View metadata, citation and similar papers at core.ac.uk brought to you by X{'CORE

provided by ePrints@ TNMGRM (Tamil Nadu Dr. M.G.R. Medical University)

A STUDY ON

AZHAL KEEL VAYU

Dissertation Submitted To
THE TAMIL NADU DR.M.G.R Medical University
Chennai - 32
For the Partial fulfillment for The Award of Degree of
DOCTOR OF MEDICINE (SIDDHA)

(Branch - 111, SIRAPPU MARUTHUVAM)

DEPARTMENT OF SIRAPPU MARUTHUVAM
Government Siddha Medical College
Palayamkottai — 627 002

September - 2008


https://core.ac.uk/display/235666324?utm_source=pdf&utm_medium=banner&utm_campaign=pdf-decoration-v1

ACKNOWLEDGEMENT

First of all the author take this opportunity to express my gratitude to the
Vice-chancellor, The Tamil Nadu Dr. M.G.R. Medical University, Chennai and
The Commissioner, the Commissionarate of Indian Medicine and

Homeopathy, Chennai who flagged my dissertation with cheer.

The author would also like to thank Dr. Thinakaran M.D.(S),
Principal, Dr. Devarajan M.D(S), Palayamkottai for giving me permission
for my dissertation and to make use of the facilities available in this institution

to bring out the dissertation a successful one.

The author owe her special gratitude to Dr. K. SomasekaranB.Sc,
B.I.M, M.D.(S), Head of the Department, Post graduate Department of
Sirappu Maruthuvam Branch who stands like a pillar behind all my efforts
with very pleasure. The author hereby vote her hearty thanks for his obvious

directions in all aspects for completion of this work.

The author sincerely expressed her whole hearted thanks to
Dr.K. Saibudeen M.D(S), Assistant Lecturer Post graduate Department of
Sirappu Maruthuvam Branch for their valuable guidance and encouragement

in this work.



The author extremely thankful to Dr. S. Ramaguru B.Sc.,
M.S.(Ortho), D. Ortho., part-time Professor of Orthopedics, Government

Siddha Medical College for his valuable guidance in this study.

The author express her deep sense of gratitude to Dr. S. Bagirathi
MBBS., Medical Officer, Post Graduate Clinical laboratory, Government
Siddha Medical College, palayamkottai for rendering her, suggestion and

advices whenever needed.

The author wish to pay my sincere thanks to Mr. Kalaivanan, Head of
the Department of Pharmaccology and Mrs. Nagaprema M.Sc., M.Phil,
Head of the Department of Biochemistry, Government Siddha Medical

College,Palayamkottai.

The author her sincere thanks to Dr. Padma M.B.B.S., DMRD., Department

of Radiology, Government Siddha Medical College, Palayamkottai.

The author wish to thank the technical experts of PG Clinical laboratory,
Radiology, Pharmacology and Biochemistry Departments for their active

involvement and cooperation.



The author express her gratitude to our librarian, Mrs. Poongodi M.A.,
B.LIB., Government Siddha Medical College, for for fetching books for

reference whenever required.

The author lastly but not leastly acknowledged the timely help rendered
by Broad Band Net Café, Palayamkottai for bringing this dissertation work in

a colourful manner.

The author have to thank all her colleagues and friends for assisting and

helping one in many ways.

Concludingly if, the author d’nt tell her thanks to her parents, this work

is not fulfilled, for this success of this work.



INTRODUCTION

Medical science was born since the day man was born. Through his
experience, he had learnt about mysteries of his own body, the interrelationship
between his body and mind. Then he thought about what would keep his body
and mind fit. Now-a-days medical science is tremendously expanding with the
advancement of time.

Every ancient civilization has its own system of Medicine during their
culture. In our country, the Indian system of medicine consists of Siddha and
Ayurvedha. Siddha belongs to South India especially Tamilnadu. Siddha
system of Medicine was gifted by Siddhars, the people with tremendous
supernatural powers.

The basic principles of this system are Ninety Six Thathuvams. Of these
the “Panchabootha” and “tridosha” theories are most important. Diseases are
diagnosed on the basis of the trodosha theory and by Naadi.

According to this theory, the physiological function of human body is
regulated by the three vital humours namely Vatham, Pitham and Kabam.
Derangement of these three doshas causes the disease as stated by
Thiruvalluvar.

“OHDO GHMYPUIBD Craw )EWWd gNBeuan
VN (YPGEVA ETETTETL eesTm).”

Siddhars are not only scientists, they are also social reformers,

physicians and chemists. They heal, cure and solve the human problems by

their “Supernatural power” called “Siddhi”. One who attained Siddhi is called



“Siddhar”. Intellectual and spiritual faculties combined with devine (dwine)
aspects.

The mind, soul and the body have to have the absolute co-ordination for
keeping the health intact. Mental health is necessary for physical well being.

That’s why the popular Tamil saint Agathiyar says,
“0eTTWgG) HIFDENVWAETAY VHSIEH 6)6058CeVesITC &
VTG 6)FDENVUIFETAE) VAU D_UITSHSBELEBTTTL (7
VTG 6)FDLENVWAETIE BITHW GM&sBeVeTrL

VETLG) H)EDLENWVWAETIE WHEFEH 6)FDMLWICW”

The Siddha system of medicine is not only curative and also possess
Preventive, rehabilitation and rejenuvation aspects of its own kind, than other
systems of Medicine in World. That is the speciality of our Sirappu
Maruthuvam Department. In this, we are studying especially preventive,
rehabitative and rejenuvative procedures along with Varmam, Enbumurivu,
Thokkanam, Thol noigal etc.,.

SIRAPPU MARUTHUVAM
Sirappu Maruthuvam is a special branch of siddha medicine that deals
with the study of
1. Yoga and kayakalpam
2. Rejenuvation therapy
3. Muppu
4. Varmam, Thokkanam and Enbu murivu

5. Kirigai.



Yoga and Kayakalpam
Yoga means union of the individual soul (Jeevatma) and the supreme
soul (paramatma). The eight types of yoga are quoted in Thirumanthiram as
follows
“Quww GWOSL eTeTeRNVT _ )G 6D
oWEYH Vgaesa WaLd B'§HSHWA&STTD
WG 5a06meT SWaeTd SO

SWYPNDO ACLAMS BA6VG) LAGL”

- Slaepeir kS
1. lyama 5. Prathyakara
2. Niyama 6. Dharana
3. Asanas 7. Thiyana
4. Pranayama 8. Samadhi.
Thokkanam

Thokkanam a kind of treatment, as a massage like, applied to the
patient with medicated oil or without oil applying only by trained massager.
Thokkanam or physio therapy basically used in all vatha diseases and also in
pitha and kapha diseases. It eliminates the toxic wastes if accumulated in the
body. It nourishes and normalizes the muscles, blood and the skin in a normal
physiological condition. Every siddha people is very proud of this procedure

by appreciated progress.



Kirigal

Azhal humour may predominate it plays a major role for psychiatric
development by affecting the other kutram viz vatha and kapha.
Kaya kalpha (Rejenuvating therapy or Panacea)

The Siddhars developed a discipline for all the human beings called
kaya kalpa designed for longevity as well as get rid of diseases. The kaya
kalpa drugs are said to prevent not only degenerated condition but also
rejenuvate individual’s normal healthy life. If it is to be practiced day to day,
disease never occurs.

Muppu
@Oy )18CH SHLYETH ANWSAITSHG,
6TOBLAGD SA6VETT 6TWEIT ”
-  Gmemmuwir

Muppu is an important medicine in siddha system of medicine. It is an
universal solvent which represents via water, air and fire. It is useful for
rejenuvation.

Fracture

It is possible to treat anytype of bone fracture followed by injury or
trauma or pathological changes. By applying medicated oils like vasavennai
the nerve can be activated in order to avoid the fracture complication of the
atrophy or dysfunction of nerve if left untreated.

Yoga
Yoga is one of India’s wonderful gifts by our ancient yogis to mankind.

One of its valuable qualities is that it builds up a store of physical health and
4



mental health through the practice of a system of exercises called asanas which
keep the body cleansed and fit. Yoga believes that exercise is essential for
speedy removal of toxins & for keeping blood circulation and all internal
processes functioning smoothly.

Having dealt with the physicalside of life, yoga turns to the mental.
Here different breathing exercises or techniques quieten the mind & brain,
offering inner peace and an ability to face upheavals and deal with problems.

Uniting both these aspects is the philosophy of yoga which has stood the
test of time, bidding humanity to review its thinking and its conduct, and to
turn away from violence, dishonesty and greed — a review of life much needed
in the present day.

Yoga therefore has a role both in everyday practical life, and in the more
thoughtful, idealistic scheme of things. Its value needs to be experienced and
savoured.

The word yoga comes from the Sanskrit root “yuj” meaning to join or
yoke, implying the integration (or joining) of every aspect of a human being
from the inner most to the external. Another frequently used definition of yoga
is that of union of individual spirit with the universal, since that is its highest
aim. A whole doctrine attaches to the postural and breathing aspects of yoga.
The parallel western concept of ‘mens sana in corpore sano’ —a healthy body in
a healthy mind — has always been recognized and is finding increasing

emphasis today.



According to Patanjali, yoga consists of eight limbs, which are all

equally important and are related as parts of a whole. They are as follows.

1. Five universalcommandments (lyama) : aimed at creating a
‘better’ world; not harming anyone or anything; truthfulness; non-
stealing; leading a godly, chaste life and being non-grasping.

2. Five personal disciplines (Niyama) : cleanliness, contentendness,
self-discipline, self sgtudy and study of the scriptures and dedication
to God.

3. Practice of postures (Asana) : devoted and conscientious practice
of the various types of posture.

4. Practice of breath control (Pranayama) : pratising breathing
techniques with care and discrimination.

5. Detachment from worldly activities (Pratyahara) : Developing a
non-attached attitude of body and mind.

6. Concentration (Dharana) : Being able to hold on to a subject
mentally.

7. Meditation (Dhyana) : developing a quiet meditative state.

8. Transconciousness a state of bl.iss (Samadhi) :

Reaching a state of absorption in a subject or in the Divine.



AIM AND OBJECTIVES

The disease “Azhal Keel VVayu” is a major ailment of the elderly. This

produces pain and discomfort to the patients. The purpose of author’s work is

to elucidate a good medicine from ancient Siddha literatures and to create hope

and faith in their treatment. Their being a preliminary endeavour by the author,

as if it would be a helping hand to the sufferers. With this view this

dissertation subject was undertaken.

1.

2.

To prove the efficacy of our Siddha Medicine to the world.

To study the clinical cause of the disease “Azhal Keel Vayu”
with keen observation on the Aetiology, Pathology, Diagnosis,
Prognosis, Complications and the Treatment by making use of
Siddha aspect.

To expose the unique diagnostic methods mentioned by Siddhars,
to know the disease “Azhal Keel Vayu” alters the normal
condition under the topic Mukkutram, Poripulangal, Ezhu Udal
Kattukkal and Envagai thervugal.

To know the extent of correlation of Aetiology, Classification,
Signs and Symptoms of Azhal Keel Vayu in Siddha aspect with
Osteo arthritis in Modern medicine.

To have an idea about the incidence of the disease with age, sex,
socio-economic status and climatic conditions.

To have a detailed clinical investigations.



10.

To have a clinical trial on Azhal Keel Vayu tha author has given
the drug named Keelvathathuku Choornam as internal
medicine and Keelvathathuku thylam as external medicine.

To evaluate the Bio-chemical and Pharmacological effects of trial
medicine.

To use modern parameters to confirm the diagnosis and prognosis
of the disease.

To insist Thokkanam (Massage) and Asanas along with

medicines to achieve the good results.



SIDDHA LITERATURE

"5 qetarGs e D
OerC g4 epenen@s JlesirCd
S Yb VesrC o 66aTCM
ANHG) a6 LATSHEGD BLAGS”
- &LlL eefl @pmeord
wefls 2 LbGueTug L Sdlaemrw  SmSSLmEL. @5
TUEh&LD LEhe LLSBISETTET6TS).
J|6me
1. wewer (Solid)
2. i (Fluid)
3. & (Radiance)
4. euafl (Air)
5. gpsmuih (Ether)
weflSamemLw 2 L Hen miseT, 2 L @umidum, Crmis STreumser,
o_6uTe), L(FhHSISHET Sl JMETSHZID LEhE LSBISATTH Y SHSIULL G
wefls oL bing B, aef, & oéw 3 ysEsERD WSEW
SLSTILTGLD. @lemauG (PSGSHMLD 6TaoTyl euPEISILGSNG.
suafl - @IL_&emev + Q|LITeuT6T

Sjyeo- Lisemeo + Lymeoreor

Wb - & 6M6UT + SFLOITGUT6OT
)



S|eueTLLD, LleweTL LD @)FemTemLwild @lemsmriLg) (p&GSDmLTESL0. @)siGe
Jewi_gems &ors CQsweuL maussldng. @Fs WsSnHm Hmeuserflsn

Lrmmid U@ Ceuemerulled 2 L 66 @GS Temr wrmmEiGeTTl Geuafliu(bLd.

“OH0 GHYWIHO CrrWesWud gNGeuna
6uel) (YPGEVN 6TEsTeINW ePesTM)”
- S@ses

Qaer @B 2 eore| sarTFsMTGHe YmGmaser G mniubhdng. eme

1. @eufliy (Sweet)
2. yefliy (Sour)

3. 2.0 (Salt)

4. emsLiy (Bitter)
5. smriy (Pungent)

6. geuriy (Astringent)

@@ Larisaflar GCar&smat semaum@L.

1. @eofliy - LoGuoT + [6iT

2. yefliy - LoGuoT + &

3. 2.0y - 5T + &

4. msly - STHD + QY STuLD
B. &mriy - sSThn + &

6. gleuriy - LO6TOT + SMTMm)

10



seve, (PSHGSMHOL, PLSES Qe cpanid &5 wESgasdlar
g lILEDL G S55SIUBISETIT(GLD.

suafl, 9|ped, sowid @lemeu esTmId 1, ¥, Y4 eTeoTm LTSSleny Ierallsd
Queurs  eupmslILGSInG. @emeouseflor  wrHMGL  GEm

SD|(GETTEISETT (SLD.

“WEMSW VAGHD BASHEHMG VAT S
SVMEW 0556 gearateueang urd
SPMGH SUHSTBFTLMEHCUW STC6MG.6V
Opmdw Feundg Ve6)saay) BsvensuBu”

- (GEUUTEUTSLLD

11



J|Lp6d 560 6uMLY

fes LHSHUSS0 eemiug s  euafl  Crmiser  umdl
G UL (D6TeTG). D|LPp6d SH60 6UTU| 6TEITLIGI, S5606uTW| 6Te0Tm GHemevlillesT &ip
S mlUlL USG cUmSSEhHeT eeurm). seoeumu ererLigl el (hisaflsd eymu@ILd

Crmisemer GDILILST(GLD.

Goum) QuuiTsaf:
shgiousl, epl(Bleusll, GCus@Gmo, YL&E T, YIS, &bl

TS, GHmasL (), shdles fCaanin Crrah, aumgd@me, sumuyGCrmsL.

Syewr GLWITS6T:
Gmm smyeuoTLD - G (& mev
Y&EOD Elewe mmum@ - TS (& 6M60
ahdles FCaagw Crrsid
&hgl eUTSLD
@ s5ma Gamemi® - e 6uedl
&hgl 6uedl
QY0 QUTGLD
Sl GerrmigensT Glmeust(h - SmEL ([
PL&GTSLD
Crmi @uisd:
geosur| eTeuTemId euefl Crmumenrg) eued, aissd, G560, eyl (Heemer
Smsss S, aloniyssaimn, &b, ufuiatmn, Gsmms g

SD(GEWTEISE06T 2 6L LIS (GLD.

12



CEmul M S S6T:
1. euafl &6v aumruy
2. Iped 60 eumw
3. sw &6 eumw
4. euefl 9jped &6 sumuy
5. Iipsd euerfl &6d sumuy
6. suafl squi &6d sumuy
7. Sped g &6 ey
8. sow euafl &6d sumyy
9. sw 9Lpsd &6d eumwy

10. (P& GSDM &6d aumw]

GCrmil eu(md suifl
o TR, UPSSAPSSEISET, SHNIUD  GYblomn g slusme

YEGEDmSle0 rour® sHubisEs Crremw 2 e ré@Sng.
&nnIiym GLpblemev:

"G VTG STVELEGHN BIeVETEsT6Y

oGSy AP SHEL VAGD

3TV LABWA(DH HTT5HS)MS 5 6BT686V

SILGEL VHY VAGMIGET G6TesTeY

GunsGey sB58eTy STVLAEGD”

- wdl Sligmoemil
suefl Grmumsrg guefl s srisdms wrsmisafls 9 Sswres
SrevoTLIL(HILD.

13



“0EIVEMEHL V&S MEVEGD LAFDES SAUYD
wgBeuel ePy e HF PHMO - 58606
UHMO 50WEGD WFWYDGD VFRLIKSTS
&Y 6694 Gaderger Gyag)”
- 55 LEHSHAUTEIS S([HSSLD
WaGaellh srsdle, @fw Qalusdlear srrewore  GLEHLD
sumflurs B g ellwrssiul @ yblulls am & floawn. 9g56uTsd muog

2 L 60led euml &l g’ @ eueflCrmil aumeusnE oTgiuTSing.

2 _GUUT6):

“ewellg @ S HYmE UMIaT suFevey B&5TEHY
YweRsuWn GuaeTV(G &G YPMPUIET 6y6strg. CHTL 6V
&N e Cmam GaNOYM eJEVEUEL 6V .7
GGG LWESD OILHCMAF 5G.0)FWE &EGHOIWAWLE”

- gurudl &G

s GNnSms WmaluDsssem g SlpnE amaser, @s!lTedlamu
ST&anlgll LFTTSSMS HGHwrs o ememmsn, @eafling srmiled @) @m0,
wenpulled memerged, Ueflssmnn GuGe alipsed, wemeal NrGssmisetls
sudlgged Lnmid urbusyulle STremTLTSaLD CHTeTmiLd.

015V MSOYS &1(1556V, §EVT556V IEhgHEIE, C&amd

LEPWSTD GG LHEMO BVGHSMET WEGHHSETTEYD
6TP6v LWL LEVIPME QTETNVNHISTSHSHTYD
VY H6G GYIETAGH WIEHMBEN I&EGM&TCes”

- uggme Gasrd

14



&L, ey, sTTiY uSTTSSRISmer WGHLTs 2 amTsume, LisnLpw
Camm, aur@, dlemer 2 ewrenred, LSl 2 mmid G@raled eNPlsSmSs60

LS srremEisatlarmayid sursd WlGuGi.

LP&S 6ULYESMIS6T

“RIVWITEI HLSESWAND D68 GEIeRn &g 5MSUAEYD

O FWWIY VSN®TEF BETHEHE) LOISMSWAYD

BOWBET 2_EFTEOVWAND VASHS) SETENSHIAEYD

MWE VTHCITSD F6iPS G VH'HGI&TeNGen”

-  GoHemmwiT eumsL LD

G&fw Qeulingdle g9 dls QaTmes HL&EmaEWTID, 9H% Seuremnfi

GleSIOTQID, IFlEeTey UTSNSTL 2 TEmEISTHID IHSeTe] SMLoLD

guitngmred euefl GEmu symuHLD.

“Sa6rGo DSeEILreYm SGHEHUL g 6L aed
OATTEMETUNT SH6sr CLASLMSEE) GBS LD
SLEWTEV DEVMISL DY WHHBET YL 15508)01
UAEIGHET LLBEV VAGeT BUTHMBHT V& EMm&AGen”
- uggre GasrL
oiFls ojeTe] 2 swrenre, Uit S0, gemand Idlsilssn
Sy SeuHMITaILD,
“uaRep LWOLLLAYD LG C&HTVEETEYD
&S00S 5HSCWAG& SWYVIH §)0SHSemreYd
6J06IVM) 56T B)pErden D88 §&HSLMLHEHL L aeYd
LaAW sapHeTaeYd VLABD THMSATETD”.
orrre C&srLD

15



Lwid, eTeGemflpd Gamud Qamsiered, WGHurs e, WGHS
g1&aL, Slerph 2 L ellarGus srmmiuL s GumsTmaHmTaiL,
“SEVMSGET OAHWETTED M STRWSE TS & 6668 ¢
&a6uG6 WHGHIHTINH GV STTHSHTYD
Gaauad yaR0Y OIBGUW VGBS 6TTEYD
EUTEUEUA R (PEDEY HEVEVAGET UG (PHLAIS G MG Beser”
- uggre GasrL
“En IO PETNL 6T G606 HAMEVGH CoHdlend
GSDNOID HV5HBL OIGIEID VTN (6. 60D
BagGev ygsETEHIMBLA FAWBWENET BletT g 60
) eLBLrETT G HOLBWADH OIFWWD LEFEHSHIHD
(5856 B&66ID HL &SG5S 6)5P6 5D
HHMHWaE S0y K OLWUIeL BgreaTmWLAD
SAAWMSET B4 STVEVIVG) GMIYLD
S (HI A hg) S8, LELBAET S(HHHL 6T 6L g.”
- wenlluidr mausdw Casrib.
“6TareTGoy 6LAGHD 5A6)6TERILG NG D
0858'Cev WG EYLSE 6)FWUEVAM)
OetrenrGev 6lLAETGHMETBUW B&rTMB&WS),
OLABWATSEN DFTALETENGS §IEn:68815,8)0,
aweaTGgeV 6)8154F Gaageh 6)8Wg)
056 g0 GHMED BMHS CLASED
ST Gov CoVsMG HHMG 61GUIE 6
8155 SGHHCL WT5HEACe”
&l Figmioemtl Lm_sd 243

16



“gatemery $808LAM gewryemmOy
&05500W B)HEH0)FWE DS S, EUEEHT 6T D
6)eTTary WANETS) 6V S6TE)D
A6TWS CoMeg) ©9-5HNTWD
LaBlETETY LENGSS BgaeIPOy
VL g.aNCW B'SWYMGEL VAGTEILWEGEV
Ggtremerry HHVAPWATELET SHENGUWASL 6V
£5850aW wasLE) BeaNsEHgrCer”
- W&l Angmoewtl um_s 244
Sll, Hens, G, QeuTsmer LNSSH0, Coigsmal Lflss0, s,
giouriy, 2 eorly Caihbg 2 emenel 9|HHEEHe0, yMler o emrenel 2 e,
Comidw mir, eordlflurer ser, #mymub Gpssm, usadled gnmidl @reilsw
alfladmase0, gdlswrs uligall SLggon, s smwmus GsGsen,
Quemtenflesr G ssm Hlemeriys Camerersd LS STTEOIEISATI QTS
@Bl 2 6uuTLm(GLD.
“sweRllwenws, gesTelensy 618 (h
WYL 6T I88F &OWPD STUGS)
Wl hsen CoHrmb YHSHBW )BaHg)
W6 garaley SO 6568
SHOMBISAETT VWY 6)H1HS)(HLOEWY”
- gurud) &G
TS, sUYL sSaTeallmas Gs@ausmd eyl (hsafld ol aissio,

BrGaTiT&s50 ) Swme msdleTmer.

17



“GNEIVETTY UAHD VHSG UMSSTEETS)
SHATMOWAWS SATVS ST LMSUWS CoEn,
&160Ce Ggaarnwg) 6H0LEHE)
MG&5606V (PLEHWG) 6558581g)
Bar6086v L(HE&T NG GWOF6ET
SLHMG VIHGHMET VL 6L BLELBEHIEL F6U6
616986V FeUBBHG) STV (YPN)SG6V
HEVEVE)SADY SHMWYWYPNSHG6V 5605860 &1 Cewr”
- YHSSWIT SHEUTLOSTEIITL LD
ourg CrmisesTer @luisoL
“Wr5CL 54)55CLAE) LAWYNIVWDYM) G688 T
W15CBL 54)§5CLAG) WHE(BEH Fetral CoHTOPD
W15BL 64)$9CLAG) LY L 6T BIVETBHE) 6)1&TELEYD”
- &SI HlSlFerrser Suib
gl B@Es6urg emy vigh, geartefl Gsmid Gumeim wue

sl dlaem eung Gamd, 2 L 60 Gloedlujid.

"IN SeTaTdNmSFg) S$HOYSTIL D 66565 (PEsrLd
CuaglsL @ Crasd soYedrLa BGLEYWLA PYHMSTEISETMHD
Q8N WAISHLETV G GHSHYPTCAD VG STWAHSG
$6)8186 K005 8) §68860 CHINMEHSHGH SHeThHerGen”

-  GaemmwiT euTsSLLD
gl  Gneurg udilatemw, 21L& sEOY, &I, G@@HLWeD,
2 m&aLileTenln, 2 L6 BEHGs0, BriussemTad], shgsar CaTmId GmLG6d

Gurettm @MlGemTEiseaT CameurmiLd.

18



“$56 VWY B61V0§GM6V EHGMTHG) GMVEHAVAE
058 18C LAY I L m 6167w VMG (HO
056 K00y AT PL MG LVTHG) VAW GeHNVEGD
056 NGO 3(H&50AW Cuead Gy EGHMWSHTCa”
-  Gaemmwit euTsSLLD
aurg W@uturg eyl (hiseflsd euell, @Es QamiLmel, weddlsae,
BroUSseTTES, eumi mmmed, ssGefliéd], 216 mHmss Gursain

G GemEIsaT CaHmeuTmiL.

J|LPedEs60 GuITU|
Crmul (GG evormigei

“0'$ 8 S6VELAW GETTETAH VP (h TG

$§ 60 016 VGHGVE FAVLAGIWOEGNE)

$58M) SWES6V S6T(H Fa6VE emeTsaar 5586

W55 HEHEME GeTarasy HWETCL G&EGWLOLA”

- surud) &G .

(PEGSMHOLD

T - eurw, euml&l, eusdl, wHSL, GG IS SETELSEET
2 _GOL LI
WgsL - Geuliui, s.iemw, QEUNY, CrElp&sd,Qussn g SeaTmuosamanr
2 UL WIG).
sUD - gereow, QEUOY, WwHSD, eiawiy, Guermi, Hleimn g

SHETEOLOSHEN6ET 2 6L LIS

19



U SLD:
ouTLd eumgLhlL b
% O|Um6ITEOT
¢ LDGULD
& ElLsme
< 2 hdlulle Sipepeutd
<+ @O0y
s eTauILy
% Gamed
 BIDY&SE L L LD
& Se0aser
% LWliT&asme
& o6meuT
TS dleT @uinenss LG
% 26158 (LGUBTLITEH G560
% epda allled, eUMEIS6
< e QLmlGLLISEnsS G CFLmsS5Te
< euld gl uglermaTE allmraysmer GlaetliLbsse
< &mr sl g 2 LNs (sl G0 @55 Hlepsdlmus sire
% oGUTMSL (G suetTemLemiLs Gam(hi&ge
aumgLb-2 L edleh QFuIQETLHlsd:
% 2.1 60 CETH6

<+ @556

20



Nler& g6 GuUITed SHITeuoTed

GITLDL| (LPSEOILIEIT (S60TM6D

HH&S60

@) 5 s5L0m 560

birliuen &ullesT6mio

IIMFSHH60

@lemer 560

(SN F&6D

Sl (pSeOlieunmmed gL’ L g GumreTm Geugemeor

& gl &med @I el B QuwiTse (LG HLpaued)
2 miiy gemiée

2 miiiyser G&mpled Yilwmoed omd Gumed &lgase0

evid, Fmibit (psedlwer Hiliged g IiemLLbS60
5T Geuemas

QaewienLsame, GameL paedwer QurmmiSll GuragGuTsd
@& meTmed

TS G6T gGemarliLg) GumeTm 2 evorité ]
LouSliT & &n_ & Gla g 60

WS, STEOSHMET LSS, BLLaD @uicrgliy Glauige
STESEMAUWLD  GIUTOIUM] @I(HS5SH0 060G SIEUTLILTS 6L
(M

Gaimed, aseunr, LeuLd, T (PSEOILIGT SMISGIS STevoTen

21



UTSHGSl6uT (G6woTLd:
% euml & (Dry)
e @efliTgd (Cold)
< gEnsgian (Subtle)
% serd ( Rough)
% gmag (Unstable)

% @ag (Light)

TSl UmSBSH6T:
1. Nymevoreor
epda al(HBHaID UTEIGHMID G,
2. SjumeT6uT
o6V FeGMS SLPCHTSHE S6T(ErHLD
3. elwimeorest
2 | edlgyl6iTerm Im&EUWLDGILIT (6T, ImEWTLIGLT 6T 6T6UT GB)ILD
@irewrg b mhg 2 miliLgmer B ajlb WL S&ad GleuiuL.
4. 2_gTeor6or
sumilemw e1pd Qauiuyd
5. &Lomeur6uT
MM eumwjdaseme Lhlghe L Lmosd Qi
6. mIT&s6or
6TEOEUTES:  SHEMOSEMETUID SMGSLLly Iilemey TG,  SHeTTTSEm6T

@ems @ Luly Gl uiu.

22



7. &aiTL0GUT

QamiLmel ellLg G&luh, euTemw ePLL LGOTEmID, @)mLosmUIs:
Qs [Dels L, SeasEnsE CUTHL Smers SemTils L.
8. &lmarevt

prainsdle, préullsda), ss udl, giboem, Gmwen I Sunnmn
2 _6UOTLT&(G)LD.
9. GaeUG GG 60T

Gambue, SeauLOsmaTeme, Sidsn Guse, s Gasmuld
S SIIMEMM 2_6T0TLIT & GLD.
10. g6 6h 0l wienT

o L by pupemwd effisiuetiamn, @nhgelear sTHEDsMLD
Qevefliuc L Gevreort  epermmeug  mrafled  SHmebangsstler  Qeuafls
GlFsugyiLd.

Iipedessd  eumwiellsd  elwimeTel,  QjUmeITENT, ELmeuTeT ) Slisme
urSliILIemL G167 61 Gl.
Ngssdler aumsser:
1. oermilssin

2 g2 el GuTmL samerd Qe @y GEuwiu.
2. @ehsalgsw

2 _soreledlpig LIflGglewTmer sTmnis@E Qehhngma S(mLb.
3. #rgs Ussh

ellpliumer Qamifleney QEUIg) (LPlgdESLD.
4. YgrEsD

Carans@ aeflomws GETB&5@LD.

23



b. %(Bsurr&asﬂ:

SEMTEEH5E CLTHeTHmeTs Glgflals@Ln.

Jlpedaied eumwellsd gieTMGSLD, sTEHsISSD LUTSILmLWLD.

SUSSIAT amESaT
1. 9|6uUeILDLGLD
HIT60T (S 66mE RIS G UNDIS CamLmull[m& L.

2. &lGaugLd

o smTemTLLLL 2 smreyliQumr@met, BT (pSelwemsugsemer FIUILGSI,

Cog6gerd GlEuiujb.
3. GurssLb
2 euiTemSIm SHemeugmer gmMlelld@L.
4. smusLD
SETHERSE GofliTéSleamw L.
5. ahdlaLd
pl@sefled  dloty  Qumemswmi  eTeems
RETCnTALTaTn GuTSHld Semré Geub.
Jlpeddied sumwiellsd HlGsuaid, Fhdled uTdliLemL .
67 2L MSTGISHS6T:
1. Sy
2 L MEUULD, LOGITEMSU|LD 2 &SNS GlguiulL.

2. Qamibir

&60&HEMEITILLD

I|ley, euetTenLo, eafl, QF M@, 660 Geneugsmen Hlamadsd GFiu.

24



3. o6t

2 L s0leuT 2 (heuseng g6 Qamlindlemimis gemungg aeTiTaEL.
4. Glamegly

2 MIILSEHSE GBUINLL UL le Sigeriblerdl Quikiss Gawiub.
5. eTayILLy

QueTemowmer 2 MIIYSEMET  UTHISTHHM, 2160 ImFalnG
SligpliLemL w5560 gy Shiuainenm Glauii.
6. epemer

6TEOUTLIS G 6T Hlemmbg)l S|6meLSEhs: (S eustTemLow|Ld, GloeuTsmLowild S(HLb.
7. addleuid/sCrmemfilgin

SHAUNLSHSES Gleveworflud.

peodsumyelsd  gmrd, QeppT, omer, Ge&mely  ereory

U &lLLemL L.

25



YsGnm GCaumiur® (Pathophysiology of three humours)
6TEUTLILD el (DD 6uTSld eumLAl Lom@GLD. 9L SHTed HL &S, gL eUTSHGL
sMeauoréngl.  gpsse amyalled ershd urdlssiu’(d ST
ellwimeorenT, gjumeTenT LTdl&aslLBSlaTmg.
allwreresr LTlEslL@eusTe 6u6ll, el (Hsemem SemasHs S,
Sjumeorer LTSlSslLGaSTD wsdlssn gy gouBEng.
UTESSFHIL T Sub (FHHlSL) urdlssiul @ epl® Iemaaserfls
Lorhmid FHUGSInG.
soLwurs Nssn urdssiul (b sraswoner umismerd G

(PlgWTLoETSIMS).

smflmasafled wa@hmd (Three doshas in seasonal variation)

G607 6uTl6men Counmiflemev G607 6uTl6men
auemT & auemiT&d S| G6D
EUTSLD WGIGaueutled SITTSHIT6VLD Go_GTSHTeVLD
MEFN) SHTTSHTEULD Fo_GlTSTeVLD (pevrLisof]
SLILD \NevTLieof] e Geaueutled YG1Gaueutled

WaGauellh srasdled mug oLl amidl gnul@® eueflGmmil

UHEUSDS) 6TSIUTSIMSI.

26



sumsLh bl @ewrio (Character of Elevated Vatha)

"D V155 AHEH V58 0LAUI6T
GMWG ST VTWD GLMO IBHHWAEY
GMGHM 6160 IMEGD GLL YPLHbd eFDWS
gafalsuensy ys4Iwens 6160Y”
-S6uTEIFTLOLILD eTeuTEnID emeugdii Ga L
“0)1816LVEEV LAGWLE BHHYAET AV
Gaaneuen g eurualerasy B586)0MmEG0
)EVEVEE G HAVSENLS 58S uYesir D
WYL MmEGL SOFEIVAETTERTS SONGETTL D
6UELEVGBEY WLV IVAGUYD VTN &G D
NGOV wWetTerr s 6)g6V6unG) GG HORL D
Q1gaenenGen 5r0YaN&GDh SP&FFeYeRrCad
SnPeTT v VMV, SnPerTCg”.
-S|GSSIT SSFm rHeur UL
gl Blgnurg 21 aGCwele), 21 aGamia, ms T &),
2 | 0led Sliblmemimge, eullhm Cumrmwe, sfldam, allbg HagLLD, HTme

yeflsad Gauige CuTaTn @GumISeT 2 6uurLm@LD.

“SIPWEID PEITNI6T SEBTENW IFATTETATHMH)
THW BHELEVAG VNS EGM GTHCSEN,
GMONETS MSSHTE G ES: AIVNFEHE)
LMW BIGAGHWLY VEFEBE Y6eusress (@B
yesiresral) wed&EG0 OVAGYD GLBouag.5

SHEBTETTN DVSHEG S 5DU&EGDL CLNS5ME)

27



66T 6T T D, FTPMHBEV &0 SHSHO
wesresran GeNTEHO VLGSO VFHBWY”
- Slmepeommueermit Fl&l&&myg eor L
ourg Crmuiled 2 emem&ae, alons angiser Grrgem, aully GummL6,
GLolommd e, wadflEsn Gurerm @GNl@Gamksear CamaTmiL.

dlemswor (Geographical distribution)

SMlehdF - LOGMEVLLD LOGMEV ETTHG LGSIWLD
(P6OEmEY - ST &T[H FTihG LG
LO(HSLD - QUIGILD ULIE) TG LIGHWLD
GIBwIZH60 - SLAID SL6Y FTTHG LIGHWLD
LIT6m6V - LOGUUTEYILD LOGWOTED SMTTHG LG WD

Weoemey LM  GEISH Hemsafle amrsGrmisar GLHLeTaIl6
e7mLI(HILD.
21 60 aueTemio (Body Built)
1. Qumems suetTenio- LmelulCeoGw smeliiug
2. &6V eueTTemLo - uLigled GmedliiLg,
3. Qrwnms saueTemio - 2 6mTe| LSS audsnisaflarms &mallig)
Jlpedded eumwelled 2 TR UWPSS QIPSSEIGET LOMID  eIIG)
GureTmemey (PSS UEIE audlsdlarmer. I s6a GFwnms 6L,

SIT6V QUEITEMLOWILD LIT&5)& & UIL(H\leT meur.

28



Grmu1 flsmerid (Differential Diagnosis)
auerflalon eumuy

SMEIS (Ppwird euedl, sme elyem, wWymisTs eplG, @GIY epl (),
Yyrims epl G, Csmer eplB YEw eyl Osatled efssn, aumi auml &,
&b, FHmeVa6l, ULy, L6VE &S 60, TlWLIT & 860 YR 31T
S| (S6TOTEI S 06T GO LIHIT (GLD.
WIS EE06ITUY

ey (sefled grmis (gwrs e, 2 16 Gele), ufluilare, alssas,
U g, Lmemi(h) QS GHlGemmsaT s CrmUmELD.
suafl sguwiglsh eumuy

eplPaofled 6uedl, eissn, gmass oo, &, grssdaren,
S @flGemsErLer (pymsTs eplipsd Hilullar smaturd aiss
STEYILD.
Wewfwhlpenmeno (Diagnostic Methods)

1. Qurilwreunlgeb

2. LeveTmeumlgen

3. ellerm&ed
eTemTeumSg Gsireyser (Diagnostic Parameters)

“CraWnag. CuAWSHEL Bl lg) NS G0

WAWGAG VAWNOLE 6)EWEY”

- Spseet
Crmul BTL6d - Crremw ummMlwmflged

Crmi (pserTLed - CETISSTET SMyammsamer )lsen

29



glgsiser o L1, Grmi, Grmis srysord g & undlufibg
Comeow  semflggletereri. GCrmisstar @oGaEismersd GlEmem(h

senilggleTereri. eTawToumSg GaTeyseT eypod Crmemw mMD eTaflETad

&6ufld BeuL.
1. ®m (Tongue)
2. flmd (Colour)
3. Guomfl (Speech)
4. e (Eye)

5. Leuld (Faeces)

6. epgdnd (Urine)

7. mmg (Pulse)

8. erouflgd (Touch)
- o SgERamyeis
6T6U0T 66N &S CHIT6Y uniT&s GeueutTipwig) .
SEWIL Gl
1. BT Himib, SevTemLo LOT Lilg [&161T 61T &)
2. Flmid WsGHD Bln wryuTr® | S@EHOY - TS
3. Gomifl 69601, SHEUTEML WigLomer 66l
4. elifl Hlmid, Qiwied ormmLilsbemen
5. LD6ULD WsGOHm Hln &L aUTSLD
LoTmIUT(®H SH6uT6mLo o6& &5 &6
B-eLpS ST lmLd, Lo6woTLD, 6TEML rmmiilsbenen
EAG) 6T(6h & 60
(ATEIE 3ITGleuesr BewTL g
7. g PSSHN [Elemew g s Gig
8. erouflgib @euliLLD Jjsveg) | eyl (hisafled GQeuliLin
Goflired

30




fbiTlp
“0'$9 586V LA5LASEN T AYMSTYHISUYM)
559 CuAGuWnrgm MY NLWLEHMD VerGesr
31§ HWWYVGHBLENWAES PELEFSHSHEL CraeVad
y55wWLLLWYWDGHES OILANBLELAWS CsTLLAGW.”
- QBGHWiT g
"G50 V35S CHaGL SMBGAH V550 e
OGS CHINL O)Bahg CLIEET Vg 8@ b”
- Gumuiler gmrid
“&aer OV UGG U6V SAVEMSSHT OILNGSHS BpaEgEw”
- Sreillwmg.
“61558)6V B858)0WAEHE WEICWAD OI&S (PessTabd”
- Q&GS Hg
“SINNBGVAT VASHBWL 56NS G ATV
M35 C6 sa6L (PL &G
- SBSIHWT Qrsdlears G(moesLD
LS SIaILD
sarafloa Sflis ourg Ghnsms saraflmaliubhss Ceolemt(Lb.
“IC( &6, 5TV VNGBS WPD”
15 wledl Qeueiiemer eTevoTGleworl SHmemey LU EW GQeumid  uullmadled
Gar(hés Geusmr(hid.
LGB Csrhss YrollsEoyar wsm mraT  MGrsarsHnG
62 (H(LPEDM oL (b Carhss LOMIIBIT 61T PS6 ILUINSS

TS gIS0sTaTaTILL L [HES OsT(HS8 GosunT(hiL.

31



1. STSHgIsE @I - 2 Slymd @\mGaemer STame LHMID GITe
2 ued@L LewT Lmedled seubg emill CeuemT(hLd.

2. SeuTH5ZIHE el - QeuefliayCursLd

ugdhud (Dietary Restrictions)

@é&ar usHugdled FHEGD GUTHaTseT:

“60@ BHNVSG 61GEEITIU S0 VAL MSEN &L 56V
V(HVGTHW BIHMEGLN VGHSHMS HHSTWD
0G0 UAE BEVETERETET B1GAET YENSUIENEY (DG)6)LEsHT
B Vs8N L8HE KEHL0F 6LEHHWD"
- 855 LHSHATES &i(HSSLD.
50\, eTeTQmUl, sedwmewr LFamilEsni, sef, SLme, CHmsmi |
LOMBISMI, L6, &mu, pemi@h), Qamst, ymsuwlme, Cuemisst GCoirsms,
uT&6, 9S5d5 Qmasmer QFFT LGSHWGHle BEHe ColemT(HLD.
“yel? giewn A¥EH&0 HNWARY V,MEEGD LTEHD”
LEome0 LafliL, el SemeaIweTer 2 6mTe| ImSSMmeT hes Galsm (GBI
“OFWsYW H8sIMLG Coar BenG (;606)606586)688TU)
HMG OILGHMSAWH HYPHIBY _ ETMEISMEGD
C(h F0Ys5906W B4 o (PHhENEUSET
WAL we gD 1S ”
UGTTSHS Gevor FkgmLosvef.
Corsasasaar : OQemsybt, CareniLd, GMleFlsCser, Wers,
6TeT QIEL, GUGEISTLILD, SLSTemLpuTlsme,

lhmmioemrs @ Qml, 2 (EhHE.

32



SarssSnGfiu gy searmiser
LISLOIT & 6uTLD:

QL gismme gl GaTamLulnid, aag sTme @I g GgmamL g
orpdlt GuTLeyd. &6 el (haeT @ramiEl Smromwd GETL GeusueT(HLo.
Gdlarasst  @remihd  awlndler  Ylurssmaes CSTELULWTS
UESa|D. &G sy Crrres BlllTsdls  snliTores o sy
Cousmr(pd. @rewi(h ewssemeTd HeT  (PSSlDTWLET  EMEUSZHIS  SevHr
urTemeusm epsdlent Eieoflulled Gl aISsaniLD.

LIGUGTT &6iT

Sgalnnll uGdleEEg @es UL Idlswrgn. rearmrsiud
sTH&GW. Seeurs GEmi . Seud, dlumerid, wer eE@emLOILTL H&ES
dnpg gL EMTD. 2160 IEUIEISET eramDd allmmiurs @\mSsmos,
stofldled GlEFwas @ @)evormi@Lb.

GCampsresri:

Ysele srasmer Bl Crrme 9gwihg Ulear aessmeme L&l
QLg U LsdnE S arsssssnl omusgs e UaT QL ssmme
oueng smedler  Guers  Gamewi(®  aubg  wLES g USSLD
PMmEs555655MI  Mass Caemihll. @@ (PYEISTH el (HiSEmHL
RETNETOLN aTH @MSs Gosmibl. WSIG ey GCrrrs HLbliTsd
IEG), eueg) e Cuars o wirsdl Uarymursa)n QETeammihgl, Qg
e  SYrsed eTynurse|d OQsmeanihng @\ msalTusamerwD

Canres CaleuuT(HLD.

33



LIGUGUT 61T
@\geTTed ST S PYPBISTH QUTHSSISET, (pYpEms, Camer
QuTmSgiseT, (PSIGSSTE, GOLUL by @lsma LalLEL. HiamTuiTmiss

6T (S STMm GClgeiaiLb.

34



MODERN ASPECT

ANATOMY OF KNEE JOINT

Knee joint is a hinge joint formed by the condyles of the femur, the
condyles of the tibia and the posterior surface of the patella. The anterior part
of the capsule consists of the tendon of the quadriceps femoris muscle which
also supports the patella.

Intracapsular structures include two cruciate ligaments which cross each
other, extending from the inter condylar notch of the femur to the inter
condylar eminence of the tibia. They help to stabilize the joint.

Semilunar cartilages or menisci are incomplete discs of white fibro
cartilage lying on the top of the articular condyles of the tibia. They are wedge
shaped, being thicker at their outer edges. They help to stabilize the joint by
preventing lateral displacement of the bones.

Bursae and pads of fat are numerous. They prevent friction between a
bone and a ligament or tendon and between the skin and the patella. Synovial
membrane covers the cruciate ligaments and the pads of fat.

The menisci are not covered with synovial membrane because they are
weight bearing. The most important strengthening ligaments are the medial and
lateral collateral ligaments.

Integrity of the knee joint:

Lateral motion and rotatory motion of the knee joint in extension is

controlled by the capsule, collateral ligaments and cruciate ligaments, in

flexion, by the same structures minus the fibular collateral ligament.
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Forward gliding of the tibia on the femur is controlled by the anterior
cruciate ligament and the quadriceps.

Backward gliding of the tibia on the femur is controlled by the posterior
cruciate ligament and the posterior capsule.

Lateral gliding of the tibia on the femur is controlled by tibia, inter
condylar spine and the femoral condyles with the aid of all the ligaments.

Hyper extension is controlled by both collateral ligaments, both cruciate
ligaments, both menisci, the posterior aspect of the articular capsule, the
oblique popliteal ligament and the architecture of the femoral condyles.

Hyperflexion is controlled by both cruciate ligaments, both menisci, the
femoral attachment of the posterior aspect of the capsule, the femoral
attachment of both heads of gastrocnemius muscle and the bony, structure of
the condyles of the femur and the tibia.

The menisci cushion both hyper extension and hyper flexion. The tibial
collateral ligaments are closely related to the medial meniscus but there is no
strong fibrous tissue attachment between them. The tibial collateral ligament

glides forward and backward in extension and flexion.
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ARTICULAR CARTILAGE

The ends of the bones in a synovial joint are covered with a layer of
articular cartilage. This is an avascular tissue that consists of cartilage cells
(chondrocytes) embedded in a thick matrix of proteoglycans, water, type 1l
collagen and smaller amount of other proteins.

Although there is no cell division in normal cartilage, chondrocytes are
metabolically active cells that are responsible for synthesis and turnover of
cartilage matrix throughout life. The matrix consists of a meshwork of type Il
collagen fibrils that run through a hydrated gel of proteoglycan molecules, the
most important of which is aggrecan.

Aggrecan consists of a core protein, to which several
glycosaminoglycan (GAG) side chains are attached GAGs consist of long
chains of disaccharide repeats in which the disaccharide consists of one
ordinary sugar linked to an amino sugar.

The most important GAGs, are chondroitin sulphate and keratan
sulphate. Cartilage also contains hyaluronan, a long GAG consists of multiple
glucuronic acid and N-acetyl galactosamine disaccharide repeats.

Hyaluronan binds several aggrecan molecules by interacting with a
domain at the N-terminus of the core protein along with a small glycoprotein
called link protein that acts to stabilise the complex. Large complexes of
aggrecan and hyaluronan can form in cartilage with a total molecular weight in

excess of 100 million.
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The expansive force of the negatively charged and hydrated aggrecan
combined with the restrictive force of the collagen meshwork, gives articular
cartilage excellent shock- absorbing properties.

With ageing, the amount of chondroitin sulphate decreases whereas that
of keratin sulphate increases. The end result is a reduction in water content and
impairment of cartilage’s shock-absorbing properties. Age related changes in
cartilage differ from those found in OA, where there is abnormal chondrocyte
division, loss of proteoglycan from matrix and an increase in water content.

Cartilage matrix is constantly being turned over and in health a perfect
balance is maintained between synthesis and degradation of matrix
components. Matrix degradation is thought to be mediated by proteolytic
enzymes such as aggrecanase and matrix metallo proteinases that degrade the
core protein of aggrecan and other matrix proteins. Glycosidases degrade the
GAG side-chains.

Group of diseases, termed mucopolysaccharidoses, in which genetic
mutations in glycosidases occur, resulting in excessive accumulation of GAGs
in various tissues.

Pro-inflammatory cytokines such as interleukin (IL-1) and tumour
necrosis factor (TNF) which are involved in joint inflammation are known to
upregulate production of aggrecanase, metalloproteinases and other enzymes

that cause matrix degradation, thereby promoting cartilage damage.
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This is offset by up regulation of inhibitors of proteinases in cartilage,
called tissue inhibitors of metalloproteinases (TIMP) which oppose the effects
of degrading enzymes and protect against matrix degradation.

Zones of articular cartilage
1. Superficial layer (tangential zone)
Makes up 10% of cartilage
Two Sub Zones
a. Fibrilar sheet — most superficial layer
Clear film consisting of a sheet of small fibrils with little
polysaccharide and no cells.

b. Cellular layer with flattened chondrocytes:

Flat chondrocytes and collagen fibers are arranged tangentially to the
articular surface.

Thinnest layer, with the highest content of collagen and the lowest
concentration of proteoglycans.

Collagen (type IX) is arranged at right angles to adjacent bundles and
parallel to the articular surface.

Subsequently has greatest ability to resist shear stresses and serves as a
gliding surface for joint.

May also function to limit passage of large molecules between synovial
fluid and cartilage.

Superficial zone is the first to show changes of osteoarthritis.
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2.Transitional layer
This zone involves transition between the shearing forces of superficial
layer to compression forces in the cartilage layers.
+«+ composed almost entirely of proteoglycans
++ Spherical chondrycytes
+¢ Less strongly bound.
3.Deep radial layer
++ Largest part of the articular cartilage
«» It distributes loads and resists compression
¢ Collagen fibres and chondrocytes are perpendicular to subchondral plate
4.Calcified cartilage layer
++ Contains the tidemark layer
+« Tidemark is basophilic line which stradles the boundary between
calcified and uncalcified cartilage.
¢+ Separate hyaline cartilage from subchondral bone.
«» Type X collagen is present mainly in the calcified cartilage layer and in

hypertrophic zone of the growth plate.
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OSTEOARTHRITIS

Synonyms:

Degenerative  arthritis; ~ degenerative  arthrosis;  Osteoarthrosis;
hypertrophic arthritis; post-traumatic arthritis.
Definition:

The term osteoarthritis is currently used to define an idiopathic, slowly
progressive disease of diarthrodial (synovial) joints occurring late in life and
characterized pathologically by focal degeneration of articular cartilage,
subchondral bone thickening (sclerosis), marginal osteochondral outgrowths
(Osteophytes) and joint deformity.

Clinically it is defined by recurring episodes of pain, synovitis with
effusion, stiffness and progressive limitation of motion and radiologically by
narrowing of the joint interval, increased density and thickening of the
subchondral bone, subchondral cysts and marginal bony excrescences.
Aetiology and Risk factors:

1. Age =  Radiographic survey

Women <45 years - had 2% OA
45-64 years - 30%
>65 years - 68%

In Men % some what lower in the older age groups.

2. Major trauma and repetitive joint use.
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= Anterior cruciate ligament insufficiency, meniscus damage
(also meniscectomy), articular cartilage damage lead to
knee OA.

=  Trimalleolar fracture will certainly develop ankle OA.

3. Prior vocational or avocational overload.

=  Ankle OA common in ballet dancers.

=  Elbow OA, OA of shoulder in baseball pitchers.

=  Metacarpophalangeal joint OA in prize fighters.

=  OA of hands in cotton mill workers.

=  Knee OA in footballer.

4. Obesity — plays a larger role in the etiology of the most serious cases of
knee OA.

For those in the highest quintile for body mass index (BMI) at
baseline examination, the relative risk for developing knee OA in the
ensuing 36 years was 1.5 for men and 2.1 for women.

For severe knee OA, the risk rose to 1.9 for men and 3.2 for
women.

5. Congenital / developmental defects.
6. Prior inflammatory joint disease.
7. Hormonal and metabolic effects:

+» Acromegaly notably affects cartilage.

43



10.

+« Somatotropin stimulates chondrocytes, resulting in acceleration
and intensification of metabolic activity.As ages advance,
somatotropin deficiency becomes pronounced and chondrocytes
regressive changes and reduced metabolic activity ensue.
¢+ Diabetes show progressive abnormalities of chondrocytes and
diabetics are uniquely susceptible to OA.
Chemical injury:

Systemically or locally administered chemical agents affect the
viability and metabolic activity of articular cartilage chondrocytes (eg.
Steroids).

Repeated Intra Synovial Haemorrhage:

In patients with defective clotting factors, repeated haemorrhage
can lead to damage to articular cartilage and to subchondral bone
structures. Iron and pigment in matrix may alter the physical and
chemical properties of cartilage, or the chondrocytes engulf large
quantities of iron pigment within their cytoplasm perhaps causing
lysosomal release of degradative enzymes.

It has been shown that the prostaglandin concentration is
diminished and synthetic activities of the chondrocyte are depressed.
Arthritis can occur as a result of an imbalance between
mineralocorticoids and gluco corticoids according to Leefore’s a new

short textbook of psychiatry.
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PATHOLOGY:

The most striking changes in OA are usually seen in load-bearing areas
of the articular cartilage. In the early stages the cartilage is thicker than
normal, but with progression of OA, the joint surface thins, the cartilage
softens, the integrity of the surface is breached, and vertical clefts develop
(fibrillation).

Remodeling and hypertrophy of bone are also major features of OA.
Appositional bone growth occurs in the subchondral region, leading to the bony
“sclerosis” seen radiographically. The abraded bone under a cartilage ulcer
may take on the appearance of ivory (eburnation). Growth of cartilage and
bone at the joint margins leads to osteophytes (spurs), which alter the contour
of the joint and may restrict movement. A patchy chronic synovitis and
thickening of the joint capsule may further restrict movement. Periarticular
muscle wasting is common and may play a major role in symptoms and as
indicated above, in disability.

Pathogenesis:

The main load on articular cartilage the major target tissue in OA is
produced by contraction of the muscles that stabilize or move the joint.
Although cartilage is an excellent shock absorber in terms of its properties, at
most sites it is only 1 to 2 mm thick, too thin to serve as the sole shock
absorbing structure in the joint. Additional protective mechanisms are

provided by subchondral bone and periarticular muscles.
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OA develops in either of two settings: (1) the biomaterial properties of
the articular cartilage and subchondral bone are normal, but excessive loading
of the joint causes the tissues to fail, or (2) the applied load is reasonable, but
the material properties of the cartilage or bone are inferior.

Pathophysiology of cartilage in OA:

Most investigators feel the primary changes in OA begin in the cartilage.
A change in the arrangement and size of the collagen fibers is apparent. The
biochemical data are consistent with the presence of a defect in the collagen
network of the cartilage, perhaps due to disruption of the “ glue” that binds
adjacent fibers together in the matrix. This is among the earliest matrix
changes observed and appears to be irreversible. Although “wear” may be a
factor in the loss of cartilage, strong evidence supports the concept that
lysosomal enzymes and MMPs account for much of the loss of cartilage matrix
in OA.

The chondrocytes in OA cartilage undergo active cell division and are
very active metabolically, producing increased quantities of DNA, RNA,
Collagen, PG, and noncollagenous proteins. (For this reason, it is inaccurate to
call OA a “degenerative” Joint disease). Prior to cartilage loss and PG
depletion, this marked biosynthetic activity may lead to an increase in PG
concentration, which may be associated with thickening of the cartilage and a
stage of homeostasis referred to as “compensated” OA. These mechanisms
may maintain the joint in a reasonably functional state for years. The repair

tissue, however often does not hold up as in some cases, the rate of PG
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synthesis falls off and “end-stage” OA develops, with full-thickness loss of

cartilage.

Clinical Features:

% Pain is the usual presenting symptom localized to the involved joint

aggravated by exertion and relieved by rest. In the later stage the patient

may have pain in bed at night.

Causes of Pain:

Since articular cartilage is aneural, the joint pain in OA must arise from

other structures.

=

=

=

*,

due to stretching of nerve endings in the periosteum covering
osteophytes.

may arise from micro fractures in subchondral bone.

from medullary hypertension caused by distortion of blood flow
by thickened subchondral trabeculae.

Stretching of joint capsule due to joint instability.

Muscle spasm.

Synovitis.

¢ Stiffness of the involved joint on arising in the morning or after a period

of inactivity (eg. an automobile ride) may be prominent but usually lasts

less than 20 minutes.

% On physical examination local tenderness and swelling may be

intermittent (suggestion an effusion) or continuous (with capsular

thickening or large osteophytes).
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¢ Bony crepitus is characteristic.

+«+ Synovial effusions usually not large.

++ Palpation may reveal some warmth over the joint.

+¢ Periarticular muscle atrophy may be due to disease or to reflex
inhibition of muscle contraction.

« In the advanced stages of OA, there may be gross deformity, bony

hypertrophy, subluxation and marked loss of joint motion.

Causes of pain in the joints in patients with OA:

Source Mechanism
Synovium = Inflammation
Subchondral bone = Medullary

hypertension,
micro fractures.
Osteophyte = Stretching of periosteal

nerve endings.

Ligaments = Stretch.

Capsule = Inflammation,
distention.

Muscle = Spasm.
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OA at specific joint sites:
Erosive OA:

Distal and /or proximal interphalangeal joints of the hands are most
prominently affected. Erosive OA tends to be more destructive than typical
nodal OA.

Generalized OA:

Generalized OA is characterized by involvement of three or more joints or
groups of joints (distal interphalangeal and proximal interphalangeal joints are
counted as one group each). Heberden’s and Bouchard’s nodes are prominent.
Symptoms may be episodic, with “flare-ups” of inflammation marked by soft
tissue swelling, redness, and warmth.

Thumb Base:

The second most frequent area of involvement of OA is the thumb base.
Swelling, tenderness, and crepitus on movement of the joint are typical.
Osteophytes may lead to a “squared” appearance of the thumb base.

The Hip:

Congenital or developmental defects (e.g., acetabular dysplasia, slipped
capital epiphysis) may be implicated in as many as 80 percent of cases of hip
OA.

The Knee:

OA of the knee may involve the medial or lateral femorotibial

compartment and/or the patellofemoral compartment. OA on the medial

compartment may result in a varus, (bow-leg) deformity; in the lateral
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compartment it may produce a valgus (knock-knee) deformity. A positive
“shrug” sign (pain when the patella is compressed manually against the femur
during quadriceps contraction) may be a sign of patellofemoral OA.

Chondromalacia patellae, which is also characterized by anterior knee
pain and a positive shrug sign, is a syndrome of patellofemoral pain, often
bilateral, in teenagers and young adults. It is more common in females than in
males. It may be caused by a variety of factors (e.g., abnormal quadriceps
angle, patella alta, trauma). Although exploration of the knee may reveal
softening and fibrillation of cartilage on the posterior aspect of the patella, this
change is usually not progressive; chondromalacia patellae is usually not a
precursor of OA.

The Spine:

Degenerative disease of the spine can involve the apophyseal joint,
intervertebral discs, and/or paraspinous ligaments. Symptoms of spinal OA
include localized pain and stiffness. Nerve root compression by an osteophyte
blocking a neural foramen, prolapse of a degenerated disc, or subluxation of an
apophyseal joint may cause redicular pain and motor weakness.

Imaging:

X-ray. The four cardinal signs are

1. Asymmetric loss of cartilage (narrowing of the joint space).

2. Sclerosis of the subchondral bone under the area of cartilage loss
3. Cysts close to articular surface and

4. Osteophytes at the margins of the joint.
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Radiological Classification of OA knee (Ahlbach) AP weight bearing and

lateral Views.

Type | - Joint space narrowing.

Type Il - Total loss of joint space

Type Il - < 5 mm tibial erosion but posterior part of the
plateau intact.

Type IV - > 5 mm tibial erosion and erosion of posterior
plateau.

Type V - Subluxation

Note : Grades IV and V : Total knee replacement is the line of treatment.

Radio nuclide scanning shows increased activity during the bone phase in
the subchondral regions of affected joints. This is due to increased
vascularities and new bone formation.

Arthroscopy may show cartilage damage long before X-ray changes
appear.

Laboratory findings:

No laboratory studies are diagnostic for OA, but specific laboratory
testing may help in identifying one of the underlying causes of secondary OA.
Because primary OA is not systemic, the erythrocyte sedimentation rate, serum
chemistry determinations, blood counts, and urine analysis are normal.
Analysis of synovial fluid reveals mild leukocytosis (<2000 white blood cells

per microlitre), with a predominance of mononuclear cells. Synovial fluid
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analysis is of particular value in excluding other conditions, such as calcium

pyrophosphate dehydrate (CPPD) deposition disease, gout, or septic arthritis.

Complications:

1.

Capsular herniation: OA of the knee is sometimes associated with a
marked effusion and herniation of the posterior capsule (Baker’s cyst).
Loosebodies: Cartilage and bone fragments may give rise to loose
bodies, resulting in episodes of locking.

Rotator cuff dysfunction: OA of the acromio clavicular joint may cause
rotator cuff impingement, tendonitis or cuff puncture.

Spinal stenosis: Long standing hypertrophic OA of the lumbar
apophyseal joints may rise to acquired spinal stenosis.

Spondylolisthesis: In patients over 60 years of age, destructive OA of
the apophyseal joints may result in severe segmental instability and
spondylolisthesis (degenerative spondylolisthesis) which almost always

occurs at L4, L5.

Clinical variants:

1. Monoarticular and pauciarticular OA:

Underlying abnormality acetabular dysplasia, old perthe’s disease or

slipped epiphysis, a previous fracture or damage to ligments or menisci.

2. Polyarticular OA:

Pain, swelling and stiffness of the finger joints the first carpometocarpal

and big toe metatarsophalangeal joints or the knees and lumbar facet joints may

be affected.
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Long standing cases, osteophytes and soft tissue swelling produce a
characteristic knobbly appearance of the distal inter phalangeal joints
(Heberden’s node) and less often the proximal interphalangeal joints
(Bouchard’s nodes).

3. Endemic OA:

OA occasionally occurs as endemic disorder affecting entire
communities. It may either due to some environmental factor peculiar to that
region or to an underlying generalized dysplasia in a genetically isolated
community.

4. Neuropathic joint disease (Charcot’s disease):

The most destructive arthroplasty is that associated with lack of pain
sensibility and position sense.
Differential Diagnosis of OA:
1. Avascular necrosis:

Idiopathic necrosis causes joint pain and local effusion. Early on the
diagnosis is made by MRI. Once bone destruction occurs the X-ray changes
can be mistaken for those of OA; The cardinal distinguishing features is that in
osteonecrosis is the ‘point space’ (articular cartilage) is preserved in face of
progressive bone collapse and deformity.

2. Inflammatory Arthropathies:
RA, Ankylosing spondylitis and Reiter’s disease may start in one or two

large joints. X-rays show a predominantly atrophic or erosive arthritis.
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3. Polyarthritis of the fingers:

Polyarthritis OA may be confused with other disorders which affect the
finger joints. ‘Nodal OA’ affects predominantly the distal joints, “Rheumatoid
Arthritis” the proximal joints and “Psoriatic arthritis” is a purely destructive
arthropathy and there are no inter phalangeal nodes. Tophaceous gout may
cause knobbly fingers, but the knobs are tophi, not osteophytes.

Management:

The management of OA depend upon the joint involved, the stage of the
disorder, the severity of the symptom, the age of the patient and his or her
functional needs.

Early Treatment:

There is as yet, no drug that can modify the effects of OA. Treatments

is therefore symptomatic. The principles are
i. Maintain movements and muscle strength.
ii. Protect the joint from overload.
iii. Relieve pain.

iv. Modify daily activities.

Conservative Treatment:

1. Rest: The involved joints are rested to reduce compression and shear
stresses and allow the synovial inflammation to subside.

2. Range of motion: The joint is moved through a full range of motion several

times daily to prevent capsular contraction.
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. Load reduction: protecting the joint from excessive load may slow down
the rate of cartilage loss. Measures such as weight reduction for obese
patients, wearing shock-absorbing shoes, avoiding activities like climbing
stairs and using a walking stick will pay excellent dividends.

. Traction: Traction is used slowing the acute inflammatory phase,
particularly of a weight bearing joint. To separate the joint surfaces and to
stretch the contracted capsule until the inflammation subsides.

. Physical therapy: Moist heat is followed by massage and range of motion
exercises, both passive and active. Painful Heberden’s nodes are aided by
plain hot water soaks or paraffin applications.

. Body mechanics: Good body mechanics is aided by eliminating faulty
posture, applying shoe supports, and performing graduated exercises of all
joints.

. Orthopaedic appliances: A removable plaster splint secures rest and
permits daily physical therapy. An ordinary elasic bandage applied around
the affected joint restricts the extremes of motion while permitting a little
use.

. X-ray therapy: This is supposedly acts by reducing inflammation and
minimizing scar tissue formation.

. Warm, Dry climate.
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Other Useful Approaches in the management of Osteo Arthritis of
Hip and Knee joints.

Simple changes around the home and daily activities causes dramatic
improvement in the symptomatology of osteo arthritis. The following are
some of the measures.

1. Use of higher chair which require less effort to get in and get out should
be considered.

2. Patients are advised to climb the stairs leading the good leg taking one
stair leading with the bad leg, again taking one stair at a time.

3. To reduce the force acting across, the injured joint, the patient is advised
to use a walking stick which acts as a third limb.

4. Foot wear with hard soles and high heels should be avoided.

5. Reduction in overweight helps to reduce the load on the joints.

6. General advice when standing.

 Keep as upright as possible as this helps to put equal weight on both

the legs.

++ Avoid sitting on a low or soft chair.

% To avoid uneven and rough ground or surfaces while walking.
Exercises in the Management of OA of Hip and Knee.

Aims:
¢+ To increase the range of movements.
+« To increase stability and shock absorption .

% To prevent deformity.
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% To improve posture.
+ To reduce pain and stiffness.
Rules:
++ Build up the exercises gradually.
¢+ Avoid rough ground while exercising.
 To take warm baths before starting the exercises.
+ To perform the exercises 20 times each twice a day and later four
times a day.
Exercises Lying on the Back:

1. Pelvic Tilt: Tighten the thigh and buttock muscles, pushing the knees
flat, hold for a count of five and relax.

2. Pelvic Lift: Bend both the knees up, push on the feet and lift, hold for a
count of five and relax.

3. Leg Stretch: Push one leg along the floor as though you are trying to
make it longer than the other hold for a count of five and then repeat
with the other leg.

4. Alternate Leg Raising: Keeping the knees straight, lift alternate legs
six inches from the ground.

Exercises lying on your side, with the Painful Hip up:
1. Side leg raising: Keep the top leg straight and lift it up as high as

possible, hold for a count of five and relax.
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2. Knee and hip flexion: Bend the hip and knee of the top leg forwards,
and hold for a count of five. Then straighten the leg and stretch back
wards as far as it will go, hold for a count of five, then relax.

Exercises in Sitting Posture:

1. Knee together, feet apart: Keep the knees together and move the feet
apart, hold for a count of five then relax.

2. Feet together, knees apart: Keep the ankles together and move the
knees apart, then relax.

Exercises in Standing Posture:

1. Standing leg Swing: Hold into a table or chair with one hand, swing
one leg forward and backward. Try to get the backwards swing as wide
as possible.

2. Standing side leg swing: Hold on to a chair with both hands. Swing
bad leg out as far as it will go and then in. The outward swing is the
hardest part and the leg should be allowed to fall back under muscular

control.
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MATERIALS AND METHODS

The study Azhal Keel vayu was carried out during the year 2006-2008 at
Post Graduate Department of Sirappu Maruthvam, Government Siddha
Medical College and Hospital, Palayamkottai.

The cases were selected from the Post-graduate out patient department
(Sirappu-Maruthuvam) according to the signs and symptoms mentioned in the
siddha literature.

Selection of the cases:

Certain criteria were followed for the selection of the patients for
admission.
Selection Criteria:

1. Affection of any one of the major joints with or without swelling.

2. Morning stiffness.
3. Restricted movements.
4. Crepitation present in the affected joints.

According to the above criteria Sixty Four Cases were treated. Among
them Thirty Two Cases were admitted for this study from both sexes of
various age groups and Thirty Two Cases were treated as out patients.
Priority for admission was given according to the clinical findings. The most
of the signs and symptoms of Azhal Keel vayu correlated with the osteoarthritis
in modern system of medicine. Conducting all necessary investigations in

siddha as well as modern medicine were made to firm the diagnosis.
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In siddha system the following aspect were taken into consideration.
1. Mukkutra Niligal
2. Ennvagai thervugal
3. Udal Kattugalin Nilaigal
4, Neerkuri, Neikuri
5. Paruva Kaalangal
6. Thinaigal

The following investigations were done in Modern medicine aspect.

HAEMATOLOGICAL INVESTIGATIONS:
a) Total WBC count. e) Blood sugar.
b) Differential WBC Count. f) Blood urea.
c) Erythrocyte Sedimentation Rate. Q) Serum cholesterol.

d) Haemoglobin percentage.

URINE ANALYSIS:

a) Albumin.
b) Sugar.
c) Deposits.

STOOLS EXAMINATIONS:

a) Ova.
b) Cyst.
c) Occult blood.
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SPECIAL INVESTIGATIONS:
X-ray of the affected joint.
Selection of the drugs:
Selection of the drugs were made after the in-depth study of various

siddha literature.

The test drugs:
Keelvathathuku chooranam (internal)

Keelvathathuku thylam (external)

KEELVATHATHUKU CHOORANAM: 2gm twice a day morning and
night after food with milk.
KEELVATHATHUKU THYLAM:

This oil was given only for external use on the affected joints.

The day before the study started, Vellai Ennai — 15ml was given at early
morning as a mild purgative to all the patients.

The drugs selected for the study were subjected to the Pharmacological
and Bio-chemical analysis.

Pharmacological analysis were done at the Department of
Pharmacology, and Bio-chemical analysis were done at the Department of
Biochemistry, Govt. Siddha Medical College, Palayamkottai.

All the patients admitted for the study were given uniformly regular

hospital diet.
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During discharge all the patients were advised to attend the out patient
Department of Sirappu Maruthuvam Post-Graduate Govt. Siddha Medical

College Hospital, Palayamkottai for the further follow-up.
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RESULTS AND OBSERAVATIONS

Results were observed with respect to the following criteria:

1.

2.

10.

Sex distribution

Age distribution
Kaalam

Paruva Kaalam

Thinai

Duration of the illness
Socio-economic status
Occupational status
Diet references

Precipitating factors
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11.

12.

13.

14.

15.

16.

17.

18.

19.

20.

Prevalent sites
Clinical features
Mode of onset
Thridosa theory
Udal Kattugal
Ennvagai thervugal
Nei Kuri

Yakkai Ilakkanam
Gunam reference

Result



1.SEX DISTRIBUTION:

S.No Sex No. of Cases Percentage
1. Male 9 45%
2. Female 11 55%

Among 20 cases, 9 were males and 11 were females.

Sex Distribution
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2.AGE DISTRIBUTION:
S.No Age No. of Cases Percentage
1. 0-20 - -
2. 21-30 - -
3. 31-40 2 10%
4. 41-50 2 10%
5. 51-60 6 30%
6. 61 and above 10 50%
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Most of the cases were above the age group of 60. No one was reported

below the age group of 36 during the study.

Age Distribution
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3. KAALAM:
No. of Total
S.No Kaalam Percentage
Cases Percentage
Vatham 0-11 - -
11-22 - - 0
22-33 - -
Pitham 33-44 3 15%
44-55 4 20% 65%
55-66 6 30%
Kapham 66-77 5 25%
77-88 2 10% 35%
88-100 - -
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KAALAM

70 A
60 -
50 A
40 A
30 A
20 A
10 A

Percentage

ANNANNNN

Vatham Pitham Kapham

Most of the cases 65% were in Pitha Kaalam and the rest were reported
in Kapha Kaalam.
No cases were reported in Vatha Kaalam.

4.PARUVA KAALAM:

S.No Paruvakaalam No. of Cases | Percentage

Kaar (Aavani, Purattasi)
1. 2 10%
(Aug16-Octl5)

Koothir (lypasi, Karthigai
2. (Iyp ga) 5 25%
(Octl16-Declb)

Munpani  (Margali, Thai)
3. 2 10%
(Decl6-Febl5)

Pinpani  (Masi, Pankuni)
4, 8 40%
(Febl16-Aprl5)

Elavenil (Chithirai, Vaikasi)
5. 3 15%
(Aprl6-Junelb)

Muthuvenil ~ (Aani, Aadi)

(Junel6-Augl5)

The maximum incidence of Azhal Keelvayu was during the Pinpani

Kaalam. No cases were reported in Muthuvenil Kaalam.
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5 THINAI (PLACE):

S.No Thinai No. of Cases | Percentage

1. Kurinji (Hill area) - -

2. | Mullai (Forest area) - -

3. Marutham (Fertile area) 20 100%

4. | Neithal (Costal area) - -

5. Paalai (Desert area) - -

Among the 20 cases, all the cases were belonged to Marutha nilam.

6.DURATION OF THE DISEASE SUFFERINGS:

S.No Duration (Months) No. of Cases | Percentage
1. 0-3 7 35%
2. 3-6 4 20%
3. 6-12 4 20%
4, 12-24 1 5%
5. 24-36 2 10%
6. 36 and above 2 10%

Among the 20 cases, most of them had the duration of the illness 3

months and above.
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Duration Of The Disease

N
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7.THE SOCIO-ECONOMIC STATUS:

S.No Socio-economic status No. of Cases | Percentage

1. Poor 15 75%
2. Middle class 5 25%
3. Rich - -

According to this study 75% of the cases were poor socio-economic

status, 25% cases were from middle class families.
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8.0CCUPATIONAL STATUS:

S.No Nature of Work No. of Cases | Percentage
1. Agriculturist 6 30%
2. Manual labour 3 15%
3. House Wife 11 55%

Occupational status shows agriculturists and house wife’s were more

affected.
Occupational Status
60% -’?
50% -’/
o 40% "/
8
§ 30% -
& 20%
10%
0%
Agriculturist Manual labour House Wife

9.DIET REFERENCE:

S.No Diet Habit No. of Cases | Percentage

1. Vegetation - -

2. Mixed diet 20 100%

When the cases for clinical trail were enquired about their dietary habits

it was noted that 100% cases had mixed diet habits.
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10.ONSET OF DISEASE:

S.No Mode of onset No. of Cases | Percentage
1. Sudden - -
2. Gradual 20 100%

According to this study 100% of cases were reported gradual onset of
disease.

11. TABLE SHOWING PRECIPITATING FACTORS:

S.No Precipitating Factors No. of Cases | Percentage
1. Exposure to cold 8 40%
2. Over use of the joint 15 75%
3. Over Weight 10 50%
4. Trauma - -

16

14

12

10

Exposure to cold  Over use of the Over Weight Trauma
joint
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Among the 20 patients 8 (40%) of them showed exposure to cold as a
precipitating factor and 15 of them (75%) had the history of over use of the

joint. Ten of them (50%) were over weight.

12.TABLE SHOWING PREVALENCE OF THE JOINT AFFECTION:

S.No Affected joint No. of Cases | Percentage
1. Knee (Both) 20 100%
2. Ankle (Both) 1 5%
3. Shoulder - 0

Among the 20 patients in the In-patients ward all the 20 cases (100%)

had affection of the Knee joints and Ankle joint were in 1 case (5%).

13.TABLE SHOWING CLINICAL FEATURES:

S.No Signs and Symptoms No. of Cases | Percentage

1. Pain, tenderness 20 100%
2. Swelling 11 55%
3. Morning stiffness 20 100%
4. Crepitations 20 100%
5. Local heat 11 55%
6. Constipation 14 70%
7. Loss of appetite 14 70%
8. Temperature - -

0. Limited Movements 14 70%
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Among the twenty cases all of them had pain, tenderness, morning
stiffness and crepitation. 70% of the patients had constipation and highly
painful limited movements.

14. Radiological Findings:

S No Findings NO of Cases Percentage
1 Joint Space narrowing 20 100%
2 Inter condylar notch 9 45%
prominence
3 Osteophytes 16 80%
4 Subchondral Sclerosis 14 70%
5 Osteoporosis 18 90%
6 Deformity 4 20%

Joint Space narrowed in all cases (100%), Osteophytes present in 16
cases (80%),0Osteoporosis present in 18 cases(90%),deformity present in 4
cases (20%)
14.DISTRIBUTION OF THRIDOSA:

a.Table showing the derangement of vatham:

S.No Vatham No. of Cases | Percentage
1. Pranan - -
2. Abanan 14 70%
3. Viyanan 20 100%
4. Uthanan - -
5. Samanan 20 100%
6. Naagan - -
7. Koorman 4 20%
8. Kirukaran - -
9. Devathathan 10 50%
10. | Dhananjeyan - -

72




BothBoth Viyanan and Samanan were affected in all the twenty cases
(100%).

Abanan was affected in 14 cases (70%).

Devathathan was affected in 10 cases (50%).

Koorman was affected in 4 cases (20%).

b. Table showing the derangement of Pitham:

S.No Pitham No. of Cases | Percentage
1. Analapitham 14 70%
2. Ranjagam 12 60%

3. Saathagam - -

4, Prasagam - -

5. Alosagam - -

Analapitham was affected in 14 cases (70%).

Ranjagam was affected in 12 (60%).

c. Table showing the derangement of Kapham:

S.No Kapham No. of Cases | Percentage
1. Avalambagam - -
2. Kiletham 14 70%
3. Pothagam - -
4, Tharpagam - -
5. Santhigam 20 100%
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In all the 20 cases (100%) Santhigam was affected. Kiletham was
affected in 14cases (70%).

15. TABLE SHOWING THE CONDITION OF UDAL KATTUGAL:

S.No | Udal Kattugal No. of Cases | Percentage
1. Saaram 14 70%
2. Senneer 12 60%
3. Oon 5} 25%
4. Kozhuppu - -
5. Enbu 20 100%
6. Moolai - -
7. | Venneer/Suronitham - -

In all the cases Enbu was affected (100%).
Senneer was affected in 12 cases (60%).
Saaram was affected in 14 cases (70%).

Oon was affected in 5 cases (25%).
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16.ENNVAGAI THERVUGAL.:

S.No Ennvagai thervugal No. of Cases | Percentage
1. Naadi 20 100%
2. Sparisam 11 55%
3. Naa 12 60%
4. Niram - -
5. Mozhi - -
6. Vizhi 4 20%
7. Malam 14 70%
8. Moothiram - -

Naadi was affected in all the cases, 12 cases (60%) were Pitha vatha

Naadi, 4 cases (20%) were Vathapitha naadi, 4 cases (20%) were vatha naadi.

Naa was affected in 12 cases (60%), Malam was affected in 14 cases (70%).

17.NEIKURI:

Among the 20 cases, the Neikuri result were observed as follows:

S.No Neikuri No. of Cases | Percentage
1. Spreading like a snake 4 20%
2. Spreading like a ring 6 30%
3. Spreading like a pearl - -
4, Combined of ring and snake 10 50%
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18.YAKKAI ILAKKANAM (PHYSICAL CONSTITUTION):

S.No Yakkai llakkanam No. of Cases | Percentage
1. Vatha udal 4 20%
2. Pitha udal 2 10%
3. Kapha udal 2 10%
4. Thontha udal 12 60%

Among the 20 cases, the majority were of Thontha udal.

19.GUNAM (QUALITY AND CHARACTERS):

S.No Gunam No. of Cases | Percentage
1. Sathuva Gunam - -
2. Rajo Gunam 16 80%
3. Thamo Gunam 4 20%

Most of the cases had Rajo gunam.

20.Results:
S.No No. of Cases Results Percentage
1. 12 Improved 60%
2. 8 Partially Improved 40%

Among the twenty cases taken for this study who were admitted in the
In-patient ward, 12 cases (60%) showed improvement. 8 cases (40%) showed
partial improvement. The results were based on the clinical improvements, the

author had tried not only medicines but also recommended yoga therapy.
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Results

60%

B Improved

= Partially Improved
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DISCUSSION

Azhal Keel vayu is one of the major bony joint problems i.e. really the
movable joints affected which makes the elder people most troublesome
especially. The disease Azhal Keel vayu as explained in Siddha system of
medicine has got close resemblance with that of osteoarthritis of modern
system of medicines in conservation as well as clinical importance.

The drugs used to treat this disease were Keelvathathuku chooranam
internally and Keelvathathuku thylam externally. This study is a trial to
throw light the role of the drugs in all aspects in the management of the disease.

Thirty two cases of Azhal Keel vayu were admitted in the In-patient
ward who were diagonosed clinically on the basis of signs and symptoms
described in the text “siddha maruthuvam”. The clinical diagnosis was made
confirmed by means of other siddha aspects of examinations. Out of thirty two
cases, twenty were selected for this study.

Sex Distribution:

Among the twenty cases, 9 (45%) were male and 11(55%) were female
patients. It shows men and woman are more or less equally affected.
Age distribution:

According to this study most of the patients were above the age of 50.
Only 4 (20%) were reported in between the age group of 30 to 50.

Prevalence of affecting the joints:
In Azhal Keelvayu the hallmark of involvements are articular joints.

The involvement of the ailment was mostly found out in the knee joints.
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Both the Ankle joint were affected in 5% cases.
Duration of the illness:

According to this study the duration of the illness varied from 3 months
to 2 years. Naturally, this disease is a chronic one unless any history of trauma.
Because, this disease as already told, a slow, progressive disorder most
probably encouraging degenerative condition.

Socio-economic status:

Among the 20 cases selected for this study, 15 cases (75%) were poor
class and only 5 cases (25%) were middle class family.
Occupation status:

According to this study, the 6 cases (30%) were agriculturists.
Precipitating Factors:

According to this study exposure to cold, exessive use of the knee joint
and obesity were played a major role.

Prevalence of the joint affection:

According to this study all the 20 cases (100%) had affection of the knee
joints. One case had affection of the ankle joint.
Clinical manifestation:

Among the twenty cases, all of them had pain, tenderness, morning
stiffness, crepitation etc, most of them were reported with mild swelling,

slightly restricted movements, loss of appetite and habitual constipation.
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Paruva Kaalam:

In the disease of keel vayu, being a vadha disease according to many
siddha literature, vadham gets vitiated in munipani kaalam. Here the higher
incidence of the disease was in Pinpani and Koothir Kaalams.

Thinai:

In this study it was observed that all of the cases were from Marutha
Nilam.

Disturbance in Vatham:

In the twenty cases, in all of them (100%) Viyanan and Samanan were
affected. Abanan was affected in 14 (70%) cases. Devathathan was affected in
10 cases (50%). Koorman was affected in 4 cases (20%).

Disturbance in Pitham:

According to this study Analapitham and Ranjagapitham were affected
in 14 (70%) and 12 (60%) cases respectively.
Disturbance in Kapham:

According to this study santhiga kapham was affected in all the cases
(100%). Kiletham was affected in 10 (50%) cases.

Udal Kattugal:

Among the Seven udal Kattugal, Saaram and Senneer were affected in
14 (60%) and 12 (60%) cases respectively. Oon was affected in 5 cases (25%).
In all the cases (100%) Enbu was affected.

Gunam:

According to this study, 16 cases (80%) had Rajo gunam.
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Ennvagai thervugal:

According to this study, in Ennvagai thervugal, Naadi was affected in all
the cases (100%), Naa was affected in 12 cases (60%). Sparism was affected in
11 cases (55%). Vizhi was affected in 4 cases (20%).

Neikuri:

Among the 20 cases, 50% of the cases showed thondha neer.
Laboratory Investigation:

The available laboratory investigations were done in the Govt. Siddha
Medical College, Palayamkottai. Routine examination of blood, urine and
stools were done during the admission and discharge. Examination of urine
and stools showed no abnormalities. All the shown values have been recorded
in the Investigation table. In all the cases X-rays showed osteophytic changes

and marginal erosion.
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SUMMARY

. Sixty four cases with Azhal Keelvayu, diagnosed clinically. Out of
them thirty two cases were admitted in the in-patient PG Sirappu
Maruthuvam Ward, Govt. Siddha Medical College Hospital,
Palayamkottai were observed for clinical diagnosis, lab diagnosis and
treatment by the trial medicines. Out of them twenty cases were
selected for study. Thirty two cases were treated as out patients.

. Clinical diagnosis of Azhal Keel vayu was done on the basis of clinical
features described in the siddha text books.

. Laboratory diagnosis of Azhal Keelvayu was done by modern methods
of examination in the Govt. Siddha Medical College Hospital,
Palayamkottai.

. The various siddha aspects of examination of the disease were carried

out and recorded in a proforma.

. The trial medicines chosen for both internal and external treatment and

the management of Azhal Keelavayu

o Keelvathathuku chooranam as per the severity of the complaints, the
dosage were given 2 gm two times a day with milk for twenty days
and above.

o Keelvathathuku thylam (Externally).

. Before starting the treatment, careful detailed history was carried out

and recorded from the twenty selected patients.
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7. During the period of treatment, all the patients were put under strict
pathiyam-a specific dietary regimen.

8. The observation made during the clinical study shows that the main drug
Keelvathathuku chooranam (Internally) is clinically effective . It has
moderate analgesic action and significant anti inflammatory action.

9. The action of Keelvathathuku thylam (Externally) over the affected
joint was also clinically effective.lt has Significant anti inflammatory
action.

10. A periodical laboratory investigation were made for all the case for
blood, urine and motion test etc., along with radiological reports.

11.Since Azhal Keel vayu is a chronic disease, it required minimum
treatment for twenty days, treated both internally and externally to
minimize the severe pain, tenderness and Swelling, but also slight

disappearance of the crepitation.
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CONCLUSION

All the twenty patients Selected for this Study were treated with
Keelvathathuku chooranam (Internal 2gm bd with milk) and
Keelvathathuku thylam (Externally).

Clinical results show improvement in large number of the cases that is
60%. During the meantime of treatment, under admission all the Azhal Keel
vayu patients were instructed and guided to follow the following asanas.

The Cow head Posture

a) Komugaasana
b) Padmasana - The Lotus Posture

It was sure that no one had any remission up to 6 months.

If any further recurrence or no satisfied improvement, the individuals
were instructed to follow up treatment both internally and externally. It is very
pleasurable to say here, the author highlights the trial medicines are found
effective just relieved from pain and tenderness, severe morning stiffness,
severe crepitation, arresting of marked swelling and so on.

It was noted that the internal drug Keelvathathuku Chooranam was
free from adverse side effects, i.e. no cases were reported either nausea or
vomiting and the external application Keelvathathuku thylam was not irritant,
i.e. no cases were reported itching or inflammation or eruption wherever

massaged.
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GOVT SIDDHA MEDICAL COLLEGE,
PALAYAMKOTTAI

BIO-CHEMICAL ANALYSIS

Preparation of the extract:

5gms of choornam was weighed, accurately and placed in a 250ml clean
beaker. Then 50ml distilled water is added and dissolved well. Then it is
boiled well for about 10 minutes. It was cooled and filtered in a 100ml
volumentric flask and then it is made up to 100 ml with distilled water. This
fluid is taken for analysis.

Qualitative analysis:

S.No | Experiment Observation Inference

1. TEST FOR CALCIUM A white precepetate | Indicates the
2ml of the above prepared is formed presence trace
extract is taken in a clean test amount of calcium
tube. Add 2 ml of 4% is present.

ammonium oxalate solution is

added to it

2. TEST FOR SULPHATE No white Absence of
2ml of the extract is added to 5% | precepetate is Sulphate
barium chloride solution formed
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TEST FOR CHLORIDE No white Absence of
The extract is treated with silver | precepetate is Sulphate
nitrate solution formed

TEST FOR CARBONATE No brisk effer Absence of
The substance is treated with vessence is formed | Carbonate

concentrated HCL.

TEST FOR STARCH

The extract is added with weak

iodine solution

Blue colour is

formed

Indicates the

presence of starch.

TEST FOR IRON

FERRIC: The extract is treated
with glacial acetic acid and

potassium ferro cyanide.

No Blue color is

formed

Absence of ferric

Iron

TEST OF IRON FERROUS:

No blood red colour

Absence of ferrous

The extract is treated with is formed iron.
concentrated nitric acid and

ammonium thio cyanate

TEST FOR PHOSPHATE No yellow Absence of
The extract is treated with precepetate is phosphate

ammonium Molybdate and

concentrated nitric acid.

formed
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9. TEST FOR ALBUMIN No yellow Absence of
The extract is treated with precepetate is Albumin.
Esbach’s reagent. formed

10. TEST FOR TANNIC ACID. No blue back Absence of Tanmic
The extract is treated with Ferric | precepetate is acid.

Chloride reagent. formed.

11. TEST FOR UNSATURATION | It gets decolourised. | Indicates the
Potassium permanganate presence of
solution is added to the extract. unsaturated

compound.

12. TEST FOR THE REDUCING Colour change Indicates the
SUGAR. occurs. presence of
5ml of Benedict’s qualitative Reducing Sugar.
solution is taken in a test tube
and allowed to boil for 2 mts and
added 8-10 drops of the extract
and again boil it for 2 mts.

13. TEST FOR AMINO ACID. Violet colour is Indicates the

One or two drops of the extract is
placed on a filter paper and dried
it well, after drying 1%
Ninhydrin is sprayed over the

same and dried it well.

formed.

presence of Amino

acid.
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ANALGESIC STUDY OF KEELVATHATHUKU

CHOORANAM
Aim
To study the effects of analgesic action on albino rats by tail flick

method.

Instruments

Analgesiometer using heated nicrome wire as the source of stimulus.
Procedure:

Two groups of rats on either sex were selected, each group having three
rats and each rat was put inside a rat holder with the tail projecting out fully.
The tip of the tail was kept over the nicrome wire of the analgesiometer. To
heat the nicrome wire by switching it on and at the same time starting a
stopwatch. The time takes for the rat to flick the tail was noted. This was kept
as the control volume.

Paracetamol was administered at a dose of 20mg/100gm of body weight
orally to the test group. The reaction time was noted after the administration
half an hour and one hour and the average is calculated.

When a rat fails to flick the tail, it should be continued beyond eight
seconds to avoid injury.

The result of drug treated group and control group were tabulated and

compared.
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After 1

Initial After %2
Dose/100mg hour
Group reading hour
Body weight (in Sec)
(in Sec) (in Sec)
Control Water 2ml 2 3 2
Standard Paracetamol-
20mg 2 6 7
Test drug 200mg 2 3 4
Inference:

The test drug seems to have moderate analgesic action
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CHRONIC ANTI-INFLAMMATORY STUDY BY

COTTON-PELLETS GRANULOMA METHOD

Drug

Keelvathathuku Chooranam
Aim

To study the chronic anti-inflammatory activity of the drug in albino rats
by cotton pellets implantation (granuloma) method.

Procedure:

Cotton pellets each weighing long was prepared and sterilized in an
autoclave for about one hour under 15 Ibs atmosphere pressure. Nine Albino
rats weighing between 100-200gm were selected and were divided into 3
groups. Each rat was anaesthetized with ether and cotton pellets were
implanted subcutaneously in the groin, two in each side.

From the day of implantation, one group of animals received
keelvathathuku chooranam at a dose of 200mg/100gm of body weight.

On the eighth day the rats were sacrificed and the pellets were removed
weighed. Then they were put in an incubator at 60°C-80°C and then weighed.

The concordant weight was noted for all groups and compared.
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The effect of Keelvathathuku chooranam in chronic anti

inflammatory study.

Concordant
Dose given Percentage Percentage
Group weight in
orally inflammation | inhibition
mgs
Control Water 2ml 250 100 -
Ibuprofen
Standard 20mg/100gm
56 224 77.6
body weight
200mg/100gm
Test drug 147 59 41
body weight
Inference :

The drug show moderate chronic — anti inflammatory action.
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ACUTE ANTI-INFLAMMATORY ACTIVITY IN RATS

BY HIND-PAW METHOD

To demonstrate the acute anti-inflammatory activity of
KEELVATHATHUKU CHOORANAM in albino rats by Hind-paw method.
Procedure:

Nine Albino rats weighing 100-150gm were taken and divided into three
groups and each group consisting three rats.

First group was kept as control land received water. Second group
received lbuprofen at a dose of 20mg/100gm-body weight. Third group
animals received keelvathathuku chooranam suspension at a dose of
200mg/100gm-body weight.

Before administration of drugs, the Hind-paw volume of all the rats
were measured. This was done by dipping the Hind-paw upto the ribio-tarsal
junction in mercury plethysmograph. Soon after the measurement at the drugs
were administered. One hour after the administration of drugs a sub-cutaneous
injection of 0.1ml of 1%/W/V of carrageenin in water was made into planter
surface of both the Hind-paw of each rat.

Three hours after carrageenin injection, the Hind-paw volume was
measured once again. Difference between the initial and final value were noted
and compared.

This method is more suitable method for studying anti-inflammatory

activity in acute inflammation.
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The effect of Keelvathathuku chooranam in acute anti-inflammatory

activities.
Dose volume | Initial Final Mean Percentage Percentage
Group
orally reading | reading | difference | Inflammation Inhibition
Control | Water 2 ml 0.55 1.4 0.85 100 -
Ibuprofen
Standard 0.55 0.85 0.3 35.3 64.7
20mg/100gm
Test
200mg/100gm 0.66 0.93 0.27 39.7 60.3
drug
Result:

The drug keelvathathuku chooranam has significant acute — anti

inflammatory action.
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ACUTE ANTI - INFLAMMATION SSTUDY ON
KEELVATHATHUKU (EXTERNAL USE) BY HIND-PAW

METHOD | ALBINO RATS
Aim:

To study the acute anti-inflammatory activity of the test drug
KEELVATHATHUKU THYLAM.

Preparation of the test drug:

The keelvathathuku thylam was prepared as per the preparation in
Mooligai Marmam Part 1V.

Procedure:

Six healthy albino rats weighing 100-150gm were taken and divided into
three groups, each consisting of 2 rats.

First group was kept as control by giving distilled water of 2ml1/100gm
of body weight. The second group was kept as test group. The third group was
given the standard drug.

Before application of the test drug the Hind-paw volume of all the rats
were measured. This was done by dipping the Hind-paw (up to the tibio-
femoral junction) into a mercury plethysmograph. While dipping the Hind-
paw, by pulling the syringe piston, the level of mercury in the centre small tube
was made to coincide with red marking and reading was noted from the

plethysmograph.
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One hour later, a sub-cutaneous injection of 0.1ml of 1%(wi/r)
Carrageenin water made into plantar surface of both Hind-paw of each rat. To
the second (last) group keelvathathuku thylam was topically applied for three
times over the inflammed surface in a thin layer for every 15mts for an hour.
To the other group no drug was applied over the inflammed surface.

Three hour after injection the Hind-paw volume was measured once
gain. The difference between the initial and final volume would show the
amount of inflammation. Taking the volume in the control group as 100% of
inflammation, anti-inflammatory effect of the test group is calculated.

EFFECT OF KEELVATHATHUKU THYLAM:

Dose
100gm
Initial | Final Percentage | Percentage
Group Drugs of Difference
value | value Inflammation | Inhibition
body
weight
Control Water 2ml 0.55 1.4 0.85 100
Standard Ibuprofen 20ml 055 | 0.85 0.3 35.3 64.7
Test Keelvathathuku
Ext 1 1.2 0.2 22.2 77.8
drug thylam.
Inference:

The test drug has significant Anti-Inflammatory action externally.
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PROFORMA OF CASE SHEET
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL
POST GRADUATE DEPARTMENT
PALAYAMKOTTAI. TRIRUNELVELI - 627 002
Branch — 111 Sirappu Maruthuvam

Dissertation done by:

I.P. No : Occupation

Bed No : Income

Ward : Nationality

Name ; Religion

Age X Date of Admission
Date of Discharge

Sex : Diagnosis
Result

Medical Officer

Permanent Address :

Complaints and duration :

History of present illness :

History of Previous illness :

Personal history including habits:

Family History
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GENERAL CONDITIONS ON EXAMINATION

1. Consciousness

2. General appearance

3. Stature

4. Nourishment

5.Skin Changes

6. Face

7. Pallor

8. Jaundice

9. Cyanosis

10. Clubbing

11. Lymphadenopathy

12. Abdominal Distension

13. Jugular Venous Pulsation

14. Engorged Veins
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15.

16.

17.

18.

19.

20.
21.
22,

Koilonychia

Pedal oedema

Generalised Oedema

Temperature

Pulse

Rate

Rhythm

Volume
Character
peripheral pulses

Pulses paradoxus

Respiratory Rate X /min
Heart Rate

Blood pressure

Right

Left

Upper limb

23.

Miscellaneous
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LABORATORY INVESTIGATION
1. BLOOD:
TC cells/ cu. mm
DC : P % L % E % M %
ESR :
Y hour : mm

| hour : mm

Hb
Blood Sugar
Blood Urea
Serum Cholesterol :
Uric Acid
VDRL
2. URINE
Albumin
Sugar

Deposits
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3. Motion

Ova

Cyst
4. IMMUNOLOGICAL :

RA Factor
5.RADIOGRAPHIC FINDINGS :
6. SEROLOGICAL TEST FOR SYPHILIS :
7. SYNOVIAL FLUID ANALYSIS :
8. ARTHROGRAPHY :

1. LOCOMOTOR SYSTEM

INSPECTION
Overlying Skin:

Colour

Scars and ulcers

Periarticular swelling
Bones:

Deformity

Unusual posture

Muscle changes

Symmetrical distribution :

joint movements

Gait
Palpation:

Skin Temperature

Soft Tissues

Bony Enlargement

Crepitus

Sub-cutaneous nodules

Rheumatoid vasculitic lesion :
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Lymphadenopthy
pitting ledema
Range of Movements
Examination of individual joints:
Cervical Spine
Thoracic Spine
Lumbar Spine
Sacro-illac Joint
Shoulder Joint
Elbow Joint
Wrist Joint
Metacarpophalangeal joint :
Interphalangeal Joint
Hip Joint
Knee joint

Metatarso phalangeal Joint:

Examination of individual joints (Affected Joints)

Measurement (in inches) :
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Before and After Treatment:

RIGHT

LEFT

BEFORE

AFTER

BEFORE AFTER

Knee Joint
Ankle Joint
Wrist Joint
Elbow joint
Index finger
Middle finger
Ring finger
Little finger

EXAMINATION OF OTHER SYSTEMS:

1. Respiratory system

2. Cardio Vascular system

3. Gastro Intestinal system

4. Central Nervous system
DAILY PROGRESS

DATE

SYMPTOMS

DRUG
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GOVERNMENT SIDDHA MEDIDCAL COLLEGE HOSPITAL,

POST GRADUATE RESEARCH CENTRE,

PALAYAMKOTTAI, TIRUNELVELI-627 002

BRANCH - 111 SIRAPPU MARUTHUVAM.

ADMISSION-DISCHARGE SHEET FOR “AZHALKEEL VAYU”

IP No
Bed No
Ward
Name
Age
Sex

Permanent Address:

Temporary Address:

CLINICAL PICTURES

Occupation :
Income

Nationality :
Religion

Date of Admission :
Date of Discharge :
Diagnosis

Result

Medical officer

SI.No. During Admission During Discharge
PLACE:
DATE: Signature of Medical Officer.
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List of In Patients of PG Il - Sirappu Maruthuvam Department

Given 1) KEELVATHATHUKU CHOORANAM as Internal Medicine

2) KEELVATHATHUKU THYLAM as External Medicine for AZHAL KEEL VAYU

Haematological Investigation

Urine Analysis ;
BT AT BT AT Motion test o of
S.Nd Name IPNo| Age | Sex | D.O.A | D.O.D bcos | ESR bcos | ESR BS | BU | sC X-ray D°'° Results
Tc mm hrs| Hb Tc mm hrs| Hb Alb| Sug| Dep |AlbjSug| Dep |Ova | Cyst ays
PIL|E|1/2| 1 PIL|E|1/2]1
1 Muthammal 655 62 F ]02.03.07|23.03.07| 9,600 |68(28| 4|30 (65| 68 9,400 |64|34|2|15|32| 68 | 72 | 25 [ 150 | N| N | NAD|N|N|[NAD| N N Rt. OA 22|Par. Imp
2 Mahamayi 791 55 F]20.03.07|09.04.07| 8,100 |60(31| 9| 3 | 8 | 71 8,100 |60(36(4| 2 |5| 70| 89 | 21 [160| N| N | NAD|N|N|[NAD| N N Bil. OA 21|Improved
3 Sudalai 793 75 M |20.03.07 [12.04.07| 9,000 |52|38|10| 20 | 45| 72 9,100 |56(38| 6| 15|25 70 | 75 | 31 [ 159 | N| N | NAD|N|N|[NAD| N N Bil. OA 24|Par. Imp
4 Samuvel 828 62 M |25.03.07 (20.04.07| 9,200 |64|34| 2| 2 | 5| 74 9,200 |58(38(4| 2 |5| 75|80 | 17 [158 | N| N | NAD|N|N|[NAD| N N Bil. OA 26|Improved
5 Muthuvel 874 42 M |31.03.07 |04.05.07| 9,600 |64|32| 4| 3 | 7 | 67 9,600 |64(|34(2| 2 |5 70| 71 | 19 [147|N| N | NAD|N|N|[NAD| N N Bil. OA 35|Improved

6 Swaminathan 912 | 60 M ]05.04.07 |01.05.07| 9,800 |70|28| 2| 15|32| 69 | 9,600 |68|28| 4| 12|25| 70 | 60 | 32 | 194 | N| N [ NAD[N|N|NAD| N N [Bil. OA 27|Improved

7 Lakshmi 918 | 60 F |06.04.07 |06.05.07| 9,200 |64(32| 4| 3 |7 | 78 | 9,400 [63|34|3| 3 |7| 75| 70 | 17 [151 N[ N | FEC|[N|N|[NAD| N N [Bil. OA 31|Improved

8 Sankarammal 932 | 55 F |07.04.07 |26.04.07| 9,400 |60(36| 4 |15|32| 75 | 9,400 [64|34|2[15|32| 75 | 98 | 21 [ 150 [N| N |NAD|N|N|[NAD| N N [Bil. OA 20|Par. Imp

9 Xavier 1060 | 65 M |21.04.07|04.06.07| 9,600 |63|36|1| 3 | 7| 75 | 9,400 |64|34| 2| 3 |7 | 75| 84 | 38 |147|N| N [NAD|[N|N|NAD| N N [Bil. OA 45(Improved

10 Parvathy 1068 | 60 F |21.04.07|11.05.07| 7,900 |56(34|10|{30|55| 41 | 8,000 [56|38| 6 |15|32| 48 | 70 | 23 [ 150 [N| N | FEC [N | N|[NAD| N N [Bil. OA 21|Par. Imp

11 Ramasamy 1410 | 78 M |26.05.07|20.06.07| 9,400 |68|28| 4|20 |52| 68 | 9,400 |64|34|2|15|32| 68 | 85 | 28 | 165| N| N | FEC [N|N|FEC | N N [Lt. OA 26|Par. Imp

12 Pandian 2254 | 70 M ]06.09.07 |08.10.07| 9,000 |64|34| 2| 2 | 5| 75 | 9,200 |60|38| 2| 2 | 5| 75 | 75 | 30 [150|N| N | FEC [N|N|NAD| N N [Bil. OA 33|Improved

13 Gnanambal 2474 | 73 F |05.10.07 |09.11.07| 8,000 |60(38| 2| 3 | 7 | 68 | 8200 [64|34| 2| 3 |4| 65 |146| 35 [243|N|[ N | FFC [N|N|[NAD| N N [Bil. OA 36|Improved

14 Pandithevar 2554 | 78 M ]16.10.07|04.11.07| 8,600 |58|38| 4| 5 |12| 68 | 8,400 |58|36|/6| 3 | 7| 65| 72 | 30 [149|N| N [ OPC|[N|N| OPC| N N [Bil. OA 20|Par. Imp

15 Vimali 2842 | 40 F |19.11.07|18.12.07| 8,800 |60(36| 4|20 |45| 60 | 8,600 [56|34|10( 12 22| 65 | 73 | 19 [ 181 | N[ N |[NAD|N|N|[NAD| N N [Rt.OA 30|Improved

16 Vijaya 2934 | 36 F |30.11.07 |25.12.07| 8,500 |68(28| 4 |15|25| 66 | 8,600 [68|28| 4| 3 | 7| 66 |108| 17 [190 | N[ N | OPC | N|N|[NAD| N N [Rt.OA 26|Improved

17 Parameswari 2959 | 52 F |04.12.07 |23.12.07| 9,100 |68(28| 4|30 (50| 70 | 9,100 [64|32| 4|12 |25| 70 | 74 | 16 | 157 | N[ N |NAD|N|N|[NAD| N N [Bil. OA 20|Par. Imp

18 Lakshmi 2960 | 68 F |04.12.07|07.01.08| 10,900 [70|{28| 2 |12 |22 | 66 | 10,200 |68|28| 4| 5 |12| 68 | 86 | 17 | 199 |N| N | FEC|N|N|[NAD| N N [Bil. OA 35|Improved

19 Nambi 88 75 M ]12.01.0831.01.08| 8,800 [56|38|6| 5 |12| 66 | 8600 |58|38| 4| 5 |12| 70 | 140 | 30 [ 189 | N| N [ NAD|[N|N|NAD| N N [Bil. OA 20|Par. Imp

20 | Sankarammal 123 | 48 F [18.01.08|07.02.08| 10,100 68|30 2 | 15|30 72 | 10,000 |64|34| 2 |12|22| 70 | 78 | 18 | 163 | N| N | FEC|N|N|FEC | N N [Bil. OA 21|Improved

EC - Epithelial Cells, PC - Pus Cells,
N - Nil
NALo Abnormal Deposit



Body Mass Index of in Patients

BMI = Weight in kg/(Height in meters)

S.NO Name IPNO | Age Sex |Wtinkg/Htinm| BMI
1 Muthammal 655 62 F 55 1.51 24.1
2 Mahamayi 791 55 F 53 1.55 22
3 Sudalai 793 75 M 72 1.62 27.4
4 Samuvel 828 62 M 75 1.64 27.9
5 Muthu Vel 874 42 M 65 1.62 24.8
6 Swaminathan 912 60 M 78 1.64 29.1
7 Lakshmi 918 60 F 66 1.58 26.5
8 Sankarammal 932 55 F 65 1.56 26.7
9 Xavier 1060 65 M 64 1.66 23.2
10 Parvathy 1068 60 F 51 1.5 22.6
11 Ramasamy 1410 78 M 75 1.65 27.5
12 Pandian 2254 70 M 62 1.66 22.5
13 Gnanambal 2474 73 F 69 1.6 26.9
14 Pandithevar 2554 78 M 78 1.72 26.4
15 Vimali 2842 40 F 71 1.59 27.4
16 Vijaya 2934 36 F 56 1.58 22.4
17 Parameswari 2959 52 F 68 1.58 27.3
18 Lakshmi 2960 68 F 54 1.55 22.5
19 Nambi 88 78 M 56 1.64 20.8
20 Sankarammal 123 48 F 52 1.52 22.6

Normal BMI - In Males 20 to 24.9
- In Females 18 to 24.9
Overweight - 25t0 29.9

Obesity

More than 30.
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