oth
B cells by releasing cytokines and other stimulatory:
cells suppress the immune response. Experience h
cell mediated immunity is most useful to the body b
against microbes which exist inside of our body's cells
bacteria and intracellular viruses). Protecting ag
infections. Protecting against protozoan parasites. Prote
cancer cells. ,
Immune Response Pathways :
The innate response starts first, and it is reinforc
specific acquired response. The two pathways are int
so cooperation and communication is essential.

e Inflammation v .

What happens when bacteria invade? If the first lin

fails, bacteria can reach the extracellular fluid. There t,hf"_

cause an inflammatory response. This response coats
the bacterial surface, with antibodies. Then in return th
will ingest the antigens with phagocytic cells. This is chat
by a red, swollen warm area that is tender of painful. Ina
the nonspecific inflammatory ;.
the area produce antibodies ke
If the infection continues it wj

response, lymphocytes, attt
yed to the specific type of :
11 produce a fever. .

i infecti : 201
puring an infection magrq ha
in[e[leukin- 1 5 that trave] to the h ges niy ’CIBase eytokines o

a5
in the h .
norrnal temperéture, the previoyg bod ,

o0 cold. To increase the’temperaxure ) t}Ll?erature NOW registers

ast . ¥
ts blood away from the gk; . e hew level, our bod:
shuf a (leavmg 1t feeling colg ang

my), the heart rate increases, :

lcll:tlml we reach the new set poizglt(.i ?Fl;:h}ll‘;etc;t&gcneme ot
abse quently lower the thermostat, i, which cascltJ we alz:imus o8l
pot and start to’sweat as our body attempts to coo] SIflf C§My -
2y cycle be:tween chllls' and sweatg during thez o o
infection. While a feyer can be dangeroys if it gets too(;gzi Ofi? "
patient is weak or has heart trouble, there is some evig::nc:
suggesting that the body may overcome a infection faster if a fever
is allowed to run its course.

'IMMUNE SYSTEM DISORDERS'

The immune system is a very complex and highly developed
system, yet it has a very simple mission, that s to find and destroy
the invaders. When the immune system does not function properly
it leaves the body open for attacks from an vast array of diseases.
This can be classified these into three broad categories;
Autoimmunity, Immunodeficiencies, and Hypersensitivities.

"AUTO IMMUNITY"

Anything that can trigger the immune response is called an
antigen. An antigen can be a microbe such as a virus, or even a part

of a microbe.

Immune response against one's own antigen 15 called auto
onse to an endogenous

immunity. It is an endogenous immune response &
antigen. Body's immune system fails to dlStlI}gUl?h between s .
and non self and reacts by formation of auto antlbodxefs agtaurilrsl.: ;ﬁi :
own hssue antigens. This may tuh B targizts Oe:?r:cellular
reactions may be. intracellular compone?n S'o oiits, laRina
components, receptors, cell n.lembranes o lprCSPOIl;C to self
Proteins or hormones. Both antl
antigen cause disease- ) o so0 as this allows ihe
L. Normal auto immunity. It 18 > ‘

A IV IR

hermostat setting. Whey the the mus andindyce 5 change

tem is raised to a pew

body and T cel
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fself ebris from cirCUla_ting a
c;e::ﬁ;lffl: :x etwork 0 immm_ie reguéall;lorl]. Il
ge[workplt plays importantrolem wound hea lng -
cell debris. ' g -
2. Disease associated auto immunity. There is b;eak
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antigen d

Fundamental Principles .
e Results from failure from discrimination betwe

Certain HLA genes are associated with increased suge

of such tendency. <
e There is loss of immunological tolerance in auto in

Autoantigen — Auto antibody — Auto immune dise:

is immune response to a certain antigen does not oceu
the immune system is otherwise functioning normally,
system distinguishes between antigen that is foreign ar
normally present on the cell in the body by selection in th
during fetal life. Stem cells in the bone marro
prothymocytes which are attracted to thymus by the ch
agent called thymotaxin. There they mature producing ce
recognize 'self' antigens as well as 'foreign' antigens. But se

T cells are eliminated or inactivated. This mechanism i
tolerance so that antigens that are exposed to the immune's

during fetal life are not capable of eliciting an immune resp
later life. Parts of the body that are not exposed to th

system during fetal life can produce an immune respOnséf
Eg-lense protein, spermatozoa, Even antigens exposed durin

life may provoke immune activation much later in life leading!

group of diseases called auto immune disease
Certain examples for auto immune discases are. Rhet

Arthritis, Multiple sclerosis, immune mediated or type 1 diabé! ¢

inflammatory bowe] disease
psoriasis, scleroderma, ayt im
antibody leading to infertility,

Mmune thyroid disease, antis

- Basic Patho, gy
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or reasons we do not fully ypqe, . "
F attacks the body the way i nons;a?ld’ Sometimes the immune

a
ubstance. The genes some People i Would attack 5 germ or

ceptibility to develop ap L € inherit cap contribute to

. us t ]
heir S . Olmmupe d;
oimmune diseases affect womap more thap mey, 1sease. Most

uvenile-onset diabetes the ;
1 climinatingthe clls e P o Lacking
| vultiple Sclerosis is a chropic s it e 1
?;Intralp nervous sy.stem where the ifﬂfﬁ::g?:; (il;c;:ge; of .the
and destroying vital myelin in the byaj and spj attacking
causes multiple sclerosis (scars) on the myeli sp;lnal ﬁord' T'hls
in loss of nerve function, yetin sheath resulting
Another ff':lirly known disorder is Rheumatoid Arthritis this is
when the immune system starts attacking the tissue inside your
joints. TE
In Organ and Tissue Transplants, foreign tissue are placed
inside the body. These tissues do not perfectly match the
surrounding cells. The body sees this as something that should
not be there and sends messages to attack and kill it. This can
make transplanting nearly impossible. This problem can not be
completely prevented but it can be diminished by making sure
the donor tissue is a close match to the recipient tissue. In
addition, the recipient is placed on immuno-suppressing drugs
to try and prevent the immune system from attacking and
rejecting the new organ or tissue.
Vitiligo is an autoimmune disorder in which the immun; system
destroys pigment-making cells called melanocytes. This results
in irregularly shaped milky-white patches of skin on different
parts of the body. This is the condition Yvhwh M1cha'el -Jackson
claims to have. Thus it is a state in which the body's immune
system fails to distinguish between self an’d non sglf and r:ac[t;s
by formation of auto antibodies against one’s own tissue antigen.

Mmunodeficiency Diseases o | : tigens
When the immune system is presen fed i f(r)rflexlngen riz;;gnse
 association with dendritic cells, 2 VIgoro‘;;aé?of o caderells
Msues. (Antigens are the molecules on the St

lat announce them as different fl’om, thobod

breigh 5

y's cells.). Alternatively,-
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dendritic cells can be eprOited during the developme‘n
immune based diseases.

o AIDS and HIV . o
Acquired immunodeficiency disease (AIDS) s a

immune system disease. It is a collection I(]Jf slilrrlnnlzltl(::s an
resulting from the specific damage to eIV The | 5
by the human immunodeficiency virus (HIV). he lat
condition leaves individuals prone to opportunistic inf
tumors; HIV is transmitted through direct contact
membrane or the bloodstream with a bodily ﬂmd c
such as blood, semen, vaginal fluid, preseminal fluj
milk. This transmission can come in the form of a
oral sex, blood transfusion, contaminated hypode T
exéhange between mother and baby during pregnancy
or breastfeeding, or other exposure to one of the above b
AIDS is the most severe manifestation of infection /
is a retrovirus that primarily infects vital components
immune system such as CD4+ T cells (a subse
macrophages and dendritic cells. It directly and indirectly deg
CD4+T cells. CD4+ T cells are required for the proper’
of the immune system. When HIV kills CD4+ T
immunity is Jost, leading to the condition known as AID,
HIV infection progresses over time to clinical latent HI)
and then to early Symptomatic HIV infection and :
which is identified on the basis of the amount of CD:
the blood and the presence of certain infections,

asthe infected person's genera] immune function. Older péOP
v&"eaker lmmune'systems, and therefore haye a greater risk 0
disease progression than younger people, Poor access to heal
and the existence of coexisting infectiong such as tuberculos

juf)" Reaction depepds upon rapidity, duration andty
spONSC: b

Basi¢: Path61° gy

"'HY?E{{SENSITIVITY" :
his is defined as exaggerateq ori ;
l;rne b sponse withor o advelrna[;propnate state of normal

'mn sarecalled as hypersensitiye Tespong; ;:;;?Jlngie b.ogly: The
Ogical tissue

Peofimmune
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mmediate type : reaction o cilrs i i i :
I_I P Mmediate]y 5 antigen enters

within seconds or minyteg this :
(ibodics (Beell) 123 " is medited by hugmore

9. Delayed type  reaction is'slower 24-48 hous, .
prolonged mediated by cellular response (Tc:H)I};geeif el

Type 1 response : it is form of apy hylactic i i

stZl?e of rapidly developing immung rZsp’onstzr izc:r? I:l'rnfitglesnﬂ::
which an iqd1v1sual is previously sensitised. It can manifest in
local irritatlon.as seen by skin, 110se, troat, lungs. This can be
life threg@eplng. _The -clinical: presentation of type 1
hypersensitivity are,1tching,erythema,contraction of respiratory
bronchioles, diarrhoes, pulmonary oedema, pulmonary

haemorrhage shock and death.

) Type 2 response. This is cytotoxic reaction. They attack cell

surface antigen on specific cells and causes lysis of target cells.
This response is seen in autoimmune hemolytic anaemia,
transfusion reaction,thrombocytopenic purpura, leucopenia:
They are cytotoxic to tissue components. Some of the conditions
are Grave's disease in which auto antibodies are produced against
TSH receptors. In Myasthenia gravis autoantibodies are
produced against acetyicholine receptors. Antisperm antibody
can be produced against spermatozoa to cause male sterility.
Autoantibodies against islets of pancreas can produce type 1
diabetes mellitus. - = g
Type 3 response. This is immune complex mediated reaction
resulting from deposition of antigen antibody complex on tissue
£ lrom deposine and
followed by activation of the complement system
i i is leads to cell injury. The causes are
Inflammatory reaction. This leads to e v iantere]
Persistant low grade microbial infection, extrinsic

i i i . Few of the examples are
antigen and auto immune process ity e

Immunecomplex glomerulo nephritis, > ,
SLE,RheumaIt)toid %rth’ritis, farmers lungﬁpf:iyna;tlll’;‘pﬁ;ogﬁz
Wegener's granulomatosis, henoch-scho

 Induced vasculitis.
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o Type 4 response is delaylfli(sier‘isiptggii formation of ag ] putation: Chemical Carcinggey,
mediated immune respo Jonged response of ' incidence of lung cancer s p;
-+ i< instead slow and prolonet . The : 118 highly corre] ' i
But it 1s 713 tes. The reaction 0CCUIS abqu 0 Cancer pathogenesis is traceabie 1, ated with smoking.

sensitized T lymphocy

y al .
exposure fo antigen- * jmpact cell growth and metastass, Sf;ll(; ‘0 DNA mutations that

. stances that ¢
mutations are known as mutagens, and mug o itllllxse DNA
cancers are known as carcinogens, g at cause

particular substances have be
cancer. Tobacco smoking is associat
cancer, causes 90% of lung cancer Prol

3 : . ) onge
asbestos fibers is associated with mesotheliq IIglad exposure to

5. Mutation: Ionizing Radiation

ture and classificatioTl Ofﬂ,t_i;
6. Nomencla : mahgnan

difference between benign an

senesis, regeneration and repair, hyp;
Egﬁ;;;f:tﬁfgzﬁfgf'?he prgoliferation and maturati
normal adult is controlled.
e Liable cells - proliferate throughout
e Stable cells - limited proliferation

e Permanent cells - do not replicate. o
The neoplastic cells lose control and regulation of
and form abnormal mass of tissue. Thus it can be de
mass of tissue formed as a result of abnormal;’
uncontrolled, uncoordinated autonomous and-
proliferation of cells even after cessation of stimulu
which caused it." : :

Sources of ionizing radiation, such as radof;

o , Such lon gas, can cause

cancer. Prolonged exposure to ultraviolet radjati(g)n from the sun
can lead to melanoma and other skin malignancies. It is estimated
that 2% of future cancers will be due to current CT scans

o Non-ionizing radio frequency radiation from mobile phones and
other similar RF sources has also been proposed as a cause of
cancer. '

3. Viral or Bacterial Infection
o Some cancers can be caused by infection with pathogens.

o Many cancers originate from a viral infection, this is especially
true in animals such as birds, but also in humans, as viruses are
responsible for 15% of human cancers worldwide.

o The main viruses associated with human cancers are human
papillomavirus, hepatitis B and hepatitis C virus, Epstein-Barr
virus, and human T-lymphotropic virus. .

Components of Tumours
1. Parenchyma : The tissue e

2. Stroma : fibrous connective tissue and 'blood:
‘provides framework on which the parenchyma

grow. : St 4. Hormonal Imbalances

Causes of Cancer ; ¢ Some hormones can act in a similar manner to non-mutagenicf

e Cancers are caused by abnormalitics in the genetic m carcinogens in that they may stimulate excessive cell gr{)wth E.g
the transformed cells. These abnormalities may be : role of hyperestrogenic states in promoting endometrial cancer.
effects of carcinogens, such as tobacco smoke, @8 5. Immune System Dysfunction

umber of malignancies, including
Kaposi's sarcoma, non-Hodgkin's lymphorcr;z;;l igg{icgizl:
associated malignancies such as anal czmcgs,rz:ommorl ot
Certain other immune deficiency states (e.%{l O s wih
@mmunodeﬁcienéy'and\lgA deficiency) are

increased risk of malighancy-

e ab . * HIV is associated with a n
g genetic abnormalities may. I
occur throug_h errors in DNA replication, or are in1)1,

thus present in all cells from bit, The heritability of ¢

usually affected by complex ; i
and the host's gengme. PIe% Mieractions betwiegy c
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6. Heredity : .. There asp - ;
are sporadic, 1here 2 nuy
orms of cancer ar¢ sporacs o j @)
rwgénl;l (vfywn due 10 4 dc{cc{ los gcr'lc e tumor SUPPYCSSOI‘ £géne
ttl(x)mc:j?cfrc);’m;tion. Famous examples are: i x
colorectal cancer (HNPCC, algg CELLS PROLIFER A1

o Hereditary nonpolyposis ¢
as Lynch syndrome) can 1
uterine cancer, gastric cancer,
preponderance of colon polyps. ‘ ' ;-
Retinoblastoma, when occurrjng in young children, ig :;“
hereditary mutation in the retinoblastoma gene 1

nclude familial cases of colg
and ovarian cancer,

Mutatio inactivates
DNA reiair gene -

7. Other causes )
Transplacental transmission of acute leukaemia, lymp

* f
melanoma and carcinoma from mother to fetus ha

Mutation of proto-oncogene
creates an oncogene

observed ] :
Diet :Reduced meat consumption is associated with deg;

risk of colon cancer, and reports that consumption of
associated with areducedrisk of livercancer. Stuc_lies hay,
consumption of grilled meat to an increased risk of s
cancer, colon cancer, breast cancer, and pancreatic can
phenomenon which could be due to the presence of carci
such as benzopyrene in foods cooked at high temperature ‘

-

Mutation inactivates
. .Several more
tumor suppressor genes

Stimuli: Achieved from above said causes
Cell proliferation: Uncontrolled un coordinated cell diyi

replication :
Angiogenesis: New vascular tree grows for the mass and sy
oxygen and nutrition for neoplastic cells. F
Growth: The continuous cell proliferation leads to mass orll
formation which is also called as tumors. :
Spread (metastasis): both Benign and malignant forms of tumors
grow in the stroma among them malignant tumors spread

distant new area and produce new mags. > & tumor that Jacks all thr

. . cer., inition

Growth : The new mass called secondary tumour in the 1€} Thus, by definition . , imited, Aggressive manne
place derived from primary tumor aftey metastasis make aT ehign tumor does not grow in an unlmitec,

beginning in another mass formation dye to cellular proliferatio®

~ CANCER

assification of Neoplasia

Benign Tumor o TN ,
The term benign implies a mild and nonprogressive disease,

lindeed, many kinds of benign tumors are harmless to the health.
' ee of the malignant properties of a

Does not invade surrounding tissues,

v
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| o . t ”nonal syndromes resultip fr
e “henion tumors include Ho g om hormyg

Common examples of benig! , {umor: . , DEs secreted by the
A Obstruction,

or, some neoplasing whichare dclu}eda )
ey I k (he invasive propertics of a ¢

sroduce negative health eftects. Examples of this

prod Qi

and uterine fibroids. ’
compression of blood vessels or yiyai olgans

;, Malignant tumors (cancers) usually named usj
whichproduee:s THEC gl (cmnpmwon (.)t ieS carcinoma, -smco_ma or -blastoma g 5 suffix, med using-
Nl‘l:d }\.CSSCISL S e Ctill:l_lll ‘11.0‘1 :l}one Sy thy, Cancers tu_'e ‘Cl_aSslﬁed_ by the type of cell that resembles th
adenomas, adrenocortical adenomis. pituitary adenompgg hmor and. ‘the‘_et(l)le’l the tissue presumed (o pe the origin of thg .

Benign tumors (ypically e encapsulated, which nhipis S mor- Tl'leaa are the }lStology and the location, respectively.
e bekave o n izt PO lee[h&l.es : Carcinoma: Malignant tumors derjveq from epithelial cells.
of bcn]isn rumors have the potential to become mallgn This grou? represents the most common cancers, including the
s common forms of breast, prostate, lung and colon cancer.

types. such as teratoma, are notorious for this.
Sarcoma: Malignant tumors derived from connective tissue
Y

or mesenchymal cells.

pl

because they 1a¢

Benign neoplasms are typically compgsed of cells Whichy
a strong resemblance to a normal cell type 1n their o
p Lymphoma and leukemia: Malignancies derived from
hematopoietic (blood-forming) cells
Germ cell tumor: Tumors derived from totipotent cells. In adults
most often found in the testicle and ovary in fetuses, babies,
and young children most often found on the body midline,
particularly at the'tip of the tailbone; in horses most often found
at the poll (base of the skull). ‘
Blastic tumor or blastoma: A tumor (usually malignant) which
resembles an immature or embryonic tissue. Many of these
tumeors are most common in children.

These tumors are named for the cell or tissue
thev orieinate, followed by the suftix "-oma" (but not-
sarcoma, or -blastoma, which are generally cancers).
lipoma is a common benign tumor of fat cells (lipocy
chondroma is a benign tumor of cartilage-formij
(chondrocytes). 2

Adenomas are benign tumors of gland-forming cel
usually specitied further by their cell or organ of origin,
adenoma (2 benign tumor of hepatocytes, or liver cell:

There are a few cancers with 'benign-sounding' naj
have been retained for historical reasons, including melan
cancer of pigmented skin cells, or melanocytes) and seminomt@\etastqsis
cancer of n i S
Signs and lsai:;l:;?:: f)t;‘vl::;ilij.'rumor Itis displacement., is the spread of a disease from one organ ;)r
e Benien tl.lmore v be 1 ’a : 4 Part to another non-adjacent organ or part. It h'ad be.en previously

Denis S.may be asymptomatic or may ca lought that only malignant tumor cells and infections have the

Symptoms depending on their anatomic location and ti apacity ¢ ?

Symptoms or pathological effects of some benign tul ¥ 10 metastasize. \ .

include: : Cancer cells can break away, leak, or spill from a primary tumor,
* Bleeding or occult blood Joss causing anemia enter lymphatic and blood vessels, cu’cu_late through the
*  Pressure causing pain o dysfuncﬁonc bloodstream, and be deposited within qprmaltm;;c iltsewhe;r: ;3
o Cosmetic changes, Itching thebody. Metastasisis hallmark of malignancy. Most tumor
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tastasize, although in : d Symptoms: Th 5
Jasms can me . ' . ons AN y ey Depeng :
other neop dbasalcell carcinomararely m as luglﬂor i “1d.on the Locatjon of the
L ocal symptoms: unusual lumps o, swelling, hemorh
ros s IT) age, paxn

(e-g'r glioma an

When tumor cells metastasize, the new tum
en

. ; ‘ar tion. Compression o
¢ tumor, and its cellsare] nd/or ulcera pression of o0 11
t1 s a l-l{roundmg tissues may cause

ptoms such as jaundice, '

r metasta : o
sef:","‘ilaz;or_ For example, that, if breast cancer sym
othe ndary toor  mado Up og gymptoms of metastasis (spreaing). enlarged lymph nodes

cough, hemoptysis, hepatomegaly, pope ain, f

affected bones, neurological symptoms, Sev; pzin A
Systemic symptom_s: Wt loss, poor appetite, fatigu;a cachexi
night sweats, anemia and specific paraneoplastic phenom N
i.e. specific condltions that are due to an active cancer ;ﬂa:
thrombosis or hormonal changes, R SEaa

to the lungs, the S€CO
cells, not of abnorma
called metastatic breast cancer,

1 lung cells. The tumor in-
not lung cancer.

Blood stream

Lymphatic drainage
Both Common sites and symptoms of Cancer metastasis
Direct spread i Bra(iinh : e
o L 2 ] S i
Cancer cells may spread to lymph nodes (regional lymph gﬁr :S e '
near the primary tumor. Tl'liS is ca'lllledl 1}9@ l | ' Jortigo -
positive nodes, or reglonal. dlsease..( .Posmvg no Resplrator§ii s
that would be used by medical specialists to despn Cough
condition, meaning that the patient's lymph no Hemopcysis
- primary tumor tested positive for malignancy. Dyspnos
ymph nodes

ymohsdenoncmy -
Liver

Localized spread to regional lymph nodes _neaf
tumor is not normally counted as metastasis, althou

sign of worse prognosis. In addition to the abo’ Hopaxoonogsy
metastasis may occur by direct seeding, called transcoelomoforelotal
' ‘ o EPain

spread. This is generally only seen in the perit'on‘e_‘ o1 ple Fixturog

cavities by ovarian tumours and mesotheliomas re sand card
omperssion

Metastatic tumors are very common in the late stages of
The spread of metastases may occur via the blo
Lymphatics or through both routes. The most commo
the metastases to occur are the lungs, liver, brain, bones Th
als'o apropensity for certain tumors to seed in pafticﬂiaf
This was first discussed as the "seed and soil" fheéfy S
:i)rclz;irlrzlliai;(istate Cancer usually metastasizeé' to bongejgm
liver, Stomachr, colon cancer has fendency to metastastz& s -

cancer often metastasizes to the ovaryin wor?

Diagnosis of tumor
¢ Clinical observation,

* Histopathological study or biopsy,

* Fine needle aspiration cytology,

* Radiological investigation through X-ray, CT scan,
[ ] i i

Tumor markers.
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itional disorders qlary exchange. The lymphac . .
A to Nutrltlona . Cﬂpl A = _p atlc Syste ;
7. Introduction o nutrients dos es: fluid recovern}I, immunity, 74 Tipi ér; }S):;Ves‘three major
shiorkor commonly exhibit a redyce i oo CrPtion. Victims

kﬁie system failure, and low lipig absolp??;];tyaltlogt??h‘;eiﬂuidi,
£~ 0L which result

vere undernourishment, Flyq . v
: anfs accomplished by re-absorption f)efcv(;;’;rry o the lymphatic
" mrned to the blood. However, due {4 o Pt{OtemS_Whlch
1 santial pressure gradient can be established to drgwpiflogelns, no
 issue b;;ck into the blood stream. This regyls ok uids from
ids, causing the swelling and distention of the ap, domggolmg of

The low protein intake leads to Some specific signs;

of macr
cder is a disease that rpsults froj
od and nutrients which leads to
nd rickets. Nutriti

A nutritional diso.

i uate inta
gséﬂag: qobesity, kwashiorkor 2
usually result from .Ionc%- o
malnutrition, compulsive diS
nutrients and minerals.

Overnutrition
Metabolic y i Edema of the hands and feet,
Obesiy is caused by consuming tofo many calor_les [ritability, anorexia, ., . , L
the body is performing, causing Desquamative rash, hair discolouration,

Cf::d to diseases such as cardiovasc ;
and diabetes. Obesity is a condition in which the nat
reserve, stored in the fatty tissue of humqns and pther
increased to a point where it is associated with ce
conditions or increased mortality..Acute ‘overcatmg can
symptom of an eating disorder. Goitrogenic foods can ca
by interfering with iodine uptake.

Vitamins and Micronutrients

Vitamin poisoning is the condition of overly high st
of vitamins, which can lead to toxic symptoms. The medicz
of the different conditions are derived from the vitamin inve
excess of vitamin A, for example, is called."hypervitamin

Iron overload disorders are diseases caused by
accumulation of iron in the body. Organs commonly affected:
the liver, heart and endocrine glands in the mouth. :

to the amount of exer

energy balance. It can Large fatty liver.

The typical swollen abdomen is due to two causes: asci
because of hypoalbuminemia (low oncofic o LS
e Fatty Tven. _(loy:v oncotic pressure), and
| Protein should be supplied only for anabol; '

jabolic needs should be satisfied witl)ll carbzgggcr);g fnlggz?tsﬁr.oge
abolism involves the urea cycle, which is locatedin the liver a.n‘%l
 easily overwhelm the capacity of an already damaged organ
e resulting liver failure can be fatal. This means in patienté
fering from kwashiorkor, protein must be introduced back into
dlet_ gradually. Clinical solutions include weaning the affected
h milk products and increasing the intake of proteinaceous
erial to daily recommended amounts. '

rasmus
Marasmus s caused by asevere deficiency of nearly all nutrients,
ccially protein and carbohydrates. It can be distinguished from
F hl?rkor in that kwashiorkor is protein deficiency with adequate
{8y Intake whereas marasmus is inadequate energy intake in all
1S, Including protein. Protein wasting in kwashiorkor may lead
dema. The malnutrition associated with marasmus leads to
'51ve tissue and muscle wasting, as well as variableedema. Other

Oncharacteristicsinclude. Kony
Oty skin, loose skin folds hanging over the buttocks (glutei)
nd armpit (axillae), etc. . £

L fere is also drastic loss of adipose tissue (body fat) from normal
#1¢35 of fat deposits like buttocks and thighs.

Deficiencies
Proteins/fats/carbohydrates

* Protein-energy malnutrition ; ;

Kwashiorlgor : Kwashijorkor is a severe form of mam!’«.ﬁ
gauscd bya flcﬁglcpcy in dictary protein. The extreme lack of I
g ;uiis an osmotic imbalance in the gastro-intestinal system¢a
swelling of the gut diagnosed as an edema o retention of WAL

kwaslfi’c:t;fm? f M_d retention observed in individuals suffering :J
rkor is a direct result of irregularities of the lymphatic ¥ 4
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2 d are often fretful, irritable, and vpr,ae‘ pone tendefn -
o The afflicte = . g atal problems "= W hazs: ' :
ectual disability f intellectual de cle weakness (rickety myopathy) increased tendency for
Intell mptoms © e muS 1y broken bones) i i y
The signs 20¢ % Uieh inteuectuafl tfi:sg{nl_;g fractures d(efasin)l’i . ones), especially greenstick fractures
: oral. MOSLP® ecially if the disabi etal deto : gy
behavior Hlicted with such, G:II’n alnutrition or le T]; Zldlersi Bowed legs (genu varum)
' -1dren: Knock-knees (genu valgum) or "windswept knees”

ared :
they A ental Factors Ut % cribed to people. older chil , :
] deformity (such as skull bossing or delayed

environments a
1 a ear: . . .
S‘."°§ﬁf§ oy pIr)gSent in a minority of cases crani2) 0 osure)
ea : Ile closure
. ntane o
syndroﬂ.ﬂz; - with intellectual dis_ablllty may lq/ v If,(;lvic deformity =15 st ting i e -
Iaw}C(f)l;Ito “’;V ! I later than cher%hldren, or they spinal deformity (such as kyphoscoliosis or lumbar lordosis)
crawl, hildren wi h disturbance - SR -
ter. Both adults and ¢ . Growt O s e s
cla;;l(;irbit some or all of the following chal Hypocalcemia (I level'of calciim in the blood)
o Delays in oral [anguage development Tetany (uncontrolled muscle spasms all over the body)
Craniotabes (softskull). ..~ ;
kety rosary” or "rachitic rosary")

memory skills |
Costochondral swelling (aka "ric

o Deficits in .

. Difficulty learning social rules

o Difficulty with Pmblem solving Skﬂ_ls ; Harrison'S groove Fret £

e Delays in the development of adaptive beha " Double malleoli sign due to metaphyseal hyperplasia

help or self-care s@ls . ' Widening of wrist - - - vcsipaile Ao ,

o Lack of social inhibitors Tetany: Tetany or tetany seizure is a medical sign consisting

Dietary Minerals of the involuntary contraction of muscles, which may be caused

Calcium : by disease or other conditions that increase the action potential
i e o A frequency of muscle cells or the nerves that innervate them.
as 110 SyMpIOTERE) Muscle cramps that are caused by the disease tetanus are not

- due to a blocking of the

Osteoporosis : Osteoporosis itself h
consequence is the increased risk of bone fractur

fractures occur in situations where healthy pe
normally break a bone; they are therefore regarded
fractures. Typical fragility fractures occur in the vert
rib, hip and wrist. ‘ TR

~ Rickets: Rickets is defective mineralization of
epiphyseal closure in immature mammals due to defici

classified as tetany; rather, they are d

inhibition to the neurons that supply muscles.

odine deficiency -~ ‘
Goiter : Goitre is associated with hypothyroidism or _hype.rthyroi-
dism may be present with symptoms of the underlying disorder.
For hyperthyroidism, the most common symptoms are associa-

ted with adrenergic stimulation:

Ilérzlig?:]retd rgetabohsm of vitamip D, phosphorus or ceilcium,,n‘(’i? >
s deﬁ%j gnCaCtll)llrlisl anl(: deformity. The predominant (;E'lu_sgi§'§_; Tachycardia, "'o ‘Palpitations, - ~
¥, but lack of adequate calcium in the diet.O Nervousness, ~ e Tremor, and increased blood pressure.
: d to hypermetabolism,

Clinical manifestations are often relate
ncluding increased metabolism, excessive thyroid hormone, an
fiClease in oxygen consumption, metabolic changes In protein
Metabolism, immunologic stimulation of diffuse goiter, and ocular

hangeg (exophthalmos). Hypqthyroid individuals have
SR.N, et

Xi:ﬁ;i d}ilqtrrhea' and vomiting may be the cause of th
ghitcanoccurinadults, the majority of cases 0ce

:tuafrf:;ﬁ)g f(rion? severe malnutrition, usually resulting from
nduring the early stages of childhood. -

Si e
1gns and symptoms of rickets include: 5 :
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Weight gain despite POOr appetite,
ol 1= o

i e
e Cold intolerance, .
o Constipation and lethargy
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.ssed menstrual cycle o :
KoilonyChla (spoort STEpes 0ails) or nails that are weak or brittle

Zillc May exhlblt Wlth phySICal and mental Growth retardation

i eficiency L i
Selenium Dd'sease . Keshan disea.se isac o "VITAMINS"
pfgfyhf;us;d bya combination of ffh(e::tar)’vd‘;‘(f,‘ 7 i amine (Vitamin B1)
myo, ain of Coxsackie L o5 :
and the presencelof a nllll'llt?itrii S;rnd omonie Beriberi : Sym.ptcc)ims of beriberi 1nc!ude weight loss, emotional
the disease afflicts Cf"lure and pulmonary ed distufbances’ 1mpa_1r§ set:?n‘sory petception, weakness and pain in
characterized by B s;ci:llenium reduced this affli ¢ limbs; and periods of irregular heart rate. Edema(swelling of

supplementation with

Iron Deficiency L ki
Tron deficiency anemia: Iron-deficiency ane

terized by the sign of pallor (reduced oxyhemoglol

mucous memibranes), and the symptoms of fatigue, lig

and weakness. None of the symptoms (or any t

are sensitive or specific. Pallor of mucous 'membr, "

the conjunctiva) in children indicates anemia with:

to the actual disease, it
Because iron deficiency tends to develop sloy

occurs and the disease often goes unrecognized for s

years; patients often adapt to the systemic effect

causes. In severe cases, dyspnea (trouble breathin

Uriusual obsessive food cravings, known as pica, 1

Other features are o A

Anxiety, Irritability or a low feeling

Angina

Constipation

Sleepiness/Hypersomnia

Tinnitus

Mouth ulcers

Palpitations

Hair loss

Fainting or feeling faint

Depression

Breathlessness

Twitching muscleg

Pale yellow skin

Tingling,

n burtin '
umbness, or burning sensations

dily S AT
Zﬁid and pyruvic acid within the blood. In advanced cases, the disease
2y cause high output cardiac failure and death. Symptoms may

occu §his v s i O]
marily neurological thiamine-deficiency related condition.

* Vasodilation leadingy to decreased s

* Hoarseness, \a}he'rc the child m

|y tissues) is common. It may increase the amount of lactic

¢ concurrently with those of Wernicke's encephalopathy, a

Beriberi is divided into three historical classifications:
1. Dry beriberi specially affects peripheral nervous system:
Difficulty in walking ; _
Tingling or loss of sensation (numbness) in hands and feet

Loss of tendon reflexes

Loss of muscle function or paralysis of the lower legs
Mental confusion/speech difficulties

Pain 2

Involuntary eye movements (nystagmus)

Vomiting. bl

2. Wet beriberi specially affects the cardiovascular system and

other bodily systems :

Increased heart rate

ystemic vascular resistance,
and high output cardiac failure, Elevated jugular venous
pressure, Dyspnea (shortness of breath) on exertion.

* Paroxysmal nocturnal dyspnea
* Peripheral oedemia (swelling of lower legs)

3. Infantile beriberi affects also the children of malnourished mothe'rs.
‘ akes moves to mourn but emits

: ralysis.
1o sound or just faint moans, caused by nerve pa }t,he -y
*  Weight Ioéé, becoming thinner and then marasmic as
Progresses.
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. D

. iarrhed
Yomiting, Dia Onvulsions were ob.

8. Introduction to Infee; .

served in the te; d;
’ ] jous disease or i e s
infectiou communicable disease is caused by

°
Occasionally & :
: pale skin : ; - ogical agent 31.1;:1—1(13 zillslvg}s’ivlqm, bacteria, fungus or parasites.
o Bdoma, ILIMPE o ascular system, especiall | foctious d;seas;l ik aﬁn of 2 host organism by a foreign
o Alterations of the cart : ] Jicators generally often c ed as microbes that are invisible to
(rapid heart rate)- : eafl)ce J eye. An Organism that a microbe infecs i known as host for
Niacin (Vitamin B3) P microbe. In the humans host a microbe cause disease by either

e especting @ yi'tal body process or stimulating the immune system

!.' ount 2 defensive reaction. An Immune response against pathogen
an include increased ff{Vef} {nﬂ§mmatory reaction and other
1 maging symPtoms. An mf.ectlon is the detrimental colonization
L 2 host organism by a foreign species. The infectious agents are
irus, Bacteria, Fungus. v

. i
Diarrhea, dermatiis, :
. hensive list of symptoms 1n.cludcs
High sensitivity t0 sunlight
Aggression .

matitis, alopecia (hair ‘ ing
]S?r‘:xooth, beefy red glossitis (tongue 1nf1am_1rnaﬁ0
Red skin lesions

r loss), edema (swelling)

Virus

Insomnia ey 2 o ]
Weakness Virusus are strict paras;tes of other living cells, not only of
Mental confusion iammalian and plant cells, but also of simple unicellular organism,

iicluding bacteria: Viruses are simple forms of replicating,
iologically active particles that carry genetic information in either
DNA or RNA molecules, butneverin both. Most mature viruses have
2 protein coat over their nuclic acid and sometimes a lipid surface
membranes derived from the cell they infect. Because viruses lack
he protein synthesizing enzymes and structural apparatus necessary
for their own replication, they bear essentially no resemblance to a
eeukaryotic or prokaryotic cell. Virusreplicate by using their own
genes to direct the metabolic activities of the cell they infect to bring
gbout synthesis and reassembly of their component parts. Viruses are
gpproximately 100-1000fold smaller than cell they infect. They are
gpproximately 20nm - 300nmin diameter. They contain protein shell
alled capsid with lipid membrane or envelop which is usually
icquired from cytoplasmic membrane of infected cell. Protein or
Blycoprotein structure called spikes protrude from surface 09f virus
Particles, Te protein shell forming capsid assumes cylindrical or
telical shape, They protect nuclicacid genome fromdamage, helpin
Process of entry into the cell, and also package enzymes essential for
Nfection process, Pox virus, hepatitis virus, etpes Virus, retro virus,
| "0 Virus are examples for virus.

Ataxia (lack of coordination), paralysis of extremities, p
neuritis (nerve damage) i ;
e Diarrhea
o Dilated cardiomyopathy (enlarged, weakened I
o Eventually dementia
Vitamin C L
Scurvy: Early symptoms are malaise and lethar
months, patients develop shortness of breath and bone p:
may occur because of reduced carnitine production. Other sy
include skin changes with roughness, easy bruising and
gum disease, loosening of teeth, poor wound healing,
changes. Dry mouth and dry eyes similar to ijgrén's 'synd
occur. In the late stages, jaundice, generalized edema, oligurid
neuropathy, fever, convulsions, and eventual death are freque
Vitamin D ( (i

® Osteoporosis

® Rickets
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3 Basic pyy, s P
ne science defined by Smaul‘lesig'f e ' 23
| ention of mlc:ﬁ)sg)peS, Whlch_ alloweg aee Possxple py the
’, ctures 10O sn}l l' ne can l_mo e micmsgovl.su%h.zatlon of
e Cyc]ey morpho 'ong Chemlcalf’ch‘aracte pic 11V1ng fOITIlS
' formation. The science of megs,, IS an,

. other releyant

., . ok Microh;

,pioneering studies of pasture and Ko ’Wll:(l:ﬁog‘ dates back' to

Lents and proven that they coyiq €a5e diseqgs a;Iis‘sr?tlratgd specific

Lperimental method. The'"SCIentists Studied ¢p, ey 3
gsi ology am'i genetics gf microbes jy, detai] anq e

L estions relating to the linkg betwee 5

N SPecific i oD O answer
4 disease . These gradually €xtended fmm%ucrob

teria ; 8
e They are smallest living cells of 0.1-10 micrometas
cytoplsmic membrane surrounded by 211].0;11 wa
interwoven polymer called pc‘:pndoglycan‘w ic mak‘
rigid. The simple prokaryotic cell plan includes ng
lysosomes, endoplasmic reticulum, or other org
cytoplasm contains only ribosomes and a single, dou
DNA chromosome. Bacteria have no nucleu.s, but
elements of nucleic acids and protlem synllht;sll}s‘ are

itional requirement vary greatly, most of them 4 .
E]rlil;;tmetabol?c factories divide by binary fission, T acteﬁl:il gimpemes
ngal, Parasitic and finally Virg) infections, sease to
ome characteristic featureg )
Some mMICIO Organismg

ounds that contribyte e e !

T:cnlzlihis ability. R R n of living things that
Some like oceanic algae ¢
producing oxygen through photosynthesis,
| Micro organisms have astounding range of metabolic anqd energy
yielding abilities. :

Some can exist under conditig
for example, some bacteria

Vibrio, coccus, bacilli, spiral are varietieg of |
Tubercular bacilli, lepromatus bacilli, streptococey
examples of bacteria.

Fungi

f Microbeg

They exist either in yeast or mold forms. The sm all
are similar to the size of bacteria but most are larger.
from 2-20 micrometer. They multiply by budding,
tubular extensions called hyphae which when linked to
branched network form a fuzzy struc
Fungi are eukaryotic and both yeasts

the atmosphere by

ture as seen on neg

ns that are lethal to other forms
and molds have , T Torms

can oxidize inorganic compounds

Some microbial species hav
with higher forms of life.

The major classes of micro organisms in terms of ascending
ze and complexity are viruses, bacteria, fungi an.d paras1tes.
arasites exists as single or multi cellular structures with the same
Ukaryotic ce]l plan of our own cell. Fungi are also eukaryotic, but
S 1igid external walls that make them seem more like plants than
Nimals. Bacterja also has cell wall but their cell plan is prokaryotic

dlacks the organelles of eukaryotic cells. Virus have a genomt;
Nd some Structural elements, but must take' over the macll}mfry o
Nother living cell (prokaryotic or eukaryotic ce}l) to replicate.
Iruseg; sl ]

(S adapted to Symbiotic relationship

. 9-Introduction ang Classification of
Mlcroorganisms such as Virus-Bacteria-Fun:

MicmbiOIOgy is the branch of science that deals witk
organi

Viruses are strict intracellular parasites of other living cells,
Sms or those which are not visible to naked eye. Microl .

Ptonly of mammalian and plant cells, but also of single unicellular
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. cJuding bacterid s larihs PAPER.T -
organisms lr;,iologically active Paftllca lses; t? Part R
. & , u ;/ L -
.repncatt{g;‘]% in either DNA of RNA m(; g(\:/er th S S Ry
informatl yiruses have 2 protein coat overt " s
Most maturé Jinid surface membrane derlv?.d fro ~Chapter-4
sometimes a 1P o]l with infected viral partical, e i
NIDANA PANCHAKA VIGYANA

ti}?ciics;n/;ssf)nfgﬁrzl particles. With many viruses
infections of other cel ru:
BaCt’(Ie’ll;l:y are microbes of size 0.1 to 10 micro mej
They have cytoplasmic membrane surr.oupded,by Il
Uniq)llle interwoven polymer called pept'ldoglycg
rigid. The simple prokaryotic cell plan mcludes,jnv
Iysoéomes, endoplasmic reticulum or other,o;‘gl
cytoplasm contains only ribosomes and gmgle and.do

Bacteria have no nucleus;:

DNA chromosomes. . .
elements of nucleic acid and protein synthesis are

divided by binary fission and can be grown in artifici
Fungi 7

Fungi existin either yeast or mold forms. The small
are similar in size to bacteria, but most are larger 2-12;
They multiply by budding. Molds form tubular extensior
hyphae. When linked together in a branched network, th
fuzzy structure. They are eukaryotic, both yeast and mol
external rigid cell wall composed of their own uniq
called as glucan, mannan and chitin. Their genome may existi
diploid or haploid state and replicate by meiosis or simple
Most fungi are free living and widely distributed in
Generally, fungigrow more slowly than bacteria, alth
growth rates sometimes overlap. oy
Parasites :
Parasites are the most diverse of all micro organis;
range from unicellular amoebas of 10 to 12 micrometet
gg}l(‘:llyagtipz worms of 1 meter long. The individual cell pl
. have their (;wn Orrgamsms such as worms are highly different
larval gan system. Most worms have microscopicee
. stage, and part of their [ife cycle may involve
vertebrae and invertebrate hogt Most parasi y free liv:
some dependent on combinaior.  parasites are free {
host for thejr survival fonofanimal, arthropod or cft

[ 1. Difference between Roga and Rogi Pariksha
. T AT (STERTTrs) 4455

The thoroughknowieglg\e gained from pramaanas through
L xamination and investigation of disease and the patient is called
; pareCkSha A L ‘,' ; g ] ; .

| e, fe U AR e (T ¢)

A physician must have knowledge, good skill about examina-
ion of patient and analyzing the disease for proper diagnosis. Then
only he can treat the disease properly. -

y et (3., R0) <

The first and foremost step is to examine the patient and study
ihe disease form in the patient, diagnose the disease and then start
ihe treatment on the basis of pareeksha. -
U AEE g (1.1)

Vyadhi is ideﬁtiﬁed by its clinical f_eatur'es expressed'in the
patient. A physician having complete knowledge must examine the

patient before treatment, - e
o AR TTRRTOTY g SRR A: | (Y 29)

A physician is called as a royal physician he who knows the
tiol logy of a disease and its

fespective treatment. :
iRt o Ryt T e e | (3 £/R3%)
Parecksha helps us to gain pratipatti jnaana. In Atz]iu(rlrlfg:niof
Particular disease they have mentioned g)gmcular ultp; s tha{v
jakshana or presenting features. Thus gaining kﬂo"f’te C sg B e
and planning for treatment according to it 1



