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INTRODUCTION

Siddha Medicine is a Nobile system of medicine which abolished
any diseased condition that prevents the “Jeevam” from attaining
“Sivanilai” Those who have attained “Siddhi” are known as “Siddhars”.
Siddha medicine is a boon to human gifted by siddhars.

In Siddha system of medicine, a close relation is maintained
between man and prabanjam (the Universe). Whatever the changes occur
in the prabncha, influences the human body also.

Our Unique system of Tamil Medicine is based upon two main
theories viz, the , panchaboothic theory and the Tridosha theory (Three
humeral theory). In panchabootha theory the five elements-prithuvi
(Earth), Appu (Water), Theyu (fire), Vaayu (wind), Aakayam (Ether) are
the fundamental units of all.

According to the Tridosha theory or the Three humeral theory the
biological functions of the body depends upon Vatham, Pitham and

Kapham, Yet there is a relation between the Tridoshas and the

panchaboothas.
Vaatham = Vaayu + Aakayam
Pitham = Theyu
Kapham = Prithvi + Appu

Any alteration among the tridoshas results in disease. This

deviation from the normal is treated on the basis of ‘Arusuvai’ (Taste)
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which are inturn formed by the panchaboothas. Eventhough treatment is
based upon ‘Arusuvai’ the diagnosis is based upon ‘Ennvagai thervu’
which includes Naa, Niram, Mozhi, Vizhi, Malam, Moothiram, Naadi and
Sparism.

The siddha practices deal, not merely with the body of man but also
with the inner soul. The art of medicine is based on truth and as such it is
a divine are not to be adulterated siddha system was successfully practiced
by siddhars who were associated with religion and philosophy. This
siddhars who were the spiritual scientists. They were men, who possessed
high intellectual, cultural and spiritual faculties. They have altained the
eight supernatural powers. They were the greatest men holding
tremendous powers in themselves by way of yoga practice and
rejuvenation.

Diseases are obstacles for enjoying the fruits of life. To prevent, to
protect from the disease and also to care the disease, the ancient siddhars
have developed the siddha systems of medicine which based on
panchabootha and mukkutra theories.

THE RELATION OF FIVE ELEMENTS IN NATURE
CORRESPONDS TO HUMAN BODY :

Traditional systems of medicine all over the world believed that the

five elements are the basis for the world and the human being as well.

“Tholkappiyam”, the earliest. The Tamil grammar says that the universe
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is a composition of five elements viz, Earth, Water, Air, Fire and Ether.
The siddha system terms the above five elements as pancha pootham and
it considers that the body of every living organism is a composition of
panchapoothams. So the physical and chemical properties of every cell in
the human body is structurally and chemically formed and determent by
the definite proportions of the five elements.

“Tholkappiyam” says,

‘o0 Ged &, eueR aY&OBLAL GG

SVGHG WSS D_V81G606T”

- Q@mesmiuiuwnb - 1589.

“Sathaga Naadi nool” says,

“0agOLA YBBMLLE) Ve K1 CoHuy

LAWY A&TW OGS T

GaglLA sLLAGS” . .. 8586 B0y

“Thirumanthiram” also has a verse, stressing the fact that these
five elements form the basis of the world.

“westrenaileL EHETM) WEVT B LMISAGD
Sluaareeev SAME yspeved! WAsFWD”.
- Slmuidlnn 2112.
These five elements are in substle state (sukuma nilai) they

manifest into a gross state (Sthula nilai) and become visible. So all

matters of universe is made up of these five elements the matters get the



property of which every element is predominant in it. A change in the
proportion of the panchapootham will result in various type of diseases.

The world around us is the macrocosm (QJ6wrLLd) and the human
being is considered as the microcosm (Ul6weTLLD) because what exists in the
world exists in man. The five elements are the basis of the formation of
macrocosm and microcosm.

The biological function of the body is governed b;;y these three
distinct factors.

It is said as,

“GEOLA Ung U658 Ce58) 05501
LWL Coaand yagGeuGen”.

When these factors are disturbed, it eventually leads to disease
status. It will be of interest to note that factors like heredity, climatic
variations, contact with persons with contagious disease, unhygienic
habits, suppression of urges etc. were referred to as playing a role in the
causation of diseases.

“Thiruvalluvar” also said that excessive or deficient of these three
factors will cause diseases.

“DHgD GHNIO CHWRSWWD G

VN (PGHEVAW) ETEsITETNU eP6iT)”.

- Slaps@met



Broadly speaking, nervous actions which constitute stimulations,
respiration, thinking, sensory function, co-ordination of the seven physical
constituents and reflex action are the function of Vatham. Body
temperature, digestion of food, during of the blood and skin, vision, sweat
etc. are the function of Pitham. Kapaha gives strength, builds the body,
gives strength for joints, and luster to skin, moistens the food and hence
aids for digestion, cools the eye etc.

These functions are normally carried out in every cell of the body
by thiridhosa and health is maintained. Where their equilibrium is altered,
the body becomes diseased.

LIFE SPAN :

As per siddhars view the life span fixed to the human being is
hundred years. This hundred years are divided into three phases. The
first phase in human life is attributed to Kabha, the middle pitha and the
last phase to vatha.

“Sathaganadi” states that,

"$IDVHODOHSVG. VUG G

F50HS@EG DeaneLWC HBeusELLAE D

Shearnh VWE V55100V UAGHD

SLNEHS PEUAEHT(H LAGD GHA6T G

AT PVGHEW PETH) VMISAL)

ROLEY.CW BLBHE OIGATELARNMHCWAET (PEBTEIT 6V
6 TIPS S CUETTTETT D 4,668 (HOAGD

emweuaar paeTse 500 LAOLEABWL”.
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The importance of diagnosis is stated in ‘Sigicha Rathina
Theepam’ as,

“0HS5HCH SGHMO VAWGS

OB OR &AGEIDEVEVAG,

895 aemiE51Gmes
880 et mesTen

LGS T GaETAS D)

VWEMAETA SAEVTE68T

8945450 el Fnsens

e dyg) (PSMSETT WesTGesra”.

A proper diagnosis forms the basis for proper treatment, where as
ignorance of disease (or) diagnosis leads to inefficient treatment. There
can be no treatment, with out adequate knowledge of the disease and
proper diagonosis. The success of the physician is doubtful who though
possessing a good knowledge of drugs (or) treatment administers them
without diagnosing the disease earlier.

In India, because of poverty, illiteracy, socio-economic patterns,
malnutrition, untreated illness, hook-worm infestation are the common
cause of affliction of the disease “Pandu noi”, among the vast species of

population.



A large number of patients especially women and children are seen
with pale look and shining appearance, which are some land marks of
under nourishment. Siddha system defines this condition as ‘Pandu noi’
(OR) ‘Veluppu noi’.

Iron deficiency is a common problem in women, children and
elderly people.

In women, it is mainly due to menstrual problem and malnutrition.

In elders, it is mainly due t malnutrition.

So, in India, the malnutrition and blood loss are the most common

cause for iron deficiency Anaemia.



AIM AND OBJECTIVES

1. AIM
To diagnose the discase VATHA PANDU through Ennavagai
thervugal (the eight fold eramination)
2. OBJECTIVE
Primary
To document inference of the Ennavagai theruval in the disease
VATHA PANDU.
Secondary
» To review and collect the Literature evidence about vatha
Pandu
» To Evaluvate the Etiology of Vatha Pandu
» To study in detail about etiopathogensis of vatha pandu.
» To study the significance of manikkadai nool in the vatha

pandu. To do concerned Laboratory investigation



ELUCIDATION ABOUT VAATHA PANDU

“B1&aeenGon eurgLaaI(h Cgasm Baenaw)
GLOVTIL g WgdY srare 695g0
S a6l 57&8LAEH LY B'ELEMEY
SPaeT 0590 VAGS SAGD
oenenGe) 6006VIVAR SPOY BAEGD
60&68a([H seRrdeiy VLG K8 6T
aYerenGe sameeeYsg Bueal ainigd
OERLLAGDL ASSSHer LaesrhH LFGWL”
W&l emeusdhn Fbsmosufl

- LUML6V eTeusT 522. LGS . 168

@ mer:

GamererGey - *9 | Ql&Tar6med

euTELITeuoT(h - *graib, udl, i, wed FMEIGS.
shéleullpQurLl,unrisTe o), maesT puihg)
STEYILD 6 elgILITemT(H

Gy - *@mmul

GLeolrly - *euullemm Yy Led (Griping sensation of the bowel)
**ourhd) Qe aulhamm YTl GlE6, &L meo
GPLILS60

Sugaulmy - *euullppilest Sipumrsstd (Low abdominal)

ForerGeu - *allous@se Ceusflggerersd (Excluding)

% G617 (61H S60, [5E8560.



FTEHCLT@H - **EirGaulms, **STHEIGSTeTersd

(Craving for water)

ST SEIGISTET 61 560
udlujhlebemen - *uflufeord (Loss of appetite)
SLP6VIT 60T - *@BHLIY, Geulid (fire, heat)

**g QleulIuLd, &L
grayl - *FTETS5SH60, (PNniursllmsse (Being rough)

**ENFTSHSO, (POLPOIIL, ST&HT

BT GILIV6VIE
SMILILLOIT (GLD - *Bg, (Artery) Vein,> gm&mmi (Musucel fivre)
Carying black blood
**[EMlg, [HM6UHT], HTIT.
m(h&H6eum(h - *BHSsL smewred (Shivering from cold)
*EOEIGS6, SmSiniSsn
6wt SleuriL - *Red eye, seaumeorpmd] (Inflamation eyes)
* 6ot Q& hHEIMLGNL FH6b, SH600T 60T 6)|SH60
LOGVLIT Sl SHIT 60T - *e&&Ll(h Binding of bowels
**SSL D), (PLDLOSSTNSL (D600 60 &
aleiror Geu - *\J6m 5560, 2 DL 6D
**QEFmagigen, GeafliuGsgsen, Ggeflarse
S6m606.160] - *gemeveuedl (SMCaTag Camermlsmmed symuILD)
Guoeaf] - *9 1 101] (body)

** QIRISLD, 2 L 60 PG
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afiEIGLD

QeuEmHLILTGLD

- *USS60 become enlarged L fl5g60
*UHSS60 , U N5560, Qelge, gz
- *91 60 GeuEmhgge ( Pallor) Glauemrsmio
**(olv(eTh S 60, GleLETTTEmL
*Tamil — English Dictionary TV.Sambasivam Pillai

**ogieny Sy Cursyrd

Clinical Symptoms

>

v YV YV VY ¥V YV ¥V ¥V YV V V

Flatulence

Low abdominal pian
Loss of thirst

Loss of appetite
Burning sensatin of skin
Hyperpigmentation vessels
Shivering

Redness eye
Costipation

Headache

Pallor

Swelling of body
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REVIEW OF LITERATURE
VATHA PANDU
1. SYNONYMS OF PANDU NOI : VELUPPUNOI, VENMAI NOI,
VENPANDAM :

As per the Siddha tradition the term Pandu is derived from the
character of ‘“Pandu” the father of “Pancha Pandavar” in
“MAHABARATHAM?”. Itis said that this man, when born was very pale
and looks whitish discolouration and hence this condition was named after
him as PANDU.

II. EAYAL (DEFINITION) :

Pandu noi is a term, that represents the disease of Raktha thathu,
characterized by the change of colour of skin, nails conjunctiva and
tongue.

The Saint “Yugi vaithiya sinthamani” define Pandu in his verses as
“B1srenenGew eurgLAEsII(H Coasm Gaenaw)
GLOVIIL g WG.uWY §aaTeD 604G 0
sanenGe) §168LAMH LA BEVEREY
SV F0&00 VAGS SATYD
penenGew HoOOLLENATM SMOY LAEGD
606568 (R S6sTHOy VLG &K & A6
e enGey 5eeeV608 g Gue aimsd
DERLLAGDL Vg T VAR WIBWL”

- wd maugdu Sigmoeufl LTLed erewi: 522UGELD: 168

12



Flatulence

Low Abdominal pain

Loss of thirst & appetite
Burning sensation of skin
Hyeprpigmentation vessels
Shivering

Redness eye

Constipation

Headache

Pallor

vV Vv YV Vv ¥V V¥V VY V VY V V

Swelling of body
According to Noi Naadal — Part 11
gaGnmd BEghg Gt Fnsmsub amLmuu tshss
2 | W15 Gouemrigwl 261 | SemGwjd ST 2 L me GloiEhsss
Gy Crmul.
According to Sarabendrar Vaidhya Karpirni — Baalaroga Schihitchai
aulhMiGev 6Gr seurmer afsHo, seuaeT, KL, (pSedliier
QeuEm g a6, sesefled aidswn, LdullsaTsmn aedlwer sreampriuILD.
In addition to pallor, swelling of the abdomen is seen
G965 Q560 HPS
Smsaen 0968 G sagmwOLn”

- QBeOFIWIT (G 6UTEUTSLLD
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Comgdlar Qréssdmeia Saks Smmsser Gonbg G
Qeuendg el augn@ urei® Cmmil eTeim GLWT LTeWT(H eTeTLIG)
GleueuoTemLo

- @i maugHul Nereners Siblp

“The Amirtha Sangaragam” explains that,

“OVELSS M aFgam STC(H OIW S8 G 5ATEIVEDLSEG D

B6& 660 VVSHMGS ST (H Bueald OweEndgsH HrGean”
- o)fliTrg Ty

The Saint “Agasthiar” define pandu in his verses as

‘SPGB CHELOLA SEESHE VSHSHTW

awpMaIlh weraTeLrS6 C&HL &6

uPsAIH YS&SSH ey (YEWATCLABLAESEIL6)WDEVEVED
OEns59558) 150"

- sSuir S srailwid.
III. NOI VARUM VAZHI (AETIOLOGY):

In this disease due to intrinsic and extrinsic cause Uyirthathu
(Vatham, Pitham, Kapham) and Udal thathu (Saram, Seneer, Oonn,
Kozhuppu, Enpu, Moolai and Sukkilam) get deranged.

Especially, in Uyir thathu, initially Pitham gets altered and then
other two thathus are changed.

In Udal thathu, the derangements Occurs in order. Initially Saram,

then Seneer and so on.

14



1) According to ‘Yugimuni’, the causes of Pandu are as follows :

“NNB5CL 2HLSE B)&nevevs CaHenaw
Sgleng vevdend OWHEH gHSAET
AP6580 yePwoy LESHVTYD
0)L55HLE V&SN ONHSGVTYD
BHICW 1WES56MeN S saeT Y&580)D
LNHECL L&Y H)§EHMIBW 6)&WGVTEYD

v VGG LAY ETBenar LHL LALAGWL”.

According to Thanvantri vaidhyam,

SGHHO0 Lassrp Coasey CFaHHHMm GMEHMEHS CaHernaw
DGHHEO s 0§58 HBuHLET BENELGAET LAMNID

LABGGA eI CYARIL TN VA GHHSHTGHE) V6T 6T T (HBHS)

SLEN eP6VHGEITEST EUENETTHGRIL L 658586 T
Coaemawn Cwss55rD Wb B&r855Ta)H
Cs68Lna e enardHGs 5585, CangreYd
Gowwad HACHTaeMmse BeNPBW LA VAGWL.
- gareunSifl emeuddlwid

Imbalance between the three humuors like the vaatha, Pitha and

Kapha, eating mud (PICA), excessive heat accumulation in the abana,

sorrow, are some of the causes of Paandu.

Q1saanenLa UGG Cuagers YD
&4 086(Hss OILEHOLLAMH &gaesNwaeYd
SaenLa SGHOLSEET SJHSWAYD
STV §555er CLASSETAYD

15



ST AHWAD 6V 5D
SerewHnad gaghgnemanCuyd CLAgD
O1ganenGen G58540 (590 6L
Ogafleuaen LaesIrCg) erad VAGH.

- SIGBSEHWIT G6UoTEUTSLLD.
Agasthiar Gunavaagadam tells about the dietic factors such as
injudicious diet, wrong food habits, mennorrhagia in females, chronic

diarrhea, blood loss due to various aetiology, stress and strain are causes

of Panndu.
“suweL NG Y)BAS LEITERETS & Gem
VGHHHWEG) Y55BLAY LG WN G D
LWLRIVAY WFBE8566V &g nGe”
- 60 b
Guru Naadi tells that heavy infestation by worms leads to chronic
blood loss from the intestine and causes Paandu.
“@URAD GASLD SWRIGETO SRPey &0 &g e
600y LA PV LAWY
SWEVEVNUY BUGHMSETTERNE GBS &G.601H §& LAY
SATTEVLNS (PET 6)6Ws 2 W GELD ayeneT &rGe”

- Qs meudSwir

16



According to Agasthiar Vaidhyam, Paandu Noi occurs due to Kanman.

According to Therayar vaagadam

“emew BeaPer erend, 580 HGHWUTEL YD
VGO ETYDLM SEVEYD VHRMSWT VGG 6w (H D
LGEW LYEBETHYIYD VLYWLV HEYMSUTEYD LGOI
VWS rYD WHHH D CrrudsrGw”

According to theraiyan Vaagadam tells fish, ghee, husk, bone

pieces, stone, toxins, constipation are caused by Paandu Noi.

erCuESITT emeugw (pemmaer: ( LuTeni(® Grras Hblsme)

LTShST SryemisaflerTed LTewT(H 26Tl m(GLWhelsLn:

1.

L ETTSSl60 Cif Slulleot emLoulleoTimed DL STILD FfTSSHnE
Cameauwetoruly  &miiL iy audlsdemev. YR LTI [V 1 -
GOMEUGIL 6T @S0, LMbevd (PH SSdlw Srg euewy S
Sngls&em Lsaiariiul b, ureni(h CrrsgmsweLrsSng.
sfferr&CaraTTn, @G YSMEHmS Jlswrs sTilLTGaur
J|6060G EUEILITEULOTET (GG (SUT(paTer YSTTSmS (CaTgiemi,
sll®) eriillLrGor  gemen  &flwumeruy  FremildslinLmoe
“oLLWTEVD” 2 GUILTSl THHD (ST STgSseflar  eueTisd]
goLiUl B ureni(h) Crrasdlng smysmrordlearmg).

s@emwowrer  elwrdulelmhg elEOuiwe  Grrdl, Sar el

LSms IMmosd Y &msms 2 L GsrarLrGor  gjsmang)

17



warSlCnssgiar  @(msmeulsd o Qe rGar gy smLD
dremrorsrne rssn sfurs elmsd gy adlsomev.

. 155D Gonaubsn samdly  Lrwrssdar  Gurgl @rSsid
dlswrs g, el yFaremen @rsHHn  Geuaflurge,
@rss Lgsn, 16585 Sdlem, 165 G, 1éa0lrsrn CumeTm
Crremseflarme @résn gdlswrs Qeueflurd] mazL L gGeb
(PSOOTET  SMTEOTRISERHD LTI (R CrTeSems 2 6uT(HILIGuoTGuILD.
QuemTaEHSE —STOLEOITOID, STOUILTSD  (LPSEOILITHESETHL 6uT
Ureveusromiseafled  gnu@L IblsTsseormaipn LTSS
ITIT6UOTIRIS 61T T (SLD.

. 165 gneflsgelhse, mwbd, gHd,  smodpd  pSemer
2 @6UIT&mIS6m6I &) GlEuwiwmos ClEmbgmyL, UMLILD
ysoluermausmears Qaulg 2 LCWTSISSTH Iemen @II5S55mS
yilsg uremi(h) Crreow o ewiLTHGEIng. sy  (@smTperer
LTS paomer Sireluksmst gdlswnrs 2 LCUTSISST @) &S0
wrgu’®  uTaTQCITESMmE 2 L& EGSng. (@5 emeor

allegliILmemT(h 6TEITMILD Sn_MIGUIT.
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12) Pandu noi as “Kanma noi”:
Apart from all other etiological factors, Pandu noi is also
considered to be among the “Kanma noi”.

In “Agasthiar Vaidyam” it is stated as,
“GUEAW GOGLD SWMm GETOD GFYe) 8§58 aesd
600y VAEE(H eYPeVELAUIRY
ST 6(HEISHEUT6unT0 GBS SHig6Th SHS6UMUIe| SHTEUoTaT S
Wer@&u1s 2 ulliTaEmn allsner srGer”
(ii) It is also conhfirmed through “ Agasthiar Paripoornam-400”
“0)EA6VEVNS S(g.ATAPMGET GETOD VA6E(H
SHUWEF §065 ST 6)GWE LAD
TLUBVNGHD K58 2 HLOVH S LAY
Desrerrewsr(h OIVFOAW ey C&Ben”
(iii) It is also stated in “Guru Nadi — 235” as
“6)EA6VEVN G ATOP55G.56 AIESGTOD VA6 (H

8§00 sSETLaYemeT H)FWsHLAWD” 198
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1.

According to above authors Pandu noi caused by,

v v v

Genetic factors 2. Somatic factors 3. Psychological
factors l (Mananoi)
v
(Kanma noi) '
a.Intrinsic b.Extrinsic
factors factors

1. Genetic Factors (Kanma noi):

“GupWenenw WearLD Vel WOY F75850(H AN SHGHLVMLOY”

The disease originated from the soul.

2(a). Intrinsic factors:

>

v VvV Y V VY

vV WV ¥V 'V

Chronic diarrhoea

Chronic Diseases

Menorrhogea and Metrrohagia

Dysentery

Neoplastic growth of uterus

Worms infestation like hook worm

Renal diseases

Spleenic disorder

Loss of blood due to haemorrhoides, purpura and hemetemisis

Over bleeding during delivery

20



2(b). Extrinsic factors:

>

>
>
>
>
>
>
>
>
>

Excessive intake of salt and sour food
Increased chewing of betal nut
Alcoholism

Daytime sleep

Mud eating — pica

Excessive indulgence of sexual activity
Poverty

Improper cooked food

Living in kurunchi nilam

Haemetotoxins such as mercury, lead, copper etc.

3. Psychological factors (Mananoi):

>

vV V¥V Vv Vv VvV ¥V ¥V VYV V V

Stealing of cotton and temple properties
Robbery

Slaughter of cow

Putting cow in starvation

Aberration

Spoils the family by saying tale-teil
Worries

Insulting the parents

Reproach others

Telling lies

Egoism
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A diseased state of the body is often the result of the diseased state
of the mind. Psychological states may produce physiological changes in
the physical body. Morbid imaginations may create hunger and thirst,
produce abnormal secretions results in disease.

The imbalance causing the disease may originate in the
consciousness in the form of some negative awareness and it may then
mannifest in the mind. Where the seed of the disease may lie in the
deeper subconscious in theform of anger, fear or attachments. These
emotions will manifest through the mind into the body. Repressed fear
will create derangement of Vatha, anger, excess Pitha and envy, greed and
attachment aggravated Kapha. These imbalances of the threee thosas
affects natural body resistance and thus the body becomes susceptible to
disease.

Impairment of the bodily humors, Vatha, Pitha, and Kapha creates
toxins (Amam) that are circulated through out the body. During this
circulation, toxins accumulate in the weak areas of the body and the
disease will manifest there.

The toxins created by emotional factors, repressed anger completely
changes the flora of the galibladder, bile duct and smail intestine and
aggravates pitha causing inflamed patches on the mucous membranes of

the stomach and small intestine.
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Fear and anxiety alters the flora of the largeintestine.
Causes of Pitha pandu states that.
1. “Thanvanthri (II-nd part)” says that,

“TWHS L g.e15860605860 6TYOIHD 55666660

WAWGSHO 20yoLyeOYy VREHGE OITTEBDLLGITSSD

Cerg)$ shgnet 616 (HEFCuHLeTD OLMGHHEHS CeHEH M

VAWGBG) ELETTETIHGMET 6)8(H&EGDLLUYSHHW LAesT(HeVAFEWY”

When the Pitha increased in hot seasons due to increase intake of
salt, sour and pepper. Increased Pitha will deranged Kapha and destroys
the compiexion of the skin and results the Pitha Pandu.

2. “Valmihiar — Vaithyam”,

"©5FB0 WIHKAG. s.00 I555850CL

$58)BW KL &GWAEHE &508L )VEE)VGE)
005586 ARG CuaPd 6IVELSHE)SS5METD

Ogguaerh Boastlweny CLETAN &GS TBam” (26)

“G&oeung Bl §58CW 1I55485rCL
GSFNGWaemrasT GLA GBG5HEHMLHEHT(HWLALS6

WPMAW WA(HMSETTER) (PSIYPD 15HOCLAEGD

AW LA HBLAFSD VALESH LFVAWEEIGaeTTeTan” (27)
Combination of Vatham and Pitham causes the excessive salivation,

palior of the skin.
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In Noi Villakam:

grgueeiargamed 2 L a6walhg  eueriiy-eueTsm-Elmb-sperfl
GeTmid, Grd Caligermed FmuGeaugli-arayiyLeT wullmmn 2 &lmL.
LOGUOT-FMLDLIE-LITSma  edlpll 2 ewremey  Gloumis L. 2_GuOTELD
Qaflurg. sewrlsou efbi@h. weBT wEFmMTEW. GuUmeLES:,
STdlemrdae, LWESLD, LITYSGIel,Ere Gele), ufluileaTeamw, @HLIL
sl sragh. @rssl umsullard Wsh eumil, ST, BT, FFN)
QeuEmga afEiELD.

States that lassitude loss of weight. Weakness. Decreased
complexion of the skin, fissured skin, loss of hair, geophagia, hatedness of
food, indigestion of food, thickingof eye lids, high coloured urine,
dysponea, tinites, giddiness, tiredness, palpitation, lumbar pain, pallor of
face, tongue, gums, eyes and lips.

In Anubava Vaidya deva ragasiyam States

Anorexia, dryness of the skin, high coloured urine, excessive

sweating, indigestion, loss of weight and tiredness are the premonitory

symptoms of Pandu noi.
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SCIENCE AND SYMPTOMS OF PANDU NOI:
1. As per Gurusamy Mudaliar in Siddha Maruthuvam

Inability to walk, headache, paipitation, blurring of vision,
giddiness, syncope, dyspnoea, anorexia, vomiting, skin become pale,
shrink, shining, nail beds becomes swollen and pallor, fissure tongue,
glossitis, hoarseness of voice.

In female scanty menstration, sometimes menorrhogea, may occur.

In children symptoms may asssociated with worm infestation and
elderly with hypertension.

If it occurs in pitha theghi anorexia, indigestion, burning sensation,
pyrexia, pallor, glossitis, dysphagia, vomiting with bile, bitter taste
diarrhoea occur. If the symptoms persist for a long period results in
jaundice.

2. According to Agathiar Gunavahadam:
“o_arLa8g b Geuenen gereailsy G556 Gpienw

2 NIHWAWNE 616V HBYET HETHAW LAE
G aeT (PSO Semrsm 250 605G
GMHOLAeT A Ceugd B56 YHMD
OVEIrC 8 B eVidhg) 6IEUESITENLIWNS
aIGE EEMEE PYVHPDO G550 DY
SE LT STV ST S60NBHE) KNG D

SGHOAT Hlg.We) HgMAWO CLFGW” (23)
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“GuAGBW AT LTS VL (HOLL (B
Guasdleuaen semraYPsen VGG BoHreaTMD
S,B0GHAEMT ANE&EHW OAWFEM) S66T(H

ST G WD 5THE) OIVGIPEFSS 5688 (H
PCLGHAET WPHIFMEWL T VAT §)g.58)

WG SEBSHSTEN IS8 (PesirCau)

gtogn  eflGoWsHSET ugaTEs HeTartiD
G5 Heir §5508 Cs&LGb LAGH”. (24)

Stomatitis, pallor of the face, eyes, lips, tongue, and nails, pallor

and dryness of the skin, loss of appetite, lassitude, tiredness, bradycardia,

dyspnoea on exertion, protrusion of eye balls, palpitation, ankle odema,

added heart sounds in the precardium.

3. In Vaidya Vilakam Ennum Amirthasangaraham:

“916L(g.68760 ELAWEITL T VGHHSW 6T G EHD
068 O)1&HWaML BN E Bareyd Y§Em6)W0ers
OVELSSHP aIgETm SAC(H OIOW G688 )8 5TBTEIVEDLS G D

B6& 60 LVSMGS &L Cwed CewmngHherGean”

NOI ENN (Classification of Paandu Noi)

1. “Yugimuni” Classify the pondu noi into five types.

“GnBeV LAETHI(H IO VWGSBS
GMOLAS BEVHGANG LAGD LAG
Ao G6 BUAGLAD LAESNGCerna()

OVFFSVAD VGGG T LVAEET(H &0eR)d
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ComGew FBVCHVWAD LAEEI(H &N EBD
RGO LasErOILABHOIC VAT GD.”
2. “Thanvanthri” classified into seven types.
VWS HW LaerlH VG LA (HGE FBVGGIL LAESN(H
WsHA CeragLunar(h lewmb V89 HBSHEIL LA (H
LWSHW Vag Laesr(h L&A Farelleursg LAes(H
HWOYMIL VAeET(H CeLYET G ETTS MG HA6T HaYeHEMET”.
3. According to “Agathiyar” classified into five types
“LaGC A VAEET(H VNS 6)1&FT6VEVS Baen (W)
uMeuaeT LAITL G5 aTEL8E WG D
UAGLA VG U550 &6 LAETEI(H
aamsWareT alCuaesir(h BGHsHes vassir® (21)

- YBSSWIT G6mTEUTSL LD
Natural urges
(eum dlemw gL &@Geugmed umeoer(® Cumul eu(mLD )
“ggglure NSsESTHL faTugSNSlaEs WHGHNEST CalmLhs
sruddle geaunmn uflsfgdle Vsasmas Gomss ampd Gelaldss

GeuemT(hLd.
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FlGeuasLLD
&Lom & &hleufl

&FLDIT 60T 60T

l eSlwimeor eumy

Rasam II

@rssn — @ QUSSD <«

CLASSIFICATION OF PANDUNOI IN VARIOUS TAMIL TETS :

1. YUGI CHITHAMANI-800 2. AGATHIAR GUNAVAHADAM
1. Vatha pandu 1. Vatha pandu
2. Pitha Pandu 2. Pitha Pandu
3. Kapha Pandu 3. Kapha Pandu
4. Mukkutra Pandu 4. Vida Pandu
5. Visha Pandu 5. Miruthiga Pandu

3. JEEVA RAKSHAMIRTHAM 4. ROHANIRNAYA SARAM

1. Vatha pandu 1. Vatha pandu

2. Pitha Pandu 2. Pitha Pandu

3. Kapha Pandu 3. Kapha Pandu

4. Thiridhosa Pandu 4. Mukkutra Pandu

5. Mirthikapuktha Pandu 5. Visha Pandu
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5. CHIKITCHA RATHNA DEEPAM 6. VAIDYASARA SANKIRABAM

1. VATHA PANDU
2. Pitha Pandu
3. Kapha Pandu
4. Thridhosa Pandu
5. Visha Pandu
7. MATHAVANITHANAM
1. VATHA PANDU
2. Pitha Pandu
3. Kapha Pandu
4. Sanni Pandu

5. Man Pandu

9. THANVANTHRI VAIDYAM

1. Vatha pandu

2. Pitha Pandu

3. Kapha Pandu

4. Mukkutra Pandu
5. Pitha kapha pandu
6. Pitha vatha Pandu

7. Sanni patha pandu
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1. VATHA PANDU

2. Pitha Pandu

3. Moola Pandu

4. Moola Pitha Pandu

5. Visha Pandu

8. ASHTANGAHRIDAYS

1. VATHA PANDU
2. Pitha Pandu

3. Kapha Pandu

4. Sannipatha Pandu

5. Mannun Pandu

10. T.V. SAMBASIVAMPILLAI

1. Vatha pandu

2. Pitha Pandu

3. Kapha Pandu

4. Mukkutra Pandu
5. Oothu Pandu

6. Neer pandu

7. Eri Pandu

8. Visha Pandu



11. PARARASA SEKARAM 12. ANUBAVA VAIDYA

DEVARAHSIYAM
1. Vatha pandu 1. Vatha pandu
2. Pitha Pandu 2. Pitha Pandu
3. Kapha Pandu 3. Kapha Pandu
4. Sanni Pandu 4. Mukkutra Pandu
5. Mirthika Pandu 5. Mirthikapuktha Pandu

6. Visha Pandu
NOI KURIKUNANGAL (CLINICAL FEATURES)
1) MURKURIKAL (PREMONITORY SYMPTOMS)

Pandu patients exhibit the following symptoms from their initial
stage of development itself. The patient experienced insidious onset of
fatigue, lassitude, difficulty in breathing diminished vision, palpitation,
which develops with pallor of the skin.

(i) In “Therayar Neerkuri”
“QUHMSHH SGHMEHD RGIND SOV G

) FWHMSWE WGHHSBO M6 6Fg a0

VAT HCHAWE FLLLSMGS 5(HWLE6L”.
Sudden oliguria, sometimes oliguria occurs even after excessive

intake of fluid.
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(ii) As per Manmuruhiam Ennum Tamil Maruthuva Nool :

“Dg858g 2 BPGHH HEMS GNAGED

oD &80 0 VEHLFM HPYDLLLEL

OpEres 6M0Y O)BH'H8HAEL 6)6V(G.§866D

SERTETNEN0 55860 DL G (HEOWO

wesrgar HNH GV AIWNTSHGHE OYeyd

Oewelpm BpauFesr (PeuTesTs G0 .

- LOm6uT (L(GEElwLD

Excessive salivation, lassitude, yellowish colouration of faeces,
high coloured, urine, heart burn, skin fissure, thickening of eyelids,
geophagia, excessive sweating.
(iv) In Noi Villakam :

grgueeiargamed 2 L6 Gwalhg euerliy-eueTami-Elnb-erf
Gemid, GmI Coligermed Fmwbangly - &Sy&riyLeT LWl@m
2 g, wewT-Fmius-uTHema el 2 e Gloumis@Ln. 2 euurald
Qeflurgl. seumlou afbi@n. weBT wWLEFMTEWL. CUImLES,
srdlmrdas, LWESSD, LITIYSGIel, e, Gwelle), udlulsareami,
@OIYs sl srayl. @rEs0 umgullarml e e, Sewr, ey,
Fol Ceuergg) afEi@L.

States that lassitude loss of weight, weakness, decreased

complexion of the skin, fissured skin, loss of hair, geophagia, hatedness of

food, indigestion of food, thicking of eve lids, high coloured urine,

31



dysponea, tinites, giddiness, tiredness, palpitation, lumbar pain, pallor of
face, tongue, gums, eyes and lips.
v) In Anubava Vaidya deva ragasiyam States

Anorexia, dryness of the skin, high coloured urine, excessive
sweating, indigestion, loss of weight and tiredness are the premonitory
symptoms of Pandu noi.
2) SIGNS AND SYMPTOMS OF PANDU NOI :
SYMPTOMS OF CLASSIFICATIONS :

1. According to Yugi vaidya Chinthamani :
(1) VATHA PANDU :

“aneienBe ewasL LaeE(H Brasd Baenaw)
GLVYIL g SlG.0W0MsneT WedsE h
gamenGe) §086)0a(lH LAWY WBLENEY
SHYVAET &5800VM6S §ATD
BenenGe) ;01EVEVVAD SMOYLAEGD
6H&66)Va(0H S68r S0y VLGS HS A6
areTen ey 5eMeVeVes gD Buel aimgd
OVELOLAEGD WFGSHSaT LAesT(hgrGem”.

» Pain in the lower abdomen

» Thirst, loss of appetite

» Dryness of the skin

» Veins become more visible due to pallor of the skin

» Rigor, redness of the eye
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» Constipation, headache
» Pallor of the skin and anasarca.
(2) Pitha Pandu :
"Wt ety BLNOIWELEITD LELF6TSg)
VSFVELVY BT S 0HGHS 56T
SOI0ETY $56)0A(DH PISMEWNGH
sePeuaudev Ben@g BLAM VAZMJ &G
Cre)06TY O)BERF (Pl ST PEBITL LD
B GHSHBW Wis YLL B Wrgm
Caat)vetTy SMEMSE) WA B&OLNEGD
&entd 0§50 LAl BIEVETS SnPEVACL”.
Yellowishness and pailor of the skin
Diminished vision
Severe thirst
Fainting
Pungent taste like pepper

Chest pain

Dyspnoea and giddiness

v Vv VY Vv ¥V VvV VY V¥V

Bitter taste
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(3) Kapha Pandu :

“SHwBEAT 300ysBH6 B8 OeuEnOY
a6y 20ymMS G LUIF S..&580@G0
WANWEHH VAGHWAR GINM SOWYD
085506 SOV 6T B&HIMPWAEGD
GHwWBsr AGLBA(DH VWSS (PesiTL
BHOLES WHSAW 6L LG EY
W CBerLOIVAD §18 VG EH
HBuC (hwHdar LATITEILaTeTd 6)60LNAGWL”.

» Pallor of the skin

» Salty taste

» Horripilation

» Vomiting

» Husky voice

» AnwwInfg

» Cough with expectoration
» Fainting

» Lassitude

» Emission of semen

» Anasarca
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(4) Mukkutra Pandu :
0180086 SHFHOWGEH BaaLgI&D
B)&WeVaET &VAEEIVA(H RENTOYLAEGD
OOULG CVREPMGH aeT OSPD
Bh&saer VATV U586V
SHWWEB GLBLAl HWSSLAEGH
SO0 VYLD BILMG WSS SAER)
$OLGB B586LMIEGLEH WA G
§ACHra$0 LaaETOILeTTeTd 6)d0y GNGev”.
Anorexia

Anasarca

Dyspnoea

Lassitude, Chest pain

>

>

>

» Emaciation, Hot urine
>

» Warmness of the skin
>

Sneezing, Weakness

Vishu Pandu:
“@Nevas 5565850CL WLV OlEVELSEG D
Cra KoY GLaGH 5150a0G 0D
VA ANGHHOWDH §59 OI5860
35 5.CwW QLYYL& &LFSD
UAVA SN &S00S FTT G TEng: D
OGP (PEILTGHEV DATSHE8SE)6V

Geugas Bueal Hlumg s Beuoms ey
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YOSV (H SFASHWE)VeTY aIerDLNAGL
» Pallor of the skin
» Warmness of the blood vessels
» Excessive thirst
» Anorexia, vomiting, hig-cough
» Cough, dyspnoea
» Flatulence, diarrhea
» Pyrexia, anasarca
» Heaviness of the chest
» Very bad prognosis.
(i) As per Gurusamy Mudaliar in Siddha Maruthuvam
Inability to walk, headache, palpitation, blurring of vision,
giddiness, syncope, dyspnoea, anorexia, vomiting, skin becomes pale,
shrink, shining, nail beds becomes swollen and pallor, fissure tongue,
glossitis, hoarseness of voice.
In female scanty menstruation, sometimes menorrhogea, may
occur.
In children symptoms may associated with worm infestation and

elderly with hypertension.
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rsmd eTeurm GQFmedad @ eoeULITEUD eL6L SMTEUOID @uINma
LTHM (PlpWTSG 6T60TClmedeTLD GQurgleurer 9|THHmISaT 2 600T(H.
Gougs Yol sredrmsaflon YuiCussdlan Qs  ummdu
Gillysmerd  Sreoremd.  @Qemg OQurgieurs  weflgeaflar 2 Leb
LoGuT SgeuTemn gjevevg) Gumgleurs wevflgeflear gjseg 2 L6 L& m
gy TOS5ZS Qamararemd. g uTCaush umels Trsmdlsmert
upfl  elflurs ahSgE Smidng. WoSwwrs 2 L bt
S OrrESluSmas srasan Crrismer CUTSSD FsmSlmul Lndl
Sl 2 g6 iEimg).
aungLilys

urgsdlar @ satmwowrd arg Ufsmdl 2 mLweuiser
Quellhg 2 @meud QamaiLeugmilglurt. Q@eurseflor  Cuédled
Ly gerrdFwyn st seaviset FPwugrs  G@MHSESLD.
SYHS 2 MEHED QaTsEhsHE SmLlLdlome 2 mEiEGneUTg aml
LN sewr FN6m SEHHSGL. 2 NESHH0 UNSHMETS Bl dEL
saremwd  GemaLeumllglurt.  GCamedlem  GeTem  SHETEnLS
auplfuLgid &red Geugl] g dlswraTsrsaln @ro S&FbaaTmid
JWSTIL BILD GHESLD.
Hgg Lir&mS:

Wags Ursmdlesnisear sramyee 2 L eaum@ 6l&TemiLsuiser,

udl, sren Salljores @QmeGw 2 L6l wuli gL THdullseumos
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mgieumd g GebuloL FnggiLar @msE almralsd memrnhg
adl(h\Lb. NET:] Yy & mdles ST 6T soaiflwrredlserraa,
Mg sarTaea|GLo, CSHITUEHLIEHEUITSHETITHE|LD SmemrLL(hleur.
@eanrsafl_d gdls  gerelled  Qeuefliu@md.  Camelld  oydls
allwremeuuileormed eFOLIMHID 6 SITHTHMLD @)(HEHGLD.
su s md:

@eurseaflar gEsBSsT LeTOLSTOILTSa|D W(HGITsSD @)[ma@LW
&S0 g Hleombg sraliu@egre. eharear almsd 2 eur®. i
SEThG UGLETTS @I(HhsGL SusSHlar whs GETSSTH I SMTLD.
s Guds. Qaums ewomaundiaid wESSSHCW  sSreTiLHLD.
@eaursaflar SHmeeyly ILTHEHWTSHOILD BHEIST S LTSAD HeTTTSH6T
Quilugrasad Qs CQuetseflar wrgallmi frarars @)ms@L.
6hS STRblmawd @aIsEnsE sSLtLTEGL @arsafld Fres

Slgliy Cgourss smeuTlL(HLD.
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7.

8.

9.

ETIOPATHOGENESIS OF VATHA PANDU

. Diarrhoea - Vatham Increased (Abannan)
Excessive use of salt + Sour -  Pitham Increased 4
. Indigestion - Kapham4 Vatham 4

Use of Betal nut chewer - Pitham 4
Excessive consumption of alcohol- Pitham 4
Day sleep — L& SLb 4

Immoral activities - &g 4

Disobedient rules - &g4

aurhdlenw 9L H@Geugme - Ugans

Relation between Agni:

to Tecshnagi. Increased pitham inhabits the digestive enzymes. When the
digestive power is abnormally increased such person digests large
qualities of food because of increased qualities of tissue enzymes large

metabolic late such as individual is prone to disorder like hyper acidity.

digestion for long time. So it increases the pitham other hand, it also

affects the vatham. It produces delayed digestion also it increases the

The dietary habits, external causes directly affect the pitham it leads

It causes indirectly affects the kapham, it leads to mathaagni. It

pitham.
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Relation Udal thathukkal:

These dietary habits directly affects the pitham. These subdivision
are anar pitham and kilethgam cue also affected so rasam is not formed in
quality it also deficient in Ratham pandu Noi.

Relation between ennvagai thervu:

There eight told diagnosics are very important. Ist of all Naa is
formed in Apper Bhootham. Singuvai is other name for Naa. Rasam is
Naavin kooru. It helps the speech, digestion and to know the taste.
Naa is mirror image of body. It is indicated in various diseases.
Naa

Vedippu - Vatham 4

Coated - Vatham 4

Pigmentation- Kapham 4

Niram - helps to vatham, pitham + kapham yakkhai
Taste :

Naatip - Sweet

Anterior - Sour

Lateral - bitter, sour

Bald tongue - indigestion

40



GleueflS STy EuTEBIGSAT, LM STy 6uTEI& aT

directly

Indirectly

ourgLh (elegomslefl)

T

Pandu Noi

l

Indirectly Kapham

Lor ST & &5l6uf]

HCoug&LLD
&L dlefl

GLDIT60T 6T

\ 4

Vynaavayu

Rasam formed in quality

Ratham (Formed

A

ity) ¥
HB} quantity)
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ALTERED CHARACTERS OF UYIR THATHUKKAL

Vatham

1 Slymevoreor Dysponea

2 D|LIT600T 60T Constipation or diarrhoea

3 @ _&T6UT60T Extreme tiredness

4 lwimeuT 60T Ciculatory disturbances

5 &LDIT6OT 60T Indigestion and Impaired absorption

6 I5IT & 60T Poor concentration

7 &n_ITLDGOT Extreme tiredness

8 B Impaired Oral secretion

9 & 60T (65 ol &FLLI6TT -

Pitham

1 EXLREET Indigestion, loss of appetite

2 @I EhesLd Pallor, of skin and mucous
membrane

3 FTHELD In activated function of body

4 L GTESLD Blurred vision

5 Hyresin Skin pigment

Kabam
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3|6U6VLDLIGLD Anaemia, dysponea

T Delayed digestion

CUTEHSLD Indigestion

SHUsLD Blurred vision

ghdleLh arthritis

UDAL THATHUKKAL

&TIjLD Loss of appetite, inadequaate
nourishment

Gl hbiT Pallor of body and mucous membrane

D61 6T Tumour of swelling, heaviness of the
body

Qs mpliy Dysponea

6T60TL] _

eLp6m 61T Feeling of heaviness of body

& aleud / &Crmemflgn | -
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Ennvagai Thervu

1 1] Coated, black coloured spots

2 sroLiflgLd Reddish tongue, bald tongue
Hypo pigmentation

3 LDGULD Diarrhoea, Constipation
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MODERN ASPECTS

Nutritional anaemia is one of the most common problem in the
developing countries. This is due to poor hygienic status of people in
these countries, As we all know iron is an important element, that our
body needs compulsorily. Iron is present in most of the cells of the
human body as a carrier of oxygen, in the from of haemoglobin and also
as cytochromes etc. Hence any form of deficiency of iron results in
anaemia.

Blood
Definition

Blood is a complex fluid, which circulates, rapidly in the vascular
system. It is red, opaque and slightly alkaline (pH 7.4). It consists of a
pale, yellow liquid called plasma. in which the formed elements are
suspended.

Blood is unique among tissues because it is a fluid. It plays the
most important role in the transport of agents to and from the organs and
tissues of the body. The circulatory system provides the mechanism
for the blood to perform this function.

Composition of Blood

Blood is a complex fluid consisting of two parts. They are the

plasma, which constitutes about 55 per cent and formed elements which

form about 45 percent of the volume. The plasma is a clear yellowish
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fluid. The formed elements consist the free cells viz. the red blood cells

(Erythrocytes or RBC) the white blood cells (Leucocytes or WBC) and

the platelets or thrombocytes.

FUNCTIONS OF BLOOD

1.

Transport of food: It absorbs and carries the products of digestion
from the digestive tract to the tissue cells of the various parts of the
body for utilization.

Transport of waste products: The waste products of tissue
metabolism such as urea, uric acid, creatinine and many other
substances pass into the blood which transports them to the kidneys

and other organs of excretion.

. Gaseous transport: Blood conveys oxygen from the lungs to the

tissues for the oxidation of food and production of energy. The
carbondioxide formed in the tissues as a result of this process is carried
to the lungs, where it is exhaled.

Hormone transport: The hormones produced in the various endocrine
glands all over the body are transported directly by the blood to the
different target tissue often situated far away from the site of

production.
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5. Regulation of body temperature: The human being is a

homeothermic animal and the body temperature has to be kept constant
within a narrow limit. Blood transfers heat from the warmer to the
cooler parts of the body.

. Defence mechanism: Blood has a. dual function in the defence
mechanism. The white blood cells and especially the polymorpho
nuclear ho’ nuclear leucocytes have a phagocytic action and surround
and attack the disease germs entering the human body. In fact, pus is
the debris of dead white cells killed in such encounters. The plasma
proteins and specifically the gamma globulins produce antibodies
against the antigens present in foreign bodies and germs. Blood also
transports antibodies, antitoxins and lysins which are protective
substances against the bacteria and other injurious substances entering
the body.

. Maintenance of water balance: Blood maintains the water content
of the tissues and helps in the regulation of fluid in the different
compartments of the body.

. Acid-Base Balance: The acid-base balance of the body is one of the
physiological constants which have to be kept constant within narrow
limits. The normal PH of the body is maintained with the help of

blood.
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9. Osmotic pressure regulation: The Plasma proteins play the major
role in regulating the osmotic pressure of the tissue fluids.

10.Iron Balance: Haemoglobin is the main part of iron in the body and
iron balance is kept by the blood.

PROPERTIES OF THE BLOOD AT VARIOUS AGE LEVELS

THE RED BLOOD CELLS OR ERYTHROCYTES

MORPHOLOGY

The erythrocytes of most of the higher animals, including man, are
circular, non-nucleated, biconcave discs. They are around 7.8 ~t. Its
thickness at the periphery is 2.2[t and 1 vi in the centre. Because of this
the outer edge appears as a rim around a central depression, and when
seen edge-wise it has the approximate apperance of a dumb bell.

The mammalian erythrocyte is well adapted to its respiratory
function. The small size, the lack of a nucleus and the discoid biconcave
shape allow transport of a relatively large amount of haemoglobin
disposed near surface of a relatively large amount of haemoglobin

disposed near surface of the cell, thus facilitating gaseous exchange.
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PRODUCTION OF ERYTHROCYTES
Areas of the body that produce Erythrocyte cells
1. In the early few weeks of
embryonic life - yolk sac
2. During the middle trimester
of gestation - Liver, spleen and
Lymph nodes

3. Later part of gestation and

After birth - Red bone marrow
a) Up to the age 5 - Red marrow of all
the bones
1. After the age of 5 - Red marrow of Proximal

and adult life of long bones
and flat bones such as ribs,
vertebrae, Pelvis, sternum
and the ileac bone
Sometimes under conditions of exchanged stimuli, reticulo-
endothelial system also take up the embryonic function, and yellow
marrow shall be transformed into the red marrow. Even in these bones, the
marrow becomes less productive as age increases.

Genesis of Red Blood Corpuscles
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In the bone marrow there are cells called Pluripotential
Haemopoietic Stem cells (PHSC) from which all the cells in the
circulating blood are derived. The large portion of reproduced stem cells
differentiate to form the other cells. The early offspring still cannot be
recognized as the different types of blood cells, even though they have
already become committed to a particular line of cells and are called
committed stem, cells.

The different committed stem cells, will produce colonies of
specific types of blood cells. There. a committed stem cell that produces
Colony-Forming Unit-Blast (CFU-B) and then Erythrocytes are produced
from these are called Colony- Forming Unit- Erythrocytes (CFU-E).

Growth and reproduction of the different stem cells are controlled
by multiple proteins called Growth inducers. The another set of proteins
are called differentiation inducers whose function is differentiation of the
cells.

Substances necessary for the formation of Erythrocytes Corpuscles
a) Proteins

Haemoglobin synthesis depends on adequate supply of the
properAmino-acids for the synthesis of globin and clinical and experimen-
tal evidence vows that aneamia can be caused or aggravated by protein

deficiency.
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FUNCTIONS
1. Erythrocytes contain an iron containing Red pigment called
heamoglobin, which is associated with transport of oxygen from the

lungs to tissues.

2. Carbonic anhydrase, the Enzyme present in the Blood catalyses the
reaction between carbondioxide and water, thereby transporting
them from the tissue to the lungs in the form of the bicarbonate ion
[HCOs].

3. The respiratory Pigment heamoglobin in the erythrocytes is an
excellent acid- base buffer, so that the red blood are responsible for
most of the buffering power of whole blood.

4. Erythrocyte cells takes part in main metabolic activities.

1. Conversion of glucose to lactic acid.

2. Glutathione metabolism
Destruction of Erythrocytes

Average life span of erythrocytes is 120 days. Matured erythrocytes

have ATP and NADPH, which maintains its pliability of the cell
membrane and transport of iron. The erythrocytes after its life span
becomes fragile carried out by phagocytic of haemolysis are the bone
known as "grave yard of RBC'S". The and ruptures and the fragment are

reticuloendothelial cells. The main sites liver, spleen, which is marrow,
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RBC is split up & the haemoglobin is released from it & again splits up
into haem (Iron portion) & globin (Protein potion) further divided into
bile pigments.

Normal values of Erythrocytes

Infants - 4 - 4.5 million / cu mm
2 - 6 years - 4.5 million /cu mm
6 -14 years - 4.5 - 4.8 million/ cu mm

Ref : propedeutics of Children's Diseases - Prof. Y. Dombrovskaya
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ANAEMIA
A) Definition
Anaemia is defined as a quantitative or qualitative deficiency of

circulating Red cells. Haemoglobin level 11 gm/dL in Children between
six months and six years old or below 12 gm/dL in Older Children
indicates Anaemia.
Ref : "Text Book of Paediatrics", by S.T. Achar and Suraj Gupta.

WHO Grades Anaemia according to Haemoglobin level as follows.
Hb between 10 g and cutoff point for age - Mild

Hb between 7 to 10 g - Moderate

Hb under 7 g - Severe.

Ref : The Short Text Book of Paediatrics by Suraf Gupta.
B) Aetiology of Anaemia
Newborn

1. Haemolytic disease (Rh or ABO incompatibility)
2. Result of blood loss (antenatal, natal or post natal)
Young Infants (3 months to 18 months)
1. Physiological Anaemia (Normal variation of Hb and RBC and not a
true anaemia)
2. Iron deficiency anaemia especially in prematures (with or without
protein deficiency)
3. Megaloblastic Anaemia of infancy.

4. Infections, dysentries and diarrhoea.
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Older Babies and Children

S.No | Common Causes Less Common Causes

1. Malnutrition and iron deficiency Leukaemia, Neuroblastoma

2. Infections Inherited defects of RBC
Haemoglobinopathies or
Congential Spherocytosis.

3. Ankylostorniasis Bleeding disorders
a) Haemophilias
b) Thrombopenic states purpuras
and petechial bleeding.

4. Nephritis Nephrosis Rare causes - aplastic anaemia
pernicious anaemia.

5. Tuberculosis (miliary tuberculosis,

Rheumatic fever.

C) Etio - Pathogenesis

1. Anaemia due to defects in Haemoglobin Synthesis

When there is deficiency of Iron, PEM Vitamin B 12, Vitamin C,

Folic acid, pyridoxine, Thyroxine, Proteins and Copper there is decreased

Haemoglobin synthesis.
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2. Anaemia due to immaturation of Red Blood Cells

In Megaloblastic Anaemia, large nucleated immature red blood

cells are seen in the red marrow or the bones also. This immaturation is

due to non-availability of Vitamin By;. Folic acid

3. Anaemia due to Red Blood Cells defects

The life span of matured Red Blood cells is about 120 days. Some

times, they may die within their usual life time.

D. Clinical Features of Anaemia

Symptoms and signs of Anaemia.

This leads to anaemia.

Symptoms Signs
Lassitude, Fatigue, Breathlessness on | Pallor of skin, tongue mucous
exertion, Palpitations, Tinnitus | membranes, palms of hands
Throbbing in head and ears Dizziness, | conjunctiva. Systolic flow murmurs

Headache, Hair loss, Insomnia, Angina,
Dimness of vision, Paraesthesia in

fingers & toes.

Oedema, Cardia dilatation Tachycardia

E) 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
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I. ANISOCYTOSIS (RBC with inequality of size)
a) MACROCYTOSIS

The Size of the cell is 9 to 12 microns. This occurs in
pernicious Anaemia, sometimes in Leukaemia, Myeloma, Malignancy,
Hodgkin's disease, Myxoedema, plumbism, acute anaemia due to severe
haemorrhages and erythrob lastosis foetalis.
b) MICROCYTOSIS

The size of cell is less than 6 microns occurs in Iron deficiency
Anaemia, Chlorosis, Chronic bleeding, Polycythaemia and Anaemias
secondary to infections.
¢) NORMOCYTOSIS

The red cells are in normal size, found mainly in post-
haemorrhagec anaemias.
I1. POIKILOCYTOSIS (RBC with inequality of shape)

In all Anaemias, some of the red cells are pyriform or other
irregular shapes.
a) OVALOCYTOSIS.

The oval shape red cells occurs in some human families. Such a
condition does not cause ill-health, but a minority may manifest

haemolytic phenomena.
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b) SPHEROCYTOSIS

Spherocytosis may be seen in congenital haemolytic Anaemia and
in certain other acute haemolytic anaemias. The red cells are very fragile.
¢) SICKLE CELLS

In arterial blood, the red cells are normal in shape, but in venous
blood some cells assume the shape of sickle.
III. POLY CHROMATOPHILIA [Irregularity in Staining]

This indicates an increase in immature red cells in circulation and
occurs in the following forms
a) NORMOI3LASTS

Nucleated red cells, indicate over-activity of the bone marrow.
Commonly seen in severe Anaemia.
b) PATCHY STAINING OF THE CELLS

Indicates immaturity occurs in pernicious anaemia and most of the
blood dyscrasias.
¢) PUNCTATE BASOPHILIA [Stippling]

There is stippling of some of the red cells occurs in Lead poisoning

and severe anaemias, Leukaemias and Chronic malaria.
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d) RETICULOCYTOSIS

Occurs in acute bleeding and in pernicious anaemia when the
patient is treated with B12 or liver extract there by indicating activity of
bone marrow.
Ref : Davidson's Principles and practice of Medicine.

CLASSIFICATION OF ANAEMIA

Based on Erythrocyte Morphology

1.Microcytic Hypochromic Anaemia | Iron deficiency, Thalassemia,
Haemoglobino  pathies  and

Haemolytic anaemia

2.Normocytic Normochromic Aplastic anaemia

Anaemia

3. Macrocytic Normochromic Folate and vitamin B
Anaemia deficiency, Hypothyroidism

4. Macrocytic Hypochromic Anaemia | Combined deficiency of Iron

and folate or vitamin B,

MICROCYTIC ANAEMIA
The size of red cells are smaller than normal and colour index
less than one.

The mean corpuscular volume is less than 78 cubic microns.
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Causes for Microcytic Anaemia

1. In adequate intake of'defective absorption of iron, idiopathic
hypochromic anaemia, starvation, dietary deficiency, anaemia of
milk fed children etc.

2. Excessive need of iron during growth, pregnancy

3. Chronic Haemorrhages.

4. Inadequate utilization of Haernatinics - myxoedema, chronic sepsis,
chronic renal diseases.

MACROCYTIC ANAEMIA

The red cells are bigger than normal and the colour index is above

one. The mean corpuscular volume is more than 94 cubic microns.

Causes of Macrocytic Anaemia

l.

2.

Deficiency of the Extrinsic factors, nutritional anaemias. Pellagra.
Absence of Intrinsic factors. Addison's anaemia hypertrophic or

atrophic gastritis total gastrectomy.

. Failure of the liver to store the Anti-anaemic substances from the

intestine - steatorrhoeas.

Failure of the liver to store the Anti-anaemic substance, cirrhosis of
liver, hepatoma.

Failure of the bone marrow to utilise the Anti-anaemic substance.

The treated megaloblastic anaemia Hypoblastic anaemia.
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NORMOCYTIC ANAEMIA
The size of the red cells are more or less than the normal size. The
colour index is less than normal range and the mean corpuscular volume is
78 to 94 cubic microns.
Causes of Normocytic Anaemia
% Acute Haemorrhage
% Haemolytic anaemias
% Blood destruction by metals, bacteria, protozoa, hemolysis
% Blood dyscrasias as Leukaemia, Hodgkin's disease, drug poisoning.
% PEM, Iron, Folic acid, Vitamin B12, Vitamin C, Pyridoxine or
Thyroxine deficiency.
¢ Hereditary Spherocytosis G-6-PD deficiency.and Kala-azar.
% Rh or ABO incompatibility Autoimmune, Drugs like Primaquine,
Furazolidine and Phenacetin.
¢ Trauma, Epistaxis circumcision Bleeding diathesis [Leukemias,
Purpura, Hemophilia] Haemorrhagic disease of newborn Scurvy.

% Hookworm Chronic dysentry Oesophageal varices.
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4. Bone Marrow Depression

Primary - Hypoplasia or aplasia
Fanconi anaemia.
Secondary - Infections,
Irradiation,

Chronic illnesses like

Nephritis, Drugs like

Chloramphenicol, sulfas

Leukemia and other

neoplastic diseases.

5. Infections Acute -

Fulminating Osteomyelitis

Septicaemia.

Chronic -

Tuberculosis,

Rheumatic Fever,

Subacute bacterial endocarditis,

Wound infections,

Congentital syphilis.

6. Other Miscellaneous

Conditions - Cretinism

Chronic amoebic dysentery, Repeated bouts of diarrhoea.
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IRON DEFICIENCY ANAEMIA (IDA)

Despite the abundance of iron in the environment, iron deficiency is
the most common nutritional deficiency in the world and the most
common cause for anaemia world wide. The major factors that seem
to influence the prevalence of anaemia include socio-economic status,
dietary patterns, the degree of urbanization, educational background,
accessibility to health care facilities, prophylaxis programmes and the
prevalence of worm infestations in the population.

Over the last 50 years, various authors have reported the prevalence
of iron deficiency anaemia anywhere between 68% and 97% in children.
B) Aetiology

The Aetiology varies with the age, sex and country of residence of
the patient.

1. Increased Physiologic Requirements
Rapid Growth :  Infancy, preadolescence Menstruation
Pregnancy.
2. Decreased Iron Assimilation
Iron poor diet
Iron Malabsorption Sprue, nontropical spree. Gastric resection

Pica.
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3. Blood Loss
Gastro Intestinal Bleeding Milk-induced enteropathy Peptic ulcer
disease Inflammatory bowel disease Meckel diverticulum
Drugs : Salicylates Hookworm infestation Fetal Maternal transfusion
Haemoglobinuria : Prosthetic Heart Valve Iatrogenic
Idiopathic pulmonary hemosiderosis Intense exercise.
MENSTRUATION:
Iron deficiency in post pubescent girls in most commonly caused b
y the loss of more iron through menstruation.
PREGNANCY:
During pregnancy anaemia is almost universal.
IRON - POOR DIET
¢ Dietary inadequency is present in more than 80 percent 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 0.3 mg/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.
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(C) PATHOGENESIS

Iron deficiency anemia develops when the supply of Iron to the
bone marrow is insufficient for the requirements of haemoglobin
synthesis.

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

Thus iron deficiency may be regarded are developing in two stages

* The progressive depletion and ultimate exhaustion of the

available tissue iron stores.

¢ The development of anaemia.

Iron deficiency state, which may be divided in to three functionally

distinct stage of severity.
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Stage Manifestation

Early Stage Storage Iron depletion
Second Stage Iron limited erythropoiesis
Third Stage Iron deficiency anemia

Table stages of Iron deficiency Anemia
(i) Storage iron depletion

Iron reserve is small or absent and is characterized by reduced
serumferritin or reduced iron concentration in marrow and liver tissue.
Haemoglobin serum iron, Transferritin concentration and saturation are
within normal limits.
(ii) Iron Limited Erythropoiesis

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

The flow of iron to erythroid marrow is impaired to cause . in
reduction haemoglobin concentration with a progressive microcytic
hyprochromic anaemia associated with reduced serum iron, transferrin

saturation and serum ferritin level.
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CLINICAL FEATURES

Symptoms Signs
Weakness Pallor of skin (waxy pallor),
Headache Mucous membrane,

Body ache Palms, nails and
Giddiness Conjunctiva

Fatigue Smooth pale and glossy tongue
Lassitude Angular Stomatitis
Breathlessness on exertion Glossitis

Dimness of vision Cheilosis

Dizziness Hepatospleenomegaly
Insomnia Koilonychia

Inability to concentrate Pica "

Tinnitus Tachycardia

Anginal pain Cardiomegaly
Paraesthesia in fingers and toes High Volume pulse

Palpitation Haemic munnur
Loss of appetite Oedema

Mental apathy

Constipation

Abdominal distension.

Hair loss

Exercise intolerance




¢ The initial nail changes are thinning, cracking and brittleness of the
toes and finger nails, later becoming typically concave (or) spoon
shaped. This is called Koilonychia.
¢ Pica, especially for eating sand, raw cereal or lime children with
geophagia are at risk for parasitic infestation and lead poisoning.
D) Role of Iron Deficiency Anaemia in Various System
Cardiovascular system
Dyspnoea and palpitation are common symptoms while on exertion
but in very severe anaemia the patient may get cardiac failure and there
maybe dyspnoea at rest. Haemic murmurs are commonly heard in
anaemic patients. The murmus are most often mild systolic murmurs
heard at the mitral area.
Central Nervous System
Symptoms include faintness, giddiness, headache, roaring and
banging in the ears, tinnitus, spots before the eyes, lack of concentration
and drowsiness and with severe anaemia clouding of Consciousness,
Numbness, Coldness and sometimes tingling of the hands and feet may be
complaints of in severe anaemia.
Reproductive System

Menstrual disturbances are commonly associated with anaemia.
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Renal System
Slight proteinuria may be present with severe anaemia. Anaemia
may further reduce renal function to point at which nitrogen retention
develop, correction of anaemia in such patient is usually followed by a fall
in blood urea.
Castro 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 heart 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 to some complicating factor.
E) Complication of Iron Deficiency Anaemia
% Iron deficiency anaemia may be the present finding iii
gastrointestinal cancer.
% 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 the respiratory, gastrointestinal and urinary tracts.

68



¢ Chronic Iron Deficiency anaemis reduces the efficiency in work
and study.
F) Investigations required for Iron deficiency Anaemia

i) Blood Investigation

/
0‘0

Total Red Blood Cell Count Differential Count
¢ Erythrocyte sedimentation Rate Haemoglobin Estimation
% Mean Corpuscular Haemoglobin Mean Corpuscular Volume
% Mean Corpuscular Haemoglobin Concentration Packed cell
Volume
a) Peripheral Blood smear Red cell survival Serum Iron
b) Serum Ferritin Concentration Serum protein
¢) Serum creatinine
ii) Urine Investigation
+¢ Urine sugar

+* Urine albumin

‘0

% Deposits

>

L)

*

Red Blood Cells

D)

L)

*

Pus Cells

D)

iii) Stools Investigation
b) Occult blood
c) Organisms

d) Ova
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e) Cyst
f) Red Blood Cells
g) Pus Cells
iv) Special Investigations occasionally required.
¢ X-Ray barium meal, X-ray Barium enema, X-ray chest.
% Endoscopy, Colonoscopy, sigmoidoscopy,
gastroduodenoscopy.
% Isotope studies
Determination of life span of red cells using *'Cr labelled
erythrocytes.
1. Determination of absorption, utilisation and disposal of iron using > Fe
» Skeletal survey for multiple myeloma & secondary deposits.
» Bone marrow examination
» Liver function test (LFT)
» Jejunal biopsy, IV Urography, selective angiography
» Ultrasonography
H) Differential Diagnosis
Iron deficiency anaemia must be differentiated from other
hypochromic anaemias.
i) Anaemia of infection
Chronic infections such as rheumatic fever, rheumatoid arthritis,

tuberculosis and malaria may have associated mild to moderate anaemia,
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which is normochromic or slightly hypochromic. Serum iron is low, total
binding capacity is also decreased. Bone marrow haemosiderin is present,
iv) Sideroblastic Anaemia

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

Anaemia of lead poisoning is hypochromic and microcytic and may
be moderate to severe. Basophilic stippling of red cells which helps to
differentiate it from iron - deficiency anaemia, pronounced in increase of
arnin.olaevulinic acid and coproporphyrin in the urine is characteristic of
lead poisoning, Increased levels of lead in urine and blood are require for
define diagnosis.
I) Diagnosis

Following criteria are essential to diagnose Iron Deficiency
Anaemia.

1. History of inadequate intake of dietary iron and blood loss if any.
2. Typical symptoms and signs like easy fatigue, Waxy pallor, pica,
koilonychia, smooth tongue, cheilosis and dysphagia associated
with general considerations.

3. Hypochromic and microcytic structure of Red Blood Cells.
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4. Low serum iron, increased total iron binding capacity.

5. Bone marrow haemosiderin absent

6. Blood loss usually occult.

7. Platelet count is either normal or raised

8. Haemoglobin estimation variably reduced

9. Reduced Mean Cell Volume

10.Erythrocyte count may be normal or reduced, less than.

Haemoglobin level would suggest.

11.Serum ferritin level is reduced.

Management
This can be considered under three heads
1. correction of anaemic 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..
2. Replenishment of iron stores
3. Elimination of the cause.
Response to treatment
1. A positive response to therapy can be defined as a daily increase in

haemoglobin concentration of 0.1 gm/dl (0.3 or 1 % increase in

haemocrit) from. the 4°' day onwards
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2. Reticulocytes increase with in 3'to 5 days and a reach a maximum of at
5 to 10 days, reticulocyte counts being 8% to 10% in severe anaemia

3. Haemoglobin concentration is virtually normal after 2 months of
therapy. However, iron therapy should be continued for 3 to 6 months
to build up iron stores. RBC counts may temporarily rise above normal
before haemoglobin response. The red  Cells indices may remain
abnormal for sometime after the normal haemoglobin level has been
restored. The microcytic population is gradually replace by a
normocytic population.

4. Pica. pagophagia and other nonspecific symptoms disappear within
one week of therapy. With the onset of treatment, the patient shows
rapid subiective improvement with disappearance of fatigability,
lasstitude and impaired cognitive functions. Of the epithelial lesions
those affecting tongue and nails are most responsive to treatment. After
1-2 weeks of therapy, small filiform papillac are seen on the tongue.

By 3 months the tongue is usually normal and koilonychia usually
disappears within 3-6 months.

Prevention of IDA

There are four basic approaches to the prevention of IDA.

Therefore

» Supplementation with medicinal iron

» Increase dietary iron intake.
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» Control of infection and treatment of helminthiasis; and iv. For
Fortification of staple food with iron.
Diet
Haem iron sources
» Muscle meat (red more than white)
» organ meat (eg. Liver)
» Fish and shell fish
» Poultry
Non-haem iron Sources
» Oatmeal, legumes (Peas, beans)
nuts,
Pulses,
dried fruit,
wholemeal,
bread, eggs,
Green leafy vegetables
Iron fortified cereal foods, chocolate
Jaggery and yeast
Foods rich. in vitamin C in the same meal enhance iron

Absorption

v Vv Vv VY VY VY ¥V ¥V VY VYV V

Meal enhance iron absorption.
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Self-care Procedures for Iron Deficiency Anaemia

>

>

Eat more foods that are good sources of iron.

concentrate on green, leaf vegetables, lean, red meat, beef liver,
poultry, fish wheat germ, oysters, dried fruit and iron-fortified
cereals.

Boost iron absorption. Foods high in vitamin C- like citrus fruits,
tomatoes and strawberries- help your body absorb iron from food.
Red meat not only supplies a good amount of iron, it also increases
absorption of iron from other food sources.

Limit the use of tea. It contains tannins, substances that can. inhibit
iron absorption

Take an. iron supplement. Consult your physician for proper
dosage.

While iron is best absorbed when taken on an empty stomach, it can
upset your stomach. Taking iron with meals is less upsetting to the
stomach.

Avoid antacids, phosphates (which are found in soft drinks, beer,
ice cream, candy bars, etc.) and the food additive EDTA. These
block iron absorption.

Increase dietary fiber to prevent constipation.

Avoid aspirin and products with aspirin.

To get and/or make the best use of folic acid;
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Eat good sources of folic acid daily.

These include vegetables like asparagus, brussels sprouts, spinach,
romaine, lettuce, collard greens and broccoli.

Black-eyed peas, cantaloupe, orange juice, oatmeal, whole grain
cereals, wheat germ, liver and other organ meats are excellent
sources also.

Eat fresh, uncooked fruits and vegetables often. Don't overcook
food. Heat destroys folic acid.

Take a multi-Vitamin supplement daily that has 100% of the RDA
for folic acid deficiency can lead to infertility and an increased risk

of infection.
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EVALUATION OF DISSERTATION TOPIC

Material & Methods

The pathological evaluation and methodological study of Vatha
pandu was carried in out patients as well as inpatient department at Got.
Siddha Medical College. Palayamkottai.
Selection and Eupervision;

The author had selected the 50 cases for Vatha pandu but of out of
40 cases are correlated with Vatha pandu as mentioned in yugi vaithiya
chinthamani under the supervision of facilities and head of the department
PG Noi Naadal.
Evaluation of Clinical Parameters :

The detailed history and clinical features of teh patients were taken
carefully.
This cliniacal history contains:

» Family history

» Inclusion creteria age (16 to 70) Nutrition deficiensy, Worm

infestation

A\

Personal history
Socio — economic status
History of infections disease

History previous illness

v VvV ¥V V¥V

Clinical features of the Vatha Paandu
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Clinical Symptoms
1. Flatulence
2. Low abdominal pian
3. Loss of thirst
4. Loss of appetite
5. Burning sensatin of skin
6. Hyperpigmentation vessels
7. Shivering
8. Redness eye
9. Costipation
10.Headache
11.Pallor
12.Swelling of body
Diagnosis ;
Envagai therrugal including neerkuri, neikuri manikadai nool.
The diagnosis is made on the basis of interpretation of the following
Siddha principles.
» Poriyal therdhal
» Pulanal therdhal
» Vinnaadhal
» Yaakayninellakanam

» Gunam
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» Changes in Udal thathukkal

» Changes in Uyir thathukkal

» Noi Utra kalam

» Noil Utra Nilam
Modern Parameters :

For further detailed study of the disease, modern parameters were
used. Investigation

Routine blood : TC, DC, ESR, HB

» Peripheral smear

» Complete Haemogram
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OBSERVATION AND RESULTS

Table :1. Age
S.No Age No of cases Percentage
17 -30 3 6%
30-50 14 28%
50-70 33 66%
Out of 50 cases, 66% of old age.
Table : 2. Sex
S.No Sex No of cases Percentage
1. Male 6 12%
2. Female 45 90%
Out of 50% of cases, 90% females are affected.
Table : 3. Occupation
S.No Occupation No of cases Percentage
1. Manual labour 12 24%
2. Office work 10 20%
3. Business men - -
4. House wife 28 56%

Out of 50% cases, 56% House wife are affected.
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Table :4. Socio Economic Status

S.No Socio economic status No of cases Percentage
1. High class - -
2. Middle class 28 56
3. Below poverty line 22 44%
Out of 50 cases, 56% are middle classes affected.
Table : 5.Personal Habits
S.No Age No of cases Percentage
1. Alcohol 7 14%
2. Smoking 8 16%
3. Betal nut chewer 10 20%
Out of 50 cases, 20% are Betal nut chewer
Table : 6.Diet Habits
S.No Diet No of cases Percentage
1. Vegetarian 30 60%
2. Non-vegetarian 20 40%

Out of 50 cases 60% are vegetarian affected.
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Table : 7. Seasonal Variation (Paruvakalam)

S.No Diet No of cases Percentage
1. Karkalam 12 24%
2. Kuthirkalam 28 56%
3. Munpanikalam - -
4. Pinpanikalam - -
5. Elavenilkalam - -
6. Muthuvenilkalam 10 20%
On observation 56% are reported in kuthir kalam
Table :8. Thinai
S.No Thinai No of cases Percentage
1. Marutham 37 74%
2. Kurinji 13 26%
On observation, 74% are reported in marutha.
Table :9. Kosam
S.No Kosam No of cases Percentage
1. Annamaya Kosam 50 100%

100% are affected in Annamaya Kosam.




Table :10. Symptoms

S.No Clinical Features No of cases Percentage
1. Flatulence 20 40%
2. Abdominal pain 20 40%
3. Thirst 23 46%
4. Loss of appetite 48 96%
5. Dryness of thirst 5 10%

6. Hyperpigmentation - -

7. Shievering - -

8. Redness eye 4 8%
9. Constipation 19 38%
10. Headache 19 38%
11. Pallor 32 64%
12. Swelling of body 1 2%

Out of 50 cases 96% are noted in loss of appetite.
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Table :11. Udalthathu Nilaigal

S.No Udal thathukal No of cases Percentage
1. Saaram 50 100%
2. Senner 50 100%
3. Oon - -
4. Kozhuppu - -
5. Enbu - -
6. Moolai - -
7. Sukkilam/Suronitham - -

Out of 50 cases 100% affected in Saaram and senner.

Table :12. Ennvagai Thervugal

S.No Ennvagai Thervugal N:i‘::cctzzes Percentage

1. |Naa 1. Colour 32 64

2. Coated 17 34

3. Fissure 18 36

4. Pigmentation 14 28
2. | Niram 22 44
3. | Mozhi 6 12
4. | Vizhi 20 40
5. | Sparism - -
6. | Malam 10 20
7. | Moothiram 4 8
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8. | Naadi Vatha Pitham 40 80
Pitha Kapham 7 14
Vatha Kapham 2 4
Vatham 1 2

Out of 50 cases, 64% cases Naa affected, Out of 50 cases vatha

pitham in mainly noted in disease.

Table :13. Neikuri (Shape of the oil)

S.No Shape of the oil No of cases Percentage
1. Muthuothunittral 25 50
2. Muthil Azhi 5 10
3. Muthil Aravil 4 8
4. Azhi 8 16
5. Azhil Aravil 4 8
6. Muthil Aravil 1 1
7. Azhil Muthuthil 3 6

Out of cases 50% of casesnoted muthuothunittral.
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Table :14. Neikuri

Age/
S.No. OP No. Neikuri (shape of oil)
Sex
1 65677 60F Salladaikan
2 66445 65F Salladaikan
3 95496 54F Salladaikan
4 97711 52F Salladaikan

Out of 50, 8% of cases noted Salladaikan .

Table :15. Thegi

S.No Thegi No of cases Percentage
1. Vatha thegi 28 56%
2. Pitha thegi 17 34%
3. Kapha thegi 4 8%
4. Pitha thegi 1 2%

Out of cases 50 cases, 56% are present in Vatha Thegai.
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Manikadai Nool

S.No Wrist Circumference No of cases Percentage
1. 7-8 2 4%
2. 8-8 Y4 38 76%
3. 9-9% 7 14%
4. 10-10 3 6%

Out 50 cases 76% cases are present in 8 — 8 % Manikadai. Out of 50
cases 8% Salladaikan.

CLASSIFICATION UYIR THATHUKKAL

Vatham
S.No | Vatham No of Cases Percentage %
1 Pranan 21 42
2 Abanan 10 20
3 Viyanan 49 98
4 Udhanan - -
5 Samaanan 50 100
6 Nagan 1 2
7 Koorman 20 40
8 Kirukaran - -
9 Devathathan 1 2
10 Thananjeyan - -

Out of 50 cases, 100% of cases affected Samaanan, 98% of cases
affected Viyanan, 42% affected Pranan.
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Pitham

S.No | Pitham No of Cases Percentage %
1 Anarpittham 24 48

2 Ranjagam 50 100

3 Saathagam 45 40

4 Aalosagam - -

5 Praasagam - -

Out of 50 cases, 100% cases affected Ranjagam

Kabam
S.No | Kabam No of Cases Percentage %
1 Avalambagam 18 36
2 Kilethagam 49 98
3 Pothagam - -
4 Tharpagam - -
5 Sandhigam 17 34
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INTERPRETATION OF UYIRTHATHUKKAL

Case VALI AZHAL KAPHAM
No. OP.No | Age | Sex b -
r |Ab |[UD | VI |SA|NA | KO | KI |DE |Thj | PA|Ro| ST | Aa | PS | AV | KI | PO | Th | Sd
1 55766 | 49 F INA|NA|NA| A | A|NA|NA| NANA|NA| A | A |NA|NA|NA|NA| A |[NA|NA|NA
2 57413 | 50 F A |[NA|NA| A | A |NA|NA | NANA|NA| A | A |NA|NA|NA I\? A [NA|NA| A
3 60330 | 62 F INA|NA|NA|NA| A| A | NA|NANA|NA| A | A |NA|NA|NA|NA|NA|NA|NA|NA
4 60686 | 63 F INA|NA|NA| A | A|NA| A [ NAINA|NA| A | A|NA|NA|NANA| A |[NANA| A
5 62169 | 54 F [NA|NA|NA| A | A|NA| A [ NA|NA|NA| A | A | NA|NA|NA|NA| A |[NA|NA|NA
6 62205 | 52 F [NA|NA|NA| A | A NAINA|NA|NANA| A | A| A |NA|NA|NA| A |[NA|NA|NA
7 62206 | 60 F A INA|NA| A | A|NA| A INAINA|NA| A |A | A |NA|NA| A | A |NA|NA|NA
8 63029 | 62 F A |[NA|NA| A | A|NA| A [ NAINAINA| A | A| A | NANA| A | A |NAINA| A
9 65266 | 4 | M | A [NA|NA| A | A | NA|NA | NANANA| A | A | A |NA|NA| A | A |NA|NA|NA
10 65677 | 60 F A INA|NA| A | A|NA| A INAINA|NA| A |A | A |NA|NA| A | A |NA|NA|NA
11 66445 | 65 F A [NA|NA| A | A|NA| A INAINA|NA| A | A| A|NA|INA| A | A |NAINA| A
12 71404 | 38 F INA| A [ NA| A | A|NA|NA|NANA|NA NA| A | A |NA|NA|NA| A |[NA|NA|NA
13 72184 | 53 F INA|NA|NA| A | A|NA|NA |  NA|NA|NA|NA| A| A |NA|NANA| A |[NANA| A
14 | 72134 | 33 F INA| A [ NA| A | A|NA|NA |  NANANA|NA| A| A |NA|NA|NA| A |[NA|NA| -
15 73421 | 60 F A |[NA|NA| A | A|NA| A INAINA|NA|NA| A| A |NA[NA|NA| A |[NA|INA| A
16 73908 | 33 F [NA|NA|NA| A | A | NAINA|NA|NA|NA|NA| A | A | NA|NA|NA| A |[NA|NA|NA
17 76777 | 60 | M | A | A |[NA| A | AINA| A [NA|NANA|NA| A | A |NA|NA| A | A |NA|NA| A
18 76649 | 70 | M | A | A |[NA| A | A NA| A |[NA|NANA| A | A| A|NA|NA| A | A |NA|NA| A
19 76633 | 29 F INA| A [ NA| A | A|NA|NA|NANA|NA NA| A | A |NA|NA|NA| A |[NA|NA|NA
20 | 98199 | 38 F [NA|NA|NA| A | A | NAINA|NA|NA|NA|NA| A | A | NA|NA|NA| A |[NA|NA|NA
21 81500 | 65 F A | A|NA| A | A NA| A I NAINA|NA| A | A| A|NA|INA| A | A |NANA| A
22 81499 | 37 F INA|NA|NA| A | A|NA|NA | NANA|NA NA| A | A |NA|NA|NA| A |[NA|NA|NA
23 82211 | 50 F INA|NA|NA| A | A|NA|NA | NANA|NA NA| A | A |NA|NA|NA| A |[NA|NA|NA
24 82730 | 52 F [NA|NA|NA| A | A|NAINA|NA|NANA| A | A| A |NA|NA|NA| A |[NA|NA|NA
25 83256 | 50 F |[NA| A INA| A | A | NAINA|NA|NANA|NA| A | A |NA|NA|NA| A |[NA|NA|NA
26 83255 | 59 | M [NA|NA|NA| A | A | NA|NA|NA|NA|NA|NA| A | A |NA|NA|NA| A |[NA|NA|NA
27 86829 | 37 F INA|NA|NA| A | A|NA|NA| NANANA| A | A | A |NA|NA|NA| A |[NA|NA|NA
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28 | 88620 | 56 | F [NA|NA|NA| A | A | NA(NA|NA|NA|NA|NA| A | A |NAINA|NA| A |[NA|NA|NA
29 | 87102 | 69 | F | A |[NAINA| A | A |NA| A [ NA|NANA| A | A| A|NAINA| A | A |NA|NA| A
30 | 87155 | 52 | F [NA|NA/NA| A | A | NAINA NA|NA|NA NA|  A| A NA|NA|NA| A |[NA|NA|NA
31 89524 | 68 | M | A INA|NA| A | A|NA| A [NA|INA(NA| A | A| A |NANA| A | A |NANA| A
32 | 89622 | 65 | M| A |[NAINA| A | A | NA| A I NAINA/NA| A | A| A NANA| A | A |NA|NA| A
33 | 90101 | 55 F INA({NA|NA| A | A|NA|NA NANA|NA|NA| A| A | NA/NA|NA| A INA[NA| A
34 | 90954 | 67 | F | A | A |[NA| A | A|NA| A [NA|NA|NA| A | A| A |NA|NANA| A |[NA|NA|NA
35 | 92267 | 43 F INAINA|NA| A | A NA|NA| NA NAINA NA| A | A | NA|NA|NA| A |[NA|[NA | NA
36 | 93170 | 69 | F | A | A INA| A | A NA| A I NAINA/NA| A | A| A NANA| A | A |NA|NA|NA
37 | 93114 | 65 F | A|NA|/NA| A| A | NA| A NANA/NA| A | A A|NANA| A | A |NA|NA|NA
38 | 93872 | 65 F | ANA|NA| A|A|NA| A  NAINA|NA| A | A| A NANA| A | A |NANA| A
39 | 94300 | 68 | F | A [ NA|NA| A | A|NA| A [ NA|NA|NA| A | A| A |NA|NA| A | A |NA|NA| A
40 | 94696 | 66 | F | A |[NA|NA| A | A |NA| A [NAINA|NA| A | A| A |NA|NA| A | A |NA|NA| A
41 95496 | 54 | F [NA|NA|NA| A | A | NAINA NA|NA|NA | NA|  A| A NA|NA|NA| A |[NA|NA | NA
42 | 95740 | 70 | F | A INA[NA| A | A |NA| A [NAINA(NA| A | A| A|NAINA| A | A |NAINA| A
43 | 96507 | 37 | F INA|NA|NA| A | A | NA|NA|NANA|NA|NA|A | A |NANA|NA| A |[NA|NA|NA
44 | 97711 | 52 | F INA|NA|NA| A | A | NA|NA|NANA|NA|NA|A | A |NANA|NA| A |[NA|NA|NA
45 | 97972 | 62 | F INA|NA|NA| A | A | NA|NA|NA/NA|NA|NA| A| A | NAINA|NA| A [NA|NA|NA
46 | 97971 | 57T | F INA|NA|NA| A | A | NA|NA|NA/NA|NA|NA| A| A | NAINA|NA| A [NA|NA|NA
47 | 98889 | 50 | F INAINANA| A | A NA/NA|NANA|NA|NA|A| A |NAINA|NA| A |[NA|NA|NA
48 | 100899 | 41 F INA({NA|NA| A | A|NA|NA NANA|NA|NA| A | A | NA|NA|NA| A [NA|NA|NA
49 | 100557 | 51 F [NA| A |[NA| A | A NA|NA | NA NA|NA NA| A | A | NA|NA|NA| A |[NA|NA | NA
50 | 102170 | 65 | F | A |[NA|NA| A | A | NA|NA NA|NA|NA NA|  A| A NA|NA|NA| A |[NA|NA|NA

Pr- Praanan A - Affected Na - Nagan Pa - Pasakam Av - Avalambagam

Ab - Abaanan NA - Not affected Ko - Kooram Ra - Ranjakam Ki - Kiletham

Ud - Udaanan Ki - Kirukaran St - Sathagam Po - Pothagam

Vi - Viyanan De - Devadhathan St - Sathagam Th - Tharpagam

Sa - Samaanan

Thj - Thanajeyan
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Ps - Prasagam

Sd - Sandhigam




INTERPRETATION OF UDALTHAADUKKAL

S.No 0] Age | Sex | Saaram | Senneer | Oon | Kozhuppu | Enbu | Moolai 2‘::;1:]1;12:
1 55766 | 49 | F A A NA NA NA NA NA
2 57413 | 50 | F A A NA NA NA NA NA
3 60330 | 52 | F A A NA NA NA NA NA
4 60686 | 63 | M A A NA NA NA NA NA
5 62169 | 54 | F A A NA NA NA NA NA
6 62205 | 52 | F A A NA NA NA NA NA
7 62206 | 60 | F A A NA NA NA NA NA
8 63029 | 62 | F A A NA NA NA NA NA
9 65266 | 44 | M A A NA NA NA NA NA

10 65677 | 60 | F A A NA NA NA NA NA
11 66445 | 65 | F A A NA NA NA NA NA
12 71404 | 38 | F A A NA NA NA NA NA
13 72184 | 53 | F A A NA NA NA NA NA
14 12134 | 33 | F A A NA NA NA NA NA
15 73421 | 60 | F A A NA NA NA NA NA
16 73908 | 33 | F A A NA NA NA NA NA
17 76777 | 60 | M A A NA NA NA NA NA
18 76649 | 70 | M A A NA NA NA NA NA
19 76633 | 29 | F A A NA NA NA NA NA
20 78199 | 38 | F A A NA NA NA NA NA
21 81500 | 65 | F A A NA NA NA NA NA
22 81499 | 37 | F A A NA NA NA NA NA
23 82211 | 50 | F A A NA NA NA NA NA
24 82730 | 52 | F A A NA NA NA NA NA
25 83256 | 50 | F A A NA NA NA NA NA
26 83255 | 59 | M A A NA NA NA NA NA
27 86829 | 37 | F A A NA NA NA NA NA
28 88620 | 56 | F A A NA NA NA NA NA
29 87102 | 69 | F A A NA NA NA NA NA
30 87155 | 52 | F A A NA NA NA NA NA
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31 89524 | 68 | M A A NA NA NA NA NA
32 89622 | 65 | F A A NA NA NA NA NA
33 90101 | 55 | F A A NA NA NA NA NA
34 90954 | 67 | F A A NA NA NA NA NA
35 92267 | 43 | F A A NA NA NA NA NA
36 93170 | 67 | F A A NA NA NA NA NA
37 93114 | 65 | F A A NA NA NA NA NA
38 93872 | 65 | F A A NA NA NA NA NA
39 94300 | 68 | F A A NA NA NA NA NA
40 94696 | 66 | F A A NA NA NA NA NA
41 95496 | 54 | M A A NA NA NA NA NA
42 95470 | 74 | F A A NA NA NA NA NA
43 96507 | 37 | F A A NA NA NA NA NA
44 97711 | 52 | F A A NA NA NA NA NA
45 97972 | 62 | F A A NA NA NA NA NA
46 97971 | 62 | F A A NA NA NA NA NA
47 98889 | 50 | F A A NA NA NA NA NA
48 | 100899 | 41 F A A NA NA NA NA NA
49 | 100557 | 51 F A A NA NA NA NA NA
50 | 102170 | 65 | F A A NA NA NA NA NA

A - Affected
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INTERPRETATION OF ENNVAGAI THERVUGAL

. . . . 1. . Moothiram . .
S.No | O.P.No | Age/sex | Colour | fissure | coatecl | pigmentation | Niram | Mozhi | Vizhi | Sparism | Malam Neerkuri | Neikuri Naadi | Thagi Re | Lt
1 | 55766 | 49F | NA | A P A A | NA | NA| NA | Na | STV L vp | p | B8
yellow 12| 1/4
2 | 57413 | 50F A P P A NA | NA | NA | NA | Na | Smw oo yp | v | 88
yellow 3/4 | 1/4
Straw 8
3 | 60330 | 52F A P A A NA | NA [ NA| NA | NA MA | VP | V 8
yellow 1/4
Straw
4 | 60686 | 63M | NA P A P A | NA| A | NA | NA MN | VP | P | 8| 8
yellow
Straw
5 | 62169 | 54F | NA P P A A | NA| A | NA | NA MN | VP | P | 8| 8
yellow
Straw
6 | 62205 | 52F A P A P NA | NA [ NA| NA | NA sellow | MN | VP |V 8 | 8
7 | 62206 | 60F A A P P NA | NA [ NA| NA | NA ysetlrlivvvv MAN | VP | V |10 10
Straw
8 | 63029 | 62F A A P A NA | NA [ NA | NA | NA sellow MA | VP | P | 9] 9
Straw
9 | 65266 | 44M | NA P P P - | NA |NA| NA | NA A VP | P | 8| 8
yellow
Straw 8
10 | 65677 | 60F | NA P P P NA | NA | A | NA | NA MN | PK | V 8
yellow 1/4
11 | 66445 | 65F | NA | A A A A | NA | NA| NA | Na | STW o Lyp | p | T
yellow 172 | 1/4
12 | 71404 | 38F | NA | A P P A | AxX | A | Na | Na | STW Oyl ve | V|8 |8
yellow
13 | 72184 | 53F | NA L P P NA | NA [ NA| NA | NA ysetlrlivvvv MN | VP | V |10] 10
Straw
14 | 72134 | 33F | NA | A A P A | NA | A | NA A MN | VP | V | 8 | 8
yellow
Straw
15 | 73421 | 60F | NA | A P A NA | NA [ NA| NA | NA sellow A VP | V | 9|09
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Straw

16 | 73908 | 83F A A | NA | A | NA A AAN | VP 9|9
yellow

17 | 76777 | 60M | NA A | NA | A | NA A Staw | VN | PR 8 | 8
yellow

18 | 76649 | 70M | A A A A | NaA A Straw | VAN | PK g |’
yellow 3/4

19 | 76633 | 29F A A A A | NC A Straw A PK 9 |9
yellow

20 | 78199 | 38F | NA A A Al NA | Na | STy | opk 8 | 8
yellow

21 | 81500 | 65F | NA A | NA | A | NA | Na | Staw A PK 9 | 8
yellow

22 | 81499 | 37F | NA NA | NA | NA | NA A Straw | VAN | PK o1 g
yellow 12
Straw

23 | 82211 | 50F A NA | NA | NA| NA | NA MA | VP 8 | 8
yellow
Straw

24 | 82730 | 52F A NA | NA | NA| NA | NA MA | VP 8 | 8
yellow

25 | 83256 | S50F A A | NA| A | NA A Staw | VN | VK g |’
yellow 3/4
Straw

26 | 83255 | 59M | NA A A | A| NA | NA AAN | VP 8 | 8
yellow
Straw

27 | 86829 | 37F A NA | NA | NA| NA | NA MA | V 8 | 8
yellow

28 | 88620 | 56F A NA | NA | NA | NA | Na | Smaw 1oy | oyp 8 1 g
yellow 1/2
Straw

29 | 87102 | 69F A NA | NA | NA| NA | NA MN | VP 8 | 8
yellow

30 | 87155 | 52F A A | NA | P NA | NA | Smw ooy | vp 8 | 8
yellow
Straw

31 | 89524 | 68M | NA NA | NA | NA| NA | NA MN | VP 9 |9
yellow
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Straw

32 | 89622 | 65M | NA NA | NA | NA| NA | NA A VP | V | 8| 8
yellow
Straw

33 | 90101 | 55F A NA | NA | NA| NA | NA MN | VP | V | 8| 8
yellow
Straw

34 | 90954 | 67F A NA | NA | NA | NA A MN | VP | V | 8| 8
yellow

35 | 92267 | 43F A A | NA| A | NA | NA AAN | VP | P | 8| 8

36 | 93170 | 69F | NA NA | NA | NA | NA A Straw A VP | P | 8| 8
yellow

37 | 93114 | 65F A NA | A |NA| NA | Na | Smaw g yp | p | 7|8
yellow 3/411/2

38 | 93872 | 65F A A | NA | A | NA | Na | Staw A VP | V | 8| 8
yellow
Straw

39 | 94300 | 68F A NA | NA | NA| NA | NA AAN | VP | V | 8 | 8
yellow

40 | 94696 | 66F A A | NA | A NA | Na ST ol vp | P | 8|8
yellow
Straw

41 | 95496 | 54F A NA | NA | NA| NA | NA AMN | VP | V | 8 | 8
yellow
Straw

42 | 95740 | 70F A A | NA| A | NA | NA MN | VP | PV | 8 | 8
yellow

43 | 96507 | 37F A NA | NA | NA | NA | Na | Smw g yp | v | 8|8
yellow 1/4

44 | 97711 | 52F A NA | NA | NA| NA | Na | Smw b pyv | v | 8|/
yellow 3/4
Straw

45 | 97972 | 62F A NA | NA | NA| NA | NA A | VK| K | 8|8
yellow
Straw

46 | 97971 | 57F | NA NA | NA | NA| NA | NA A VP | P | 8| 8
yellow
Straw

47 | 98889 | 50F A NA | NA | NA| NA | NA MN | VP | V | 9] 9

yellow
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48 | 100899 | 41F P P A NA | A | NA | Na | ST L ou L vp | V|8 |8
yellow

49 | 100557 | 51F A A A A | A | NA A Straw | AN | pv | P | B |8
yellow 1/4 | 1/4
Straw

50 | 102170 | 65F A A A NA | A | NA | NA MN | VP | V | 8 | 8
yellow
VP - Vatha Pitham

A - Affected MN - Mthuothu nitral VK - Vatha Kapham

NA - Non MA -Muthil Azhi AAN - Azhil Aravil PK - Pitha Kabam P - Present

A foc te"d MAN - Muthil Arali AMN - Azhil Muthu Aravil P -Pitham - rrese

A - Azhi V - Vatham
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PV - Pitha Vatham




LABORATORY INVESTIGATIONS

Blood investigations Biochemical Urine Analysis Motion test
TC DC ESR S.Cole

cells/ BS (R) Urea strol Occult

S.No. OP No. cumm | P L E|B| M| 12 1 mgm mgms mgm, Albumin | Sugar Deposiy Ova | Cyst blood
1 55766 8,300 | 68 | 28 2 1210 20 41 100 16 186 Nil Nil 2-4 puscells Nil Nil Nil
2 57413 9,300 | 68 | 28 2 1210 7 18 120 18 156 Nil Nil (HPE) 2-3 Nil Nil Nil
3 60330 7,400 | 63 | 32 31210 30 120 20 157 Nil Nil 2-4 Nil Nil Nil
4 60686 8,000 | 65 | 41 2 1210 20 100 16 170 Nil Nil 1-2 Nil Nil Nil
5 62169 8,100 | 55 | 41 31210 22 110 25 156 Nil Nil NAD Nil Nil Nil
6 62205 6,500 | 57 | 38 31210 32 120 30 170 Nil Nil 1-2 Nil Nil Nil
7 62206 6,100 | 57 | 38 31210 22 130 32 160 Nil Nil 2-3 Nil Nil Nil
8 63029 8,900 | 66 | 32 2 10| 0 12 24 118 13 170 Nil Nil 1-2 Nil Nil Nil
9 65266 8,200 | 56 | 40 2 1210 20 120 34 150 Nil Nil 1-2 Nil Nil Nil
10 65677 8,000 | 54 | 42 2 1210 30 110 25 160 Nil Nil 1-3 Nil Nil Nil
11 66445 7,900 | 66 | 31 31010 8 20 86 19 156 Nil Nil 2-3 Nil Nil Nil

12 71404 7,900 | 69 | 28 3101 0 14 30 88 20 155 Nil Nil NAD Nil + Positive
13 72184 8,700 | 66 | 32 2 10| 0 5 12 130 19 216 Nil Nil NAD Nil Nil Nil

14 72134 8,100 | 60 | 33 51210 20 120 36 190 Nil Nil 1-2 Nil + Positive
15 73421 8,300 | 54 | 42 2 1210 7 15 111 16 195 Nil Nil 3-4 Nil Nil Nil
16 73908 9,200 | 59 | 35 6 10] O 35 72 96 14 167 Nil Nil 1-2 Nil Nil Nil
17 76777 7,600 | 63 | 34 31010 8 20 68 25 190 Nil Nil NAD Nil Nil Nil
18 76649 6,800 | 63 | 34 31010 80 | 120 117 61 117 Nil Nil NAD Nil Nil Nil

19 76633 7,700 | 56 | 40 4 10 0 10 22 90 16 186 Nil Nil NAD Nil + Positive
20 78199 4,700 | 55 | 41 2 1210 30 120 30 170 Nil Nil 1-2 Nil Nil Nil
21 81500 10,800 | 52 | 42 4 1210 22 171 39 200 Nil Nil NAD Nil Nil Nil
22 81499 6,000 | 56 | 40 4 10| 0 8 18 88 18 201 Nil Nil 1-2 Nil Nil Nil
23 82211 7,200 | 60 | 33 2 10| 0 20 120 20 150 Nil Nil 1-2 Nil Nil Nil
24 82730 7,400 | 63 | 32 31210 45 91 16 208 Nil Nil NAD Nil Nil Nil
25 83256 8,000 | 58 | 38 2 1210 12 25 120 26 150 Nil Nil 1-4 Nil Nil Nil
26 83255 6,900 | 50 | 44 4 1210 45 90 118 31 186 Nil Nil 1-3 Nil Nil Nil
27 86829 7,900 | 56 | 40 2 1210 10 106 18 143 Nil Nil 3-5 Nil Nil Nil
28 88620 8,500 | 50 | 46 2 1210 20 75 31 150 Nil Nil 1-2 Nil Nil Nil
29 87102 8,300 | 56 | 40 2 1210 45 84 41 152 Nil Nil 1-2 Nil Nil Nil
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30 87155 6,900 | 57 | 40 31010 7 135 21 160 Nil Nil 1-2 Nil Nil Nil
31 89524 8,300 | 58 | 38 2 1210 18 1114 23 170 Nil Nil NAD Nil Nil Nil
32 89622 8,700 | 67 | 31 2 10| 0 20 134 38 200 Nil Nil 3-5 Nil Nil Nil
33 90101 8,700 | 68 | 30 2 10| 0 15 32 84 38 201 Nil Nil 3-4 Nil Nil Nil
34 90954 7,920 | 55 | 41 2 1210 5 10 100 25 170 Nil Nil 2-5 Nil Nil Nil
35 92267 3,000 | 64 | 32 2 1210 30 60 130 38 160 Nil Nil 2-4 Nil Nil Nil
36 93170 9,800 | 67 | 31 2 10| 0 8 20 120 30 170 Nil Nil NAD Nil Nil Nil
37 93114 7,900 | 75 | 20 31210 10 22 130 32 180 Nil Nil 1-2 Nil Nil Nil
38 93872 8,000 | 51 | 43 31310 30 103 44 170 Nil Nil 1-3 Nil Nil Nil
39 94300 6,900 | 63 | 35 2 1210 25 55 81 31 179 Nil Nil 2-3 Nil Nil Nil
40 94696 8,800 | 49 | 48 31010 48 | 100 93 38 190 Nil Nil 2-3 Nil Nil Nil
41 95496 9,000 | 69 | 27 4 10 0 2 5 114 23 158 Nil Nil 1-3 Nil Nil Nil
42 95740 10,000 | 52 | 44 4 10| 0 40 82 79 20 174 Nil Nil 2-3 Nil Nil Nil
43 96507 8,600 | 61 | 31 7 11 0 70 130 30 170 Nil Nil 1-2 Nil Nil Nil
44 97711 8,600 | 50 | 46 2 1210 12 20 120 36 190 Nil Nil 1-2 Nil Nil Nil
45 97972 9,700 | 53 | 40 71010 15 32 85 24 206 Nil Nil 2-3 Nil Nil Nil
46 97971 7,000 | 64 | 35 1 0] O 20 45 178 20 168 Nil Nil 2-3 Nil Nil Nil
47 98889 9,700 | 70 | 28 2 10| 0 11 21 130 39 156 Nil Nil 1-3 Nil + Positive
48 100899 9,200 | 58 | 38 4 10 0 13 21 111 22 204 Nil Nil 1-2 Nil Nil Nil
49 100557 9,500 | 64 | 30 6 10 O 7 16 84 31 150 Nil Nil 1-2 Nil Nil Nil
50 102170 9,000 | 70 | 27 |30 0] O 25 55 190 25 192 Nil Nil 1-3 Nil Nil Nil
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COMPLETE HAEMOGRAM

RBC HB% | PCV | MCV | MCH Platelets count
SNo | OFNo | AgelSex millions GM | (%) (FL) (PA) MeHe (lakhs/cmm)

1 55766 49F 4.22 9.8 34 76 25.4 32.1 2.9
2 57413 50F 4.47 10 35 78.3 22.4 28.6 3.54
3 60330 52F 4.33 10 35 76.8 25.4 32.1 2.81
4 60686 63M 4.38 9.0 30.1 68.7 20.5 29.9 2.77
5 62169 54F 3.6 9.5 29.1 75.8 26.9 32.7 3.1
6 62205 52F 3.61 9.6 29.4 74.8 33.3 32.1 2.46
7 62206 60F 3.60 9.7 29.1 75.8 26.9 33.3 2.4
8 63029 62F 3.62 9.8 35 75.1 26.8 333 2.46
9 65266 44M 4.20 9.0 27.5 65.5 21.4 32.7 3.02
10 65677 60F 4.30 9.2 29 66.5 26 32.1 3.04
11 66445 65F 3.60 9.7 .29.1 70.8 26.9 333 2.46
12 71404 38F 4.04 7.4 27.4 67.8 18.3 27.0 4.33
13 72184 53F 4.33 9.3 31.0 71.6 21.5 30 3.57
14 72134 33F 4.13 8 26.6 74.7 25.5 29.6 3.28
15 73421 60F 4.30 9.5 26.5 65.5 22.4 32.7 3.04
16 73908 33F 4.20 9.0 27.5 65.5 21.4 32.7 3.02
17 76777 60M 3.42 4.8 20.1 58.6 18.1 23.9 3.92
18 76649 70M 3.14 7.9 26.6 84.7 25.2 29.7 3.28
19 76633 20F 4.29 6.7 24.8 57.8 15.6 27 3.17
20 78199 38F 343 4.8 20.1 58.6 14.0 23.9 3.82
21 81500 65F 4.18 10.5 | 37.4 75 26.1 32.1 2.58
22 81499 37F 4.63 10.1 37 75.1 26 32.1 2.1
23 82211 50F 3.90 10 31 74.1 253 32.2 2.82
24 82730 52F 3.96 10 31.2 78.8 253 32.1 2.81
25 83256 50F 4.29 8.5 26.5 65 21 31.7 3.1
26 83255 5OM 4.01 6.5 25 65.1 19.3 26 3
27 86829 37F 4.41 9.8 30 75 23.9 32.1 2.38
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28 88620 56F 4.04 10 30.2 75.3 249 33.1 2.38
29 87102 69F 3.76 10 30.1 75 26.6 32.1 3.17
30 87155 52F 4.02 9.0 30.2 68.7 20.1 29.9 2.66
31 89524 68M 4.01 10 31.2 76 25.9 32.1 2.48
32 89622 65F 4.04 10 30.1 74.3 24.8 33.1 2.28
33 90101 55F 4.01 10 30.2 75.3 24.9 33.1 2.38
34 90954 67F 4.02 9.8 30 74 25.8 32.1 3.0

35 92267 43F 1.69 2.6 10.5 62.1 15.4 24.8 1.56
36 93170 69F 4.16 10.8 | 34.2 75 24.7 32.5 3.01
37 93114 65F 3.12 5 18 57 16.0 27.8 3.47
38 93872 65F 4.33 11 35 80.8 25.4 31.4 1.31
39 94300 68F 4.01 10 31.1 74 24.2 32.1 2.28
40 94696 66F 4.02 9 30.2 68.8 25.1 29.9 2.66
41 95496 54M 4.05 10 30.1 73.1 25.2 32.1 2.38
42 95740 70F 4.09 10.0 | 31.9 78.0 24.4 31.3 2.45
43 96507 37F 4.01 10.0 | 34.8 74.9 244 28.7 3.714
44 97711 52F 4.03 9 30.3 68.5 75 31.1 2.65
45 97972 62F 4.05 9 31.3 67.5 75.1 31.2 3.1

46 97971 5TF 4.01 9 31 66.1 21.1 29.8 2.68
47 98889 50F 4.03 10 31.1 74.1 26.1 31.1 2.79
48 100899 41F 3.80 9.8 29.4 75.4 25 30.1 3.06
49 100557 51F 4.24 6 24.8 57.8 15.6 27 3.16
50 102170 65F 4.85 8 28 65 18.3 27 2.95
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PERIPHERAL SMEAR

.No. | OP No. Results

1 55766 | Microcytic hypochromic anaemia

2 57413 | Microcytic hypochromic anaemia

3 60330 | Microcytic hypochromic anaemia

4 60686 | Microcytic hypochromic anaemia

5 62169 | Microcytic hypochromic anaemia

6 62205 | Microcytic hypochromic anaemia

7 62206 | Microcytic hypochromic anaemia

8 63029 | Microcytic hypochromic anaemia

9 65266 | Microcytic hypochromic anaemia

10 65677 | Microcytic hypochromic anaemia

11 66445 | Microcytic hypochromic anaemia

12 71404 | Microcytic hypochromic anaemia

13 72184 | Microcytic hypochromic anaemia

14 72134 | Microcytic hypochromic morphology
15 73421 | Microcytic hypochromic morphology
16 73908 | Microcytic hypochromic morphology
17 76777 | Microcytic hypochromic morphology
18 76649 | Microcytic hypochromic morphology
19 76633 | Microcytic hypochromic morphology
20 98199 | Microcytic hypochromic morphology
21 81500 | Macrocytic Normochromic anaemia
22 81499 | Microcytic hypochromic morphology
23 82211 | Microcytic hypochromic morphology
24 82730 | Microcytic hypochromic morphology
25 83256 | Microcytic hypochromic morphology
26 83255 | Microcytic hypochromic morphology
27 86829 | Microcytic hypochromic morphology
28 88620 | Microcytic hypochromic morphology
29 87102 | Macrocytic normochromic anaemia
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30 87155 | Macrocytic normochromic anaemia

31 89524 | Normocytic Normochromic morphology
32 89622 | Normocytic Normochromic morphology
33 90101 | Macrocytic normochromic anaemia

34 90954 | Normocytic Normochromic morphology
35 92267 | Microcytic hypochromic morphology
36 93170 | Microcytic hypochromic morphology
37 93114 | Microcytic hypochromic morphology
38 93872 | Microcytic hypochromic morphology
39 94300 | Microcytic hypochromic morphology
40 94696 | Macrocytic normochromic anaemia

41 95496 | Normocytic Normochromic morphology
42 95740 | Microcytic hypochromic morphology
43 96507 | Macrocytic normochromic anaemia

44 97711 | Microcytic hypochromic morphology
45 97972 | Microcytic hypochromic morphology
46 97971 | Microcytic hypochromic morphology
47 98889 | Normocytic Normochromic morphology
48 100899 | Microcytic hypochromic morphology
49 100557 | Microcytic hypochromic morphology
50 102170 | Microcytic hypochromic morphology
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In Pitha Pandu, Eventhough Yellow Colouration of body, Pallor
present, dysponea, chest discomfort, giddiness, but the special symptoms of
vatha pandu such as loss of appetite, abdominal pain, hyperpigmentation
present.
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The features are vomiting, of voice, sneezing, cough expectoration,

buch ache. The special features are loss of appetite, hyperpigmentation and

low abdominal pain are not present.

Vivatha Noigal Present Symptoms Absent symptom
Pitha Pandu Yellow discolouation | Loss of appetite,
of body, dysponea, abdominal pain,
giddiness, chest hyperpigmentation
discomfort
Jya Pandu Cough expectoration | Loss of appetite,

sneezing, low

backache, vomiting

abdominal pain

hyperpigmentation.
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DISCUSSION

Vaatha Pandu is commonest in the world. It is mainly due to

deficiency, worm intestation and, chronic blood loss. The author has

selected 50 cases for out of 40 for the observation study on vaatha pandu.

All patients were under gone investigations by both siddha as well as

modern parameters.

In the following observation results of out come of for vaatha pandu is

discussed related to following headings.

Observation study:

1.

2.

Age: Middle age, and old age cases are affected.

Sex: Female cases are affected than male.

. Socio economic and diet habits affects low poverty middle class due

to inadequate nutrition, poor hygiene.

. The disease mainly due to beta nut chewer.

. The disease mainly affects the vegetarian

. The disease mainly noted in kuthir kalam + Vatha Pitham Naadi
. Some cases noted in vatham kapha nadi

. Symptoms

The decrease mainly present on loss of appetite abdominal pain

flatuluence, loss of thirst.
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9. Manikadai Nool
In most of cases, manikadai is noted in 8 — 8 3 wrist
circumference.
10.Neikuri:
» All most cases, the neerkuri is muthuothunittral.
» In few cases, Gauthamar’s literature salladaikanpol paraval is
noted.
Interpretation of Siddha Parameters:

Parameter changes in Uyirthathukkal

1. Pranan : affected (Dysponea)

2. Abaanan : affected (constipation diarrhea)

3. Samaanan : Aftected (Loss of appetite impaired
absorption)

4. Viyanan : Affected (Hyperpigmentation bodyache)
Pitham

Anar pitham - affected (loss of appetite)

Ranjagam - affected (Pallor)

Sadhagam - inactivated function of the body

Kapham
Kiletham : affected (delayed digestion)
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Interpretation of Udal thathukkal

1. Saaram : affected (weakness)
2. Senneer : affected (Pallor of skin and mucous
membrane)

Interpretation of Envagai Thervu

1. Naa : Affected (Coated, Center tissue, Black
pigmentation)

2. Vizhi : Affected (Pallor)

3. Malam : Affected (Constipation Diarrhoea)
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INTERPRETATION OF MODERN CLINICAL PARAMETERS
The author had done the physical examination detailed history. The
author evaluated cases in physical hematological investigations.
Manual Examination:
Pallor is noted in most of the cases
Laboratory Investigations:
Haemogram:
1. Haematocrit (PCV), MCV MCH is decreased in major cases.
2. PCV, MCV, MCH, MCHC is increased in few cases.
3. PCV, MCV, MCH & MCHC is normal in few cases.
Peripheral smear:
1. Microcytic hypochronic anaemia is observed in major cases.
2. Normocytic Normochronic and Macrocytic anaemia is noted in few

cases.
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SUMMARY

The  author selected the topic by detailed history, clinical
examination. The author had selected the cases of vatha pandu.

Vatha Pandu is caused by nutritional deficiency, worm infestations
and natural urges. The author has selected the cases for vatha pandu in
GOVT. Siddha medical college Hospital under the supervision of facilities
of Noi Naadal department.

Dietary, habits and external causes, and natural urges increases the
pitham but indirectly affect the vatham and kapham . So saaram formed in
decreased in quality, simultaneously seneer (ratham) is also formed
decreased quality so pandu noi came.

The author had take the photos mainly on Tongue, Neerkuri Neikuri,
nails, eyes

A depressed immune system lowered capacity to digest, absorb,
utilize transport nutrients.

It cannot eliminiate the toxic substances, so it results in disease.
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CONCLUSION

The study on vatha pandu carried out in the dissertation based on
clinical history, as per clinical examination siddha guidelines which are
necessary to arrive at precise diagnosis.

Vatha pandu is widely distributed in world. Vatha pandu affectes the
all sexes including children. It is characterized by loss of appetite, abdominal
pain, flatulence, dryness of skin, hyperpigmentation,.

Vatha Pandu is diagnosed on detailed history, classical clinical
examination of the siddha system and changes in eight fold diagnosis
manikadainool, and uyirthathukkal.

In methodology study :

» Vatha Pitha Naadi is present in most of cases.
» Muhtothunittral (Kaba neer) is present in most of cases.
» Manikadai is present in 8 — 8 2 wrist circumference in most of
cases.
» Vatha thegai is noted in major cases.
How to we can Prevention Aneamia
» Eat well balanced diet
» Take blenty of greens highly iron content food.
» Wash hands frequently

» Reduce life stress, fear
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» Avoid betal nut chewer, smoking and Alcohol

» Take boiled water
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GOVT SIDDHA MEDICAL COLLEGE,
PALAYAMKOTTALI
DEPARTMENT OF PG NOI NAADAL

A STUDY ON DIAGNOSTIC METHODOLOGY IN
VAADHA PANDU NOI THROUGH SIDDHA PARAMETERS
FORM I

SCREENING AND SELECTION PROFORMA

1. O.P.No 2. I.LP No 3. Bed No:
4. S.No:
5. Name: 6. Age (years): |:|

7. Gender: M D F D

8. Occupation:

9. Income:

10. Address:




CRITERIA FOR INCLUSION:

1. Both sex.
2. Age 16 to 70
3. Nutritional Deficiency (Iron Deficiency)

4. Worm Infestations

CRITERIA FOR EXCLUSION:

1. Myelo proliferative disorders

2. Associated with Haemolytic anaemia

3.0ther Major disease

4. Trauma & Surgery

Date:

I~

OO0 O Og

Signature:
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GOVT SIDDHA MEDICAL COLLEGE,
PALAYAMKOTTAL
DEPARTMENT OF PG NOI NAADAL

A STUDY ON DIAGNOSTIC METHODOLOGY IN VAADHA
PANDU THROUGH SIDDHA PARAMETERS

FORM I-A
HISTORY PROFORMA
1. SI.No of the case:
2. Name: Height: ~ cms
Weight: Kg
3.Age(ears: _ poB | | | || | L] ]]]
D D MM Y E AR
4. Educational Status:
1) Illiterate D 2) Literate D 3) Student D
4) Graduate/ Post graduate D
5. Nature of work:
1) Sedentary work D
2) Field work with physical labour ||
3) Field work Executive D
6. Annual Income of the Family
7. Total no. of members shares the D Adult D
Children | |

8 . Complaints and Duration




9. History of present illness:

10. History of Past illness:

1. Jaundice

2. Malaria

3. Any Surgery

4. History of Trauma
5. Epistaxis

6. Blood Transfusion
7. Haemorrhoids

?. Haemoptysis (T.B)
9. Hamatemesis

10.Menorrhagia

12.Haemturia
13.Acute / chronic renal failure

14.Congestive Cardiac failure

[
[
11.Chronic ingestion of (Aspirin/ NSAIDS) ]
[
[
L]
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11. Habits:

l. Yes 2.
1. Pica Eating

2. Betal net chewer
3. Alcohol
Occasional/
Regular
Empty /
after ingestion
ml/day

Type of diet \" D NV D

_ 000000

[]

12. Personal history:

Marital status: Married [ ] Unmarried []
No. of children: Male: Female:

13. Family history:

History of similar symptoms Yes No
Father [] [l
Mother [] [l
Other [ [

14. Mensutral & Obsteric history:

1. Age of Menarche Gravidity D

2. Last menstrual period Parity

3. Duration of menstrual cycle 25 D 28 D 42 D
4. Cycle duration regular D irregular D

5. White discharge D abortion

6. Dysmeneryhoea D

7. No. of pads used / day

8. Last child birth

9.

Year of menopause
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15. GENERAL ETIOLOGY FOR “VAADHA PANDU”

Yes

Z
S

1. Dysentry / diarrhoea

2. Chronic use of laxatives

3. Excessive use of salt & sour.

4. Betal net chewer

5. Excessive consumption of alcohol

6. Day sleep.
7. disobedient rules. (wempeulll BHLHHLTHT)

8. Immoral activities (LUehgFigHewen H(HigBeoriT)

O 0O 0Od ood o

O Oodg Ooodaad

16. CLINICAL SYMPTOMS OF ‘VAADHA PANDU’

Present Absent
1. Flatulence [] []
2 abdominal pain
3. Thirst
4. Loss of appetite
5. Dryness of skin
6. Hyperpigmentation
7. Tremor

8. Redness eye or (conjunctivitis)

[]
]
L]
[]
]
[]
[]
[]

o o oooo o

9. Constipation



10. Headache
11.Pallor

12. Swelling of body

[]

[]



GOVT SIDDHA MEDICAL COLLEGE, PALAYAMKOTTAL

A STUDY ON DIAGNOSTIC METHODOLOGY IN VAADHA
PANDU NOI THROUGH SIDDHA PARAMETERS

FORM 11
CLINICAL ASSESSMENT

1. Serial No:

2. Name:

3.Dateofbirth:| | | | | | | | | | |
DD M M Y EAR

4. Age: years
5. Date:
GENERAL EXAMINATION:
1. Height: cms.
2. BMI (Weight Kg/ Height m2)

3. Weight (kg):

4. Temperature (°F):

5. Pulse rate:

6. Heart rate:

7. Respiratory rate:

8. Blood pressure:

9. Pallor: Yes [ No [l

a. Koilonchyia Yes [ ] No []
b. Angular stomatitis Yes [ | No []
c.Chelosis  Yes [] No []



10. Jaundice:

11. Cyanosis:

12. Lymphadenopathy:
13. Pedal edema:

14. Clubbing:

15. Jugular vein pulsation:

VITAL ORGANS EXAMINATION
Normal Affected

1. Stomach [] []
2. Liver [] []
3. Spleen [] []
4. Lungs [] []
5. Heart [] []
6. Kidney [] []
7. Brain [] []
SYSTEMIC EXAMINATION:

1. Cardio Vascular System

a) Normal Heart Sounds Hear Normal [ ] Abnormal []
b) Haemic murmur Present[ | Absent | |

2. Respiratory System

3 Central Nervous System

4. Gastrointestinal System
1. Inspection:-
a) local distension Yes [ | No [ ]
or general
b) visible pulsation. Yes [] No L]




2. Palpation:-
a) epigastric tenderness Yes [ No [
b) Splenomagaly Yes [ ] No []
c¢) hepatomegaly Yes [[] No []

3. dull on percussion  Yes [ | No[ |

5. Uro genital System

6. Endocrine System
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SIDDHA SYSTEM OF EXAMINATION
[1] ENNVAGAI THERVU [EIGHT-FOLD EXAMINATION]

I. NAADI (KAI KURI) (RADIAL PULSE READING)

(a) Naadi Nithanam (Pulse Appraisal)

1. Kaalam (Pulse reading season)

1. Kaarkaalam D 2.Koothirkaalam
(Rainy season) (Autumn)
3. Munpanikaalam 4.Pinpanikaalam
(Early winter) (Late winter)
5. llavenirkaalam D 6.Muthuvenirkaalam
(Early summer) (Late summer)

2. Desam (Climate of the patient’s habitat)

1. Kulir 2. Veppam
(Temperate) D (Hot) D

3. Vayathu (Age) 1.1-33yrs D 2. 34-66yrs D 3. 67-100 D

4. Udal Vanmai (General body condition)

LIyyalbu [ | 2.valiva [ | 3Melivu [ |

5. Naadiyin Vanmai (Expansile Nature)

1. Vanmai D 2.Menmai D
6. Panbu (Habit)
1. Thannadai D 2. Munnokku 3.Pinnokku
(Playing in) (Advancing) (Flinching)
4. Pakkamnokku [ | 5. Puranadai D 6.Illaitthal
(Swerving) (Playing out) (Feeble)
7. Kathithal [] 8Kuthithal [ | 9. Thullal

(Swelling) (Jumping) (Frsiking)

11
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10. Azhutthal [] 11 Paduthal L 12 Katatthat [ ]
(Ducking) (Lying) (Blending)

13. Suzhalal
(Revolving)

(b) Naadi nadai (Pulse Play)

1. Vali D 2 . Vali Azhal 3. Vali lyyam D

4. Azhal [] 5.Azhal Vali 6. Azhal Tyyami |_|

.

7. lyyam D 8. Iyya vali 9. Iyya Azhal D

10.Mukkutram D

II.LNAA (TONGUE)
1. Maa Padithal

Normal D Present D Absent D

Uniform D Patches D Niram

2. Naavin Niram 1.Karuppu 2. Manjal
3.Velluppu
(Colour) (Dark) (Yellow) (Pale)
3. Suvai 1.Kaippu D 2.Pulippu D Inippu
(Taste sensation)  (Bitter) (Sour) (Sweet)
4. Vedippu 1. Present D 2. Absent D
Central (Fissure)
5. Vai neer ooral 1.Normal D 2. D Increased
3.Reduced
(Salivation)
Colour Colouress D Milkywhite D
6. Deviation Present D Absent D
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7. Pigmentation  Present D Absent D

Dot D Whole D

Area of Pigmentation
Tip D SidesD Root DWhole D
8. Tooth Impressions Present D Absent D
9. Bald tongue (loss of taste buds) Present D Absent D

IHIL.NIRAM (COLOUR) (SKIN COMPLEXION)
1. Iyalbana Niram 1. Karuppu D 2.Manjal I:IB.Velluppu D

(Dark) (Yellowish) (Fair)
2. Asadharana Niram maatram 1. Karuppu D2.Manj al D
(Dark) (Yellowish)
3.Velluppu D4 Maaniram D
(Pale)
Regular D Irregular D
IV. MOZHI (VOICE)
1. Sama oli D 2. Uratthaoli 3. Thazhantha oli
(Medium pitched) (High pitched) (Low pitched)
4. sound produced in the lung field during at rest D
5. Monotonus speech Present Absent
6. Slurred speech Present bsent
(Stammering)
V. VIZHI (EYES)
1. Niram (Venvizhi)
(Discolaration)
1. Karuppu 2. Manjal
(Dark) D (Yellow) D

13



3. Sivappu D 4 Velluppu D

(Red) (White)
5. Pazhupu(muddy) D 6. No D
Discoloration
Imai Neeki Paarthal
1. Sivapu D 2. Velluppu D
(Red) (Pale)
3. Ilam Sivappu 4.Manjal
(Pink) D (Yellow) D
2. Neerthuvam 1.Normal D 2. Increased D 3.Reduced D
(Moisture)
3. Erichchal 1.Present D 2. Absent D
(Burning sensation)
4. Peelai seruthal 1.Present D 2. Absent D

(Mucus excrements)

5.Any other eye disease

VI. MEI KURI (PHYSICAL SIGNS)

1. Veppam 1. Mitham 2. Migu 3. Thatpam
(Warmth) (Mild) D (High) D (Low) D
2. Viyarvai 1. Increased D 2. Normal D 3. Reduced D
(Sweat)
Colour
Smell
Place
3. Thodu vali 1.Present D 2. Absent D
(Tenderness)

4. Hypopigmentation Present D Absent D
5. Hyperpigmentation = Present D Absent D
6. Ulcer Present D Absent D

7. Skin Diseases Present D Absent D
14



VII. MALAM (STOOLS)

1. Ennikai / Naal D

2. Alavu a) Normal D b) Increased D c) Decreased D
(Quantity)
3. Niram 1. Karuppu 2. Manjal
(Color) (Black) D (Yellowish) D
3. Sivappu 4. Velluppu
(Reddish) D (Pale) D

5. Brownish Colour (Normal) D

4. Sikkal 1. Present 2. Absent
(Constipation) D D
5. Sirutthal 1. Present D 2. Absent D

(Poorly formed stools)

6. Kalichchal / Naal

1. Loose watery stools 1. Present D 2. Absent D

2. Digested food 1. Present D 2. Absent D

3. Seetham 1. Present D 2. Absent D
(Watery and mucoid excrements)

Colour of Seetham 1. Venmai D 2. Manjal D

7. Vemmai 1. Present D 2. Absent D

8. Passing of  a) Mucous 1. Present D 2. Absent D

b) Blood 1. Present D 2. Absent D

9. History of habitual 1. Present D 2. Absent D

Constipation
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VIII. MOOTHIRAM (URINE)

(a) NEER KURI (PHYSICAL CHARACTERISTICS)

1. Niram (colour) Normal D Abnormal D
Colourless D Milky purulent D Orange D
Red D Greenish D Dark brown D
Bright red D Black D Brown red or yellow D
2. Manam (odour) Yes No
Ammonical : D D

Fruity : D D

Others

3. . Nurai (froth) Yes No

Clear D D

Cloudy : : D D

If froth present, colour of the froth :

4.Edai (Specific gravity) Yes No
Normal (1.010-1.025) D D
High Specific gravity (>1.025) D D
Low Specific gravity (<1.010) D D
Low and fixed Specific gravity D D

(1.010-1.012)

5. Alavu (volume) Yes No
Normal (1.2-1.5 lt/day) c ] [ ]
Polyuria (>2lt/day) ] [ ]
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Oliguria (<500ml/day) : D D

Anuria : D D

6. Enjal (deposits) : Yes No

b) NEI KURI (oil spreading sign)

1. Aravam 2. Mothiram
(Serpentine fashion) (Ring)
3. Muthu 4. Aravil Mothiram
(Pearl beaded appear) (Serpentine in ring
fashion)
5. Aravil Muthu [ | 6. Mothirathil Muthu
(Serpentine and Pearl patterns) (Ring in pearl
7. Mothirathil Aravam D 8. Muthil Aravam
(Ring in Serpentine fashion)  (Pearl in Serpentine
fashion) Diagram
9. Muthil Mothiram D 10. Asathiyam
(Pearl in ring fashion) (Incurable)
11. Mellena paraval
12.others: D
(Slow spreading)
[2]. MANIKKADAI NOOL (Wrist circummetric sign) : fbs
Rt. Lt.

[3]. IYMPORIGAL /IYMPULANGAL (Penta sensors and its
modalities)

1. Normal 2. Affected

1. Mei (skin)

2. Vaai (Mouth/ Tongue)

3. Kann (Eyes)

HREREEE
HEEREEN

4. Mookku (Nose)
17
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5. Sevi (Ears) D D

[4]. KANMENTHIRIYANGAL /KANMAVIDAYANGAL
(Motor machinery and its execution)

1. Normal 2. Affected

1. Kai (Hands) D D

2. Kaal (Legs) D

4. Eruvai (Analepy) D

[ ]
3. Vaai (Mouth) [ ] [ ]
[ ]
[ ]

5. Karuvaai (Birth canal) D

18



[S]. YAKKAI (SOMATIC TYPES)

Vatha constitution

Pitha constitution

Kaba constitution

Lean and lanky built I:I

Hefty proximities
of limbs

Cracking sound of
joints on walking

Dark and thicker
eye lashes

Dark and
light admixed
complexion
Split hair

Clear words

Scant appetite for
cold food items

Poor strength
despite much eating

Loss of libido
In generosity

Sleeping with eyes
half closed

[ ]

[ ]
[ ]

[ ]

[]

[ ]
[ ]

[]
[]

[ ]

Thin covering of
bones and joints
by soft tissue

Always found with
warmth, sweating
and offensive body
odour

[]

Wrinkles in the skin I:I

[]

Red and yellow
admixed complexion

Easily suffusing eyes
due to heat and alcohol

Sparse hair with greying |:|

[]

Intolerance to hunger,
thirst and heat

Inclination towards
perfumes like sandal

[ ]
[]

[]

Slender eye lashes

Pimples and moles are
plenty

Plumpy joints and limﬁ:l

Broad forehead and ch1:|

Sparkling eyes with cl
sight €|:|

[ ]
[ ]

High tolerance to hungI:I
thirst and fear

Lolling walk

Immense strength
despite poor eating

Exemplary character I:I
with good memory power

More liking for sweet |:|
taste

Husky voice

[]

RESULTANT SOMATIC TYPE:

[6] GUNAM

1. Sathuva Gunam

3. Thamo Gunam

[]
[]
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[7] KOSAM
Normal Affected

1. Annamaya kosam
(7 udarthathukal) D D

2. Praanamya kosam
(Praanan+ kanmenthiriyam)

3. Manomaya kosam
(Manam + gnendhiriyam)

4. Vingnanamaya kosam
(Budhi+ gnendhiriyam)

L O O O
I W

5. Aanandamaya kosam
(Prana vaayu + suluthi)

[8] UYIR THATHUKKAL

A. VALI
1. Normal 2. Affected

1. Uyir kaal D D

(Praanan)

2. Keel nokung kaal

(Abaanan)

3. Nadukkaal

(Samaanan)

4. Mel nokung kaal

(Udhanan)

5. Paravung kaal

(Viyaanan)

6. Naahan

7. Koorman

8. Kirukaran

N 1 O R N e N O
N 1 R B e 0 O
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9. Devathathan
10. Dhananjeyan
B. AZHAL

1. Anala pittham

2. Prasaka pittham
3. Ranjaka pittham
4. Aalosaka pittham

5. Saathaka pittham

C.IYYAM

1. Avalambagam

2. Kilethagam

3. Pothagam

4. Tharpagam

5. Santhigam

[]
[]

1. Normal

[]

[]

[]
[]

[]

1. Normal

[]

L O OO O
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2. Affected

[]

HpEEEEN

2. Affected
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[9] UDAL THATHUKKAL

SAARAM
INCREASED SAARAM (CHYLE) | DECREASED SAARAM(CHYLE)
Loss of appetite I:I Loss weight I:I
Excessive salivation I:I Tiredness I:I
Loss of perseverance D Dryness of the skin |:|
Excessive heaviness |:| Diminished activity of the
White musculature sense organs I:I
Cough, dysponea, excessive sleep | ]
Weakness in all joints of the body D

SAARAM: INCREASED [ | DECREASED | | NORMAL [ |

B. CENNEER:

INCREASED CENNEER(BLOOD) | DECREASED

CENNEER(BLOOD)
Boils in different parts of the Anemia I:I
body
Anorexia Tiredness I:I
Mental disorder Neuritis |:|
Spleenomegaly Lassitude |:|
Colic pain Pallor of the body |:|

Increased pressure
Reddish eye and skin
Jaundice

Haematuria

L 0oooooooad

CENNEER: INCREASED DECREASED | | NORMAL [ |



[C]. OON

INCREASED OON (MUSLE) DECREASED OON (MUSLE)
Cervical lymphadenitis I:I Impairment of sense organs I:I
Vernical ulcer |:| Joint pain |:|
Tumour in face ,abdomen, |:| Jaw, thigh and genitalia

thigh, genitalia gets shortened I:I
Hyper muscular in the I:I

cervical region

OON: INCREASED [ | DECREASED [ | NORMAL [ |
D. KOZHUPPU

INCREASED KOZHUPPU DECREASED KOZHUPPU
(ADIPOSE TISSUE) (ADIPOSE TISSUE)

Cervical lymph adenitis Pain in the hip region I:I
Vernical ulcer Disease of the spleen I:I

Tumour in face, abdomen,
thigh, genitalia

Hyper muscular in the
cervical region

Dyspnoea

Loss of activity

KOZHUPPU: INCREASED

[ ]
[ ]
[ ]
[ ]
[ ]
[ ]
[ ]
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E. ENBU

INCREASED ENBU (BONE) DECREASED ENBU (BONE)
Excess growth in bones I:I Bones diseases I:I
and teeth
Loosening of teeth I:I
Nails splitting I:I
Falling of hair [
L1
ENBU: INCREASED | | DECREASED [ | NORMAL [ |
F. MOOLAI
INCREASED MOOLAI DECREASED MOOLAI
(BONE MARROW) (BONE MARROW)
Heaviness of the body I:I Osteoporosis |:|
Swollen eyes I:I Sunken eyes I:I
Swollen phalanges I:I
chubby fingers
Oliguria I:I
Non healing ulcer I:I
MOOLAL: INCREASED [ | DECREASED [ | NORMAL [ |
G. SUKKILAM / SURONITHAM
INCREASED DECREASED
SUKKILAM/SURONITHAM SUKKILAM/SURONITHAM
(SPERM OR OVUM) (SPERM OR OVUM)

Infatuation and lust towards I:I
women / men
Urinary calculi I:I

Failure in reproduction I:I

[ ]

Pain in the genitalia

SUKKILAM/SURONITHAM:

INCREASED |:| DECREASED |:| NORMAL |:|
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[10] MUKKUTRA MIGU GUNAM

I. Vali Migu Gunam 1. Present 2. Absent
1. Emaciation
2. Complexion — blackish
3. Desire to take hot food
4. Shivering of body
5. Abdominal distension
6. Constipation
7. Insomnia
8. Weakness
9. Defect of sense organs
10.Giddiness

11.Lake of interest

HpE NN NN RN
HpE NN NN RN

II.Pitham Migu Gunam 1. Present 2. Absent

[]
[]

1. Yellowish discolouration
Of skin

2. Yellowish discolouration
Of the eye

3. Yellow coloured urine

4. Yellowishness of faeces

5. Increased appetite

6. Increased thirst

7. Burning sensation over
the body

L O OO O O
L O OO O O

8. Sleep disturbance

[\
()]



ITI. Kapham migu gunam 1. Present 2. Absent

1. Increased salivary secretion D
2. Reduced activeness D
3. Heaviness of the body D
4. Body colour — fair complexion D

5. Chillness of the body

(o)

. Reduced appetitie

~

. Eraippu

OOt

HpEEERE

8. Increased sleep

[11]. NOIUTRA KALAM
1. Kaarkaalam 2.Koothirkaalam D
(Augl5-Octl4) D (Octl15-Decl14)
3. Munpanikaalam 4.Pinpanikaalam D
(Dec15-Febl4) D (Feb15-Aprl4)
5. Ilavanirkaalam D 6.Muthuvenirkaalam D
(Aprl5-Junel4) (Junel5-Augl4)
[12]. NOI UTRA NILAM

1. Kurunji D 2. Mullai D 3. Marutham D
(Hilly terrain) (Forest range) (Plains)

4. Neithal D 5. Paalai D

(Coastal belt) (Desert)
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GOVT SIDDHA MEDICAL COLLEGE,

PALAYAMKOTTALI

DEPARTMENT OF NOI NAADAL

A STUDY ON DIAGNOSTIC METHODOLOGY IN VAADHA

PANDU NOI THROUGH SIDDHA PARAMETERS

FORM-III
LABORATORY INVESTIGATIONS
1. O.P No: Lab.No Serial No
2. Name:
3. Date ofbireh: L1 | L1 L1 1 []
D D MM Y E AR
4. Age: years

5. Date of assesssment:

Urine Examination
6. Sugar

7. Albumin

8. Deposits

9. Bile salts

10. Bile pigments

Blood
9. TC Cells/cu mm
10. DC
P % L % E %
B %

11.Hb gms%

27
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12.ESR Method

Westergren
ESR At 30 minutes mm at 60 minutes
13. Blood Sugar-(F) mgs%
(PP) mgs%
14. Blood Urea
15. Serum creatinine
16, Serum Cholesterol mgs%

17. Complete Haemogram
Automated — Flowcytometry, SLS Hb& Abs Cytometry
RBC Count
Haemoglobin
Haematocrit (PCV)
MCV
MCH
MCHC
Total WBC Count
Differential Count
Neutrophilis
Lymphocytes
Eosinophils
Monocytes
Basophils
Platelets Count

18. Peripheral Smear
19. Serum Ferritin
20. Total Iron binding capacity

21. ECG
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22. Motion Test
Oval
Cyst
Occult blood.

Date: Signature of the Doctor
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GOVT SIDDHA HOSPITAL -PALAYAMKOTTAI
DEPARTMENT OF NOI NAADAL
A STUDY ON DIAGNOSTIC METHODOLOGY IN VADHA
PANDU THROUGH SIDDHA PARAMETERS

Register N0:32103004 (2010-2013),
FORM IV A
INFORMED WRITTEN CONSENT FORM

exercising my free power of choice,
hereby give my consent to be included as a subject in the diagnostic trial
entitled A study on *“ Suvedha kuttam”. I will be required to undergo
all routine examinations. I may be asked to give urine and blood samples
during the study.

I have been informed about the study to my satisfaction by
the attending investigator and the purpose of this trial and the nature of
study and the laboratory investigations. I also give my consent to publish
my urine sample photographs in scientific conferences and reputed
scientific journals for the betterment of clinical research.

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

Signature /thumb impression of the patient:
Date
Name of the patient :
Signature of the investigator

Date
Head of the Department :

Date :
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GOVT SIDDHA MEDICAL COLLEGE &HOSPITAL
DEPARTMENT OF NOI NAADAL

A STUDY ON DIAGNOSTIC METHODOLOGY IN VATHA
PANDU NOI THROUGH SIDDHA PARAMETERS

FORM - 1V-E
PATIENT INFORMATION SHEET

PURPOSE OF RESEARCH AND BENEFITS:

The diagnostic research study in which your participation is
proposed to assess the diagnostic methods in Siddha methodology in
“Suvedha kuttam” patients. It is expected that you would benefit from
this study. Knowledge gained from this study would be of benefit to

patients suffering from such conditions for the diagnosis and prognosis.

STUDY PROCEDURE:

You will be interviewed and examined as OP and IP patients at the
study centre. At the first visit the physician will conduct a brief physical
examination and assess the condition followed by Ennvagai thervu and
routine blood and urine analysis. After matching the inclusion criteria you
will be included in this study and you will be examined on the basis of

Ennvagai thervu.

POSSIBLE RISK:

During this study there may be a minimum pain to you while

drawing blood sample.
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CONFIDENTIALLITY:

Your medical records will be treated with confidentiality and will
be revealed only to other doctors / scientists. The results of this study
may be published in a scientific journal, but you will not be identified by

your name.

YOUR PARTICIPATION AND YOUR RIGHTS:

Your participation in this study is voluntary and you may be
withdrawn from

This study anytime without having to give reasons for the same. You

will be informed about the findings that occur during the study. If you do

agree to take part in this study, your health record will need to made

available to the investigators. If you don’t wish to participate at any
stage, the level of care you receive will in no way to be affected.

The Ethics committee cleared the study for undertaking at

OPD and IPD, GSMC, PALAY. Should any question arise with regards

to this study you contact following person.

P.G scholar :  Dr. Kanimozhi, II Year,
Department of PG Noi Naadal
Govt Siddha medical college,
Palay - 627 002.
Mobile no : 8489617299
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HITECH DIAGNOSTIC CENTRE

Multi Speciality Reference Laboratory

T

CT Sca

Lab

h Centre

Central Lab ! e |-
1, Millers Road, Kilpauk, Chennai-10. 13, Dr. Mair Road, T.Nagar, Chennai-17 Ao IS0 90012008
- Tel : 4291 9999 Tel : 4293 8200 Certified
HITECH Web : www.hitechlabsindia.com N —
[M'ﬂ.APﬂRE SALIGRAMAN PNM NAGAR I'rmnamu WASHERMENPET | AMBATTUR | PERAVALLUR [wu_lwmm TRIPLICANE | ADYAR  |MADIPAKKAM
4207 4934 | 45542183 | 42612741 | 43159190 | 4204 9452 | 42086905 | 42749603 43554801 | 43518505 | 4S5B7073 | 2247 5074
Patient : P0020766 Mrs.PARVATHY (65/F) STD Date - 18/11/2012
SID .No 1 007621 Rpt Time : 10:24:21
Branch : Palayamkottai
Address : Rpt Date :22/11/2012
Rpt Time : 18:18:28
Page # 1
Final Report
Referrer : Dr.S.K.SASI MD. (S)
Test Result Reference Value
TEST REPORT
BLOOD — HAEMATOLOGY
SMEAR STUDY : RBCs : Microcytic hypochromic RBCs. No Nucleated

Method : Microscopy

CLINICAL PATHOLOGY:
STOOL - MOTION ANALYSIS

RBCs seen. No Sickle Cells. No Target cells seen No
inclusion bodies seen.

WBCs : Count normal. Distribution and Morphology
normal. No immature cells seen.

PLATELETS: Appears adequate. Morphology and
distribution normal

PAARASITES: No blood Parasites seen.

Method : Conc.Method (Saturated saline flotation) & Iodine

Color Brown
Consistency Semisolid
Muscus Present
Blood Absent
Microscopy
Ova Nil
Cysts Nil
Trophozites Nil
RBCs Nil
Leukocytes 0-2
OCCULT BLOOD Negative
Method : STANDARD GUAIAC METHOD
HAEMOGRAM

BLOOD - HAEMATOLOGY

S

Mrs. Maliti Parsuraman M.Sc.,
Chief Biochemist

Dir. Radhi Lawrence AB (Path)

Chief Pathologist l

Dr. B. Rani MBES, DCF, DNB

Hemato Pathologist ]

Dr. Sp. Ganesan MBES, DUP
Medical Director

PLEASE SEE REVERSE FOR MORE INFORMATION
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HITECH DIAGNOSTIC CENTRE

T

Multi Speciality Reference Laboratory

CT Scan, Lab h Centre

Central Lab rgvaa |=se—
1, Millers Road, Kilpauk, Chennai-10. 13, Dr. Mair Road, T'Nagarﬂ Chennai-17 |35 .,}‘(:rﬁ g.mld:mg
= Tel : 4291 9999 Tel - 4293 820 ertified
HITECH Web : www.hitechlabsindia.com N —
[M'{LAPE‘IRE SALIGRAMAN PNM NAGERITAHBARAM WASHERMENPET | AMBATTUR | PERAVALLUR [Wu_lw.mm TRIPLICAME | ADYAR | MADIPAKKAM
4207 4934 | 45542183 | 42612741 | 43159150 | 4204 9452 | 42086905 | 42739603 43554801 | 43518505 | 4S5B7073 | 2247 5074
Patient : P0020768 Mrs.MARGARET (38/F) STD Date :03/10/2012
SID .No : 006190 Rpt Time :10:24:21
Branch : Palayamkottai
Address : Rpt Date :07/10/2012
Rpt Time : 18:18:28
Page # 1
Final Report
Referrer : Dr.S.K.SASI MD. (S)
Test Result Reference Value

BLOOD - HAEMATOLOGY
SMEAR STUDY
Method : Microscopy

CLINICAL PATHOLOGY:
STOOL - MOTION ANALYSIS

TEST REPORT

: RBCs : Microcytic hypochromic RBCs. No Nucleated
RBCs seen. No Sickle Cells. No Target cells seen No
inclusion bodies seen.

WBCs : Count normal. Distribution and Morphology
normal. No immature cells seen.

PLATELETS: Appears adequate. Morphology and
distribution normal

PAARASITES: No blood Parasites seen.

Method : Conc.Method (Saturated saline flotation) & Iodine

Color Brown
Consistency Semisolid
Muscus Present
Blood Absent
Microscopy
Ova Nil
Cysts Nil
Trophozites Nil
RBCs Nil
Leukocytes 0-2
OCCULT BLOOD Negative
Method : STANDARD GUAIAC METHOD
HAEMOGRAM

BLOOD - HAEMATOLOGY

S

Chief Biochemist

Chief Pathologist

Medical Director

{Mrs. Malini Parsuraman m.s:.-.,[ Dr. Radhi Lawrence AB (Path) l Dr. B Rani MBES, DCF, DNB ] Dr. 5p. Ganesan MEBS, DCP ]

Hemato Pathologist

PLEASE SEE REVERSE FOR MORE INFORMATION
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~ HITECH DIAGNOSTIC CENTRE G
Multi Speciality Reference Laboratory @
Central Lab CT Scan, Lab h Centre || , a4 |5
1, Millers Road, Kilpauk, Chennai-10. 13, Dr. Mair Road, T'Nagarﬂ Chennai-17 |75 .,}‘(:rﬁ g.mld:mg
W Tel : 4291 9999 Tel - 4293 820 ertified
HITECH Web : www.hitechlabsindia.com S
[M'ﬂ.APE‘IRE SALIGRAMAM Tmrm NAGERITAHBAMM WASHERMENPET | AMBATTUR | PERAVALLUR [wu_wmum TRIPLICANE | ADYAR  |MADIPAKKAM
4207 4934 | 45542183 | 42612741 | 43159180 | 4204 9452 | 42086905 | 42749603 43554801 | 43518505 | 4S5B7073 | 2247 5074
Patient : P0020769 Mrs.RAMA LAKSHMI (38/F) STD Date : 13/09/2012
SID .No 1 005651 Rpt Time : 10:24:21
Branch : Palayamkottai
Address : Rpt Date 1 16/09/2012
Rpt Time : 18:18:28
Page # 1
Final Report
Referrer : Dr.S.K.SASI MD. (S)
Test Result Reference Value
TEST REPORT
BLOOD — HAEMATOLOGY
SMEAR STUDY : RBCs : Microcytic hypochromic RBCs. No Nucleated

Method : Microscopy

CLINICAL PATHOLOGY:
STOOL - MOTION ANALYSIS

RBCs seen. No Sickle Cells. No Target cells seen No
inclusion bodies seen.

WBCs : Count normal. Distribution and Morphology
normal. No immature cells seen.

PLATELETS: Appears adequate. Morphology and
distribution normal

PAARASITES: No blood Parasites seen.

Method : Conc.Method (Saturated saline flotation) & Iodine

Color Brown
Consistency Semisolid
Muscus Present
Blood Absent
Microscopy
Ova Nil
Cysts Present
Trophozites Nil
RBCs Nil
Leukocytes 0-2
OCCULT BLOOD Positive
Method : STANDARD GUAIAC METHOD
HAEMOGRAM

BLOOD - HAEMATOLOGY

S

Mrs. Maliti Parsuraman M.Sc.,
Chief Biochemist

| |

Dir. Radhi Lawrence AB (Path)

Chief Pathologist

|

Dr. B. Rani MBES, DCF, DNB

Hemato Pathologist ]

Dr. Sp. Ganesan MBES, DUP
Medical Director

PLEASE SEE REVERSE FOR MORE INFORMATION
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~  HITECH DIAGNOSTIC CENTRE =
Multi Speciality Reference Laboratory @
Central Lab CT Scan, Lab ith Centre || . ., e
1, Millers Road, Kilpauk, Chennai-10. 13, Dr. Mair Road, T'Nagarﬂ Chennai-17 |75 .,}‘(:rﬁ g.mld:mg
W Tel : 4291 9999 Tel - 4293 820 ertified
HITECH Web : www.hitechlabsindia.com S
[u-n.apuns SALIGRAMAM Tmru NAGERITAHBARAM WASHERMENPET | AMBATTUR | PERAVALLUR [wu_wmu.m TRIPLICANE | ADYAR  |MADIPAKKAM
4207 4934 | 45542183 | 42612741 | 43159180 | 4204 9452 | 42086905 | 42749603 43554801 | 43518505 | 4SSB7073 | 2247 5074
Patient : P0020770 Mrs.VEERA LAKSHMI (38/F) STD Date :02/10/2012
SID .No : 006109 Rpt Time : 10:24:21
Branch : Palayamkottai
Address : Rpt Date : 08/10/2012
Rpt Time : 18:18:28
Page # 1
Final Report
Referrer : Dr.S.K.SASI MD. (S)
Test Result Reference Value
TEST REPORT
BLOOD — HAEMATOLOGY
SMEAR STUDY : RBCs : Microcytic hypochromic RBCs. No Nucleated

Method : Microscopy

CLINICAL PATHOLOGY:
STOOL - MOTION ANALYSIS

RBCs seen. No Sickle Cells. No Target cells seen No
inclusion bodies seen.

WBCs : Count normal. Distribution and Morphology
normal. No immature cells seen.

PLATELETS: Appears adequate. Morphology and
distribution normal

PAARASITES: No blood Parasites seen.

Method : Conc.Method (Saturated saline flotation) & Iodine

Color
Consistency
Muscus
Blood

Microscopy
Ova

Cysts
Trophozites
RBCs
Leukocytes

OCCULT BLOOD

Method

HAEMOGRAM
BLOOD - HAEMATOLOGY

Brown
Semisolid
Present
Absent

Nil
Present
Nil
Nil
0-2

Positive

STANDARD GUAIAC METHOD

Sanc s

Mrs. Maliti Parsuraman M.Sc.,
Chief Biochemist

Dir. Radhi Lawrence AB (Path)

Chief Pathologist l

Dr. B.

Rani MBES, DCF, DNB
Hemato Pathologist

Dr. Sp. Ganesan MBES, DUP

Medical Dvrector ]

PLEASE SEE REVERSE FOR MORE INFORMATION
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HITECH DIAGNOSTIC CENTRE =
Multi Speciality Reference Laboratory é. @
Central Lab CT Scan, Lab h Centre || , o, |55
1, Millers Road, Kilpauk, Chennai-10. 13, Dr. Mair Road, T.Nagar, Chennai-17 |35 150 o001:2008
e Tel : 4291 9999 Tel : 4293 8200 ul'-‘erﬁ_ﬂnr:i_
HITECH Web : www.hitechlabsindia.com A S P
[HYI.APDRE SALIGRAMAM an nmnﬂ'rmmmu WASHERMENPET | AMBATTUR | PERAVALLUR | VILLIVAKKAM | TRIPLICANE | ADYAR  |MADIPAKKAM
4207 4934 4554 2183 4261 2741 43159150 | 4204 9452 | 4208 6905 4278 9603 4355 4801 4351 8505 4558 7973 2247 5071
Patient : P0012476 Mrs.VEERA LAKSHMI (29/F) STD Date :01/10/2012
SID .No : 006079 Rpt Time :10:40:43
Branch : Palayamkottai
Referrer : GOVERNMENT SIDDHA HOSPITAL.
Address : Rpt Date :02/10/2012
PALAYAMKOTTAI Rpt Time 1 12:27:16
TIRUNELVELI Page # i1
Final Report
Source : Dr. KANIMOZHI Final Report
Test Result Reference Value
TEST REPORT
Sample collected and sent
HAEMOGRAM
BLOOD - HAEMATOLOGY
CBC
Method : Automated — Flowcytometry, SLS Hb & Abs cytometry
RBC Count 4.29 Millions /cmm MALE : 4.6-6.0
FEMALE: 42-54
Haemoglobin 6.7 gm/dl Male : 13.5-17.0
Female : 12.0-15.5
Haematocrit (PCV) 24.8 % Male : 40-52%
Female : 38-45%
MCV 57.8 76 —96 fl
MCH 15.6 27-31 pg
MCHC 27.0 32-36%
Total WBC Count 6200 Cells/ cmm 4000 — 11000
Differential Count
Neutrophilis 43 % 40 — 65 %
Lymphocytes 50 % 30-50 %
Eosinophils 4% 2-8 %
Monocytes 3% 2-4%
Basophils 0% 0-1%
Platelets Count 3.17 Lakhs/Cmm 1.5 -4.0
ESR
Method : Westergren
1 Hour 40 mm Male :5 - 15mm
Female : 5 - 20 mm
AN

Mrs. Maliti Parsuraman M.Sc.,

Chiel Biochemist Chief Pathologist

|

Dr. Radhi Lawrence AB (Path)

Dr. R Rani MBRES, DCF, DNB
Hemato Pathologist

|

Medical Director

I

Dr. Sp. Ganesan MBBES, DCP ]

PLEASE SEE REVERSE FOR MORE INFORMATION
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HITECH DIAGNOSTIC CENTRE

Multi Speciality Reference Laboratory

T

Central Lab
1, Millers Road, Kilpauk, Chennai-10.

CT Scan, Lab

13, Dr. Mair Road, T.Magar, Chennai-17

.

frraa |=se—
An IS0 9001:20:08
Certified

O

h Centre

|

e Tel : 4291 9999 Tel : 4293 8200 ified
HITECH Web : www.hitechlabsindia.com A s
MYLAPORE | SALIGRAMAM Pnua nmnn['rmmmu WASHERMENPET | AMBATTUR | PERAVALLUR | VILLIVAKKAM | TRIPLICANE | ADYAR  |MADIPAKKAM
4207 4934 4554 2183 4261 2741 43159150 | 4204 9452 | 4208 6905 4278 9603 4355 4801 4351 8505 4558 7973 2247 5071
Patient : P0012476 Mrs.RAMA LAKSHMI (38/F) STD Date : 12/09/2012
SID .No : 006079 Rpt Time 2 11:53:37
Branch : Palayamkottai
Referrer : GOVERNMENT SIDDHA HOSPITAL.
Address : Rpt Date :12/09/2012
PALAYAMKOTTAI Rpt Time :16:20:43
TIRUNELVELI Page # i1
Final Report
Referrer : Dr. KANIMOZHI Final Report
Test Result Reference Value
TEST REPORT
Sample collected and sent
HAEMOGRAM
BLOOD — HAEMATOLOGY
CBC
Method : Automated — Flowcytometry, SLS Hb & Abs cytometry
RBC Count 4.04 Millions /cmm MALE : 4.6-6.0
FEMALE: 42-54
Haemoglobin 7.4 gm/dl Male : 13.5-17.0
Female : 12.0-15.5
Haematocrit (PCV) 27.4% Male : 40-52%
Female : 38-45%
MCV 67.8 76 —96 fl
MCH 18.3 27-31 pg
MCHC 27.0 32-36%
Total WBC Count 6900 Cells/ cmm 4000 — 11000
Differential Count
Neutrophilis 52 % 40 - 65 %
Lymphocytes 42 % 30-50 %
Eosinophils 4% 2-8 %
Monocytes 2% 2-4%
Basophils 0% 0-1%
Platelets Count 4.33 Lakhs/Cmm 1.5 -4.0
ESR
Method : Westergren
1 Hour 60 mm Male :5 - 15mm
Female : 5 - 20 mm
AN
Mrs. Malini Parsuraman M5¢c, | Dr. Radhi Lawrence AB (Path) Dr. R Rani MBRES, DCF, DNB Dr. Sp. Ganesan MBBES, DCP
Chiefl Biochemist Chief Pathologist Hemato Pathologist Medical Director

PLEASE SEE REVERSE FOR MORE INFORMATION



_‘"x‘
 HITECH DIAGNOSTIC CENTRE &
Multi Speciality Reference Laboratory é. @
Central Lab CT Scan, Lab h Centre || , a4 |-
1, Millers Road, Kilpauk, Chennai-10. 13, Dr. Mair Road, T.Nagarlit Chennai-17 |35 If"t:rﬁ g%.ﬂl:mg
s Tel : 4291 9999 Tel : 4293 820 “ertified
HITECH Web : www.hitechlabsindia.com A s
[HYLAPDRE SALIGRAMAM Pnua nmnﬂ'rmmmu WASHERMENPET | AMBATTUR | PERAVALLUR | VILLIVAKKAM | TRIPLICANE | ADYAR  |MADIPAKKAM
4207 4934 4554 2183 4261 2741 43159150 | 4204 9452 | 4208 6905 4278 9603 4355 4801 4351 8505 4558 7973 2247 5071
Patient : P0012476 Mrs.MARGARET (38/F) STD Date :02/10/2012
SID .No : 006079 Rpt Time :12:20:38
Branch : Palayamkottai
Referrer : GOVERNMENT SIDDHA HOSPITAL.
Address : Rpt Date :02/10/2012
PALAYAMKOTTAI Rpt Time :16:47:23
TIRUNELVELI Page # i1
Final Report
Referrer : Dr. KANIMOZHI Final Report
Test Result Reference Value
TEST REPORT

Sample collected and sent

HAEMOGRAM

BLOOD - HAEMATOLOGY

CBC

ESR

Method : Automated — Flowcytometry, SLS Hb & Abs cytometry

Method :

RBC Count

Haemoglobin

Haematocrit (PCV)

MCV

MCH

MCHC

Total WBC Count
Differential Count
Neutrophilis
Lymphocytes
Eosinophils
Monocytes
Basophils

Platelets Count

Westergren

1 Hour

3.43 Millions /cmm

4.8 gmy/dl

20.1 %

58.6
14.0
23.9
4700 Cells/ cmm

55%
41 %
4%
2%
0%
3.82 Lakhs/Cmm

30 mm

MALE : 4.6-6.0
FEMALE: 42-54
Male
Female
Male : 40-52%
: 38-45%
76 —96 fl

27-31 pg

32-36%

4000 — 11000

Female

40 -65%
30-50 %
2-8 %
2-4%
0-1%
1.5 -4.0

Male 5 -

Female : 5 -

0 13.5-17.0
: 12.0-15.5

15 mm

20 mm

S

Mrs. Maliti Parsuraman M.Sc.,
Chief Biochemist

|

Dr. Radhi Lawrence AB (Path)

Dr. R Rani MBES, DCF, DNB

Chief Pathologist Hemato Pathologist

|

I

Medical Director

Dr. Sp. Ganesan MBBES, DCP ]

PLEASE SEE REVERSE FOR MORE INFORMATION
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HITECH DIAGNOSTIC CENTRE

Multi Speciality Reference Laboratory

Ty

.

Central Lab
1, Millers Road, Kilpauk, Chennai-10.

CT Scan, Lab

13, Dr. Mair Road, T.Magar, Chennai-17

O

Ith Centre ———

i ran
An IS0 9001:2008
Certified

s Tel : 4291 9999 Tel : 4293 8200 ified
HITECH Web : www.hitechlabsindia.com A s
[H‘(I.APDRE SALIGRAMAM Pnua Nmnﬂ'rmanmu WASHERMENPET | AMBATTUR | PERAVALLUR | VILLIVAKKAM | TRIPLICANE | ADYAR  |MADIPAKKAM
4207 4934 4554 2183 4261 2741 43159150 | 4204 9452 | 4208 6905 4278 9603 4355 4801 4351 8505 4558 7973 2247 5071
Patient : P0012476 Mrs.PARVATHY (65/F) STD Date : 17/10/2012
SID .No : 007556 Rpt Time :12:41:30
Branch : Palayambkottai
Referrer : GOVERNMENT SIDDHA HOSPITAL.
Address Rpt Date :19/10/2012
PALAYAMKOTTAI Rpt Time :17:50:20
TIRUNELVELI Page # i1
Final Report
Referrer : Dr. KANIMOZHI Final Report
Test Result Reference Value
TEST REPORT
Sample collected and sent
HAEMOGRAM
BLOOD — HAEMATOLOGY
CBC
Method : Automated — Flowcytometry, SLS Hb & Abs cytometry
RBC Count : 3.12 Millions /emm MALE : 4.6-6.0
FEMALE: 42-54
Haemoglobin 5.0 gm/dl Male : 13.5-17.0
Female : 12.0-15.5
Haematocrit (PCV) 18.0 % Male : 40-52%
Female : 38-45%
MCV 57.7 76 —-96 fl
MCH 16.0 27-31 pg
MCHC 27.8 32-36%
Total WBC Count 7900 Cells/ cmm 4000 — 11000
Differential Count
Neutrophilis 75 % 40 - 65 %
Lymphocytes 20 % 30-50 %
Eosinophils 3% 2-8 %
Monocytes 2% 2-4%
Basophils 0% 0-1%
Platelets Count 3.47 Lakhs/Cmm 1.5 -4.0
ESR
Method : FERROZINE 18.5 Microgm/dl Seum (Adult)
Male 1 59-158 Microgm/dl
Female : 37-145 Microgm/dl
New Born
Female : 32-112 Microgm/dl
Male 1 29-127 Microgm/dl
Children
Male 4-12 yrs : 28-115 Microgm/dl
Female  4-12 yrs : 28-104 Microgm/dl
%ﬁ/ﬂﬂ- AN
Mrs. Malini Dr. Radhi Lawrence AB (Pathy | Dr. R Rani MBES, DCF, DNB

Chief Biochemist

Parsuraman M.S-t.,]

Chief Pathologist l Hemato Pathologist

Medical Director

I Dr. Sp. Ganesan MBBES, DCP ]

PLEASE SEE REVERSE FOR MORE INFORMATION
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