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ABSTRACT

Siddha system of medicine is one among the traditional medical systems
originated in India which has its foundations from superior wisdom of Siddhars. They
are responsible for the Tamil medicine of the present day and also for many other

sciences of public utility.

Raktha soorai vayu mentioned in siddha literatures may be co-related with
poly cystic ovarian syndrome in modern medical science. Poly Cystic Ovarian
Syndrome (PCOS) is one of the most common reproductive health problems suffering
of women .It is considering as a problem of anovulation and infertility along with the
symptoms of irregular menses , obesity, insulin resistance, hirsuitism, acne,
androgenic alopecia and recurrent miscarriage. Treatment of PCOS may be enhanced
in all aspects of syndrome including short term problems like acne & infertility as

well as long term problems such as obesity.

Reviewing the modern science and Siddha literatures regarding PCOS, better
understanding of symptoms, pathogenesis of PCOS and its proper line of Siddha
treatment can be obtained. Various pre — clinical studies such as bio-chemical |,
phytochemical , anti —microbial, hypoglycemic,hypolipidemic and toxicity studies

were carried out for Karunjchirakam Chooranam and relevant results were obtained.

By this study, I planned to identify the PCOS syndrome early so as to
encourage young women to seek timely treatment and prevent its long term
complications.In most of the cases treated with Karunjchirakam Chooranam, better
results were visible. All the concerned results were statistically analysed and found to

be significant.



CHAPTER-I
INTRODUCTION
The Siddha medicine is one of the ancient systems of medicine founded by
spiritual scientists called ‘Siddhars’. They had more evolved consciousness that
allowed them to investigate, understand and share the relationship between human
and nature. They had already illustrated that the universe and humans were made up
of five elements- earth, water, fire, air and space and also told that the three humors
(vatham, pitham and kapham) are made up of five elements. Most of the siddha
medicines are formulating from herbal and mineral sources. Siddha medicine is based

on Pancha Bootha theory.

The ratio between vatham, pitham and kapham are 4:2:1 respectively. At the
onset of disease, one of the humor levels is changed, causing an imbalance. The line
of treatment is dictated by which humor is abundant and by how much. The goal of
treatment is to restore the perfect balance of the three humors. The exponents of this
system emphasize on achievement of this state via medicines and meditation. It was

quoted by Thiruvalluvar as follows,

“deid Gempulenid GpTul GQFuiud BTG
ouerll (LpH6VT eTamI6mIWI  CLP6IIE
- HmeusTEmHeIT
The treatment aspect involves the neutralization of affected humors.
NGyFandHT60L UTHID HT(HLD
QU HBHTELNHSHD HTIPLD
BFW SIEhFNHHT6L SLIDSHT(PLD

-GuTul BTLEL GBTUI (LpHeL BHIL6L UTHD - 1

Vatha kutram is neutralized by viresanam (purgative). Pitham is neutralized by
vamanam (emetics). Kapha kutram is neutralized by anjanam and nasiyam
(application of medicine in eyes andnose).

According to the siddha medicine, various physiological functions of the body

are attributed to the combination of seven basic tissues: They are as follows



1. ooneer (plasma) responsible for growth, development and nourishment;

2. seneer (blood) responsible for nourishing muscles, imparting colour and
improving intellect;

oon (muscle) responsible for shape of the body;

kozhuppu (fatty tissue) responsible for oil balance and lubricating joints;
elumbu (bone) responsible for body structure and posture and movement;

elumbumajjai (bone marrow) responsible for formation of blood corpuscles ;

N kW

sukkilam (semen) / sronitham(ovum) responsible forreproduction.

The siddhars had classified diseases into 4448 in number. There is another
concept based on kuttram basis (humoural basis) viz 80 vatha diseases, 40 pitha
diseases and 20 kapha diseases. In this modernized mechanical world, peoples are
suffering from various pattern of diseases. Considerably females are the majority of
sufferers due to their role in family as well as society. Since the diseases due to
endocrine disorder are unnoticeable due to their ignorance.Usually these disorders

leads to moderate as well ascomplications.

Polycystic ovarian syndrome (PCOS) is thought to be the most common
endocrine disorder found in women. PCOS impacts women of all races and
ethnicities who are of reproductive age. In unspecified populations the prevalence of
PCOS has a reported incidence rate of 3-10%. PCOS is a syndrome that is
characterized by an imbalance of the sex hormones. Common symptoms include
irregular menstrual cycle, polycystic ovaries, and hirsutism. Features of the syndrome
may also include fertility, insulin-resistance, impaired glucose tolerance and
dyslipidemia due to increased risk factors. The etiology of PCOS is not completely
understood and there is no known cause, although a genetic component and
diet/lifestyle factors, such as insulin resistance and obesity have been identified .
Giving a patient the diagnosis of PCOS makes the patience aware of possible fertility
concerns, dysfunctional bleeding, endometrial cancer, obesity, diabetes, dyslipidemia,
hypertension, and the theoretical increased risk of cardiovascular disease. Since
PCOS could be genetic, it may bring awareness to family members and future
children. It is an important for the field to reach the level of comprehension with
PCOS to the extent that diabetes and metabolic syndrome established to improve the

quality of life for these women.



In siddha literature Yugimuni vaithiya kaviyamhas explained about
RakthaSoorai Vaayu with the symptoms of amenorrhoea, dysfunctional uterine
bleeding, oligomenorrhoea, pelvic pain, heaviness of thigh, threatened abortion. All
the symptoms and signs can be correlated with Poly Cystic Ovarian Syndrome in

modern medicine.

So,I have to chosen the herbal drug KARUNJCHIRAKAM CHOORANAM
in a classical siddha single preparation KARUNJCHIRAKAM CHOORANAM
mentioned in Gunapaadam Mooligai Vaguppu- muthal paagam pg no.463 for the
treatment of RAKTHA SOORAI VAAYU (Poly Cystic Ovarian Syndrome).

Rationale:

KARUNJCHIRAKAM CHOORANAM is the herbal siddha formulation taken
from the classical siddha literature. The trial medicine is choosen to evaluate the
efficacy of treating polycystic ovarian syndrome .It was estimated to be useful for
this  disease  because it possess medicinal activities like  anti-
hyperlipidemic,emmenagogue, anti —hyperglycemic, analgesic, anthelmitic, anti-

microbial, anti-iflammatory, spasmolytic, anti oxidant properties.

According to literature references and existing research work done in this
medicine,it was revealed that due to its emmenagogue and anti-spasmodic properties

it is convenient and safe for the management of polycystic ovarian syndrome.

Extraction of the seeds showed better recovery of phenolic compounds than
HD SFE and proved the occurrence of thermally labile or photosensitive bioactive

volatiles of four major quinonic phenol compounds



CHAPTER-1I
AIM AND OBJECTIVE
AIM
To clinical document of the efficacy in KARUNJCHIRAKAM
CHOORANAM (Internal Medicine) in the management of Raktha Soorai Vaayu
(Poly Cystic Ovarian Syndrome)

OBJECTIVES
Primary Objective:

To evaluate the therapeutic efficacy of KARUNJCHIRAKAM CHOORANAM
(Internal medicines) in the treatment of Raktha Soorai Vaayu(Poly Cystic Ovarian

Syndrome)

Secondary Objective:

e To evaluate the bio-chemical and pharmacological parameters of trial drug

¢ To evaluate the safety profile of the trial drug in animal models(OECD
guidelines).

e To analyse the siddha diagnostic methods (Envagai thervugal) in Raktha
soorai vaayu.

¢ To have an idea of incidence of the disease with reference to age, occupation,
marital status, habitetc.

e To evaluate the infertility ratio among the studypatients.

e To study the changes in USG Pelvis before and aftertreatment.

e To compare the BMI (Body Mass Index) before and aftertreatment.

e To analyse biostatistics approach documentation of clinical evaluation in
Raktha SooraiVaayu

e To collect both siddha and modern literatureevidences.

Justification of research :

Polycystic ovarian syndrome is a common issue which leads to complications
like infertility ,if it ts not properly treated. prevalence of PCOS ranging from 2.2% to
26%.most reports have studied adult women with age ranged from18 to 45 years
.Nowdays for the treatment and diagnosis many sophisticated methods are available

but it is very expensive and time consuming.

This study aims to asses symptomatic presentations, prognosis of treatment

with herbal formulation which is mentioned in valuable literature.



CHAPTER-III
REVIEW OF LITERATURE

3.1 IN JOURNAL

The various journals to collections related to Karunjchirakam (Nigella sativa).

TAXONOMY

Kingdom - Plantae-plants

Superdivision spermatophyta - Seed plants

Division magnoliophyta - Flowering plants

Class magnoliopsida - Dicotyledons

Subclass - Magnoliidae

Order - Ranunculales

Family - Ranunculaceae

Genus - Nigella

Species - Nigella sativa

MACROSCOPIC.

SHAPE : Pear —shaped with slightly curved taperedends. one
sideis flat and the other is convex. The surface is
slightly and regularly embossed.

COLOR : Black with hints of light grey.

SIZE : Length 4.1cm ,Width 2.0 cm . Transversal cross-section

often hexagonal. Longitudinal cross — section is pear

shaped.



FLAVOUR AND TASTE EVOLUTION:

Metallic taste when the seed comes into contact with dental enamel. After
crushing, taste of lead pencil, followed by sharp,aromatic.

Peppery taste,becoming irritant at the base of the throat and leaving a

strongbitternesspersist on the palate.

CRUSHING:

Easy with dissociation of tissues

Microscopic characteristics:
¢ Brick red external legment consisting of polygonal cells (penta-to heptagonal)
with coloured albumen &consisting of thin walled cells with several oil
droplets.
¢ Tissues surrounding are very slightly embossed.
e Grey —the albumen is orangey —brown consisting of a single layer of

polygonal cell (square) with are often aligned

Chemical composition of nigella sativa L.seed extracts obtained by supercritical
carbon dioxide :

Sureh kumar et al(2010) has studied chemical composition of black cumin
(nigella sativa L) seed extracts obtained by supercritical carbon dioxide at two
different conditions that result in total extract (28mpa/50 c,SFE1) and major volatile
part (12 MPA/40 C ,SFE2)and essential oil optional by hydro distillation of sfe-1(HD
SFE ) .SFE have been carried out to characterize the compounds and variation of
quoins of phenolics .The extract were analysed by GC and GC-MS and the presence
of phenolic compound was further confirmed bby 2D HSQCT 1H and 13 C NMR

spectroscopy.

Forty seven volatile compound were reported detected where sixteen
compound were reported for the first time in the oil of this seed, moreover,

thymoquinone( TQ) and thymol (THY) were the major phenolic compounds.



DIABETIC NEPHROPATHY :

Phytochemical analysis Haddad.A .et al (2017)was studied the
spectrophotometric  evalvation of the antioxidants (fdlavonoids and carotenoid)
Showed that nigella sativa seed contains 993.6 mg 1100 g dry weight flavonoids and
80.6 mg \100g dry weight carotenoids .whereas propolis contains 4630 mg \100 g
dry weight flavonoids and 1.92 mg \100 g dry weight carotenoids

FASTING BLOOD SUGAR (FBS)

Haddad.A .et al(2017) was studied the effect of treating STZ induced diabetic
rats 1.the mean values of serum fasting blood sugar (FBS) Were significantly
(p<0.001) increased in the positive control group .when compared with those of the
negative control .however ,treating these rats with methanolic extract of nigella
sativa and propolis for 4 weeks significantly (p\0.001) reduced the fasting blood
sugar in the serum og both G3 and G4 groups .Respectively although being higher
than of the negative control values methnolic extract of propolis in G4 was more

effective in reducing fasting blood sugar than of nigella sativa in G3

ANTIOXIDANT AND ANTIMICROBIAL ACTIVITIES

Sunita singh et al(2014) was studied seeds of black cumin seed to possess
magical showed and have been worked out extensively revealed that black cumin
essential oil and its oleoresins constitute a good alteranate source of essential fatty
acids compared with common vegetable oil. The present results showed that essential
oil and oleoresins of black cumin exhibited higher antioxidant activity than synthetic

antioxidants

ANTIBACTERIAL POTENTIALS OF NIGELLA SATIVA:

Hera Chaudhry et al(2015) was studies plants products are rich sources
phytochemicals as is the extract of this study and have been found to possess a variety
of  biological activites including antioxidant cytotoxic and hapatoprotentials
potentials they are excellent reducing agents and reverse oxidation by donating
electrons and \or hydrogen ions [49]study was carried out of exploit the potential of
n.sativa epicotyl suspension culture of N.sativa under the effective of biotic and
abiotic elicitation .results showed that MnCI2 elicitation enhanced the production of

thymoquinone and thymol



ANTI INFLAMMATORY AGENT IN ACTION :

Mukhtar Ikhsan et al(2018) was studies Nigella sativa has a broad spectrum
of pharmacologicals actions, including antioxidant, antidiabetic anticancer,
antitussive, immunomodulator analgesic.  antimicrobial, anti-inflammatory,

spasmolytic, and bronchodilator.

LIPID LEVELS AND HYPOGLYCEMIC ACTION:

Ahmed Badar et al was(2017) studies thenigella sativa group had a significant
decline in TC,LDL.TC\HDL AND LAL-C rations .compared with the respective
baseline data and the control group HDL-C was significations elevation in the nigella
sativa.Datau EA and Kaatabi et al was studies Type 2diabetic with
hypercholesterolemia they recevived 2g n.sativa per day for weeks .this resulted in a
signification decrease in TG,TC.LDL-C ;however it indicated that n.sativa has no
beneficial effects on fasting blood sugar and HDL-C more over a nonsignificant
reduction in lipids has reported in in adults who received powdered n —sativa seeds

and men withy central obesity treated with nigella sativa.

3.2GUNAPADAM ASPECT -KARUNJCHIRAKAM

Botanical name : Nigella sativa
Synonyms : Aranam, Upakunjikai
NAMES

Tamil : Karunjeeragam

Hindi : Kulanji ,Kala-Zira

Telugu : Nalla-jilakarra ,Ulli Ginjalu

Karunjeeragam part used : Seeds
Properties :

Suvai (Taste) : Kaippu

Thanmai (Nature) : Veppam

Pirivu (Bio-Transformation) : Kaarppu
ACTIONS:

Carminative

Diuretic

Emmenagogue



Galactogogue
Anthelmintic
Stomachic
Parasiticide

Emollient

Ingredients and medicinal uses of Karunjeeraga chooranam :

THERAPEUTIC USES IN

Immunomodulator
Bronchodilator

Anti oxidant

TAMIL NAME | Pharmacologigal Actions
SIDDHA

Karunjeeragam Antihypertensive Soothaga kattu

Emmenagogue Soothaga soolai

Diuretic Karappan

Liver tonic Thalai noi

Analgesic Kan noi

Anti bacterial Vanthi

Anti diabetic Kaamalai

Anti cancer Irumal

3.3 SIDDHA ASPECT - RAKTHA SOORAI VAAYU

Siddha system of medicine has its own treasure regarding gynecological

diseases and its management. Siddha literatures clearly states about the concepts of

puberty, menarche, menstruation, conception, contraception and pregnancy, labor,

sterility and mentioned about disorders of menstruation. Primarily,inflammation

infection and neoplasmic changes causes diseases of female urinary tract .

Maan murikiyam quotes menstrual diseases as follows,




yoy Gpmuiseit

“riys smemev CmHTe] LG H60

(PemDBLILIY  BI6EH (LPEIIL L& He0

SIBHT OHELNEY WH6IMI LLdHH60

BEE 6MGHUPDB PDIPDB 5560

GBS WHHL WGSHS BHT6B60

BBIHH0 Geuelipsd BT HBHIGETETEL

enlbgl GBI Slenibs oM

WOHHOHH HTBBID IFe0 HIENTHIH6E0

mbH Bremen WHCETY BSBHHe0

FHHAHT6T CHTaniped sTamildlenel LIBeyDd

smlienu auefluleaid Limelanb CxTemib

yliy Gmruis enmGiwen Gomol’”

-LDTEBT(LP(HEIUILD

POOPU (Menstruation)
Definition

It is a normal phenomenon of a female characterized by bleeding through the
vagina once in 27 days after attaining puberty. Normally the bleeding occurs for 3 to
5 days.

“Uluel UGS LMW HLDS G

smoul UIBuG slensF GFbLemsL

HCHTWID BsVGHL auPGeuaill L Gev”
From ovaries the ovum is released once in every month alternatively before the ovum
reaching the uterus. If got fertilized it is implanted in endometrium of the uterus.

“smbdar ulyewngenl (WmHEsETend BHmeinslds

SO WL L&H GMHBEH H60LILIT60

BMHBHCHTeL BHTeIBIH FHmideT BHTHID

IHIC6e HLIeHLUT eI FeN] FTHLD

IHCHT6L SwisLiel DIMBSHBLD  EHLILEIT

SmNlen6 (PHBBID HTHEGD GuUmHL s
If the ovum is not fertilized, it shrinks and the endometrium is disintegrated. Then it
is expelled out through the vagina as normal menstrual bleeding.

“BHFOFMIB MEMDHEAD HTUle DiHBCHT60

FenPbal SHPNIH HrbeT CHIBID
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HCHTL FemHHelenn yalul CFHBT

Gl Geusfiiu_ed LliGuer Gomglli

Quipiwr BrGenm flpugd BxELp

Caxmemawy Uliyds CHTBmeH Hmevld”
Raktha Soorai Vaayu — a disease comes under karpa rogam described in Yugimuni
vaithiya kaviyam.
DEFINITION OF RAKTHA SOORAI VAAYU

Also known as soothaga vaayu.lt is generally presented with symptom of

congestion of the womb due to the accumulation of blood due to the deranged vaayu.

The symptoms includes very acute pain of a darting character shooting down
the thighs, pain in the lower part of the bowels, pain in the groins, nausea and
sometimes vomiting just before or during the menstrual period.

This may even tend to prevent conception.

AETIOLOGY

The text Agathiyar Kanmakaandam says the reasons for Karpa Noigal are due
toanykindofinfanticide,takingthecow’smilkwithoutforcalf, destroyingthe
Youngcrops.

“FH1peumoey OLITIBEHHGHS CBHBUBGHTUI HT6o

GBS OIbFHI HHIHMBHF CFT6L60EHBH 6T

Sipeor@ev e iuemd WHHSH UTel

LDEHFTIOM LTSNS OBTEIBLITEILD

Galuilend Weha ylumldhs LTemnl

CaTalenmbidse LIHGWDUTED @HlgdHSHLITEILD

ellenereumen eflembLuleny WIS SLIT6N

Gugluiefev wevLmewmr albengd HTGem”

-DBSHH W S0 HTEwILLD

LI.6T6mir:36, LITL6V 6Teoor: 104

The text Thanvanthiri vaithiyammentioned about the causes of karpa noi as
the following. Due to toxic substance (Philter), increased sexual desire, accumulated
postpartum blood in the womb, derangement of vatha kutram.

“eUEhFemed  HeieNleuTeVIlD LO[HHSHH  SHEoTE60TEVID
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Qurehdh Ffr Gaul end WMISHCFUT SHevmglImeiDd
Siehgeomd Llsitemenr CuBl oL MBI BTHHHSTEID
WlehFlwl eurueurevitd &HLULGHTUIT BLoeyGioeiGenr”
-SHebHf meuHSUl LITSHLD-1

L.eTemor:251 LML 6D eTemr:61

CLASSIFICATION
CaJULGITHD CIMBHSIT:
In Yugimuni vaithiya kaviyam six types of diseases are described under the

Karpa noigal.

< QasyuuGyrsibd

%+ Qasiiuaiiyms)

¢ QiTlueumuy
& &Cymemilgeumrul
“ BQrHsEHMmIeUTL

% OBTLILGM6V

Athma Rakchamirtham Ennum vaithiya sara sangiraham

Under the topic karpakol the following diseases are described.

< BQIHSHFGHM6V
< Gasiiuaiiyms)
o GHHBOITL
In sarabendra vaithiya muraigal
In sarabendra vaithiya muraigal — Garpini bala rogasikichai
The following diseases are described under KarpaRogam
% Quepbur®
% eul_HOyTHID
< Qajuusiliyma)
< Qailuei_Grrasid
% OBJLILE Gyem6V

“ BQIHS @Genev

In Mega noi, soothaga nool mattrum arivaiyar chinthamani

Karpa noigal is classified into six types
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< QaiTliusumu
& FHCymenideumuy
< o Ayeuruy
“ QISSGEoaITU
< GHHBITL
<+ BHBGWeUTU]
CLINICAL FEATURES
A. In yugi muni vaithiya kaviyam
ATHHF G euTW a6 @ 6wmIb:
“Frem® yewih SpeuuiBpsled sSlyoruiorselmul CaHTmiId SiFewiHLD
GHAOGBHH aI(PD AMIUID HOLUWD 2 meNbGlD e Hyemih
flovpmell Héd PB@GL HdHaut] SmmaldIfoHs olBD 2 ([hHew
IHS G 6160 TN BINTHST] 2 6wijbGHTEy”
- walpsl sweubdHuwl srelluin
Uusbd  6160r:100, LITL6D 6T6001:32

The manifestations of Raktha soorai vaayu are

K/
0’0

Excessive bleeding(menorrhagia)

-,

% Pain present in the thighs andgroin
¢ Absence of menstruation (Amenorrhoea)
% Miscarriage
B) Athma Rakchamirtham Ennum Vaithiya Sarasangiraham
1.7 55EHM60H G 6MILD
The manifestations of Raktha soolai are,
¢ Painfulmenstruation (Dysmanorrhoea)
¢ Abnormal heavy or prolongedmenstruation
¢ Miscarriage
“UTSHHL_Geu LORIHBWITHSG JHDHEF EneN60
usBIECH angalulBenmll LB BBELD
CaTiHALBeu wHyiog HyesiGOL FHedt
CaETHUOUGHH THMLTUT BT60HSH66H
CFIHALCou FHHBMIBT LOGHHAH HTewlch
FpieuPwiruis smafud Lyeurhenend @b
gTHBHIL_Bau HIMLUIBLIL] 66eNETFF 60T GHLID
BArHHIOTEH GFemev@ent WGIHTen LTEr”
-SLBHOTL_FTOTHOIDGTENID meNGHIUI FTJFRISTHID  Li.6Tewr:48
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2. GSHHTL

The manifestations of soothaga vaayu are
% Derangement of vaayu results in painfulmenstruation
% Headache
%+ Central obesity
“BapEmHO FHHBHIH svbEel eI
CxsdBHHINB WwrHalLmul &gl GumELd
SUEH0L BHSGWUWH HMbHI CHeHLd
UG WHTIDEH SlgepsvdH 60
BEH6 GHHHHHe0 aumule] GHmers
Crymenr Sigeuuiml eS| HHTEID
UTEnBLD Hemevaleldb@HD aIUlmIensTd: @LD
USHGILDTUT  D[HHEHI6TIeSH SHMHHSHTC

- HJLFTIOTHOIDHIEID MONSHIHUI  FMJFRISTHLD
L1.eT6001:50
C. In Dhanvandhri vaithiyam — Muthalbaagam
Under the topic soorai nithanam
1. The manifestations of Raktha sooraiare

% Infrequent menstruation
% Giddiness
% Amenorrhoea

% Miscarriage

ByS5&H™Y
“Prewwi® yrenih SpsuuiBpilsd FHmpomul wrselmus Curg
@B GBS GBISUGD uTWIBLT CUmSHSH LOWRISQIHLD
Hrewi® Heupr. Féd PBGSL FHsomh smenel WIPLIL1HE
WHWIL afhHsd Gmyowetnl (Wpnib@ enmiseaGenyLiCy”
-HIbBAS] MEUSSHID (LPFHEL LITSHLD

LI.6T6moT:236, LIT.6T6001:26
2. The manifestations of Karba suronithamare

+ Painful and infrequentmenstruation

+» Nausea

14



J
0’0

Giddiness

< Amenorrhoea

K/
0’0

Miscarriage

sSJlu &Bymrewigd
“Syenip Urewi® Speuuibpled SHmise (ppdalsd 6uedujewLT
GG GBS UG ITIBGHB WWRSe®GDH $HJem®
Feopm. Féd PHBGL Hpommh swmemel WIHAIN&HE
WL &FUUF &@ymenlls; CosTBIeNTH@GR G 6wmim St nleaidy”
-HeteubA | meUHHUID LITHD- &3

LI.6T600T:253  LII.6T6001:66

D. In Sarabendra vaithiya muraigal — Garpini Bala Rogasikichai
Under the topic Sthrikalin Rogangal
The manifestations of Raktha soolai are

¢ Lower abdominal distension withvomiting

% Painfulmenstruation

¢ Excessive menstrual flow(menorrhagia)

¢ Pain in the thighs (a part ofdysmenorrhea)

¢ Delayed / irregular menstrualcycle

¢ Miscarriage

QIHHSHMVS G S6WILD
“Fremi® yremi® s euuilBpsled smiomul orGel Tul QuBs
2 BB GBS WSSl WOBHHIDLU| (PM6ThHSHI B
FHrewi@ Fev mBIeT Hbad BB@GID HWTul SHemeUPll Ldb@ELD
o mem_WiTHH GemevOwsiiml 2 migluienel Gsmewmhenguicy”
-F8UBHAST MAUHHUI (LPEDBEHEIT
-&ldenl UTeu@rTe HHFengF Lietemwr: 42

E. In silerpana noi mattrum uthara noi thohuthi — Edited byT.Mohanraj
Under the classification of uthara noi

The manifestations of Raktha soolai vaayu are

15



¢ Acute pain shooting down thethighs

s Lower abdominal distention withvomiting
¢ Pain in the lower part of thebowels

¢ Menstrual bleeding inclots

s Miscarriage

Q15> GEmevauiie)

“Bpemi LgemiB SigeuulBsled

FHporul QrHHD S IgUISHTUI

2 BB GG HIOIG aumBD GHTemL ujd
auipIbd 2 _en6Nbhdil 6I(HLD

Frewi® Fev BT Hdb HBESID
FHpomuis smemel PGS

2 BB QIHSH EsmevauTuie) 2 [
i 2_mysHesT6”

“UmrdaiCal oRIMBWITHEG CFHH Gemev

UsGHSCBeT Dlgauin HIHsH SHTEILD

CryhALBou 2 _Hyingl HyeiGOL Hed

QBETHLHILTD LoTHelenL  HI6eVHIHeinenNe0

CFhAL B GHPHEaUD WOGHhHH STEmID

FpienPwimuis smafle@G LT et Benemud

gIHHLCeu GpmemL. @B 2_meNFFe0 G
AIbsH Gmev euTLGeue FTBBEOTEL”

-Gamuenr GmBTUI WBEID 2 FH5 CHTUI BTG

LI.6Teoor:291,Lum.eTeoor: 116,117

F. In Mega noi, Soothaga nool mattrum arivaiyarchinthamani
The manifestations of soothaga vaaivu are
% Infrequent menstruation
% Lower abdominalpain
% Headache
% Generalized bodypain

% Loss of appetite
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G HHEUTUIEY

“UrsoTH GHS aITueIHl Hesenld Bl

oTHedlenLWH Gemmu]6LD

yaswiw euulp serond wg Ceugemnen

Slgeuiml Lewr@umen Gpmeumid

Curasupm QFsiafonsd 2 FAwFHB GoHa

Bm CHTRINSWIH (w6 ]GLD

Curdwgd sTulm emesmed &BdHE 6w

BTV OGNS (Lewemu|BLo

(LS BTEUTENSH! 6u (s PLILITUNBLD

SISTD HMBHSH IHELD

pHwpml Coefuig elenaping) GFmuiomul

CamBUeID HNHBFHELWD

HHBHOHeT CUBB (el GFTeLE

wopuler Ly CFHSODT Ulen]dHE8Hei”
-BuaBmTul, GHEEHTE BBID Sifleweuul] FbaHTioemn
uBurAfwy  6y.Gomsenyrey

G. Thiruvalluva Nayanaar —“Gnanavettiyaan-1500"

In Gnanavettiyaan-1500, Thiruvalluva Nayanaar wrotes as follows

Vatham decreases in its place and get increases in pitham and kabamregion

» Vatham gets decreases in ovary resulting in accumulation ofwater

Kabam gets increases and may results in increased bodyweight

“GDBHIHE0 AIMUINSHICLTUIF CFTHGHBHI HTEN6VF
SHHBOWID e ISHHH HienswuTuIlF GFHLd
TSHMLTUI BTHOHID Qler0OBHIH &L (BLD
OTHTHBID HLIQeNHTe0 OTHICHBID
g 2 160 FFTOLDEL6VTRI HHLIHL HibH
2 By GFsr aumieybs GHmeins
QUTHMETLITL UNBIL DL OLIBHH 281
HSHHT  Slgelpsuld aurdHeh CFIbs”
-ehmenleuL_1guimedr- 1500

H. Thirumoolar school of thought:
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“@dHTen TOFD HPHFHNgeL HILILIGHIH60
arHre BdHHTe0 auPBIFF CFaillsa@n”
-FHEP6VT BHBHEML MG SIUILD

I. Pararasasekeram:
The manifestations of karbavaayu are
% Amenorrhoea
¢ Dysmenorrhoea
+ Constipation

% Obesity

Gasjiu eurweleir G6wILD:
“QUTMHLY (PHTH SHeDIWLL GHSHI1 CUTH WHa|D e1edlu i Tuid
GHABUTIL a1edSHmEI CETeiEnm BTl (LPBaIedds @D
auly WIGLLS HMLUWeN6NU] WHE LevHend Lol BIoh@ELID
QUEmBL LmeWBGID (WPHTHHMB BGuasd GaFiu surule6s”

wsaBB Gaupur® (Pathology)

In siddha system the manifestations of all diseases are due to the derangement

of tridoshas i.e., vatham, pitham, kapham

Vatha kutram:

Vatham in its normal condition, it maintains a state of equilibrium between
different humors and the root principles of the body. It also tends to maintain uniform
state in the metabolism of the body and helps the organs to discharge their specific
function.

uTuw- BILI6T euflwmll eunsphy SiHefHH DuTaIHHed BHILLlsT sublwimuib
Coum uBLeL efwITuD @BrIE 2 eI TG @F eurg GBmul.

-T.V.Sambasivam Pillai Agarathy Vol -V

The following vaayu are affected in Raktha Soorai Vaayu

Abanan - Irregularly menstruation, Miscarriage Viyanan -

Tenderness in the lower abdomen, fatigue.
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Ulemflnfigpenmento (Diagnosis)

In piniyari muraimaigal following principles are followed in Siddha system

They are
Poriyaalarithal - Inspection
Pulanaalarithal - Palpation
Vinaathal - Interrogation
Poriyaal arithal:

Porigal is the five sense organs of perception namely nose, tongue, eye, skin,

and ear.

Pulanaal arithal:
Pulangal is the fire senses namely smell, sound, taste, sight and sensation.
Physicians use their pori and pulan to examine the pori and pulan of the patient

respectively.

Vinaathal:
Getting informations about the history of the diseases from the patient or from
the attenders of him, when the patient is not in a position to speak or if the patient is a

child.

ENVAGAITHERVUGAL:
“srewiuleen alluITg HeiTener WL L TG SHHTED
Frepslul GeuewrBeougsl GuICHT Gleusirentsn
FHrewCHTy BT HewIH6N FHHHEHT(H
CarmhHFHangd UNFID QUH6ID HTHE
UNTemIosy PSS TIOTIOeneN HOI6TL (HLD
uWisbLL Geusprenm LTTHEHIH GBLILBI HewrH
ugenenmsy QUIfGwiTFeeT UTHD GBI
LWL SHeUBMTosy LswngsHeh Cau1eiCr”

-@EWITHL [HTIQ

The prime method adopted to diagnose the disease is by means of
“Envagaithervugal”. The value of envagaithervugal is very important for diagnosing

purposes, which is the unique and special method describing in Siddha system of
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medicine. Envagai thervugal are
“mmgll uflFb BIHBL Gomead
LO6VLD  APHHTLIEHEN  LOHGHSHIUTTULSHLD”
- Gmmul mTL6L GmHTUl (pFHev BTL6L HIL B

- (PH60 UTSHLD Li.6Temar- 270

“Blow elliflulenmeoid Bleots BraH@GMILLlermsvid
aumgul Geulemmevid eLOLOTH  BifleaTTeID
Glw alwrd) HaimeanF &osld Gup Pbhs CFTsCe”
-DUBS ST
“Quuis@N BBsHesTeN ol HTelEWeD mEBHEH
-fHFH mBHHIOND CBHTUIBTL 6V

a. Naadi (Pulse)
b. Sparisam(Palpation)
c. Naa(Tongue)
d. Niram (Colour of theskin)
e. Mozhi (Speech)
f.  Vizhi(Eyes)
g. Malam (Stools)
h. Moothiram(Urine)
Naadi
The naadi indicated the state of udal thathus whether normal or abnormal.
“Grmuipmy GHTUILPHED BTy  DidldHenl o@D
QUTUIBTY euTwIug GFuisd”
-&) (HEV6TTETH6U]
In Ratha Soorai Vaayu the vathanaadi or vathathonthanaadigal were seen
commonly.

“urflw eumwiey UfBH G LILIEI6D
1flé sYbs FHEHSH FnlIBL
amfl 2 L 1bGusuTd e160&HGHID SRenl CHTED
flwenr Gameenmed SMibHeu] FoHH0r”
-UFHQemredt FHHTH6NT [BIlg FTEOHTID

Ll.6Teoor:95, LIT.6T6001:90
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Vaayu stays in uterus and causes miscarriage and generalized body pain.
“AHpTen SIUUSH0 CFIHHBL BTHSHSHTEN
AUGHSHTD emewiB euru] Gumed @leBLD
o mp ufBurmb 2 _1eis SemrHa B
QIBMTS BIPFFEOTID 66l GFHd euru|Geu’”
LS Qewtedt HHHTHT BTQ FTETOIHTLD
Ll.6Teoor:94, wUT.6Temr: 91

ACCORDING TO SATHAGANADI, Vaayu and blood stagnant in uterus

causes soothagavaayu.

Sparisam
Tenderness felt over the lower abdomen and mild increase in body

temperature.

Naa
Niram
Pallor
Depending on body constitution it may be black (vatham), red or yellow

(pitham), whitish (kapham) or mixed colour (thonthanaadi)

Mozhi Vizhi
Normal vocal resonance present Conjunctival pallor present, due to menstrual

blood loss (Anemia)
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Malam

Normal bowel habit

Moothiram
Neerkuri
“ DAMBBIOTETHUPID NN BTTHIDSHTU I
OB DI HED SIBTEVEYET HalTbSLO
GBBETRIGBHI 2 _BHIs neUHemDs
A HHFH STl &TEH Gl
OHTHUPFTHHH HWevHEGL LG Hifl6r
BiBs@H CBWSSGS BHUSHH0 HLG~
BT Brb@ns GBUS@S Birsd

Urine analysis is done according to five parameters

1. Niram
2. Manam
3. Nurai
4. Edai

5. Enjal

In Raktha Soorai Vaayu,
Niram : The colour of urine exists in both straw colour & yellow
Manam: No abnormal smell seen

Nurai, Edai, Enjal : All the three parameters were normal Neikuri:

In Ratha Soorai Vaayu, neikuri shows mostly Kaphaneer, Pithaneer and

Vathaneer are less common in thisdisease.
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3.4 MODERN ASPECT
PHYSIOLOGY OF FEMALE REPRODUCTIVE SYSTEM
The Reproductive Cycle
The female reproductive cycle is the process of producing an ovum and
readying the uterus to receive a fertilized ovum to begin pregnancy. If an ovum is
produced but not fertilized and implanted in the uterine wall, the reproductive cycle
resets itself through menstruation. The entire reproductive cycle takes about 28 days

on average, but may be as short as 24 days or as long as 36 days for some women.

Oogenesis and Ovulation

Under the influence of follicle stimulating hormone (FSH), and luteinizing
hormone (LH), the ovaries produce a mature ovum in a process known as ovulation.
By about 14 days into the reproductive cycle, an oocyte reaches maturity and is
released as an ovum. Although the ovaries begin to mature many oocytes each month,

usually only one ovum per cycle is released.

Fertilization

Once the mature ovum is released from the ovary, the fimbriae catch the egg
and direct it down the fallopian tube to the uterus. It takes about a week for the ovum
to travel to the uterus. If sperm are able to reach and penetrate the ovum, the ovum
becomes a fertilized zygote containing a full complement of DNA. After a two-week
period of rapid cell division known as the germinal period of development, the zygote
forms an embryo. The embryo will then implant itself into the uterine wall and

develop there during pregnancy.

Menstruation

While the ovum matures and travels through the fallopian tube, the
endometrium grows and develops in preparation for the embryo. If the ovum is not
fertilized in time or if it fails to implant into the endometrium, the arteries of the
uterus constrict to cut off blood flow to the endometrium. The lack of blood flow
causes cell death in the endometrium and the eventual shedding of tissue in a process

known as menstruation. In a normal menstrual cycle, this shedding begins around day
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28 and continues into the first few days of the new reproductivecycle.

POLYCYSTIC OVARIAN SYNDROME

Poly Cystic Ovarian Syndrome (PCOS) is the most common endocrine
disorder in women of reproductive age group, affecting 5 to 10% of women
exhibiting, the full blown syndrome of hyperandrogenism, chronic an ovulation and
polycystic ovaries. Chronic anovulation accompanied by hyperandrogenism and
clinical manifestations including hirsutism, acne, elevated testosterone and
androstenedione, and frequently but not always obesity is seen in PCOS. This disease

was discovered by and named as Stein-Leventhal syndrome in 1935.

Polycystic Owvary

Fallopian Tube

Polycystic Owvary

INCIDENCE

Approximately 75% of anovulatory women of any cause have polycystic
ovaries and 20 to 25% of women with normal ovulation demonstrate ultrasound
findings typical of polycystic ovaries. Current incidence of PCOS (5-6%) is fast
increasing lately due to change in the lifestyle and stress. It is also becoming a
common problem amongst adolescents, developing soon after puberty. Amongst
infertile women, about 20% is attributed to anovulation caused by PCOS. Some of the
women who develop cardiovascular disease, hypertension, endometrial cancer and

type 2 diabetes later in life appear to have suffered from PCOS in earlier years
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AETIOLOGY

PCOS has been attributed to several causes including change in lifestyle, diet
and stress. Initially, the ovaries were thought to set the changes in the endocrine
pattern. Genetic and familial environment factors (autosomal dominant inherited
factor) were added as aetiological factors in the development of PCOS. The
environment factor may function in utero or in early adolescent life, manifesting
clinically a few years later as PCOS. CYP,; gene mutation has been discovered in this

connection. Familial occurrence has also been reported.

PATHOPHYSIOLOGY

When compared with levels found in normal women, patients with persistent
anovulation have higher mean concentration of LH, but low or low normal levels of
FSH. The elevated LH levels are partly due to increased sensitivity of the pituitary to
gonadotropic releasing hormone stimulation. Because the FSH levels are not totally
depressed, new follicular growth is continuously stimulated, but not to the point of
full maturation and ovulation, and they are in the form of multiple follicular cysts 2 to
10mm in diameter. These follicles are surrounded by hyperplastic theca cells, often
luteinized in response to high LH levels. As various follicles undergo atresia, they are

immediately replaced by new follicles of similar limited growthpotential.

Poly Cystic Ovarian Syndrome may set in early adolescent life, but clinically
manifest in the reproductive age with long-term implication of diabetes, hypertension,
hyperlipidaemia and cardiovascular disease, this cluster of disorders is known as, X
syndrome.

Endocrinology changes are as follows:
1. Estrone / E; levelrises.
2. LH level is raised over 10IU/ml
FSH level remains normal, but FSH/LH ratio falls.
3. SHBG level falls due tohyperandrogenism
4. Testosterone and epiandrostenedione levels rise.

Testosterone >2 ng/ml, free T >2.2 pg/ml (normal level 0.2-0.8 ng/ml) Normal

androstenedione level is 1.3-1.5 ng/ml.

DHEA >700 ng/ml suggests adrenal tumor.
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Prolactin is mildly raised in 15%cases
Fasting insulin is more than 10 IU/ml inPCOS

Thyroid function tests may be abnormal(hypothyroidism)

o =N W

17 —o- hydroxyprogesterone in the follicular phase >300 ng/dl suggests
adrenal hyperplasia due to 21 hydroxylasedeficiency.

Insulin and the mechanism of anovulation in Poly Cystic Ovarian Syndrome
There is growing evidence that hyperinsulinemia may stimulate P 450c 17
enzyme resulting in hyperandrogenism. P 450c 17 is the key enzyme that regulates

androgen synthesis.

The characteristic feature of anovulation in PCOS is the arrest of growth of
antral follicles after reaching a diameter between 5 and 8 mm. This may be caused by
premature activation of LH. It is well known that the syndrome is clustered in
families. The sister of the women with PCOS in such a family has a 50% risk of
PCOS compared with a population prevalence of only 5 to 10%. There is evidence
from family studies to support a genetic predisposition to develop PCOS and insulin

resistance that seem to co-exist in thissyndrome.

Role of Hyperinsulinemia in the pathogenesis of PCOS

Obesity, genetic predisposition and insulin receptor disorders lead to insulin
resistance. Insulin resistance leads to abnormal glucose tolerance raising the blood
sugar, and hyperinsulinemia. This hyperinsulinemia acts on the liver and reduces
SHBG (sex hormone binding globulin) and also increases IGF-1 (insulin like growth
factor -1). Reduction of SHBG increases the testosterone, whereas the increased IGF-
1 will cause increased androgen production from ovaries. Hyperinsulinemia itself

causes the theca cell hyperplasia and increasedandrogens.
Considering these clinical observations and in vivo/in vitro studies, it was

proposed that hyperinsulinemia and hyperandrogenism, regardless of which is the

primary event, is connected to PCOS.
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LSHBG | | T Ovarian androgen | Disordered
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Hyperandrogenism 1 Anovulation

: . Polycystic
Hirsutism b ovay [«—rd
syndrome

Hyperandrogenism in PCOS

Androgens are important contributors in the pathophysiology of PCOS. In the
ovary the characteristic morphology of PCOS is closely related to serum androgen
levels. Recruitment and growth of early follicles is stimulated by androgens, followed
by a growth arrest at a diameter between 3 and 5 mm. Elevated intrafollicular
androgen concentrations are held responsible for the succeeding follicular atresia. The
ability of progesterone to slow down the frequency of the GnRH pulse is reduced in

hyperandrogenic patients. An accelerated GnRH pulse increases the secretion of
27



luteinzing hormone (LH) while reducing the secretion of follicle stimulating
hormone. Elevated LH levels stimulate theca-cell-mediated androgen synthesis,
further increasing hyper androgenism. In such a state, the aromatase activity is
dependent on FSH, which is not sufficient to convert excess androgens into estrogens.
Androgen excess has been postulated to be an in vivo environmental factor that
contributes to insulin resistance in the adipose cells and skeletal muscle of women

with PCOS.

OBESITY AND PCOS

More than 50% of women with PCOS are overweight or obese. In comparison
to lean women with PCOS, obese women with PCOS have a higher prevalence of
menstrual disorders and infertility. They are more likely to be hirsute, and have lower
SHBG levels, leading to higher serum concentrations of free testosterone. They are
also less likely to respond to induction of ovulation. Obesity is defined in forms of an

increased body mass index (BMI) or an increase waist to hip ratio(WHR).

Weight in Kilogram BMI =Height in m*

Underweight = < 19.9 Kg/m* Normal = 20-24.9 Kg/m? Overweight = 25-29.9
Kg/m” Obese = > 30 Kg/m*

If the WHR is more than 0.82 then the patients are considered as obese.
Adipose tissue plays an important role in steroid production and metabolism. Hence,
it influences the hyperestrogenic state in PCOS and its associated menstrual and

reproductivedysfunction.
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Leptin, an important adipose derived hormone plays a key role in regulating

LEPTIN

energy intake and energy expenditure, appetite, and metabolism. The Ob (Lep) gene
(Ob for obese, Lep for leptin) is located on chromosome 7. Leptin binds to the
ventromedial nucleus of the hypothalamus, known as the “appetite center”. Leptin
signals to the brain that the body has had enough to eat (satiety). A very small group
of people possess homozygous mutations for the leptin gene, which leads to a
constant desire for food, resulting in severe obesity. Although leptin is a circulating
signal that reduces appetite, in general, obese individuals have an unusually high
circulating concentration of leptin. They are proposed to be resistant to the effects of
leptin. The high and sustained concentrations of leptin from the enlarged adipose

stores result in leptindesensitization.

GHRELIN

Ghrelin is a hormone produced mainly by P/D1 cells lining the fundus of the
stomach and epsilon cells of the pancreas that stimulates appetite. Ghrelin levels
increases before meals and decrease after meals. It is considered the counterpart of
the hormone leptin, which induces satiation. Women with PCOS are less satiated after

a meal compared to normal women. The ghrelin levels of the PCOS patients do not
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decline after meals to the same extent as control women.
ANTI-MULLERIAN HORMONE (AMH) AND PCOS

Anti-Mullerian hormone (AMH), a member of the transforming growth
factor- 3 superfamily that includes inhibin and activin, is derived specifically from the
granulose cells of early developing pre-antral and antral follicles. AMH inhibits the
initiation of growth of primordial follicle and is reported to act on the follicle cohort
preventing multiple selection of dominant follicles. There is evidence that abnormal,
local (follicle-to-follicle) signaling of anti-Mullerian hormone may play a part in
disordered folliculogenesis in PCOS. It is postulated that the AMH excess is involved
in the lack of FSH-induced aromatase activity, which characterizes the follicular
arrest of PCOS. Alternatively, an endocrine action of AMH is suggested since there is
a 3-4 fold increase in the circulating AMH levels in PCOS patients compared to

normalwomen.

CLINICAL FEATURES
An ovarian follicular cyst is usually asymptomatic and unilocular (simple) and

can reach 15 cm in diameter. It usually regresses during the subsequent menstrual
cycles. In general, a lutein cyst is apt to be smaller but more firm or even solid in
consistency and is more likely to cause pain or signs of peritoneal irritation. Because
it may continue to produce progesterone, it is also more likely to cause delayed
menses. On occasion, a functional ovarian cyst may undergo torsion or may rupture,
which may produce acute lower abdominal pain and tenderness and significant
hemoperitoneum.

¢ Hirsutism

¢ Oligomenorrhoea

e QObesity

e USG showing - Subscapularcysts
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DIAGNOSIS

The diagnosis of PCOS is usually made on the basis of a combination of
clinical, ultrasonographic and biochemical criteria. A woman presenting with
oligomenorrhoea is likely to have the problem of PCOS if she has one or more of
these three features: polycystic ovaries on ultrasound, hirsutism and
hyperandrogenemia. Many women have high LH, although normal LH do not rule out

thediagnosis.
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In its fully developed form, PCOS is characterized by menstrual
abnormalities, hirsutism, obesity, hyperandrogenemia, elevated plasma luteinizing
hormone (LH) and ultrasonographic evidence of polycystic ovaries. However, thin
women can also have the problem. Ultrasonographically, there should be more than
10 cysts 2 to 8 mm indiameter, scattered either around or through an echodense,
thickened centralstroma.

Indeed many women with polycystic ovaries detected by sonography do not
have symptoms of the PCOS. Ovarian morphology appears to be the most sensitive
marker for the PCOS compared with the classic endocrine features of a raised serum

LH and / or testosterone concentration.

MANAGEMENT
e To cure a woman with menstrualdisorders
e To treathirsutism
e To treatinfertility
e To prevent long-term effects of X syndrome in laterlife.

e The treatment therefore is catered to the requirement of thewoman.

Weight Loss

Although obesity is not a prerequisite for the diagnosis of PCOS, it is a
common feature. Almost 50% of women with PCOS have an android type of
phenotype characterized by waist: hip ratio greater than 0.85(9). Obesity may induce
hyperandrogenism by increasing the production of androgens, reducing sex hormone
binding globulin levels (SHBG), thereby increasing free testosterone levels causing
hyperestrogenemia. This causes pulsatile LH secretion and/or insulin resistance and
therefore, insulin secretion which could amplify the LH dependent regulatory
mechanisms that regulate ovarian androgen secretion.

Increase of LH can cause a vicious cycle of hyperandrogenemia and follicular
atresia. Even moderate obesity (BMI > 27 kg/mz) is associated with a reduced chance
of ovulation. Obese women with PCOS (BMI > 30 kg/m2) should therefore be

encouraged profile and a likelihood of ovulation and healthy pregnancy.
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Insulin sensitizing agents

Improving the action of insulin is a relatively new concept in therapy. It is
demonstrated that reduction of hyperandrogenism in women with PCOS may be
achieved by interventions which improve insulin sensitivity and reduce circulating
insulin. Such measures might include, but are not limited to weight loss, dietary

modifications and insulin sensitizing agents like Metformin.

Diet

Reducing the caloric intake with reduced glycemic load may be beneficial in
alleviating hyper-insulinemia and its metabolic consequences. It is recommended that
obese women with PCOS should reduce the caloric intake by 500 Kcal/day with less
carbohydrate, a diet which will help them to shed 5% of their weight.

Exercise
Insufficient physical activity may contribute to obesity in women with PCOS.
Any weight loss regimen should include regular physical activity to maintain weight

reduction in the long term.

Life style
Cigarette smoking should be abandoned. It lowers E2 level and raises DHEA
and androgen level. Hormones to control menstruation are:

e OQOral combined pills(OC)

e OC and cyproterone acetate. Oestrogen suppresses androgens and adrenal
hormones (DHEA). It raises the secretion of SHBG in the liver, which binds
with testosterone, thus reduces free testosterone. It also suppressesLH.

® Progesterone may be required to induce menstruation in amenorrhoeic woman
prior to initiating hormonal cyclicaltherapy.

e OC with cyproterone is prescribed if the woman hashirsutism.
Hirsutism

Anti — androgens are used. Dexamethasone (0.5 mg) at bedtime reduces

androgen production, and is used in some infertile women with clomiphene.

33



Infertility
Clomiphene is the first line of treatment if PCOS woman is to be treated for

infertility.

Ovulation Induction

Women with PCOS belong to WHO group II of anovulatory patients and will
respond to oral agents such as clomiphene citrate (CC), insulin sensitizers and
aromatase inhibitors. A few of them will require ovulation induction with

gonadotropins and some may benefit from assisted reproductive technologies.

Surgery
Surgery is reserved for those in whom
e Medical therapyfails
¢ Hyperstimulationoccurs
¢ Infertilewomen
® Previous pregnancylosses
Surgery comprises laparoscopic drilling or puncture of not more than four cysts in

each ovary either by laser or by unipolar electrocautery.

Prevention

With the knowledge that PCOS has long-term adverse effects (three fold) on
health of the woman, such as diabetes, hypertension, cardiovascular disease and
hyperlipidaemia, endometrial cancer, it is now suggested that PCOS should be
adequately treated at the earliest. This woman should be observed for these ailments
in later life. Obesity in adolescents needs to be avoided and corrected. Lifestyle
changes should be recommended. It is suggested that in utero malnutrition results in
intrauterine growth — retarded baby which develops PCOD and X syndrome in later
life. This implies that pregnancy should be managed well to maintain a good health of

the individual
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Exercise

Obesity and irregular periods can be
controlled by regular exercises.

Yoga
Yogasanas help a lot to keep PCOD

symptoms in control. Suryanamaskar
is also very helpful.

Pranayam

Pranayam can greatly help in
getting the hormones back to normal.

Diet
Include fruits, salads and green leafy

vegetables, & reduce intake of refined
carbs and dairy products.
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CHAPTER-1V
MATERIALS & METHODS
STUDY AREA AND SETTING
The study period was covered from June 2017 to July 2019 at the Govt.
Siddha Medical College and Hospital, Palayamkottai- 627 002, Tirunelveli, Tamil
Nadu. All procedures were carried out before getting the permission from Institutional

Ethical Committee.

STUDY DESIGN

The study design is a prospective open labeled non-randomized Phase-II
clinical trial of 40 Raktha soorai vaayu (Polycystic ovarian syndrome) subjects. The
selected subjects were newly diagnosed or already diagnosed as PCOS patients with
or without taking treatment. A written informed consent form was recruited in the
study. The purpose of the study was explained to the patients before administration of
trial drug. The patients’ basic information, life style and siddha parameters were

recorded before starting the treatment.

The total number of 40 female patients and aged ranging from 18 to 45 were
taken for this study. The selected patients were treated with the trial drug for the entire

of the study period (60 days).

SELECTION OF PATIENTS

The criteria for selection of patients are given below (3.3.1). Screening is done
before starting the treatment.

Detailed personal history, family history, occupation, habits, clinical
symptoms, medical history, and the duration of illness were recorded in all patients (

proforma annexed).

Inclusion Criteria

The parameters for the selection were insidious,

Age: 18 — 45years

Marital status: Married / Unmarried

Patient having the symptoms of irregular menstruation (Kuruthi migunthu
vizhuthal or Kuruthi veliahathiruthal)
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Oligomenorrhoea (or) Amenorrhoea (or)Dysmenorrhoea
Patient willing to take USG pelvis
Patient willing to undergo routine bloodinvestigation
USG pelvis showing polycystic ovarianchanges
Patient willing to participate in trial and signing in consentform
Increased vathanaadi
Exclusion criteria
H/O systemic hypertension
H/O Type 2 diabetes mellitus
H/O Cardiac diseases
H/O liver diseases
H/O other uterine disorders
Auto Immune disease
Pregnancy and lactation
Known H/O thyroid dysfunction
Hyper prolactinemia
Androgen secretingneoplasms
Other pituitary or adrenal disorders

Sanninilai

Withdrawal Criteria:

Intolerance to the drug and development of adverse reactions during the drug
trial.

Poor patient compliance &defaulters

Patients turned unwilling to continue in the course of clinicaltrial

Occurrence of any seriousillness

Evaluation of clinical parameters

Patients are evaluated clinically using following parameters
History taking
Clinical assessment
Investigation of blood andurine

Specific investigation assessments based on siddha system
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I. History taking
Age, occupation, previous illness, family history, personal habits were recorded in the

proforma of every patients.

II. Clinical assessment
Irregular menstruation
Amenorrhoea
Oligomenorrhoea
Menorrhagia
Weightgain
Infertility
Acanthosis nigricans
Hirsutism
Acne
Androgenichairloss
BMI
Waist hipratio

II1. INVESTIGATIONS
Blood

TC

DC

ESR

Hb

Sugar (fasting)

Urea

Creatinine

Serumcholesterol

Urine
Albumin
Sugar

Deposits
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IV. Specific investigations

USG — abdomen andpelvis

Diagnosis
The Siddha diagnostic procedures were included this study, which is,
Poriyal Arithal
Pulanal Arithal
Vinathal
Mukkutra nilaigal
Envagai thervugal
Nilam

Kaalam & Udal kattugal

Investigations

Blood - Complete blood analysis TC, DC, Hb, TRBC, ESR,

Routine Urine Analysis - Albumin, Sugar, Deposits,

Stools- for Ova, Cyst and Occult blood were also done.

Biochemical Analysis- Serum Cholesterol, Blood Sugar, Blood urea are
carried out before the treatment and at the time of discharge.

The Lab investigations were carried out before and after administration of trial

drug.

TREATMENT
Preparation of Trial Medicine (Annexure-I (A) & I (B))
The herbal preparation of KARUNJCHIRAKAM CHOORANAM was selected from
the classical siddha literature,
Reference: “GUNAPADAM MOOLIGAI VAGUPPU PART-I’’- Page No:463-464
Author: KS.MURUGESA MUDHALIYAR

Collection and authentication of Trial Medicine (Annexure-I):

The Nigella sativa Seeds was collected fromthe Nagar kovil based siddha
medical shop. It was identified and authenticated by the medicinal botanist
Dr.S.Sutha, Msc., M.Ed.,Ph.D., Associate Professor, Department Of Medicinal
Botany at Government Siddha Medical College and Hospital, Palayamkottai.
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Purification of seeds and preparation of the medicine was executed in the P.G
Gunapadam Practical lab of Govt. siddha medical college, Palayamkottai.. The
specimen sample of the Seeds would be preserved in PG Gunapadam department

individually for future reference.

Preclinical Analysis of Trial Medicine

All the preclinical studies of the study drug which includes bio-chemical and
pharmacological studies were carried out and results were cross checked before
starting the treatment. The bio-chemical analysis was done in Dept. of Biochemistry,
GSMCH, Palyamkottai. (Annexure-III ).

The pharmacological activities- Anti hyperglycemic, Anti hyperlipidemic
activity, Acute and sub-acute toxicity, Phytochemical activitity,hormonal study were
carried out in this study. (Annexure-IV) studies were done in K.M. College of

Pharmacy, Madurai -625107.

Ethical Review

The study was conducted in accordance with the ethical principles that are
consistent with Good Clinical Practice guidelines and obtained prior approvals before
start of the trial from the Institutional Ethical Committee of GSMCH, Palayamkottai
(GSMC-IV-IEC/2017/Br-1/01/29.05.2017) and & Institutional Animal Ethical
Committee (IAEC) (approval number is 321611001/KMCP/27/2018). The study was

registered in Clinical Trials Registry.

Study Enrolment

An open labeled non-randomized phase II clinical trial on “Raktha Soorai
Vaayu” was conducted in Government Siddha Medical College and Hospital,
Palayamkottai, Tirunelveli. Totally forty cases were selected. 20 patients were treated
as OP cases remaining 20 patients as IP cases. The clinical signs and symptoms of
“Raktha Soorai Vaayuw”of different ages were selected and studied under the
guidance of the professor, reader and lecturer of P.G. Pothu Maruthuvam Department.
Participants were informed in Tamil language, regarding the trial, the expected
benefits and their right to opt-out of trial at any time without prejudice. Informed
written consent was obtained from each participant, prior to her inclusion into the

trial.
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Patients were advised to withdraw in the conditions such as intolerance to the
drug, development of any serious adverse effects during the trial, patients turned
unwilling to continue in the course of clinical trial, poor compliance, any other acute
illness which needs rescue medication and to follow regular diet schedule.The
subjects with history of treatment with other drugs and serious medical or

psychological condition are excluded from the study.

During the visit, body weight, blood pressure, cardiovascularand respiratory
system were clinically recorded. During the treatment if any adverse reaction or side
effects occurs, it was to inform the pharmacovigilence committee. At the end of the
study period, all the patients were instructed to follow diet. They were also advised to

pursue the further treatment in the PG, Pothu Maruthuvam OP for the follow up study.

Statistical Analysis

All data were analysed using the SPSS 20.0 (IBM). Data were expressed as
means and standard deviation. The significance of the difference between the means
of the baseline and the final examinations was tested using the paired “t” test. A

probability value of <0.05 was considered to be statistically significant.
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CHAPTER-V
RESULTS AND OBSERVATIONS

5.1 PRE CLINICAL STUDY
BIO-CHEMICAL ANALYSIS OF KARUNJCHIRAKAM CHOORANAM
Preparation of the extract:

S5gms of the drug was weighed accurately and placed in a 250ml clean beaker
then 50ml of distilled water is added and dissolved well. Then it is boiled well for
about 10 minutes. It is cooled and filtered in a 100ml volumetric flask and then it is

made to 100ml with distilled water. This fluid is taken for analysis.

QUALITATIVE ANALYSIS

S.NO. | EXPERIMENT OBSERVATION | INFERENCE

1. TEST FOR CALCIUM
2ml of the above prepared| A white precipitate Presence of
extract is taken in a clean test is formed Calcium
tube. To this add 2ml of 4%
Ammonium oxalate solution

2. TEST FOR SULPHATE
2ml of the extract is added to | A white precipitate Presence of
5% Barium chloride solution. is Formed Sulphate

3. TEST FOR CHLORIDE
The extract is treated with silver | A white precipitate Presence of
nitrate Solution is Formed Chloride

4. TEST FOR CARBONATE
The substance is treated with No brisk Absence of
concentrated Hcl. effervessence is Carbonate

Formed

S. TEST FOR STARCH
The extract is added with weak | No Blue colour is Absence of
iodine Solution Formed Starch
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TEST FOR FERRIC IRON
The extract is acidified with
Glacial

acetic acid and

potassium ferro cyanide.

No blue colour is

Formed

Absence of ferric

Iron

7. TEST FOR FERROUS IRON
The extract is treated with | Blood red colour is Presence of
concentrated Nitric acid and Formed ferrous iron
Ammonium thiocyanate
Solution
8. TEST FOR PHOSPHATE
The extract is treated with No Yellow Absence of
Ammonium precipitate is Phosphate
Molybdate and concentrated Formed
nitric acid
9. TEST FOR ALBUMIN
The extract is treated with No yellow Absence of
Esbachs Reagent precipitate is Albumin
formed
10. TEST FOR TANNIC ACID
The extract is treated with ferric No blue black Absence of
chloride. precipitate is tannic acid
formed
11. TEST FOR UNSATURATION
Potassium permanganate It doesnot get Absence of
solution is added to the extract decolourised Unsaturated
Compound
12. TEST FOR THE REDUCING
SUGAR
Sml of Benedicts qualitative | No colour change Absence of

solution is taken in a test tube
and allowed to boil for 2
minutes and add 8-10 drops of
the extract and again boil it for

2 minutes.

Occurs

reducing sugar
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13. TEST FOR AMINO ACID
One or two drops of the extract | Violet colour is Presence of
is placed on a filter paper and Formed amino acid
dried well. After drying, 1%
Ninhydrin is sprayed over the

same and dried it well.

14. TEST FOR ZINC

The extract is treated with No white Absence of zinc
Potassium Ferrocyanide. precipitate
is formed
Inference

Indicates presence of calcium,Sulphate, Cholride,Ferrous iron and Amino

acid.

PHYTOCHEMICAL ANALYSIS
Result of Qualitative phytochemical analysis of KARUNJCHIRAKAM
CHOORANAM

OBSERVATION INFERENCE

Alkaloids A white or creamy | Presence of alkaloids
precipitate indicates that the

test as positive

Carbohydrates Appearance of brown ring | Presence of carbohydrates
at the junction of 2 layers
shows the presence of

carbohydrates 37

Glycosides Appearance of pink to red | Presence of glycosides
color shows the presence of

glycosides and aglyeones

Phytosterols Appearance OF BLUISH | Presence of phytosterols
GREEN COLOR SHOWS
THE PRESENCE OF
PHYTOSTEROLS

45




Saponins

Absence of the foam
formation shows the devoid

of saponins

Absence of saponins

Phenolic compounds and

tannins

a)dilute ferric  chioride
solution (5%)gives a dark
green colour.
b)10%agulous  potassium
dicaromate solution gives
yellowish brown precipitate
.©)10%

leads aletate

solution gives a white

precipitate.

Protein and free amino

acids

A white precipitate
indicates the presence of
protein. A characteristicnn
purple color indicates the

presence of amino acids

Presence of protein, free

amino acids and free

amono acids

Flavanoids

Appearance of magenta
color shows the presence of

flavanoids

Presence of flavanoids

Lignin

Appearance red
color,which shows lignin is

present

Presence of lignin

Fixed oils and fats

Soap formation indicates
the presence of fats and

fixed oils

Absence of fixed oil and

fats

The above Table no The qualitative phytochemical analysis was resulted in the

presence of Alkaloids ,Carbohydrates ,Glycosides ,Phytosterols ,Flavanoids ,Tannins

,Proteins and Lignin.
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ANTI - MICROBIAL ANALYSIS OF KARUNJCHIRAKAM CHOORANAM:

Bacteria Strains Name
Sample Klebsilla
Staphylococcus | Streptococcus Bacillus E - coli
Code pneumonia
aureus (G+) mutans (G+) subtilis(G+) G (G-)
KJC 11 8 9 11 14
PC 24 11 24 20 17
NC - - - - -
Keys
PC - Positive Control (Streptomycin)
NC - Negative Control
- - No Zone
Mm - Millimetre
G+ - Gram Positive Organism
G- - Gram Negative Organism
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Fig.1 Staphylococcus aureus Fig.2 Streptococcus Mutans

Fig.5 E-Coli




PHARMACOLOGICAL ACTIVITY

Effect of siddha formulation karunjchirakam chooranam on female wistar rats

with estradiol valerate induced polycystic ovarian syndrome
Induction of PCOS in the Animals

Thirty adult virgin Wistar rats of approximately 10-12 weeks of
age with regular 4-5 day oestruscycles as assessed by vaginal smear, were
used for the study(8). Six of the rats were kept as controls, and the others
were each given intramuscular injection of 4 mg EV in an oily solution
per rat.(9,10)Vaginal smears were examined daily in all animals.
Cessation of cyclicity, which was shown by the persistent cornification of

vaginal smears, was used as a criterion forselection into the PCOS group.

Treatment Protocol

The rats were allowed to establish PCOS for 30 days.(14) After 30
days, groups in G4 & G5 were dosed orally by gavage for 15 days,
whereasrats in the standard group was dosed for 5 days.

¢ Group 1 served as the normal control.

e Group 2 served as the PCOS control. Group 1 and 2 receives
normal diet and Water.

e Group 3 served as the positive control, was treated with injection
Clomiphene citrate at 20 mg/kg body weight, Intra
peritoneally.(15)

¢ Group 4 served as the treatment control, treated with siddha
formulation karumjeeraga chooranam at 100 mg/kg body weight,
through orally.

e Group 5 served as treatment control which was treated with siddha
formulation karumjeeraga chooranam at 200 mg/kg of body

weight, through orally.
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On 16™ day, Six animals from each group (Control and PCO) were
randomly selected and anaesthetised with ether. Blood samples were
collected by retro orbital puncture, and the serum were used for hormonal
assays (FSH, LH, estradiol, progesterone andtestosterone). The ovaries
were excised and weighed, and histopathological examination was
conducted on the ovaries.
Table no:1 Effect siddha

of formulation karunjchirakam

chooranamon hormonal level in EV induced PCOS

GROUP LH FSH Estradiol TSN PRGSN
G1 6.10+0.25 8.50+0.30 55.05+2.30 0.30+0.04 14.10+0.75
G2 11.70£0.68**a | 2.52+0.18%*a | 14.25+0.85%*a | 0.40+£0.06*%*a | 7.08+0.34%%*a
G3 5.60+0.30**b 7.28+0.50 | 45.30+1.78**b 0.32+0.05 12.25+0.40*%*b
G4 3.95+0.10%*b | 6.85+0.54**b | 38.10+1.38**b | 0.36+0.05%*b | 10.8+0.75%*b
G5 4.3540.18%*b | 6.35+0.60%*b | 41.15+1.45%*b | 0.34+0.04**b | 11.74+0.88**b

G- Normal, G;-Toxic, Gs-Standard, G4-Low dose (karunjchirakam chooranam), Gs-
High dose (karunjchirakam chooranam).

All values expressed as means + SEM for 6 animal in each group.

**a- Values are significantly different from Normal control (G;) at P<0.001

**b- Values are significantly different from PCOS control (G;) at P<0.001

*b- Values are significantly different from PCOS control (G;) at P<0.01

There was statistically significant decrease in estradiol levels with
Estradiol valerate(EV) injection after 30 days (p<0.01). Concurrent
administration of karunjchirakam chooranam for 15 days showed
significant rise in estradiol levels (p<0.01). Animals in Standard group

also showed significant rise in estradiol levels. ( Table:1)
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Toxic control group i.e treated with estradiol valerate had shown
significant lowering ofprogesterone. But treatment with karunjchirakam
chooranam at both doses (100mg/kg and 200mg/kg) along with EV was
able to increase the progesterone levels(p<0.001)to near normal values
significantly. Similar results were also observed in standard

group.(Table:1)

There was no significant rise in testosterone levels after exposure
of rats to estradiol valerate (p<0.01) for 30 days.Treatment with
karunjchirakam chooranam at two doses 100mg/kg and 200mg/kg for
15days doesn’t show any significant changes in testosterone levels.

Similar results were observed after clomiphene treatment.(Table:1)

Effect of siddha formulation karunjchirakam chooranam on ovarian

morphology
Table.2 Effect of Kkarunjchirakam chooranam on ovarian
morphology of PCOS rats
Dose
mg.kg Toxic Std

Normal Low dose High dose
ovarian control control
feature
Atretic

0.00+£0.00 | 4.68+0.30 1.15+£0.05 | 3.10+0.20**b | 0.06+£0.01*b
follicle
Cystic

0.00+£0.00 | 10.68+1.40 3.5+0.60 0.00+0.00 0.00+0.00
follicle
Cystic
follicle | 0.00+£0.00 | 86.90+2.38 | 70.30+2.60 0.00+0.00 0.00+0.00
diameter
Cystic

follicle | 0.00+0.00 | 42.36%+1.90 | 33.75+2.20 0.00+0.00 0.00+0.00
thickness
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G- Normal, G;-Toxic, Gs-Standard, G4-Low dose (karunjchirakam chooranam), Gs-
High dose (karunjchirakam chooranam).

All values expressed as means + SEM for 6 animal in each group.

**b- Values are significantly different from PCOS control(G;) at P<0.001

*b- Values are significantly different from PCOS control(G;) at P<0.01

Ovaries of toxic control (Estradiol valerate) group exhibited more
cystic follicles compared with other groups but these were not evident in
extract control group. Both the 100mg/kg &200mg/kg showed normal
follicle at different stage of development.There was evident of arteric
follicles present in 100mg/kg.The group that received 200 mg/kg showed
numerous healthy developing follicles. ( Table:2)

The follicular diameter & thickness of the cysts in PCOS treated
group were increased whereas it was reduced in standard & extract

treated groups ( Table:2).
The ovarian weight of EV control group showed a significant

decrease (p<0.01), when compared with other groups, whereas in treatment

control group 100mg/kg &200mg/kg it was restored to near normal values.
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Anti-hyperglycemiuc effect of siddha formulation karunjchirakam

chooranam in alloxan induced diabetes rats

MATERIALS AND METHODS

Materials:
Animals : Male albino wistar rats (180-220gm)
Drugs : siddha formulation Karunjchirakam chooranam
Chemical : Alloxan monohydrate (S. D Fine. Chem. Ltd, Mumbai)

INDUCTION OF DIABETES MELLITUS
Diabetes mellitus is induced in wistar rats by single intraperitoneal injection of
freshly prepared solution of Alloxan monohydrate (150mg/kg BW) in physiological

saline after overnight fasting for 12hrs.M

Alloxan is commonly used to produce diabetes mellitus in experimental
animals due to its ability to destroy the B-cells of pancreas possibly by generating the
excess reactive oxygen species such as Hy0,, 0, and HO. The development of
hyperglycemias in rats is confirmed by plasma glucose estimation 72 hrs post alloxan
injection. The rats with fasting plasma glucose level of 160-220mg/dl were used for

this experiment.

Experimental procedure:

In the experiment a total of 30 rats (24 diabetic surviving rats & 6 normal rats)
were used. Diabetes was induced in rats 3 days before starting the experiment. The
rats were divided into 5 groups after the induction of alloxan diabetes. In the

experiment 6 rats were used in each group.

TREATMENT PROTOCOL

» Group-I: (Normal control) consist of normal rats given with 10ml/Kg of
normal saline, orally.

» Group-II: (Toxic control) Diabetic control received 150mg/Kg of Alloxan
monohydrate through 1.P.

» Group-III:Diabetic control received glipizide at a dose of (10mg/Kg orally) for
28 days.

» Group-1V: Diabetic control received siddha formulation Karunjchirakam
chooranam at a dose of (100mg/Kg orally) for 28 days.

» Group-V : Diabetic control received siddha formulation Karunjchirakam

chooranam at a dose of (200mg/Kg orally) for 28 days.
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METHODOLOGY

Sample collection:

After 28 days of treatment, body weight, blood glucose, haemoglobin,
glycosylated haemoglobin, plasma insulin, total cholesterol, triglycerides, HDL-
cholesterol and phospholipids were determined. Blood was collected from the eyes
(venous pool) by sino-ocularpuncture.

estimation of blood parameters.

Table No: 3 Effect of siddha formulation Karunjchirakam chooranamon initial

2

'in EDTA coating plasma tubes for the

and final body weight and blood glucose in normal and treated animals.

Blood Blood glucose
Body weight (g) | (me/ | (me/100ml)
ucose (m, m m
GROUP 8 8 8
100ml)
Initial Final Final
Initial
92.80
G1 228 +7.20 240+ 7.45 90.60 + 3.40
+3.85
220.50
G2 234 +7.35 | 178 £4.55%*@ | 91.80 +3.60 ,
+ 6,944
126.40
G3 236 +7.38 245 +7.50 89.45 £4.05
+ 4,454
142.45+
G4 225+ 7.15 242 +7.40 83.60+ 3.60
5.30%+®
132.50
G5 235 +7.36 246 +7.54 95.40 + 3.80
+ 4.46%+®)

® Values are expressed as mean + SEM.

e Values were compared by using analysis of variance (ANOVA) followed by

Newman-Keul's multiple range tests.

e **(a) Values are significantly different from normal control G1 at P<0.001.

** (b) Values are significantly different from Diabetic control G2 at P<0.01.
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RESULT

According Table no: 3 illustrates the levels of initial and final blood glucose,
and change in body weight , in normal rat, and treatment control animals in each
group. The mean body weight of diabetic rats (G2) was significantly decreased as
compared to normal control rats. The body weight of diabetic control rats treated
with siddha formulation Karunjchirakam chooranam at a dose of 100 and
200mg/kgwas increased the body weight non-significantly as compared to normal

control animals.

Fasting blood glucose level was significantly increased 220.50 + 6.94 in
diabetic animals as compared to normal animals. However the level of fasting blood
glucose, returned to near normal range indiabetic rats treated with siddha formulation

Karunjchirakam chooranam at a dose of 100 and 200mg/kg.

Table no:4-Effect of siddha formulation Karunjchirakam chooranam on plasma

insulin, Hemoglobin & Glycosylated hemoglobin in normal and treated animals.

Glycosylated
Haemoglobin Plasma Insulin

GROUPS haemoglobin

(gm/100ml) (uU/ml)
HbA, (%)
G1 12.90 + 1.70 0.48 +0.07 38.60 +2.86

G2 6.30 £ 0.85**@ | (.96 +0.20%*® | 13.86 + 1.88**®
G3 14.30 £ 1.44%x® | 0,44 20.09%*® | 29.50 +2.50%+®
G4 12.80 £ 0.90%*® | 0.50 £0.18+*® | 26.80 +2.46**®
G5 11.95 + 1.24%x® | (.4420.07%*® 28.90+ 2.80%+®

e Values are expressed as mean = SEM.

e Values were compared by using analysis of variance (ANOVA) followed by

Newman-Keul's multiple range tests.

e % (a) Values are significantly different from normal control G1 at P<0.001.

** (b) Values are significantly different from Diabetic control G2 at P<0.01.
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RESULT

In table no: 4illustrates the levels oftotal hemoglobin, glycosylated
hemoglobin and plasma insulin in normal rat and treatment control animals in each
group.

The levels of total hemoglobinand plasma insulin levels were decreased
significantly where as glycosylated heamoglobin levels were increased significantly
as compared to normal control rats.However the level oftotal hemoglobin,
glycosylated hemoglobin and plasma insulin,returned to near normal range indiabetic
rats treated with siddha formulation Karujchirakam chooranam at a dose of 100 and

200mg/kg

Table No.5-Serum lipids of Normal and experimental groups.

Total
Triglyceride | HDL-C | Phospholipids LDL
GROUPS | Cholesterol
(mg/dl) (mg/dl) (mg/d) (mg/d)
(mg/dl)
87.65 + 94.70 + 60.45 + 130.70 +
G1 14.50+ 1.50
2.65 2.70 1.76 2.45
232.45 + 162.45 + 31.75 + 219.45 + 37.75
G2
6.85%*@ 4.60%+@ 1.35%x@ 6.40%*® +2.48"@
122.95 + 98.60 + 47.85 + 152.50 + 28.25
G3 (b) (b) *#(b)
3.40%%* 2.62% 1.40 3.85 +1.95
132.65 + 120.85 + 40.35 + 162.55 + 29.15
G4 3.75%*® 2.85%x® 1.40%*® 4.05%+® +1.907®
126.45 + 98.60 + 43.70 + 159.35 + 24.35
3 3.42%%® 2.65%*® 1.60%*® 3.85%x® +1.807®

® Values are expressed as mean + SEM.

e Values were compared by using analysis of variance (ANOVA) followed by
Newman-Keul's multiple range tests.

e **(a) Values are significantly different from normal control G1 at P<0.001.

** (b) Values are significantly different from Diabetic control G2 at P<0.01.
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RESULT

Table no: 5 shows the level of serum total cholesterol (TC), triglycerides (TG),
high density lipoprotein (HDL),Low density lipoprotein(LDL) and phospholipids of
normal and experimental animals in each group.Total cholesterol, triglycerides, high
density lipoprotein,Low density lipoprotein(LDL) and phospholipids levels were significantly
increased, where as HDL-C level was decreased in alloxan induced diabetic rats as compared
to normal rats. Treatment of normal and alloxan induced diabetic rats with siddha
formulation Karumjeeraga chooranam at a dose of 100 and 200mg/kg for 28 days resulted in
marked decrease in total cholesterol, triglycerides,Low density lipoprotein(LDL) and
phospholipids levels and increase in HDL-C levels as compared to alloxan induced diabetic

rats.

Hypolipidemic activity of siddha formulation karunjchirakam chooranam in

hyperlipidemic models of wistar albino rats

Method

All the animals were weighed and divided into five groups and each group

having six rats.

¢ In group I, rats were normal control.

% In group II, fed the cholesterol to the rats at a dose of 400 mg/kg body weight
for 30 days.

¢ In group III, atorvastatin was fed to rats at a dose of 1mg/kg body weight from
day 15 to 30.[3

¢ In group IV, siddha formulation of karumjeeraga chooranam was fed to rats at
a dose of 100 mg/kg from 15 days to 30 days.

¢ In group V, siddha formulation of karumjeeraga chooranam was fed to rats at

a dose of 200mg/kg body weight from days 15 to day 30.

At end of study (30 days) all the rats were sacrificed and the blood was
collected and allowed to clot the blood and serum was obtained using centrifuge
machine through centrifugation process. The collected serum samples were analysed

under biochemical and statistical analysis.
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Table 6: Effect of Siddha Formulation KARUNJCHIRAKAM CHOORANAM in lipid
Profile.

Total
Triglyceride| HDL LDL VLDL LDL/HD
GROUPS |cholesterol Al
s (mg/dl) | (mg/dl) | (mg/dl) | (mg/dl) L
(mg/dl)
Normal 48.65 + 58.22+ 27.48 15.25+ 32.85 0.86 0.5
55+
Control 1.65 0.88 +1.21 0.78 +1.15 +0.50
Cholesterol | 118.45+ 163.2 + 12.85 30.95+ 12.12 + 8.50+
2.40 **(a)
Control 1.58**(a) 1.72%%*(a) +0.66*%*(a) | 1.30**(a) |0.72**(a) | 1.33**(a)
Standard 73.55+ 83.25 + 22.4 + 21.15+ 25.80 + 2.35+
0.94 **(b)
Control 1.35%*(b) 1.84*%(b) 0.46**(b) | 0.78**(b) [0.76**(b) | 2.33**(b)
Treatment 93.75 + 115.26 + 18.3 + 24.30+ 16.80 + 4.40 + 1 30%%()
control 1.20**(b) 1.92%*(b) 0.52*%*%(b) | 0.58**(b) |0.45**(b)| 1.48**(b) ’
Treatment 84.80 + 95.8+ 21.35 + 23.26+ 22.28 + 3.12 + (b
control | 0.92%%(b) | 1.08%%(b) | 1.30%%(b) | 0.74**(b) |0.50**(b)| 0.24**(b)

RESULTS AND DISCUSSION

Table 6 showed that the level of Serum cholesterol, Triglycerides, HDL, LDL
and VLDL was significantly increased. It was compared to Standard (Group III) and
Treatment Control groups (Group IV, V). Rats were feed 100 to 200mg/KJC and
atorvastatin 1mg/kg were treated in Standard control groups (Group III) with both
doses of siddha formulation and here was significant decrease in cholesterol, The
TGs, LDL-C, and VLDL and increases HDL-C when compared with cholesterol
control rats. Table 1 showed the changes of Atherogenic Index and LDL-C / HDL-C
ratio in control and treated rats. The test results revealed that the cholesterol induction

significantly affects the cardio vascular risk markers.

Indeed, AI was statistically increased in cholesterol control group 90%
compared with the values found in their normal control group. Besides there were
significant further increase of LDL — C / HDL - C ratio appears due to the
enhancement of LDL — C catabolism through hepatic receptors. Siddha formulation
Karum jeeraga chooranam showed protective action against atherogenesis since an
independent inverse relationship between blood HDL — C levels and cardio vascular
risk incidence is reported.[5] The possible pharmacological mechanism of this activity

may result from the enhancement of lecithin cholesteryl acyl transferase (LCAT) and
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inhibition of Hepatic Triglyceride Lipase (HTL) on HDL which may lead to a rapid
catabolism of blood lipids through enterohepatic tissues. Siddha formulation Karum
jeeraga chooranam significantly suppress the elevated blood concentration of TGs.
This result suggests that the product is able to restore the catabolism of TG. The
restoration of catabolic mechanism of TGs would be due to an increased stimulation

of the lipolytic activity of Plasma Lipoprotein Lipase (LPL).

Administration of siddha formulation Karum jeeraga chooranam provides a
beneficial action on rat lipid metabolism with regard to the reduction of Al Infect, the
Al was decreased in all treated groups. Similar results were reported by others when
studying the hypolipidemic effects of natural products.[10] The administration of
siddha formulation of KARUNJCHIRAKAM CHOORANAM is significantly
suppress the higher values of LDL — C / HDL — C ratio showing the beneficial effect

of this formulation in preventing atherosclerosis incidence.
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TOXICOLOGICAL ANALYSIS
Safety studies of Siddha Medicine KARUNJCHIRAKAM
CHOORANAM in acute and

Subacute toxicity wistar rat models
Materials and Methods

In acute oral toxicity study, Karunjchirakam chooranam were
administeredorally initially at the dose of 50 mg/kg/body weight which was
increasedup to 2000mg/kg/body weight and animals were observed for toxic

symptomstill 14 days as per the OECD-423 guidelines.

For sub-acute toxicity study, the KARUNJCHIRAKAM CHOORANAMwere
administeredfor 20 days, with the doses of 50 mg, 100 mg, 200 mg and 400 mg/kg/
body weight for different groups. At the end of 20th day, the animals weresacrificed
and toxicity parameters were assessed. Biochemical analysis onblood samples and
histo-pathological evaluation of different organs were alsoperformed to assess any

toxicity.

Result

In acute toxicity, there was no mortality or morbidity observedin animals
through the 14-days period following single oral administration at all selected dose
levels of the Karunjchirakam chooranam (Table-1). The animals did not show any

changes in the general appearance during the trial..

Dose Sign of Toxicity | Mortality
(mg.kg-1) (ST.NB-1) (D.S-1)
Group [ 0 0/3 0/3
Group II 300 0/3 0/3
Group III 2000 0/3 0/3

Table.1. Acute toxicity study of KARUNJCHIRAKAM CHOORANAM on
experimental mice. The acute toxicity of KARUNJCHIRAKAM CHOORANAM on
experimental rats were tested using OECD-423 guidelines, where ST- sign oftoxicity;

NB- normal behavior; D- died; S- survive. Values are expressedas number of animals

(n=3).
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SUB-ACUTE TOXICITY STUDIES
Effect of Karumjeeraga chooranamon body weight changes in rats

Table.2.The results of body weight changes in rats

Treatment Day 1 Day § Day 10 Day 20

Control 187.16+6.13 | 187.45£6.20 | 196.14 £6.35 | 196.74+6.24

Karumjeeraga
chooranam 196.30 £6.4 | 194.30+6.30 | 199.25 £6.70 | 199.35+6.72"
50 mg.kg!

Karumjeeraga
chooranam 187.35£5.7 | 190.30£6.40 | 197.55+7.10 | 198.36+6.40"
100 mg.kg™!

Karumjeeraga
chooranam 196.35+7.2 | 199.15+6.50 | 199.90+7.207" | 207.41+7.22"
200 mg.kg!

Karumjeeraga
chooranam 189.67+6.05 | 193.15 +£5.60 | 196.68+6.35" | 208.65+7.38"™"
400 mg.kg!

e grouplanimals(GPI)weretreatedwithnormalsaline(Sml.kg™')

¢ groupllanimals(GPII)with50 mg.kg™! of Karumjeeraga chooranam

e group Il animals (GPIII) with 100 mg.kg! of Karumjeeraga chooranam

e group IV animals (GPIV) with 200 mg.kg ™! of Karunjchirakam chooranam
e group V animals (GPV) with 400 mg.kg™! Karunjchirakam chooranam.

The values are expressed as mean + S.E.M. n=6. The results of group I were

compared with other groups such as I, III, IV, and V. The statistical analysis was

carried out using one way ANOVA method, where **P<0.01*P<0.05.

61



Effect of Karunjchirakam chooranamon kidney, heart, liver and

brain in rats

Table.3Results in Internal organs:

Treatment Heart (gms)|Kidney (gms)|Liver (gms)| Brain (gms)
Control 0.39 £0.07| 0.69+0.06 | 3.35+0.08 | 0.70+0.08

Karunjchirakam
chooranam@ 0.40£0.02 | 0.85£0.03 |3.47+£0.03 | 0.73x£0.33
50 mg.kg!

Karunjchirakam
chooranam@ 0.41+£0.06 | 0.83+0.04 | 3.39+0.06 | 0.71+£0.22
100mg.kg™!

Karunjchirakam
chooranam@ 0.40+0.08 | 0.78+0.06 | 3.37+£0.07 | 0.78+0.08
200mg.kg!

Karunjchirakam
chooranam@ 0.39+£0.07 | 0.79+£0.08 | 3.39+£0.05 | 0.80+0.08
400 mg.kg!

Table.3. A study on the effects of Karunjchirakam chooranamon kidney,
heart, liver and brain of the rats was tested.
e group I animals (GPI) treated with normal saline (5 ml.kg™)
e group II animals (GPII) with 50 mg.kg™! of Karunjchirakam chooranam
e group III animals (GPIII) with 100 mg.kg!' of Karunjchirakam chooranam
e group IV animals (GPIV) with 200 mg.kg! of Karunjchirakam chooranam
e group V animals (GPV) with 400 mg.kg™!' Karunjchirakam chooranam.
The values are expressed as mean + S.E.M. n=6. The results of group I were
compared with other groups such as II, III, IV, and V. The statistical analysis was

carried out using one way ANOV A method, where **P<0.01.
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Effect of Karunjchirakam chooranamon biochemical profiles of rats

Glucose Cholesterol |Triglyceride HDL LDL
Treatment . L L L L
(mg.dl™) (mg.dl'™) (mg.dl™) (mg.dl™) (mg.dl™)
Control 92.65+£0.62 | 37.62£0.56 | 26.25£0.45 | 133.25+0.55 |82.15+1.72
Karunjchirakam

chooranam@ | 90.50+0.56 |23.85+0.25° |11.22+0.23" | 173.28%0.65" |69.59+1.28
50 mg.kg"'

Karunjchirakam
chooranam@ | 89.50+ 0.42 |26.79+0.28" [15.47£0.30" | 165.82+0.81" |69.89+1.12
100 mg.kg"’

Karunjchirakam
chooranam@ |90 30+ 0.57"" | 33.23£0.32 |17.89+£0.40" | 184.35+0.83" [42.65£1.60
200 mg.kg”

Karunjchirakam
chooranam@ (86.30+0.47" " | 32.83£0.31 [17.28+0.34" | 182.7+0.87" |46.55+0.86
400 mg.kg"

Table.4. A study on the effect of Karunjchirakam chooranamon biochemical
parameters such as glucose, cholesterol, triglyceride, HDL and LDL in rats was
tested.
¢ groupl animals(GPI)treatedwithnormalsaline(SmlLkg™')
¢ groupll animals(GPII) with 50 mg.kg™! of Karunjchirakam chooranam
e group III animals (GPII) with 100 mgkg' of Karunjchirakam
chooranam
e group IV animals (GPIV) with 200 mgkg' ofKarunjchirakam
chooranam

e group V animals (GPV)with400mg.kg'of karunjchirakam chooranam.
The values are expressed as mean £S.E.M. n=6. The results of group I were

compared with other groups such as II, III, IV, and V. The statistical analysis was

carried out using one way ANOVA method, where **P<0.01*P<0.05
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The effects of Karunjchirakam chooranamon biochemical

parameters such as AST, ALT, ALP, TP and Albumin in rats.

The results are shown in Table.5

AST ALT ALP TP  |ALBUMIN
Treatment
au.rl aurl au.rl el el
Control 328.10£12.45 | 71.10£3.21 | 253.58+8.82 | 69.90+ 3.37]39.20+2.49
Karunjchirakam

k

chooranam@50 317.049.55™ " | 69.5+2.22¥*| 266.15+2.77** | 70.35+2.35|36.35+2.67

mg.kg!

Karunjchirakam
chooranam@ 318.847.25™F | 67.6+3.20"| 260.19+6.76"" | 80.20+ 2.82|38.35+3.08
100 mg.kg™’

Karunjchirakam
chooranam@ 331.4+7.97 62.4+2.96 265.00+ 5.22 69.25+ 3.34|40.25+£2.78
200 mg.kg™”

Karunjchirakam
chooranam@ 323.2+8.25 64.3+3.57 269.40+ 4.45 74.05+ 2.63|39.48+2.75
400 mg.kg™”

Table.5. A study on the effects of Karunjchirakam chooranamon
biochemical parameters such as AST, ALT, ALP, TP and Albumin rats was tested.
e group I animals (GPI) were treated with normal saline (Sml.kg™)
e group II animals (GPII) with 50 mg.kg™! of HAEBD
e group III animals (GPIII) with 100 mg.kg™!' of Karunjchirakam chooranam
e group IV animals (GPIV) with 200 mg.kg™! of Karunjchirakam chooranam
e group V animals (GPV) with 400 mg.kg ™! Karunjchirakam chooranam

The values are expressed as mean + S.E.M. n=6. The results of group I were

compared with other groups such as II, III, IV, and V. The statistical analysis was

carried out using one way ANOVA method, where **P<0.01*P<0.05.
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Effect of Karunjchirakam chooranamon haematological parameters

inrats
Haemoglobin RBC WBC Calcium
Treatment
(mg.dI') (10°/mm?) | (10°/mm?) (mg.dI')
Control 15.3£0.30 | 11.15£0.02 | 13.45£0.05 11.40 £0.08
Karunjchirakam

chooranam@ 16.55+0.31° | 11.45£0.06" | 11.5£0.01°| 11.21 +0.03
50 mg.kg™”

Karunjchirakam

*

chooranam@ 16.35+0.15
100 mg.kg™!

11.55+0.02" | 10.3+0.32° 11.27 £0.20

Karunjchirakam

*

chooranam@ 14.27+ 0.20
200 mg.kg™"

10.32+0.12° | 13.4+0.03" 11.56 £0.13

Karunjchirakam
chooranam@ 15.5£0.35" | 10.46+0.45" | 12.5+£0.13" 11.70 £0.02
400 mg.kg™

Table.6.. A study on the effect of Karumnjchirakam chooranam on
haematological parameters such as Hb, RBC, WBC, Calcium in rats was tested.
e group I animals (GPI) treated with normal saline (5 ml.kg")
e group II animals (GPII) with 50 mg.kg™! of Karunjchirakam chooranam
e group III animals (GPIII) with 100 mg.kg! of Karunjchirakam chooranam
e group IV animals (GPIV) with 200 mg.kg! of Karunjchirakam chooranam
e group V animals (GPV) with 400 mg.kg™!' Karunjchirakam chooranam.

The values are expressed as mean + S.E.M. n=6. The results of group I were

compared with other groups such as II, III, IV and V. The statistical analysis was

carried out using one way ANOVA method, where *P<0.0
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1. AGE INCIDENCE

Table : 1 Illustrate the distribution of age incidence and its percentage

OP PATIENTS IP PATIENTS
AGE (YEAR)| NO-OF PERCENTAGE NO.OF PERCENTAGE
CASES CASES
18-25 7 35% 4 20%
26-35 13 65% 2 10%
36-45 0 0 14 70%
Total 20 100% 20 100%

FIGURE - 1(AGE INCIDENCE)
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Among 20 OP cases, 7(35%) cases were in the age group of 18-25, 13(65%)
cases were between 26-35.
Among 20 IP cases, 4(20%) case was between the age group of 18-25, 2(10%)

case were between 26-35, 14(70%) cases were between 36-45.
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2. MARITALSTATUS

Table: 2 Illustrates the distribution of marital status

OP PATIENTS IP PATIENTS
MARTAL | No. OF PERCENTAGE NO. OF PERCENTAGE
STATUS | (CASES CASES
Unmarried 9 45% 3 15%
Married 11 55% 17 85%
Total 20 100% 20 100%

FIGURE - 2(MARITAL STATUS )
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Among 20 OP cases, 9(45%) were unmarried, 11(55%) were married Among

20 IP cases, 3(15%) were unmarried, 17(85%) were married.
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3. PARITY
Table: 3:Distribution of parity

OP PATIENTS IP PATIENTS
PARITY | NO-OF o centaGE| %" | PERCENTAGE
CASES CASES
Multiparous - - 3 17.64%
Uniparous 2 18.18% 10 58.82%
Nulliparous 9 81.81% 4 23.52%
Total 1 100% 17 100%

FIGURE - 3( PARITY)
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Among in 11 Marrried OP cases, 2(18.18%) were uniparous and 9(81.81%)
were nulliparous. Among inl17 IP cases, 3(117.64%) were multiparous, 10(58.82%)

were uniparous and4(23.52%) were nulliparous.



4. RELIGION DISTRIBUTION

Table: 4: Distribution of religion

OP PATIENTS IP PATIENTS
NO. OF NO. OF
RELIGION PERCENTAGE PERCENTAGE
CASES CASES
Hindu 14 70% 19 95%
Christian 2 10% 1 5%
Muslim 4 20% 0 0%
Total 20 100 % 20 100 %
FIGURE - 4(RELIGION DISTRIBUTION )
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Among 20 OP cases, 14(70%) were Hindus, 2(10%) were Christians, 4(20%)
was Muslim.
Among 20 IP cases, 19(95%) were Hindus, 1(5%) were Christians, 0(0%)

wasMuslim.
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5. PARUVA KAALAM (SEASON)

Table: 5: Distribution of paruva kaalam (season)

OP PATIENTS IP PATIENTS
PARUVAKAALAM NO. OF NO. OF
%0 %
CASES CASES
Kaarkaalam (Augl6—Oct 15) - 0 - 0
Koothirkaalam (Oct 16-Dec 15) - 0 2 10%
Munpanikaalam (Dec 16-Feb 15) 8 40% - 0
Pinpanikaalam (Feb 16-Apr 15) 5 25% 8 40%
Ilavenilkaalam (Apr 16-Jun 15) 4 20% 8 40%
Mudhuvenilkaalam (Jun 16-Aug 15) 3 15% 2 10%
Total 20 100% 20 100 %
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Among 20 OP cases, 8(40%) cases the treatment period was munpanikaalam,

5(25%) cases it was pinpanikaalam.4(20 ) cases it was ilavenilkaalam , 3(15 ) cases it

was Mudhuvenilkaalam.

Among 20 IP cases, 2(10%) cases it was Koothirkaalam, 8(40%) cases it was

pinpanikaalam, 8(40%) cases it wasilavenilkaalam.2(10

Mudhuvenilkaalam.
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6.THINAI

Table: 6: Distribution of thinai

OP PATIENTS IP PATIENTS
NO. OF NO. OF
THINAI PERCENTAGE PERCENTAGE
CASES CASES
Kurinji 4 20% 3 15%
Mullai - - - -
Marutham 14 70% 16 80%
Neithal 2 10% 1 5%
Paalai - - - -
Total 20 100 % 20 100 %
FIGURE - 6( THINAI)
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Among 20 OP cases, 4(20) cases were from the land Kurinji, 14(70%) cases
were from the land Marutham, 2(10%) case was from the land Neithal.

Among 20 IP cases, 3(15%) cases were from the land Kurinji, 16 (80%) were
from the land Marutham and 1(5%) were from the land Neithal.
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7.DIET
Table: 7: Distribution of Diet

OP PATIENTS IP PATIENTS
DIET NO. OF NO. OF
PERCENTAGE PERCENTAGE
CASES CASES
Vegetarian 2 10% 1 5%
Non-
18 90% 19 95%
Vegetarian
Total 20 100 % 20 100 %
FIGURE - 7( DIET)
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Among 20 OP cases, (10%) were Vegetarian, 18(90%) were Non-vegetarian.
Among 20 IP cases, 1(5%) was Vegetarian, 19(95%) were Non-vegetarian.
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8. CASE DISTRIBUTION

Table: 8: Distribution of case

OP PATIENTS IP PATIENTS
CASE
NO. OF NO. OF
DISTRIBUTION PERCENTAGE PERCENTAGE
CASES CASES
PCOS 9 45% 3 15%
PCOS along with
9 45% 4 20%
infertility
PCOS in fertile
2 10% 13 65%
women
Total 20 100 % 20 100 %
FIGURE - 8 (CASE DISTRIBUTION)
70% -/.__ %
60% 1 =
so% 1 A% |
a0% =
—| = mOP
30% e 6 = Ip
20% + i — | 4 Ao, g
)d — B — =
10% - [ | [ | [ |
/I 4 — 4 — v
0% T T 1
PCOS PCOS along with PCOS in fertile
infertility women

Among 20 OP cases, 9(45%) cases was diagnosed as PCOS, 9(45%) have

PCOS along with infertility, 2(10%) cases was fertile with PCOS.

Among 20 IP cases, 3(15%) cases were diagnosed as PCOS, 4(20%) cases had
PCOS along with infertility, 13(65%) cases were diagnosed as PCOS in fertile

women.
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9. BODY BUILT

Table: 9: Distribution of body built

OP PATIENTS IP PATIENTS
BODY BUILT
NO. OF NO. OF
BASED ON BMI PERCENTAGE PERCENTAGE
CASES CASES
Under weight
(below 20) 2 10% - -
Normal weight
(21-25) 6 30% 8 40%
Over weight (25-
8 40% 10 50%
30)
Obese (>30) 4 20% 2 10%
Total 20 100% 20 100%
FIGURE - 9(BODY BUILT)
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Among 20 OP cases, 2(10%) cases were underweight, 6(30%) cases were
normal weight, 8(40%) cases were overweight, 4(20%) cases were obese.
Among 20 IP cases, 8(40%) cases were normal weight, 10(50%) cases were

overweight, 2(10%) cases were obese.



10.0CCUPATIONAL DISTRIBUTION

Table: 10; Distribution of occupation

OP PATIENTS IP PATIENTS
OCCUPATION NO. OF NO. OF
PERCENTAGE PERCENTAGE

CASES CASES
Employee 2 10% 3 15%
Non-Employee 8 40% 14 70%
Student 10 50% 3 15%
Total 20 100 % 20 100%

FIGURE- 10 (OCCUPATIONAL DISTRIBUTION)
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Above 20 OP cases, 2(10%) cases were employee, 8(40%) cases were non-
employee, 10(50%) cases were students.
Above 20 IP cases, 3(15%) cases were employee, 14(70%) cases were non-

employee, 3(15%) case was students.
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11.POSITIVE FAMILY HISTORY FOR THEDISEASE
Table: 11: Distribution positive family history

FAMILY OP PATIENTS IP PATIENTS
HISTORY
FOR THE NO. OF NO. OF
DISEASE | CASES | pERCENTAGE | CASES | pERCENTAGE
In I degree
2 10% 1 5%
relationship
No positive
18 90% 19 95%
family history
Total 20 100% 20 100%

FIGURE - 11(POSITIVE FAMILY HISTORY)
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Among 20 OP cases, 2(10%) cases have positive family history, 18(90%)
cases have no relevant familyhistory.

Among 20 IP cases, 19(95%) cases have no positive family history and 1(5%)
case had positive family history.
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12. CHRONICITY OF ILLNESS

Table:12 (a) Irregular Menstruation

CHRONICITY OF OP PATIENTS IP PATIENTS
ILLNESS NO. OF % NO. OF CASES %
CASES

Less than 6 months - - - -

6 months — 1 year 4 20% 6 30%

1 — 2 years 5 25% 6 30%

2 — 5 years 11 55% 8 40%

5-10 years - - - -

>10 years - - - -

Total 20 100% 20 100%

FIGURE - 12(a)( IRREGULAR MENSTRUATION)
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Among 20 OP cases, 4(20%) cases were between six months — 1 year, 5(25%)
cases were between 1- 2 years, 11(55%) cases were between 2 — 5 years.
Among 20 IP cases, 6(30%) cases were between 6 months—1year, 6 (30%)

cases were between 1-2 year, 8(40%) cases were between 2—5 years.
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Table: 12 (b) Nulliparous

OP PATIENTS IP PATIENTS
YEAR OF
NO. OF NO. OF
INFERTILITY PERCENTAGE PERCENTAGE
CASES CASES
1 -2 years 4 44.44% 3 75%
3 -5 years 5 55.55% 1 25%
6 — 10 years - - - -
Total 9 100% 4 100 %

FIGURE - 12(b) (NULLIPAROUS )
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Among 9 OP cases, 4(44.44%) case was nulliparous for 1-2 years, 5(55.55%)
cases were for 3-5 years..
Among 4 IP cases, 3(75%) case was nulliparous for 1 — 2 years and 1(25%)

cases were for 3-5 years.
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13. TREATING FOR INFERTILITY
Table:13 (a) For treating infertility

VARIOUS OP PATIENTS IP PATIENTS
e [No.oF PERCENTAGE NO. OF PERCENTAGE
HISTORY CASES CASES
Ovulation induction 4 44 .44% 2 50%

Not undergo any
5 55.55% 2 50%
treatment before

Total 9 100 % 4 100%

FIGURE - 13(a) FOR TREATING INFERTILITY
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B Ovulation induction

Among 9 OP cases, (44.44%) cases had undergone ovulation induction
treatment, 5(55.55%) case had not undergone anytreatment.
Among 4 OP cases, 2(50%) cases had undergone ovulation induction

treatment, 2(50%) case had not undergone anytreatment.
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Table: 13 (b) FOR IRREGULAR MENSTRUATION

VARIOUS OP PATIENTS IP PATIENTS
M [ vo. oF PERCENTAGE NO. OF PERCENTAGE
HISTORY CASES CASES
Menstruation
5 56% 2 50%
induction
Not undergo any
4 44% 2 50%
treatment before
Total 9 100 % 4 100 %
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B Menstruation induction

Among 9 op cases, 5(56%) cases had undergone treatment for menstruation
induction and 4(44%) cases had undergone any treatment before.
Among 4 IP cases,2 (50%) had undergone treatment for menstruation

induction and 2(50%) had not underwent any treatment before.
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14. THEGI
Table: 14: Distribution of thegi

OP PATIENTS IP PATIENTS
NO. OF NO. OF
PERCENTAGE PERCENTAGE
CASES CASES
Vatha thegi 5 25% 4 20%
Pitha thegi 3 15% 2 10%
Kapha thegi 5 25% 30%
Thontha thegi 7 35% 8 40%
Total 20 100 % 20 100%
FIGURE - 14(THEGI)
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Among 20 OP cases, 5(25%) were vatha thegi, 3(15%) were pitha thegi,
5(25%) were kapha thegi and 7(35%) were thontha thegi.

Among 20 IP cases, 4(20%) were vatha thegi, 2(10%) was pitha thegi, 6(30%)
were kapha thegi and 8(40%) were thontha thegi.
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15.DERANGEMENT IN VATHAM
Table: 15 (a) Distribution of vatham

OP PATIENTS IP PATIENTS

CLASSIFICATION

OF VALI NO. OF NO. OF

PERCENTAGE PERCENTAGE
CASES CASES

Pranan - 0 - O
Abanan 20 100% 20 100%
Viyanan 20 100% 20 100%
Udhanan - 0 - 0
Samanan 20 100% 20 100%
Nagan - 0 - 0
Koorman - 0 - 0
Kirukaran - 0 - 0
Devadhathan 16 80% 15 75%
Danajeyan - 0 - 0
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FIGURE - 15 (a) (DEARRENGEMENT IN VATHAM)
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In OP study Abanan was affected in 20 (100%) cases, Viyanan was affected in
20(100%) cases, Samanan was affected in 20(100%) cases, and Devadhathan was
affected in 16 (80%) cases.

In IP study Abanan was affected in 20(100%) cases, Viyanan was affected in
20(100%) cases, Samanan was affected in 20(100%) cases and Devadhathan was
affected in 15(75%) cases.
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15. DERANGEMENT IN PITHA KUTRAM
Table: 15 (b): Distribution of pitha kutram

OP PATIENTS IP PATIENTS
CLASSIFICATION

NO. OF NO. OF
OF AZHAL PERCENTAGE PERCENTAGE
CASES CASES

Analagam - - - -

Ranjagam 5 25% 3 15%

Sathagam - - - -

Alosagam - - - -

Prasagam - - - -

FIGURE - 15 (b) (DEARRANGEMENT IN PITHA KUTRAM)
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In OP study, ranjagam was affected in 5 (25%) cases. In IP study, ranjagam

was affected in 3(15%) cases.

86



15.DERANGEMENTS IN KAPHA KUTRAM
Table: 15 (c¢): Distribution of kapha kutram

CLASSIFICATION OP PATIENTS IP PATIENTS
OF KAPHAM Z(A)égg PERCENTAGE 1:2'825 PERCENTAGE
Avalambagam - 0 - 0
Kiletham - 0 - 0
Pothagam - 0 - 0
Tharpagam - 0 - 0
Santhigam 7 35% 6 30%

FIGURE - 15(c)(DERANGEMENT IN KAPHA KUTRAM)
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In OP study santhigam was affected in 7(35%) cases. In IP study santhigam

was affected in 6(30%) cases.
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16.DISTRIBUTION IN GNANENTHRIYAM

Table: 16: Distribution of gnanenthiriyam

OP PATIENTS IP PATIENTS

GNANENDRIYAM NO. OF NO. OF
CASES PERCENTAGE CASES PERCENTAGE

Mei 8 40% 10 50%
Vai - - - -
Kan 5 25% 3 15%
Mooku - - - -
Sevi - - - -

FIGURE - 16 (DISTURBANCES IN GNANENTHRIYAM)
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In OP study kan was affected in 5(25%) cases and mei was affected in 8(40%)

cases.
In IP study kan was affected in 5(15%) cases and mei was affected in 10(50%)

cases
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17. KANMENTHRIYAM INVOLVEMENT

Table: 17: Distribution of kanmenthriyam

OP PATIENTS IP PATIENTS
KANMENTHRIYAM
NO. OF NO. OF
PERCENTAGE PERCENTAGE
CASES CASES

Kai - 0 - 0

Kaal - 0 - 0

Vaai - 0 - 0
Karuvaai 20 100% 20 100%
Eruvaai - 0 0

FIGURE- 17 KANMENTHRIYAM INVOLVEMENT
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In OP study, Karuvaai was affected in 20(100%) cases.

In IP study, Karuvaai was affected in 20(100%) cases
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18. KOSANGAL
Table: 18. Distribution of kosangal

OP PATIENTS IP PATIENTS
KOSANGAL NO. OF NO. OF
CASES PERCENTAGE CASES PERCENTAGE
Annamayakosam - - -
Pranamayakosam - - - -
Manomayakosam - - - -
Vignanamayakosam - - -
Ananthamayakosam 20 100% 20% 100%
FIGURE - 18 KOSANGAL
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In OP study Ananthamaya kosam was affected in 20(100%) cases. In IP study

Ananthamaya kosam was affected in 20(100%) cases.




19. DISTURBANCE IN UDALTHATHUKKAL

Table: 19. Distribution of Udal Thathukkal

UDAL OP PATIENTS IP PATIENTS
THATHUKKAL | N O e conracr | N0 " | pERCENTAGE
CASES CASES

Saaram - - - -
Senneer 5 25% 3 15%
Oon - - -
Kozhuppu 11 55% 12 60%
Enbu - - - -
Moolai - - - -
Suronitham 20 100% 20 100%

FIGURE - 19 UDAL THATHUKKAL
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In OP study, Senneer got affected in 5(25%) cases, Kozhuppu got affected in
11(55%) cases, and Suronitham got affected in 20 (100%) cases.

In IP study, Senneer got affected in 3(15%) cases, Kozhuppu got affected in
12(60%) cases and Suronitham got affected in 20(100%) cases.
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20. ENVAGAI THERVUGAL (EIGHT DIAGNOSTIC METHODS)

Table:20: Distribution of envagai thervugal

OP PATIENTS IP PATIENTS

ENVAGAI

NO. OF NO. OF
THERVU PERCENTAGE PERCENTAGE
CASES CASES

Naadi (Thontham) 19 95% 19 95%

Vatham 1 5% 1 5%

Naa - - - -

Niram - - - -

Mozhi - - - -

Vizhi - - - -

Sparisam - - - -

Malam - - - -

Moothiram - - - -

FIGURE - 20 ENVAGAI THERVUGAL
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In OP study, Thondhanaadi was seen in 19(95%) cases, vathanaadi was seen
in 1(5%) case
In IP study, Thonthanaadi was seen in 19(95%) cases, vathanaadi was seen in

1(5%) case
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20. (a) NAADI
Table: 20 (a): Distribution of Naadi

OP PATIENTS IP PATIENTS
NO. OF NO. OF
NAADI PERCENTAGE PERCENTAGE
CASES CASES
Vatha pitham 7 35% 6 30%
Pitha vatham 5 25% 4 20%
Kapha vatham 7 35% 9 45%
vatham 1 5% 1 5%
Total 20 100 % 20 100 %

FIGURE - 20(a) NAADI
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In OP study, 7(35%) cases revealed Vathapitha naadi, 5(25%) cases revealed
Pithavatha naadi, 7(35%) cases revealed Kaphavatha naadi and 1(5%) case revealed
Vathanaadi.

In IP study, 6(30%) cases revealed Vathapitha naadi, 4(20%) cases revealed
Pithavatha naadi, 9(45%) cases revealed Kaphavatha naadi and 1(5%) case revealed
Vathanaadi.



20.(b)NEIKKURI

Table: 20 (b): Distribution of Neikkuri

OP PATIENTS IP PATIENTS
SPREADING
NO. OF NO. OF
PATTERN PERCENTAGE PERCENTAGE
CASES CASES
Vatha neer 4 20% 5 25%
Pitha neer 3 15% 3 15%
Kapha neer 13 65% 12 60%
Total 20 100 % 20 100 %
FIGURE - 20(b) NEIKKURI
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In OP study, 4(20%) cases showed vathaneer pattern, 3(15%) cases showed
pithaneer pattern and 13(65%) cases showed kaphaneer pattern.
In IP study, 5(25%) cases showed vathaneer pattern, 3(15%) cases showed

pithaneer pattern and 12 (60%) cases showed kaphaneer pattern.
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20. (a) INTERMENSTRUAL PERIOD ASSESSMENT SCORE

Table.21. (a) Intermenstrual Period Assessment Score

GRADE BEFORE
LENGTH OF THE CYCLE OP PATIENTS | IP PATIENTS
0 (28 days Nil 0 0 0 0
1 |28 —45 days Mild 4 20% 3 15%
2 |45 - 60 days Moderate 6 30% 7 35%
3 |Above 60 days |Severe 10 50% 10 50%
Total 20 100 % 20 100 %

FIGURE - 21 INTERMENSTRUAL PERIOD ASSESSMENT SCORE)
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Among 20 OP cases, the length of cycle is 28 days cycle in 0(0%) cases, 28-
45 days cycle in 4(40%) cases, 45-60 days cycle in 6(30%) cases, above 60 days
cycle in 10(50%) cases.

Among 20 IP cases, 28 days cycle in 0(0%)case, 28-45 days cycle in 3(15%)
cases, 45-60 days cycle in 7(35%) cases, above 60 days cycle in 10(50%) cases.
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21.(b) DURATION OF BLEEDING SCORE
Table: 21 (b): Distribution of bleeding score

GRADE BEFORE
LENGTH OF THE CYCLE OP PATIENTS | IP PATIENTS
0 3 —5 days Nil 10 50% 11 55%
1 1 -2/6-7 days Mild 4 20% 6 30%
2 1/8-9days Moderate 2 10% 2 10%
3 Spotting />9 days Severe 4 20% 1 5%
Total 20 100% 20 100 %

FIGURE - 21(b) (DURATION OF BLEEDING SCORE)
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Among 20 OP cases, the duration of bleeding is 3-5 days in 10 (50%) cases,1-

2/6-7 days in 4(20%) cases,l / 8-9 days in 2 (10%) cases, spotting / >9 days in
4(20%) cases.

Among 20 IP cases, 3-5 days in 11(55%) cases, 1-2 / 6-7 days in 6 (30%)
cases,1 / 8-9 days in 2(10%) cases, spotting / >9 days in 1(5%) case.
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22.CLINICAL SYMPTOMS BEFORE TREATMENT

Table: 22: Distribution of clinical symptoms before treatment

OP PATIENTS IP PATIENTS
CLINICAL
NO. OF NO. OF
FEATURES PERCENTAGE PERCENTAGE
CASES CASES
Irregular
18 90% 19 95%
menstruation
Amenorrhoea 11 55% 10 50%
Oligomenorrhoea 5 25% 7 35%
Hypermenorrhoea 5 25% 3 15%
Dysmenorrhoea 10 50% 8 40%
Weight gain 14 70% 13 65%
Infertility 9 45% 4 20%
Acanthosis
8 40% 10 50%
nigricans
Hirsutism 4 20% 5 25%
Acne 9 45% 3 15%
Androgenic hair
loss
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FIGURE - 22 CLINICAL SYMPTOMS BEFORE TREATMENT
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Among 20 OP cases, irregular menstruation was seen in 18 (90%) cases,
amenorrhoea in 11(55%) cases, oligomenorrhoea in 5(25%) cases, hypermenorrhoea
in 5(25%) cases, dysmenorrhea in 10(50%) cases, weight gain in 14(70%) cases,
infertility in 9(45%) cases, acanthosis nigricans in 8(40%) cases, hirsutism in 4 (20%)
cases, acne in 9 (45%)cases.

Among 20 IP cases, irregular menstruation was seen in 19 (95%) cases,
amennorhoea in 10(50%) cases, oligomenorrhoea in 7(35%) cases, hypermenorrhoea
in 3(15%) cases, dysmenorrhea in 8(40%) cases, weight gain in 13(65%) cases,
infertility in 4(20%) cases, acanthosis nigricans in 10(50%) cases, hirsutism in 5 (25)

acne in 3(15%) cases.



23.(a) INTERMENSTRUAL PERIOD ASSESSMENT SCORE

Table: 23. Distribution of Intermenstrual period assessment score

GRADE OP PATIENTS IP PATIENTS
BEFORE AFTER BEFORE AFTER
LENGTHOFTHE | 55| % |1C| % |2C| % |cases| % [1C| % |2C| %
CYCLE
0 |28days| Nit | 0o | 0o o] oo oo ]| o o] olo] o
28-45
1 Mild 4 |20% | 8 |40% | 13 |75% | 3 | 15% |15|75% | 17| 85%
days
45-60
2 Moderate | 6 |30% | 12 | 60% | 7 |35% | 7 | 35% |5 |25% | 3 | 15%
days
Above
3 Severe | 10 |50% | 0 | o | 0| o [ 10 |50% 0| 0 [0 o
60 days
Total 20 [100% | 20 [100% | 20 [100%| 20 | 100% |20 |100% | 20 | 100%

FIGURE - 23(a) INTERMENSTRUAL PERIOD ASSESSMENT SCORE
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1 C - First Menstrual Cycle; 2 C - Second Menstrual Cycle

Among 20 OP cases, , 4(200%) cases were mild, 6(35%) cases were moderate

and 10(50%) cases were severe, In first cycle 0(0%) cases - normal, 8(40%) cases -

mild, 12(60%) case - moderate, 0(0%) cases - severe. In second cycle 0(0%) case -

normal, 13(65%) cases - mild, 7(35%) cases — moderate, 0(0%) cases were severe.

Among 20 IP cases, 0(0%) was normal, 3(15%) were mild, 7(35%) were

moderate and 10(50%) cases were severe. In first cycle 0(0%) cases - normal,

15(75%) cases - mild, 5(25%) cases - moderate, 0(0%) cases - severe. In second

cycle 0(0%) cases - normal, 17(85%) cases - mild, 3(15%) case — moderate, 0(0%)

cases - severe.

23. (b) DURATION OF BLEEDING
Table: 23 (b) Duration of bleeding

GRADE OP PATIENTS IP PATIENTS
LENGTH OF THE BEFORE AFTER BEFORE AFTER
CYCLE cases| % |1C| % (2C| % |cases| % |1C| % |2C| %
3-5
0 Nil 6 |30% | 13 [65% |16 |80% | 11 |55% | 16 | 80% | 18 |90%
days
1-2/6-
1 Mild 3 | 15% | 4 [20% | 3 |15% | 6 [30%| 3 |15% | 2 |10%
7Tdays
1/8-9
2 Moderate | 9 [45% | 3 [15% | 1 | 5% 2 |[10%| 1 | 5% [0 O
days
Spotting
3 | >9days | Severe 2 10%| 0 0 |0] O 1 5% | 0 0 [0] O
Total 20 |100%]| 20 |100%| 20 |100%| 20 [100%| 20 |100%| 20 |10%
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FIGURE - 23(b) DURATION OF BLEEDING
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1 C - First Menstrual Cycle; 2 C - Second Menstrual Cycle

Among 20 OP cases, 6(30%) cases the DOB was normal, 3(15%) cases - mild,
9(45%) cases - moderate and 2(10%) cases - severe. In first cycle 13(65%) cases -
normal, 4(20%) case - mild, 3(15%) case - moderate, In second cycle 16(80%) cases
- normal, 3(15%) cases — mild, 1(5%)cases-moderate.

Among 20 IP cases, 11(55%) cases the DOB was normal, 6(30%) cases -
mild, 2(10%) cases - moderate, 1(5%) case - severe. In first cycle 16(80%) cases -
normal, 3(15%) case- mild, 1(5%) case - moderate. In second cycle 18(90%) cases -

normal, 2(10%) case — mild, 0(0%) case-moderate.
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24.CLINICAL SYMPTOMS BEFORE AND AFTERTREATMENT

Table:24: Distribution of clinical symptoms before and after treatment

OP PATIENTS IP PATIENTS
CLINICAL Cases % Cases % Cases % Cases %
FEATURES observed improved observed improved
Irregular menstruation |18 90% (13 73% 19 95% |14 74%
Amenorrhoea 11 55% |7 64% 10 50% |7 70%
Oligomenorrhoea 5 25% |5 100% |7 35% |7 100%
Hypermenorrhoea 5 25% |4 80% 3 15% |0 33%
Dysmenorrhoea 10 50% |7 70% 8 40% |0 25%
Weight gain 14 0% |- - 13 65% |- -
Infertility 9 30% |- - 4 20% |- -
Acanthosis nigricans |8 40% |- - 10 50% |- -
Hirsutism 4 60% |- - 5 40% |- -
Acne 9 20% |- - 3 10% |- -
Androgenic hair loss |- - - - - - - -
FIGURE - 24 CLINICAL SYMPTOMS BEFORE AND AFTER

TREATMENT
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Out of 20 OP cases, In 18(85%) cases the menstrual cycle was irregular before
treatment and improved in 13(74%) cases after treatment, Amenorrhoea 11(55%)
were seen in before treatment and improved in 7(64%) cases after treatment,
Oligomenorrhoea were seen in 5(25%) cases before treatment and improved in
5(100%) cases after treatment. Hypermenorrhoea were seen in 5(25%) cases before
treatment and improved in 4(80%) cases after treatment. Dysmenorrhoea were seen in

10(50%) cases before treatment and improved in 7(70%) cases aftertreatment.

Out of 20 IP cases, irregular menstruation was seen in 19(95%) cases before
treatment and improved in 14 (74%) cases after treatment. Amenorrhoea 10(50%)
were seen in before treatment and improved in 7(70%) cases after treatment,
Oligomenorrhoea were seen in 7(35%) cases before treatment and improved in
7(100%) cases after treatment. Hypermenorrhoea were seen in 3(15%) cases before
treatment and improved in 1(33%) cases after treatment. Dysmehorrhoea were seen in

8(40%) cases before treatment and improved in 2(25%) cases after treatment.
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25.CHANGES IN USG ABDOMEN AFTERTREATMENT

Table: 25: Distribution of usg abdomen after treatment

(0) 4 1P
USG Abdomen
IMPROVEMENT NO. OF NO. OF
changes % %
CASES CASES
Complete clearance
Good 2 10% 1 5%
of the cyst
Changes in the size
Moderate 15 75% 13 65%
of the cyst
Poor No changes 3 15% 6 30%
Total 20 100% 20 100%

Figure:25 CHANGES IN USG ABDOMEN AFTER TREATMENT
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In 20 OP cases, complete clearance of cyst was seen in 2(10%) cases,changes

in size of the cyst was seen in 15(75%) cases and no changes observed in 3(15%)

cases.
In 20 IP cases, complete clearance of cyst was seen in 1(5%) cases, changes in

size of the cyst was seen in 13(65%) cases and no changes observed in 6(30%) cases
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Table 26. BIOSTATISTICS BEFORE AND AFTER KARUNJCHIRAKAM
CHOORANAM INTERVENTION

BEFORE AFTER
P RESUL
VARIABLE TREATMENT TREATMENT
VALUE T
Mean + SD Mean + SD
BMI 26,0258 £3.7596 | 255190 +3.6638 | <0.0001 HS
Waist Hip Ratio | 0.8665 + 0.0695 0.8232£00731 | <0.0001 HS
Size of the cyst 5.925+2.19 45875+ 2.50 <0.0001 HS
BFT
1C 2C
Duration of
6.3250+ 2.36 495+ | 450+ | <0.0001 HS
bleeding
1.72 1.30

*HS - HIGHLY SIGNIFICANT
*SD — STANDARD DEVIATION
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1. BMI SCORE BEFORE AND AFTERTREATMENT

op 1P

S.No OP No Before After IP No Before After
1 31084 24 23.56 1938 27.87 27.87
2 33039 24.97 24.56 1939 23.7 22.64
3 32999 23.74 22.83 2786 21.48 20.7
4 33405 27.95 27.9 2928 21.33 20.67
5 44385 22.68 22.44 443 24.34 23.53
6 44938 39 38.53 517 27.39 26.48
7 49374 27.34 28.13 518 24.97 23.73
8 50040 28.51 28.51 538 23.56 22.22
9 52701 22.23 21.51 788 24.97 24.56

10 61282 34.17 33.11 789 30.67 30
11 61349 29.33 29.56 948 25.3 24.88
12 11405 26.35 25.41 949 26.4 25.44
13 12241 30.26 29.36 1326 2743 26.67
14 14539 24.22 23.44 1404 22.22 22.22
15 15365 19.63 20.9 1405 26.17 25.59
16 15348 27.78 27.39 1408 23.14 22.68
17 16457 254 24.86 1393 28.52 27.73
18 16336 25.16 24.61 1495 26.35 25.59
19 16338 21.45 21.64 1496 28.89 28.6
20 17460 21.36 21.79 1497 30.8 28.92
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2.WAIST HIP RATIO BEFORE AND AFTERTREATMENT

oP 1P
S.No OP No Before After IP No Before After
1 31084 0.90 0.87 1938 1.03 0.91
2 33039 0.75 0.69 1939 0.92 0.88
3 32999 0.93 0.97 2786 0.75 0.71
4 33405 0.92 0.80 2928 0.79 0.79
5 44385 0.82 0.80 443 1.0 0.98
6 44942 0.91 0.74 517 0.75 0.68
7 49374 0.91 0.91 518 0.95 0.90
8 50040 0.78 0.80 538 0.90 0.83
9 52701 0.83 0.83 788 0.91 0.86
10 61282 0.85 0.85 789 0.87 0.82
11 61349 0.76 0.83 948 0.90 80
12 11405 0.80 0.75 949 0.92 0.90
13 12241 0.88 0.82 1326 0.86 0.87
14 14539 0.82 0.78 1404 0.80 0.72
15 15365 0.83 0.82 1405 1.0 0.89
16 15348 0.90 0.87 1408 0.80 0.82
17 16457 0.88 0.85 1393 0.89 0.79
18 16336 0.83 0.80 1495 0.87 0.84
19 16338 0.90 0.90 1496 0.86 0.80
20 17460 0.79 0.65 1497 0.90 0.79
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3.CASE SUMMARY OF OUTPATIENTS

S.No | OP No Name Age | Sex Da?e ?f I?ate of Du.ration of | Treatment with | Total no. of
admission discharge illness dose days treated
1 31084 |Aneesh fathima 24 F 03/04/18 01/06/18 3 years 60 days
2 | 33039 |Balarasheedha 26 F 10/04/18 09/06/18 2 years 60 days
3 | 32999 |Dona 34 F 10/04/18 09/06/18 5 years 60 days
4 | 33405 |Karthika 27 F 13/04/18 12/06/18 5 years 60 days
5 | 44385 |Ramalakshmi 28 F 22/05/18 20/07/18 5 years 60 days
6 | 44942 \Mookkammal 19 F 23/05/18 21/07/18 lyear 60 days
7 | 49374 |Feliciya 19 F 09/06/18 07/08/18 2 years 60 days
8 | 50040 |Samyuktha 18 F 12/06/18 10/08/18 lyear 60 days
9 | 52701 |Janaki 30 F 21/06/18 19/08/18 3 years 60 days
- KARUNJCHIRAKAM
10 | 61282 |Nilofer 24 F 23/07/18 10/09/18 2 years CHOORANAM 60 days
11 | 61349 |Alagurani 25 F 23/07/18 10/09/18 5 years 2gm BD 60 days
12 | 11405 |Subhasree 18 F 10/01/19 10/03/19 1 year 60 days
13 | 12241 |Saranya 26 F 03/02/19 03/04/19 4 years 60 days
14 | 14539 |Subhashini 22 F 08/02/19 09/04/19 2 years 60 days
15 | 15365 |Basariya 27 F 11/02/19 11/04/19 4 years 60 days
16 | 15348 |Suba 19 F 11/02/19 11/04/19 1 year 60 days
17 | 16457 |Pathmavathi 27 F 14/02/19 14/04/19 3 years 60 days
18 | 17460 |Subbulakshmi 29 F 14/02/19 14/04/19 3 years 60 days
19 | 16336 |Nishanthini 28 F 15/02/19 15/04/19 4 years 60 days
20 | 16338 |Subbulakshmi 28 F 16/02/19 16/04/19 2 years 60 ays
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4. CASE SUMMARY OF INPATIENTS

Date of Date of | Duration | Treatment with No. of days treated | Total no. of
S.No | IP No Name Age | Sex L. . .
admission | discharge | of illness dose 1P Follow |days treated
1 1938 |Ananthammal 25 | F 30/07/18 13/08/18 3 years 15 days 45 days 60 days
2 1939 |Knniyammal 43 F 30/07/18 13/08/18 4 years 15 days 45 days 60 days
3 2786 |Ponrani 39 F 15/11/18 12/01/19 1 year 59 days 1 day 60 days
4 2928 |Usha 36 | F | 29/11/18 19/01/19 | 1 Y2 years 52 days 8 days 60 days
5 443  |Dhivya 28 F 21/02/19 10/04/19 2 years 49 days 11 days 60 days
6 517 |Ramalakshmi 39 F 28/02/19 12/04/19 1 year 44 days 16 days 60 days
7 518 |Rajapriya 36 | F | 28/02/19 07/03/19 4 years 8 days 52 days 60 days
8 538 |Abirami 37 F 12/03/19 12/04/19 2years 32 days 28 days 60 days
9 788 |Nallammal 41 F | 27/03/19 10/05/19 2 years |KARUNJCHIRAKAM| 45 days 15 days 60 days
10 | 789 |Mahalakshmi 35 | F | 27/03/19 | 10/05/19 1 year CHOORANAM 45 days 15 days 60 days
11 948  |Subbulakshmi 39 | F 15/04/19 05/05/19 2 years -2gm BD 21 days 39 days 60 days
12 949  |Muthulakshmi 41 F 15/04/19 05/05/19 1 year 21 days 39 days 60 days
13 1326 |Valli 21 F 02/05/19 29/05/19 1 year 28days 32days 60 days
14 1404 |Janaki 39 F 03/05/19 26/06/19 3V years 54 days 6 days 60 days
15 1405 |Sujatha 40 F 03/05/19 14/06/19 3 years 43 days 17 days 60 days
16 1408 |Ganthimathi 40 F 03/05/19 22/05/19 2 years 20days 40 days 60 days
17 1393 |Gracy 24 F 5/05/19 14/06/19 3 years 45 days 15 days 60 days
18 1495 |Sudha 18 F 9/05/19 26/06/19 1 year 49days 11 days 60 days
19 1496 |Muthaparanam 39 F 09/05/19 25/06/19 3Y2 years 48 days 12 days 60 days
20 1497 |Subbulakshmi 40 F 09/05/19 26/06/19 3 years 49 days 11 days 60 ays
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S.LABORATORY INVESTIGATION OF OUTPATIENTS

HEMATOLOGICAL INVESTIGATIONS BIOCHEMICAL ANALYSIS URINE ANALYSIS
SN| op BT AT BT | AT BT AT BT AT
o No. DC HB DC HB ESR mm/hrs
TC PTLTE % | TC P TLE % 71 " 1 Sug [Urea| Chole | Sug | Urea [Chole| Alb | Sug | Dep | Alb | Sug Dep

31084 [ 8400 | 6135|284 [9005| 60 [32|6] 104 11|27 |19 |31 [129| 25 | 186 | 107 | 23 | 127 | Nil | Nil | NAD | Nil | Nil | NAD
2 33039710062 |37]4[82[8107| 67 [34|5]| 97 [12] 28| 3 [ 17 [108] 17 | 198 | 97 | 24 | 148 | Nil | Nil | NAD | Nil | Nil | NAD
3 132999 (830060 (34|6|9.1[8907| 65 |35|4] 96 |13|29| 5 |14 |93 ] 15 | 175 | 106 | 27 | 145 | Nil | Nil | NAD | Nil | Nil | NAD
4 (334057700 |66 [37|3|8.3|8109| 60 |38|3| 9.7 |12| 20| 6 | 15|103| 13 | 142 | 109 | 18 | 129 | Nil | Nil IC'ZS‘SIS Nil | Nil | NAD
5 |44385(7600|66 26| 4| 14 [7108| 66 |37 |4|113 |5 |19 | 7 |17 [114| 13 | 183 | 108 | 26 | 157 | Nil | Nil | NAD | Nil | Nil | NAD
6 |449428600(65[29]/9]9.6 |8802| 62 |[30]1]10.5]10] 26 178 16 | 153 | 98 | 25 | 185 | Nil | Nil | NAD | Nil | Nil | NAD
7 1493741920069 (27| 7 [11.1{8701| 53 [40|5| 10 [24| 47 | 15|37 97| 14 | 173 | 96 | 29 | 148 | Nil | Nil | NAD | Nil | Nil | NAD
8 500409500 (43]50]5[10.2]8804] 64 |36|6] 115162523 | 5 |8 | 25 | 154 | 95 | 16 | 130 | Nil | Nil | NAD | Nil | Nil | NAD
9 |52701(8800|57|39|6(87[9005| 67 [38|7|104 (2527 | 5 |18 [95| 27 | 173 | 93 | 29 | 149 | Nil | Nil | NAD | Nil | Nil | NAD
10 | 61282 (8200 (58| 3 |4 |8.2|8709| 69 |36(1| 9.6 |24 46 | 16 | 29 |114] 15 | 185 | 103 | 26 | 179 | Nil | Nil | NAD | Nil | Nil | NAD
11 {61349 [ 8603 |66 (30| 7 (9.0 [8703] 63 |39|5] 9.8 |37| 61 | 14| 34 [122] 19 | 171 [ 116 | 23 | 149 | Nil | Nil | NAD | Nil | Nil | NAD
12 | 11405 (9804 [ 55(30|3 | 10 [8704| 65 |39|6(10.6| 9 [ 25| 9 | 15 [103]| 10 | 152 | 104 | 28 | 147 | Nil | Nil | NAD | Nil | Nil | NAD
13 [ 12241 (820569 (30| 8 [12.7]8109] 67 |38 |8 | 16 39|66 | 17| 36 | 74| 29 | 124 | 8 | 26 | 150 | Nil | Nil | NAD | Nil | Nil | NAD
14 | 14539 (9004 | 65 (30| 5 [10.4]8200] 69 |37|9|10.7 |20| 47 | 18 | 27 |116] 28 | 165 [ 107 | 27 | 140 | Nil | Nil | NAD | Nil | Nil | NAD
15| 15365 [ 7804 |67 (20| 7 [12.4]8105| 60 |39 |7(109|10| 40 | 17 | 35 | 68| 27 | 146 | 84 | 28 | 120 | Nil | Nil | NAD | Nil | Nil | NAD
16 | 15348 [ 880568 (30| 6| 8.7 [8205] 67 |30|5]| 90 | 8| 10| 9 [ 16 |99 ] 26 | 177 | 87 | 26 | 157 | Nil | Nil | NAD | Nil | Nil | NAD
17 | 16457 {7906 | 62 [30| 9 [10.7| 8404 | 60 |26 | 6| 11.9|19| 28 | 7 | 15 |89 | 16 | 218 | 8 | 26 | 189 | Nil | Nil 1(;2525 Nil | Nil | NAD
18 | 17460 [ 7607 |63 (30]5[9.7 [7008] 75 |26 2| 11.7 |10 39 [ 15] 26 |90 | 25 | 155 | 73 | 27 | 190 | Nil | Nil | NAD | Nil | Nil | NAD
19 {16336 (9006 |57 (40| 7| 8 [8209| 66 |30|8| 86 | 9| 10| 6 | 5 |70 14 | 129 | 8 | 28 | 116 | Nil | Nil | NAD | Nil | Nil | NAD
20 | 16338 (870368 (29]9| 15 [8809] 50 (4791348 |19 ] 3 [ 13 [92] 13| 144 | 105| 29 | 169 | Nil | Nil | NAD | Nil | Nil | NAD
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6.LABORATORY INVESTIGATION OF INPATIENTS

S.No. [IP HEMATOLOGICAL INVESTIGATIONS BIOCHEMICAL ANALYSIS URINE ANALYSIS
No. BT HB AT HB BT |AT BT AT BT AT
TC DC % DC % ESR mm/hrs Urea|Chole [Sug (Urea [Chole |[Alb [Sug|Dep Alb  |Sug |Dep
P |[L |E TC P L E i) 1 o1 Sug

1 1938 |8004 (60 (35 |5 |[11.8 (8206 |61 (36 |2 |13 2 10 |9 (12 83 14 143 (95 |12 158 |Nil |Nil [NAD |[Nil |Nil |NAD

2 1939 |8405 (62 (39 |7 |8.8 |7806 [62 (38 |4 |94 |4 18 |7 |4 124 |16 (214 |96 |13 177 |Nil |Nil [NAD |Nil |Nil |NAD

3 2786 16808 (62 (34 |9 (10 8906 |64 |37 |7 [11.4 |15 35 |6 |25 96 25 |215 |96 |14 188 |Nil |Nil|1-2 pus|Nil |Nil |NAD
cells

4 2928 |7507 |54 |45 |7 (11.1 |7807 |65 |38 |8 [11.5 |44 4 5 |16 87 16 |166 |107 |15 167 |Nil |Nil [NAD |Nil |Nil |NAD

5 443 |9508 |63 (39 |8 |10.6 (8508 |56 (39 |4 |10 17 33 (17 |27 148 |15 [157 |127 |14 168 |Nil |Nil [NAD |[Nil |Nil |NAD

6 517 (8406 (65 (39 (9 (8 8609 |57 |30 |7 [9.5 |15 32 (13 |25 79 16 |158 (88 |16 169 |Nil |Nil [NAD |Nil |Nil |NAD

7 518 |7808 |65 (38 |4 (12,9 |8007 (57 |49 |2 [10.9 |18 22 |18 |26 90 18 169 (107 |17 188 |Nil |Nil [NAD |[Nil |Nil |NAD

8 538 |8105 (76 (29 |5 (9.9 |8808 (78 |28 |4 [10.7 |14 27 |17 |26 119 |29 (239 |118 |28 208 |[Nil |Nil [NAD |Nil |Nil |NAD

9 788 7209 |69 (28 |7 |87 |7109 |69 (38 |9 |9.6 |7 10 (6 |14 87 18 (208 |99 (17 188 |Nil |Nil |[1-4 pus|Nil |Nil |[NAD
cells

10 789 6901 |67 (38 |8 |10 7207 |60 (37 |8 |17 9 9 7 (17 86 27 {199 |88 |28 199 |Nil |Nil [NAD |Nil |Nil |NAD

11 948 7502 |70 (22 |3 |94 8604 |54 |36 |6 |10.5 |23 (56 |13 |28 84 |25 225 (112 |22 152 |Nil |[Nil [NAD |Nil [Nil |NAD

12 949 17903 |69 (33 |2 |12.8 |8306 |55 |44 |4 |14 32 |70 |14 |38 75 25 1215 |94 |24 182 |Nil |[Nil [1-2 pus|Nil [Nil |NAD
cells

13 1326 |8004 (58 (34 (8 |11.5 9007 |56 (35 |5 (11 14 (37 19|27 126 |36 [167 |102 |25 143 |Nil |[Nil [NAD |Nil [Nil |NAD

14 1404 19004 (68 (25 |7 |7.9 8809 |67 |25 |6 |3 15 |28 |10 |20 67 15 (139 |73 |14 133 |Nil |Nil [NAD |Nil [Nil |NAD

15 1405 |8305 (66 (36 |6 [10.6 (8208 [68 (36 |8 [10.5 |16 |20 |14 |26 128 |25 {200 |132 (27 194 |Nil |[Nil [NAD |Nil [Nil |NAD

16 1408 |8006 (65 (27 |5 |94 7607 (59 |37 |7 |10 17 (32 |10 |25 107 |18 |183 |92 |28 165 |[Nil |[Nil [NAD |Nil [Nil |NAD

17 1393 |7107 |66 (37 |3 |12.7 |7505 |60 |28 |8 (16 3 6 4 |14 138 |15 (194 |123 |16 194 |Nil |[Nil [NAD |Nil [Nil |NAD

18 1495 (8600 |65 (38 |5 (9.8 7604 (64 |37 |8 |13 10 (20 |6 |15 117 |16 [153 |102 |28 135 |Nil |Nil |1-4 pus|Nil [Nil |NAD
cells

19 1496 |8207 (54 (49 (4 |10.9 (8700 |73 (22 |9 (10.2 (17 |39 |5 |14 134 |25 (166 |100 |29 144 |Nil |Nil [NAD |Nil [Nil |NAD

20 1497 |8508 (63 (30 |5 |11.4 (8803 (|65 (26 |3 [10.8 |22 |44 |42 |25 125 (34 [187 |102 |20 143 |Nil |[Nil [NAD |Nil [Nil |NAD
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CHAPTER - VI
DISCUSSION
» Raktha Soorai Vaayu is one of the disease ,which it was described in the text
Yugimuni Vaithiya Kaviyam. It is characterised by absence or irregular of
menstruation, heavy menstrual bleeding, menstrual pain and miscarriage. The
symptoms are correlated in modern medicine is Poly Cystic Ovarian
Syndrome. The clinical study was conducted in 40 cases after screening the
patients. 20 cases were studied in Outpatient Department and 20 cases were
admitted in Inpatient Department of Govt. Siddha Medical
College,Palayamkottai.
» The trial drug Karunjchirakam chooranam is given twice daily after food for
60days.
» The clinical assessment was recorded for every 15days.

» The observations are summarized below.

1. Distribution of cases by age:

The 20 OP cases the prevalence was found to be higher in 13 cases (65%) in
the age group of 26-35 years. 20 IP cases the prevalence was found to be higher in 14
cases (70%) in the age group of 36-45years.

2. Distribution of cases by marital status:
The 20 OP cases the prevalence of disease was found to be higher in
unmarried females i.e. 11cases (55%).IP cases the prevalence of disease was found to

be higher in married females i.e. 17 cases (85%).

3. Distribution of cases by parity:

Among 11 OP cases, 9 (82%) cases were found to be nulliparous and 2(18%)
cases were found to be multiparous. 17 IP cases, 4(23.52%) cases were found to be
nulliparous, 10(58.82%) cases were found to be uniparous and 3(17.64%) cases were

found to be multiparous.

4. Distribution of cases by Religion:
Among 20 OP cases, 14 (70%) cases were Hindus, 2(10%) cases were
Christians and 4(20%) case wasMuslim. 20 IP cases, 19(95%) cases were Hindus and

1(5%) cases were Christians and 0(0%) case was Muslim.
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5. Distribution of cases by Paruva kaalam:

The 20 OP cases, for 8(40%) cases the treatment period was Munpanikaalam
and 5(25%) cases it was Pinpanikaalam.and 4(20% )cases it was ilavenilkaalam, and
3(15%)cases it was mudhuvenilkaalam. 20 IP cases, for 2(10%) cases the treatment
period was koothirkaalam,8(40%), cases it was Pinpanikaalam and 8(40%) cases it

was Ilavenilkaalam and 2(10%) cases it was mudhuvenilkaalam

6. Distribution of cases by Thinai:

The 20 OP cases, 4(20%) were from the land Kurinji, 14(70%) were from the
land Marutham and 2(10%) was from the landNeithal. The 20 IP cases, 3(15%) were
from the land Kurinji, 16(80%) were from the land Marutham and 1(5%) were from
the land Mullai.

7. Distribution of cases by Diet:
The 20 OP cases, majority of the cases i.e. 18(90%) were Non-
vegetarians.The 20 IP cases, majority of the cases ie. 19(95%) were Non -

vegetarians.

8. Case distribution:

The 20 OP cases 9(45%) cases were diagnosed with PCOS only, 9(45%) cases
were PCOS with primary infertility and 2(10%) cases were PCOS seen in fertile
women.

The 20 IP cases, 3(15%) cases were diagnosed with PCOS only, 4(20%) cases
were PCOS with primary infertility and 13(65%) cases were fertile women with

PCOS.

9. Distribution of cases by Body built:
The 20 OP cases, majority of the cases i.e. 8 (40%) cases were overweight and
6 cases (35%) were normal weight.

The 20 IP cases, majority of cases i.e.10 (50%) cases were overweight.

10. Distribution of cases byoccupation:
The 20 OP cases, the incidence was more in students i.e. 10 cases (50%). The

20 IP cases, the incidence was more in non-employee i.e. 14 cases (70%).
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11. Distribution of cases by positive familyhistory:
The 20 OP cases, only 2(10%) cases had positive familial history. The 20 IP

cases, only 1(5%) case had positive familial history.

12. Distribution of cases by chronicity of illness:
The 20 OP cases (irregularmenstruation)
In 0(0%) case had the duration of illness were less than 6 months,
4 (20%) cases were between 6 months — 1 year,

5 (25%) cases were between 1- 2 years,

11(55%) cases were between 2 — 5 years,

The 20 OP cases, majority of the cases the chronicity of the illness was
between 2-5 years

The 20 IP cases,

6(30%) cases were between 6 months — 1 year,

6 (30%) cases were between 1 — 2 years,

8 (40%) cases were between 2 — 5 years,

0 (0%) case was between 5 — 10 years and

Among 20 IP cases, majority of the cases the chronicity of the illness was
between 2-5 years.

The chronicity of illness i.e. infertility before recruitment for the study,

In 9 OP study,

In 4 (14.44%) case the chronicity of illness was between 1-2 yrs. In 5
(55.55%) cases the chronicity of illness was between 3-5 years. In 0(0%) case the
chronicity of illness was between 6-10 years. In OP study majority of cases were
between 3-5 years.

In 4 IP study,

In 3 (75%) case the chronicity of illness was between 1-2 years. In 1 (25%)

case the chronicity of illness was between 3-5 years. In IP study majority of cases

were between 1-2 years.
13. Treatment history:

In 20 OP cases, among 9 infertility cases, 4(44.44%) cases underwent

treatment for ovulation induction, 5 case (55.55%) had not taken anytreatment.
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In 20 IP cases, among 4 infertility cases, 2(50%) cases underwent treatment
for ovulation induction, 2 case (50%) had not taken anytreatment.

In OP study, among 9 PCOS cases, 5 cases (56%) had undergone treatment
for menstrual induction, 4 cases (44%) had not undergone any treatment.

In IP study, among 4 PCOS cases, 2(50%) had undergone treatment for

menstrual induction and 2 cases (50%) had not undergone any treatment before.

14. Thegi:

In 20 OP cases,the majority of the cases i.e. 9(45%) were Thonthathegi . In 20
IP cases, the majority of the cases i.e. 8(40%) were Thonthathegi.
15.Mukkutram:

15. a.Derangement in Vathakutram:
The 20 OP cases,

Abanan was affected in 20(100%) cases. Samanan was affected in 20(100%)
cases. Viyanan was affected in 20(100%) cases. Devadhathan was affected in
16(80%) cases.

The 20 IP cases,

Abanan was affected in 20(100%) cases. Samanan was affected in 20(100%)

cases. Viyanan was affected in 20(100%) cases. Devadhathan was affected in

15(75%) cases.

15 .b. Derangement in Pithakutram:
IN 20 OP cases,
Ranjagam was affected in 5(25%) cases.
IN 20 IP cases,
Ranjagam was affected in 3(15%) cases.
15. c. Derangement in Kapha kutram:
In 20 OP cases, santhigam was affected in 7(35%) cases. In 20 IP cases,

santhigam was affected in 6(30%) cases.

16. Distribution of cases by Gnanenthriyam:
The 20 OPcases,
Mei was affected in 8(40%) cases. Kan was affected in 5(25%) cases.

Vaai, mooku and sevi were found to be normal in all cases.
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The 20 IP cases,
Mei was affected in 10(50%) cases. Kan was affected in 3(15%) cases.
Vaai, mooku and sevi were found to be normal in all cases.

17. Distribution of cases byKanmenthriyam:

Among 20 OP cases,

Karuvaai was affected in 20(100%) cases.

Kai, kaal , vaai and Eruvaai were found to be normal in all cases.
Among 20 IP cases,

Karuvaai was affected in 20(100%) cases.

Kai, kaal ,vaai , and Eruvaai were normal in all cases.

18. Kosangal:
Among 20 OP cases,

In 20(100%) cases, Ananthamayakosam was affected. Annamayakosam,
Pranamayakosam, Vignanamayakosam and Manomayakosam were normal in all
cases.

Among 20 IP cases,

In 20(100%) cases Ananthamayakosam was affected. Annamayakosam,

Pranamayakosam, Vignanamayakosam and Manomayakosam were normal in all

cases.

19. Distribution of cases by UdalThathukkal:
Among 20 OPcases,
Senneer was affected in 5(25%) cases. Kozhuppu was affected in 11(55%)
cases. Suronitham was affected in 20(100%) cases.
Saaram, Oon, Enbu and Moolai were not affected in all cases.
Among 20 IP cases,
Senneer was affected in 3(15%) cases. Kozhuppu was affected in 12(60%)
cases. Suronitham was affected in 20(100%) cases.
Saaram, Oon, Enbu and Moolai were not affected in all the cases.
20. Distribution of cases by Envagaithervugal:
The 20 OPcases,
All are normal.
The 20 IP cases,

All are normal.
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20. a.Distribution of cases by Naadi type:
The 20 OP cases,

Vathapithanaadi and kaphavathanaadi were predominant in 7(35%) cases
each.

Pithavatha naadi in 5(25%) cases. Vathanaadi was found in 1(5%) case.
The 20 IP cases,

Kaphavathanaadi was predominant in 9(45%) cases. Vathapithanaadi was
found in 6(30%) cases.

Pithavathanaadi was found in 4(20%) case. Vathanaadi was found in 1(5%)
case.
20.b. Distribution of cases by Neikuri:
In 20 OPcases,

4(20%) cases had vathaneer pattern. 3(15%) cases had pithaneer pattern.
13(65%) cases had kapha neer pattern.
In 20 IP cases,

5(25%) cases had vathaneer pattern.

3(15%) cases had pithaneer pattern. 12(60%) cases had kapha neer pattern.

21. a. Intermenstrual period assessment before treatment:
The 20 OPcases,

0(0%) cases were in 28 days cycle, 4(20%) cases were in 28-45 days cycle,
6(30%) cases were in 45-60 days cycle and 10(50%) cases were in above 60
dayscycle.

In this study, most of the cases 10(50%) fall under above 60 days cycle.

The 20 IP cases,

0 (0%) case were in 28 days cycle, 3(15%) cases were in 28-45 days cycle,
7(35%) cases were in 45-60 days cycle and 10(50%) cases were in above 60 days
cycle.

In this study, most of the cases 10(50%) fall under above 60 days cycle.
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21.b.Duration of bleeding phase scoring before treatment:
In 20 OPcases,

In 10(50%) cases the DOB was under grade O In 4(20%) cases the DOB was
under grade 1 In 2(10%) cases the DOB was under grade 2 In 4(20%) cases the DOB
was under grade 3 In OP study 10(50%)cases were under grade(.

In 20 IP cases,

In 11(55%) cases the DOB was under grade 0 In 6(30%) cases the DOB was
under grade 1 In 2(10%) cases the DOB was under grade 2 In 1 (5%) cases the DOB
was under grade 3 In IP study 11(55%) cases were in grade O.

22. Clinical symptoms before treatment

Irregular menstruation was seen in 18(90%) cases, amenorrhoea in 11(55%)
cases, oligomenorrhoea in 5(25%)cases, hypermenorrhoea in 5(25%) cases,
dysmenorrhea in 10(50%) cases, weight gain in 14(70%)cases, infertility in 9(45%)
cases, acanthosis nigricans in 8(40%) cases, hirsutism in 4(20%) case, acne in 9(45%)
cases were observed in op cases.

Irregular menstruation was seen in 19(95%) cases, amennorhoea in 10(50%)
cases, oligomenorrhoea in 7(35%) cases, hypermenorrhoea in 3(15%) -cases,
dysmenorrhea in 8(40%) cases, weight gain in 13(65%) cases, infertility in 4(20%)
cases, acanthosis nigricans in 10(50%) cases,hirsutism in 5(25) , acne in 3(15%) cases

were affected in 20 cases of IP.

OUTCOME MEASURES:
PRIMARY OUTCOME OBSERVATIONS:
23. a UINTERMENSTRUAL PERIOD ASSESSMENT SCORE
The 20 OP cases,
In 13(65%)cases there was days cycle. In7(35%) cases there was 45-60 days
cycle.
In 0(0%) cases there was above 60 days cycle.
The 20 IP cases,
In17(85%) cases there was 28-45days cycle .In 3(15%) case there was 45-60
days cycle.

In 0(0%) cases there was above 60 days cycle.
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23.b. IMPROVEMENT IN DURATION OF BLEEDING SCORE
IN OP cases,
16(80%) cases had improved to grade 0 3(15%) cases had improved to grade
1 1(5%) cases had improved to grade 2
IN IP cases,
18(90%) cases had improved to grade 0.
2 (10%) cases had improved to grade 1
24. IMPROVEMENT IN THE CLINICAL SYMPTOMS:
The 20 OPcases,
Regular menstrual cycle in 13 (73%) cases.
After treatment there was a considerable reduction in the symptoms like
oligomenorrhoea,dysmenorrhoea,hypermenorrhoea andamenorrhoea.
The 20 IP cases,
Regular menstrual cycle in 14(74%) cases.
After treatment there was a considerable reduction in the symptoms like
oligomenorrhoea, dysmenorrhoea, hypermenorrhoea andamenorrhoea.
In both OP and IP there are no significant changes in the body weight. In both OP and

IP Infertility cases had not conceived.

25.ASSESSSMENT THROUGH USG PELVIS:
Out of 20 OPcases,
2(10%) cases showed complete clearance of the cyst. 15(75%) cases showed
changes in the size of the cyst. 3(15%) cases showed no changes.
Out of 20 IP cases.
1(5%) cases showed complete clearance of the cyst. 13(65%) cases showed

changes in the size of the cyst. 6(30%) cases showed no changes.
26.BMI SCORE

There is a mild improvement showed in after treatment,it was confirmed by

the BMI score.

27.WAIST HIPRATIO:

There is a reduced the waist hip ratio.

119



YV V V V

CHAPTER - VII
SUMMARY

The aim of the study is to document the efficacy of siddha medicine
KARUNJCHIRAKAM CHOORANAM((Internal Medicine) in the treatment of
RakthaSoorai Vaayu(Poly Cystic OvarianSyndrome)
The raw drug was authenticated by the botanist and the trial drug was
prepared in the Gunapaadam Department of Government Siddha Medical
College, Palayamkottai.
The medicine was subjected to preclinical studies in K.M.College of
pharmacy, Madurai and acute toxicity studies in animal house of Govt. Siddha
Medical College,Palayamkottai.
In preclinical study, biochemical and clinical parameters in a rat model of
PCOS reveals that KARUNJCHIRAKAM CHOORANAM had induced
recovery from Estradiol valerate (EV) induced PCO state in rats, probability
of interaction of the GABA system, regulation of LH surge secretion, increase
the size of dominant follicles and in the uterus it causes better endometrial
tissue arrangements.
For the clinical study, 40 cases (20 OP and 20 IP) were recruited for the trial
as per the inclusion and exclusion criteria and the informed consent were
obtained from thepatients.
20 cases were treated in the OP Pothu Maruthuvam and 20 cases were
admitted in IP ward of Govt. Siddha Medical College, Palayamkottai. Case
sheet proforma was maintained both for OP and IPpatients.
The trial medicineKARUNJCHIRAKAM CHOORANAMwas given twice
daily after food for sixtydays.
Laboratory investigations were carried out before and after the treatment and
concerned data was recorded in theproforma.
USG pelvis was done before and after thetreatment.
Clinical assessments were done once in 15 days for all thepatients.
During the study period, there was no adverse eventreported.
In this study out of 40 cases, the improvement in the clinical symptoms were
normal menstrual cycle i.e., 28-45 days cycle in 20(50%) cases and duration
of menstrual bleeding(3-5days) in 34(85%)cases.

USG pelvis shows complete clearance of the cyst in 3(15%)cases
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Follicular study was done in 1 case and it shows no folliculardevelopment.
Mild improvement changes showed in the BMI and waist hip ratio before and
after thestudy.

As per siddha text and recent research articles, the ingredient of the trail drug
was found to have properties owing to the diseasemanifestations.

In acute toxicity study there was no mortality up to the dose level of
300mg/kg body weight in experimentalmice.

This ensures the safety usage of the drug KARUNJCHIRAKAM
CHOORANAMZas per literature.

Biochemical and KARUNJCHIRAKAM CHOORANAMSshowed the presence

of Calciam, sulphate, chloride, , ferrous iron, Amino acid.
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CHAPTER - VIII CONCLUSION

Clinical study revealed the therapeutic efficacy of the trial drug by showing
normal menstrual cycle i.e., 28 days cycle in 20(50%) cases and duration of
bleeding (3-5days) in 34 (85%)cases.

USG pelvis shows complete clearance of cyst in 3 (15%) cases.

In Pharmacological studies resultd in a rat model of PCOS reveals that
KARUNJCHIRAKAM CHOORANAM had induced recovery from Estradiol
valerate (EV) induced PCO state in rats, probability of interaction of the
GABA system, regulation of LH surge secretion, increase the size of
dominant follicles and in the uterus it causes better endometrial tissue

arrangements.

Preclinical studies biochemical, phytochemical and anti-microbial are resulted
were carried out for the trial medicine of Karunjchirakam Chooranam

The acute toxicity studies conducted revealed that the trial drug was safe at
higher dosage of 200 mg/kg body weight in experimental mice.

Biochemical analysis of KARUNJCHIRAKAM CHOORANAM showed
the presence of sulphate, chloride, starch, ferrous iron, phosphate, unsaturated
compound and aminoacid.

No adverse drug reactions were noticed during the course of treatment.

The trial drug is cost effective and easily preparable.
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ANNEXURE 1
PREPARATION OF KARUNJCHIRAKAM CHOORANAM

Ingredient:

Karunjchirakam - Seeds only.

Purification of raw drug:
Remove the dust particles and soaked it calcium carbonate water. Then allow

it to dry in shade light

Methodology:
The Karunjchirakam seeds were dried under sunlight and made into fine
power. The powder is then filtered in pure white cloth. The prepared drug will be

stored in clean and dry air — tight container.

Dosage:

2gm bd twice a day after food.
Reference:

Poem Ref: Gunapaadam mudhal paagam Mooligai Vaguppu — Pg .no: 463-
464 Chooranam preparation Ref:Gunapaadam Thathu Seeva vaguppu- paagam 2 & 3-
Pg.no: 60, 61.



PROPERTIES OF TRIAL DRUG
The trial drug is Karunjchirakam seeds.

smehdysld (KARUNJCHIRAKAM)

1. Botanical Name : Nigella sativa
2. Family : Renunculaceae
3. Characters :

FEm6U  :eMBLILY

Heienio: Gleuliub

dfley ety

BH(HEhIFTHHSHTET BHFUILIGEITH  L{6TTamILD
almehArTuwil LIBFpd 1OTBBID- DIHHH6MT60
BTUIFF6O HWevalell|lD SHeuireedujd  GLm(Lpsvasled
QUTUIFF O[HHOHTCou emel.

-DBHHWT (& 6T6UTHL LD

4. Chemical constituents:

« Tymoquinone

£

« Tymohytroquinone

®
L4

Ditymoquinone

®
L4

P-cymene

®
L4

Carvacrol

®
L4

4-terpineol

X4

T-anethol

)

X4

Sesquiterpene

)

®
L4

Longifolene



5. Pharmacological action:

¢

* Anti-diabetic

)

®.
L4

Anti-hypertensive

®
L4

Liver tonic

R/
°

Anti-bacterial

®
L4

Diuretic

EXd

* Emmenagogue

EXd

¢ Anti-cancer

®
L4

Immunomodulator

®
L4

Anti-inflammatory

R/
X4

Anti-oxidant

)

¢ Bronchodilator.
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Liver

Liver is mildly enlarged and measures 17.3
o _ cms. Diffuse paren
seen in liver. No evidence of focal lesion is seen. IHBR are notpd el hYperechogenicites

branches appear normal. lated. Portal vein and its major
GB:
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CBD is not dllatEd. Y nce of CHICUIUS seen,
Pancreas

Pancreatic parenchyma appears normal. Pancreatic duct is not dllated No evidence of
calcification or abnormal echogenecity is seen.

Spleen:

Parenchyma appears normal in size and echogenecity. No evidence of focal lesion is
seen. -
KIDNEYS:

Right kidney measures 10.5x4.7cms. Left kidney measures 11.0x5.0cm:s. Parenchymal
echoes are normal and CMD is preserved. No evidence of calculus is seen. Pelvicalcyceal
system is normal. Ureters are not dilated.

Urinary Bladder:

Bladder appears normal. No evidence of calculus is seen. No significant wall thickening is
seen.

Uterus & Ovaries:
Uterus is enlarged in size and measures 9.8x5.3x4.4cms. Endometrium (7mms) and

myometrium appears diffuse cystic changes present.
Right ovary appear normal. Right ovary is measuring 2.8x1.1cms and left ovary is

measuring 4.8x3.4cms. There is a cyst measuring about 3.2x2.7cms present in left ovary.

Both adnexa appear normal.

No free fluid present in POD.

Retroperitoneal structures appear normal.

No significant inflammatory changes or mass in RIF.
No significant free fluid in abdomen and pelvis.
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IMPRESSION:

» Mild hepatomegaly with diffuse fatty changes.
> Bulky uterus with adenomyosis.
> Simple left ovarian cyst.

> Normal sonographic study of GB, pancreas, spleen, both kidneys

and right ovary .
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Liver

Liver parenchyma shows normal size, echogenecity and morphology. No evidence of focal

lesion is seen. IHBR are not dilated. Portal vein and its major branches appear normal.
GB:

Gall bladder appears normal. No abnormal echogenecity or evidence of calculus seen.
CBD is not dilated. |

Pancreas

Pancreatic parenchyma appears normal. Pancreatic duct is not dilated. No evidence of
Calcification or abnormal echogenecity is seen.

Spleen:

Parenchyma appears normal in size and echogenecity. No evidence of focal lesion is
seen.
KIDNEYS:

Right kidney measures 10.3x4.6¢cms. Left kidney measures 10.0x5.3cms. Parenchymal

echoes are normal and CMD is preserved. No evidence of calculus Is seen. Pelvicalcyceal
system is normal. Ureters are not dilated.

Urinary Bladder:

Bladder appears normal. No evidence of calculus is seen. No significant wall thickening is
seen.

Uterus & Ovaries:

‘Uterus is normal in size and measures 8.2x4.0x6.1cms. Endometrium (8mms) and
myometrium appears normal.

Both ovaries are enlarged with multiple peripherally arranged .small cysts and central

echogenic medulla. Right ovary is measurin g 3.5x4.3x3.2cms, Vol — 13.9¢cs, and left ovary is
measuring 4.2x2.5x3.3cms, Vol — 18.3ccs.

Both adnexa appear normal.
Minimal free fluid present in POD.
Retroperitoneal structures appear normal.

No significant inflammatory changes or mass in RIF.
No significant free fluid in abdomen and pelvis.

T iy,

I—h

-~ Note: This imaging modality has its own limitations. Hence it should be correlated with clinical and other parameters,
pi & Patient's identity is not verified. 0%
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m Ms. SUBHASREE 25.12.2018

Age/ Sex |17 Y/F 3712/USG

IMPRESSION:

» Polycystic appearance of both ovaries.
» Normal sonographic study of liver, GB, pancreas, spleen, both kidneys,

and uterus.

Dr. A.GOPINATH MD (RD)
CONSULTANT RADIOLOGIST
Ph.No:8870009015

TYPED. M.P.

Th:s inlaging modalityhas its own limita i '
e < T BRI TH0GS tations. H sk - AL
Paﬂmt’s dentity is not verified, ence it should be correlated with clinical and other parameters,

. dchendur Road, (Near Murugankuruchi Signal)
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| - Name DROALARASHEEDA, It Patlent 1D A VI US 12404
: r\rw.ﬂ:‘aion Nﬂ 16 02300 182267 Ape/Gonder  26Y / Fomale
; ht"ft“llt‘li lw DELGOVESIDDHA MEDICAL COLLEGE Date OG-Mar-2014
| USG ABDOMIEN
LIVER:

IS normal in size and umiform in echo texture,

Imtrahepatic biliary radicles and CRI appear normal, Portal and hepatic velns appear normal,
GALL BLADDER:

Is partially dhlt'm‘h‘d. Nointernal echoes are seen, Wall thickness s normeal.
PANCREAS:;

Appears normal in size and it shows uniform echo texture,
SPLEEN:

S e —n o e ——

Is normal in size and uniform cchogenicity,

KIDNEYS:

RT. Kidney measures 10,1 x 4.4cms. LT, Kidney measures 9.5 x 4,6¢m.

Cortico medullary differentiation is maintained on both sices,

Pelvicalyceal system on both sides appears normal,

BLADDER:

Is normal contour. No intra luminal echoes are seen, Urinary bladder wall thickness is normal.,
RIF:

Appears normal. No free fluid.

UTERUS:

NMeasures 6.7 x 3.dcms. Anteverted.

Myometrium shows normal echogenicity. Endometrium is reqular and thickness is 6. 1mm.
OVARIES:

Right ovary measures 3.9 x 2.3 x 2.2cms. Vol: 10.9cc.

Left ovary measures 3.8 x 2.2 x 2.1cms. Vol: 9.4cc.

Both ovaries show multiple small peripheral arranged follicles of size 2 — 3mm.

P.0.D.:

No free fluid in P.O.D.
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“* Polycystic ovaries.
** Normal sonographic study of Liver, GB, Spleen, Pancreas, Both Kidneys, Bladder and
Uterus.

DR.T.ANNIESTALIN

* TRUNELVES NSUH%/%JR%%’I‘QW (i, 'h: 0462-2501353, Mobile: 9843040346 ® TITANJAVUR  : 22/1, Pudukottai Rd, 'h:279914, 279917, Mobile:B7544 38504, 99529 69814

*
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® PALAYAMKOTTAI: Lakshmi Complex, North High Ground Road, Ph: 0462-258 1353 ® TENKASI 1242, HSamba Street,  Ple04633.223211, Mobile: 99401 60317
® TUTICORIN :40, Palai Road, TPh: 0461-232.7353, Mobile: 99401 10515 ® KOVILPATTI d14-D, Santhai Peltai Road, Ph:04632-228626,  Mobile 994400 72448
® MADURAL : 4, Dr, Thangaraj Salai, Madural. Ph:0452-2521353, Mobile: 99400 80507 ® RAJAPALAYAM: 64, Kanmnraj Napar, 2nd Street, Ph.01563-225101, Mobile 99401 10504

Note :This imaging modality is having its own limilations, Hence this leOIl should be cotreloted with clinical fealures and other parcimeters
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. [Name | Mrs. RAJA PRIVA _ Tz0052018
; Age/ Sex |36Y/F " — )
| = - _ 9316 /usG
| USG ABDOMEN I
’ Thanks for reference
Liver
Liver is mildly enlarged and measures 17.3cms. Di
. _ -3Cms. Diffuse parenchymal h .
seen in liver. No evidence of focal lesion is seen. IHBR are not dilatedv Portaslfzefechog'emcm_es
branches appear normal. ' €in and its major
GB:
Gall bladder appears normal. No abnormal echogeneci '
. ecity or
CBD is not dilated. & y or evidence of calculus seen.
Pancreas

Pancreatic parenchyma appears normal. Pancreatic duct is not
calcification or abnormal echogenecity is seen.
Spleen:

Parenchyma appears normal in size and echogenecity. No evidence of focal lesion is

dilated. No evidence of

seen.
KIDNEYS:

Right kidney measures 10.5x4.7cms. Left kidney measures 11.0x5.0cm:s. Parenchymal
echoes are normal and CMD is preserved. No evidence of calculus is seen. Pelvicalcyceal
system is normal. Ureters are not dilated.

Urinary Bladder:

Bladder appears normal. No evidence of calculus is seen. No significant wall thickening is
seen.

Uterus & Ovaries:

Uterus is enlarged in size and measures 9.8x5.3x4.4cms. Endometrium (7mms) and
myometrium appears diffuse cystic changes present.
Both ovaries appear normal. Right ovary is measuring 2.8x1.1cms and left ovary is
measuring 3.5x2.3cmes.
Both adnexa appear normal.
No free fluid in POD.
Retroperitoneal structures appear normal.
No significant inflammatory changes or mass in RIF.
No significant free fluid in abdomen and pelvis.
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Registered with AERB, Lab Accredited by CMC Vellore

Name | Mrs. RAJAPRIYA T 20052019
Age/ Sex |36 Y/F | 9316/usG |

IMPRESSION:

> No free fluid in POD.
> Normal sonographic study of GB, pancreas, spleen, both kidneys

and both ovaries .

Dr. R.GUNASEELARAJAN DMRD

CONSULTANT RADIOLOGIST
Ph.No: 9443555342
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= CABN RANI SCANS =
. oo >
T P Serumg wd% ﬂumamty
————- e P~ Registered'with AERB, Lab Accredited by CMC Vellore
a T~
]Néme Ms. SUBHASREE B 10.04.2019
Age/ Sex |17 Y/F B 7321/USG
USG ABDOMEN
Thanks for reference

Liver

Liver parenchyma shows normal size, echogenecity and morphology. No evidence of focal
lesion is seen. IHBR are not dilated. Portal vein and its major branches appear normal.
GB:
Gall bladder appears normal. No abnormal echogenecity or evidence of calculus seen.
CBD is not dilated.
Pancreas

Pancreatic parenchyma appears normal. Pancreatic duct is not dilated. No evidence of
Calcification or abnormal echogenecity is seen.

Spleen:

Parenchyma appears normal in size and echogenecity. No evidence of focal lesion is
seen.
KIDNEYS:

Right kidney measures 10.3x4.6cms. Left kidney measures 10.0x5.3cms. Parenchymal

echoes are normal and CMD is preserved. No evidence of calculus is seen. Pelvicalcyceal
system is normal. Ureters are not dilated.

Urinary Bladder:

Bladder appears normal. No evidence of calculus is seen. No significant wall thickening is
seen.

Uterus & Ovaries:

Uterus is normal in size and measures 8.2x4.0x6.1cms. Endometrium (8mms) and
myometrium appears normal.

Both ovaries normal

Right ovary is measuring 3.5x4.3x3.2cms, Vol — 13. 9ccs, and left ovary is
measuring 3.5 x2.5x1.5cms, Vol — 18.3ccs.

Both adnexa appear normal.
No free fluid in POD.
Retroperitoneal structures appear normal.

No significant inflammatory changes or mass in RIF.
No significant free fluid in abdomen and pelvis.

T l.‘nu

NOte Thls imagmg modahty has its own limitations. Hence it should be correlated with clinical and other paraméters.
i Patient’s identity is not verified. 10
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m Ms. SUBHASREE 10.04.2019
7321/U56

Age/ Sex |17Y/F _

IMPRESSION:
» No free fluid in POD.

» Normal sonographic study of liver, GB, pancreas, spleen, both kidneys,

and uterus.

Dr. A.GOPINATH MD (RD)
CONSULTANT RADIOLOGIST
Ph.No:8870009015

TYPED. M.P.

endur Road, (Near Murugankuruchi Signal)
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| Name DR.UALARASHELDA, I Patlent 10 AS VP US 24104
f r\l‘i‘l"ﬂﬁ‘(.)l\ Nn 16012900 1822G7 ARG/Gunder  20Y / Fomale
i ht*ft“llt‘li ll\! D GOVESIDDHA MEDICAL COLLLGL Dt 30 -Jun 2014
| USG ABDOMIN
LIVER:

IS normal in size and tmtform in echo texture,

Imtrahepatic biliary radicles and Ci1 appear normal, Portal and hepatlc velns appear normoal,
GALL BLADDER:

Is partially dhrc'm‘h‘ri. No internal echoes are seen, Wall thickness s normel.
PANCREAS:

Appears normal in size and it shows uniform echo texture,
SPLEEN:

L e ——n o e ———

Is normal in size and uniform cchogenicity,

KIDNEYS:

RT. Kidney measures 10,1 x 4.4cms. LT, Kidney measures 9.5 x 4,6¢m.

Cortico medullary differentiation is maintained on both sices,

Pelvicalyceal system on both sides appears normal,

BLADDER:

Is normal contour. No intra luminal echoes are seen, Urinary bladder wall thickness is normal.,
RIF:

Appears normal. No free fluid.

UTERUS:

NMeasures 6.7 x 3.dcms. Anteverted.

Myometrium shows normal echogenicity. Endometrium is reqular and thickness is 6. 1mm:.
OVARIES:

Right ovary measures 3.9 x 2.3 x 2.2cms. Vol: 10.9cc.

Left ovary measures 3.8 x 2.2 x 2.1cms. Vol: 9.4cc.

Both ovaries normal

P.0O.D.:

No free fluid in P.O.D.
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| IMPRESSION:
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o+ No free fluid in P.O.D.

** Normal sonographic study of Liver, GB, Spleen, Pancreas, Both Kidneys, Bladder and
Uterus.

*

LR

Both ovaries show multiple small peripheral arranged follicles of size 2 — 3mm.
DR.T.ANN/ESTALIN

* TRUNELVES NS“H‘%\%M‘RQ’.%QW (@i, 'h: 04622501353, Mobile : 9843040346 ® TITANJAVUR 1 22/1, Pudukottai Rd, 'h:279914, 279917, Mobile:B7544 34504, 99529 69814

® PALAYAMKOTTAI: Lakshmi Complex, North High Ground Road, Ph: 462-258 1353 ® TENKASI 1242, Samba Street,  PPhe04633.223211, Mobile: 99401 60317
® TUTICORIN :40, Palai Road, DPh: 0461-232.7353, Mobile; 99401 10515 ® KOVILPATTI  :14-D, Santhai 'eltai Road, Phc0ind2-228626,  Mobile 2400 22448
® MADURAL : 4, Dr. Thangaraj Salai, Madural. Ph:0452-2521353, Mobile:99400 80507 ® RAJAPALAYAM: 04, Kiovnraj Nopar, 2nd Street, Ph.04563-225101, Mobile 99401 10504

Note :This imaging modality is having its own limitations, Hence this mpoll should be cotreloted with clinical fealures and other parameters
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GOVERNMENT SIDDHA MEDICAL COLLEGE
PALAYAMKOTTAI

SCREENINGCOMMITTEE

Name of the Candidate: Dr.D.ARIVOLI

Reg No:

Department : POTHU MARUTHUVAM (Branch I)

This is to certify that the dissertation topic RAKTHA SOORAI VAAYU
(Polycysitic ovarian syndrome) Wwith“KARUNJCHIRAKAM CHOORANAM ”has been
approved by the screening committee. -

!

Branch Department Name Signature
1 PothuMaruthuvam Dr.A.Manoharan. MD)., W
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Department of PothuMaruthuvam
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Justusantony71@gmail.com

Dissertation Topic

AProspectiveopen labelled Phase II Non-Randomized
Clinical trial on herbal formulation of
“KARUNJCHIRAKAMCHOORNAM for the treatment
of RAKTHASOORAIVAAYU

( Polycystic Ovarian Sundrome)

Documents Filed
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GOVERNMENT SIDDHA MEDICAL COLLEGE
PALAYAMKOTTAI

Certificate of Botanical Authenticity

Certified the following plant drug used in Siddha formulation (Internal)
“KARUNJCHIRAKAM CHOORANAM” for RAKTHA SOORAI VAAYU
(POLYCYSTIC OVARIAN SYNDROME) taken up for Post-Graduation Dissertation
Studies by Dr.D.ARIVOLI, PG Scholar MD siddha, Department of Pothu Maruthuvam, is
correctly identified and authenticated through Visual inspection / Organoleptic Characters /

Experience, Education & Training Morphology Microscopically and Taxonomical methods.

Table 1: Ingredients of Karunjchirakam chooranam

S.N Drug 1' Botanical Name ‘ Family Parts Used

I
|

{ 01 |[Karunjchirakam Nigella sativa, Linn [ Ranunculaceae [ {
: i Seeds i

N = X - -

2 G e
‘/ Q’\
Station: Palayamkottai Authonzed Slgnature

Date : 2 . 2. 2¢ - N
Lg . Dr. S. SUUTHA, M.Sc. M.Ed.,Ph.D.,
Azscciate Professor
Dept. of Medicinal BEotany
Govt. Biddha Wedical College
Palayamkottai, Tirunielveli - 2
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