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1. INTRODUCTION

Life is man’s most valuable possession and next one is health. Health is the
seat Anchor of the ethical, economical, artistic and spiritual development of man. The
wealth of a country depends on its Natural resources and the Vitality of its people.

“GOD CREATED MAN IN HIS OWN IMAGE”
Man is the wonderful creation of god. The goal of life can be attained only by

the harmonious development of sound mind in a sound body.

SIDDHA SYSTEM OF MEDICINE

Siddha system is one of the antiquated and noble system of medicine.
Siddhars belived that the service to the humanity is the service to the lord. According
to tradition it was lord shiva who unfolded the knowledge of Siddha System of
Medicine to his concert Parvathi who handed this to Nandhi Deva and he handed to
the Siddhars.

Siddha system of medical practice is considered as divine art as it lays its
emphasis on inner soul in addition to that of external body. According to this system,
man and nature are interlinked with each other. Any change in the nature or universe
will influence the man.

Man is said to be the microcosm and universe is the macrocosm, which reveals
what exists in the universe exists in the man. Man is a miniature of universe,
containing five atoms of various principles, with constitutes minerals, vegetables &
animal kingdom.

Siddhar’s the Scientist of Tamil culture, in their way to find the immortal life.
This system of medicine is based on spiritualism; hence it is difficult to bring it into
closer contact with modern methods. The principles underlying this system and the
mechanism of this system works in still a myth

“Science without religion is lame

Religion without science is blind”

-Albert Einstein
“odHOH CouemIL TOUTID WITHNBDHEH DHHHBH WIS
SIBBSHI GUITBS U j6moledr
B GBS (942)
No medicine is necessary if we eat after assuring that what we have already

eaten has been digested



BASIC CONCEPTS AND PRINCIPELS OF SIDDHA

Our universe is created under the principle of five basic elements (so called
Panchabootham), 96 Thathuvams, Sapdha Dathukal and three Humours Vatham,
Pitham & Kapham. The salient feature of this system is that which uproots the root
cause of the disease and find perfect remedies for body, soul and mind. Siddha
system is based on two theories namely Panchabootha and Tridhosa theory.

“‘uryiium |y SHenobdl wewibT Chuy ufleuTujeurasTul omFe

WbHemBsv CFyluT  FLIDTFSH
- HHs DOHSHOTRSF F(HBSHLD

According to this human body is composed of the basic elements viz earth,
water, fire, air and Ether. Human body is functioning on their homeostasis of three
vital forces such as vadha, pitha and kaba. Any dearrangements in the homeostasis
may lead to diseased condition called pini or noi.

‘Beutd BT & euerl allFHIDBLITENL HEHID

BEVhSH DUIGBHID ©_60HLOTH6V60T

- Ozmevasmiilwid (1589)

“uTHIOTUI LD HH LN5H eueelimil &TdHE]

CahHmID FHIOMUI HIOLHHI”

- Gxemywit WHSHHIUI UTFSHLD

‘Wb Genpuienid Gpmul GFuiud mTGeomT

o6l (LpH6Om  eTemTenl  cLp6iTy”

- FoEGDT (941) WEHS DASSTTID

The three vital forces circulating in the body in different proportions helps in
the digestion of food and maintain the vitality of the body. When there is provocation
in the ratio of vital forces it will be disturbing the normal condition and will result in
dryness (vatham), heat(pitham) and cold (kabam).

Kuzhanthai maruthuvam is a specialized branch in siddha medicine
which deals with the treatment of the diseases of children upto 12 years.
According, the lifetime of children is divided into various stages or paruvams. Since
they are kappu, senkkeerai, thalattu, sappani, mutham, varugai, ambuli, sitril, siruparai
and sirutherviduthal paruvams. For female child they can further divided into

ammanai, neeraduthal, oonjal, paethai and paedumai paruvams.



The disease that occurs in children can be broadly divided into two viz, karuvil
thondrum noigal or Ahakaarana noigal, diseases that occur during the intrauterine
period . Purakaarana noigal, the Disease that occur after the birth of child i.e due to
extrinsic causes.

Siddhars have classified the disease into 4448 types. Out of these 4448
disease the author selected ‘Mannun veluppu Noi’.

‘There is no cause which merits a higher priority than the protection and
development of children, on whom the survival, stability and advancement of all
nations and indeed human civilization depends’ (plan of Action of the World Summit
for Children, 1990).

One of the main aim of child survival and safe Motherhood programme
(CSSM) is to eradicate childhood anaemia, since anaemia is the most common
disease in the Indian context.

The major health concern in this modern world is due to life style modification
and poor dietary style which is turn lead to many malnutritional diseases including
anaemia. Anaemia usually results from either loss of blood by bleeding or an
inadequate diet or malabsorption there are three main deficiencies that cause anaemia-
Iron, vitamin B12 and folic acid. Iron deficiency anaemia is one of the most
widespread disease all over the world, as it constitutes 90-95% of the total.

The prevalence of anaemia is highest in Women of reproductive age and
children. Basically healthy nation, which depends mainly health of women and
children. So my ultimate aim is to improve the health of the children. Keeping this
aim in my mind. I have gone through various siddha literature to find a suitable, cost
effective, safety haematinic for people, And I have decided to take SIRU VILVATHI
ELAGAM mentioned in ANUBOGA VAITHIYA NAVANEETHAM for the
treatment of MANNUN VELUPPU NOI (Iron deficiency anaemia).

So the author has selected MANNUN VELUPPU NOI (Iron deficiency
anaemia) for this dissertation work. In order to treat this, a safest highly efficacy and
effective drug is needed so the author selected SIRU VILVATHI ELAGAM

SIRU VILVATHI ELAGAM is a multi compound herbal drug has the trial
run through a literature review of modern and Siddha texts, Bio-Chemical,
Pharmacological and clinical trial where carried out and the result obtained were

discussed in the end.



2. AIM AND OBJECTIVE
AIM:

Prevention and cure are basic aims in Siddha system of medicine, which
prevent disease by careful dieting and proper relaxation of the mind to achieve a
totality of health.

India being densely populated with people of different socio-economic status,
children with poor sanitary facilities, poor, personal and environmental hygiene are
the common victims of this disease. It forms one of the major causes of sickness
among children which causes a heavy economic burden to health services. They have
been suffering from various diseases due to deficiency on nutrition.

It is essential to find out a simple drug to treat this disease. The drug should
be easily available, economic, easily administered and also highly effective in smaller
doses.

As a siddha pediatrician, an extra personal interest in the study of new drug for
this common nutritional deficiency has been aimed.

The aim of the dissertation work is to analyse the selected disease Mannun
Veluppu Noi (Iron deficiency anaemia). Both clinically and experimentally with the

trial drug of SIRU VILVATHI ELAGAM

OBJECTIVES

1. To collect the literature of both siddha and modern aspects of the disease
Mannun Veluppu Noi (IRON DEFICIENCY ANAEMIA).

2. To study the clinical course of the disease with observation on the etiology,
classification, pathology, prognosis, complications and treatment by siddha
aspect.

3. To have an idea about the incidence of the disease with age, occupation,
economical status and climate conditions.

4. To expose the clinical diagnostic methods mentioned by siddhars to know how
the disease manifest due to deranged mukkutram, poripulangal, udal
thathukkal e.t.c.

5. To analyse the trial medicine in bio-chemically, pharmacologically and

microbiologically for complete evaluation of the drug.



. To make use of modern parameters in the investigation side to confirm the

diagnosis and to follow the progress of patients.

. To have a clinical trial on the disease MANNUN VELUPPU NOI with the

siddha drug SIRU VILVATHI ELAGAM.

. To make an awareness among the parents about the prevention of the disease

in children.



3. REVIEW OF LITERATURE

SIDDHA ASPECT
Locuitgmledt Geuerpliy Grrul
(PSITEDIGN]:

o LIDIBE eIelmwenuiujld 2 JHMSUID  QsETBUIUEH  Hieu  FHaeuns
AMmBBIU  GHHP, QEGHHBWUTRIH FUSHHTHIGH6MND EQATWILTIH  HTHIOITH
SHSILBSBHI.

o Libflsd o 6o alevmiser  (cells) o ult  empeasBE  Fibsemyub,
o ufifeumueyid WseD Seudlwiorergl. Geielfeiblo 2 Ff (PpHed 2 6TeNHhIGBT6L
AUMT BHBBIQUIGZ. 2 LIDIT6L 2 66l DiGHHemen allevmidbEnd@EGHD Gsvd  Frdlsd
® 66N (IPHHWIDTRT 2 MINILSeNTSW  apswen  CUTEIBaIBBIG@GID 2 ullf,2 eorie)
Wymesreumu] Gumelipenaubenen ieMdsHamigul auendUled CLBETEMID DIEN6ITSHEMHUILD
dBHH OF6060HIIQUI (PSHSWIDTET Q&IBTE GHHFH HHIULGSBSHI.

aeiGon gCopamIld @@ &Trewid UBN GHHFH ellevmideT CHLewLUjD GUTIHSH
uresi(s  CrpmwimeNdl eUmABSHL.  61enCeu Rewan  GHMBHEH6M0 2 WL THB  CUTIDS
GHMHHGH CHTUISHSHTHHD 2 _6MILTHBH. 6al6al  GHhHmHHE o 6w
enemledl Oauenliy CHTUI OSWSHUISHIOND aTUbHHHTE  SHSLILGIBSH.

GHMHHEG L _WILTGD  LTewi(® Ghmul  LLERIWI  BHTTENIBIGBETTED
2 _MILTGHD DUBSIEL LD6WT 2 _6WILIHTEL  GHMBHHEG 2 WL TGD umewi(h Cprul
umsnsl B&sL_Hemguisd eMeuyoms  FmrLL (HeiTengl.

Geuenliiy CrTwITeIHl GLHMSHHETLID FHenelsd STewiliLBL  CrTuIm@LD.
QUSTT(HLD GLDHENHBHEIMLLD ABEHIU STenILILI(HeUSHTeV, OF:3Y] St Herlest
QUEMTFFMWIWD, HBBeL HMBeMeIUD OCeuGauTs LTHEHBHL. DHID  CeuErpliNedr
AMBH6I60  @QepmTe  oewiemIedt  Oeuenly  CBTUI L Hwl  ellenee|Hemel
gBUBHHIBMBHI.  oewr, Fmibusd  BuUTB  GUTHL HemeT 2 _ewILSHBGHD, GleuETpLiL]
Crmuis@ 2 siten OHTLALY UBB UL FHHTH6ET DHBTVHHCVCW HediE DBHSHI
1L emeud GisiTeneni. Loewr, &FmbLeL CumeiimsuBenm FriliBeug Oeuemli GpTuler
S @lwirasCGeur SI6L6VG) RQULpEH6L el Gmmul CamrBmields
HMTeRIOTHEUT EHEHBMHI.

fml @HMHHBEHD, FM QS IHD,  HHBB OB EHLD,  LD6wIT
FmbLey, OFmIseL, HMHBbM, SBUID euBpler WH Haldbd RFnF CBTaHIh D66
BLbH 2 _WILUSHTeL HTamidD GHTuTG. 2 I Q&mewi  GuUTmensE gbu euuip
omHev, GFflwmenio, euThd, HWFF60, &I, euuiIBEILILL WHeOW GhTuiseT H6wiH
® L6d Owelbxk Gmaed ampl  OeuendHdl  efmig  1omTy  HIgHH0  (PHedul

GB G emRIGEMeT BT (BLD.



GoumpIOLIwWiTH6IT :

Geuemii Gmmul, Qeuewtenio GmBTUl, GleeTTLITEITL LD.
Suied :

‘CrahHs  BTHHHHeL 2 sien  Felbd  JNMIBHET  GHOBHH ~ CHBHID
CouensHsl BasB@d urem® GmTul” ereim GUWIT.

Spsd GO VGhH LUHSHHl6h cuensserien MBLGSID OBBID SBTehF s
s ReuBenm CasLewLwl GFuIgH GmSHuler BBHMBUID slenLenwuid CabBoHd
2 Levdb@ Gelswigul o | Hm Hulld OHTLTDeD 2 1L e»6v OeuEndssd OFuiun Grrul
oIl ABHHWT meubHHW Lisitenend SO sleiienId HIT6Vs0 FamLLIL (BHeTeng).

Guaud LLBUBI BIBHH6T LTewIH GrHTulesr Ruisors LILGIMI FnBBIHHMeNT
Oxpfelsdlama  SeuBpeT GrTUBTL6d GBIl (PpH6L [BILED UGHFH -2 66D
HITe60

QuiBend HBID TSl 2 L6d OelEhHdH, S0, HHHBHEW RMAIHEMET Hbdl

utTd@led GmAulss CeuemHameBEGID CHTULTEGHID 61618l FBIESIBEHI.

Gmmul euHd euf:

urewr  Gmmul  eu@ld  eudl UMY LNeleUHID  HIELH6ME0  FnmUILIL(HeiTengl,
UTELEUTEHLLD 61608 HIT6VI6N FnBEILiLIg

“olenenigl aim@& GCbhiTenio elUFDT UlDIhHd BHemmul

SIS 6UTHS HTEDI LOLITENITD 6UTU|Tnly

LeWeils SIPEP 60HHM LGBy Hlob@Hh GHaib

B6VH CoHHH HTEWID HeWINWH OCoIEHHESGHH HTC6

- 1@.Oureir @& FGymeiroswi

WwHMmeL GBI MmBHHIOUD 61653 HIeO6 SnBBILILY,

“CUEIRITE  &LOHENSHBEIT  LDEUIT 60T (HHGHILDTE 60

Gumedeurs 2 L 60 GeuEns@GD”
GLHEMBHEHEIT D6 2 _6WILIHTEL 2 L 60 GlelEhdELD.

GWHMS GSHIEUD 6I6IB BI6I6T FnBHILIg,
e o aueled 2 66N GHMBUT{HE6I
901 I F & 6iIenin
% LDGWT FMIDLIEL 2 6wTemidHe0
% BEEWT LDMHSID (LP6VID GIBLIBLD

- 1o@h.CF.Feugewi(pHyTERT



SIBHHWIT QITHLID 616D HIEVI6T FnBHILIY,
“BTOW&IB CFTeLISBBTID LITeWIB aIbSH
BEVLDTEN H(HIOIDGI CFTe060H BHEM)

FHTOEIB HTUISHHMS 6D CHTeHF CFUIHTEV
HIeMNHe  VIITeN QUTHGHD DB GlFTev6L
amEOwesis  ldUILINGHD CFal seurs
rBEIDd Ul GFTELEVEITRI HMTEh GFUI1H60
CauGnediB &G L1dHaH60ns

CoupissLT Qeuiy 1ehdld masTCLTUICH”

% Qump@mrilen weend GBI L CFUims GCFUIH6L
¢ saremaniBuTed 2 6t LISIOSHTHAL(PID Si6diL] UTITLLTo60 Gleumiient
BTemTLI & d60
¢ a1l Calsalwennd NS FOTFHMS gBUGHHD dnigul elnHUTNL
SYRISTIIPLD CHTUPID B T6ITemeD
B QBHHTTEORIHENTEY  LNHHID  DFHsl (B ® Libled Geuliy 1lehd
MBBTOEH6MNED  BFMT6)y 2_6wILM@LD.
Copemywii euUTHLID 6163 [TVl FnMBBILLY,
“‘emAW a6 (LPsiTEHID HevHEHIE CBUIUTEL eUTEVID
ORI 6TEVIDLIHI  H6VEVID  LOMBIENSBWIT  LD(HHISHLD
UmaW upeh GFTBMIEID LIPD6Y HlenmensdUITEID
wm@w  wulTtsenmed aupSHGL  CrTusTeL”

QbCmTWITeNgd  Wei(pet, o 10, GpHevedled &ML, 6T, &60, OLIeuISH6I
QGLmHHISB6T, WSad uUmpw GFmml, WUl HeobHIeTeN 2 606 UHUIMEIHEN6I

9 EWILIGHTEVID, LMDl D6VID 2 L 6060 HenmaubTevld GHTeimd: FnlgUidl.

‘Umeueny WemiensWITeVd GUTed  [5HemTendUITeVID
arenBel (pLH&Hd OBTewi(h HBHIOBH HI_Hend WITEVID
o®menGeu G0 HeNTeNEL LOI(PBEH FL_dHend  WITEVILD

CumECeuTer GLmguisnmenid LIBé@EHT Owieim srGemr”

WOGHWIrs o _amie)] CEBTETEUSHTID, DS HLOTH BT GYHHe0TeVILD,
SHTPTEILOTU] BUIgLl  UBSSTIOe0  (WL&HS  Osmewnih  UBHHIES S UUSTEID
CuGusTenHHed UBHHISG SLIUSTID, GLEHTICFTHmMS LG WITVILD ABEHTUI
LIBH@LD.

-61610..3. @ Mo b gy eir.



GWHMS CHTUIEET 6160IB BTV FnBEHILIY:

2 Lelled OHd alhHHbHSH CHemauTal FalBHTHISHHMEULMLU 2 _606|dh
Goopallameuld  GmBulsveimen OFbHHB  Fou DiemIbHeT  Gemmelenmevld RHEHTUI
6gJBLIBLD.

- o.61610.F By HTemi i fsitensn (Lrsw 1)

aumeLLOEUIT eMeuSHHWID 6163 HIEV6T FnBBILIY:
‘GHHBID ATHEMY GBI 15HHHCHML
HHHOW BLEGOTH6L FIT6D GHH 6uHI)
QwHH6a auruip®ms Guelluld CelEmeHdHid HTEmID
WHsH urewi® Grrabinsiim CuFemiT GHTuidHTCe
Gpemilouts by sHHCW LHHHCHTL
mEBemnGuim eormedr GITeL MHIOTHHemIoH CHTHLOTEI6L
TEBTUI eUTHRIGED (LPHTLPLD ubHHII GuUT@LD
sl LrestBOUTYHID eumevlamT Lfleutu1F OQFmebreonmu”

-eumeuLO&SIUNT  emeuGH I

& s NHHup CFTHEI o 1OIDBT S SILBLD.
% BGxmmev GeuEmdEID.

SBHHWT ufygenid 400 e1eim BTV FnBEBILIY:
“BeuBeurTaell QU GWITTH6TE LSHdHieh CFulens
BTL_IQEVIGTEN  HIFFTHNTH6NIBH 60HIHHTE6L
Qumsveurs 6laeHHIQHT LBMB albH
Qumsstenmenr  &ByaGIDsLeVTEI GLID BuT@sv
QFT6L60THBIY ML MRIH6IT @GH6ILOLD LITent(H
BIWTHITH SHemoailensil GFulsH LITeILD
616V6VIM([ HEMBHAL DO BdHH LITe
@evien(pei® elugogTul endles GsGern”

& DBTUMHHHD  HIFFTHemenr  FilbHmn  Gured  @bd BT IgeIsIT6NT
BlFFTHeTHeT  QuilweuTaeT  BBID  HevevalTHeMNeT  CFUINHMUISG
GMHH! eTeierll HemaBWTgeTed SHICUTeD GHTUIEsT 6ubdHl EF(HID.

o ol CFulh  HIDalmETTED  LIToUSHSTEL 2 6WILTGHD  6l6
FaBLILIL_(h6iTeN ).

-GLISHIFTLO.



SaubSfl meubFHluid 616iim BHTedr FaBmILIg:
“‘BpbAGL uteni® Crrseh CFTHABL GambmsHs Gsermul
BohIABL aurslsHss FHBsoBust Lbleneusmer LOTHILI

UfibsisT Genrer@Gumen QUTHHHINIHTE  LD6wITC6wTT

LUHHSHIISTID LTewi(h alsnenbdH B GLoeismeomGLo (1

B LPEVHFHETEN  60EMEINHHAL  LDEWT & 60T EVI6NT

CapmemaswT CrasbHHTevn HIWTONG CFredHHTsevlbH

CaprxBumany enemiueTenTTdEGHd HNHATEh GFTHevmsvID

Goumionpy, HyGHT_mimsein WehFAGW LiTewtHour@io” ()

X/
A X4

X3

*

X/ X/
° °

X/
°

g, UHdH, sUmEsT arCBroLraim sraddbsil GuregsTevid
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MODERN ASPECTS
ANAEMIA
DEFINITION:

Anaemia is defined as a reduction of the hemoglobin concentration or red
blood cell [RBC] volume below the range of values occurring in healthy persons.
Which vary by age, sex, altitude, and pregnancy status.

Anaemia is a global public health problem affecting both developing and
developed countries at all ages.

Anaemia is often multifactorial and is not an independent phenomenon.

Iron deficiency is the most common cause of nutritional Anaemia in the world.
Although other conditions, such as Folate, Vitamin B12 and Vitamin A deficiencies,
chronic inflammation, Parasitic infection (hookworm and malaria), and inherited
disorders, blood loss due to trauma can cause Anaemia.

As of 2010 the global prevalence of Anaemia was approximately 32.9% .

Date from the 2005-2006 round of Indians national family health survey
(NFHS) reveal that approximately 55% of women and 24% of men suffer from
Anaemia.

Anaemia is the blood disorder, characterized by the reduction in:

1. Red blood cell count (RBC)
Hemoglobin content
Packed cell volume(PCV)
Mean Corpuscular Volume (MCV)
Mean Corpuscular Hemoglobin (MCH)

AN i

Mean Corpuscular Hemoglobin Concentration (MCHC)

WHO CRITERIA FOR DIAGNOSIS OF ANAEMIA:
Hb % level based (October 8, 2018)
+¢+ Children 6 months to 6 year : Less than 11gm Hb%
¢ Children 6 years to 14 year: Less than 12gm Hb%
- TAP TEXT BOOK OF PAEDIATRICS
GRADING OF ANAEMIA:
WHO grades Anaemia according to hemoglobin level as follows
% Hb between 10gm and cut off point for age: Mild
% Hb between 7 to 10 gm: Moderate
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++ Hb under 7gm : Severe

++ Hb under 5gm: very severe.
ETIOLOGY OF ANAEMIA:

Causes vary with age and Anaemia may be multifactorial
New Born:
« Maternal infections
¢ Maternal Anaemia
¢ collagen vascular diseases
< prematurity
++ Jaundice (hemolysis due to ABO or Rh incompatibility, G6PD
deficiency, sepsis)

% presents of hemangiomas or cephalhematoma
« Result of blood loss(Antepartum haemorrhage, postpartum

haemorrhage)

Young infants (3 months to 18 months):

Infants may have physiological Anaemia at 2- 3 months of age. Delayed or
inadequate weaning with predominantly milk- based diet results in poor iron intake,
leading to nutritional iron deficiency, usually occurring at 6 months to 2 yrs of age;
other causes include chronic diarrhea or cow milk allergy.

Megaloblastic Anaemia may be nutritional, due to use of goat milk in infants
and a vegetarian diet in older children.

% Physiological Anaemia(Normal variation of Hb and RBC and not a true

Anaemia)

+» Iron deficiency Anaemia especially in prematures(with or without protein
deficiency)

Older babies and Children:

Common Causes Less Common Causes

¢ Malnutrition and iron deficiency | % Leukemia

+* Inherited defects of RBC

¢ Infections ¢ Heamoglobinpathies, or congenital

spherocytosis.
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+ Bleeding disorders
% Haemophilias

% Nephritis, Nephrosis
¢ Thrombocytopenic purpura and

petechial bleeding.

o % Rare causes-aplastic Anaemia,
% Ankylostomiasis o .
pernicious Anaemia.

ETIO - PATHOGENESIS:
Anaemia due to defects in haemoglobin synthesis

When there is deficiency of Iron, Vitamin B12, Vitamin C, Folic acid,
Pyridoxine, Thyroxine, Proteins and Copper there is decreased haemoglobin
synthesis.

Anaemia due to immaturation of red blood cells:

In megaloblastic Anaemia large nucleated red blood cells are seen in the red
marrow of the bones. This immaturation is due to non-availability of Vitamin B12,
Folic Acid.

Anaemia due to Red Blood cell defects:
The life span of matured red blood cells is about 120 days. Sometimes they

may die within their usual lifetime. This leads to Anaemia.

PATHOPHYSIOLOGY OF ANAEMIA:

Subnormal level of haemoglobin causes lowered oxygen carrying capacity of
the blood which leads to hypoxia in organs.

¢ Increased release of oxygen from haemoglobin

% Increased blood flow to tissues

% Maintenance of the blood volume

++ Redistribution of blood flow to maintain the cerebral blood supply.
CLASSIFICATION OF ANAEMIA

Anaemia is classified by two methods:

1. Morphological classification

2. Etiological classification
MORPHOLOGICAL CLASSIFICATION

Morphological classification depends upon the size and color of RBC. Size is

determined by mean corpuscular volume (MCV). Color is determined by mean
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corpuscular hemoglobin concentration (MCHC). By this method Anaemia is
classified into four types.
1. Normocytic Normochromic Anaemia
2. Macrocytic Normochromic Anaemia
3. Macrocytic Hypochromic Anaemia
4. Microcytic Hypochromic Anaemia
Normocytic Normochromic Anaemia:
% Size and color of RBCs are normal. But the number of RBC is less.
« Post-hemorrhage - early stage
«» Hemolytic Anaemia
% Iron Deficiency Anaemia - early stage
¢ Systemic diseases like endocrinal, renal and hepatic diseases
«» Bone marrow disorders like hypoplastic Anaemia, myeloinfiltration,
dyserythropoiesis, myelodysplasia and masked megaloblastosis.
Macrocytic Normochromic Anaemia
RBCs are larger in size with normal color, RBC count is less. Folate and
Vitamin B12 deficiency, hypothyroidism.
Macrocytic Hypochromic Anaemia
RBCs are larger in size. MCHC is less, so the cells are pale. Combined
deficiency of Iron and folate or Vitamin B12
Microcytic Hypochromic Anaemia
+ RBCs are smaller in size with less color.
% TIron deficiency Anaemia
% Haemolytic Anaemia
+» Haemoglobinopathies
ETIOLOGICAL CLASSIFICATION

On the basis of etiology Anaemia is divided into five types
1. Hemorrhagic Anaemia

2. Hemolytic Anaemia

3. Nutrition deficiency Anaemia

4. Aplastic Anaemia
5

. Anaemia of chronic diseases
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PATHOLOGICAL RED BLOOD CELLS IN ANAEMIA

In Anaemia, many kinds of abnormal red cells including nucleated forms are
seen in the circulation. These abnormal cells are:
I. Anisocytosis(Variation in size of RBC):
Macrocytosis:

The size of the cell is 9 to 12 microns. This occurs in pernicious Anaemia,
Plumbism, acute Anaemia due to severe haemorrhage and erythroblastosis foetalis.
Microcytosis:

The size is less than 6 microns. This occurs in iron deficiency Anaemia
chronic bleeding, polycythaemia and Anaemia’s secondary infections.

Normocytosis:

The red cells are is normal size, found mainly in pest haemorrhagic Anaemia.

I1. Pokilocytosis (Variation in shape of RBC):
Ovalocytosis:

The oval shaped red cells occur in some human families. Such a condition
does not cause ill health, but a minority may manifest haemolytic phenomena.
Spherocytosis:

Spherocytosis may be seen incongenital haemolytic Anaemia and in certain
other acute haemolytic Anaemias. The red cells are very fragile.

Sickle cells:
In arterial blood, the red blood cells are normal in shape, but in venous blood.

Some cells assume the shape of sickle.

I11. Polychromatophilia (Irregularity in staining):
This indicates an increase in immature red cells in circulation and occurs in the

following forms:
Normoblasts:

Nucleated red cell indicates over activity of bone marrow, commonly seen in
severe Anaemia.
Patchy staining of the cells:

Indicates immaturity occurs in pernicious Anaemia and most of the blood

dyscrasias.

40



Punctate Basophilia(Basophilic stippling):
It occurs in lead poisoning and severe Anaemia, and chronic malaria.
Reticulocytes:

Occurs in acute bleeding and in pernicious Anaemia.

SYMPTOMS AND SIGNS OF ANAEMIA:
SYMPTOMS:

« Inability to concentrate

< Weakness

% Headache

% Body ache

+ Giddiness

« Fatigue

¢ Lassitude

% Dyspnoea on exertion

« Dimness of vision

« Dizziness

¢ Insomnia

% Tinnitus

« Anginal pain

« Paresthesia in fingers and toes
¢ Palpitation

% Loss of appetite

«» Mental apathy

«+ Constipation

¢ Abdominal distension

% Hair loss

« Exercise in tolerance

SIGNS:

¢ Pallor of the skin, Mucous membrane, palms, nails and conjunctiva
% Smooth, pale, glossy tongue
« Angular stomatitis

« Glossitis

+* Cheilosis
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Koilonychia

Pica

Tachycardia

High volume pulse

Haemic murmur

Oedema

Hepatospleenomegaly

A mid-systolic ‘flow’ murmur, chiefly in the pulmonary area, is appreciated
when the degree of Anaemia increases, reflecting increased blood flow across
heart valves. Systolic bruits and postural hypotension may be noted with
moderate to severe Anaemia.

Severe Anaemia is characterized by a high output state with an elevated pulse
pressure and a ‘collapsing’ pulse. Anaemia may participate heart failure even

with a normal cardiovascular system
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IRON DEFICIENCY ANAEMIA

Iron deficiency Anaemia occurs when the decrease in total iron body content
is severe enough to diminish erythropoiesis and cause Anaemia. The numbers are
staggering; 2 billion — over 30% of the world’s population — are anemic, many due to
iron deficiency. The major factors which influence its prevalence include poor socio-
economic status, low dietary intake, poor accessibility to healthcare facilities and
worm infestation in the population.
Iron requirements during childhood

Understanding of iron requirements, intakes and bioavailability is essential to
explain the vulnerability of some individuals to develop iron deficiency Anaemia.

The iron released from the senescent, red cells during the first 8- 12 weeks of
life(a period of quiescent erythropoiesis) is stored in the body and helps to maintain
erythropoiesis upto 4-6 months in a normal term infant and upto 2-3 months in low
birth weight infant. Normal infants at birth have about 75 mg of iron per kg body
weight, two thirds of which is present in red blood cells. Infants and children should
continue to absorb 0.8 to 1.0 mg of iron daily to reach the adult body stores of 4-
Sgms.

Normal body losses of iron are about 20g/kg/day and most of these losses
occur by the shedding of cells from intestinal mucosa. These losses are small and are
relatively constant but may increase many folds in the presence of diarrhea, dysentery,
and parasitic infections.

Certain factors protect infants from becoming iron deficient in first few
months of life. These includes

% Preferential delivery of iron to the fetus during the pregnancy particularly
during last three months of gestation

+» Placental transform to the newborn immediately after birth when the cord is
allowed to pulsate before being clamped.

% Exclusive breast feeding for first four to six months of life, due to better

bioavilability of iron from the breast milk.

Structures of the red corpuscles in IDA
In Iron Deficiency Anaemia, the red blood corpuscles are decreased or normal in
the number and hemoglobin content is reduced. In the smear, the red cells appear pale

with a large central pale area and many of the red blood cells appear to be smaller
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than the normal. This type of Anaemia is called “hypochromic and microcytic

Anaemia”

Etiology:

The etiology varies with the age, sex and country of residence of the patient
Etiological factors in iron deficiency Anaemia
Increased physiological requirement

++ Rapid growth- infants and preadolescence

+» Menstruation

% Pregnancy
Decreased iron stores

¢ Preterms

++ Small for dates

s Twins
Decreased iron assimilation
«+ TIron poor diet
« Iron malabsorption
¢ Sprue
% Pica
% GI surgery
«+ Chronic diarrhea
¢ Delayed weaning

«* Malnutrition

« Gastro intestinal bleeding
¢ Milk induced enteropathy
% Peptic ulcer disease

« Inflammatory bowel disease
« Drugs- salicylates

¢ Hook worm infestation

% Fetal Maternal transfusion
« Jlatrogenic

« Bleeding diasthesis

¢ Repeated venous sampling
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Increased demands
¢ Prematurity
% Low birth weight
% Recovery from PEM
+ Adolescence
Iron poor diet
% Dietary inadequacy is present in more than 80 % of cases especially in the
poorer groups. This is still encountered in privileged societies under the
following circumstances.
++ Infants are also at high risk because the diet predominantly milk contains
very small amounts of iron. Human milk provides only about 0.3mg / litre
of iron.
++ Premature babies have only lesser amount of storage iron in the liver as
well as body
¢ Children especially during the early years of life have a need for dietary

iron to accommodate growth and expansion of the blood volume.

Iron malabsorption
% Iron malabsorption is an unusual cause of iron deficiency where
malnutrition is rampant however both histologic and functional
abnormalities of the intestine are common. Defective iron absorption is
caused by non- tropical sprue.

% Partial or total gastrectomy impairs iron absorption caused by reduction in
gastric acidity and acceleration of the food through the upper portion of the
small bowel. The absorption of both haem iron and non-haem is defective.

¢ Pica or the habitual ingestion of non-food substances is common in
children and pregnant women. It markedly inhibits iron absorption.
« Pancreatic enzymes may contribute to the high incidence of iron

deficiency in patients with cystic fibrosis.
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Gastro intestinal bleeding:
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7 &S with host's faeces

A

Penetrating Host's skin

Fig. 12.4: Stages in lite cycle of Hookworm
Fig.no.1

Hookworm infestation (Ankylostomiasis) is the most important cause of
intestinal blood loss worldwide. The parasites Ankylostoma duodenale and
Nectar americanus attach to the proximal portion of the small intestine and
suck blood from submucosal vessels. The amount of blood lost is a function of
the hookworm load, which in turn is proportional to the number of ova in the
stool. Each worm has been in the intestine for months or years, draws, 0.2-0.5
ml of blood per day. It has been estimated that the loss of hemoglobin for
every twelve worms may be one percent. Fecal ova counts in excess of 5000/g
are regularly associated with iron loss of more than 3 to 4 mg/day and a high
incidence of iron deficiency Anaemia.

Milk induced enteropathy associated with occult Gastrointestinal bleeding has
been implicated as the cause of iron deficiency in some infants.

During the first year of life, meckel diverticulum is a well- recognized cause

of asymptomatic bleeding in adult men and postmenopausal women, occult
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bleeding from the gastrointestinal tract is the most common cause of iron

deficiency.

X/
L X4

Gastrointestinal bleeding also is prevalent among iron deficiency infants and

children. Characteristically gastro intestinal bleeding is occult and

unsuspected.

«» Peptic ulcer disease is a well — documented cause of occult blood loss.

% Crohn’s disease and ulcerativecolitis also are commonly associated with iron
deficiency.

«+ Corticosteroids, Indomethacin and other non- steroidal anti-inflammatory

agents may also induce gastrointestinal tract bleeding.

Pathogenesis:

Iron deficiency Anaemia develops when iron supply to the bone marrow is
insufficient for the erythropoiesis.

It has been stated that the body is normally in a state of positive iron
balance. When a negative iron balance occurs due to blood loss, increased
requirements or impaired absorption, the deficit is made good by iron mobilized from
the tissues and an adequate supply of iron for haemoglobin formation is maintained. It
is only when the tissue stores are exhausted that the supply of iron to the marrow for
haemoglobin synthesis becomes inadequate and hypochromic Anaemia develops.

Thus iron deficiency may be regarded as developing two stages.
% The progressive depletion and culitivate exhaustion of the available tissue
iron stores
« TIron deficiency state, which may be divided into three distinct stage of

severity.

Stage Manifestation

Early stage Storage iron depletion

Second stage | Iron limited erythropoiesis

Third stage | Iron deficiency Anaemia
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Stages of iron deficiency Anaemia
1. Storage of iron Depletion

Iron reserve is small or absent and is characterized by reduced serum ferritin
or reduced iron concentration in marrow and liver tissue. Haemoglobin and serum
iron, Transferritin concentration and saturation are within normallimits
2. Iron limited Erythropoiesis

Haemoglobin (Hb) may still be normal but serum iron is low and TIBC
increased with a low serum ferritin and raised free erythrocyte protoporphyrin (FEP)
3. Iron deficiency Anaemia

The flow of iron to erythoid marrow is impaired to cause reduction in
haemoglobin concentration with a progressive microcytic hypochromic Anaemia
associated with reduced serum iron, transferring saturation and serum ferritin level.
Role of iron deficiency Anaemia in various systems
Cardiovascular system

Dyspnoea and palpitation are common symtoms while on exertion but in very
severe Anaemia the patient may get cardiac failure and there may be dyspnoea at rest.
Haemic murmurs are commonly heard in anemic patients. The murmurs are most
often mild systolic murmurs heard at the mitral area.

Systolic bruits over the carotid arteries in the neck are sometimes present in
anaemia usually they are bilateral and occur in the absence of an aortic systolic bruit
and disappear following correction of the anaemia. Jugular venous pressure increase
in severe anaemia due to high pulse pressure with a capillary pulsation. Oedema of
the legs occasionally occurs in ambulant patient with severe anaemia as the result of
venous capillary pressure on exertion and increased capillary permeability.

Central nervous system

Symptoms include faintness, giddiness, headache, roaring in the ears, tinnitus,
spots before the eyes, lack of concentration, drowsiness and with severe anaemia
clouding of consciousness, numbness and sometimes tingling of the hands and feet.
Reproductive system

Menstrual disturbances are commonly associated with anaemia
Renal system

Slight proteinuria may be present with severe anaemia. Anaemia may further
reduce renal function at which nitrogen retention develops; correction of anaemia in

such patient is usually followed by a fall in blood urea.
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Gastro intestinal system

Anorexia is the commonest symptom, nausea, flatulence and constipation may
also occur. Slight to moderate smooth hepatomegaly is common in severe anaemia
and when congestive cardiac failure develops. The liver may become tender. In
certain cases of Iron deficiency anaemia spleen may be enlarged
Pyrexia

Mild pyrexia may occur with severe anaemia but marked fever is due to either
the causative disorder or due to some complicating factor.

DIETRY IRON:

The dietry iron comes from two sources, Heme and non-heme, the later being
the major source of iron in diet and is found in varying degrees in all foods of plant
origin. Heme iron is present in meat, fish and poultry but low. Heme iron is better
absorbed than non-heme iron and is not influenced by dietry factors.

Breast milk even in spite of low levels of iron (0.5mg/lit) has a better
absorption and bioavailability as compared to cow’s milk. Good sources of iron in
the diet includes, pulses, dhals, green leafy vegetables, dates, nuts, jiggery, meat and
fish. Administration of 50mg of vitamin C increases iron absorption by two folds.
Complication of iron deficiency Anaemia

% In patients with heart disease severe anaemia may precipitate angina

pectoris or congestive heart failure

¢ Infections are more common in Iron deficiency anaemia, especially those

of respiratory, gastrointestinal and urinary tracts.

% Growth problems: In infants and children, severe iron deficiency can lead

to anaemia as well as delayed growth and development.
Investigation required for iron deficiency Anaemia
Blood investigation

% Total red blood cell count
¢ Differential count
« Erythrocyte sedimentation rate
+* Mean corpuscular volume (MCV)

% Mean corpuscular hemoglobin concentration (MCHC)
s Packed cell volume (PCV)
« Peripheral blood smear

s Red cell survival
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¢ Serum iron

¢ Serum ferritin concentration

% Serum protein

% Serum creatinine.
Urine investigation
«+ Urine sugar
% Albumin
¢ Deposits
+ Red blood cells
« Pus cells
Stool investigation

% Occult blood
« Organisms
% Ova
% Cyst
% Red blood cells
« Pus cells
Special investigations occasionally required

% X- ray barium meal, X-ray barium enema, X-ray Chest
¢ Endoscopy, Colonoscopy, Sigmoidoscopy, Gastroduodenoscopy
« Isotope studies
« Skeletal survey for multiple myeloma and secondary deposits
% Bone marrow examination
¢ Liver function test
«+ Jejunal biopsy, urography, selective angiography
« Ultrasonography
LABORATORY DIAGNOSIS:

In Iron deficiency anaemia the haemoglobin is less than 11 gm in children.

The red cell count in rarely below 2.5 million/cubic millimetre and the red cells are
usuall microcytic and hypochromic reticulocytes and platelets are normal or
increased. The white cell count is normal. Serum iron is usually below 30mg/100ml.
(Normal is 250-350mg/100ml). Bone marrow haemosiderin is absent. The PCV,
MCV, MCH, MCHC are all reduced.
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DIFFERENTIAL DIAGNOSIS

Anaemia of infection

Pyridoxine (vit B6) deficiency Anaemia
Haemoglobinopathies

Sideroblastic Anaemia

A

Anaemia of lead poisoning

Anaemia of infection:

Chronic infections such as rheumatic fever, rheumatoid arthritis, tuberculosis
and malaria may have associated with mild to moderate anaemia, which is
normochromic or slightly hypochromic, serum iron is low, total iron binding capacity
is also decreased. Bone marrow haemosiderin is present.

Pyridoxine(Vit B6) Deficiency Anaemia:

It is characterized by severe hypochromic microcytic anaemia, often early in
infancy and progressive hepatospleenomegaly. There is elevation of serum iron.
Marrow shows erythroid hyperplasia with nucleated normoblasts containing iron
inclusions, they so-called sideroblass in abundance. There are abnormalities of
tryptophan metabolism.

Some Haemoglobinopathies:

In haemoglobin abnormalities like thalassemia, the red cells are microcytic
and hypochromic. Thalassemia minor is distinguished by normal serum iron, normal
total iron binding capacity, decreased mean corpuscular capacity, normal serum
ferritin volume, normal serum ferritin and transferring iron saturation.

Sideroblastic Anaemia:

Most of the red cells are hypochromic and microcytic, serum iron is high and
iron deposit in the marrow, liver and spleen and excessive. Many erythrocytes and
erythroblasts contain non haemoglobin iron(ringed sideroblasts) in their mitochondria.
The spleen is usually enlarged.

Anaemia of lead poisoning:

Anaemia of lead poisoning is hypochromic and microcytic and may be
moderate to severe. Basophilc stippling of red cells, which helps to differentiate it
from iron deficiency anaemia pronounced increase of aminolevulinic acid and
coproporphyrin in the urine is characteristic of lead poisoning. Increased levels of

lead in urine and blood are required for definite diagnosis.
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DIAGNOSIS
Following criteria are essential to diagnose Iron deficiency anaemia
% History of inadequate intake of dietary iron and blood loss if any.

% Typical symptoms and signs like easy fatiguability, pallor, pica,
koilonychias, smooth tongue, cheilosis, and dysphagia associated with
general considerations.

% Hypochromic and microcytic structure of red blood cells

¢ Low serum iron, increased total iron binding capacity.

« Bone marrow hemosiderin absent

« Blood loss usually occult

% Platelet count is either normal or raised

¢ Hemoglobin estimation variably reduced

+ Reduced mean cell volume

« Erythrocyte count may be normal or reduced

« Serum ferritin level is reduced

MANAGEMENT
Management of IDA is considered by three methods
% Correction of anemic state
Over all correction of nutrition with articles rich in iron is important. Iron
deficiency is corrected by intake of rich iron content diet and administration of
medicinal iron.
% Replenishment of iron stores
+ Elimination of the cause
PROPHYLAXIS
The main principles in the prevention of nutritional Iron deficiency
anaemia are,
+¢ The regular consumption of a well balanced diet containing an adequate
quantity of iron
% The periodic administration of iron as drug during increased physiological
needs such as rapid growth during infancy and preadolescence, pregnancy,
lactation and menstruation.
*+ Maintenance of a normal hemoglobin level in the mother for the

prevention of iron deficiency anaemia in infants. Premature and unduly
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small infants should be given prophylactic iron as a routine therapy. Iron
rich sources should be added in the infants diet from the third or fourth

month and thereafter be progressively increased.

PREVENTION OF IRON DEFICIENCY ANAEMIA (IDA)

The basic approaches to the prevention of IDA include

1.

DIET

Protection and promotion of breast- feeding for as long as possible along
with timely weaning is effective in preventing IDA Low birth weight
infants need iron supplementation from the age of 2 months.

Dietary modification and consumption of larger amounts of habitual foods
increases total iron consumption by 25- 30 percent. Processes like
germination, consumption and green leafy vegetables would be additional
long-term methods for prevention of IDA.

Periodic deworming with anti-helminthic drugs for hookworm infestation
and schistosomiasis should be considered in endemic areas.
Supplementation with medicinal iron is considered necessary to reduce the
extent of anaemia in developing countries.

Food and salt fortification with iron are evolving rapidly and would be one
of the most effective ways to control IDA. Salt fortification gives an iron

content of 1 mg per gram of salt in the preparation.

Haem iron sources

K/
£ %4
X/
A X4
X/
A X4

K/
£ %4

Muscle meat (red more than white)
Organ meat(e.g Liver)

Fish and shellfish

Poultry

Non-haem iron sources

X/
A X4

Oatmeal

Nuts

Pulses

Dried fruit

Whole meat

Bread, eggs

Green leafy vegetables

Iron fortified cereal foods
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+» Jaggery and yeast

¢ Foods rich in vitamin C enhance iron absorption.

Self care procedures for Iron deficiency Anaemia

1.
2.

2o W

10.

Eat more foods that are good sources of iron

Concentrate on green leafy vegetables, red meat, beef liver, poultry, fish,
wheat germ, oysters, dried fruit, and fortified cereals

Foods high in vitamin C like citrus fruits, tomatoes and strawberries help the
body absorbing iron from food

Red meat not only supplies a good amount of iron, it also increases absorption
of iron from other food sources

Take an iron supplement

Increased dietary fibre to prevent constipation

Avoid aspirin and products with aspirin

Eat fresh uncooked fruits and vegetables often. Don’t overcook food that
destroys folic acid.

Avoid bare foot

Personal hygiene should be maintained such as, washing hands, trim

fingernails...
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3. MATERIALS AND METHODS
To find the efficacy of SIRU VILVATHI ELAGAM, the following studies

were carried out in the present investigation.
1. Collection, Identification and confirmation of the raw drugs, for the
preparation of trail drug
Preparation of trail drug
Biochemical analysis of trail drug
Pharmacological studies of trail drug.

Microbiology analysis of trail drug.

AN i

Clinical trail

The clinical study on “MANNUN VELUPPU NOI” is being conducted in the
OUT PATIENT and IN PATIENT of Postgraduate Department of Kuzhanthai
Maruthuvam at Government Siddha Medical College and Hospital, Palayamkottai.
Selection of cases

Patients reporting with symptoms of inclusion criteria will be subject to
screening test and documented using screening proforma. 20 IN PATIENTS and 20
OUT PATIENTS are selected. IN PATIENTS will be given medicine and provided
hospital diet. OUT PATIENTS will be provided by medicine and advice for dietary
regulations.
Inclusion criteria

% Age :5to 12 years
« Sex : Both male and female children
«» Hb level between 7-10 gms.
¢ Pallor of skin, nail beds, palms, conjunctiva and mucous membrane
% Lassitude.
« Fatigue
* Anorexia
¢ TIrritability
% Worm infestation
«» Anaemia due to iron deficiency.
« Families with poor economic status
% Having perverse taste to eat mud, sand, ash, etc or increased food cravings
(pica)

¢ Brittle nails
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¢ Shortness of breath

< Palpitation

% Patients willing to give blood and urine sample for lab investigations
whenever required

« Informed written consent given by parents/guardian of the patients.

Exclusion criteria
% Hb less than 7

¢ Patients with chronic infection

«» Morethan age of 12 years

« Renal and liver diseases

% Bleeding disorder

¢ Malignancy of any type(Thalassemia major, Aplastic Anaemia, Sicklecell
Anaemia, Hemolytic Anaemia)

« Rheumatic fever

% Nephrotic syndrome

¢ Tuberculosis

Withdrawal criteria
¢ Occurrence of any adverse reactions
¢ Patients turned unwilling to continue in the course of clinical trial
% Poor patient compliance

Study of clinical diagnosis

A case sheet was prepared on the basis of Siddha methodology and modern
methodology to diagnose the disease. An individual case sheet was maintained for
each and every patient.

A complete history of the patient was taken. Name, Age, Sex, History of
present and past illness, Antenatal, Neonatal and postnatal history, personal and
dietetic history, family history and Socio-economic status were noted.

Siddha diagnosis was made on the basis of Envagaithervugal, Mukkutram and
Ezhuudalkattukal.

Modern diagnostic methods were adopted with the consultation of pediatric

professor.
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Tests and assessments
Siddha tests and assessment
% Mukuttram
% Udalkattukal
« Envagaithervugal
« Neerkuri
% Neikuri
Clinical assessment
<+ Pallor of skin, nail beds, palms, conjunctiva and mucous membrane
« Habit of Pica
% Lassitude
¢ Fatigue
< Palpitation
«» Tachycardia
% Heamic murmur
¢ Angular stomatitis
< Worm infestation
* Anorexia
Laboratory assessment

The Modern diagnostic tests such as blood test for TC, DC, ESR, Hb, PCV,
MCV, MCH, MCHC, Peripheral blood smear, etc., urine analysis for albumin, sugar,
deposits, etc., and stool examination for ova, cyst, occult blood to rule out any
existing illness, before and after treatment.

Administration of Trial Medicine:

The trial drug was prepared carefully.

Before starting the treatment deworming was done with Nilavagai choornam —
3gms Od at night with hot water for 3-5 days. “SIRU VILVATHI ELAGAM" 2.5gm
after food for 27 days was given to all the 40 patients two times a day during their
treatment period.

The Biochemical analysis of trial drug was carried out in Department of
Biochemistry, Government Siddha Medical College and Hospital, palayamkottai.

The pharmacological analysis for Haematinic and Hepatoprotective activity
of the drug was done in the pharmacological laboratory, Arulmigu kalasalingam

college of pharmacy, krishnankoil.
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Anti Microbial study for pesudomonas aeruginosa and Escherichia coli
was done in Malar Daignostic centre, Tirunelveli.

Observations were made from the 40 patients with signs and symptoms of the
disease were recorded. In addition to medicine the patients were advised to take iron-

rich diet and to attend the out patients department for further follow up.

58



PREPARATION OF TRIAL MEDICINE AND DRUG REVIEW
wmbHeT QuwiT : Fpeleveurd Sensd

GFm FIHGBET :

(a1)
OEVIET) TN G T - 20 uevLd
6001 60T T - 4 g
Gleusv6VLD - 20 weod
ST FFIDLIDFFT B - 10 wsvld
QehFFFTHI - 10 wsvLd

(=4)
eggeuifld] - V4 uevld
BevaUBIBLD - V4 Leold
CBBxTed Falen @, - V4 uevlD
RIG - Y4 uevid
OVEREY: YWTREY - Y4 uevd
BevaumisLILIGHH T - Y4 ueod
FIprasiiy, - V4 ueolD
sreflFliuggf - Y4 ueod
CaTHEHIne06e alend - Y4 ueod
FI P& BMU - V4 ueolD
GIBeveV(Lp6iTerl - Y4 ueod
LhHHeNensdll LIHLIL - V4 ueolD
Oeul 19 BGeuit - V4 uevid
efleomlg & 1bGeuit - Y4 ueod
GIBB G - V4 oD
Bapeir - 8 LI6UID

Ceuienm :

alevauCautiul emLenwl HAHH9HH @ UTERILSHHeO_ B HTeVILIy  FHeuoremim
QB 6l IgQeoT(H LTHIOTHE &FWILd &HTUIFF  algslly meldhdHlh OHTeTsemea]b.
IINFFIDLIDEFFTHI, SehdHFFTH Remaudenenu]ld GoBLY GHIBHLET HevbH D60
OausvevdHmed HmIHH AGLUCUBBIF Fm Hwrses sfMbaH UTGHUSSH6L ()elsvisiTern
FTenend OBTEhFID OBTEHFIOTHSH HNeNd HleWgdhdeNs  61606VTID [HEIBTHD H6VHSD
e SWPpsdd Cohemen el (b HIBTHE HvbHHID Gofly wmlenr e Likisme
LTSS HSl6d LHSTUILBSHSMLD.
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ey :
2.5 & QmGeusment YBTTHHBEHE L6 (HT6m6v, LDTEN6V)
S Gpmul :
LosviTemIedT  Gleu@TpLiL] Ghmul
QUSTIHEO
SDCLTEH waUSHHW HeubHld (LTS 8)
UGS WILD:
o iy, yefiiy, ymas BHHHaID
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1. eMeveuGeuiriiL_enL:

DRUG REVIEW

SYNONYMS GFTHL, Fmelens, gnelener,
FuSHSIHIOD, H6TL_60,L0THITID
BOTANICAL NAME Aegle marmelos
FAMILY Rutaceae
PART USED Root Bark
CHARACTERS:
F606 ST, 6NSBLIL]
HEENLD SHL_LID
Lfley BT
Qurgl @GemILD:

aleLsVIIH A6 BaumdE IBIGHEID ITU|SHLID

CamevQeurerim LHHH OHTLTEFTENLI-0160HL

STHEHIID HOIBMmeh FHHOWTEH Gouielsdluld

CoumGior® BHHIGELD.

- @OWIUTLLD cpellensd au@GLIL.
& 6mILD:
G, (PpHGHBBHHeN CoxB, CaFmemu, MUISBHTeVIEHILTe HiTGaul mdb, &I,

bOrmmID, (prniewil, 2 1 60 BB RMAUBEMENTUID BHHEGLD.

uFHHHCHBH, Fmauulleiend, OCUEBRIBINFF6U, 6ldbHe0, DIP6L,  GHJID
QoLILT  QIThd, 2 L60 SMeNHHe0 UDHUMe BRGD DGUILD  DIPDHUID,

9 | B@& 6USTENONUILID SH(HLD.

ACTION:
¢ HleuTriLd

@,

7
%

SMDDOILIHEH D)

)
°

LSS HSHIT6wIg
wevldeNH &)

)
°

CHEMICAL CONSTITUENTS:

Fagarin, Marmin, Skimmianine, Maresin, Umbelliferine, alkaloids-
dimethylallyl, 4-methoxyphenyl, dimethylallyloxy, ethykinnamamide.

Minerals such as Iron, calcium, magnesium, potassium.
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2. qe\)rﬂaﬂ:

SYNONYMS : 6ehd, CHMImIBID, Hig
BOTANICAL NAME : Elettaria cardamomum
FAMILY : Zingiberaceae
PART USED : Seed
CHARACTERS:
66l : ST
HENELO : Geuliib
L6y : SBITLIL
CuTHIEG6eMILD:

CpTemienl. ITUIHET HTVG HhiH6i60
Camenimid GmpTwig) FrribLeT G&HHTe0
o ewienl GuTed eT(pm HL 19 HMFFTID
o _1pemeL aIMH Fevphd elegehdiyLd
uswTen Ceudbend alHTHCHTUI SHTFUPLD
urapeh Camol Lemielbgl BHLL (LD
Slemienl. uiemereusit L1HHD Seneud6less060mD
SV IDMRIBIOD 6§60 DHHHCSH. . ...
-CHEmTWIT @GH6mIeUTSLLD.
@6wILD:
OpTemienl, HT6, euTul, HSPITUI ERemeudeIled 2 WL TG CHTUISHmETULD,
@mIeL, HWEFF6L, BTFHMHDBE, OBehFer CaTempsl B, Fevbd BHehd EReIBENBUID
CUTHGID. DIPEM6L UBBILD.

ACTION:
% QeulILI(LPENTL T
RN S G IV PRIV 315 101)

< ufHSHGHTemIY

CHEMICAL CONSTITUENTS:

Fixed oil, essential oil, volatile oil, Terpinyl acetate, cineole, free terpineol,
alpha terpinyl acetate, linalool, limonene, myrcene, manganese, potassium, starch,
nitrogenous mucilage, ligneous fibre.

Minerals such as calcium, copper, iron, manganese, magnesium, phosphorus,

zinc.
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3. &ymby

SYNONYMS : SlehFHBID, 2 _MHL 1D, EEVNIRIBID,
Camab, &Hyell, euFTBIGID, HEHOUTUI
&JTIbLY.
BOTANICAL NAME : Syzygium aromaticum
FAMILY : Myrtaceae
PART USED : Bud
CHARACTERS:
FEME : SITLIL, epIeImILIL]
HENENLO : Geuliib
L6y : SBITLIL
QU@ 6ewILD:

“‘BWoHs wwssd Cuaown® eurphgluybGurd
GHHNTH HHHBLLD CHTemiGor — Odhs
Revaukisnhl QBT al(hd GHM FHBLOTGHLD

weophICH &I HOLW6T TIPS

“RrbA VB LMIBTNT GTellLIKIS 60T EhHFTHBHTL
FbpeolLTF Freum Awlnlewiu] oHalbEL
Lisll yGaur® sfluLmb Cohmeinsleded
sy, CourBenyddl eur.”
-DIBSHBHIWIT  G6EMT6UTHLLD.
G6mILD:

WdHHD, BGud), aImbhdl, GHHBEBILFFe0, BT UL LBNFF60, 6IHUTUISSHLIL,
Caal@pmmul, HeoubHOFFID, SBISHHIOFFID, Hewiewlled L, LMLGHET HIUIeBens
b GLD.

ACTIONS:
< Feusmnn
RN S G IV PRIV 315 101)

< uflHSHGHTemIY

CHEMICAL CONSTITUENTS:
Eugenol, Caryophyllene, eugenin, gallic acid, oleanolic acid, myricetin, ellagic

acid.
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4. :&5G:
SYNONYMS : DHBHB6, DHBID, YTHIHD,
® LIG6V6VID, 2 6Vihd &ehd,
HOBUSHBHITIO, Fewng, CFTewrg,
OFerLisieuD, GF6eTQITewID, HOIFDBI,
BTHIID, OHEMAIHID, NFaIGLINID,
alLcppuwl SdisLD, CeurdosTibL.

BOTANICAL NAME : Zingiber officinale
FAMILY : Zingeberaceae
PART USED : Rhizome
CHARACTERS:

N6 : SITITLIL

HENENLO : Geuliib

L6y : SBITLIL

Qurgl @ewiLD:

“@emeuldbmId OBEheFMNY GHTL G LIDLOEmsy

apsuld EemILILTIHDEL APSHGHI- AITEVHL

CaHTLIDE FMIH COHTLTeUTH GHIOBHTdH

CamLIbey, WBUTEGHEH HHES .

- DIBHIHWIT G 6MUTHLLD
G6MILD:

Gaflwmenip, wITEURAFFL, yeflGuitiub, Geulinb, &peurus Gmrul, ERewlil,
@mosy, HPFFe0, BHEIBMID, GeMob, MUIBBIIIFD, &HTHS GHHH6V, (WPHEHTUI,
Hemev BBTUI, @GHemevaueld, LITewi(h, aUIBBIS &HHHeo, MuIGETID GuimiD.

ACTIONS:
% QeulILI(LPENTL T
& LASHHHSHMEIY

RV M CTOV TR YE: i)

CHEMICAL CONSTITUENTS:

Zingiberene, Zingiberols, Sesquiterpen,B  bisabolene, Curcumene,
Monoterpens, Geranial, Neral, zingirone, ginerdoils, gingerols, D-camphor,
farnensena.

Zingiberin that dissolves parasites and their eggs.
It contains Iron, calcium, phosphorus, carotene, thiamine, vitamin C, niacin

and riboflavin.
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5. 10en@:
SYNONYMS : &M, ST, Gsmensld, HImissn,
WOIflwed,  FHOUBSBID, 6U6TNFID, LOTFID,

GmIOeNE, LDeneLLITEN.

BOTANICAL NAME : Piper nigrum
FAMILY : Piperaceae
PART USED : Dried unripe fruits
CHARACTERS:
Fienel : 6MBLIL ST
HET6NLD : Qeul1LD
L6y : SBITLIL
Qurgl GemiLo:

“‘hrard utemi® FCevuHHIomI  HFTend@HeoLd
AMHD DMHAINSHSID LOTELPEVLD-g&HIF 6dT6nll
WITFLOLIGD OMJLD LGB HTFLOlene
BIFH SULOeTalanmen”.
- IBSHIHWIT GEMEUTHLLD.
“CamamIdeiB LGB0 @GUILeCIT SHbeITsH
Caremipmis (WHHBG&H6T CHTermIGHTUI- SHrevrilu
HTHICHTUI LDTHTGH6IOMBI HTDHEN6V  LO[HFH6ILD6NST
JHIGHTUI HTUNHHB6L FBIE.”
- Gopemywit GewIEUTSHLLD.
& 6mILD:
Wendlemsd  @GeMiTayd, umewi®, Camemlp,  HINFF60,  GH6NDID,  6uTU,
gemeuuieenito,  Gleundl, (PsULD,  FeSTNWITFID,  SiUeroomyD, LIFG&D,  GS(HLD6L,
ubHNTHID, GUIWGITHID, Garemidansd, &Hen@wTUI, GFaleusd, STHHESHSHIOD,

@aflwrenip, &moTeNeL Remer BUITELD.

ACTIONS:

% BIBEIEIL_MTebD)
RGO TG IOV THYE: i)
* (WpemBOsULILISBS
* BHIQUILEWIL T
% QeulILI(LPENTL T
% eibHHIBMIFS
S QUTHIOL B

% BFa
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CHEMICAL CONSTITUENTS:

Piperine, Piperidine, Voltaile, Essential oil, phenolic amino acids, alpha
tocopherol, feruperine, butylated hydroxytoluene, butylated hydroxyanisole.

Minerals such as potassium, calcium, zinc, manganese, iron, magnesium,

copper. Vitamin — A, C, E, K.

6. SNAHHAT60:
SYNONYMS : B, 2 _6WIFJID, 2 _6veneUBTd],
&moerr,  @GLmf,  Gsmevsd,  Bsmel,
CamemipwmIBa,  Fmg,  Fyb,  Hiewe,
OTH, Hewenr, OFemewig,  HevwiBHeV,
&EMILD, &6Vl60, LIT6voILD, L TeV,
meCHd, DL, PHIDHHS.
BOTANICAL NAME : Piper longum
FAMILY : Piperaceae
PART USED : Dried unripe fruits
CHARACTERS:
FEME : AeoflIL
HEVT6NLD : SHL LD
L6y : 6oL
QuIr g1 @ 6wrLd:

BAmHed G GenIii Sulli el

Fem6T LITGWI® FHUITFID DEITaFHId
QuTbeL oamemd Frliient cpTFeng GpBTUI

yfld &Hehasv GHTLID 16daepid
QImID 6ulIoLImES CaT(H 108HTHTID

aTHID AHWpH CHTL6h aRIGeiT
Quepomemeorifl Gosll L& pld

Qub HNedrs GurmkigemyoHaBeu

- GEWIUTLLD cpellend U@L
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G 6WILD:

SHUedwimed  @HLosd, G6eo, Gewliyy, wilniewi, mener, UTERIH, LOWISHSHLD,
Gemauuieienio, GUTHIDEL, Hemevausll, pTFemF HEOTMBMID, GGHTeTemL CHTUI, PHE -
&1H — wemr Gpmuiset, LChTUiEeT, HeT BBHE&H Sl BHRGL, bHBBelbhI
BBIGLD.

ACTIONS:
% QeulILI(LPENTL T

LY S G IV DRIV 315 101)

CHEMICAL CONSTITUENTS:

Volatile, Starch, Fatty oil, Piperine, piperttine, asarinine, pellitorine,
piperlongumine, piperlonguminine, pipercide, piperderidine, resin, methylpiperine,
certain amino acids.

Minerals such as calcium, phosphorus and Iron.

7. QeveumisliLiGHI:

SYNONYMS : sreflgusaf, Horeoughaif
BOTANICAL NAME : cinnamomum tamala
FAMILY : Lauraceae
PART USED : Leaf
CHARACTERS:
F606 : ST
HE6EmLD : Qeul1LD
L6y : SBITLIL
Qurgl @GewILD:

“Cuaard FHHETID ORI_MLHEUT FRIBTFID
SIBLIHHID UThIFT eurdwIGHTUI-CLodsd g6
& 19WTH HTHIBLLRA em&lUms GursalalBid
GBI LB aunhibssh FHenev.”
-SIBHHWIT  GIUTHLLD.
G6WILD:
Guas&TID, MWD, Oeilenl, Genli], S0, BTG ehdb, BIP6L, QIMhHS),

QUTUICIL|6w0T, Go&HHBL 1, HTH BLLLD, MBI FHmel ENenalbHemenl GLTdh@id
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ACTIONS:

% QeulILI(LPETL T

RV M CTOV (TR i)

@ uflHSSH ey

<+ alwimeneulIGLIHES)
CHEMICAL CONSTITUENTS:

Methyl eugenol, eugenol, Trans cinnamyl acetate, beta- caryophyllene, tans-
cinnamyl acetate, ascabin, cinnamaldehyde.

Minerals such as calcium, magnesium, potasium, phosphorus, iron, zinc.

Vitamins — Ascorbic acid, niacin and trace amount of riboflavin and folates.

8. FpIprsLiLy:
SYNONNYMS : BT&HID, BIHLL LIGLD, BTEHFTD, GHF[TID,
gmbGuuwiLb.
BOTANICAL NAME : Mesua nagassarium
FAMILY : Myristicaceae
PART USED : Flower buds
CHARACTERS:
FEDE : FpIeneLIL, HIeUTLIL]
FHEENLD : SHL_LID
L6y : SBILIL
Qurgl GemiLD:

‘Auiprall yelead OFuinsHmend 0FTs0@aumid
GBI CuoashHmampd CdTeved - OBmell hd
SHTUIF GFevaTUIemeIH SHTHEGLOMH LOBELITS @D
Caramul! @evaswnibal Oemeir.”
- GEWIUTLLD cpellens euGLliy
& 6mILD:
Geusitemen, @OV, HIPFF6L, BIMLLIL, GOHP CuTH@, Lewr, GasTlienD,

&M fFFsL Remeu BUTGLO.

ACTIONS:
< Fleumind

RV M CTOV TR i)
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CHEMICAL CONSTITUENTS:
linoleic, oleic, palmitic, stearic acids, xanthones, coumartins, biflavones,
cyclohexanedione, phenolic coumarins, triterpenoids, fats, flavonoids, mesuol,

mesuaxanthofle B, mammerisin, mesua ferrol, sitosterol, glycoside.

9. smeMausHHil:
BOTANICAL NAME : Taxus buccata
FAMILY : Taxaceae
PART USED : Leaf
CHARACTERS:
Fienel : S
HENELO : Geuliib
L6y : SBITLIL
Qurgl @GewILD:

“wrdl senilenfleei BT LI L — HTFEha
ATFID IHE UIDRIBET) — eiFleud
Cuaswhsd DHHFTD ol CL&Gb HreflgsHaHmed
AG6h FHUTTF eud.”
- DIBHIHWIT GHENIUTHLLD.
G6MILD:
AQmp HIPFF60, &IID, BTLULL SO0, @eWILIL, QIMhd, euTuie)], DFT6wID,

SIHBHFHIID EeN6)NBEHHE ILPHBIGEVTLD.

ACTION:

& udGHSHBIEIY

RV M CTOV TR YE: i)

& GamemipulIsms

& 2 _Jorhd)
CHEMICAL CONSTITUENTS:

Taxine, essential oil, Taxol, oxymethine, camphene, B- phellanolrene,

deucosterol, campesterol, B-siosterol, resorcinol, myrcene, ligans, flavonoids,
Terpinoids, phenols.

Minerals such as phosphorus, potasium, calcium, magnesium and zinc.
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10. Q&BTHHIO6060 elend:

SYNONYMS : 2 6T DB, Henwim
BOTANICAL NAME : coriandrum sataivum
FAMILY : umbelliferae (apiaceae)
PART USED : Seed
CHARACTERS:

N6 : SITITLIL

HEOEMLD : Fxib, GeuliLib

ey : SBITLIL

Qurg @ewiLb:

“CaBTHHIDev6Y Geuliln @GefiTarTuiFgFed L1SHHI0bSH6h
FTHHNHH60 HTHOTH HTHIBLLID - SHdHFHEUILPLD
QITEH NSMTIDLT QIeiHbTHEH Lialyemnrid

UHe0HH60 60THBBMID CLITB”.

- SIBHHWIT G 6WIEUTHLLD.
& 6mILD:

2 I G&®, BeMT&HTID, LU SHHWICHTU], Gaflwmend,  eumHI), B &6V,

BreumL &, O elib, Lew Gemeudbei GuTLD.

ACTION:

* uFHSHHMeNIY
RGO TG IOV (TITYE: 1)
% QeulILI(LpeTiTL_Td &)

% FAppTieumaa)

CHEMICAL CONSTITUENTS:

% Essential oil — monoterpenoid, linalool

¢+ Fatty oil — protein fat crude fibre and ash

¢+ Quercetin 3- glucuronide, Isoquercitrin, Rutin

Anti oxidant compounds [B-carotene B- cryptoxanthin epoxide, lutein-5,6-
epoxide, violaxanthin, neoxanthin, socoumarines, coriandrones A,B,C,D, and E,
isocoumarins, coriandrin, dihydrocoriandrin.

Minerals such as calcium, phosphorus, sodium, magnesium, zinc, potasium,

iron, copper, chromium, lead. Vitamin C.
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11. OpBeved(psiter:
SYNONYMS : SIDEVBHID, YPEVBHID, YIDLISD, YIofaSID,
FH1HHM, HTHHM, CHTImisiD,
WOSILIGOT, 15HIHSHI.

BOTANICAL NAME : phyllanthus emblica
FAMILY : Euphorbiaceae
PARTS USED : Dried Fruit
CHARACTERS:
FEME : ey, gieumiiy, el
FHEENLD : SHL_LID
Lfey : AeoflliLy
QuTEl GewiLo:

‘umale vehFFD FATHOH6IL ([Hbd) D6 GemmTul
Be WHTNSDHH HTHI HOYH D-Gb6d e
@eveVl(psiTerll BUTEVHEHEL 6TEMIHT  LOIUIENIUIRIGLD

Gmeved(eiell  wimBGUT Henes”
- Gomemywit GewIeuUTHLLD

“beLeVEHELEY  (WeTTefgl BTHGHD GHHF SHHID
SieveveLalfl L1HHID DIBBEMILMSH- GILDEL6VH
BM0 (WS saGHGH STelss b

@emeoulifi@o BmisbEHD GUTD 6TewT .
- Gxpemywit @ 6mreuTaHL LD

& 6mILD:

BIOHGHF GHmaImUSH HHAOM  COHsLeV(LpeTaluimed 2 I @b, 6TeVIDLIHEHS
Cmpmul, @mawipsd Gmmul, Gu@mbUTH, Geupsl GBTUI, BImM®EEL, QITHE, CelsiTener,
AMGHBIB CBTILenD SHHul RemeumssiT 6ile0@ILD.

ACTION:
*  GefitFduemn_maa
& FApsTiCLmHES)
& evdleNda)
CHEMICAL COSTITUENTS:
Vitamin C, Tannin, Emblicanin A, Emblicanin B, Tannins such as
punigluconin, 2-keto-gluconolactone, ellagic acid, hexahydroxy-diphenic acid,

pedunclagin, amino acids, glutamic acids, proline, aspartic acid, alanine, lysine.
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12. Fngdbsmul
SYNONYMS
BOTANICAL NAME
FAMILY
PART USED
CHARACTERS:

G160)6)
HEENLD

L6y

Qurg @ewiLb:

G6VBBTUI, MTHHHTUI
Mpyristica fragrans
Mpyristicaceae

Seed

SHINTLIL|
@euliLib

STTLIL

“‘ergl BULID Gud Fmeurd wehdly GrTul

RFHIFOT FRIGTFD 2 I Hlyenll Coubsmm

1960&5BTU1 IHDLIENGUTID FBMLOUIE LNgHSHM

GOVBBT WITHHBINTHGHS Faml .

G6MILD:

albdl  GHMMe], OLIHRIBINFF60,

- @ewIUTLLD (pellend eu@LIL

UTWeTeTTeVlemL TG  GBTul,  Hemevelsl,

Qemliy, @ms0, BTLULL HPFF6L, Oauliudhend (el B LlewlldeT Seneaudsein

Cumr@ib. suulmmieusd, aUIBBILICLTHLO6L, DiGHaNobHD Renaudemnenujd CUTHGLD.

ACTION:
% QeulILI(LPENTL T
LY S G IV PRIV 315 101)
< CPTEFEMFUIGNTL T
% LDEWICLPL_1Q
% SMODOLIHEHSD)

< 2 JIoTEHS)

CHEMICAL CONSTITUENTS:

Myristic acid, myristicol Saponin, Myristicin — Terpenoid. ~ Essential Oil,

Sabinene, a -pinene, Terpinene , elemicin, safrole, trimyrishtin, myrcene.

Minerals such as iron, magnesium, manganese, lead, chromium, nickle.

Vitamins - C, B1, B9, B12 and B6.
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13. umsHa alens:

SYNONYMS : AFFTHBUMeV, Ufl, 2 S,
STBUTFLD, LIGIT6I6L.
BOTANICAL NAME : Gossypium herbaceum
FAMILY : Malvaceae
PARTS USED : Seed
CHARACTERS:
FEME : HlUTIL|, G601
HEMEMLD : OeuliLib
L6y : ST
Qungl @GewiLb:

“‘UHSHHUTen6e0 CLOTHBTRINLL LITeN60enTd  FHI6u0l6ur
QUMHBHHIBB  GLodB6IDEL6VTID  OTBID-LIHEHSH
AIHFHLIHHH CHTH elyewiais @HDEUTD
SSHSMBID 1016H! wiens”.
- DBSHIHWIT G6weUTHLLD
ACTIONS:
& evleNda)
& Gamemipulsms)

& SMODOLIHEBSD)

CHEMICAL CONSTITUENTS:

Betaine, choline, salicyclic acid, querdetin, saponins, carbohydrates,
proteins, glycosides, steroids, resins, phenolic compounds tannins, enzymes such as
lipase, catalase, peroxidase, phytase.

Minerals such as iron, sodium , manganese and zinc. Vitamin A, D, E and B

COMPLEX.

14. Geu_19Beuit :
SYNONYMS : &®SGeui
BOTANICAL NAME : Vetteveria zizanioidus
FAMILY : Poaceae
PART USED : Root
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CHARACTERS:

Fienel : MBLIL

H6IEMLD : FHIb

Lfey : @edillILy
Qurgl GewIb :

‘VDohael sroeh FaT 0evhismBL L1GHHLI06MH

BHSG GLLeh FATCHILI S6OQ-SHTHIBL L

ID&HSID CUMBLIGRIL  6UILIL|ewTeU6NT  cLPTEFem g auifl el Gmmu

oNsay GossHder il guid CuTDOs 19 Geufland6s”

- USTTHS GF HSBTLO6H
G 6WILD:

HHHHT0D DBTVHIH60 2 _6WIL TSI HTHD, FF, GFmoBrrsid, @&mlevID,
HTDTEN6Y, HMBUIGHHID, THH LIHDHD, DOMEO&HTID, GHOILID, HmevBHTUI, GH6ITIDIg,
SWHBHICHTUI, HHHVBOIL LD, LOHSHID, 2 _6IOTHD, DIGMEOLI6WI, SHLILET,  FHevILIL|6wT,
Wpemevdlevbdl, pTFemd, CrHATCITEID, odHTD, lhHrassllg, BGamdsl 1Quib
Gumb

ACTIONS:
< GFeusmnn
< allwimeney OL(HEHS
& OeuliLsms)

o ApETioumoHE)

CHEMICAL CONSTITUENTS:
a and B vetivone, zizanal, epizizizanal, 9-octadecenamide, hexamethyl, 22-
tetracosahexaene, 1,2-benzendicarboxylic acid, diisooctyl ester, terpinoids,

sesquiterpenes.

15. alleomFa Geuir:

SYNONYMS : &mIBaur, @mEaisd
BOTANICAL NAME : Coleus vettiveroides
FAMILY : Lamiaceae
PART USED : Root
CHARACTERS:

Fienel : ML

HETENLD : FHId

M6y : S zyiNH|
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Qurgl @GemiLD:
“Guasd aifCwFFsd aiflyeHs L1&HH0TH
FMHIG APTFMFLIHBH HDUISHHID-CFTHEhH
FrGrmul Gewaubui@eh QFuIiwelsor 10FHH
Cafayupd Gsvensy uleng.”
- GOWIUTLLD cpellens euGLY
& 6mILD:
aleomAFFd Caumba BiWe, seOswifel, @GmEHuwpsd GCmmul, BTG m®,

Geunsl, wwsbsID, CFmemL, Hemeveusd, HF&HFID GUTLD.

ACTIONS:
& GoMir&duleniLméd)
<+ UHHI0LED)

CHEMICAL CONSTITUENTS:

Androstan-17-one 3-ethyl-3-hydroxy-(5a), spathulenol,  a-bisabolol, Z-
valerenyl  acetate, megastigma4,6(E), 8(Z)-triene, 1H-cycloprop(E)azulen-7-ol,
decahydro-1,1,7-trimethy I-4-methylene, myrtenol,, I-naphthalenol,
caryophylleneoxide, abieta, a salt of lime and oxide of iron.

Triterpenoids, phenolic compound, proteins, flavonoids, alkaloids and

tannins.
16. QBBOUTMSI:
SYNONYMS : Cxpmemy, eweu, aifldl, QFBOIHBeL, Fred, eufl.
BOTANICAL NAME : Oryza sativa
FAMILY : Poaceae
PART USED : Roasted seed
CHARACTERS:
FEME : @eofIL
HET6NLD : SL_LILD
Lfey : AeoflliLy
Qurg @ewiLb:

“OrBourienuids Hepred CBBHSTHID ITHHILDHEHLD
OBLISHS QITH LDGHCPTFNF-LIBLIGOGUTID
Cug wmFAulemeu GumeLEME S GIL M l6h
grg wLulBe Frmml.”
- SIBHBHWIT G6RIEUTHL LD
75



G 6WILD:
HTHID, QIMHE), WhHHID, LNHHAUTHID, DHAPTFNF, LieveuTalul Gug), DimFuD
Gumip.
ACTIONS:
¢ 2 Lenrioned)
< 2 gitempsormni
% @eTFFUemTL Td )
% FleuTind
< uFHSHaMeNIY
* GLBUWaSEB
& 2 JIoTHE)
<& Ay QuEmss
% Beha CurhHd
CHEMICAL CONSTITUENTS:
Isoleucine, leucine, lysine, phenylalanine, tyrosine, total sulphur amino acids,
methionine, threonine, tryptophan, valine, carbohydrates.

Minerals such as zinc, iron. Vitamin - A

17. agmﬁ]e‘ran&:
SYNONYMS : oLy, FHrae
BOTANICAL NAME : Citrus limon
FAMILY : Rutaceae
PART USED : Fruit
CHARACTERS:
FEME : eI
&H6BEMLD : QeuiLb
L6y : ST
Qurgl @GewILD:

“ersb GhaCHTUI HTETF HelusBHTul

CoummiGmETeT 2 6iNoTHIlD Mg HID-L0T 35601 E6wTTUl

HeoTearGearmul UM U DGRl &I BeuT 3HHEHTIHe60

OGOV F FhibaNenl ITDSHSI.”

- DBSHWIT GEWICUTHLLD.

G 6WILD:

OUWIBHID, 6UTHI, QITUIS@EGWLL6D, BTCaIl end, Oeunll, HewrGemrmul, HTHIOIE
QAemauBemenll CUTH@EGID, HEFHBMIGEGHID HEITENID H(HLD.
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ACTIONS:
6T Fu|6uiTL_mebas)
CHEMICAL CONSTITUENTS:
Limonene, B- pinene, a- citral, a- terpinene, monoterpens, linalool, geraniol,
linalyl acetate, geranyl acetate, cis-ocimene
A pale yellow volatile oil derived on either by distillation or by simple

expression from the fresh outer part of the pericarp. Citric acid available in lemon

juice.
Vitamin — C, B6. Mineral — Potasium.
18. @ehd FTmI:
SYNONYMS : DIFV6VLD, YUTHHTHD, HHHTHLD,
@eoTHOBT WL, BHHBIDHLIL] LDS6V.
BOTANICAL NAME : zingiber officinalae
FAMILY : zingiberaceae
PART USED : Rhizome
CHARACTERS
F606) : STTLIL|
&H6BEMLD : OeutiLib
L6y : BT
Qurgl @G ewrLD:
‘Dehdd FphIGd BHOELIRUID @HBTEIND
QlehFBH6h FeTaFIID auaiCUL — elehadens
GEMEOWIMID UTHIDEUTH HITEWILTH SHLIGILDTLD
CouemeLUWmItI  SHeuoTemnTul - eMl6NmbLY.”
- DIBSHIHWIT GeMeUTHLLD.
G 6WILD:

RAehFulenmed S IDsd, Feme, CleuT@eMTHEHTEND, DIPOGHMBMBID, aleilE,emev,
WwE@Bm  CpmuiseT, Gasmempd  Fl LI, OFflwumd  sWPFFL  Rewen  Gumd
LI U6TITLT@HLD.

ACTIONS:

& oiE1(Heurulasns

& udldsHaey

< 2 1I0PBTHICLIMHES)
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< Qafiiyeun_mébs)
& QeulIL(PeNTL TS
& BHULEILTHES)
CHEMICAL CONSTITUENTS:
Gingerols shogalos, sesquiterpenes, -bisabolene, (-)-zingiberene, zingiberene,

zingiberol, curcumene, monoterpenses, geranial, neral.

19. uemenr G6UELGLLD:

SYNONYMS : HT6VLD, H(HIDLMBID, 6JL_&HLD, HIIDLD,
HmeigTHei, Hrerl.
BOTANICAL NAME : Borassus flabellifer
FAMILY : Arecaceae
ENGLISH NAME : Palm jaggery
CAHRACTERS:
FEME : @eoflIL
FHEENLD : SL_LILD
M6y : AeofIL
Qurgl @ewiLb:

“Cpmider GelevevsHTH CFflums Gewieh GaFTemnu

WRIsIml BRI Me@h- HmhiELIene

OealeLevdHTed aITEH LIHHID aMBIsLeh FhHEHTUI

Q6L GHETDIOMI Lom6ev.”

- UBTTHS o b HTLoeund

G6MILD:

QITHID, LHHID, HUID, FHHIGHTUI, DM, Gelold SHHLb.
ACTIONS:

& GeMireduleniLmébd)

& FApsTCLmHES)
CHEMICAL CONSTITUENTS:

Sucrose, invert sugar, calcium, iron, phosphorus, protein, vitamin B.
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20. Ggpeir:

KINGDOM : Animalia
SPECIES : Apis Mellifera
FAMILY : Apidae
ENGLISH : Honey

ACTIONS:

o eiempeommns
% evLN6NdH S
sl
% Bumegemnrail
& UFSHHHIeIY
-GWILTLLD FHTH i1 eu@Li
CHEMICAL CONSTITUENTS:

Organic and amino acid, formic, acetic, butyric, citric, lactic, malic,
pyroglutamic, propionic, valeric, capronic, palmitic, succinic, pantothenic acid,
vitamin B6, folic acid.

Minerals such as iron, zinc, potassium, phosphorus, calcium.

It contains electrolytes in the form of acids and minerals.
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Fig no.2 INGREDIENTS OF SIRU VILVATHI ELAGAM

flveu @it e
(Aegle marmelos)

B)6V6umBIBLD 2T
(Syzygium aromaticum) (Zingiber officinale)

F BB Ta]
(Piper nigrum) (Piper longum)
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BvausIs LIS FBprsLILY
(Cinnamomum tamana) (Mesua nagasarium)

SrefFLISDIN &1 SI60 e lons
(Abies spectabilis) (Coriandrum sativum )

T SR
GlBeVsVILpsrTef] FIBIBBTULI
(Phyllanthus emblica) (Myristica fragrans)
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L5 S5D] 607§ GleuL_ 19 Geuir
(Gossypium herbaceum)

aflevmigso Ceuir CIBBGILITL]
(Cymbopogon jwarancusa) (Oryza sativa)

STOILLIFFLOLIPLD
(Honey) (Citrus limon)
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Bebd]
(Zingiber officinales)

Fig. No. 3 SIRU VILVATHI ELAGAM
FlmifleOsurs) BensLd
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6. BIO-CHEMICAL ANALYSIS OF SIRU VILVATHI ELAGAM

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

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

Table no.1 QUALITATIVE ANALYSIS

S.NO | EXPERIMENT OBSERVATION INFERENCE
1. TEST FOR CALCIUM
) ) o Indicates the
2ml of the above prepared extract is taken | A white precipitate is
Presence of
in a clean test tube. To this add 2ml of 4% formed
Calcium
Ammonium oxalate solution
2. TEST FOR SULPHATE ) o Indicates the
A white precipitate is
2ml of the extract is added to 5% Barium Presence of
formed
chloride solution. Sulphate
3. TEST FOR CHLORIDE
No white precipitate Absence of
The extract is treated with silver nitrate
1s formed Chloride
solution
4. TEST FOR CARBONATE No brisk
Absence of
The substance is treated  with effervescence is
Carbonate
concentrated Hcl. formed
5. TEST FOR STARCH
No Blue colour is Absence of
The extract is added with weak iodine
. formed Starch
solution
6. TEST FOR FERRIC IRON
No blue colour is Absence of ferric
The extract is acidified with Glacial
formed Iron
acetic acid and potassium ferro cyanide.
7. TEST FOR FERROUS IRON
Indicates the

The extract is treated with concentrated
Nitric acid and Ammonium thiocyanate

solution

Blood red colour is

formed

presence of

Ferrous Iron
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The extract is treated with Potassium

Ferrocyanide.

No white precipitate

is formed

8. TEST FOR PHOSPHATE
No yellow Absence of
The extract is treated with Ammonium
precipitate is formed Phosphate
Molybdate and concentrated nitric acid
9. TEST FOR ALBUMIN
No yellow Absence of
The extract is treated with Esbach’s
precipitate is formed Albumin
reagent
10. TEST FOR TANNIC ACID No Blue black Absence of
The extract is treated with ferric chloride. | precipitate is formed Tannic acid
11. TEST FOR UNSATURATION Indicates the
Potassium permanganate solution is presence of
It gets decolourised
added to the extract Unsaturated
compound
12. TEST FOR THE REDUCING SUGAR
Sml of Benedict’s qualitative solution is
No Colour change Absence of
taken in a test tube and allowed to boil for .
occurs Reducing sugar
2 minutes and add 8-10 drops of the
extract and again boil it for 2 minutes.
13. TEST FOR AMINO ACID
One or two drops of the extract is placed Indicates the
Violet colour is
on a filter paper and dried well. After Presence of
formed
drying, 1% Ninhydrin is sprayed over the Amino acid
same and dried it well.
14. TEST FOR ZINC

Absence of Zinc

Inference:

The given sample of “SIRU VILVATHI ELAGAM” contains Calcium,
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7. PHARMACOLOGICAL ANALYSIS
HAEMATINIC ACTIVITY OF SIDDHA FORMULATION
SIRU VILVATHI ELAGAM
IN PHENYLHYDRAZINE INDUCED ANAEMIC RATS

INTRODUCTION

Iron is the main component of haemoglobin which is responsible for
transporting oxygen, which in turn help in proper functioning of part of many
enzymes which are involved in cellular processes, respiration and cell division.
Anaemia is defined as the reduction of haemoglobin below the normal limit and is
the most common disorder of the blood. Recently, the World Health Organization
(WHO) estimated that anaemia affects one-quarter of the world's population and is
concentrated within preschool age children and women. Iron deficiency affects a
significant part, and often a majority, of the population in nearly every country in the
world. Iron deficiency is estimated to be the most common cause of anaemia
worldwide and is particularly prevalent in developing nations in Africa and Asia.
Prevalence of anaemia all age group is higher in India as compared to other
developing countries. It has serious consequences for the health and well-being as
well as social and economic impacts of India. Untreated iron deficiency anaemia can
become severe enough to interfere with daily life. From the above discussions, it is
very clear that we are in a critical need to control anaemia. In this connection, a
search for cheap, easily available and efficacious haematinic drugs in the modern
world is going on. Drugs from the plant material are generally believed to be more
effective and having fewer side effects compared to modern synthetic medicines.
Knowledge of iron deficiency and its treatment in Siddha System of medicine dates
back from time immortal. Many plants in Siddha system of medicine are known to
have remarkable effects in treating anaemia. Hence a comprehensive literature search
was performed in siddha texts. A classical siddha formulation Siru Vilvathi Elagam was
indicated for 40 types of pitha diseases, Indigestion, nausea, ageusia, anemia, jaundice
in Anuboga Vaithiya Navaneetham (part-8) Hence in this study, we propose to study
the haematinic activity of the trial Siru Vilvathi Elagam in phenylhydrazine induced

anaemic in rats.
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Experimental Methodology
Animals:

Wistar rats of both the sex was used in this study, Animals were
maintained with 12 hours dark and 12 hour light cycle with free access to
standard rat feed and water.

Anaemia model:

24 animals aged between 6-8 weeks were divided in to 4 groups with 6 animals
in each group. Animals of Group I received normal saline Sml/kg. Group II animals
were treated with Phenyl hydrazine (PHZ) 40mg/kg (i.p) for two days (Dayl and
Day2) and served as disease control. Animals of group III received PHZ injection
40mg/kg (i.p) and treated with 200 mg/kg SVE from 3rd to 16th Day. Whereas
animal belongs to group IV treated with 400 mg/kg SVE from 3rd to 16th Day and
served as Treatment group.

Blood Collection

Animals were sacrificed at the end of the study and blood samples were
collected from Retro-Orbital Sinus puncture and stored in EDTA (ethylenediamine -
tetra acetate) test tubes for Haematological analysis. Analysis was performed using
Mindray BC 2800 Haematology Analyse.

Bio-chemical Parameter

At the end of the study blood will be collected by ocular puncture after
overnight fasting animals. The blood parameters such as Red Blood Cell Count
(RBC), White Blood Cell Count (WBC),

Haemoglobin Concentration (Hb) and Haematocrit was determined using
Mindray BC 2800 Haematology Analyzer .

Statistical analysis

Results are presented as the average + Standard deviation and the differences
among test groups were assessed by one- way analysis of variance followed by
Dunnett’s multiple comparison test using Grapad prism 5.0 software (Graph pad, La

Jolla, CA, USA). A P <0.05 was considered significant.

87



Results

Table no.2 Haematology Profile of Phenyl hydrazine induced anaemic rats

RBC WBC HGB
Group Treatment (x10 6pl) (x10 3 ul) (g/dl) HCT (%)
I Normal saline 8.92 £0.20 | 8.90+0.76 | 11.09+0.9 33 £0.20
(5ml/kg)
11 Phenylhydrazine (PHZ) 5.02+0.03 | 6.50+0.16 | 8.02+0.1 24+0.19
40 mg/kg,1.p
111 PHZ+ SVE 200mg/kg, p.o | 6.01+2.01 7.01£0.2 9.01+£0.2 30.09+0.9
| AY PHZ+ SVE 400mg/kg, p.o | 6.09+2.1 7.01£0.2 | 10.29+0.2 | 32.02+0.2
(35 )
30
25
® RBC (x10 6pl)
® WBC (x10 3 pl)
m HGB (g/dI)
B HCT (%)
Normal saline |Phenylhydrazine PHZ+ SVE PHZ+ SVE
(5ml/kg) (PHZ) 40 mg / kg| 200mg/kg, p.o | 400mg/kg, p.o
i.p
| 1] 1 IV
\_ J
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Table no.3

GROUP TREATMENT MCH(f1) MCV(pg) MCHC(g/dl)
I Normal saline (Sml/kg) 25.02+0.16 | 76.02+0.80 | 36.06+0.30
11 Phenylhydrazine(PHZ) 24.12+2.14 92.02+0.65 | 33.4+0.25
40mg/kg, 1.p

111 PHZ + SVE 200 mg/kg, p.o | 24.24+0.20 80.64+0.43 | 29.94+0.20
v PHZ + SVE 400 mg/kg, p.o | 25.24+0.16 78.12+0.42 | 32.13+0.25
( 100 )

90

80

70

60

50

40 B MCH (FI

30 = MCV(pg)

20 # MCHC (g/dl)

10

0
Normal saline | Phenylhydrazine PHZ+1SC PHZ+
(5ml/kg),p.0 | (PHZ) 40 mg/kg| 200mg/kg, p.o [ISC400mg/kg, p.o
,ip
| ] ] \Y)

N _J
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EFFECT OF SIRU VILVATHI ELAGAM ON HAEMATOLOGY PROFILE OF
PHENYL HYDRAZINE INDUCED ANAEMIC RATS

The Mean Haemoglobin (Hb) content (g/dl) was significantly decreased in
disease Control compared with control. This signifies that anaemia was successfully
induced in all the animals. There was significant increase in Hb content of animals
treated with 200 and 400mg/kg of SVE compared with control. This observation
reflects the promising haematinic property of the trial drug SVE in treated rats.

There was a significant decrease in the level of RBC in animals of group II
5.0240.03when compare to that of the normal control with 8.02+0.20 Treatment with
SVE at both the dose level shown marked increase in RBC level with 6.01+ 2.01for
SVE 200mg /kg and 6.09+2.1for SE 400mg/kg. Similar results were observed with
respect to WBC count.

The Haematocrit (HCT) test indicates the percentage of blood by volume that
is composed of red blood cells. Treatment with PHZ shown significant decrease in
HCT with the level of 24+0.19 lower when compares to control rats. Animals treated

with 200 and 400mg/kg of SVE has shown increased HCT value.
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EVALUATION OF HEPATOPROTECTIVE ACTIVITY OF
SIRU VILVATHI ELAGAM

In traditional medicines, various herbal preparations are being used for
treating liver disorders. In the absence of an effective treatment in modern medicine,
efforts are being made to find out suitable herbal drugs. The present study was taken
up to evaluate the effects of SIRU VILVATHI ELAGAM against Isoniazid and

Rifampicin induced hepatotoxicity.

Materials and methods:-

The protocol was approved by the institute’s animal ethical committee.

Animals and treatment:

Male wistar rats, aged 6-8 weeks between 180-200 g body weight were used in
the study. Animals were housed in air conditioned rooms with exposure to 12h light —
dark cycle. They were provided with standard rat feed with free access to food.

For hepatotoxicity model, 100 mg/kg per day of Isoniazid (INH) and
Rifampicin (RIF) each was used in the study (4) INH and RIF solution were dissolved
separately in sterile distilled water. Rats were treated with INH, co-administered with
RIF for 21 days. For the hepatoprotective model, 200 mg/kg per day of
SIRU VILVATHI ELAGAM extract and 400 mg/kg SIRU VILVATHI ELAGAM

extract along with INH+RIF solution was administered.

Treatment protocol:

Group | : Normal control the animals were given
normal saline only.

Group II : Hepatotoxicity control the animals were given
INH+RIF for 21 Days.

Group III : Standard group the animals were given
INH+RIF+SILYMARIN orally for 21 days.

Group IV : Treatment group the animals were given
INH+RIF+SVE (200 mg/kg orally for 21 days).

Group V : Treatment group the animals were given INH+RIF+
SVE (400 mg/kg) for 21 days).
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Method:

Rats were treated as per the above protocol. In the present study
hepatoprotective activity was evaluated biochemically and histopathologically. On
day 21 the rats were anaesthetized and sacrificed 1 hr after drug administration. The
blood was collected by retro-orbital plexus method and serum was separated by
centrifugation and various liver function parameters such as alkaline phosphatase
(ALP), AST (S.G.O.T), ALT (S.G.P.T), cholesterol, total protein and Albumin were
analysed.

The liver was carefully isolated and weight of each liver was recorded. Then it

is preserved for histopathological analysis.

Table no.4 EFFECT ON EXTRACT OF SIRU VILVATHI ELAGAM ON

SERUM ENZYMES
TOTAL ALBUMIN TOTAL ALT AST ALP
PROTEIN (g/dl) CHOLESTER | (u/l) (u/l) (mg%)

(g%) OL
(mg/dl)

G1 75.38+ | 145.07+ | 120.39+4
8.14+0.47 4.91+0.35 80.61+4.39 350 .40 0

G2 | 42420204+ 5 10402y | 198-1128.17% 12368';1 254.23+ | 307.59+6

a e a T 8.69%%a | .49%%q

G3 83.03+

7.842+0.75%% | 4.54+0.34%* o x| 175.08+ | 203.96+5
b b 96.43+6.09**b 5.85 6530k | 47e%h

G4 6.7940 35 | 3-99£0.33%% | 114.1247.12%* i?d?i 210.09+ | 264.77+6
T b b b 7.39%%h | 03%**b

GS | 7 3020.45%% | 408+0.37%% | 107.0445.01%% 1(5)37'(6)>1k 196.16% | 258.89+6

b b b b 9.41%%b | .75%b
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All values are expressed as Mean + SEM for 6 animals in each group.
G1-Normal Control

G2-Toxic Control

G3-Standard Control

G4-Treatment Control, SVE (200mg/kg)

G5-Treatment Control, SVE (400mg/kg)

**a-values are significantly different from control (G1) (P<0.001),
**b-values are significantly different from toxic control (G2) P<0.001
All values are found out by using one way ANOVA followed by Newman Keul’s

multiple range tests.

350 -+
300 B TOTAL PROTEIN
(8%)
250 B ALBUMIN
(g/dl)
200 - B TOTAL CHOLESTEROL
(mg/dl)
150 - W ALT (u/l)
100 -
M AST (u/l)
50 -
HALP (mg%)
O .
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HISTOPATHOLOGICAL RESULTS
Normal control (G1):

Histopathological observation of liver section from normal control group (Gy)
shows normal cellular architecture with distinct hepatic cells, sinusoidal spaces and a
central vein.

Toxic control (G;):

INH, Rifampicin in toxicated group animal (G;) showed total loss of hepatic
architecture with centrilobular hepatic necrosis and fatty changes.
Silymarin treated group (G3):

Silymarin treated group (Gs) had normal liver architecture and occasional
inflammatory cells with no traditis or necrosis.
Treatments (Gy):

Histopathological pattern of the liver of rats treated with INH, Rifampicin & lower
dose of SVE showed minimal necrosis, mild inflammation & less steatosis.
Treatment (Gs):

Pre-treatment with higher dose of SVE shows mild inflammation and complete

regeneration of hepatocytes & lobular architecture.

CONCLUSION:

In the present study, SVE exhibit strong hepatoprotective activity, afforded
protection from INH, induced liver damage. Hepatoprotective activity of extract of
siru vilvathi elagam may be due to free radical scavenging activity due to presence
of Flavonoids and antioxidants. Additional studies are needed to better understand the

mechanism of action of SVE that is responsible for hepatoprotective.
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HISTOPATHOLOGY STUDY
Figure No: 4

Normal Control

(Section of liver parenchyma with hepatocyte which appears normal and central vein & portal
tract are normal.)
Figure No: 5

Toxic Control

(Section of liver parenchyma with scattered focal area of necrosis of hepatocyte.)

96



Figure No: 6

Positive Control

(Section of liver parenchyma shows normal hepatic architecture)
Figure No: 7

Treatment group (4) - Low dose

(Section of liver parenchyma with minimal necrosis, and minimal inflammation)

97



Figure No: 8
Treatment group (5) - High dose

(Section of liver parenchyma with hepatocyte which appears normal and central vein & portal

tract are normal.)
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TOXICITY STUDIES
EVALUATION OF ACUTE TOXICITY STUDY (14 Days) OF
SIRU VILVATHI ELAGAM

Table no .5 Physical and behavioural examinations.

Group Dose(mg/kg) Observation No. of animal affected.
no. sign
Group-I Smg/kg Normal Oof3
Group- 11 50mg/kg Normal Oof3
Group-1I1 300mg/kg Normal Oof3
Group-1V 1000mg/kg Normal Oof3
Group-V 2000mg/kg Normal Oof3

Table no.6 Home cage activity

Functional mgslkg >0 msg(;gg 1000 2000
and . Group me/kg (G-1II) mg/kg mg/kg
Behavioural Observation (G-T) (G-1II) (G-1IV) (G-V)
observation Female | Female | Female Female Female
n= n= n=3 n= n=
Body position Normal 3 3 3 3 3
Respiration Normal 3 3 3 3 3
Clonic
involuntary Normal 3 3 3 3 3
Movement
Tonic
involuntary Normal 3 3 3 3 3
Movement
Palpebral Normal 3 3 3 3 3
closure
Approach Normal 3 3 3 3 3
response
Touch Normal 3 3 3 3 3
response
Pinna reflex Normal 3 3 3 3 3
Tail pinch Normal 3 3 3 3 3
response
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Table no.7 Hand held observation

Functional 5 mg/ 50 300 1000 2000
and Control kg mg/kg | mg/kg | mg/kg | mg/kg
. Observation (G-I (G-1II) | (G-III) | (G-IV) | (G-V)
Behavioral
. Female | Female | Female | Female | Female | Female
observation
n=3 n=3 n=3 n=3 n=3 n=3
Reactivity Normal 3 3 3 3 3 3
Handling Normal 3 3 3 3 3 3
Palpebral | o 3 3 3 3 3 3
closure
Lacrimation Normal 3 3 3 3 3 3
Salivation Normal 3 3 3 3 3 3
Piloerection Normal 3 3 3 3 3 3
Pupillary Normal 3 3 3 3 3 3
reflex
Abdominal | o 3 3 3 3 3 3
tone
Limb tone Normal 3 3 3 3 3 3
Table no.8 Mortality
Group no Dose no(mg/kg) Mortality
Group-I 5(mg/kg) Oof3
Group-II 50(mg/kg) Oof3
Group-11I 300(mg/kg) Oof3
Group-1V 1000(mg/kg) Oof3
Group-V 2000(mg/kg) Oof3
RESULT:

From acute toxicity study it was observed that the administration of

SIRU VILVATHI ELAGAM at a dose of 2000 mg/kg to the rats do not produce

drug-related toxicity and mortality. So No-Observed-Adverse-Effect- Level
(NOAEL) of SIRU VILVATHI ELAGAM is 2000 mg/kg.
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DISCUSSION

SIRU VILVATHI ELAGAM was administered single time at the dose of
Smg/kg, S0mg/kg, 300mg/kg, 1000mg/kg and 2000mg/kg to rats and observed for
consecutive 14 days after administration. Doses were selected based on the pilot
study and literature review. All animals were observed daily once for any abnormal
clinical signs. Weekly body weight and food consumption were recorded. No
mortality was observed during the entire period of the study. Data obtained in this
study indicated no significance physical and behavioural signs of any toxicity due
to administration of SIRU VILVATHI ELAGAM at the doses of 5Smg/kg, 50mg/kg
, 300mg/kg, 1000mg/kg and 2000mg/kg to rats.

At the 14th day, all animals were observed for functional and behavioural
examination. In functional and behavioural examination, home cage activity, hand
held activity were observed. Home cage activities like Body position, Respiration,
Clonic involuntary movement, Tonic involuntary movement, Palpebral closure,
Approach response, Touch response, Pinna reflex, Sound responses, Tail pinch
response were observed. Handheld activities like Reactivity, Handling, Palpebral
closure, Lacrimation, Salivation, Piloercetion, Papillary reflex, abdominal tone,
Limb tone were observed. Functional and behavioural examination was normal in
all treated groups. Food consumption of all treated animals was found normal as
compared to normal group.

Body weight at weekly interval was measured to find out the effect of
SIRU VILVATHI ELAGAM on the growth rate. Body weight change in drug

treated animals was found normal.
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SUB-ACUTE TOXICITY STUDY IN WISTAR RATS TO EVALUATE

TOXICITY PROFILE OF SIRU VILVATHI ELAGAM

Table no.9 EFFECT OF SUB- ACUTE DOSE (28 DAYS) OF SIRU

VILVATHI ELAGAM ON BODY WEIGHT IN GRAM

GROUP CONTROL LOW MID HIGH
1* day 118.3+1.03 121+1.543 120.3+2.231 122.3+2.23
7% day 128.3+1.03 127.3+1.343 127£2.113 133£2.11

14™ day 130.1+£1.004 132.3+1.12 132.4+2.012 134.4+2.012

21° day 135.3£2.120 136.2+1.501 136+1.131 136.5+1.13

28" day 140.3+1.041 140.3+1.202 140.4£2.0405 142+2.040

Values are expressed as mean + SEM Statistical significance (p) calculated by one

way ANOVA followed by Dunnett’s(n=6); "p>0.05, *p<0.05, **p<0.01,

*#*%p<(0.001, calculated by comparing treated groups with control group.

[160 - )
140
120
100
B CONTROL
80 B SVE 200mg/kg
60 m SVE 400mg/kg
m SVE 600mg/kg
40
20
0
1st day 7th day 14th day 21st day 28th day
N\

103




EFFECT OF SUBACUTE DOSE (28 DAYS) OF SIRU VILVATHI ELAGAM
Table no.10 SIRU VILVATHI ELAGAM ON ORGAN WEIGHT

(PHYSICAL PARAMETER) IN GRAM

GROUP CONTROL LOW MID HIGH
HEART 2.39+0.02 2.40+0.04 2.43+0.11 2.44 £0.02
LIVER 8.27£0.23 8.29+0.23 8.16+0.01 8.18+0.23
LUNGS 4.27+0.10 4.27+0.14 4.30+0.24 4.33+0.10
KIDNEY 1.39+0.02 1.39+0.03 1.40+0.02 1.41+0.02
1.37+0.024 1.40+0.02 1.41+0.024 1.42+0.024

Values are expressed as mean + SEM Statistical significance (p) calculated by one
way ANOVA followed by Dunnett’s(n=6); "p>0.05, *p<0.05, **p<0.01,

*#*%p<0.001, calculated by comparing treated groups with control group.

/10 . I
9 -
8
7
6
5 H CONTROL
4 H Low
3 » Mid
2 H High
1
0
KIDNEY
- J
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EFFECT OF SUB- ACUTE DOSE (28 DAYS) OF SIRU VILVATHI ELAGAM

ON HAEMATOLOGICAL PARAMETERS

Table no .11
Drug RBC Differential count %
treatme million WBC Haemoglo Neutoph | Eosinoph | Monocy | Lympoc
cells/cm | cells/cmm | bin gm % . .
nt m ils ils tes yte
5.5740. | 9248.41+23. 47.17+1. | 3.2940.1 | 0.41£0.1 | 49.1343.
Control 40 3 13.40£0.45 20 1 5 3
4.4340. | 9330.04+23. 41.14+1. | 2.062£0.1 | 0.58+0.3 | 56.2243.
LOW 20 2 10.20+0.43 A1 4 0 5
5.2240. | 9300.25+32. 40.10+£2. | 1.10£0.1 | 0.67£0.4 | 58.1343.
MID 1 35 11.11+£1.03 2 ) 0 3
5.29+0. | 10084.25+32 40.12+2. | 1.24+0.1 | 0.51+0.4 | 58.1343.
HIGH 1 35 12.11£1.03 2 5 0 3

Values are expressed as mean = SEM Statistical significance (p) calculated by one

way ANOVA followed by Dunnett’s (n=6); "p>0.05, *p<0.05, **p<0.01,

*#*%p<0.001, calculated by comparing treated groups with control group.

RBC

Control

SVE 200mg

SVE 400mg

SVE 600mg

J
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Control

EOSINOPHILS

SVE 200mg SVE 400mg

SVE 600mg

0.8
0.7
0.6
0.5
0.4
0.3
0.2
0.1

Control

MONOCYTE

SVE 200mg SVE 400mg

SVE 600mg

70
60
50
40
30
20
10

Control

LYMPOCYTE

SVE 200mg SVE 400mg

SVE 600mg
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Table no.12 EFFECT OF SUB- ACUTE DOSE (28 DAYS) OF
SIRU VILVATHI ELAGAM ON BIOCHEMICAL PARAMETERS

Drug SGPT SGOT ALP Urea Creatinine
Treatment (IU/L) (IU/L) (IU/L) (mg/dl) (mg/dl)
Control | 38.14+3.02 | 38.24+4.31 | 239.12+11.32 | 31.35+£3.00 | 0.80+0.03
LOW 38.13£3.22 | 37.23+4.01 | 247.11£12.42 | 36.53+2.42 | 0.46+0.04
MID 37.21+4.44 | 37.31£2.21 241.45+4.14 | 35.12£2.22 | 0.61+0.04
HIGH 38.21+4.44 | 36.31+2.21 230.45+4.14 | 36.12+£2.22 | 0.52+0.04
4 39 - N
38.5 -
38 -~
37.5 -
37 A
s B SGPT (IU/L)
36 4 m SGOT (1U/L)
355 -
35
345 4
Control SVE 200 mg/kg SVE 400 mg/kg SVE 600 mg/kg
. J
(250 . A
245
240 -~
235 4
mALP (1U/L)
230 -
225 _ I
220 n T T T 1
Control SVE 200 mg/kg SVE 400 mg/kg SVE 600 mg/kg
\§ J
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~
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EFFECT OF SUB- ACUTE DOSE (28 DAYS) OF SIRU VILVATHI ELAGAM
BIOCHEMICAL PARAMETERS

Table no.13
SVE SVE SVE
GROUP CONTROL
(200mg/kg) (400mg/kg) (600mg/kg)
TOTAL
BILIRUBIN 0.908+0.57 0.958+0.2827 0.819+0.3376 0.704+0.199
(mg/dl)

Values are expressed as mean + SEM Statistical significance (p) calculated by one-

way ANOVA followed by Dunnett’s(n=6); "p>0.05, *p<0.05, **p<0.01,

*#*%p<(0.001, calculated by comparing treated groups with control group.

( N
Bilirubin
1.2 4
1 -
0.8
0.6 -
04 -
0.2 -
0 -
L Control SVE 200 mg/kg SVE 400 mg/kg SVE 600 mg/kg
J
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Table no. 14 EFFECT OF SUB- ACUTE DOSE (28 DAYS) OF
SIRU VILVATHI ELAGAM ON FOOD INTAKE IN GRAM

GROUP CONTROL Low mid High
I"DAY | 12.33%13.5110 15.1672£14.3 8.10+21.71 13.5+7.62
T"DAY 11.5+11. 11.863+12.67 12.73+9.853 11.1714.41
14" DAY 14.83+8.72 11.83+14.28 11+13.96 15.72+8.981
213 PAY 14.87+12.4 11.04+8.466 11.88+9.43 15.1748.02
28" DAY 14.10+11.38 14.38+11.50 14.06%8.90 14.36%7.57

Values are expressed as mean + SEM Statistical significance (p) calculated by one-

way ANOVA followed by Dunnett’s(n=6); "p>0.05, *p<0.05, **p<0.01,

*#*%p<0.001, calculated by comparing treated groups with control group

4 N\
18
16
14
12
B CONTROL
10
g B SVE 200mgmg/kg
6  SVE 400mgmg/kg
4 B SVE 600mgmg/kg
2
0
1st day 7th day 1l4thday 21stday  28th day
G J
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Table no. 15 Effect of Sub- Acute Dose (28 Days) of SIRU VILVATHI
ELAGAM on Water Intake in ml

SVE SVE SVE
GROUP | CONTROL (200mg/kg) (400mg/kg) (600mg/kg)
I"DAY | 98.3338+13.5110 | 89.1672414.3426 | 102.10421.7199 |  67.5+7.6203
TYDAY | 85.5+11.7938 | 100.863+12.6770 | 76.6673+9.85363 | 81.671714.4150
140

58.3383+8.72817 | 90.8363+14.2812 |  80+13.9692 | 89.1672+8.88981
DAY
DIPAY | 91 6687+12.4949 |  85+8.46662 | 65.8338+9.43550 | 89.17178.79602
28th
| 8104113840 | 883348511.5004 | 802890061 80+7.57773

Values are expressed as mean + SEM Statistical significance (p) calculated by one-

way ANOVA followed by Dunnett’s(n=6); "p>0.05, *p<0.05, **p<0.01,

*#*%p<0.001, calculated by comparing treated groups with control group

Table no.16 EFFECT OF SUB ACUTE DOSES (28 DAY) OF SIRU
VILVATHI ELAGAM ON ELECTROLYTES

SVE SVE SVE
GROUP CONTROL
(200mg/kg) (400mg/kg) (600mg/kg)
Sodium (mg/dl) | 123.10+0.6855 134.30+0.6792 135+0.7571 135.80+0.70
Calcium(mg/dl) | 17.580+0.137889 | 10.20+0.175783*** | 13.7+£0.165299*** | 16.180£0.19611***
Phosphorus ‘ ‘
UL 6.278+0.017 3.3010+0.015™ 4.3+0.091™ 5.037+0.2*

Values are expressed as mean + SEM Statistical significance (p) calculated by one-

way ANOVA followed by Dunnett’s(n=6); NS- non-significant,
*#p<0.01,

***p<0
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RESULTS:
CLINICAL SIGNS:

All animals in this study were free of toxic clinical signs throughout the
dosing period of 28 days.
Mortality:

All animals in control and in all the treated dose groups survived
throughout the dosing period of 28 days.
Body weight:

Results of body weight determination of animals from control and different
dose groups exhibited comparable body weight gain throughout the dosing period
of 28 days.

Food consumption:

During dosing and the post-dosing recovery period, the quantity of food
consumed by animals from different dose groups was found to be comparable with
that by control animals.

Organ Weight:

Group Mean Relative Organ Weights (% of body weight) are recorded.
Comparison of organ weights of treated animals with respective control animals on
day 29 was found to be comparable similarly.

Hematological investigations:

The results of hematological investigations conducted on day 29 revealed
following significant changes in the values of different parameters investigated
when compared with those of respective controls; however, the increase or
decrease in the values obtained was within normal biological and laboratory limits
or the effect was not dose dependent.

Biochemical Investigations:

Results of Biochemical investigations conducted on the day 29th were
recorded and revealed the following significant changes in the values of hepatic
serum enzymes studied. When compared with those of respective control.
However, the increase or decrease in the values obtained was within normal

biological and laboratory limits.
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INTERPRETATION:

1)

2)

3)

4)

5)

6)

7

All the animals from control and all the treated dose groups up to
2000mg/kg survived throughout the dosing period of 28 days.

No signs of toxicity were observed in animals from different dose groups
during the dosing period of 28 days.

Animals from all the treated dose groups exhibited comparable body weight
gain with that of controls throughout the dosing period of 28 days.

Food consumption of control and treated animals was found to be
comparable throughout the dosing period of 28 days

Haematological analysis conducted at the end of the dosing period on day
29th, revealed no abnormalities attributable to the treatment.

Biochemical analysis conducted at the end of the dosing period on day 29"
no abnormalities attributable to the treatment.

Organ weight data of animals sacrificed at the end of the dosing period was

found to be comparable with that of respective controls.
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8. ANTIMICROBIAL STUDIES
Aim

To study the Anti-microbial action of “Siru Vilvathi Elagam” against
Escherichia Coli and Pseudomonas aeruginosa

Medium
Mueller Hinton agar.

Components of medium

Beef extract - 300gms/lit

Agar - 17 gms/lit

Starch - 1.5 gms/lit

Casein Hydroxylate - 17.5 gms/lit

Distilled water - 1000 ml

PH - 7.6
Procedure

The media was prepared from the above components and poured and
dried on a petri dish. The organism was streaked on the medium and the test
drug (1gm drug in 10ml of water) was placed on the medium. This is incubated
at 37°C for one over night and observed for the susceptibility shown up

clearance around the drug.
Result:

The test drug Siru Vilvathi Elagam was sensitive against

Pseudomonas aeruginosa and resistant to Escherichia Coli.
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MALAR
MICRO DIAGNOSTIC CENTRE

No,65,Sri Ram Popular Road, MKP Nagar,Palayamkottai, Tirunelveli.
Ph.0462-2583954 Resi-0462-2583955

Anti Microbial Study

Dr.M.Sociya Parvin,,l:/[.g(s)

Dept.Of Kuzhanthai Maruthuvam,

Government Siddha Medical College,

Palayamkottai, Tirunelveli-627002

Method : Kirby Bauer

Organism : Received from malar lab

Prepare plates of Mueller Hinton Agar (M173) for use in the Kirby- Bauer Method for rapidly
growing aerobic Organisms.

ANTI MICROBIAL TEST REPORT

{ Susceptibility Zone | Zome size of
S.No | Drug Organism Sensitivity sizeof | Control

| Drug | (Amikacin)

1
| 1, | Siru Vilvathi Elagam Pseudomonas aeruginosae | Sensitive Ilmm| 18mm
5

Escherichia coli Resistant
- 20mm
Dr.R.Napoleon MD.,

Congultant Microbiologigt

Dear Doctor,
Thank you for yosr referonce. Jf the ragult ig not correlating with the clinical impraggion,
please inform ug to repeat the tagt with a frogh gsample
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PSEUDOMONAS AERUGINOSA SIRU VILVATHI ELAGAM

Fig no.9
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9. OBSERVATIONS AND RESULTS

For this clinical study 40 cases were selected, 20 cases were treated in
IN PATIENT ward and 20 cases were treated in OUT-PATIENT ward of Post
graduate Department of Kuzhanthai Maruthuvam, Government Siddha Medical
College and Hospital, Palayamkottai.
Results were observed with respect to the following criteria.
Clinical trial
1. Age
Sex
Religion
Family History
Socio economic status
Diet
ParuvaKaalam
Mukkutra Kaalam
Thinai

N A Lo B

p—
S

Aetiological factors

f—
f—

. Mukkutra nilai
Ezhu Udal Kattukal

—_—
W N

. Envagai thervukal

Neikuri

—_— =
TR

. Clinical presentation

Signs and symptoms of MANNUN VELUPPU NOI during admission and

—
a

discharge
17. Haematological profile
18. Outpatient recored
19. Results after treatment
The observations recorded with the above said criteria were given in the

tabular column form
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CLINICAL TRIALS

Table no.1 Distribution of Patients According to age

S.No Age Paruvam No of Cases | Percentage

1. 0.6 Month Kappu Paruvam - -

2 6-12 Month | Kappu and Senkeerai Paruvam - -

3 1-2 year Thalattu, Sappani, Mutham and _ _
varugai Paruvams

4 3-6 years Ampuli, Sitril, Siruparai Siruthaer 9 22

Viduthal (Male Child) Ammanai,
Neeraduthal, oonjal (Female

Child) 13 33
5 6-12 Years Siruparuvam (Male Child) 8 20
Pethai and Petumbai (Female 10 75
Child)
4 )
40 -
35 - 33
. 30 -
R
= 25
(0]
o) 25 -
g 22
) 20
(&)
5 20 -
o
15
10 -
5 _
0 0 0
0
= 2Be | 8c-= = ) 5® = £ S
> = E®© == u (ORI RES) © e
s C O ®© 3] 0 ='c o O == o = O = =
55 3¢5 “£35 %38F 285 35 | 585
<& go8 2253|3225 T_o 8o EEE
Y 9 S _.oa| Shp= T ©® S5 © £g5C
seef € > E-E £ == Ol (S
Cc @ < =) n— o= o
= Eouw L
- < ®— J
Inference

Among 40 patients treated 55% of cases belongs to 3-6 years and

45% of cases belongs to 6-12 years.
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Table no.2 Distribution According to the Sex

S.No Sex No. of Cases Percentage

1. Male Children 17 42

2. Female Children 23 58

100 -
90 -
80 -
70 A
60 -
50 -
40 -
30 -
20 -
10 ~

Percentage (%)

Male Children Female Children
Cases

Inference

Out of 40 cases selected 42% of Patients were male children and 58%

of were female children
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Table no.3 Distribution According to the Religion

S.No Religion No.of Cases Percentage

1. Hindu 26 65

2. Christian 4 10

3. Muslim 10 25

100 +
90 -
80 -

370 - 65

%60*

8 50 -

(%

3 30 - 25
20 - 10
10 -

Hindu Christian Muslim
Cases

Inference

Out of 40 cases 65% of the people were Hindus 10% were Christians

and 25% were Muslims.
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Table no.4 Distribution According to Family History

S.No Family History No.of Cases Percentage
1. Positive 24 60
2. Negative 16 40

M Positive

H Negative

Inference

60% of cases have positive family History
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Table no.5 Distribution of Patients According to the

Socio Economic Status

S.No Economic Status No.of Cases Percentage
1. Poor 26 65
2. Middle 14 35
3 Rich - -
(

100 -
90 ~
80 +
— 70 A
2
~ 60 i
(2]
g 50 +
S 40 - 35
(3]
8 30 -
20 ~
10 A 0
0 B T
Poor Middle Rich
Cases
.
Inference

Out of 40 Patients, 65% of people belongs to poor family and 35% of
people belongs to middle Class family.
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Table no.6 Distribution According to Dietary Habits

S.No Economic Status No.of Cases Percentage

1. Vegetarian 8 20

2. Mixed 32 80

100 -
90 7 80
80 -
70 A
60 -
50 -
40 -
30 + 20

20 -
O _

Vegetarian Mixed diet
Cases

Percentage (%)

Inference
Out of 40 cases, 80% of cases have mixed diet and 20% of cases have

vegetarian diet.
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Table no.7 Distribution of Patients According To Paruva Kaalam

S.No Paravakaalam No.of Cases Percentage
1 Kaar (Aavani, Paratasi) 7 17.5
2 Koothir (Iypasi, Karthigai) 4 10
3. Munpani (Margali, Thai) 12 30
4 Pinpani (Masi, Pankuni) 10 25
5 Elavenil (Chithirai, Vaikasi) - -
6 Muthuvenil (Aani, Aadi) 7 17.5
4 )

40 -

35 -

30
30 -
25

25 -

20 1 175 17.5

15 -

10
10 -
5 .
0
o T T T T
Kaar Koothir ~ Munpani  Pinpani  Elavenil Muthuvenil
Cases

G J
Inference

According to paruva kaalam 17.5% of Cases were admitted in Kaar

Kaalam, 10% of Cases were admitted in Koothir kalam and 30% of Cases

were admitted in Munpani kaalam, 25% of cases were admitted in Pinpani

kalam, 17.5% of cases were admitted in Muthuvenil kalam.
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Table no.8 Distribution According to the Mukkutra Kalam

S.No Kaalam

No.of Cases

Percentage

1. Vatham

40

100

2. Pitham

3. | Kapham

100
90
80
70
60
50
40
30
20
10

0

Vatham

Pitham

Kapham

Inference

In this study all the 40 patients were in Vatha kaalam, Since all the

patients belong to children
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Table no.9 Distribution According to thinai

S.No Thinai No.of cases | Percentage
1. Kurinji (Hill area) 1 2.5
2. Mullai (Forest area) - -
3. Marutham (Fertile area) 39 97.5
4, Neithal (Coastal area) - -
5. Paalai (Desert area) - -
4 \
100 - 97.5
90 ~
80 ~
~ 70 -
2\_’
5 60 -
& 50 -
c
8 40 -
e 30 -
20 ~
107 25 0 0 0
0 | . . X
Kurinji Mullai Marutham Neithal Paalai
(Hill (Forest) (Fertile) (Coastal) (Desert)
Cases
g J
Inference

Among 40 cases 97.5% belongs to Marutha nilam and 2.5% belongs to

Kurinji nilam.
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Table no.10 Distribution According to the Aetiological Factors

S.No | Aetiological Factors No.of cases Percentage

1. | Iron Deficiency 36 90

2. Worm infestation 4 10

100 ~
90 -
80 -
70 A
60 -
50 -

Percentage (%)

40 -
30 -

20 -
10

—

Iron Deficiency Worm infestation

10 ~

Cases

Inference
Out of 40 cases selected major cause of the disease is Iron deficiency i.e

90% and worm infestation in 10% of cases.

129




Table no.11 Distribution According to the Mukkutra Nilai.
A.Affected Vatham.

S.No Vatham No.of cases Percentage
1. Pranan 23 57.5
2. Abaanan 12 30
3. Viyaanan 40 100
4. Uthaanan - -
5. Samaanan 40 100
6. Naagan - -
7. Koorman - -
8. Kirukaran 40 100
0. Devathathan 40 100
10. Thananjeyan - -
[
100 100 100 100 )
100 -
90 -
80 -
? 70 7
2
S 60 - 57.5
4
= 50 -
8
S 40 -
& 30
30 -
20 -
10 +
0 0 0 0
0 T T T T T T T
[ C C [ C C C C C C
© © © [0 © © © [\ © [
S G T 3 & < S S = >
i = X © 2
& 8§ £ £ £ £ § = £ 3
< = 35 5] X [~ g c
wn o g
o [
\_ J
Inference

Among 10 types of vatham Viyaanan, Samaanan, Kirukaran and
devathathan were affected in all 40 cases Pranan were affected in 57.5% and

Abaanan were affected in 30%
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B. Affected Pitham

S.No Pitham No.of cases Percentage
1. Anar pitham 40 100
2. Ranjagam 40 100
3. Prasagam 40 100
4. Sathagam 40 100
5. Alosagam - -
(" 100 - )
90 -
80 -
70 -
60 -
50 -
40 -
30 -
20 -
10 -
0
0 T T T T 1
Anar pitham Ranjagam Prasagam Sathagam Alosagam
\ J
Inference

Among 5 types of pitham anarpitham, ranjagapitham, sathagapitham,

prasagapitham were affected in 40 cases.
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C. Affected Kabam

S.No Kabam No.of cases Percentage
1. Avalambagam 40 100
2. Kilethagam 40 100
3. Pothagam 40 100
4. Tharapagam - -
5. Santhigam - -
( 100 100 100 )
100 -
90 -
80 -
~ 70 -
Q%: 60 -
£ 50 -
S 40 -
[0}
% 30 -
20 -
10 1 0 0
0 :
Avalambagam Kilethagam Pothagam Tharapagam Santhigam
G _/
Inference

Among 5 types of kabam avalambagam, kilethagam and pothagam were

affected in 40 cases.
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Table no.12 Distribution According to Ezhu Udal Kattukal.

S.No Udal kattugal No.of cases Percentage
1 Saaram 40 100
2 Senneer 40 100
3 Oon - -
4. Kozhuppu - -
5 Enbu - -
6 Moolai - -
7 Sukkilam/Suronitham Not applicable Not applicable
4 ™\
100 100
100 -
90 -
80 -
~ 70 -
Og 60 -
©
S 50 -
S 40 -
30 -
20 -
10 -
0 0 0 0 0
0
\ S
Inference
Regarding 7 udal kattukal saaram and senneer were affected in all 40
cases.
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Table no.13 Distribution According To Envagai Thervukal

SLLNO En vagai Thervugal No.of cases Percentage
1. Naa 40 100
2. Niram 28 70
3. Mozhi - -
4. Vizhi 40 100
5. Malam 13 32.5
6. Moothiram 24 60
7. Naadi
Vathapitham 14 35
vathakabam 6 15
Pithavatham 14 35
Pithakabam 5 12.5
kabapitham 1 2.5
8. Sparisam 11 27.5
(" 100 - )
90 -
80 -
70 -
60 -
50 -
40 -
30 -
20 -
10 -
0 _
Niram Mozhi Vizhi Malam Moothiram Sparisam
\_ J
Inference

Among the envagai thervugal, Naa, Vizhi were affected in all the cases
100%, Niram affected in 70% of cases, Malam affected in 32.5% of cases,

Moothiram affected in 60% of cases.
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NADI

100 -
90 -
80 -
70 -
60 -
50 -
40 - 35 35
30 -
20 1 15 12,5

- m -
I—

0 T T T T 1

Vathapitham vathakabam Pithavatham Pithakabam kabapitham
\_ J

Inference

Among 9 types of nadi Vathapitham were observed in 35% of cases,
Vathakabam were observed in 15% of cases, Pithavatham were observed in
35% of cases, Pithakabam were observed in 12.5% of cases, Kabapitham were

observed in 2.5% of cases.
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Table no.14 NEIKURI

S.No Neikuri Number of cases | Percentage
1. Vatha Neer 20 50
(Spreads like serpent)
2. Pitha Neer (Spreads like ring) 15 37.5
3. Kaba Neer (spreads like pearl) 5 12.5
- D
60 -
50
50 -
£ 40
g 30 -
e 20 |
125
10 -
0 4
Vatha Neer Pitha Neer Kaba Neer
N J
Inference

Out of 40 cases, Vatha neer were observed in 50% of cases, Pithaneer

were observed in 37.5% of cases, Kabaneer were observed in 12.5% of cases.
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Table no.15 Distribution According To The Clinical Presentation

Distribution of | Unrecovered
S.No Sings and Symptoms symptoms in Symptoms in
subjects subjects
1. Habit of pica 40 6
2. Pallor of conjunctiva, nail beds 40 5
and tongue
3 Anorexia 40 7
4 Ulceration of mouth 12 2
5 Constipation 13 5
6. Lassitude 40 3
7 Emaciation 7 1
8 Palpitation 16 4
9 Dyspnoea on exertion 8 3
10. Worm infestation 4 0
Unrecovered Symptoms in subjects
40
35
30
25
20
15
10 6 5 7 5 4
5 - 2 3 1 3
T W o W =
& R 2 > & ¥ & & & &
.&cs)\Q(' ,i}\oz 00&6\. K@O& QQ&O ,br',&o ,bééo \&3’,&0 Q,Q} ’ e%“'&o
\23@ é\%‘o &\0“0 c,o“" e <« ° & ¢ &
6\00 \>\Q’Q} G)Q(\O $0
(;0 Q\\
¢ ’
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Table n0.16 IN PATENTS WARD - CASE SHEET

Name of Age/ . Admission | Discharge | No. of
SI. No. | IP. No. Patient Sex Signs and Symptoms date date days Result
. Habit of pica, Pallor of conjunctiva and nail beds,

L 1671 Mathavi 8/FC Tiredness, Anorexia, lassitude, Palpitation, headache. 28.06.2013 25.07.2018 28 Good
Habit of pica, Pallor of conjunctiva nail beds and tongue,

2. 2452 Rajeswari 10/FC | Anorexia, lassitude, constipation, Hair fall, Spoon shaped 28.09.2018 | 24.10.2018 27 Good
nails (koilonychia), Anal itching, fecus with worm.
Habit of pica, Pallor of conjunctiva nail beds and tongue,

3. 3181 Samuvel 9/MC | Anorexia, lassitude, dyspnoea on exertion, palpitation, 28.12.2018 | 24.01.2019 28 Good
dizziness

4. 15 | Senthamil selvi | 5/Fc | Habit of pica, Pallor of conjunctiva nail beds and tongue, |3 41 5019 | 24012019 | 22 Poor
Anorexia, lassitude, Emaciation, Hair fall

5. 39 VishvaRaj | s/mc | Habitof pica, Pallor of conjunctiva nail beds and tongue, | 8 41 5019 | 04.02.2019 | 28 Good
Anorexia, lassitude, Ulceration of mouth, Palpitation,

6. 176 | DeepaSuja | e/FC | Habitof pica, Pallor of conjunctiva nail beds and tongue, | g 51 5019 26022019 | 30 | Good
Anorexia, lassitude, Ulceration of mouth.

7. 212 Rajesh s/mc | Habitof pica, Pallor of conjunctiva nail beds, Anorexia, | 3y 1 5619 | 28022019 | 29 Fair
lassitude, constipation, Hair fall.

8. 241 | Mathumathi | S/Fc | Flabitof pica, Pallor of conjunctiva nail beds, Anorexia, | o4 45 5019 | 04.03.2019 | 29 Good
lassitude, dyspnoea on exertion, constipation.
Habit of pica, Pallor of conjunctiva nail beds and tongue,

9. 320 Boomika Devi | 5/FC | Anorexia, lassitude, Ulceration of mouth, Hair fall, 11.02.2019 11.03.2019 29 Good
Palpitation

Habit of pica, Pallor of conjunctiva nail beds and tongue,
10. 322 Hariharan S/MC Anorexia, lassitude, Ulceration of mouth, Constipation. 11.02.2019 11.03.2019 29 Good
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Habit of pica, Pallor of conjunctiva nail beds and tongue,

11. 354 Poongothai 12/FC | Anorexia, lassitude, dyspnoea on exertion, palpitation, 13.02.2019 | 12.03.2019 28 Fair
constipation

12. 367 | MuthuArun | 8/mc | Habitof pica, Pallor of conjunctiva nail beds and tongue, |4 05 5919 | 13032019 | 28 Good
Anorexia, lassitude, Ulceration of mouth

13. 484 | Jothi Rathinam | 7/Mc | Habit of pica, Pallor of conjunctiva and nail beds, 25.02.2019 |26.03.2019 | 30 Good
Anorexia, lassitude, dyspnoea on exertion, palpitation
Habit of pica, Pallor of conjunctiva nail beds and tongue,

14. 549 Roshini 6/FC | Anorexia, lassitude, constipation, anal itching, fecus with 03.03.2019 02.04.2019 31 Good
worm.
Habit of pica, Pallor of conjunctiva and nail beds,

15. 678 Balaputhiyavan | 6/MC | Anorexia, lassitude, emaciation, Ulceration of mouth, 16.03.2019 15.04.2019 31 Good
teeth grinding(Bruxism)
Habit of pica, Pallor of conjunctiva and nail beds,

16. 722 Thowfika 10/FC | Anorexia, lassitude, dyspnoea on exertion, Ulceration of 22.03.2019 22.04.2019 32 Good
mouth.

17, 723 | Thowhetha | 12/Fc | [labitof pica, Pallor of conjunctiva nail beds and tongue. |~ 55 439919 |22.042019| 32 | Good
Anorexia, lassitude, Palpitation, Emaciation.

18, 769 Simiyon | 12/Mc | Habitof pica, Pallor of conjunctiva and nail beds, 26.03.2019 | 22.042019 | 28 Poor
Anorexia, lassitude, constipation dyspnoea on exertion.

19, 791 | Muthukumar | 2. | Habitof pica, Pallor of conjunctiva and nail beds, 27032019 | 24.042019| 29 | Good

/MC | Anorexia, lassitude, palpitation.

Habit of pica, Pallor of conjunctiva nail beds and tongue,

20. 892 Syed Aiba 5/MC | Anorexia, lassitude, Ulceration of mouth. Teeth bitting 06.04.2019 03.05.2019 28 Good

(Bruxism)
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Table n0.17 HEAMATOLOGICAL INVESTIGATION RESULTS- IN PATENT

Before Treatment After Treatment
: : | E :
SLNo | IP.No Name Age/Sex i é‘: § E i"ﬂ C-E" Peripheral E S ® = i"ﬂ E" Peripheral
S | B P 2 = &) Blood | = g 5 = % Blood
é 2 - = = 8 Smear é 5 4 = = 3 Smear
o = & =
=4
1 1671 Mathavi 8 FC 85| 25 | 255 102 34 32 HM 109 | 3.2 | 32.7 | 102.1 34 32.3 N
2 2452 | Rajeshwari 10 FC 82 | 34 | 246 | 723 | 24.1 33 HM 102 | 34 | 30.6 90 30.3 35 N
3 3181 Samuvel 9 MC 9.1 | 29 | 273 ] 94.1 | 31.3 | 333 HM 109 | 3.6 | 32.7 91 31 36.1 N
4 15 Senthamil Selvi 5 FC 8.1 | 32 |243 ] 759 | 253 | 31.2 HM 10.1 | 3.6 | 30.3 | 84.1 28 333 N
5 39 Vishva Raj 5 MC 83| 3.1 | 249 80.3 27 32 HM 106 | 3.5 | 31.8 91 30 34.2 N
6 176 Deepa Suja 6 FC 74 | 246|222 90 30 333 HM 98 | 32 | 294 | 91.8 31 33 HM
7 212 Rajesh 5 MC 7.6 | 253|258 | 90.5 | 30.7 33 HM 99 | 331|297 | 91.2 | 30.7 | 33.3 N
8 241 Mathumathi 5 FC 84 | 2.8 | 252|915 | 31.7 | 32.3 HM 107 | 3.6 | 32.1 | 91.5 | 31.7 | 32.3 N
9 320 Boomika Devi 5 FC 83| 32 249 | 77.8 26 32.9 HM 103 | 34 | 309 91 30.3 | 33.7 N
10 322 Hariharan 5 MC 92 | 3.0 | 27.6 92 31 32.7 HM 11.2 | 3.7 | 33.6 90 31 333 N
11 354 Poongothai 12 FC 7.1 | 236|213 | 899 29 32.7 HM 95 | 3.1 | 285 | 91.9 30 333 N
12 367 Muthu Arun 8§ MC 84 | 34 | 252 | 74.1 | 24.7 | 31.3 HM 105 | 3.5 | 315 90 31 34 N
13 484 Jothi Rathinam 7 MC 73 (1243 121.9| 899 | 29.1 | 329 HM 103 | 34 | 309 | 90.8 30 333 HM
14 549 Roshini 6 FC 7.6 | 253|228 | 899 | 29.1 | 329 HM 102 | 34 | 30.6 90 30 34 N
15 678 Balaputhiyavan 6 MC 89 | 29 | 26.7 92 30.6 | 33.6 HM 11.3 ] 3.8 | 339 | 89.3 31 353 N
16 722 Thowfika 10 FC 9.1 | 3.0 | 273 89 31 33 HM 108 | 3.6 | 324 90 31 33 N
17 723 Thowhetha 12 FC 8.3 |2.76 | 24.3 88 30 30.3 HM 105 | 3.5 | 315 91 299 | 35.6 N
18 791 Muthu Kumar 12 MC 8.1 | 3.7 | 243 ] 65.6 22 333 HM 11.7 ] 3.9 | 35.1 92 30.3 | 32.3 N
19 769 Simiyon 12 MC 74 | 246|222 90 30 333 HM 10.1 | 3.3 | 30.3 91 293 | 33.3 N
20 892 Syed Aiba 5 MC 8.1 | 34 |243| 714 | 23.8 | 33.3 HM 11.2 ] 3.7 | 33.6 | 90.8 | 30.2 33 N

PCV - Packed Cell Volume
MCYV - Mean Corpuscular Volume

MCH - Mean Corpuscular Hemoglobin
MCHC - Mean Corpuscular Hemoglobin Concentration H.M - Hypochromic microcytic
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INVESTIGATION RESULTS - IN PATIENTS

Blood Urine Motion
Before treatment After Treatment Before After Before After Treatment
Treatment Treatment Treatment
Age/ TC
SNo | IP.No | oo TC DC ESR | Cells/ DC ESR
Cell% Cu.mm A S D A S D Ova | Cyst | OB | Ova | Cyst | OB
Cu.mm il il
PILIE hr | hr PILIE hr | hr

1 1671 8 FC 7800 56 |40 | 4| 8 |20 9800 |62 |35|3| 2 | 6 |Nil|Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
2 2452 | 10 FC 7500 59138 |3|10]20 9500 |61 |37|2| 4 | 6 |Nil|Nil | NAD | Nil | Nil | NAD P P P Nil | Nil | Nil
3 3181 9 MC 8100 571412 |12]22] 10300 |61 |37 2| 4 | 8 |Nil|Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
4 15 5FC 8800 59140 | 1| 6 | 12| 10100 |60 39| 1| 6 | 10 | Nil | Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
5 39 5MC 9100 60 38| 2| 8 | 16| 10100 |60 |37 |3 | 2 | 8 |Nil|Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
6 176 6 FC 7900 57 1376|1020 9800 |63 |35|3| 2 | 4 |Nil|Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
7 212 5MC 7600 59139 |2 6 |12 9300 |61 |37 |2| 2 | 4 |Nil|Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
8 241 5FC 7300 60 |35|5|9 |18 9600 |63 |35|2| 4 | 8 | Nil [Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
9 320 5FC 8500 58139 |3 |4 | 8 10000 | 60 | 37| 3| 3 | 6 | Nil | Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
10 322 5 MC 8900 5714122 | 10| 10100 |61 |37 2| 4 | 6 | Nil | Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
11 354 12 FC 7800 6335|129 |18 9800 |60 |38 |2 | 2 | 6 | Nil |Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
12 367 8 MC 7100 57138 |5| 8 |18 9100 |62 |35|3| 3 | 6 | Nil |[Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
13 484 7MC 8500 57141 | 2| 7 | 14] 10100 | 65|34 | 1| 2 | 4 | Nil |Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
14 549 6 FC 9800 55140 | 5|9 | 18] 10300 |60 |36 |4 | 4 | 8 | Nil | Nil | NAD | Nil | Nil | NAD P P P Nil | Nil | Nil
15 678 6 MC 9100 541397 | 8 | 16| 10100 |62 |34 |4 | 4 | 10 | Nil | Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
16 722 10 FC 9700 53144 |13 6 | 12| 10100 |59 (392 | 5 | 10 | Nil | Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
17 723 12 FC 8800 58140 | 2| 6 |12 9100 |61 |38 | 1| 2 | 6 |Nil|Nil|NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
18 791 12 MC 7500 51145 6|10 20 9900 |59 |37 |4 | 2 | 4 | Nil |Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
19 769 12 MC 7100 53146 | 1| 8 | 14 9100 |57 |39 |4 | 4 | 8 | Nil [ Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil
20 892 5MC 8500 551441 | 6 | 18| 10100 |61 |38 | 1| 2 | 4 |Nil |Nil | NAD | Nil | Nil | NAD | Nil | Nil | Nil | Nil | Nil | Nil

TC - Total Count

DC - Differential Count

ESR — Erythrocyte Sedimentation Rate A — Albumin S- Sugar D — Deposit

L — Lymphocytes E- Eosinophil OB- Occult Blood
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HEAMATOLOGICAL INVESTIGATION RESULTS- OUT PATENT

Before Treatment

After Treatment

: : | :
SLNo | IP.No Name AgelSex | § | S| s | E | & | § | Peripheral | 5 5} | E | & | § | Peripheral
5| F 5 5 5 O Blood ) = g 5 5 (&) Blood
é % -t = = 8 Smear é 5 < = = = Smear
&2 = B =
~
1 57300 | Nirshath 5/MC 87 137 [26.1] 705 | 235 | 30.3 HM 10.2 | 4.0 | 30.6 77 26 34 N
2 57635 | Amna 10/FC 9.8 1321294 | 91.8 | 306 | 32.3 HM 11.2 | 3.6 | 33.6 93 31.1 32 N
3 57988 | Munda samy 8/MC 83 134249 | 732 | 244 | 33.1 HM 104 | 3.8 | 31.2 | 82.1 | 27.3 | 335 N
4 63184 | Siddharth 6 /MC 8.1 3.6 243 ] 675 | 225 | 343 HM 103 | 39 [ 309 ] 79.2 | 264 | 31 N
5 63235 | Yazhini devi 5/FC 9.1 | 3.1 1273 | 88.0 | 29.3 | 334 HM 11.5 | 3.5 | 345 985 | 3238 36 N
6 67899 | Abrith 5/MC 7.7 126|231 | 8.8 | 29.6 | 30.1 HM 9.2 | 3.0 |27.6 92 30.6 | 32 HM
7 71314 | Syed Thasleema 11/FC 94 | 2.8 | 28.2|100.7 | 33.5 | 32.3 HM 10.8 | 34 [ 324 | 952 | 31.7 | 335 N
8 73296 | Thayuba 5/FC 7.1 | 3.6 |21.3 | 59.1 | 19.7 | 30.2 HM 85 | 38 [255] 67.1 | 22.3 | 309 HM
9 73654 | Esther Rani 12/FC 9.7 | 2.8 129.1 | 103.9 | 34.6 | 33.8 HM 11.0 | 32 | 33 103.1 | 343 30 HM
10 81100 | Muthumari 5/FC 9.2 | 38 276 | 72.6 | 242 | 32.3 HM 10.9 | 4.0 | 32.7 82 27.2 | 35.1 N
11 81733 | Mabhilini 12/FC 9.5 129 | 285] 982 | 32.7 | 333 HM 10.8 | 3.5 [ 324 | 925 | 308 34 N
12 81876 | Sathya 5/FC 9.1 | 34 1273 | 80.2 | 26.7 | 343 HM 11.0 | 3.6 | 33 91.6 | 30.5 | 354 N
13 96785 | Ahamed Aathim 5/MC 85 |35 [255| 728 | 242 | 319 HM 10.0 | 3.8 | 30 79 263 | 354 N
14 98194 | Indhuja 5/FC 8.1 ]33 (243 ] 73.6 | 245 | 303 HM 9.8 | 3.6 | 294 82 272 | 325 N
15 102944 | Anniya 5/FC 73 128 219 782 26 32.7 HM 88 |32 |264 83 27.5 34 N
16 103013 | Sherin 6/FC 7.7 132 1231 721 24 | 299 HM 9.0 | 3.6 | 27 75 25 32.1 HM
17 105995 | Sanju 8/MC 93 36279 | 775 | 25.8 | 33.6 HM 109 | 39 | 32.7 84 28 36 N
18 105998 | Latha 10/FC 83 13.0 249 83 27.6 | 304 HM 10.1 | 34 [ 303 | 89.1 | 29.7 | 32.2 HM
19 106711 | Krishna Kumari 5/FC 89 |34 267 | 785 | 26.1 | 31.8 HM 104 | 3.6 | 31.2 | 86.6 29 33.5 N
20 670 Mourthi 10/MC 8.1 128 243 | 86.7 | 289 | 342 HM 10.2 | 3.1 | 30.6 99 33 36.3 N

PCV - Packed Cell Volume
MCV - Mean Corpuscular Volume

MCH - Mean Corpuscular Hemoglobin
MCHC - Mean Corpuscular Hemoglobin Concentration
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INVESTIGATION RESULTS - OUT PATIENTS

Blood Urine Motion
Before
Before treatment After Treatment After Treatment Before Treatment After Treatment
Treatment
Age/
S.No | IP.No TC Cells
Sex TC DC ESR DC ESR
/ Cu.mm
Cell % A S D A S D Ova | Cyst | OB | Ova | Cyst | OB
il il
Cu.mm P L | E P L | E
hr | hr hr | hr

1 57300 5/MC 7500 61 |34 |5 | 7 | 15 8000 6313512 1| 4 8 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
2 57635 10/FC 6500 64 |32 |4 | 5 10 7200 6513321 3 7 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
3 57988 8/MC 8100 58140 2| 3 7 9000 60 | 38 2] 3 7 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
4 63184 6 /MC 7400 64 (33 |3 | 6 | 12 8000 64 |34 | 2| 2 4 | Nil | Nil | NAD | Nil | Nil | NAD P P P Nil Nil Nil
5 63235 5/FC 8500 66 | 30 | 4 | 11 | 22 9200 6313512 5 |10 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
6 67899 5/MC 7800 63 32|55 10 8500 62 (353 | 2 5 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
7 71314 11/FC 8000 57 {35 8| 3 7 9100 60 |36 |4 | 3 7 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
8 73296 5/FC 7500 64 | 35| 1 6 | 13 8600 65|34 | 11| 4 8 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
9 73654 12/FC 8000 62 32 |6| 7 |15 9200 64 |33 (3| 5 |10 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
10 81100 5/FC 7000 64 | 32 | 6| 12 | 18 8400 62 |135]12 1] 3 7 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
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Blood Urine Motion
Before
Before treatment After Treatment After Treatment Before Treatment After Treatment
Treatment
Age/
S.No IP.No TC Cells
Sex TC DC ESR DC ESR
/ Cu.mm
Cell% A S D A S D Ova | Cyst | OB | Ova | Cyst | OB
il i1
Cu.mm P|L |E P | L |E
hr | hr hr | hr

11 81733 12 /FC 6700 60 | 38 |2 | 4 8 8100 63352 | 4 8 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
12 81876 5/FC 9500 6235135 |11 10100 60 |38 |2 | 3 7 | Nil | Nil | NAD | Nil | Nil | NAD P P P Nil Nil Nil
13 96785 5/MC 8400 63 32 |5]| 6 |13 9200 65332 | 4 8 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
14 98194 5/FC 6400 65 (314 ]| 7 |13 9700 63 35121 5 10 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
15 102944 5 /FC 6500 66 | 31 | 3| 6 | 13 7800 61 |37 2| 4 8 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
16 103013 6/FC 7800 65 (314 ]| 7|13 9100 63 |34 |3 | 3 6 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
17 105995 8/MC 6300 65 (32 (31| 5 |10 8200 60 | 38 |2 | 3 6 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
18 105998 | 10/FC 6800 67 |30 |3 | 5 |11 8500 62 |34 |4 | 4 8 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
19 106711 5/FC 8100 65 (30 (5| 7 | 14 9000 60 | 36 | 4 | 6 | 12 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil
20 670 10/MC 6900 6530 |5]| 4 8 7600 62 353 | 2 4 | Nil | Nil | NAD | Nil | Nil | NAD Nil Nil Nil Nil Nil Nil

TC — Total Count

DC - Differential Count

ESR — Erythrocyte Sedimentation Rate A — Albumin S- Sugar D — Deposit

L — Lymphocytes E- Eosinophil OB- Occult Blood
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Table no.18 OUT PATIENTS CASE RECORD

SI. No. | OP.NO Name Age/ Sex No. of days treated Remarks
01. 57300 | Nirshath 5/MC 29 Good
02. 57635 | Amna 10/FC 30 Good
03. 57988 | Munda samy 8/MC 29 Good
04. 63184 | Siddharth 6/MC 33 Good
05. 63235 | Yazhini devi 5/EC 33 Good
06. 67899 | Abrith 5/MC 32 Good
07. 71314 | Syed Thasleema 11/FC 40 Good
08. 73296 | Thayuba 5/EC 33 Fair
09. 73654 | Esther Rani 12/FC 32 Good
10. 81100 | Muthumari S/EC 35 Fair
11. 81733 | Mahilini 12/FC 33 Good
12. 81876 | Sathya S/EC 33 Good
13. 96785 | Ahamed Aathim 5/MC 35 Good
14. 98194 | Indhuja S/FC 30 Good
15. 102944 | Anniya S/EC 34 Good
16. 103013 | Sherin 6/FC 34 Poor
17. 105995 | Sanju 8/MC 32 Good
18. 105998 | Latha 10/FC 32 Good
19. 106711 | Krishna Kumari 5/FC 30 Poor
20. 670 Mourthi 10/MC 30 Fair
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Table no.19 Results after treatment

S.NO Gradation No.of Cases Percentage
1. Good 31 62.5
2. Fair 5 25
3. Poor 4 12.5
4 )
100
90 A
80 A
g 70 62.5
% 60 -
8 50 -
& 40
30 A 25
20 1 12.5
10
0
Good Fair Poor
Cases
\§ J

Inference
Among the 40 patients selected 62.5% cases showed good response

25 of cases showed fair response 12.5% of cases showed poor response.
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10. DISCUSSION

Mannun Veluppu Noi is a clinical entity described and its clinical features
are loss of appetite, lassitude, and emaciation, pallor of the mucus membrane like
conjunctiva, tongue and nails, dyspnoea on exertion, habit of pica. These features are
identical with “ Iron deficiency Anaemia ” ( Hypochromic microcytic anaemia ) a
Clinical entity described in modern literatures. The Clinical features of *“ Mannun
Veluppu Noi ” have been furnished by some of the Siddha literatures like

Balavagadam , yugi vadiya chinthamani, Agathiyar Gunavagadam etc,..

Incidence according to Age

In the present study, occurrence of ‘“Mannun Veluppu Noi” was noticed
among the age group of 5 to 12 years . This does not mean that the occurrence is more
common in children belonging to age group of 5 to 12 years. One of the reason for
this may be that the growth depends more amount of iron and nutrition than the

normal adult.

Incidence according to Sex

On the basis of the sex, the disease “Mannun Veluppu Noi” affects both male
and female children more or less equally i.e 42% were male children and 58% were
female children from the above data one cannot predict that the occurrence of

Mannun Veluppu Noi on the basis of sex.

Incidence according to Religion

Regarding the distribution of this disease on the basis of religion of the
patients, 65% were Hindus, 10% were Christians and 25% were Muslims. So on the
basis of this data; one cannot predict the occurrence of the Mannun Veluppu Noi on

the basis of religions.

Incidence according to Thinai:

Similarly the distribution of patients on the basis of thinai, shows that 97.5%
of patients belong to Marutham and 2.5% from kurinji. Since in Siddha literature
Maruthanilam is considered as a disease free zone. However the changing life style,
dietary habits from their ancestor and environment, poor socioeconomic status may be

one of the reasons for this occurrence. Further the high temperature in Palayamkottai
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and its surrounding areas may be responsible for increasing pitham and may result in

increased occurrence of Mannun Veluppu Noi.

Incidence according to MukkuttraKaalam
Since the present study restricted to children below age of 12, all the patients
belong to Vaatha kaalam only. So in the present study, it is inferred that in children

Mannun Veluppu Noi is a Pitha disease occurring in Vaathakaalam.

Incidence according to Socioeconomic Status

Regarding socioeconomic status of patients 65% were from poor families,
35% were from middle class families. Hence this observation supports the view that
occurrence and spreading of Mannun Veluppu Noi may be due to poor socioeconomic

status of the patients.

Diet
In the present study, it is noticed that 80% of patients had mixed food habits,

consuming both vegetarian and non-vegetarian diets and 20% had vegetarian diet.

Incidence according to cases from same family
The incidence of children has positive family history is 60% and negative

family history is 40%.

Incidence according to Uyirthathukkal

Among the three vital forces, pitham is mainly affected in Mannun Veluppu
Noi. Among the five types of pitham, especially Ranjaga pitham is affected which
causes discolouration of mucous membrane, other forms of Pitham, such as
Anarpitham, Sathagam and Prasagam were affected in 40 cases, the derangement of

pitham is followed by derangement of Kabam and Vatham

Incidence according toEzhuudalkattukal

Among seven Udalkattukal, Saaram and Senneer were affected in 40 cases.

Incidence according to Envagaithervugal
In this, the changes of naadi, sparisam, naa, niram, mozhi, vizhi, malam and

moothiram were noted.
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NAADI
According to this study, vathapithanaadi were observed in 35% of cases,
vathakabanadi in 15% of cases, pithavathanadi in 35% of cases, pithakabanadi in

12.5% of cases, kabapithanaadi in 2.5%% of cases .

SPARISAM
Palpable liver and spleen tenderness may be noted. Palpitation may be noted.

The skin of the patient should also be noted.

NAA

In all of the cases, the tongue was pallor in colour.

NIRAM
Due to involvement of Pitham, the body was pallor in colour. Pallor was

observed in all cases.

MOZHI

Not affected in all cases.

VIZHI
In Iron deficiency anaemia, Pallor of the conjunctiva was observed in all the

cases.

MALAM
The colour of the stools is pale yellow colour. Among the 40 cases 13 cases

had constipation

MOOTHIRAM
In Mannun veluppu Noi, due to increased pitham, the urine output was yellow

or dark yellow in colour.
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Incidence according to Prognosis Assessment and Efficacy of Trial drug Siru
Vilvathi Elagam

After conforming the diagnosis as Mannun Veluppu Noi, the patients were
treated with “Siru Vilvathi Elagam” with a dose of 2.5gm twice a day after meals
depending on the age and body weight of the patients. The observation of signs and
symptoms were followed as long as the patients in the hospital as IN PATIENTS. The
prognosis was clearly recorded. When symptoms disappeared the patients were
discharged by examination of the blood and other systemic signs and symptoms once
again. The selected trial Drug Siru Vilvathi Elagam has Stomachic, carminative and
Nutritive action. Among 40 Patients who had been treated with Siru Vilvathi
Elagam, shows good result in 31 cases, and fair result in 5 cases. This reveals that
Siru Vilvathi Elagam had good effect in treating Mannun Veluppu Noi in 62.5% of
patients and 25% of our trial, expressed moderate responses to Siru Vilvathi Elagam.

The aim of treatment is to increase the level of haemoglobin. As the trial drug
has significant haematinic, stomachic, nutritive and tonic actions and it contains
minerals such as iron, zinc, magnesium, calcium, potasium, manganese, phosphorus,
copper, vitamins A, B complex, C, K the aim were attained.

During the treatment, iron rich diet was strictly advised. Along with the trial
drug all the patients were advised to taken green leafy vegetables, fruits, meat,

seafood, nuts, cereals and eggs because these are rich in iron content.
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11. SUMMARY

Mannun Veluppu Noi( Iron deficiency Anaemia) is a disease affecting both
male and female children as per the Siddha and Modern system of Medicine.

To treat children with Mannun Veluppu Noi, a Siddha trial drug, “Siru
Vilvathi Elagam'' has been prepared. The collection, confirmation, and purification
of all ingredients have been described. The method of preparation of *Siru Vilvathi
Elagam” has also been described.

The Biochemical analysis of the trail drug Siru Vilvathi Elagam reveals the
presence of Calcium, Sulphate, Ferrous iron, Unsaturated Compound and Amino
Acid.

The pharmacological analysis of the trail drug Siru Vilvathi Elagam reveals the
existence of Haematinic and Hepatoprotective activity, and the results have been
tabulated. Toxicity study reveals that there are no acute and sub-acute toxicity effects
in the trail drug.

The microbiological analysis reveals that the drug Siru Vilvathi Elagam is
sensitive to bacteria pseudomonas aeruginosa and resistant to escherichia coli.

The trail drug, Siru Vilvathi Elagam has been used to treat 20 Inpatients and
20 OUT PATIENTS of both sexes affected by Mannun Veluppu Noi in OP and IP
ward of Post Graduate Department of Kuzhanthai Maruthuvam, Government Siddha
Medical College and Hospital. Maximum occurance of this disease was observed in
school going children(5 to 12years).

Before treatment, the signs and symptoms for Mannun Veluppu Noi are
noticed and confirmed by clinical analysis. During treatment, the dose of 2.5 gm of
Siru Vilvathi Elagam, twice a day after meals, has been given to children affected by
Mannun Veluppu Noi depending on their age, body weight and severity of the
disease.

Findings reveal about the impact of the disease in the body.

No adverse side effects were reported during or after the course of treatment.
The drug selected for the study was found to be easily available drug, easy to
administrate and also more effective against Mannun Veluppu Noi without any

adverse side effects.
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The bio-chemical analysis and pharmacological study of the drug revealed its
efficacy. From the studies, the drug Siru Vilvathi Elagam possesses significant
Haematinic action.

By analysing and taking into consideration of all these results, it is inferred
that the Siru Vilvathi Elagam has effective actions in treating the disease Mannun

Veluppu Noi.
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12. CONCLUSION

Siru vilvathi elagam has significant Haematinic and Hepatoprotective
activity.

From the study it is clear that Mannun Veluppu Noi, is caused by
derangement of pitham, followed by the derangement of vatham and kabam.

It has shown good result in controlling iron deficiency anaemia and it raises
the hemoglobin level in anaemia patients when given regularly along with other
healthy supplementary diets.

Both symptomatic relief and qualitative improvement were observed in the
patients. It is also proved that it is effective treatment for Iron deficiency anaemia. No
adverse effects were observed in the Siru Vilvathi Elagam treated patients.

The drug is an herbal product, easily available, cost effective, easy to
administrate, simple way of preparation, high efficacy, harmless to infants and
children.

The dose of the drug used in the present study is to be used in paediatric
practice to treat children with Mannun Veluppu Noi.

Ingredients of Siru Vilvathi Elagam have minerals such as iron, copper, zinc,
calcium, potasium and vitamins A, B complex, C.

Because of these encouraging out coming results, the study may be undertaken
with same medicine in a large number of cases and it may open new windows for the

treatment of “Mannun Veluppu Noi”
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MANNUN VELUPPU NOT has been approved by the screening committee.
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Certificate of Botanical Authentication
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12 | JATHIKKAI Myristica fragrans Myristicaceae Fruit
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16 | NERPORI Oryza sativa Poaceae Roasted Seed
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CLINICAL TRIALS REGISTRY - INDIA

ICMR - National Institute of Medical Statistics

F s IR e PDF of Trial
.._I & '4.“ i--l ]g lt CTRI Website URL - http://ctri.nic.in

CTRI Number

Last Modified On
Post Graduate Thesis
Type of Trial

Type of Study

Study Design

Public Title of Study
Scientific Title of
Study

Secondary IDs if Any

Details of Principal
Investigator or overall
Trial Coordinator
(multi-center study)

Details Contact
Person (Scientific
Query)

Details Contact
Person (Public Query)

CTRI/2018/06/014596 [Registered on: 20/06/2018] - Trial Registered Prospectively

20/06/2019

Yes

Interventional

Drug
Siddha

Other

A Clinical trail to study the effect of Siru vilvathi elagam in patient with Mannun veluppu noi

An open clinical study to evaluate the clinical efficacy of Siddha sasthric formulation Siru vilvathi
elagam for the treatment of Mannun veluppu noi

Secondary ID Identifier
NIL NIL

Details of Principal Investigator
Name M Sociya parvin

Designation

PG Scholar

Affiliation goverment siddha medical college and hospital palayamkottai
Address goverment siddha medical college and hospital palayamkottai
goverment siddha medical college and hospital palayamkottai
Tirunelveli
TAMIL NADU
627002
India
Phone 8098487815
Fax
Email drmsociya189@gmail.com
Details Contact Person (Scientific Query)
Name K SHYMALA
Designation LECTURER GRADE 2
Affiliation goverment siddha medical college and hospital palayamkottai
Address goverment siddha medical college and hospital palayamkottai
goverment siddha medical college and hospital palayamkottai
Tirunelveli
TAMIL NADU
627002
India
Phone 9442277124
Fax
Email shyamsujisathya@gmail.com
Details Contact Person (Public Query)
Name M Sociya parvin
Designation PG Scholar
Affiliation goverment siddha medical college and hospital palayamkottai
Address goverment siddha medical college and hospital palayamkottai

goverment siddha medical college and hospital palayamkottai
Tirunelveli

TAMIL NADU

627002

India
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CLINICAL TRIALS REGISTRY - INDIA {
ICMR - National Institute of Medical Statistics

PDF of Trial
CTRI Website URL - http://ctri.nic.in

Source of Monetary or
Material Support

Primary Sponsor

Details of Secondary
Sponsor

Countries of
Recruitment

Sites of Study

Details of Ethics
Committee

Regulatory Clearance
Status from DCGI

Health Condition /
Problems Studied

Intervention /

Comparator Agent

Inclusion Criteria

Exclusion Criteria

Method of Generating
Random Sequence

Phone 8098487815
Fax
Email drmsociya189@gmail.com

> |PD and OPD Goverment siddha medical college and hospital palayamkottai
> Library goverment siddha medical college and hospital palayamkottai

Name M Sociya parvin

Address goverment siddha medical college and hospital palayamkottai
Type of Sponsor Other [PG scholar (stif fund)]

NIL NIL

India

Goverment siddah 80908487815

medical college and

M Sociya Parvin OP NO 7 post graduate

department of

hospital kuzhanthai maruthuvam|drmsociya189@gmail.c
Tirunelveli om
TAMIL NADU

Institutional Ethics 29/05/2017 No

Committee

Approved

Not Applicable No Date Specified

Patients mannun velupu noi

Patients |Olher iron deficiency anemias

Intervention Siru vilvathi elagam 2.5gm/Kg/BW/daily bid orally for
27 days

Comparator Agent NOT APPLICABLE NOT APPLICABLE

Age From 5.00 Year(s)

Age To 12.00 Year(s)

Gender Both

Details patient with appropriate symptoms of fatigue anorexia worm

infestation pallor of skin tongue mucous membrane conjunctiva and
nail buds Hb between 7 to 10gms patient who are willing to sign
consent form and undergo laboratory investigations

Details patient with chronic infection more than age of 13 renal and liver
diseases congenital heart disease anemia due to blood loss anemia

due to internal bleeding aand Hb less than 7gms

Not Applicable

page 2/3
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CLINICAL TRIALS REGISTRY

ICMR - National Institute of Medical Statistics

INDIA

PDF of Trial

Method of
Concealment

Blinding/Masking
Primary Outcome

Secondary Outcome

Target Sample Size

Phase of Trial
Date of First
Enroliment (India)

Date of First
Enroliment (Global)

Estimated Duration of
Trial

Recruitment Status of
Trial (Global)

Recruitment Status of
Trial (India)
Publication Details
Brief Summary

Not Applicable

Open Label

Outcome

Timepoints

the therapeutic efficacy of trail drug SIRU
VILVATHI ELAGAM on MANNUN VELUPPU
NOI

the therapeutic efficacy of trail drug SIRU
VILVATHI ELAGAM on MANNUN VELUPPU
NOI

Outcome

Timepoints

Evaluation of siddha diagnostic parameters

27 days

Total Sample Size=40
Sample Size from India=40

Final Enroliment numbers achieved (Total)=Applicable only for Completed/Terminated trials
Final Enroliment numbers achieved (India)=Applicable only for Completed/Terminated trials

Phase 2

28/06/2018

28/06/2018

Years=1
Months=1
Days=0

Not Applicable

Not Yet Recruiting

not yet

The study is prospective open labeled non randomized phase 2 clinical trail to evaluate the

CTRI Website URL - http://ctri.nic.in

therapeutic efficacy of trail drug siru vilvathi elagam 2.5gm/Kg/BW/two times a day for 27 days in 40
patients during the trail period of 13 months that will be conducted in Goverment diddha medical
college and hospital palayamkottai Tamilnadu The primary outcome will bethe therapeutic efficacy
of trail drug Siru vilvathi elagam on Mannun Veluppu Noi The secondary outcome willbe the

evaluation of siddha diagnostic parameters

xiii
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ANNEXURE - IT
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL
PALAYAMKOTTAI
POST GRADUATE DEPARTMENT OF KUZHANTHAI MARUTHUVAM
PRECLINICAL AND CLINICAL STUDY ON “MANNUN VELUPPU NOI”
- A PEDIATRIC DISORDER AND THE DRUG OF CHOICE IS
“SIRU VILVATHI ELAGAM”

Form I - SCREENING & SELECTION PROFORMA

S.I. No: ... OP/IP No: .......... Name: ..................
Age: e Gender: .............. Date of Enrollment: .............
Date of Completion.............. Informant:............. Reliability: ...............

INCLUSION CRETERIA:

Age 5-12 years.

Pallor of skin, conjunctiva, nail beds and tongue

Habit of Pica

Lassitude.

Fatigue

Anorexia

Irritability .

Worm infestation.

Anemia due to iron deficiency
Brittle nails.

Palpitation

Nail Biting

EXCLUSION CRITERIA:

Age limit :More than 13 years
Patient with chronic infection
Bleeding disorder

Renal and liver diseases
Rheumatic fever

Nephrotic Syndrome
Malignancy of anytype

YES

Z
=)

Judbuut bbubbubbupoL
BN nm

(Thalassemia major, aplastic anemia, Sicklecell

anemia, Hemolytic anemia)

Signature of Guide:

Signature of HOD:

Xiv

Signature of Principal Investigator:



GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL
PALAYAMKOTTAI

POST GRADUATE DEPARTMENT OF KUZHANTHAI MARUTHUVAM

PRECLINICAL AND CLINICAL STUDY ON “MANNUN VELUPPU NOT”. A

PEADIATRIC DISORDER AND THE DRUG OF CHOICE IS

SIRU VILVATHI ELAGAM

FORM IA - HISTORY PROFORMA ON ENROLLMENT

Patient id: OP/IP NO. VISIT DATE (__/ /
NAME :

AGE:

Gender: MALE FEMALE Date Of Birth :( / / )

Fathers/Mother/Guardian name :

Fathers Occupation:

Fathers Monthly income:

Religion:

Socioeconomic status:

Patient informant :

Postal Address

Contact no:

1. Complaints and duration

2. Present illness

XV




History of past Illness
History /Symptoms /Signs Yes No if, Yes Details

Any Similar Complaints

Bronchial Asthma

1 L
1 [
Dust Allergy I:I I:I
[ ] [ ]
[ ] [ ]

Hospitalization

Any Other

Family History
Any hereditary familial Disease Yes No

.
T [ 7 |

Immunization History

Proper Immunization given Yes A\ S
Food Habits:
1. Veg 2. Non-Veg 3. Mixed

General assessment No
1. Pica
2. Nail Biting

3. Bowel Movements

HNEE
UL

5. Pedal oedema

6. Lymph adenopathy

General Examination Yes No
1. Pallor I:I I:I
2. Jaundice |:| |:|
3. Cyanosis I:I I:I
4. Clubbing I:I I:I
[ ] [ ]
[ ] [ ]

Vi

x



Vital signs:-

1.

Pulse rate / mint

2. Heart rate / mint

3. Respiratory Rate / mint
4.

5. BP

Temperature

Anthropometry:

Height
Weight
Head Circumference
Chest Circumference

Mid Arm Circumference

CLINICAL EXAMINATION:

Normal
Cardio Vascular system: |:|
Gastro intestinal system: |:|
Musculo skeletal system: |:|
Central nervous system: |:|

Endocrine system: |:|

CLINICAL EXAMINATION OF SKIN:

1.

2.
3.

Site:

Affected

Colour: Normal I:I Reddish I:I Black I:I Pallor I:I

Itching: No [ ] Mild

XVii

|:| Moderate |:| Severe I:I



EXAMINATION OF NAILS:

1. Pallor: Present I:I Absent I:I
2. Koilonychia: Present I:I Absent I:I

Nilam:

1 [ [ [ ] [ ]

Kurinji Mullai Marutham Neithal Paalai

Kaalalyalbu
Kaarkalam I:I Koothirkaalam I:I Munpanikaalam I:I

Pinpanikaalam |:| Illavenikaalam I:I Muthuvenrkaalam |:|

Yaakai

Vatham I:I VathaPitham I:I VathaKabam I:I
Pitham I:I PithaVatham I:I PithaKabam I:I
Kabam I:I KabaVatham I:I KabaPitham I:I

UyirThathukkal

Vatham

Normal Affected Remarks

Praanan

Abaanan

Uthaanan

Viyaanan

Samaanan

Nagaan

Koorman

Kirugaran

Devathathan

Dhanajeyan

Pitham

Normal Affected Remarks

Analagam

Ranjagam

Saathagam

Alosagam

Prasagam

XViii



Kabam

Normal Affected Remarks

Avalambagam

Kilethagam

Pothagam

Tharpagam

Santhiga

Udalthathukkal

Normal Affected Remarks

Saaram

Senneer

Oon

Kolupu

Enbu

Moolai
Sukilam/Suronitham

EnvagaiThervugal

Normal Affected Remarks

Naa

Niram
Mozhi
Vizhi

Malam

Niram

Nurai

Elagal

Erugal

XiX



Moothiram

Neerkuri:
Niram
Edai
Nurai
Manam
Enjai

Neikuri:

Normal

Normal

Normal

Normal

Normal

Vatham

Pitham

Kabam

Others

Naadi:

ThaniNadi

Vatham

ThonthaNadi
VathaPitham

Pitham

VathaPitham

Kabapitham I:I

Sparism

Affected
Affected
Affected
Affected
Affected

Kabam

Pithavatham I:IPithakabam

Diagnosis
Admitted to trial:
If yes, S.No:
Diagnosis

DRUG ISSUED:

1. Yes
1.IP

Date:

Station

Date:

Signature of the Guide

Signature of the HOD

XX

Signature of Principal Investigator:




GOVERNMENT SIDDHA MEDICAL COLLEGE AND HOSPITAL
BRANCH 1V - KUZHANTHAI MARUTHUVAM
PALAYAMKOTTALI - 627 002.

FORM-IB: CASE SHEET PROFORMA-“MANNUN VELUPPU NOI”

I.P.No. : Nationality:
Bed. No. : Religion:
Occupation(Parents):

Name of the Medical unit:

Income:
Name :

Date of Admission:
Age/Sex:

Date of Discharge:

Permanent Address:

Diagnosis:
Temporary Address:
PG-Kuzhanthai Maruthuvam Ward,
Government Siddha Medical College &
Hospital, Palayamkottai.
Informant:
Medical Officer:

Invesitgator:

XXi



Complaints and duration:

History of present illness:

History of past illness:

Personal History:

Family History:
Consanguinity
Ataxia
Blindness
Cp
MR
Seizure
Movement disorder
Deafness
Socio-Economic Status:
Habits:
Bowel and micturition habit
Sleep
Enuresis
Thumb sucking
Nail biting
Pica
Diet History:
Appetite
Types of diet

XXii



Antenatal History:

Natal:

Medication

Infection (STARCH)

Irradiation

Toxaemia

Hemorrhage

Severe Anaemia

Eclampsia

H/o Decreased foetal Movements
Maternal malnutrition

Maternal Diabetes Mellitus(DM)
Maternal Hypertension

Breech presentation
Forceps / - C- Section
Home / Hospital

H/o prolonged labour

Post Natal

Post-partum Haemorrhage

Sepsis

Neonatal History:

Birth Weight

Term / Pre term baby

Congenital malformations

Birth Asphyxia — APGAR — Score
Neonatal convulsions

Kernicterus

Diarrhoea

Birth injury / Head injury / Activity of the child

a) at birth
b) after birth
Time of cry after birth

Xxiii



Resuscitation done or not

(If done nature of resuscitation)
Respiratory distress / cyanosis
Fever / altered sensorium
Feeding after birth
Lymphadenopathy

Developmental History:

Immunization History:

General Examination
Anthropometry:
Height
Weight

Head Circumference
Chest Circumference
Mid Arm Circumference

. Consciousness

. Decubitus

. Anemia

. Jaundice

. Cyanosis

. Clubbing

. Pedal oedema

. Lymphadenopathy

O 0 N9 N U B WD =

. Nourishment
10. Skin changes
11. Edema
12.JVP

13. Pulse Rate
14. Heart Rate
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15. Respiratory Rate
16. Temperature
17. Blood Pressure
18. Spine
19. Skin
Systemic Examination
Cardio Vascular System
Respiratory System
Gastro Intestinal System
Genito Urinary System
Nervous System
Consciousness:
Temper Tantrum: Sociable- Irritable - Playful
Memory
Orientation
Speech
Intelligence (1.Q)
Handedness
Cranial Nerve Examination:
Motor System:
Power
Tone
Reflex
Grip
Gait
Sensory Examination:
Superficial Sensation:
Touch
Pain
Temperature
Deep Sensation:
Position sense :
Joint sense

Vibration sense:
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Cortical Sensation:

Cerebellar Signs:

Autonomic System:

Siddha Systems — Clinical Examination:
Nilam
Kurinchi
Mullai
Marutham
Neithal
Palai
ParuvaKaalam
Kaar
Koothir
Munpani
Pinpani
Elavenil
Muthuvenil
Uyirthathukal:
Vatham
Praanan
Abaanan
Uthaanan
Viyaanan
Samaanan
Naagan
Koorman
Kirugaran
Devathathan

Dhananjeyan :
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Pitham
Analam
Ranjagam
Sathagam
Alosagam

Prasagam

Kabam
Avalambagam
Kilethagam
Pothagam
Tharpagam

Santhigam

UdalKattugal
Saaram
Senneer
Oon
Kozhuppu
Enbu
Moolai

Sukkilam/Suronitham :

EnvagaiThervugal
Naa
Niram
Mozhi
Vizhi
Sparisam
Nadi
Malam

Moothiram
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Neerkuri
Niram
Manam
Nurai
Edai
Enjal

Neikuri

Malakuri
Nirami
Nurai
Elagal
Erugal
Lab Investigations
1. Blood
TC
DC
Hb
ESR
2. Urine
Albumin
Sugar
Deposits
3. Motion
Ova
Cyst
Occult blood
4. Special investigations
PCV
MCV
MCH
MCHC

Peripheral smear :
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DIFFERNTIAL DIAGNOSIS
PROGNOSIS
MARUTHUVAMURAI
ADVICE

DAILY PROGRESS

Date Symptoms Medicine
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GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL
PALAYAMKOTTAI

POST GRADUATE DEPARTMENT OF KUZHANTHAI MARUTHUVAM

PRECLINICAL AND CLINICAL STUDY ON “MANNUN VELUPPU NOI”-A
PEDIATRIC
DISORDER AND THE DRUG OF CHOICE IS SIRU VILVATHI ELAGAM
FORM - II&IIA
CLINICAL ASSESMENT ON ENROLLMENT DURING AND AFTER TRIAL

S.INo:............. OP/IP No: ............ Name: ..................
Age: ..o Gender: .............. Date of Enrollment: ............
Date of Completion :............. Informant: ............. Reliability: ...............

SIDDHA SYSTEM OF EXAMINATION
LLENVAGAI THERVU: [EIGHT-FOLD EXAMINATION]
1.NAADI: [PULSE PERCEPTION]
2.SPARISAM: [SENSITIVITY]

3.NAA:[TONGUE]

4.NIRAM: [COMPLEXION]

S.MOZHI: [VOICE]

6.VIZHI: [EYES] (Lower palpebral conjunctiva)
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7.MALAM: [BOWEL HABITS / STOOLS]

MALAM 1"Day 09hDay 18" Day 27" Day
Colour Dark/Yellow/ | Dark/Yellow/ | Dark/Yellow/ | Dark/Yellow/
Red/ Pale Red/ Pale Red/ Pale Red/ Pale
Consistency | Solid/ Solid/ Solid/ Solid/
Semisolid/ Semisolid/ Semisolid/ Semisolid/
Watery Watery Watery Watery
Stool bulk  |Normal/ Normal/ Normal/ Normal/
Reduced Reduced Reduced Reduced
Constipation | Present/ Present/ Present/ Present/
Absent Absent Absent Absent
Diarrhoea Present/ Present/ Present/ Present/
Absent Absent Absent Absent
8. MOOTHIRAM [URINE EXAMINATION]:
NEERKURI | I"Day 09 Day 18" Day 27" Day
Niram ‘White/ White/ ‘White/ White/
[Colour] Yellowish/ | Yellowish/ Yellowish/ Yellowish/
Straw Straw Straw Straw
coloured/ Coloured/ coloured/ coloured/
Crystal Crystal Crystal Crystal
clear clear clear clear
Manam Present/ Present/ Absent Present/ Absent | Present/ Absent
[Odour] Absent
Nurai [Froth] Nil/Reduced/ | Nil/Reduced/ Increased | Nil/Reduced/ Nil/Reduced/
Increased Increased Increased
Edai Normal/ Normal/ Increased/ Normal/Increased | Normal/ Increased/
[Sp.gravity] Increased/ Reduced / Reduced Reduced
Reduced
Enjal [Deposits]| Present/ Present/ Absent Present/ Absent | Present/ Absent
Absent
Volume Normal/ Normal/ Increased/ Normal/Increased | Normal/
Increased/ Reduced / Reduced Increased/Reduced
Reduced
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NEIKURI 1"Day 09hpay| 18" Day | 27" Day
Serpentine fashion
Annular/Ringed fashion
Pearl beaded fashion
Mixed fashion

ILTHEGI: [TYPE OF BODY CONSTITUTION]

IILNILAM: [LAND WHERE PATIENT LIVED MOST]

Kurinji I:I Mullai Marutham Neithal l:l Palai |:|

(Hillyterrain) (Forestrange) (Plains) (Coastalbelt)  (Aridregions)

IV.KAALAM:

Kaarkalam - :l Pinpanikalam - :l
Koothirkalam - :| Ilavenil - :l

Munpanikalam - [ ] Muthuvenil - [ ]
V.MUKKUTRAM: [AFFECTION OF THREE HUMORS]

A) VATHAM:

Vatham 1"Day 9" Day 18" Day

27" Day

Praanan

Abaanan

Viyaanan

Udhaanan

Samanan

Naagan(Higher intellectual
function)

Koorman(airway of yawning)

Kirukaran(Air of
salivation/nasal secrection)

Devathathan (Air of laziness)

Dhananjeyan(this air that acts
on death)
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B.PITHAM:

PITHAM

1"Day

th
09 Day

18" Day

27" Day

Analpitham (Gastric juice)

Ranjagam(Haemoglobin)

Praasagam (Bile)

Saathagam(Life energy)

Aalosagam

C.KABAM:

KABAM

I"Day

th
09 Day

18" Day

27" Day

Avalambagam (Serum)

Kilaethagam (saliva)

Pothagam (lymph)

Tharpagam(cerebrospinal fluid)

Santhigam(synovialfluid)

VL.SEVEN DHATHUS: (7 SOMATIC COMPONENTS)

1"Day

th
09 Dav

18" Day

27"Day

Saaram [Chyme]

Senneer [Blood]

Oon [Muscle]

Kozhuppu [Fat]

Enbu [Bones]

Moolai [Bonemarrow]

Sronitham[Genital discharges]

1. SYSTEMIC EXAMINATION:

SYSTEM

1"Day

O9thDaV

18" Day

27th

1)Gastrointestinal System

2) Respiratory System

3)Cardiovascular System

4)Central Nervous System

5)Urogenital System
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Anthropometry:
Height
Weight

Head Circumference
Chest Circumference
Mid Arm Circumference

2. GENERAL EXAMINATION:

12t 16" 20® 24t 27%

st th th
I'Day| 4"Day 8" Day Day Day Day Day Day

Temperature (FO)

Pulse rate (per min)

Heart rate (per min)

Respiratory rate(per

min)

Blood pressure

(mm/Hg)

Anaemia

Jaundice

Cyanosis

Lymph adenopathy

Pedal edema

Clubbing

Jugular vein

nuiloatinn
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3. CLINICAL SYMPTOMS:

COMPLAINTS

1"Day

09'hDay

18" Day

27"Day

Pallor of
conjunctiva, Nail

beds, Tongue

H/o Pica

Anorexia

Fatigue

Constipation

Loss of appetite

Lassitude

palpitation

Worm Infestation

Date:

Station:

Signature of the Investigator:

Signature of the Guide:
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GOVERNMENT SIDDHA MEDICAL
COLLEGE&HOSPITALPALAYAMKOTTAI
POST GRADUATE DEPARTMENT OF KUZHANTHAI MARUTHUVAM
PRECLINICAL AND CLINICAL STUDY ON “MANNUN VELUPPU NOI”-A
PEDIATRIC
DISORDER AND THE DRUG OF CHOICE IS SIRU VILVATHI ELAGAM

S.ILNo: ....oceeen. OP/IP No: ............ Name: ..................
Age: i, Gender: .............. Date of Enrollment: .............
Date of Completion:............. Informant:............. Reliability: ...............

FORM III - LABORATORY INVESTIGATION

Routine blood investigations Normal Before After TMT
values TMT date: date:
Hb (gms %) 11.5-14.5
RBC (million/cu.mm) 4-5.5
ESR(mm) % hr. 0-4
1hr. 0-13
WBC (million/cu.mm) 5000-14500
DIFFERENTIAL | Polymorphs 40-75
COUNT (%) Lymphocytes 28-48
Monocytes 3-6
Eosinophils 0-3
Basophils 0-1
PCV (%) 30-43
MCYV (femoliters) 86-96
MCH (Pg) 27-33
MCHC (g/dL RBC) 30-35

PERIPHERAL SMEAR
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Urine Investigation

Before TMT After TMT
Date : Date :

Albumin

Sugar

Deposits

Stools Investigation

Before TMT After TMT
Date : Date :

OVA

Cyst

Occult blood

Date:

Signature of Guide:

Signature of HOD:

Signature of Principal Investigator:
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GOVT SIDDHA MEDICAL COLLEGE AND HOSPITAL
PALAYAMKOTTAI

PG. DEPARTMENT OF KUZHANTHAI MARUTHUVAM

CONSENT FORM

An open clinical study to evaluate the clinical efficacy of Siddha sasthric
formulation “SIRU VILVATHI ELAGAM” for the management “MANNUN
VELUPPU NOTI”

CERTIFICATE BY INVESTIGATOR

I certify that I have disclosed all the details about the study in the terms readily

understood by the parent.

Date ................... Signature..............
place ................... Name ..................
CONSENT OF INFORMANT

I have been informed to my satisfaction, by the attending physician, the
Purpose of the clinical trial, and the nature of drug treatment and follow-up
Including the laboratory investigations to be performed to monitor and safeguard my
Son / Daughter body functions.

I am aware of my right to put out of the trial at any time during the course of
the trial without having to give the reasons for doing so.

I am, exercising my free power of choice; hereby give my consent to be
included as a subject in the clinical trial of “SIRU VILVATHI ELAGAM” for the
treatment of “MANNUN VELUPPU NOI”

Informant Signature.:..........
Date: Informant Name: .............
Place: Patient Name:............c.c..ee
Signature of Witness Relationship:........cccevveeeeee.
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GOVERNMENT SIDDHA MEDICAL COLLEGE&HOSPITAL
PALAYAMKOTTAI
POST GRADUATE DEPARTMENT OF KUZHANTHAI MARUTHUVAM
PRECLINICAL AND CLINICAL STUDY ON “MANNUN VELUPPU NOI”-A
PEDIATRIC
DISORDER AND THE DRUG OF CHOICE IS SIRU VILVATHI ELAGAM

S.ILNo: ....oceeene. OP/IP No: ............ Name: ..................
Age: il Gender: .............. Date of Enrollment: .............
Date of Completion :............. Informant: ............. Reliability : ...............

FORM IVB - WITHDRAWAL

Date of Trial commencement

Date of withdrawal from trial

Reason (s) for withdrawal : Yes /No

Long absence at reporting : Yes /No

Irregular treatment : Yes /No

Shift of locality : Yes /No

Complication adverse reactions if any: Yes /No

Exacerbation of symptoms : Yes /No

Pt. not willing to continue : Yes /No

Date:

Signature of Guide: Signature of Principal Investigator:

Signature of HOD:
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FORM IV-C - PATIENT INFORMATION SHEET
Name of the principal investigator:
Name of the institution : GOVERNMENT SIDDHA MEDICAL
COLLEGE&HOSPITAL,
Palayamkottai

Information sheet for patients participating in the open clinical, trial

1, Studying as PG Scholar at
GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL,
PALAYAMKOTTALI is doing a trail on the study “MANNUN VELUPPU NOI”
(IRON DEFICIENCY ANEMIA). It is a most common disease in children. In this

regard, [ am in a need to ask you few questions. I will maintain confidentially of your
comments and data obtained. There will be no risk of disclosing your identity and no
physical, psychological or professional risk is involved by taking part in this study.
Taking part in this study is voluntary. No compensation will be paid to you for taking
part in this study.

You can choose not to take part. You can choose not to answer a specific
question. There is no specific benefit for you if you take part in the study. However,
taking part in the study may be of benefit to the community, as it may help us to
understand the problem of defaulters and potential solutions.

If you agree your child to be a participate in this study, he/she will be included
in the study primarily by signing the concern form and then you will be given the
internal medicine

“SIRU VILVATHI ELAGAM” (2.5 gm.) for 27 days.

Date:

Signature of Guide: Signature of Principal Investigator:

Signature of HOD:
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GOVERNMENT SIDDHA MEDICAL COLLEGE&HOSPITAL

PALAYAMKOTTAI

POST GRADUATE DEPARTMENT OF KUZHANTHAI

MARUTHUVAM

PRECLINICAL AND CLINICAL STUDY ON “MANNUN VELUPPU
NOT”’-A PEDIATRIC DISORDER AND THE DRUG OF CHOICE IS

SIRU VILVATHI ELAGAM

FORM 1VD- DIETARY ADVICE FORM

S.INo: ....oeenennn.
Age: ..o

OP/IP No: ............ Name: .......coovennntt.

The following diet to be taken:

The following food should be avoided

Avoid bitter and sour taste

Drink adequate water
Green leafy vegetables
Figs

Apple

Orange

Pomegranate

Nuts

Red meat

Seafood (sardines)
Lentils

Molasses

Spinach

Brown Rice

Beef liver

Eggs

foods

Milk and milk products

Agathi keerai
Spicy Foods
Chicken

Date:

Station:

Signature of the Investigator:

Signature of the Guide:
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Form - IVE
NATIONAL PHARMACOVIGILANCE PROGRAMME FOR
SIDDHA DRUGS
Reporting Form for Suspected Adverse Reactions to Siddha Drugs

Please Note: i. All Consumers/Patients and reporters information will remain
Confidential.
ii. It is requested to report all suspected reactions to the concerned,

even if it does not have complete data, as soon as possible.

Peripheral centrecode : State :

1. Patient /Consumer Identification (Please complete or tick boxes below as

appropriate)
Name Father Name Patient record no
Ethnicity Occupation
Address Date of Birth/Age
Village/Town
PD?S:Q]:;E; Stat Sex:  Male /Female

Srct state Weight:

Degam:

2. Description of the suspected adverse reactions please complete boxes below

Date and time of initial Season:

observation

Description of reaction Geographical area:
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3. List of all medicines/Formulations including drugs of other systems used by

the patient during the reporting period:

Route of Date

Medicine Daily | administration Diagnosis for which

dose Vehicle - Starting | Stopped medicine taken

Adjuvant

Siddha

Any other

system of

medicines

4. Brief details of the Siddha Medicine which seems to be toxic:

Y

Details

Drug

a) Name of the Medicine

b) Manufacturing unit

and batch no. and date

¢) Expiry date

d) Purchased and

obtained from

e) Composition of the

formulation / part of

the drug used

2) Dietary restrictions if any

3) Whether the drug is consumed under institutionally qualified medical

Supervision or used as self-medication

4) Any other relevant information
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5. Treatment provided for adverse reaction:

6. The result of the adverse reaction /side effect / untoward effects (Please

complete the boxes below )

Recovered Not Unknown Fatal If fatal

recovered: Date of death:

Severe Yes /No | Reaction abated after drug stopped or dose reduced

Reaction reappeared after re introduction :

Was the patient admitted to hospital? If

yes, give name and address of hospital

7. Any laboratory investigation done to evaluate other possibilities? If yes

specify:

8. Whether the patient is suffering with any chronic disorders?

Hepatic Renal Cardiac Diabetes

Malnutrition

Any Others

9. H/O previous allergies /Drug reactions:

10. Other illness (please describe):
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Type (please tick):Nurse/Doctor/Pharmacist/Health
worker/Patient/Attendant/Manufacturer/Distribution /Supplier /Any other
(please Specify)

Name :

Address:

Telephone /E-mail if any:

Signature of the reporter Date :

Please send the completed from to

/TO, \ From

The Co-ordinator, Government Siddha Medical

Dept. of Pharmacovigilance College &Hospital,

Govt., Siddha Medical College Palayamkottai, Post Graduate

and Hospital, Department of Kuzhanthai
Maruthuvam

\Palayamkottai, /
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This Filled- in ADR report may be send within one month of observation /

occurrence of ADR

/Who can report? \

» Any health care professionals like Siddha Doctors
/Nurses /Siddha Pharmacists /Patients Etc.,

What to report?

» All reactions, Drug interactions

Confidentiality

» The patient’s identify will be held in strict confidence

\ and protected to the fullest extent /

Date:

Station:

Signature of Investigator:

Signature of Guide: Signature of HOD
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GOVERNMENT SIDDHA MEDICAL COLLEGE AND HOSPITAL
BRANCH 1V - KUZHANTHAI MARUTHUVAM
PALAYAMKOTTALI - 627 002.

Form IVF -ADMISSION - DISCHARGE SHEET

Name of the medical unit Nationality
I.P.No Religion
Bed No Informant
Name Date of Admission
Age/Sex Date of Discharge
Occupation (parents) No. of days treated
Income (parents) Diagnosis
S.No Clinical Features During During
admission discharge
1 Pallor of conjunctiva,
Nail beds and Tongue

2 Habit of Pica

3 Lassitude

4 Loss of appetite

5 Constipation

6 Fatigue

7 Dyspnoea on Exertion

8 Palpitation

9 Ulceration of mouth

10 Worm Infestation
Place:
Date:

Signature of the Medical Officer
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GOVERNMENT SIDDHA MEDICAL COLLEGE&HOSPITAL
PALAYAMKOTTAI

POST GRADUATE DEPARTMENT OF KUZHANTHAI MARUTHUVAM

PRECLINICAL AND CLINICAL STUDY ON “MANNUN VELUPPU NOI”-A
PEDIATRIC DISORDER AND THE DRUG OF CHOICE IS SIRU VILVATHI
ELAGAM

FORM V-DRUG COMPLIANCE

S.INo:............ OP/IP No: ............ Name: ..................

Age: i, Gender: .............. Date of Enrollment: .............
Date of Completion :............. Informant:........... Reliability : ...............
NAME OF THE DRUG : SIRU VILVATHI ELAGAM
FORM OF THE DRUG : ELAGAM

ADMINISTRATION &ADJUVANT : PER ORAL

DOSE & DURATION : 2.5gm DAILY FOR 27 DAYS

NO OF DRUG PACKS GIVEN
NO OF DRUG PACKS RETURNED

DAY

DATE OF DRUG
INTAKE

MORNING

EVENING

DAY 1

DAY 2

DAY 3

DAY 4

DAY 5

DAY 6

DAY 7

DAY 8
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DAY 9

DAY 10

DAY 11

DAY 12

DAY 13

DAY 14

DAY 15

DAY 16

DAY 17

DAY 18

DAY 19

DAY 20

DAY 21

DAY 22

DAY 23

DAY 24

DAY 25

DAY 26

DAY 27

Date : Signature of Principal Investigator:

Signature of the Guide: Signature of HOD:




