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INTRODUCTION

Siddha system of medicine is an earliest Indianesyf medicine and it
provides efficient service to people. Aim of thestgyn is to keep the body and
mind in a good condition.Most of the current modsemientists says about the
aetiology of the diseases as incoherent life sfijlee siddha system of medicine
has a specific character having specially thabitonly cures the disease but also

prevent the disease

The drugs in siddha are classified into Thavaranbdleorigin), Thathu

(metal and mineral origin) and Jeevam (animal ajigi

Any change in the cosmos is always contemplatébde human body. Both

are formed the basic five elements(Pancha boodthaing.,
* Mann(earth),
* Neer(water),
* Thee(fire),
» Vali(air)
* vin(space).
Hence, siddhar’s Sattamuni has stated that,

‘|G glev 2_emarGg LiewsrLLb
LesrL_Sglev 2 6iTenGg 6iorL_Lb”

These five basic elements combine to form a thrathus Vali,Azal and lyam.

* Vali-Air+space
* Azal-Fire

e lyam- Earth+Water



" FleId Gsnmuilenid Crmi CFwDd HITGeum
auerfl(LpGeur eTessTeusiiut (LpesTmy)”

BmSHSmeT

When the natural harmony of the three thathus besomitered, the
resulting inbalance causes various diseasgsothagavayu is caused by

imbalance of Vali and Azal

Many siddhars like THIRUMOOLAR, YUGIMUNI, AGASTHIARand
DHARVANTHRI has given special importance to femdiealth and various
gynecological problems like irregular menstruatiamenorrhoea, dysmenorrhoea,

infertility etc.

In the recent days life style modification and dibanges are the major

causes for diseases.

By following the life signs of Siddhars we can peat, cure and promote a

healthy life.

“LMILIL GIL-VGHIMTL LO(HKHGISHEET CUMGLD
LML SETCHML HKHOISHETEF FTeID
wmu FesfiGrMu ey F(H&s
LML FTema LO(HHGIGewTemGLD. "

_Fmewevi H(BOBSND.

In siddha SOOTHAGAVAAYU which has various symptolke Irregular

menstruation or amenorrhoea, lower abdominal paihheead ache.



The clinical features of Soothaga Vaayu may beetated with PCOS
(Polycystic Ovarian Syndrome) in modern aspectesiiicis one of the most
common endocrine disorders .PCOS produces symgtoaggproximately 7-10%
of female of reproductive age(15-45 yrs).Almost 78%women with irregular
periods suffer from PCOS,50% of women with PCO Sodnese.

Nowadays people expects a strong relief without sidg effects for the

disease. So i believed thaherbomineral preparation gives the best solution.

So | preferred to selecBoothagavayuas my dissertation topic with
Soothagathai Udaikkum KasayamandMaeni Lavana Chooranam | will put

my efforts as much as possible to give the bestisol



AIM AND OBJECTIVE

AIM OF THE STUDY

TIROOTHAGA VAAYU(POLY CYSTIC OVARIAN
SYNDROME) results in irregular menstruation, anovulation am@rtility. The
aim of my dissertation work is to regulate the staml cycle and to restore
ovulation with the two siddha drugSOOTHAGATHAI UDAIKKUM
KASAYAM andMAENI LAVANA CHOORANAM.

OBJECTIVE OF THE STUDY:

* To study the clinical course of the disease withentation on
aetiology, pathology, diagnosis, differential diagosis, prognosis,
complication and treatment by siddha aspect.

» To screen the clinical methods of diagnosis bysidalhars and to
know how the disease manifests due to derangddkutram,
poripulankal, ezhu udazh thathukal and envagai thevugal.

* To have an idea about the incidence of the disedbeage,
occupation, economic status, habits, hereditary andinical
conditions.

* To have detailed clinical investigations.

* To have a clinical trial on the disedSSOOTHAGA VAAYU”
with siddha medicinesSOOTHAGATHAI UDAIKKUM
KASAYAM” and“MAENI LAVANA CHOORANAM”.



D N N N N

To evaluate the

Chemical (Qualitative)

Pharmacologica(Ovulation Induced Activity),
Toxicological (acute & sub acute),

statisticals of trial medicines.

To handle the modern parameters to confirm thendisig and

prognosis of the disease.



SIDDHA ASPECT

g ei_muilesr Gl

"rgaiL_mi GUITHemerTGW 6U&H558 CaEmh
OMGHSG GleeTeriomeh GlFestestim(g
allemmaig G wrgeaiL_mi Gu(rpwmGn."
-Gun&it maesst(h 1200
Page No 101

* WI5HS GlaueTarid

*  Oeertn
*  &GrnessiigLd
* Qusgbd
*  Brib@®mbS)
* SO
* §53 BIgD

6T60TLI6TT DM &L _MUN68T GILILITSETT(&HLD.

wrgealL_muies Guieo]:

" Fhig EH M| LOBIEHSIWNGHET CSHUTFWmS SThAUl ([ & elensiuess (h
falenaul(m LsSWD elHGW MM &L 6sfl6sTRIMM(H (FHLP6v HIyLDL
LIBISLM Geublwi(pd jig.euullmy Guimesfluyd sHlL LlenessThg) G\amessT (b
LIS (HLSH GleVN(H (PemesT QTSSHTFWIDEDGS Heuails &al b (H&@EHLW0
@BIF S GTHEaI M)|(Pem6uTS| ffleneaili CGHUTFWID L& b

Qesflgmuraleni eumwiemeunsGel epalfeuendhd) HMH@HLD

LBRIGEMOSTUIHS BTHHGHLPL Ul [HHMEFWS I 6sfl6oTm)

MeaIseGal &MMT&ESD aiyhdlesfl GleHUTFULSHGen Gmest
Bl aupngl G Seflal Wb PDErESTD Brer Geo

Gralon(h @wevailfl 2 (HaA WG| CleueflulGev Limuyg Guimest euluwimi
uSWLMGGa FHEHH W HIUTHCEVT LhG S (LPH6V ELPESTM)| HITEHLD

LS(HSIMH GMrmm SpEhs Klewm LmuGn”

- flswaunui SAkbGmoessi



The physiology of Women’s menstrual cycle is illas¢éd in the Siddha
literature magnificently as before modern techn@sdad been developed. The
uterus of women is attached to the ovaries wittbfimon either side through the
fallopian tube. The cycle for healthy women takémce with an interval of 30
days. Endometrial shedding takes place for thrge.dehe amount of blood lost in
one cycle is calculated in the very old periodlitas 32 ml for normal women. (6
kazhanju (6 x 5.2) = 32 ml)

&gaaumu [SOOTHAGA VAAYU |

Gaum| QLWIiEHeT:[SYNONYMS]

* (&I eum
ERICETRLNC
-Shambasivam Pillai
Page No 352&372
Quiev : [DEFINITION]
&(HE&H@GPulev eumud ysalesfllybd CF(Haugmev MGaiL Mil yesst(h), &(Ho@GLH
SMMb&I, Slgeuuinmev a6l &essr(h), 2 L LWL euimid Lih&H@GHD 6ff (&% Ghil.

-Shambasivam Pillai
Page No 372

ermi smyemser : [AETIOLOGY OF KARPA ROGANGAL]
"QUEHFEDETT G6tT6sTlTTTEVID D (HHE () SetTeufleaTTe|D
Quorehd(h FfGeaI 608 WMIFO\FII Se&osTiq LILIMEY|D
lEhFeurd Lilsmemernis Gumleul A Q&S SHSMeV|LD
Wl eh& W eumujeurepiil s(HLULIGKHTL Goe6lnesTGeur”

- eTauh M emeusgluid
Page No185
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* 9 &&froleulib

* UememeriGuniiev SiiFw &H(HI)
* g gsaimu

QS WQUHMITEL SH(HLILIGHITU 2_GESTL_M(&HLD.

"GLOSHLDH VTV (FL_Iq.63TMEV @NGLDMETT GUMUGUT6V

F(mHlul6sT 67GI6UM6L L SSLil60T SHessteuGeuTmGL
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el greT BTG Sa(Hb GHeODHA(HID GCl&MHLILS L6V EHD"

- flswaunui SAkbGmoessi
Gw& Grmil

BB 2L HEE
U

A

LhSSLI60T &658TeuG6uTr(h) LIGEsTI1ZH60
&(hhHenL_

Geuufev

S SMIETTSSHTE (FrGH&HD (HEOMhHG VG| NS HNEH OGNS S P &EGLD.

* &LPEVITLDEY GILIGHST&(EHE & O\HMLI GrMULIGTesT
GPhgabg albgiaems Wfihg Lmeaib
DEHEMLOM LITEV&HEn6sT O\SMesTLITEILD
Gwalullend LIEeharLhm &S LImauD

GaMalevibIS 6 D(h(GHLDLIMEY (FHlg.&SHLIMTEULD



allemeraurest allambLuleny wifl&HLmeid
G glevfluilev wevlL_mewt &ilhemSGmGeur.”

-Agathiyamunivar kanmakandam 300 page 36

&Gsaaumy Queo: [CLINICAL FEATURES]

CaEnBL (FGHFHSHF 6L 05 S 6ufl ey
Q&S &Ial(h el mi &L 1q GUT@LD
SHEHEL HMHSSPUHS SMHSCSHSLD
SILLGET WATOG| IilgePeuSSlen
5 EHE (&S5H5F60 aumla|Cgmest
Grrmest g euuilm| eUedlLIL|SHTEID
UMEHGELD FHeDeveel&@GWD ULl MIED6ITSHEHLD
LIS (&) 6ULDIT LD(Hh &|G88T 6851 S5 & (1h1h &TE6uT.
-Aathmaratchamirtham ennum

vaithiyasara sangiragam.

Page no:55

*  ($HF5HS5IH eumd N&Heslld C&hG| MGHIL MU &L_198 H(H&HGW GG
(G CHMeTM& (FSHD WLMMID CUIMG| g euuim] 616l &@GHW
¢ &350 35HSS STEId
*  F®6e6IEN&GLD
* 2 L ebd OLHSE (H&ED
“gnolestestm C&NHLSCHT() S &S (H CaHTmTEHSHL g 60



aum@lesTesTm 618 &IBLIMTG QUMD 2 (HEHDLIMT(E
2enGlewTesTM LISl ST6sT CUMGLD (LPev6n &S S| SMesT
QEOIFFE 2_GEOTL_MLD
OTGl6ET6sTM SN EFE6L LB (@HLD QU(HLD (FrSSHeumueunGi.”
-Agasthiyar vaithiya kaaviyam 1500.

Page no:32

‘AGGnent HMLILSSH 60 G&ibg(Hbd @SS hSmest
QUSGMD 2 (HEssT(h) eumGLIM6L 6plq (HID
2 mm uACUM@GHD 2 1PesTGM @enTh (HID
UDHMTS HLPFFEVITD Q6T (&S5 aumuCea.”
-Thirumoolar karukkidai vaithiyam-600.

Page no:29

o  pFulestemin

. muj]@] @mﬂé&é\)

* sfFFeL

“SEST(HILIMT (& SHSH ST GUITET
&G (h) 5CLYID HHSHIH GHSS
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SGSST (DM (T, SHEUMU| UTEF&r
SIUIM6TTLONTS S(HHGSGL WIeIHIEI SHL_Lg.

2_aiT(HuMi 2 S1&H&N60 aMlie| Falg
2_GITENMMRIGHTEY h&HHHEHT (&FHNTFEF.”

-Birammamuni vaithiya soothiram 390.

Page:93

*  D&HSHHMEL a6l

* (HHEUIDLD

*  (Hp6060

*  wIGILMl &L 1q C&TETEHID

* 2 GTEMHBIGNE HHSHHEETIEHsT 6V (&S SH60

“GESTITET (&5, SHSHH 60T UM EST &H60T6mLD
SMGerT &H6vll UM (FH5HSHL FaIg

rGerT WMTGIL M HL_ 1 &0\&HTET(EHLD
D(HeY (FrSHS HM6fev ML ST D

SesTnGr g euuim| LesstGuImev Crm@Ld
56060660 U|GBSTL_ITD euulMmlev GrhTeeosTL_T(&HLD

ST QI DI-0ID Fiq.5HBHHSD
QM (GaUML (F 5SS 6T euniia] GmGeur.”

-Arivaiyar sinthamani.
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*  wIGILMU &L 1q C&TETEHID
*  Igauinmi el
*  Femevaled
* 2L 60 QUBHSSH (HSHSD
‘LMo (h (FrSSHaMU|eUS)] SesTeoLES6T
LIGiL_Mug| &enmujGLd
YHawriw euuim| sestondlgl Geug enest
gl M| LessTGLImeb Grpmeurd
Gungpm GlFsesllalel 2 &AW B (5SS
Q(H CHMHIEHSIG| WeD6Tu|GLD
Gurglwgl FTuim 0&5M60 &(HsEHED
&6V LDGET6HGEITUIG| U|6D6TU|ELD
WP BTeumest&| au(peuprimui (hib
DI6TTETID (HeOMbHG)| eU(HELD
H&pnl Cuesflwg elermiod) GFmuwmi
QFmmUESTD &) &fl&@Wb.”

-Arivaiyar sinthamani.

*  IGIL M (GsHmub
*  auimm 66l

*  Gemev a6l

* MY 6uel

*  DEHSHHMEL a6l
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*  udlulestemio

*  IYAHTHHD
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OTHER TYPES OF KARPA NOIGAL SIMILAR TO
SOOTHAGAVAAYU

KARPA VAAYU:

“QUMTBLY T&5HSen6tT M SSHIICLITS WIGD 660U |EssTL M
GHACETT Uil Mieuel GLIMMI O\SHIT6T(ETHEI SHITLILIKS6m6sTIWIL & (GHLD
aU(Hig Ul (HLILS (&HEOLh&IEOaTU] LDeVSnS LGSl MI&HE HMEGLD
QULIBHSLI LIemessT&H &I (&6 (pemeowimil GLsm GlsMiuamuelEs.”
-Agasthiyar aayulvetham 1200.

Page No 187

* LIS FH(HSLICLITSHG (&M S6v
*  auimm) 66l

*  HIUUSHmSG I &G

* @iy el

*  GSL(h

KARPA VIPPURUTHI:

‘amlL_Geu QsnHlLeln L(HSH STenibd
GHAHCUMTEL euuinmlesiiev (& GmhisL (hid

rMmGel Fenevaled &G eIl (HILISESLD
eulmmieued ull(mGHlemL_u| (LPeveru|ELo Gmest

EmBeu LSS T65sT(h) D6VLSI (HE&HLD
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A&0HMIILLS SHWTG| e L_eIaTSHGLD
3G Wil &G EETRIGET SHT6sTM hG)
ILIGe6T ID(HHGIeEsTessTF Hl SSHWMED.”

-Aathmaratcahamirthmenum vaithiya sara sangiragam.

Page no:49

* ®&356.06
*  Senevaledl

*  aulnmieed
*  @(hiyelel

* WG (h
* S Filwng)
* 2.1 6vale

KARPA SURONITHAM:
“G7esst(h Lnesst(h) & peuulmmlev Hbiger (Lp(LDs i 606160 UeIsTL_IT(&GHLD
LG () GBHE GSMIS eubLDd eumilest emm) LWk Qb
Fresst(h) Aok HA&AMMHEGHD HMMHIG S(Heoal WPLILNSE
(P(HGSSTL FVBML FGHAMM@GLD SN SH(Hewed WILPILILN& &
(PHESTL SMILE &EITessi SEID6ST (Feni] & (& mhiessImhis et e Gr.”

-Dhanvanthiri vaithiyam.Page No 187

* &gHal & GhE GHNIF aumLD
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SOOTHAGA KIRANI:
“(E S CUTEIGEL6VMD 6160 &HTSSID
allpaugn G ClEmey| HTdEHL
GugaLMLS 0&(HSLILT 616088 e)Lb
(FS55 dnnesshl 61601 MIELITMLD.”
-Sarabenthirar vaithiyamuraigal.

Page No 245

*  (HSHae
*  Q(PBRISMHM MGl M

MUKKUTRAIYAL

Tri dosha is otherwise called as muppini as thegaia as doshas
and form as the causative factor for the appearahdésease. This is only a part
of the panjabootha thathuvam and forms the humagathlology in siddha system

of medicine similar to hormones in modern physiglog

A right understanding of tri dosha theory in adl itaried aspects is

necessary for a rational diagnosis and effecteatinent.

"eun ol LesL_ 58| L1&5 alestesilml &M1581F CaLLi
&gl HlemL_GGI LMh G&&&& (&g W 6nLDHS)
Lh&al hHWmenloelr LL,eng Cl&63sTL_auilime 6l k&)

BTSLOMMhI & (HLI 6T QP& E) BLDd C\G6TMID FlemessTimeunGr”

- Ggemywii (HSGGleU LIMTSLD
(Grmi BML_6v CHMU(PGETTL 60 STL_(h LUMSLD 1 LSS 616tsT. 97)
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Panchaboothams are manifested in the body as\thatéorces.

* Vaatham
e Pittham
» Kabham

TRI SEATS PROPERTIES | FUNCTIONS

DOSHAS

1. VATHAM | Below the naval, Dryness, Stimulation,
urinary bladder, lightness, respiration,
intestine, pelvis, clearness, thinking, sensory
umbilical cord, thigh, | coolness, mobilg functions, co-
bone, skin, nerve formless. ordination of the
endings, joints, physical
musculature, hair root constituents,

reflex actions.

2. PITHAM Between the heart and Dry, cold, light, | Body
naval, sweat, lymph, | subtle, keen, temperature,
blood, stomach, urinarysoft, liquid, digestion of food,
bladder, heart, saliva, | bitter. vision, sweat.
eye, and skin.

3. KABHAM | Above the heart, Heavy, cold, It gives strength
stomach, fat, sperm, | sweet, stable andof joints, shiny
uvula, bone marrow, | slimy. appearance of
blood, nose, nerves, skin, moistens
eyes, joints. food, cools the

eye, softness,
firmness.
Vatham:

It is said to be first originated from the natuedment air and then with the
combination of the other two elements, heat ancemwdéveloped as vatha, and

involution of typical type of synthetic chemical afges occur before it is

16



represented in the human body as a humour of \didblaa. This is classified into

ten varieties.

TYPES OF FUNCTIONS IN
VATHAM SOOTHAGAVAAYU
1. Piraanan It is mainly responsible for Normal
respiration and it is necessary for
proper digestion and utilisation of
food materials.
2.Abaanan This is responsible for all downwaildregular menstruation,
movements such as passing urine| constipation.
stools, semen, menstrual flow etc.
3.Viyanan This is responsible for sense of | Low back pain, lower
touch, extension and flexion of the| abdominal pain.
part of the body and distribution of
the nutrients to various part of the
body.
4.Uthaanan Responsible for all upward visceraNormal
movements such as nausea,
vomiting etc.,
5.Samaanan This aids in proper digestion and iNormal
controls the other types of vaayu.
6.Naagan Helps in opening and closing of th&lormal
eyelids.
7.Koorman Responsible for vision, lacrimationNormal
and yawing.
8.Kirugaran Induces appetite, salivation, all | Normal
secretions in the body including
nasal secretions and sneez
9.Thevathathan Induces and stimulates a person|tdormal

become alert, get anger, to quarre
to sleeg

10.Dhananjeyalt

nProduces bloating of the body afte
death. It escapes on the third day
after death bursting out of the
cranium.

—

17




Pitham:

This is said to be originated first from the naturement of heat
and then with the combination of other two elemetsair and water, developed
as pitha and after the involution of synthetic cleinchanges it is represented in

the human body as a humour of pitha dosha. Th#sis sub —divided into five

types.

TYPES OF PITHAM |FUNCTIONS IN SOOTHAGAVAAYU

1.Analagam It promotes appetite andNormal
helps indigestion.

2.Ranjagam It is responsible for the| Normal
colour and contents of
blood.

3.Praasagam It gives complexion to | Normal
the skin

4.Saathagam It controls the whole | Lack of regular
body and is held menstruation.
responsible for fulfilling
a purpose.

5.Aalosagam It is responsible for the| Normal
perception of vision.

Kabham:

Kabham is said to be originated first from the natuelement
namely water and then with the combination of othwer elements air and heat, it
develops as kapha and after the involution of stithchemical changes it is
represented in the human body as humour in kabbhaddlhis kabha dosha is
said to possess the destruction power. This issafaldness which when markedly
increased over laps other two doshas vatha and pitiich are responsible for the
respiration, circulation of blood and maintain @&ald and remains as the signs of

life with the result death occur.

18



TYPES OF FUNCTIONS IN SOOTHAGAVAAYU
KABHAM
1.Avalambagam Lies in respiratory organ| Normal
controls the heart and other
kabham:s
2.Kilethagam Lies in stomach, makes theormal
food moist, soft and helps
indigestion
3.Pothagam Responsible for the sensadvprmal
perception of tast
4. Tharpagam Present in the head and | Normal
responsible for coolness af
both eys.
5.Santhigam Responsible for lubricatiophow back pain.
and the free movements af
the joints

Generally tri dosha occupy Agni mandalam, Surya daé&am and
Santhra mandalam respectively. Kabha is anabolic vatha, pitha is catabolic
properties. The tri dosha theory takes into comatiten the principles of
biological laws, the physiological workings, theeatical process and thathwic
experiences which are so fundamental and the pdlybmsis, all of which are
effecting in a synthetic way the workings and atigg of the human body. It is a
pardonable temptation to presume that we may e nigcalling this wonderful
conception of the siddhas as the laws of vathapthd kabha, just as the law of

Gravitation is an external principle that govenms tiniverse.

UDAL THATHUKKAL
The saptha thadu constitutes the structure of dingain body and its

functions. Hence this may be compared to anatordypagsiology of modern
system, along with the logic and philosophy in gahén modern medicine the
human body is said to be constituted with the ceisues, muscles, tendons, fat,
organs, bones, skin, net work of nerves, bloodalss8uids like blood and

hormones.
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SAPTHA FUNCTIONS IN SOOTHAGA
THATHUKKAL VAAYU
1. Saaram It is responsible for the growth &
development. It keeps in good sprifTiredness
and it nourishes the bloc
2. Seneer Blood imparts colour to the body &ormonal imbalance.
nourishes the muscle responsible
for the ability, intellect of the
individual.
3. 0on It gives shape to the body accordi@yst
to the requirement for the physica
activity, nourishes fat & give
plumpnes:
4. Kozhupu It helps lubrication of different Low back pain, obesity
organs.
5. Enbu Supports and responsible for Normal
posture and movements of the
body.
6. Moolai It fills the bony cavity and gives | Normal

nourishment.

7. Suronitham

It is responsible for the

reproduction.

Irregular menstruation.

DIAGNOSIS OF SOOTHAGAVAAYU BASED ON SIDDHA SYSTEM

According to siddha system the diagnosis of a diséareached by

the methodEnvagai Thervu or Piniarimuraimai

et CauessT(hing) 67018 6bT6uf 60

Sl WCSHTT HITg HETH6T &585CHM(h

Bz&55) 60T HILINFID eUMETID HTH &)

@esTineud @eneusolem_(hib @ &L Gel

SITETTLIMTS 818 (SHMILILHI &5t (h)
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ugestHermm G Guimis urgb GummHIL
LIGSSTL|& UMD LIessTlq S6h O\&FieiCr”
- 9I&HEVGG M (HETUTSHL [HITlq. HIT6V.
(Grmi BTL_6v Gl (PG KIL6v Part I)

LI&& 6T6oeT: 136

The Envagai Thervu based is on

v Poriyal arithal
v Pulanaal arithal
v Vinathal

1. Pori- sensory organs

* Nose
* Tongue
* Eye
e Skin
* Ear

2. Pulan -5 senses
e Odour
* Taste
* Vision
* Touch
* Sound

3. Vinathal- interrogation

Envagai Thervu:
"Brig L&D BrBmD CLomfleilf
O6LD LG FTalenll (HSHGIeUTTU|SHD"

"OWIS@GM HIMHESHT ellfihral(HLEVD 0&&EGHM "
- Theraiyar

(Noi Nadal Noi Mudhal Nadal Part I)

Page No:270
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Naadi
Sparisam
Naa
Niram
Mozhi
Vizhi

Malam

© N o 00 bk~ w0 N oE

Moothiram

Naadi:
"BITlq. RLPESTEMMUILD HTlg (HIhI &HIT6HI60
h(helnev mHigGul &essflILImest
BHM 68 & (HoleUesT Haley| enmGul”.

"eLpEtTM l6VMEST MUWIMTHSH6DG (LpEsTesT TNl hE)
PhIugener WS H LmbE (H
Sessild Crmulest A TLdlHGeu
Guessi & &ewsfl &Gliq.607 Limeurll LiesT (&Hesorid”.
(Noi Nadal Noi Mudhal Nadal Part |)

Page No: 145

From these stanzas it is very clearly understoatlttie diagnosis based on

Naadi will bring out the best results.

Pulse diagnosis is the confirmative diagnosis. Nadiythe pulse is
recorded in an radial artery in the right handther male and left hand for the

female by keeping the ring finger, the middle fingend the index finger on it
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after gently scrubbing the area. It is one unitatha as felt by the ring finger, and
a half unit in pitha as felt by the middle fingerdaone fourth unit in kapha as felt
by the index finger. The different disease coulsilgde diagnoses with the aid of

the pulse.
“BIfl (Lp&H6uTlq. 60 QUMLDS S 698568160 HITlg. LIMMTE S 60
QUmITEL GHSHAM Lliq &Flg K(HiGe! CIGTL L M6v
(i elfGeuriq6v eumgld 2 wii B(helredn LIS

F(malgev eweTmGeuriq M CFSGID HMguwmGn.”

-Agasthiyar Naadi shasthiram
(Noi Naadal Noi Mudhal Nadal Part |

Page No 91)

auNg Mig.:
‘QUTG0IDENID Mg WG| GGmesTmev

& B0h&6IM(h euulm GLM(pHLOeL ST & eumiile]
Fopmia Hrnessil LLESHTSILD BITEOLD
SleTeumiiey (&m0 alel&(hLLS Jenl
5 S(PMIBI & (HLSI(GHEITLOD T UM HLD
Heneould H1& HM FFNBIGET HhSGCLOSHLD
Gugswn (PGrLiLiessil epeu@rmad
Busbleu@ LlesslgEnG Glummer &mGLw.”

-8 Hillg.
Grmi BITL_6v CHTLI(PGEL BHIL 60 HL(h.

umsb:1, LSS e1eser: 173
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LIS &L 55 CUNG| aubH(HID TS
SHMOalq &5 LMmibg) & 50w deubLles s

Gueng getT euulmnlest 2_6TGem GCILIH & &CrmewilHBL Fhis
QUTSG6IT LIGSTERT LoMGaIL_MUSTeVD eu(hSSHD ClFwiufd
HLCUT(H &(HISS COBTHS QevLalLé &S SelessTL L
FSHSH LM SALILIGHSETENETT SHIFL_IT eUetsIeuIDd GlFWiub.”

-LG0EsTEsT &G GHNGHET Kl FTeVINILD

“wrgiemsLiiy$s CUTSHalh (HID HiTlg PLPEST MID
Gagmuimnm HermCarGear LG KBS MMH 6L
RFCL (FHFHFSHH 6V mIFW eumGel mlesTm)

Guemg Wil eumemgLissTesfl Liessilgener allenerneal s @ibsnGest”

- US0OeETEST A SHNHET Hlg. FTEVTLD.

ENVAGAI CHARACTER IN SOOTHAGA VAAYU
THERVU
1.Naadi Vatha naadi
2.Naa v Colour Constipation is one of the
v' Coated symptoms of the soothagavaayu
v' Taste Therefore tongue is coated and
pale
3.Niram Skin colour Hyper pigmentation in cubital

fossa, armpits, neck, thigh,
etc[acanthosis nigricans]

4.Mozhi Articulation and No abnormality in speech. Sama
speec oli
5.Vizhi Niram (pallor, icterus)] No abnormality
6.Sparisam e Touch Lower abdominal pain
* Pain

* Temperature
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7.Malam Niram- colour Constipation
Irugal, llagal-
consistency
Manam — odour

8.Motthiram Niram - colour No abnormality
Manam-smell

Nurai -forth
Eadai-specific gravity
Enjal - deposit

Neerkuri :
AGBSIOTHHUPLD eI CTT S ST
oGV NVMHEV BIHIMT6V6L,ETT SHalThSHLM
GDPSTOUBHES 2 prie) EeuseD
AWl95560088 FMalGW &6
QBM(H(PE15 GG Henevd&HL_LI(H 1K iflest
BD&SM CBWSSM HHASSH s Ger.”
(Noi Naadal Noi Mudhal Nadal Part |

Page No 282)

This stanza explains the rules for the collectibarmme for neerkuri

and neikuri.

Neikuri :
‘& @M CEM(heal auresilp eumhGSi
®&&SM O5MSS BhsLa s S5 S5CS

QuwisH@GM MMKHGIGTessl allfimm @(HoWwiD
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DGSHGM (P(DeUGITeUnI SHMIT SLOLO 68D
QUIMLS @M GIDIISHEGHM LSHeD|6ID eSS
QBUIGMIWGen6TT @bk 6sflug SHleTrmb.”

(Noi Naadal Noi Mudhal Nadal Part |

Page No 297)

The urine is kept on the kidney tray in sunlight,aonon windy condition, should
be examined by dropping a drop of gingelly oil ggnwith a stick. If the oil
spreads like snake, it indicates Vatha, a ringcadis Pitha, and floats like a peatrl

in kapha.
“YT0eu6TT HEITL_ G| N Hii”

In soothagavaayuwhen a drop of oil is put in the patient’s freshly

collected urine the oil drop spread like a snakeWwindicatessatha neer.

The eight stools of diagnosis are used not onlyHat purpose, but
also to study the prognosis. The urine examinatiavidely used to study the
prognosis. If the oil drop for the urine examinatgpreads in the shape of rice pot,
a dwarf, betel leaf, horse, the prognosis is g&ad.if it spreads like a bird, dog,
lion, pig, monkey, scorpion, cat, human being,gh@gnosis is bad. If the drop
spreads rapidly the prognosis is bad. If the dppads slowly the prognosis is

good and the disease is easily curable.

26



MODERN ASPECT

FEMALE REPRODUCTIVE SYTEM:

The main functions of female reproductive systeen ar

Production of sex hormones
Production of functioning gamates [ova]

Support & protection of developing embryo

The female reproductive system consists of intesindl external genitalia.

EXTERNAL GENETALIA

The external female genitalia are referred to dsavut consists of labia
majora and labia minora, mons pubis, clitoris, apgnof the urethra,

vaginal vestibule, vestibular bulbs, and glands.

The vestibule is the space into which the vagind arethra open. The

urethra opens just anterior to the vagina.

The vestibule is bordered by a pair of thin, londibal skin folds called the

labia minora.

Lateral to the labia minora two prominent roundeldi$ of skin called the

labia majora.

The two labia majora unite anteriorly in an elewatiof tissue over the
pubic symphysis called the mons pubis. The latsuaface of the labia

majora and the surface of the mons pubis are cdweité coarse hair.

The medial surface of the labia majora are coveneth numerous
sebaceous and sweat glands. The space betweesbthariajora is called

the pudendal cleft.
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* A small erectile structure iscalled the clitoris Iecated in the anterior
margin of the vestibule. The two labia minora umer the clitoris to form

a fold of skin called the prepuce.
INTERNAL GENITALIA

The internal reproductive organs situated in tHgipdetween the bladder
and rectum. They are held in space within the pdlyi a group of ligaments. The
most conspicuous is the broad ligament which sgread on both sides of the

uterus and to which the ovaries and uterine tutiasta
The internal genitalia includes

* VAGINA

« UTERUS

* FALLAPIAN TUBES

* OVARIES

VAGINA

» The vagina is a canal that cervix (the lower péuterus) to the outside of

the body. It also is known as the birth canal.

* Itis a fibro muscular tube of abol®cm longextending from the uterus to
outside of the body.

» It is female organ of copulation and allows merdtflow and child birth.

In young females it is covered by a thin mucous tmame called hymen.

UTERUS
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* The uterus is a hollow, pear-shaped organ whidhviged into parts
namely Cervix, which is the lower part that operts ithe vagina, and the

main body of the uterus, called the corpus.
» The uterine wall is composed thiree layers,
e Quter serous layer g@erimetrium,
e Middle muscular layer amyometrium,
* Innermostendometrium.

* The endometrium consists of simple columanar elptheells with
underlying connective tissue layer. The superfipat of endometrium is

sloughed down during menstruation.
FALLAPIAN TUBES

There are two uterine tubes also calléerine tubesor oviducts. One
uterine tube is associated with each ovary. Thengeéubes extend from the
ovaries to the uterus. They open pear the ovargdeive the oocyte and the
opening is surrounded by long thin processes céiltelokiae. As soon as oocyte is
ovulated, it comes into contact with the surfacéheffimbriae and the cilia on the
fimbrial surface sweep the oocyte into the utetui®e. Fertilization usually occurs

in the uterine tube near the ovary.
OVARIES

 The two ovaries are small oval shaped organs athth ligaments that

suspend them in the pelvic cavity and from thertigat of the uterus.

» The suspensory ligament extends from each ovatlgedateral body wall

and the ovarian ligament attaches the ovary touteeus. The ovarian
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vessels and nerves traverse the suspensory ligaamnenenter the ovary

through the menovarium.

A layer of visceral peritoneum called tunica almeg covers the ovary.
The outer cortex of the ovary is made up of densenective tissue
containing ovarian follicles. Each of the ovariafli€les contains an oocyte
the female germ cell. The inner medulla made o$éoconnective tissue is

highly vascularised.
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HORMONAL INTERACTIONS IN THE REPRODUCTIVE
FUNCTIONS

Neuroendocrinology with vast hormonal interactigeesponsible
for menstrual cycle and reproductive functions omven. A normal menstrual
cycle depends on cyclical ovarian steroid secrstighich in turn are controlled
by the pituitary and the hypothalamus and to saxtend by the thyroid and
adrenal glands. It is therefore essential to urtdedsthe hypothalamic-pituitary-

ovarian axis in normal women.

The following hormones play the major role,

. Gonadotropin releasing hormone(GnRH)- hypothalamus
. Follicle stimulating hormone(FSH)- anterior pituita

. Luteinising hormone(LH)- anterior pituitary

. Oestrogen- ovary

. Progesterone-ovary

. Inhibin- ovary

. Testosterone- ovary

GONADOTROPIN RELESING HORMONE (GnRH)

* GnRH is secreted by the hypothalamus which modsitéie neural control
of FSH and LH by the anterior pituitary.

 GnRH is released in a pulsatile manner and theaplifg and amplitude of
its release varies with various phases of the meaistycle.

e In preovulatory phase it pulses every 60mins bawsldown in leuteal
phase to one in 3 hours. GnRH is continuous in snalgt pulsatile in

female in females.
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* The hypothalamus is controlled by higher corticaintces especially
temporal lobe. Emotional upsets stimulate or depthe H-P-O axis and

disturb the menstrual cycle.

ANTERIOR PITUITARY HORMONES
FOLLICLE STIMULATING HORMONES (FSH):

* FSH controls the ripening of the primordial folésl and in combination
with the luteinizing hormone activates the secrebboestrogen.

« Its activity starts as menstruation is ceasing;hiea the peak by"May and
then declines to disappear around" Hay. Another small peak occurs in
premenstrual phase.

 Low FSH causes defective follicluogenesis and sbortlefective corpus

luteal phase.

LUTEINIZING HORMONE:

* In combination with FSH it activates the secretminoestrogen, brings
about maturation of the ovum and causes ovulation.

e LH stimulates the completion of the reduction dis of the oocyte.
Following ovulation, it produces luteinisation diet granulose and the
theca cells and initiates progesterone secretidve IH surge precedes

ovulation by 24 to 36 hours.
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OESTROGEN:

 The main sources of oestrogen are the theca emuilgsz cells of the
graffian follicles and corpus luteum, while the ekl cortex is the
secondary source.

* lIts level increase 6 to 7 days before ovulation sathes the peak 2 days
before ovulation and then declines.

e It increase uterine vascularise and regenerate etdometrium after

menstruation and is responsible for the prolifemthyperplasia of the
endometrium.

PROGESTERONE:

* The corpus luteum is the main source of progeseerdhe level rises after
ovulation and reaches peak at mid luteal phaseh Wi# degeneration of
the corpus luteum, its level falls and brings abmanstruation.

* In an anovulatory cycle, progesterone is absentegiigible amount and
the menstruation is brought by the fall in oestrolgvel.

e If pregnancy occurs the corpus luteum continuegrtlarge and secrete
progesterone. The high level of the hormone prevem¢nstruation and

leads to amenorrhoea of pregnancy.

INHIBIN :

* Inhibin is a peptide secreted by the graffin fddli@and suppress pituitary
FSH. In normal folliculogenesis FSH and LH initiatiee secretion of
oestrogen by the graffian follicles. Oestrogen esponsible for the
secretion of inhibin in the graffian follicles, vdi in turn suppress FSH but
stimulates LH.
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* In poly cystic ovarian disease, there is increassatetion of inhibin. This

causes a low FSH and LH secretion by pituitarylteguin anovulation.

TESTOSTERONE:

« The ovarian stromal cells secrete androgenic pitsdumamely
Testosterone, Dehydroepiandrosterone (DHEA) and@stdnedione.

» Androstenedione gets converted to oestrogen inpdrgheral fat. They
increase in ovarian stroma is responsible for & in these hormones and

development of hirsutism.

FEMALE MENSTRUAL CYCLE

* Menstruation (Greek Word, men - month) is monthterime bleeding
outflowing through vagina onto vulva for 4-5 daygersy 28 days during
reproductive life of a women from menarche to meuse. Menses are
normal uterine function whereby endometrium prepate receive
pregnancy.

Bleeding comes from oestrogen progesterone primedraetrium.
Woman gets 13 menses in a year and around 400 seniser reproductive life.

The menstrual cycle of 28 days starts on day ofeonsf
menstruation (day 1) and ends at day 28 on staréxif mens.

Menstruation signals that fertilization and embeddof fertilised
ovum have not occurred on the preceding menstwaé cAnovular menstruation
is cyclical monthly bleeding from only oestrogeninpgd endometrium. This
occurs for a few years after onset of menstruafroenarche) and before final

cessation of menstruation (menopause).
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Day 1:

o Menstruation

Day 7

Estrogen—Ilow
Progesterone—Ilow
FSH—moderate
LH—Ilow

Uterus— (functional layer of the uterus) are slangtoff

o Secondary Follicle Development

Day 14

One of the primary follicles becomes secondarydi@! This

is the only egg now being development. The secgndar
follicle has a space developing (calledantrum)
Estrogen—High

Progesterone—Low

FSH—Iow (because of negative feedback loop)

LH—Ilow

Uterus—the functional starts to build up

o Ovulation

Estrogen—Very High

LH—Very High (because hypothalamus is releasing BnR
Progesterone—High

FSH—Ilow

The secondary follicle is now Graphian follicleéqivery big)
Remants in the ovary become the corpus luteum

Corpus Luteum—makes progesterone

o Progesterone maintains uterine lining
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= Day 28

o Eggis not fertilized

Corpus Luteum degenerates

Corpus Luteum becomes Corpus Albacans (like sssie
Corpus Albacans do not make progesterone
Estrogen---Decrease (women are more likely to bedyo
now)

Progesterone—Decrease after corpus luteum degegerat

Uterus—signals start of menstruation

POLY CYSTIC OVARIAN SYNDROME

HISTORY:

PREVALENCE:

In 1935 —-Stein & Leventhal first described poly toys
ovarian syndrome.

In late 1960 and early 1970 deranged hypothalapiiaitary

-axis is described.

In 1980 late complications related to insulin resise.

By 1980 the use of ultra sound scans, the charsetepoly

cystic appearance was recognized.

75% of hirsute women with normal menses but andenja
cycles.

40% of hirsute women with normal ovulatory cycleg@m
form of Pcos)

20% of normal women have mild form of pcos.

4-7% Of female in reproductive age has clinicallyjident

pcos.
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NOMENCLATURE:

= Poly cystic ovary disease

= Stein- Leventhal syndrome

= Functional ovarian hyperandrogenism

= Ovarian hyperthecosis

= Sclero cystic ovary syndrome
DEFINITION:

The two definitions are commonly used,

Definition 1: (1990) if a female patient has all the following,

» Oligomenorrhoea

» Signs of androgen excess

» Other entities causing poly cystic ovaries are wet!

Definition 2: (2003) Rotterdam indicated pcos to be preser# dut of 3
criteria are met

* Oligomenorrhoea

* Anovulation

* Poly cystic ovaries(ultra sound)

e Other endocrine disorders are excluded.

AETIO PATHOGENESIS:

There is disagreement and uncertainty as to whetesapolycystic
ovarian disease. Polycystic ovaries and polycystary syndrome have been

associated with one or more of these factors:
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» Genetic predisposition.

* Insulin resistance or hyperinsulinism (high blo@Vdls of

insulin).
e Obesity.
* Hyperandrogenism (excessive production of male boes).

* Abnormality of the hypothalamic-pituitary-gonadalxisa

(organ/hormonal disorder).
* Environmental chemical pollution (hormonal disrugdo
* Food adulterantion (excitatory amino acids, forregke)
* Chronic inflammation.

Some of these causal factors may also be consesgiehpolycystic
ovary disease. In other words, we have an amazoagtyplex network of
interacting variables, each of which influencesdtieer. Polycystic ovarian

syndrome is not a simple disease with a singleecaus
PATHOGENISIS:

. Over secretion of LHRH in hypothalamus causes asxd secretion
of the LH by the pituitary gland. The LH stimulatdse ovarian
stroma to secrete androstenedine which is convéstedtrone in the
fatty tissue.

. The excess of estrone suppress the secretion ofdf8Hsensitizes
the pituitary to LHRH, increasing the secretiorLéf.

. Inhibin F — a poly peptide secreted by the grarailoslls in the
ovaries may reduce further the secretion of FSH.

. The increase in the ratio of LH and FSH in the mlasis the
characterised of pcod. The imbalances between tHe &ESH

become self perpetuating.
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. Androstenedione is also converted to testosteron# the
concentration of testosterone in the plasma usualyains in high
normal range.

. The secretion of oestrogen by ovaries is reduced.

. Obesity common in the patients with the endocringalance
because the adipose tissue possesses aromatasedhay converts
androstenedione to estrone and testosterone aumledtr

. Excess of adipose tissue creates both excess amdrggesponsible
for hirsutism and virilisation) and excess oestrogahibits FSH by
negative feedback).

. Hyper insulinaemia increase GnRH pulse frequenty,over FSH
dominance and increased ovarian androgen produdttunelevated
insulin levels also act on liver to inhibit prodiact of sex hormone
binding (SHBH) which leads to an increase in festdsterone.

. Insulin resistance is a common finding among pé&ied normal
weight as well as those overweight patients.

. Insulin like growth factor 1 binding protein is wemkd which leads to
increased circulating insulin like growth factoefhancing ovarian

androgen production.

. Some women may also have increased adrenal androgen
production.
. All these leads to the decreased follicular matonatand

anovulation which is the most common cause of fihigr
SIGNS AND SYMPTOMS:

Polycystic ovarian syndrome presents a complexoafiting
array of symptoms, consisting of some combinatiothe following symptoms

that vary with each individual:

39



Multiple ovarian cysts

Irregular or absent menses

Infertility

Acne

Obesity or inability to lose weight

Excessive body or facial hair (hirsutism)

Insulin resistance and possibly diabetes

Thinning of scalp hair

Velvety, hyperpigmented skin folds (acanthosisinags)
High blood pressure

Polycystic ovaries that is 2-5 times larger tharaltgy

ovaries.

Sleep apnea

Disordered immune system

Mood disorders, including anxiety and depression
Appetite disorder

High blood fats (cholesterol and triglycerides)
Increased probability of cardiovascular diseasgiavetes
Multiple hormone imbalances, commonly including:
Androgens (testosterone)

Estrogens

progesterone

Prolactin
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* FSH (follicle stimulating hormone)
e LH (luteinizing hormone)

» Cortisol

* Insulin

e Thyroid hormone

COMPLICATIONS
Women with PCOS are at risk for the following,
» Endomentrial hyperplasia and endometrial carcinoma

Possibliy due to over accumulation of the uteliniag and also lack
of progesterone resulting in prolonged stimulatbuaterine cells by estrogen and

also may be due to obesity, hyper insulinaemialemer androgenism.
* Hyper Insulinaemia
High fastingf and post prandial insulin level
Peripheral insulin resistance.
* Type 2 diabetes mellitus
* Dyslipidaemia

Disorder of lipid metabolism,cholesterol anglycerides.PCOS

patients show decreased removal of atherosclaraiiging remnants.

e Cerebro and cardio vascular diseases

v' Hypertension
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v Endothelial dysfunction and impaired fibrinolys@irculating
plasminogen activating factors levels) associatid te risk for

vascular lesions like ischaemic heart disease tiaokles
* Infertility

The chronic elevation of insulin levels and erdehovarian
sensitivity to insulin combined with elevated LHoentration results in
ovarianthecal hyperplasia, increased androgentsati@rested follicular

development anovulation resulting in menstrusdudtbance and infertility.
* Miscarriage
This may be due to lack of progestertrone
» Acanthosis nigricans

Patches of darkened skin under the arms, innbia grea and on the

back of the neck
e Auto immune thyroiditis
DIAGNOSIS:

The diagnosis is made using the Rotterdam critevien when the

syndrome is associated with a wide range of symgtom
STANDARED DIAGNOSTIC ASSESSMENTS:
History taking:

. Specifically for menstrual pattern, obesity, hirsot and absence of
breast discharge.

. These four questions can diagnosis PCOS with aitseys of
77.1% and specificity of 93.8%.
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Gynaecological ultrasonography:

. Looking for peripherally placed small ovarian folés of size 5-7
mm giving the appearance of string of pearls amtemsed size of

the ovaries that is 1.5 to 3 times larger thamibrenal.

Laparoscopic examination:

. This reveals a thickened smooth pearl white outefase of the
ovary.
COMMEN ASSESSMENT FOR ASSOCIATED CONDITIONS OR
RISKS:

» Fasting blood glucose and lipid profile.

e 2 hour oral glucose tolerance test (GTT) in pasienith risk factor
(obesity, family history, H/o gestational diabeteshd may indicate
impaired GTT in 15%- 30% women with PCOS.

» Frank diabetes can be seen in 65%-68% of womenthiglcondition.

* Insulin resistance can be observed in both norneadlwt and overweight
patients.

* Fasting insulin level to predict the response talicegion.

THE EXCLUSION OF OTHER DISORDERS:

» Prolactin to rule out hyper prolactinaemia.

e TSH to rule out Hypothyroidism

» 17-hydroxy progesterone to rule out congenital Adtdyperplasia.
DIFFERENTIAL DIAGNOSIS:

Other causes of irregular or absent menstruatidrasutism are,
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Adrenal hyperplasia

Cushing’s syndrome

Hyper prolactinaemia

Androgen secreting neoplasm’s
Other pituitary and adrenal disorder

Other insulin resistant situations such as acrotgega
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TRIAL MEDICINES

PURGATION :

AGASTHIYAR KUZHAMBU-100mg with Milagu (Piper Nigram

and Chukku (Zingiber officinale) mixed powder atlganorning for 3 days.
Reference book: Siddha vaithiya thiratu, Page Nb 17

TRIAL DRUG- 1: SOOTHAGATHAI UDAIKKUM KASAYAM

Reference book: Sigicha rathana deebam, Page No 96

G emauInesT &i&(& 56T :
* 6LOID
*  FG@Lenu
*  QpmIgledeney
*  IeleIBIGD LI emL
*  LUMBIFEF FHOS
* &HEHG
*  glided
*  HA5A17 epevGaur
*  H5817 epeuGeall LI 6L

*  S(HEHITSHD

QUDEE () (T CUTTEGl6TTENL

Q&I(emm:

GLMHSETL &16GHSHemaT hMIGH 1/2 Lig F6uld el (h 6DISHTEOLIGWITS

GFEIL_SSHMUSH & OlG&MeTeTeyLD.
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3leeay:
150ml Sevrid sp(p Gouewer, 3 HIL 6T

& (md Liessfl:

LMHaI608 (&) R(PBISTS eU(THLD

TRIAL DRUG-2: MAENI LAVANA CHOORANAM

Reference book:Kannusamy parambarai vaithiyam, Ragkl6
GG emaULITETT &M1& 56iT:
&&@ - 10 uevd

Qg - 10 Levd
Gamhmiiy - 10 Levd
QBRI - 5 LI6uLd
6L - 10 weuLd
QEII(pemMm:
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LITERATURE REVIEW OF TRIAL MEDICINES
PROPERTIES OF MEDICINES:

The drugs used in siddha medicine were identifigtive
properties. They are Suvai (Taste), Gunam(Chana&teeriyam(Potency),
Pirivu(Class), Mahimai(Action). All these five pregties are based on the

elements (Panchaboothas) that are present inrtingt d
SUVAI:

The basic taste are six namely Inippu(sweet), Buligour),
Uppu(saline), Kaippu(bitter), Karppu(pungent), Tarppu(astringent). Each taste

is the combination of any two boothas of the pdgathas.
GUNAM:

Every drug has few of the following ten pairs ohgs based on the

panjaboothas present in the drug. The paired gamegs

Heavy & light, Cold & hot, Oily & dry, Mild & keenCompact&
mobile, Soft& hard,

Cleané& slimy, Smooth& rough, Minute & gross, So#itiquid.
VEERIYAM:

Veeriya of a drug is classified into two, namelyahgzeppam) and
cold (Thappam) based on the presence of the bdiothia that drug. The drugs
which have predominant fire bootha usually havestie sour, punjent tastes. So,
the drugs with these tastes are hot and vehemémgrare cold and slow in

action.
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PIRIVU:

A class of a drug is based on the taste of the dfteg the
metabolism of the particular drug acted upon bydigestive fire. It is after-taste
which either nourishes a particular physical afeldonstituents or destroys them.
The sweet and the saline substance after metabbésome sweet. The sour is

sour, while the astringent, punjent, and bitterdmee punjent.
MAHIMAI:

Every drug has got a specific action which is iretegent of the

above four features, and that individual actiooabed mahimai.

CONCEPTS OF NATPU (synergetic) AND PAGAI (antagoni§)

CHARAKKU:

When compound medicines are prepared, the phystianld know about the
group of drugs which should be added together. alsis helps in the process of
purification of raw drugs. Two drugs which haveaanbined, synergetic action is
a natpu charakku, and two drugs which have confligbroperties is a pagai

charkku. This is also based on the boothas thatrasent in the drug.
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TRIAL DRUG: 1 SOOTHAGATHAI UDAIKKUM
KASAYAM

INGREDIENTS:

OOMAM

CHATHAKUPPAI

CHUKKU

THIPPILI

KARUNJEERAGAM

SITHIRA MOOLA VAER
SITHIRA MOOLA VAERPATTAI
PARANGI SAKKAI
MAAVILANGA PATTAI

MOONGILILAI
PROPERTIES

OOMAM

BOT NAME: Carum Capticum
FAMILY : Apiaceae

SUVAI : Karppu

THANMALI : Veppam

PIRIVU : Karppu
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PART : Dried Fruits
ACTIONS and USES:
* Emmenagogue
* Laxative
e Anti inflammatory
» Carminative
* Anti Spasmodic

e Anti-diuretic
* Hypotensive

 Abdominal Pain

e« Abdominal Tumours

CHATHAKUPPAI
BOT. NAME: Anethum graveolens
FAMILY: umbelliferae
SUVAL: Inippu, karppu
THANMALI: veppam
PIRIVU: karppu

PART: Seeds
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ACTIONS AND USES:

* Anti-spasmodic

« Emmenogogue

e Anti Inflammatory

« Cardiotonic

* Expectorant

» Galactogogue

* Amenorrhoea

« Dysmenorrhoea

* Painin abdomen
CHUKKU

BOT. NAME: Zingiber officinale
FAMILY: Zingiberaceae
SUVAI: Kerppu

THANMALI: veppam

PIRIVU: karppu

PART: Rhizome
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ACTIONS AND USES:

« Carminative

» Laxative

* Anti vaatha

e Anti Inflammatory

e Anodyne

» Cholesterol lowering

* Hypoglycaemic

THIPPILI
BOT. NAME: Piper longam
FAMILY: Piperaceae
SUVALI: Karppu, kaippu
THANMALI: veppam
PIRIVU: karppu
PART: Dried fruits
ACTIONS AND USES:

« Carminative

» Laxative

e Anti Inflammatory
» EXxpectorant

» Aphrodisiac

* Anti-oxidant
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KARUNJEERAGAM
BOT. NAME: Nigella sativa
FAMILY: Ranunculaceae
SUVAI: kaippu
THANMALI: veppam
PIRIVU: karppu
PART: Seeds

ACTIONS AND USES:

« Emmenagogue
e Anti-spasmodic
* Anti-tumour

* Carminative

* Anthelmintic

* Diuretic

* Anti-oxidant

* Analgesic

» Galactogogue

* Hypotensive

SITHIRAMOOLA VAER & VAERPATTAI
BOT. NAME: Plumbago zeylanica
FAMILY: Plumbaginaceae

SUVAI: karppu,
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THANMALI: veppam

PIRIVU: karppu

PART: Root & Root bark

ACTIONS AND USES:

Stimulate CNS

Skin disease

Gonorrhoea

Regulate menstrual disorder
Syphilis

Tuberculosis

Rheumatic pain

PARANGI SAKKAI

BOT NAME : Smilax China
FAMILY :Lilliaceae

SUVAI : Enippu

THANMAI : Thatpam
PIRIVU : Enippu

PART : Pattai

ACTIONS AND USES :

Anti Vadha

Anti Syphilitic
Anti inflammatory
Aphrodisac

Laxative
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* Anodyne

* Neuralgia

MAAVILANGA PATTAI

BOT NAME : Crataeva Magnha
FAMILY : Ranunculaceae
SUVAI : Kaippu

THANMALI : Veppam

PIRIVU : Karppu

PART : Pattai

ACTIONS AND USES:
* Anti Vadha
e Anti inflammatory
» Laxative
» Carminative
* Anthelmintic
* Diuretic

* Renal Calculai

MOONGILILAI

BOT NAME : Bambusa Arundinaceae
FAMILY : Poaceae

SUVAI : Thuvarppu

THANMALI : Veppam

PIRIVU : Karpu

PART : Leaf

GUNAM :
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ACTIONS AND USES :

Emmenagaogue
Anti Pitha
Anthelmintic
Antispasmodin
Amenorrhoea
Dysmenorrhoea
Gonorrhoea

Lumbago
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TRIAL DRUG-2: MAENI LAVANA CHOORANAM

CHUKKU
BOT. NAME: Zingiber officinale
FAMILY: Zingiberaceae
SUVAI: Kerppu
THANMALI: veppam
PIRIVU: karppu
PART: Rhizome

ACTIONS AND USES:

e Carminative

e Laxative

* Anti vaadha

* Anti Inflammatory

* Anodyne

» Cholesterol lowering

» Hypoglycaemic

OOMAM

BOT NAME: Carum Capticum
FAMILY : Apiaceae

SUVAI : Karppu

THANMAI : Veppam
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PIRIVU : Karppu
PART : Dried Fruits
ACTIONS and USES:
« Emmenagogue
* Laxative
e Anti inflammatory
» Carminative
* Anti Spasmodic

e Anti-diuretic
* Hypotensive

 Abdominal Pain

e Abdominal Tumours

PERUNGAYAM

BOT NAME: Ferrula asafetida
FAMILY : Apiaceae

SUVAI : Kaippu

THANMALI : Veppam

PIRIVU : Karppu

PART : Oleo gum resin

GUNAM:
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ACTIONS and USES:
+ Emmenagaogue
* Anti Vadha
* Anti Spasmodic
» Laxative
e Anti inflammatory
* Carminative

* Anthelmintic

» Diuretic

* Anti Diabetic

* Anti Coagulant

e Nervinetonic
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INDHUPPU
Other Name: Rock Salt or Nacl impura
ACTIONS and USES:

» Carminative

* Emetic

» Laxative

» Cathartic

* Abdominal disorders
SOTRUPPU
Other Name: Table Salt or Nacl
ACTIONS and USES:

» Laxative

» Emetic

* Anti Septic

* Anthelmintic

* Anti periodic

* Prevent Glandular enlargement

61



KUPPAIMAENI

BOT NAME: Acalupha Indica
FAMILY : Euphorbiaceae
SUVAI : Kaippu,Karppu
THANMALI : Veppam

PIRIVU : Karppu

PART : Leaf

ACTIONS and USES:

« Emmenagaogue
e Anthelmintic

e Diuretic
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MATERIALS AND METHODS
(PROTOCOL)
STUDY DESIGN:

The clinical open trial on Soothaga vayu was cotetliat the OPD section
of POST GRADUATE — POTHU MARUTHUVAM department atteed to
ARIGNAR ANNA HOSPITAL OF INDIAN MEDICINE, CHENNAI-106, during
the period 2011-2013.

SAMPLE SIZE:
20 Female patients in the age group 15-35
SELECTION CRITERIA:
Patients with the following criteria are includedthe study.

* Irregular menstruation

* Amenorrhoea

* Oligomenorrhoea

» Dysmenorrhoea

* Infertility

e Constipation

* Poly cystic ovary in ultra sound
EXCLUSION CRITERIA:

Patients with following criteria are excluded frohe study,

* Hypothyroidism

* Peptic ulcer

» Diabetes mellitus
* Hypertension

» Patients with positive Gravindex test.
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WITHDRAWAL CRITERIA:

» Patients who have not completed the trial peri@dvathdrawn from the
study.
EVALUATION OF CLINICAL PARAMETERS:

Patients are clinically evaluated by the followpayameters,
HISTROY TAKING

Age, occupation, socio economic status, complanmsies duration,
menstrual history, marital history, family histoprevious iliness, personal
habits were recorded in the case sheet for evergrpaat the time of first
visit to the OP.

INVESTIGATIONS:

All patients were subjected to the laboratory inigedions before and after

the treatment.
Blood:

Complete haemogram, BIl. Sugar(F), Sr. cholesté®H.
Urine:

Albumin, Sugar, Deposits, Gravindex test.

USG:
* Whole abdomen and pelvis.

* Follicular study
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CLINICAL DIAGNOSIS BASED ON SIDDHA SYSTEM:

The parameters used to diagnosis soothaga vayul lmsesiddha

system.

* Poriyaal arithal

» Pulanaal arithal

* Vinaathal

» Envagai thervugal
* Uyir thaathukkal

» Udal thathukkal
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RESULT AND OBSERVATION
A total number of 20 patients included in the stwdth signs and

symptoms of soothaga vaayu were observed. Thea@igars were tabulated

regarding the following features.

« AGE DISTRIBUTION
 DISTRIBUTION OF KAALAM
« OCCUPATION

« SOCIO ECONOMIC STATUS
 DIET HABITS

« FAMILY HISTROY

« MARITAL STATUS

« DISTRIBUTION OF THINAI

« PARUVAKAALAM
 DISTRIBUTION OF VAATHAM
 DISTRIBUTION OF PITHAM
 DISTRIBUTION OF KABHAM
« EZHU UDAL THATHUKKAL

« ENVAGAI THERVUGAL

* NEIKURI

* CLINICAL MANIFESTATIONS
* RESULT

66



AGE DISTRIBUTION

Age (years) No. of cases Percentage

15- 20 years 4 20%

21- 25 years 10 50%

26- 30 year 5 25%

31- 35 year 1 5%

60%]

50%, 70%

40%

0% 25%

20% 20%

10%

5%
115-20 21-25 26-30 30-35
“Years Years Years Years
[l AGE DISTRIBUTION
Inference:

20% of patients were in the age group 15-20, 50%abents were

in the age group of 21-25, 25% patients were indfe group 26-30, 5% of

patients were in the age group 31- 35.
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DISTRIBUTION OF KAALAM

Kaalam No. of cases Percentage
Vaatha kaalam upto 33yrs and 4months 19 95%
Pitha kaalam upto 34-66yrs and 8months 1 5%
Kabha kaalam above 66yrs 0 0%

95%

100%

80%

60%

40%
5%
20%
0%

0% [ |

Vaatha Kealam upto 33Yrs Pitha Kaalam upto 34-66Yrs Kabha Kaalam abcve

and 4 months and & months 66 Yrs

B KAATAM
Inference:

95% of patients were in vatha kaalam and 5% ofeptdi were i
pitha kaalam.
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OCCUPATION

Work No. of case Percentage
Student 8 40%
Working womens 4 20%
House wift 8 40%
40% 40%

40%

30% 200

20%

10%|

i | | :
0% Students Wﬂrking House Wife
Womens
B WORE
Inference:

40% patients were students and another 20% werkirvgowomen
and remaining 40% patients were house wife.
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SOCIO ECONOMIC STATUS

SOCIOECONOMIC STATUS No. of cases Percentage
Low( below 10000/m) 3 15%
Lower- middle(10000-20000/m) 7 35%
Upper — Middle(20000 above) 10 50%
50%

50% 35%

45% |

40% .

35%

30% 15%

25%

20% |

15% |

10% |

5% L | _ ——r

0%  Low(Below Lower-Middle  Upper-Middle

10000/m) (10000- (20000 above)
20000/m)

M SOCIO ECONOMIC STATUS

Inference:

50% Of patients belonging to upper middle clas$63% patients
belonging to lower middle, 15% of patients belomgia below 10000/m.
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DIET HABITS

Diet No. of cases Percentage
Vegetarian 3 15%
Non - vegetarian 17 85%

DIET HABIT

B Vegetarian

B Non-Vegetarian

Inference:

85% of patients were non- vegetarian and 15% oiepiat were
vegetarian.
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FAMILY HISTROY

Family histroy No. of cases Percentage
Present 3 15%
Absent 17 85%

FAMILY HISTORY

15%

A Absent

. Present

Inference:

Family history of soothaga vaayu was present in d5#atients and
absent in 85% of patients.
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MARITAL STATUS

Marital status No. of cases Percentage
Married 8 40%
Unmarried 12 60%

MARITAL STATUS

I Married

|:| Unmarried

Inference:

40% were married and 60% were unmarried.
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DISTRIBUTION OF THINAI

THINAI NO. OF CASES PERCENTAGE
Kurinji 0 0%
Mullai 0 0%
Marutham 2 10%
Neithal 18 90%
Paalai 0 0%
90%
100%
80% |
60% |
40% |
10%
20% | 0% 0% i
0% e P ‘ e /
| , | | | |
Kurinji Mullai Marutham  Neithal Paalai
B DISTRIBUTION OF THINAI
Inference:

Neithal 90% , Marutham 10%
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PARUVAKAALAM

Kaalam No. of cases Percentage
Kaar kaalam (Aug16-Oct15) 2 10%
Koothir kaalam (Oct16-Dec15) 0 0%
Munpani kaalam (Dec-Feb15 5 25%
Pinpani kaalam (Feb- Aprl5) 3 15%
Elavenil kaalam (Apr16-Junel5) 2 10%
Muthuvenil (Junel6-Augl5) 8 40%

40%

40%
35%

30%
25%

25%
20% 15%
0.
15% 10% 10%
10%
5% 0%

0%

-

Kaarkaala KmthIrKaM“ﬂpaﬂlKPmpanﬁaEfa‘r'eml ‘Muthuvenil

m(Aug  alam aalam  alam Kaalam Kaalam

16-0ct15) (Oct16- (Decl6- (Feble- (Aprl6- (Junmel6-
Dec1s) Febl5) Apr1s) Junl5) AuglS)

B PARUVAKAATAM

Inference:

10% patients were repoted in kaar kaalam, 0% patievere
reported in koothir kaalam, 25% patients were reggbm munpani kaalam, 15%
patients were reported in pinpani kaalam, 10% pttigvere reported in elavenil
kaalam and 40% patients were reported muthuvenlbka
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DISTRIBUTION OF VAATHAM

Vaatham No. of cases Percentage
Pranan 0 0%
Abanan 20 100%
Udanan 0 0%
Vyanan 14 70%
Samanan 5 25%
Naagan 0 0%
Koorman 0 0%
Kirugaran 0 0%
Devadhathan 0 0%
Thananjeyan - -

100%
80%

60%

40%
20%

70%

25%

0% 0% ' l 0% 0% 0% 0% 0%
0% — = T

T T T
Pranan Abanan Udanan Vyanan SamanaNaaganKoormaiirugarDevadhThananje
il n an athan yan

B DISTRIBUTION OF VAATHAM

Inference:

Abanan affected in 100%, vyanan affected 70%, samaffected
25%.
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DISTRIBUTION OF PITHAM

Pitham No. of cases Percentage
Analagam 5 25%
Ranjagam 15 75%
Prasagan 0 0%
Aalosagan 0 0%
Saathagam 20 100%
100%
100%
75%
80% -
60% |
25%
40% -
20% ] /_“ 0% 0%
ol R
0% 1 | T T |
Analagam  Ranjagam Prasagam Aalosagam  Saathagam
M DISTRIBUTION OF PITHAM
Inference:

Analagam affected 25%, Ranjagam affected 75%, Bemsaffected

0%, and Saathagam affected 100%.
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DISTRIBUTION OF KABHAM

Kabham No. of cases Percentage
Avlambagam 0 0%
Kilethagam 5 25%
Pothagan 0 0%
Tharpagan 0 0%
Santhigam 14 70%
70%

70%

60%

50%

40% 25%

30%

20%

0% 0%
10%
S 4 A
0% I 1 1
Avlambagam  Kilathagam  Pothagam Santhigam

Il DISTRIBUTION OF KABHAM

Inference:

25%.

Santhigam affected in 70% of cases and kilethagffiected i
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EZHU UDAL THATHUKKAL

Thathukkal No. of cases Percentage
Saaram 20 100%
Senneer 15 75%
Oon 20 100%
Kozhuppu 14 70%
Enbu 14 70%
Moolai 0 0%
Suronitham 20 100%
100% 100% 100%
100%
T75%

80% 70%

60%

40%

20%

0%
0% | 1 | 1 I | 1
Saaram  Semnaae  Oon Kozhuppu Enbu Moolai Suronitham
B EZHU UDAL THATHUKKAL

Inference:

Saaram affected in 100% patients, Senneer affaotetb%, Oon
affected in 45%, kozhuppu and enbu affected in 784ronitham affected in
100%.
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ENVAGAI THERVUGAL

THERVUGAL NO. OF CASES PERCENTAGE
Naa 15 75%
Niram 15 75%
Mozhi 0 0%
Vizhi 15 75%
Sparisam 0 0%
Malam 10 50%
Moothiram 0 0%

100%

75% 75% 75%

0% 0% l
— — —

0%
Naa Niram Mozhi  Vizhi Sparism Malam Moothiram

B ENVAGAI THERVUGAL

Inference:

Naa affected in 75%,Niram affected in 75%, Vizifeafed in 75%,
and Malam affected in 50% of cases.
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NAADI

NAADI NO. OF CASES PERCENTAGE
Pitha vaatham 13 65%
Vaatha pitham 7 35%

NAADI

[l Pitha Vaatham

=] Vaatha Pitham

Inference:

65% of cases had pitha vatham, 35% of cases hddavpaham.
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NEIKURI

NEIKURI NO. OF CASES PERCENTAGE
Vatham (Snake like) 12 60%
Pitham (Ring like) 7 35%
Kabham (Pearl like 1 5%
NEIKURI

W Vatham (Snake Like)
B Pitham (Ring Like)
[ Kabham (Pearl Like)

60%

Inference:

60% of patients had Vatha neer neikuri, 35% ofgudasi had pitha
neer neikuri and 5% of patients had Kabha neerunieik
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CLINICAL MANIFESTATIONS

S.N | SIGNS & Before Treatment After Treatment
O SYMPTOMS NO. PERCENTAGE | NO. OF | PERCENTAGE
OF CASES
CASES
1. Irregular 20 100% 2 10%
menstruatio

2. Amenorrhoea 16 80% 2 10%
3 oligomenorrhoea 13 65% 3 15%
4. Dysmenorrhoea 14 75% 2 10%
5. Constipatior 10 50% 0 0%
6. Infertility 4 20% 3 15%
' 100%

100%

20%

— 75%

70% B3

60% 50%

50%

40%

303 20%

" 15% %

20% _— - 15%

10% i 0%

0%

Trregular Amenorrho GligDmEI!DDysmenDH Constipati Inferhhty
Menstruation ea rthoea hoea on
Bl Before Treatment
B After Treatment

Inference:

90% patients were relived from irregular menstamatiand the patients were
relived from amenorrhoea are 70% oligomenorrhoeab@fb, dysmenorrhoea are
65%, and all patents are relived from constipatién,are conceived
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RESULT

Result No of cases Percentage
Good 14 70%
Fair > 25%
Poor 1 5%
100%
e T0%
60%
40%
25%
20% A
0% ;
Good Fair Poor
B RESULTS
Inference:
Results obtained were
. 70% cases good result
. 25% cases fair result
. 5% cases poor result
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DISCUSSION
‘Soothaga vaayu’ which is compared with irregulagnstruation due to
poly cystic ovarian disease) is a common diseadaiping to the ovary. It is the
most common cause for infertility. Nowadays lapggpulation of women in their
reproductive age are affected by soothaga vayu.tlBere is no complete and

satisfactory relief from their symptoms by othestseyn of medicine.

Hence 20 female patients with soothaga vaayu welected and the
patients were examined based on both siddha amelhss modern aspects and

all the necessary investigations were made duhadiistory taking.
Trial medicines administered were,

1. SOOTHAGATHAI UDAIKKUM KASAYAM - 150ml OD at Morning
for 3 days before food.

2. MAENI LAVANA CHOORANAM - 1gm BD with Water after food.
The above medicines were administrated for cour8enmonths.

All the 20 patients were clinically improved. Leenake out these results

on each category to arrive a better conclusion.

Age and kaalam distribution:

In this study the incidence is more in the age grai-25 years (50%), 26-
30 years (25%), 31-35 years (5%), 15-20 years (2% nffected.

Majority of the patients were reported in their hatkaalam(95%).
Soothaga vaayu which is resulting from the derangglda kutram has high

incidence in the vatha kaalam.
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Occupation:

Student and house wife were equally affected (4866 working women
were affected (20%)

Socio economic status:

Women from upper socio economic status (50%) weseeraffected than

the middle (35%) and lower economic status (15%)
Diet habits:

85% of patients were non vegetarian and only 15%& wegetarian.
Family history:

There is a family history of soothaga vaayu i.theithe patients mother or
sister is affected by the same problem. 15% ofep&i are having the

family history.
Marital status:

40% of patients were married and 60% patients wenearried.
Distribution of Thinai:

Most of the patients were reported during Neitl#%) and Marutham
(10%),.

Paruvakaalam:

Most of the Patients were reported during the Muémil (40%), Munpani
Kaalam (25%) and in Pinpani Kaalam (15%)
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Clinical manifestations of soothaga vaayu:

All patients have irregular menstruation (100%)%86ave amenorrhoea,
75% have dysmenorrhoea, 65% have oligomenorrh688p have

constipation, 20% have infertility.
Mukkutram:
Vaatham:

* In all the patients (100%) Abanan was affected Itieguin irregular
menstruation, constipation and some patient causaBility to
conceive.

* In 70% of patients Vyanan was affected producing lmack pain
and lower abdominal pain.

* In 25% of patients Samanan was affected resultmgoss of

appetite.

Pitham:

 In all 100% of patients Sathaga pitham was affectadsing
irregular menstruation, absence of menstruation madbility to
conceive.
 In 75% patients Ranjagam was affected causing mpalolower
eyelids, tongue.
* Analagam was affected in 25% of patients causisg td appetite.
Kabham:

e Santhigam was affected in 70% of patients resultimdow back

pain and lower abdominal pain.
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» Kilethagam was affected in 25% of patients resgltin loss of
appetite.
» Therefore soothaga vayu results from the derangdtiam and

pitham which affected the uterus resulting in itdag menstruation.
Ezhu Udal thathukkal:

e In 100% of patients Saaram and Suronitham affeaadsing
tiredness and irregular menstruation.

» Senner was affected in 75% of patients producirigmpand eyelids.

* Oon was affected in 100% because of Cyst presence.

» Kozhuppu was affected in 70% of patients resulkovg back pain

* Enbu was affected in 70% of patients resulting bmgk pain.

Envagaii thervugal:

* In 75% of patients Naa, Niram and Vizhli were aféet depicting
anaemic status of the patients.
* Malam was affected in 50% due to constipation.
Naadi:

65% of patients had Pitha vatha naadi and 35% tdnia had Vatha pitha

naadi.
Nei kuri:

60% patients had Vatha neer, 35% patients had pigea and 5% had

kabha neer.
Ultra sound scan:

USG-Pelvis was taken before treatment for all pagidor confirmation of PCOD.
18 patients had bilateral ploy cystic ovaries, Bgoas had unilateral poly cystic

ovaries and follicular study was done for infetyili
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Results after treatment:

90% patients were relived from irregular menstamtiand the patients were
relived from amenorrhoea are 70% oligomenorrhoeab@fb, dysmenorrhoea are
65%, and all patents are relived from constipati®n,are conceived.

Trial medicines:

» Before administering the trial medicines all theigras were given
Agasthiyar kulambu -100mg OD at early morning withukku and
millagu mixed power neutralizes the vatha kutram.

» Soothagathai Udaikkum Kasayam with Kaippu (Vali+HVjintaste
regulates body secretions, eliminates excess fatatso eliminates
accumulated fluid in the tissue

 Maeni Lavana Chooranam with Uppu (Neer+Thee) tastrilates
Laxative and prevents the glandular enlargement

» Therefore the trial medicines will neutralizes thatha kutram
through Oppurai.

Chemical Analysis:
Qulitative Analysis:
The sodium carbonate extract of the medicine®wested for Acid
radicals, Basic radicals and miscellaneous compaund
The results show the Soothagathai Udaikkum Kasag@mmains Chloride,
Calcium, Potassium, Reducing Sugar, Protein.

Toxicological studies:

. Acute and sub acute toxicity studies were conduatedxperimental
rats.
. At the end of the toxicity studies the animals wsaierificed and the

haematological parameters, liver function testakefmnction test
and histo pathology of vital organs like liver, §s spleen, and

kidney were carried out.
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. Their results show the Soothagathai Udaikkum Kasaga signs of
toxicity in female rats.

Pharmacological studies:

Soothagathai Udaikkum Kasayam in exhibited Ovutatimluced activity

in invitro method.
Statistical analysis:

. In both subjective and objective parameters weiaissically
significant.
. Out of 20 cases 70% had good result, 25% had éaultr and 5%
had poor result.
The statistical analysis of the results obtainednfthe clinical study was very

much encouraging.
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SUMMARY
The results obtained from the studies are sumnthbheéow:

% High incidence of cases was noted in the age gBdup5 years
(50%) from upper middle socio economic group (50fo}heir
vatha kaalam (95%).

* 85% of patients are Non vegetarian with 55% ofequdt with
normal physical built.

# Majority of patients belong to Neithal thinai (90%)nd in
Muthuvenil kaalam(40%).

% |n observing the Mukkutram, Abana vayu and sathpigfEam
were affected in all patients indicating derangeinanvatham
and pitham.

& |n Ezhu udal thathukkal, Saaram and SuronithamaHested in
all patients.

# In Envagai thervugal Naa, Niram, Vizhi and Malam reve
affected in majority of patients.

% Most of patients had pitha vatha naadi.

% In soothaga vaayu all patients had irregular maatton,75%
had Dysmenorrhoea, 65% had Oligomenorrhoea and 50%
patients had constipation.

# The trial medicines having kaippu and Uppu tastgnadizes the
deranged vayu and pitham based on oppurai.

# The ingredients of the trial drugs have Emmenagod\rdi-
vatha, Anti-pitha, Anti-Spasmaodic, Anti-Tumour,
Laxative,Carminative, hypolipidimic and Anti-diabeaction.

% The pre clinical studies show that the medicinesevgafe with

no signs of Toxicity and significant Ovulation Irwhd activity.
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The clinical trial shows that there is significamtprovement in
the clinical manifestations of Soothaga vaayu.

There is 75% relief from amenorrhoea, oligomencee)o
dysmenorrhoea constipation and 90% relief from guter

menstruation.

5% of patients conceived during the course otrbatment.

% The pre clinical and clinical data’s were analysttistically and

observed that they are significant in relieving siyenptoms with
P value <0.05

Also the trial drugs are affordable to all the pats.
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CONCLUSION
SOOTHAGA VAAYU(PCOS) is primarily due to the derangement of

vatham and pitham.

The trial medicine Soothagathai Udaikkum Kasayard Blaeni Lavana
Chooranam predominating with kaippu and karppuetagspectively
neutralizes the vatham and pitham.

The trial medicines regularise the irregular meradton, induces the
ovulation and regulate hormonal imbalance. Theeetbe trial medicines
are beneficial in treating irregular menstruationd ainfertility due to
anovulation.

From the pre-clinical, pharmacological studiessitevident that the trial
medicines were significant Ovulation Induced atyivi
Toxicity(Acute/Sub-Acute) study reliveded Soothdgat Udaikkum

Kasayam had no signs of Toxicity

% No contra indications were reported during the sewf the treatment.

% The trial medicines gave maximum relief from thenpyoms of Soothaga

vaayu.

% The trial drugs are easily preparable and afforelabl

& Therefore | conclude that the Trial Medicines arestbsolution for

SOOTHAGA VAAYU (PCOS).
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ANNEXURE -l

CHEMICAL ANALYSIS OF TRIAL MEDICINES

Preparation of Sodium Carbonate extract: 2 gm of the sample is mixed 5
gm of Sodium carbonate and taken in a 100 ml beaker20 ml of distilled water
is added. The solution is boiled for 10 minutespled and then filtered. The
filtrate is called sodium carbonate extract.

Drugl

S.No. Experiment Observation Inferance

1 Test for Acid Radicals

a. | Test for Sulphate Absence of Absent
2 ml of the above prepared

White
extract is taken in a test tube. .
Precipitate
To this add 2ml of 4%
Ammonium oxalate solution.
b. 2ml of extract is added with | Absence of Absent

2ml of dilute hydrochloric acid White

until the effervescence ceasesPrecipitate
off. Then 2ml barium chloride
solution is added.

2. Test for Chloride:
2ml of extract is added with white Present

dilute nitric acid till the precipitate is
effervescence ceases. Then | obtained

2ml of silver nitrate solution ig
added.
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3. | Test for Phosphate Yellow Present
2ml of the extract is treated .
Precipitate
with 2 ml of Ammonium . .
is obtained.
molybdate solution and 2ml of
concentrated nitric acid.
4, Test for Carbonate: Absence of | Absent
2ml of the extract is treated .
white
with 2ml of magnesium -
precipitate
sulphate solution.
5. | Test for Sulphide: Absence of | Absent
1 gm of the substance is treatelg
otten egg
with 2ml of concentrated .
smelling
Hydrochloric acid
6. Test for Nitrate: Absence of | Absent
1gm of the substance is heateorleddish
with copper turnings and brown gas.
concentrated sulphuric acid
and viewed the test tube
vertically down.
7. Test for Fluoride and oxalate | Absence of | Absent
a. 2ml of the extract is added )
white
with 2ml of dilute acetic acid .
precipitate
and 2ml of calcium chloride
solution and heated.
b. 5 drops of clear solutionis | Absence of | Absent
added with 2ml of dilute KMNO4
sulphuric acid and slightly solution
warmed to this, 1 ml of dilute | discolourisa
potassium permanganate tion.

solution is added.
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8. Test for Nitrite Absence of | Absent
3 drops of the extract is placed ,
yellowish
on a filter paper. On that, 2 red colour
drops a Acetic Acid and 2
drops of Benzidine solution is
placed.
9. Test for Borate Absence of | Absent
2 pinches of the substance is
Green
made into paste by using tinged flame
Sulphuric acid and Alcohol
(95%) and introduced into the
blue flame.
I. TEST FOR BASIC RADICALS
10. Test for lead Absence of | Absent
2 ml of the extract is added
Yellow
with 2 ml of Potassium iodide -
precipitate
solution
1la | Test for Copper Absence of | Absent
One pinch of substance is :
Bluish
made into paste with
green
concentrated Hydrochloric acid
coloured
in a watch glass and introduceﬂ
ame.
into the non luminous part of
the flame.
b. 2ml of the extract is added | Absence of | Absent
with excess of Ammonia deep blue
solution
12. Test for Aluminium Absence of | Absent
To the 2 ml of extract. Sodiurr\Nhite
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Hydroxide solution is added if

drops to excess.

| precipitate.

13a Test for Iron Absence of | Absent
To the 2 ml of extract, 2 ml of
Blood red
Ammonium Thiocyanate
colour
solution is added.
b. To the 2 ml of extract, 2 ml off Absence of | Absent
Ammonium Thiocyanate Blood red
solution and 2 ml of colour
concentrated Nitric Acid is
added.
14. Test for Zinc Absence of | Absent
To the 2 ml of extract Sodium .
White
Hydroxide solution is added in -
precipitate
drops to excess.
15. Test for Calcium White Present
2 ml of the extract is added .
precipitate
with 2 ml of 4% Ammonium .
obtained.
Oxalate solution.
16. Test for Magnesium Absence of | Absent
2ml of extract, Sodium White
Hydroxide solution is added in .
precipitate.
drops to excess.
17. Test for Ammonium Absence of | Absent
2 ml of extract few ml of .
, Reddish
Nessler's Reagent and excess
of Sodium Hydroxide solution| brown
are added. .
precipitate
18. Test for Potassium Yellow Present
A pinch of substance is treated .
precipitate

with 2 ml of Sodium Nitrite
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solution and then treated with
ml of Cobal Nitrate in 30%

glacial Acetic acid.

25 obtained

19. Test for Sodium Absence of | Absent
2 pinches of the substance is
Yellow
made into paste by using colour
Hydrochloric acid and
flame
introduced into the blue flame.
20. Test for Mercury Absence of | Absent
2 ml of the extract is
yellow
treatedwith 2 ml of Sodium .
precipitate
Hydroxide solution.
21. Test for Arsenic Absence of Absent
2 ml of extract is treated with 2
Yellow
ml of silver Nitrate solution .
precipitate.
22. Test for Starch Absence of| Absent
2ml of extract is treated with
Bluecolour
weak iodine solution
23. Test of reducing Sugar Green Present
5ml of Benedicts qualitative :
colour is
solution is taken in a test tube .
obtained.
and allowed to boil for 2
minutes and added 10 drops|of
the extract and again boiled for
2 minutes. The colour changes
are noted.
24. Test of the alkaliods Absence of | absent
2ml of the extract is treated | red colour

with 2ml of potassium lodide
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solution

25. Test for Proteins

sulphate solution.

2ml of the solution and 2ml of]
5% sodium hydroxide mixed

and add 2 drops of copper

Violet
colour

formed

Present

RESULTS:

The given sample contains.

Drug : Soothagathai Udaikkum Kasayam

Calcium, Chloride, potassium, reducing sugar adeon.
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ANNEXURE -lI
ACUTE AND SUB ACUTE TOXICITY STUDY ON

SOOTHAGATHAI UDAIKKUM KASAYAM IN RODENTS

Animals

Mice of either sex weighing 25-30g and rats weighil10-140g were
obtained from the animal house of Vels Universitiie animals were used with
the approval of the Institute animal ethics comeeitand obtained from Vels
University, Chennai. They were fed with a balanstandard pellet diet and
maintained under standard laboratory conditionsyiding 24-28C temperature,
standard light cycle (12 h light, 12 h dark) andevaad libitum. Animals were
kept in cages with raised floors of wide mesh tevpnt coprophagy. Animal
welfare guidelines were observed during the maariea period and
experimentation. The rats were randomly assignedcdntrol and different
treatment groups, six animals per group. The asimare acclimatized for one
week under laboratory conditions.
ACUTE TOXICITY STUDY-OECD 425 GUIDELINES

Acute oral toxicity test for the Soothagathai Ud#taim Kasayam was
carried out as per OECD Guidelines 425. As witheptbequential test designs,
care was taken to ensure that animals are available appropriate size and age
range for the entire study. The test substancensirastered in a single dose by
gavage using a stomach tube or a suitable intubatamnula. The fasted body
weight of each animal is determined and the dosmlisulated according to the
body weight. After the substance has been admrieidtdood was withheld for a
further 2 hours in mice. The animals were obsexa@ainuously for the first 4 h
and then each hour for the next 24 h and at 6 hautervals for the following 48

h after administering of the test drug, to obsemg death or changes in general
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behaviour and other physiological activities. Ssnghimals are dosed in sequence

usually at 48 h intervals. However,

the time interval between dosing is determinedheydnset, duration, and severity
of toxic signs. Treatment of an animal at the riode was delayed until one is
confident of survival of the previously dosed anima
Observation of toxicity signs. General behavior, respiratory pattern,
cardiovascular signs, motor activities, reflexdsange in skin and fur, mortality
and the body weight changes were monitored daifye fime of onset, intensity,
and duration of these signs, if any, was recorded.
SUB-ACUTE TOXICITY

In a 28-days sub acute toxicity study, twenty feither sex rats were
divided into four groups of 6 rats each. Groupdtteerved as normal control was
administered with distilled water (p.o.) while gpsu ll, Ill and IV were
administered daily with the Soothagathai Udaikkuas&yam (p.o.) for 28 days at
a dose of 2.5, 5.0 and 10.0 ml/kg respectively. @ahenals were then observed
daily for gross behavioural changes and any otiggissof subacute toxicity. The
weight of each rat was recorded on day 0 and weabkbughout the course of the
study, food and water consumption per rat was Galed. At the end of the 28
days they were fasted overnight, each animal wassthetized with diethylether,
following which they were then dissected and blsadnples were obtained by
cardiac puncture into heparinised tubes. The bkaodple collected from each rat
was centrifuged with 3000 X g at@ for 10 min to separate the serum and used
for the biochemical assays.
Hematological and blood biochemical analyses:

At the end of the study, all animals were keptddsor 16-18h and then
anesthetized with anesthetic ether on theé" 28y. Blood samples for
hematological and blood chemical analyses werentdk@em retro orbital vein.

Heparinized blood samples were taken for determgiriomplete blood count
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(white blood cell count, differential white bloocklt count, platelet count, red
blood cell count, hematocrit, and hemoglobin) bynseitomated hematology
analyzer. The serum from non-heparinized blood egasfully collected for blood
chemistry and enzyme analysis (glucose, creatiriotal protein, albumin, total
and direct bilirubins, serum glutamate-oxaloaceteaasaminase (SGOT), serum
glutamate pyruvate transaminase (SGPT), and atkalhosphatase (ALP)) were
automatically determined using autoanalyzer.

Necropsy:

All rats were sacrificed after the blood colleatiolrhe positions, shapes,
sizes and colors of internal organs were evaludibd. Spleen, Testes, Pancrea,
Lung, Liver, Brain, Heart, Stomach, Intestine, Bof@ary, and Kidney tissues
were excised from all rats to visually detect grdssions, and weighed to
determine relative organs’ weights and preserved(fo neutral formalin for
histopathological assessment. The tissues were detallein paraffin, and then
sectioned, stained with haematoxylin and eosin awdre examined

microscopically.

Statistical analysis

Values were represented as mean + SEM. Data wetlgsed using one-
way analysis of variance (ANOVA) test using GrapthRastat-V3 software.
P<0.05 were considered significant.
RESULTS
1) All the animals from control and all the treatddse groups up to 10ml/kg
survived throughout the dosing period of 28 days.
2) No signs of major or significant intoxication rgeobserved in animals from

lower to higher dose groups during the dosing pleoio28 days.

102



3) Animals from all the treated dose groups exhatbitomparable body weight
gain with that of controls throughout the dosingiqe of 28 days. 4) Food
consumption of control and treated animals was dodua be comparable
throughout the dosing period of 28days.
5) Ophthalmoscopic examination, conducted prioatal at the end of dosing
period on animals from control and all the treadede groups did not reveal any
abnormality.
6) Haematological analysis conducted at the enithefdosing period on day 28,
revealed no significant abnormalities attributatbléhe treatment.
7) Biochemical analysis conducted at the end ofdbsing period on day 28,
revealed no remarkable abnormalities attributatoklaé treatment.
8) Functional observation tests conducted at teatiin revealed no
abnormalities.
9) Urine analysis, conducted at the end of therdpperiod in week 4, revealed no
abnormality attributable to the treatment.
10) Organ weight data of animals sacrificed atéhd of the dosing period was
found to be comparable with that of respective st
11) Gross pathological examination did not revegl @bnormality.
12) Histopathological examination did not reveal abnormality.
CONCLUSION

Based on these findings, no toxic effect was oflexkuupto 10ml/kg of
Soothagathai Udaikkum Kasayaria oral route over a period of 28 days. So, it
can be concluded that the Soothagathai Udaikkunayéam can be prescribed for
therapeutic use in human with the dosage recomniendaof upto 10ml/kg. body

weight p.o.
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Table 1: Dose finding experiment and its behaviorabigns of Toxicity

Dos
N| e 1/1|1(1{1/1|1,1(1|1]2
oml/k12345678901234567890
g
1.1 5 |+|-|-|4+|-|+]|-|-|-|-|-1-]-1-1-|-|-|-| -| -
21 10 |+ -|-|+|-|F+]|-|-|-]-|-1-|-=-1=-1-=-1-1 -1 -] +| -

1. Alertness 2. Aggressiveness 3. Pile erectiddardoming 5. Gripping 6. Touch
Response 7. Decreased Motor Activity 8. Tremor<Onvulsions 10. Muscle
relaxant 13. Hypnok#. Analgesia
15.Lacrimation 16. Exophthalmos 17. Diarrhoea 18ithMhg 19. Respiration 20.

Spasm 11. Catatonia 12. Muscle

Mortality

Table 2. Body weight of albino rats exposed to Sdwgathai Udaikkum

Kasayam for 28days

Dose
(mi/kg/day 1) Days
) 1 7 14 21 28
Control | 110.4%4.0 | 112.135.0 | 114.484.2 | 117.2%5.2 | 120.4G85.9
5 5 0 1 2
25 | 112.083.3 | 117.2@85.1 | 120.135.1 | 124.265.0 | 126.1536.0
1 0 2 5 0
5 115.244.4 | 119.134.1 | 123.034.1 | 126.166.4 | 129.3085.1
4 2 0 4 4
10 1101252 | 112.2453 | 114.1@4.2 | 118.255.1 | 122.255.3
0 0 8 2 2

Values are mean of 6 animasS.E.M."™P>0.05 Vs control
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Table 3. Food intake of albino rats exposed to Sdagathai Udaikkum
Kasayamfor 28days.

Dose Days (gms/rats)
(mlfkg/day) 1 7 14 21 28
Control 40.052.15 | 41.822.10 | 42.1@2.41 | 45.0@2.25 | 42.252.20
2.5 41.24:2.71 | 42.232.62 | 43.242.62 | 42.0%2.19 | 44.232.02
5 40.3t2.14 | 42.082.15 | 41.322.14 | 44.483.10 | 42.182.00
10 42.1262.25 | 41.232.32 | 42.182.52 | 42.182.00 | 44.042.14

Values are mean of 6 animasS.E.M."P>0.05 Vs control

Table 4. Water intake of male and female albino rat exposed to Soothagathai
Udaikkum Kasayam for 28days.

Dose Days (ml/rat)
(mikg/day) 1 7 14 21 28
Control 52.10:2.28 | 51.0@3.13 | 52.283.18| 50.72:3.16 | 50.2@3.12
2.5 50.12t2.41 | 50.423.01 | 45.234.00| 48.15t3.44 | 40.5%2.48
5 44.7:2.18 | 40.123.82 | 40.8%3.32| 44.14:2.19 | 44.183.24
10 50.13t2.25 | 52.462.05 | 50.263.18| 45.28:3.00 | 45.2@3.50

Values are mean of 6 animalS.E.M."P>0.05 Vs control
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Table 5. Hematological parameters after 28days treément with Soothagathai

Udaikkum Kasayam in rats.

Parameter Control 2.5ml/kg 5mi/kg 10ml/kg
Red blood| 8.00t0.72 8.920.68 8.120.55 8.0a0.62
cell (mm?®)

HB (%) 15.12:0.42 15.180.49 15.520.42 15.020.41
Leukocyte 10214:125.11| 10288110.24 | 10245134.12|10264:119.42
(x10°/mL)

Platelets/ul 1242+30.14 118431.24 113230.22 | 119%32.14
MCV (gl) 54.44t5.12 53.884.72 55.0@4.27 54.124.80
Neutrophil 5.46t2.81 5.423.27 5.183.96 5.143.47
Lymphocyte | 92.02:2.90 91.482.12 90.222.62 92.321.88
Monocyte 2.42+0.23 2.2@0.28 2.280.20 2.220.24
Eosinophil 1.0G:0.00 1.0e0.22| 1.0G:0.11 1.0a0.11
Basophil 0 0 0 0
ESR(mm) 1+00 1+00 1+00 1+00
PCV 44.2(2.62 45.242.18 45.182.02 45.142.22

Values are mean of 6 animalS.E.M."P>0.05 Vs control
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Table 6. Effect of treatment with Soothagathai Uddtkum Kasayam
biochemical parameters.

Dose (ml/kg) Control 2.5ml/kg 5mi/kg 10ml/kg
Total Bilirubin 0.21G:0.05 | 0.2140.06 | 0.21%0.05 | 0.215-0.04
(mg/dL)

Bilirubin direct 0.1+0.04 0.%20.04 0.%0.04 0.%0.05
(mg/dL)

Bilirubin 0.1+00 0.%00 0.%00 0.%00
indirect(mg/dL)

ALP (U/L) 380.42:10.10| 378.2210.22|376.8210.04{390.1211.21
SGOT (U/L) 158.2@5.14 | 156.725.82 | 155.435.20| 154.085.45
SGPT(U/L) 45.822.30 | 44.582.28 | 45.082.18 | 46.022.92
Total Protein(g/dl) | 8.25+0.30 8.120.32 8.5@0.37 8.1a0.34
Albumin(g/dl) 3.22+0.25 3.3%0.24 3.140.30 3.220.42
Globulin(g/dl) 5.02:0.18 4.180.26* | 4.180.21* | 4.160.23*

Values are mean of 6 animass.E.M. *P<0.05; Vs Control

Table-7 RFT
Dose (ml/kg) Control 2.5ml/kg 5ml/kg 10ml/kg

Urea(mg/dL) 55.22:2.60 | 55.3@2.56 | 55.422.42 55.482.36
Creatinine 0.77#0.05 0.7&0.06 0.7&0.05 0.7£0.05
(mg/dL)

Uric acid (mg/dL) | 1.5+0.10 1.60.12 1.60.10 1.60.10
Na m.mol 140.7@¢5.42 | 141.565.11 | 139.125.22 | 140.125.02
K m.mol 20.222.78 | 19.822.08 | 20.482.36 20.1@2.42
Cl m.mol 101.0¢4.22 | 101.125.12| 100.184.82| 101.085.10
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ii) Table-8. Lipid Profile

Dose (ml/kg) Control 2.5ml/kg 5ml/kg 10ml/kg
Total 41.6Qt2.72 | 41.10:2.42 | 42.423.00 | 42.52:3.04
cholestrol(mg/dL)

HDL(mg/dL) 14222.42 | 14.2#1.47 | 13.442.45 | 13.242.43
LDL(mg/dL) 42.04£3.35| 42.00:2.21 | 42.382.08 | 43.222.32
VLDL(mg/dI) 15.3t2.25| 15.25:2.30 | 15.022.64 | 15.162.20
Triglycerides (mg/dl) | 86.20:3.02 | 85.16:2.22 | 86.233.24 | 88.442.78
TC/HDL ratio (g/dI) 3.86t0.34 | 3.820.38 | 3.720.32 3.66:0.30
Blood glucose(mg/dl) |126.134.78|126.123.25| 126.1&4.00| 124.45-2.24

Values are mean of 6 animalg S.E.M. "™P>0.05 Vs control

i)

Table-9 Urine Analysis

b) Parameters Control |2.5ml/kg | 5ml/kg | 10ml/kg
Colour Yellow Yellow Yellow | Yellow
Transparency Clear Slightly | Slightly | Slightly

turbid cloudy turbid
Specific gravity 1.010 1.010 1.010 1.010
PH >7.2 >8.0 >8.0 >9.0
Protein Nil 3+ 3+ 3+
Glucose Nil Nil Nil Nil
Bilirubin -ve -ve -ve -ve
Ketones -ve +ve +ve +ve
Blood Absent Absent Absent Absent
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) . Normal | Abnormal Abnormal|Abnormal
i. Urobilinogen
Pus cells O-cells/HPH 1- 2- 1-
cell/HPF | cells/HPF| cell/HPF
RBCs Nil Nil 0- Nil
1cells/HPF
Epithelial cells Nil 1- Nil 1-
cell/HPF cell/HPF
Crystals Nil Nil Nil Nil
Casts Nil Nil Nil Nil

Table 10. Effect of oral administration of Soothagthai Udaikkum Kasayam

on organ weight

Dose (ml/kg) Control 2.5ml/kg 5mi/kg 10ml/kg

Liver (Q) 5.28+0.16 5.3@0.15 4.980.12 5.1@0.14
Heart (Q) 0.62:0.04 0.620.04 0.6%0.04 0.6a0.04
Lung (9) 1.45+0.06 1.440.19** | 1.46£0.24** 1.42+0.15**
Spleen (g) 0.66+0.05 0.6&0.04 0.650.04 0.6%0.05
Ovary (9) 1.68:0.12 1.8@0.15 1.880.11* 1.950.10*
Testes (9) 1.48:0.10 1.450.12 1.460.14 1.420.15
Brain (g) 1.54+0.15 1.520.13 1.520.12 1.580.14
Kidney (9) 0.72:0.04 0.7%0.04 0.7@0.05 0.7%0.05
Stomach (g) 1.35:0.10 1.3%0.11 1.380.12 1.340.10

Values are mean of 6 animdlsS.E.M. *P<0.05; *P<0.01Vs Control
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ANNEXURE —llI
EFFECT OF SOOTHAGATHAI UDAIKKUM KASAYAM ON

OVULATION IN RATS

INTRODUCTION

Infertility is one of the main problems seen irugg couples. Due to cost
and social problems, some couples seek traditime#thods to treat their infertility
before meeting with specialists. Since folk medicplays an important role in
individual and community primary health care, thee wf herbal products are
increasing in many countries. Polycystic ovary sgnike is characterized by
anovulation and hyperandrogenism. Patients with slgndrome may complain of
abnormal bleeding, infertility, obesity, excessrhgiowth, hair loss and acne.

In addition to the clinical and hormonal changesogiated with this
condition, vaginal ultrasound shows enlarged ogan#h an increased number of
small (6-10mm) follicles around the periphery. Whilltrasound reveals that
polycystic appearing ovaries are commonly seenpinou20% of women in the
reproductive age range, Poly Cystic Ovary Syndrangeestimated to affect about
half as many or approximately 6-10% of women. Taedition appears to have a
genetic component and those effected often have inale and female relatives
with adult-onset diabetes, obesity, elevated bldodlycerides, high blood

pressure and female relatives with infertility sitism and menstrual problems.
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Hyperinsulin & PCOS

One of the major biochemical features of polyaysivary syndrome is
insulin resistance accompanied by compensatory ringudinemia. There is
increasing data that hyperinsulinemia produces thgerandrogenism of
polycystic ovary syndrome by increasing ovarian ragdn production,
particularly testosterone and by decreasing theinsesex hormone binding
globulin concentration. The high levels of andragdrormones interfere with the
pituitary ovarian axis, leading to increased LHey anovulation, amenorrhea,
recurrent pregnancy loss, and infertility. Hypeuilrsemia has also been
associated high blood pressure and increased alotation and appears to be a
major risk factor for the development of heart d&s® stroke and type Il diabetes.
Diagnosis

Physicians consider diagnosis after making suat tfo not have other
conditions such as Cushing's disease, thyroid enobl congenital adrenal
hyperplasia or increased prolactin production by fituitary gland. TSH, 17-
hydroxyprogesterone, prolactin and a dexamethasuppression test may be
advisable. Irregular or absent menstrual periodgscfrom the physical exam will
be considered. Height and weight is noted alon$ waity increase facial or body
hair or loss of scalp hair, acne and acanthosiscaigs. Elevated androgen levels,

testosterone help make the diagnosis.
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Newer Methods Of Treatment

Traditional treatments have been difficult, expemsand have limited
success when used alone. Infertility treatmentidecweight loss diets, ovulation
medications ¢lomiphene, letrozole, Follistim, Gonal-F), ovarian drilling surgery
and IVF. Other symptoms have been managed by adibgen medication.
Ovarian drilling can be performed at the time qfdeoscopy.

A laser fibre or electrosurgical needle is useguacture the ovary 10-12
times. This treatment results in a dramatic longgohmale hormones within days.
Studies have shown that up to 80% will benefit fremeh treatment. Many who
failed to ovulate with letrozole or metformin thpya will respond when
rechallenged with these medications after ovarrdhng). Interestingly, women in
these studies who are smokers, rarely respondéidetalrilling procedure. Side
effects are rare, but may result in adhesion faonabr ovarian failure if the
procedure is performed by an inexperienced surgeon.

For women in the reproductive age range, polycystiary syndrome is a
serious, common cause of infertility, because efahdocrine abnormalities which
accompany elevated insulin levels. There is inengasvidence that this
endocrine abnormality can be reversed by treatnwetlh widely available
standard medications which are leading medicinesl us this country for the

treatment of adult onset diabetes, metformin 5085fr mg three times per day or
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1000mg twice daily with meals, pioglitazone 15-3@ once a day, rosiglitazone
4-8 mg once daily or a combination of these medioat

These medications have been shown to reversenttecene abnormalities
seen with polycystic ovary syndrome within two breie months. They can result
in decreased hair loss, diminished facial and boay growth, normalization of
elevated blood pressure, regulation or menses, hivelgss, reduction in
cardiovascular risk factors, normal fertility, aadeduced risk of miscarriage. We
have seen pregnancies result in less than two mamtivoman who conceived in
their very first ovulatory menstrual cycle. By samonths over 90% of women
treated with insulin-lowering agents, diet and eisar will resume regular menses.
Miscarriage & PCOS

Women with PCOS who conceive either spontaneooisigfter ovulation
induction have a much higher risk of miscarriaggpétsecretion of LH was
thought to cause chromosomally abnormal eggs lgattinan increased risk of
miscarriage. Hyperinsulinemia may be a contribufiactor in the higher rate of
miscarriage. Elevated levels of insulin interferghwhe normal balance between
factors promoting blood clotting and those promgtioreakdown of the clots.
Increases in plasminogen activator inhibitor atgidssociated with high insulin
levels may result in increased blood clotting & thiterface between the uterine
lining and the placenta. This could lead to plaakinisufficiency and miscarriage.

Obesity, especially central adiposity, is presanaround 40% of women

with PCOS and a greater degree of obesity is as®ocivith a more severe form

113



of PCOS. There is also a higher incidence of mdimbgndrome amongst women
with PCOS than in non-PCOS overweight and obese emoM/eight loss in the
overweight/obese woman is therefore fundamentaktting the condition.
PCOS TREATMENT
1. Medications to Regulate the Menstrual Cycle

The most common form of PCOS treatment is theraoaptive pill or birth
control pill; Even if not sexually active, birth mwol pills may be prescribed by
health care provider because they contain the hoesithat body needs to treat
PCOS. These birth control pills help in:

Correct the hormonal imbalance

Regulate menstrual periods

Lower the risk of endometrial cancer (which is Istlg higher in young

women who don't ovulate regularly)

Prevent an unplanned pregnancy if sexually active

They may also improve androgen-related acne prablemale-type hair

growth, and male-pattern hair loss.
2. Medications to Reduce Insulin Resistance

Metformin is only FDA-approved treatment for insulresistance and
diabetes. Metformin is a useful medication in PQfa8ents as it helps to improve
fertility, reduce miscarriages and gestational eéiab, and reduce long-term health
problems. The use of metformin in pregnancy remaorgroversial although the

risk appears to be small.
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3. Infertility Medications

In PCOD patients suffering from Infertility, the am aim of using
medications is to make sure there is ovulation bap. Clomid or Letroze are
the first line of medication used in treatmentrdertility in PCOD patients which
help in ovulation. Patients are educated aboutidgperiod and with the help of
ovulation prediction kits they are advised to hawercourse. This might not be
helpful in PCOD patients with persistent high Lidés.

Because of the connection between PCOS and insw@sistance,
medications that are normally used to treat diahatamely Metformin, may be
used to increase insulin sensitivity. By increadimg body's response to insulin, it
is thought that the ovary may not make as manyagers, which increases the
likelihood that ovulation will occur. Metformin maglso reduce the levels of
circulating androgens, even if not trying to comeeiThis will help regulate
menstrual cycle and reduce the distressing symptbatsmay be experiencing.
Some women may need to take both Clomid and Metfoimmorder to ovulate.

In cases where oral medication is a failure, heorahonjections like
Gonadotrophins are used. Each month, Gonadotropmasiely Follicle
Stimulating Hormone (FSH) is secreted by the mtyitwhich makes an egg /
follicle grow. Hence, Gonadotrophin injections ditg increase the amount of
FSH circulating in the body, promoting the growtidadevelopment of a mature

egg. There is a risk of ovarian hyperstimulationewhPCOD patients receive
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gonadotrophin injections; therefore it's mandattyymonitor progress through
ultrasound and blood tests.
Surgical Role In PCOD Patients

Surgery has got a minimal role in PCOD patientewklver, therapeutic
ovarian drilling can be performed where in the syst the ovary are punctures
under laparoscopic guidance. This treatment resulisdramatic lowering of male
hormones within days. Studies have shown that 0% will benefit from such
treatment. Women who failed to ovulate with letiezor metformin therapy will
respond when rechallenged with these medicatiorier abvarian drilling.
Interestingly, women in these studies who are sm¥okarely responded to the
drilling procedure. Pelvic adhesions or ovariarufa are few of the side effects
that can be rarely anticipated after laparoscoparian drilling.
Role Of Assisted Reproduction In Pcod Patients
When medical and surgical line of treatments haledaassisted reproductive
techniques like Ul or In Vitro Fertilization arbéa next options to be considered.
Success (pregnancy) rates with IVF in PCOS patianés generally excellent,
although a higher risk of Ovarian Hyperstimulatierists, especially in IVF

patients who become pregnant.
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MATERIALS AND METHODS

Procurement of Experimental Animal

Mice of either sex of wistar strain weighing 283&% and Female albino
rats of wistar strain weighing about 95-135 gm wesed. Pregnant animals were
excluded. Animals were fed on conventional dietd aaterad libitum and they
were maintained under standard conditions of hugidemperature (20- 24°C)
and light (12 h light: 12 h dark cycle). Animals neekept in polycarbonate cages
with laced steel roofs. The rats were acclimatifmdl5 days to the laboratory
conditions prior to experiments and were maintainadthe balanced diet, and
water was providedd libtum. The study was conducted at the Vel’'s University,
Chennai after obtaining Institutional Animals E@#li€ommittee clearance bearing
the number XIII/VELS/PCOL/03/2000/CPCSEA/IAEC/08.2812.
Preparation of stock solution and drugs

For ovulatory studies, Soothagathai Udaikkum Kasaywas freshly
prepared, concentrated and dilutions were prepatréidferent concentrations and
administered orally. All the chemicals and standdrdgs were procured from
authorized suppliers.
Acute toxicity study:

Acute oral toxicity test was carried out as peitGDEGuidelines 425 up and
down method. Animals are observed individually mftesing at least once during

the first 30 minutes, periodically during the fidt hours, with special attention
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given during the first 4 h, and daily thereaftesr & total of 14 days. Initially
starting at a dose of 5ml/kg of Soothagathai UdamkkKasayam was given. Body
weight and behavioral changes were noted. Anima®hserved individually and
were systematically recorded.
Preparation of Vaginal Smear

For taking vaginal smear, the animals were helih wentral side up. A
drop of 0.9% w/v normal saline was inserted cahgfirl to the vagina with a
dropper, without damaging the vagina to avoid fgesitive smears. The drop of
normal saline was aspirated and introduced twieirb withdrawing from vagina
the withdrawn fluid was transferred on to a micogsc glass slide. A cover slip
was placed carefully on the smear avoiding theyesftair bubbles. The slide was

then observed under an optical microscope.

Ovulation stimulation activity

In the present study, the study was conductedventy four mature virgin
female Wistar Albino rats weighing of around (8801gm) of 2 month old were
obtained from the animal house at Vel's Universithennai. Before starting drug
treatment, the reproductive cycles of the rats vegreehronized by the following
method. 10Qg estradiol dissolved in 2 ml olive oil was injettsubcutaneously.
All rats after a 24 hr period, received intramuacuinjections of 50pug
progesterone dissolved in olive oil. After few hguvaginal smears were obtained

by vaginal lavage to monitor ovulation and oestroysle. Vaginal smears were
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prepared by washing vaginal opening with 0.9% wihsadium chloride with a
glass dropper and placed in a clean glass slideviemged under light microscope
at 40X magnification. Examination of vaginal smesinewed that all the animals
were in the estrous stage. All the animals weregherd daily after drug
administration for 10 days. The suitable sensitiges were divided into four
groups of six each as follows:
Group | Normal Control animals given only 2ml/kg@MC solution.
Group Il animals were administered 5ml/kg of Sogtthai Udaikkum Kasayam
for 10days,
Group Il rats were received 10mg/kg of Soothagathdaikkum Kasayam for 10
days
Group IV received clomiphene 10mg/kg and servedtasdard. All the drugs
were given orally.

2ml of blood was collected by retro orbital pumetuBlood samples were
centrifuged for 15 minutes at 4000 rpm and the isg¢pd serum samples were
frozen at -20°C and kept for later estimation of, IFSH and estradiol by ELISA
method. To study the cycle pattern, animal showmgularity in three normal
cycles were separated and chosen for further studiaimals were sacrificed
24hrs after the last dose. Ovary and uterus wessedied out from adhering
tissues adhering moisture was removed by presgngygbetween two layers of
filter papers and were immediately weighed on gmfn electronic balance. For

biochemical studies the blood was collected byoratrbital puncture. The
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collected blood was used for estimating serum A3Hand estrogen level. At the
end of experiment, the animals were sacrificedgisiimner anesthesia and the uteri
were removed and weight was recorded. The ovidas eissected out from the
rats, suspended in normal saline and placed onceostiopic slide with a cover

slip to count the number of ova analysis.

(b) Classification of ovarian folliclesfor analysis

Follicles were classified as primary, small preaintiarge preantral, small
antral and graffian according to the morphologmaksification scheme. Follicles
were classified as atretic if they displayed twonawre of the following criteria
within a single cross-section: more than two pylnatclei in the granulosa cell
layer, granulosa cells and cell debris within tiéra cavity, fragmented oocyte

and granulosa cells pulling away from the basemmerhbrane.

Histological analysis

At the end of the treatment, the ovary was remausd placed in formalin
fixative for 20-24 hours. Fixed tissue samples weilaced in ascending
concentrations of alcohol and embedded in parafiices of tissue, 5-dm thick,
were prepared and stained with hematoxylin andne@sid then monitored and
evaluated with a light microscope. To study follagenesis all tissue blocks were
serially sliced. Follicle identification was basex the detection of a nucleus. The
numbers of follicles (primordial, primary, etc.) rgecounted. Follicle recognition

criterion on the slides was based on the type thelml cells surrounding them.
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For example, primordial follicles have squamulosliscwhereas primary follicles
are surrounded by cuboidal cells. The numbers titclies per slide were ran-

domly counted.

Statistical analysis
The data were statistically analyzed and expressednean + SEM.
Statistical analysis of the variance between céranal experimental values was

done using Student's t test

RESULTS AND DISCUSSION

Results of acute toxicity study revealed that 8wmthagathai Udaikkum
Kasayam nontoxic effect upto 10ml/kg orally. Hertbe therapeutic dose was
selected as 5 and 10ml/kg in rats as higher ancerlodose for the further
pharmacological investigations. In this study, tb&al number of follicles were
18.2 + 3.42 in test group-1 (5ml/kg Soothagathaalkllum Kasayam), 21.5 + 3.88
in test group-ll (10ml/kg Soothagathai Udaikkum &gesm), 28.21 + 5.56 in
standard group and 15.32 + 3.4 in normal group f&mbaline). There were
significant increase in ova population in the expental groups compared to the
control groups (p<0.01). There were no significalifferences between the
Soothagathai Udaikkum Kasayam concentrations. 8ilyik significant increase
was observed in the number of graffian, antral mdtilaminar follicles (p<0.05)
in the Soothagathai Udaikkum Kasayam groups, batettwas no significant

difference between the 5 and 10ml/kg doses of Sgithai Udaikkum Kasayam.
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There was no significant difference in the numbiearalaminar primary follicles
between the test groups and control groups.

Estrogens are steroid hormones which, togetheh wther hormones,
control the ovulatory cycle in the female mammadir&gen acts in a feedback
mechanism, influencing the production of folliclensulating hormones (FSH)
from the pituitary gland. It is known that the FSH turn promotes the
development of the immature ovarian follicles, whincreases the production of
estrogen from the ovary. There is no scientificorepn the effect of Soothagathai
Udaikkum Kasayam on the ovary. In female rats, amdministration of
Soothagathai Udaikkum Kasayam for ten days incceabe weight of the
mammary glands, oviduct, endometrium, myometriueryi® and vagina. In the
present study, the Soothagathai Udaikkum Kasayasrsigmificantly induced an
increase in the numbers of graffian, antral andtitaaiinar primary follicles and
improved folliculogenesis in rat ovaries.

Histological sections of control and experimemfadups showed increased
numbers of growing follicles in the Soothagathaialkdum Kasayam groups.
Present findings indicate that the administratiérthe Soothagathai Udaikkum
Kasayam showed significant decrease in the estriayehand induce stimulatory
effect on FSH and LH resulting in initiate to ovaa This can result from
hypersecretion of gonadotropic hormones, in whiesecthe intensity of the
hormonal stimuli is sufficient to cause ovulatiam, it can result from normal

ovaries that will allow ovulation.
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CONCLUSION

The present study elucidated that the Soothaghlthaikkum Kasayam has
a folliculogenesis effect in female rats consistenth its use in traditional
medicine as a fertility enhancing agent. Theseomstimay be attributed to the
alterations in hormonal levels.
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Table 1: Effect of Soothagathai Udaikkum Kasayam oruterus, ovary and

body weight of female rats

Treatment | Dose mg/kg | Body weight| Ovary (mg) Uterus (mg)
(mg)

Control 2ml/kg 154.7+ 8.9 26.8+£0.14 97.5+4.2

Saline

Test-I SUK | 5ml/kg 150.2 £ 6.5 41.7 £5.32 206.9 @*5.

Test-1l SUK| 10 ml/kg 162.1 7.2 52.2 £9.41* 235.4 £ 6.4%

Clomiphene| 10mg/kg 167.4+6.4 66.5 + 7.18** 274.6 £9.2*

Values were expressed as MeanzSEM; *P<0.05; *PKON>-6

Table 2: Effect of Soothagathai

Udaikkum Kasayam orhormone levels in

female rats
Treatment Dose mg/kg | FSH (Pg/ml) | LH (Pg/ml) | Estrogen
(Pg/ml)

Control Saline 2ml/kg 0.182 +(0.16+ 0.05 46.44t1.45
0.004

Test-1 SUK 5ml/kg 0.161 +10.13+0.09 54.38 +
0.004* 1.57*

Test-1l SUK 10 ml/kg 0.132 0.10+0.08 | 63.56
+0.005** 1.77**

Clomiphene 10mg/kg 0.124 .08 + 0.03 67.27
0.007** 2.82**

Values were expressed as Mean+SEM; *P<0.05; *Pk(O\3-6
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ANNEXURE -1V
Bio Statistical Analysis
Treatment for Soothaga Vaayu
The most popular statistical tool, namely, Fish&3sact Test analysis has

been employed to analyses the effectiveness watheltp of a hypothesis.

Hypothesis
There is no reducing symptoms among the patientghi® treatment of
Soothaga Vaayu.
Number of Cases
Symptoms
Reduced Not Reduced
Primary 14 2
87.5% 12.5%
Secondary 1 3
25% 75%
Note:

Primary: Irregular Menstruation, amenorrhoea, dysondoea, oligomenorrhoea
Secondary: Constipation, Infertility.

Software: spss17 version

Number of cases20

Test: Fisher’'s Exact test

Confidence Interval: 95%
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Result:

P Value (2 tailed):p<0.05

Inference:

Since the p value is significant (<0.05), The hyaesis isnot accepted. So there is
significant reduced symptoms among the patientsHertreatment of Soothaga

Vaayu.Hence it is concluded that the treatment was effeetind significant.
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ANNEXURE -V
Grmuimerilul 6T 6L1L|SH6V Lilg 6ULD

F(H. RGN THT65T

QILG),

@D @IL_ID.) 61687 &l HlemevTel 68T 61(LD&H & C&M(HSH@HWD 6L1L|G6V Lilg alb.

BI6TT  (GrSHeumu] eTerrenId GHTUTeL LTHSSILL () O\FesTeneT,ofs A5G
LHSGHe Heoeniluler (@Lid:  wMEhT  eSTTesIT QAU LD(HSSIEUDEDETT,
Q(HOUMGSD, GlF6TemeT-106.) BLSSULIMHD HEHS WL(HSHa YITMLEFS  eLpeuld
& &eng GILIM 61631 &illl MEOETOL_63T (LP(LHFDDGSMGUID 61GIM el & 8)50\ameTa GmetT.

Qhg WIMLESAUI6T CHTSHSD, D(HSGIEUD CEFWILID (DM, CIGTL_I15 658 ST 6wsflLIL|
LOHMID 67657 2 L 6V KHevd GHMGS W(HhGGHled UMNGFTGHemeTdHemerl LHMW alrfleurest
elen&&Ld 6161T6(& W(HSGOUD OFIULD W(HSGeT epeud &efajLhSS L (heTars).
Qhg PIMUESUTL LBIGHOSTETEHD  6T60T FOOGHSF MG WMHEOL W  KiLHS(LPLD
ST 6L6mEV6TEITLIENS GG el &8)8:015m6iTe GmebT.

QUL &),

Quwir
(p&euril

Lhia

132



CONSENT FORM

| certify that | have disclosed all thetails about the study in the terms
readily understood by the patient.

DATE : SIGNATURE
NAME
CONSENT BY THE PATIENT

| have been informed to my satisfactignthe attending physician for the
purpose of the clinical trial and the nature of trag treatment and follow up
including the lab investigation to be performedronitor and safeguard my body
functions.

I am aware of my right to opt out of thial at any time during

the course of the trial without having to givegeas for doing so.

| ,exercising my free power of choic&rdr by give my consent to be
included as a subject in the clinical trial sfothagathai udaikkum kasayam
andMaeni Lavana Chooranam for the treatment of

SOOTHAGA VAAYU.

DATE: SIGNATURE
N
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ANNEXURE -VI
CASE SHEET
POST GRADUATE DEPARTMENT - BRANCH-I

(POTHU) MARUTHUVAM
GOVT. SIDDHA MEDICAL COLLEGE & ANNA HOSPITAL, CHENM\I-106.

CASE SHEET PROFORMA FOR “SOOTHAGA VAAYU”

WARD NO. : NATIONALITY
O.P.NO : RELIGION
BED NO : OCCUPATION
NAME : INCOME
AGE : D.O.A
SEX : D.OD
PERMANENT ADDRESS

DIAGNOSIS
TEMPORARY ADDRESS:
Govt. Siddha Medical College &
Anna Hospital, Chennai — 106. MEDICAL OFFICER

COMPLAINTS AND DURATION:

HISTORY OF PRESENT ILLNESS:

HISTORY OF PAST ILLNESS:
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FAMILY HISTORY:

PERSONAL HISTORY & HABITS:

OTMMOUO®>»

Food

Marital status

Duration of married life
Gravid

Para

Live

Abortion

MENTRUAL HISTORY:

A.

B
C.
D.
E
F

Regularly of cycle

. Length of cycle [Days]

Duration of flow[Days]
Level of flow
Abdominal pain

. LMP

GENERAL EXAMINATION :

©CoNoGRAWDNE

Physical build
Height

Body weight
Temperature
Pulse rate
Heart rate
Respiratory rate
Blood pressure
Pallor
Cyanosis
Jaundice
Clubbing

Pedal oedema
Lymphadenopathy

Veg Non veg
single married
Regular Irregular

low moderate heavy
nil mild moderate
lean normal obese
present absent
present absent
present absent
present absent
present absent
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EXAMINATION OF VITAL ORGANS

1.Heart :

2.Lungs:

3.Abdomen and pelvis :

Inspection:
Palpation:
Tenderness Present absent
Mass Present absent

SIDDHA ASPECTS

Yaakai (udal nilai) Mukkunam
1. Vatham 1. Sathuva gunam
2. Pitham 2. Raasatha gunam
3. Kabham 3. Thamo gunam
4. Kalappu

PARUVA KAALAM (SEASONS) NILAM (PLACES)
1. Kaar Kaalam (Aavani-Puratasi) Aug-sept. .Kutinchi (Hills Areas)
2. Koothir Kaalam (lypasi-Karthigai) Oct-Nov. 2.Mai (Forest Areas)
3.  Munpani Kaalam (Maargazhi-Thai) Dec-Jan.  3.Maamdl{Fertile Areas)
4. Elavenil Kaalam (Chithirai-Vaikasi) Apr-May 4.Nleal (Sea Areas)
5.  Mudhuvenil Kaalam (Aani-Aadi) Jun-Jul 5.Paalai §Pd Areas)

AIYMPORIGAL/PULANGAL KANMENTHIRIYAM /
KANMAVIDAYAM

akrwnNpE

Mei (Sensation) 1.Kai [Koduthal]

Vaai (Taste) 2.Kaal [Nadathal]

Kann (Vision) 3.Vaai [Pesal]
Mooku(Smell) 4.Eruvai [Malam Kazhithal]
Sevi (Hearing) 5.Karuvai [Aananthithal]
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UYIR THATHUKKAL:
VATHAM:

Pranan
Abanan
Viyanan
Udhanan
Samanan

agrwnNE

PITHAM:

Anal Pitham
Ranjaga Pitham
Saadhaga Pitham
Aalosaga Pitham
Prasaga Pitham

akrnNE

UDAL THATHUKKAL:

Saaram

Senneer

Oon

Kozhuppu

Enbu

Moolai

Sukkilam / Suronitham

Noohk~wbdRE

ENVAGAI THERVU:

1. Naa -

2. Niram -

3. Mozhi -

4. Vizhi -

5. Sparisam -

6. Malam
a. Niram
b.Nurai
c.Erugal
d.Elagal

7. Moothiram

1) Neerkuri

a. Niram
b.Edai
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6. Naagan

7. Koorman

8. Kirukaran

9. Devadathan
10. Dhananjeyan

KAPHAM:

1. Avalambagam
2. Kledagam
3. Podhagam
4. Tharpagam
5. Santhigam



c.Manam
d.Nurai
e. Enjal

2)Neikuri
8.Naadi

SIGNS AND SYMPTOMS

Amenorrhoea

Constipation
Infertility

oA WNE

Assessment:

Irregular menstruation -
Oligomenorrhoea -

Dysmenorrhoea -

PRESENT

ABSENT

Clinical features

Before
Treatment

After Treatment

Regularly of cycle

Length of cycle

Duration of flow

Level of flow

Abdominal pain and
low back pain

Constipation
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LABORTORY INVESTIGATIONS:
BT

1.Blood

Tc

Dc

ESR

Hb

Bl-sugar (F)

Sr.Cholesterol

TSH

2.Urine - alb

Sug

Dep

3.USG - PELVIS

TRAIL DRUGS:
Drug 1:

Dose:

Drug 2:

Dose:
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Adjuvent:

Diet:

Duration of treatment:

Pathiam (Do’s and Don’ts):

Prognosis at the end of the treatment

Medical Officer Signature: H.O.D
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BIBILIOGRAPHY
SIDDHA BOOKS:

1.
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AATHMARATCHAMIRTHAM ENUM
SANGIRAGAM

SIGICHARATHNA DEEPAM

KANNUSAMY PARAMBARAI VAITHIYAM
ARIVAIYAR CINTHAMANI

AGASTHIYAR GUNAVAGADA VAITHIYASARAM
PATHINEN SIDDHARGAL NAADI SASTHIRAM
NOI NAADAL NOI MUDHAL NAADAL - PART 1
SIDDHA MARUTHUVANGA SURUKKAM
THOTRAKIRAMA ARAICHIUM SIDDHA
VARALARUM

10.THERAIYAR NEERKURI NEIKURI SASTHIRAM
11.GUNAPAADAM MOOLIGAI VAGUPPU- PART 1
12.GUNAPAADAM THAADU JEEVA VAGUPPU
13.BIRAMMAMUNI VAITHIYA SOOTHIRAM 390
14.PATHINEN SIDDHARGAL ARULIYA

AMUDHAMURAI SURUKKAM

15.AGASTHIYAR KANMAGANDAM 300
16.DHANVANTHIRI VAITHIYAM
17.AGASTHIYAR VAITHIYA KAAVIYAM 1500
18.THIRUMOOLAR THIRUMANTHIRAM
19.AGASTHIYAR PALLU 200
20.AGASTHIYAR AAYULVEDAM 1200
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TEXT BOOK OF PATHOLOGY-HARSH MOHAN
MEDICILNAL BOTONY:

1.

o bk~ 0N

WEALTH OF INDIA

GLOSSARY OF INDIAN MDICINAL PLANTS-R.N.CHOPRA
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LABORATORY INVESTIGATION REPORT (O.P)

S. | OP Name Before Treatment After treatment ESR (mm) HB Blood S.Cholestrol Urine Analysis
No | No. Age /Sex (gm) Sugar(F) mg% BT AT
TC DC TC DC BT AT BT [AT | BT | AT BT | AT |Alb [Sug [ Dep| Alb | Sug| Dep
Cells/ | P L E Cells/ P L E 73 1 Y2 1
cumm | % % % cumm | % % % hr hr hr hr
1. | 1334 | Samundeeswari 9000 53 41 6 9100 58 38 4 23 52 12 25 |1 10| 11| 84 82 153 154 Nil | Nil FEC | Nil Nil Nil
24/F 8
2. | 2859 Kavitha 8400 | 54 | 42 4 8600 54 | 40 4 20 | 50 | 15 | 30 |8 |9 88 89 150 153 | Nil | Nil | OPC | Nil | Nil | Nil
28/F 4
3. | 3509 Priya 10000 | 62 33 2 10200 60 33 2 35 72 20 40 | 8 10 98 96 170 174 | Nil Nil OPC | Nil Nil Nil
22/F
4. | 4220 Srileka 8600 55 41 4 8200 52 | 42 6 21 40 15 30 |11 |11 83 82 148 150 | Nil Nil OPC | Nil Nil Nil
19/F
5. | 6446 Gowri 9200 | 61 | 35 4 9200 64 | 29 4 31 | 61| 15 | 30 |11 |12 | 83 80 152 155 | Nil | Nil | FEC | Nil | Nil | Nil
2UF 8
6. | 9528 Chitra 9400 55 41 4 8000 52 | 44 5 4 80 20 40 | 13 | 12 88 85 150 149 | Nil Nil FEC | Nil Nil Nil
17/F
7. | 1218 Saranya 10400 | 62 34 4 10600 58 38 4 21 44 | 15 30 |11 |11 80 78 153 155 | Nil Nil OEC | Nil Nil Nil
21/F
8. | 6193 Mary 9400 52 48 8 9500 54 36 4 12 21 11 20 |10 |11 83 85 150 152 | Nil Nil OEC | Nil Nil Nil
2UF 8
9. | 5125 Arunthathi 9800 | 63 | 33 3 9800 62 | 34 3 15 | 30 | 12 | 25 |12 |12 | 80 86 149 150 | Nil | Nil | Nil | Nil | Nil | Nil
21/F
10. | 5494 Karppagam 8700 55 39 6 8600 54 | 40 6 8 10 10 12 18 |9 82 84 154 155 | Nil Nil Nil Nil Nil Nil
20/F 8




11 [ 6825 | Sobam 8400 | 53 | 42 8300 | 53 | 42 6 [ 11 [ 5 | 10 [10 [11 | 70 | 72 [ 150 | 149 [ Nil [ Nil | FEC [Nil [ Nil [ Ni
26/F

12 | 735 | Haitha 8000 | 57 | 36 8100 | 58 | 35 23 [ 55 | 11 | 22 | 7. |9 | 75 | 74 | 158 | 155 | Nil | Nl | Nil [ Nil | Ni | N
19/F 8

13 | 032 Punitha 8100 | 53 | 43 8000 |58 | 38 15 (30 | 10 | 15 |11 [10.| 83 | 80 | 158 | 152 | Nil | Nil | FEC [ Nil [ Nil | Nil
24/F 2

14. | 9999 | Umamageswari | 10700 | g0 | 34 10700 |58 | 36 5 [ 10 | 5 | 10 |12 |12 | 84 | 8 | 149 | 150 | Nil | Nil | Nil [ Nil | N | N
20/F 6

15, | 2528 Chitra 9800 | 57 | 39 %600 |58 | 38 15 (30 | 10| 16 |11 |12 | 73 | 80 | 165 | 163 | Nil | Nil | OEC [Nil | Nil | Nil
25/F

16. | 4349 | Kesithika | 9000 | 57 | 38 %00 |58 | 38 9 | 15| 8 | 10 |11 |11 | 83 | 80 | 159 | 160 | Nil | Nil | Nil | Nil | Ni | N
17IF 8

17| 6781 | Kavitha 9200 | 57 | 40 8400 |58 | 39 21 | 20 | 10 | 156 |12 |10 | 87 | & | 159 | 162 | Nil | Nil | FEC [ Nil | Nil | Ni
24/F 4

18. | 7211 | Punithavathi | 9800 | gO | 34 10000 |58 | 36 4 | 88 | 20 | 35 |11 |11 | 83 | 78 | 153 | 150 | Nil | Nil | OEC | Nil | Nil | N
19/F

19. | 5008 Sudha 7900 | 55 | 39 7900 | 56 | 38 840 | 153 |8 |9 | 8 | 8 | 15| 165 [Nl | Nil | OPC [Nil [ Nil | Nil
28IF

20. | 4064 | Kanchaa | 8000 | 58 | 38 8500 | 58 | 38 4 | 9% | 22 | 44 |8 |9 | 76 | 8 | 158 | 161 | Nil | Nil | OEC | Nil | Ni | Ni

34/F







USG-ABDOMEN & PELVIS REPORTS

S.No. OP No. Name USG/Scan
Age/Sex (Pcos)
1. 1334 Samundeeswari Bilateral
24/F
2. 2859 Kavitha Bilateral
28/F
3. 3509 Priya Bilateral
22/F
4, 4220 Srileka Bilateral
19/F
5. 6446 Gowri Bilateral
21/F
6. 9528 Chitra Bilateral
17/F
7. 1218 Saranya Bilateral
21/F
8. 6193 Mary Unilateral
21/F
9. 5125 Arunthathi Bilateral
21/F
10. 5494 Karppagam Bilateral
29/F
11. 6825 Sabana Bilateral
26/F
12. 7325 Haritha Bilateral
19/F
13. 032 Punitha Bilateral
24/F
14, 9999 Umamageswari Bilateral
29/F
15. 2528 Chitra Bilateral
25/F
16. 4349 Keerithika Bilateral
17/F
17. 6781 Kavitha Bilateral
24/F
18. 7211 Punithavathi Unilateral
19/F
19. 5903 Sudha Bilateral
28/F
20. 4064 Kanchana Bilateral
34/F
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MENSTRUAL CYCLE

 Endometrium Endometrium
sheds (thins) thickens j
| |4 |
Thickness of

endometrium
(uterine lining)

Ovary: follicle
releases egg then
collapses

Gonadotropic
hormone levels
(LH & FSH)

Ovarian hormone
levels (estrogen
and progesterone)

Body
lemperature
(°C) rises at
ovulation

36.5°

—y

Day
Period starts —?
Period ends

5 1014

| 20 2528
_, Ovulation (egg released)



HISTOPATHOLOGY

BRAIN
2.5ml 5mi 10ml

BONE

2.5ml 10ml

HEART

2.5ml 10ml

INTESTINE

2.5ml 5mi 10ml




KIDNEY
2.5ml 5mi 10ml

LIVER
2.5ml 5mi 10ml

LUNG
2.5ml 5mi 10ml

OVARY
2.5ml 5mi 10ml




PANCREAS
5I

STOMACH
2.5ml 5mi 10ml

TESTIS

2.5ml 5ml 10ml




TRIAL DRUG: 1 SOOTHAGATHAI UDAIKKUM
KASAYAM

OOMAM SITHIRAMOOLA VAER

CHUKKU PARANGI SAKKAI




THIPPILI MAAVILANGA PATTAI

KARUNJEERAGAM MOONGILILAI




TRIAL DRUG-2: MAENI LAVANA CHOORANAM

CHUKKU INDHUPPU

OOMAM SOTRUPPU

PERUNGAYAM
N i




DRUG:1
SOOTHAGATHAI UDAIKKUM KASAYAM

DRUG:2
MAENI LAVANA CHOORANAM




n Nagar, P.V. Valthiyalingam ,
Phone : (81-44) 2266 2600 / 01 /02 /
E-mall : velscollege@gmail.

' ’*

)ie

03 'l:(‘

- Date: 0t
- Venue: Conference Hall, Vels College Pharmacy

08.08.2012 and 11.08,2012

XIII Institutional Animal Ethics Committee meeting was held as per the norms of CPCSEA |
and the enclosed list of members attended the meeting and discussed various project

proposals submitted by the investigators. The details of the meetin
the proposed project are as follows

com Web site : www velscollege.com
XIII INSTITUTIONAL ANIMAL ETHICS COMMITTEE, MEETING
Time:230PM,

gs and approval status of

8.No

Title of The Project

Name of The

Approval
Investigator

e o 3

p

ERSRE———— SR

Hepatoprotective activity of
Charaparpam by CCLA
induced method in rats

Dr.,

|
|
|
|
|
!
{

status/Remarks
Total number o
animals  proposed
wis 42 rats and after

Arun Mozhi

f’rojm

llhmua :

OICPCHEAN
AECH 08 2512

having discussion it
was  decided o
reduce ' 2 number of
animals and
suggestéd o share
the standard group
results  with  other
researchers who has
planned to carryout
similar  kind  of
study. And also to
follow OECD 425
method for  acute
taxicity study,

| A study on Poovarampattai | Dr

| kudineer choornam for the
| treatment of Swethakuttam.

(3. Kala Total number of
animals  proposed
was 42 mice. But
20rats were

Sanctioned,

Evaluation the therapeutic
efficacy of
Soothagathaiudaikkum
kasayam in soothagavayu.

Dr.
Dhanalakshmi

Total
animals  proposed
was 40 rots, and it
was  advised W
pinimize the
number 1o 30 rat
only ond suggested
o reuse the animils
sanctioned for safety
study aflel recovery,

K

number  of 1 MINVECERCOT
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Dr J.Aﬂﬁ Wrurm. PRDIDMLT ALY
Professor & Head
Uy imant ol PAgrmacoioy, & 1100 38
onooi of PRarmaceutive. 4. #i0. 08
veis University
baltavaram, Chennai-ky® 417

A Balal, (opp GR Compla),
4) 2431 5541/ 2471 5542 E-mall :vmnmmumr.@:

Gardanain, Chaniia 800096




g— Nadu Dr. MER. Medical Unibersity

69, Anna Salai, Guindy, Chennai-600 032

"Research Methodology & Biostatistics"
for AYUSH Post-Graduates & Researchers
organized by the Department of Siddha
| The Tamil Nadu Dr. M.G.R. Medical University
 from 12th September 2011 to 16th September 2011

Dr. MAYILVAHANAN NATARAJAN ¢ e
Orth. M.ChOrth. (Lpool) PhD. DSc. FRCS. DSc. (Hon)y. Dr. SUDHA SESHAYYAN, Ms. Dr. N. KABILAN, MD. (Siddha)
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