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INTRODUCTION
“opitugl 2 L ed@mIul HHOHET EOTEHLID
woIiug 2 en@rprul mMbHOSHEF Freid
wBIIugG QeNCmrul eumyr &Hlmdbs

EILg &18a mbHSTeoTGW”

S HLOHSTLD

Siddha system of Medicine is one among the fasagatranches of
indigenous medicine which made its origin in thels®d Tamil Nadu.

Siddha system isa unique system of medicine faintaining health or
treatment for disease

Siddha system of medicine is not a discovery bgradual evolution
during successive periods of history. It owegprnsgress to great men. Who

have not only enriched the Science, but also so@et civilization as a
whole.

Generally, original of this system is associateith vsiddhars, (mean
super natural powers - THIRUMANDIRAM) who aimed fageless body to
achieve their highest spiritual goal.

Siddhars the founders of Siddha Medicine had perdeand announced
the use for herbs, minerals, motals and non-metsla remedy for variable
incurable aliments

Siddhar system of Medicine consist of the threesds namely,

Vali — Air + Aagayam
Azhal — Fire

lyam _, water+Earth



Three dhosas are the essential constituents divihg body which are

responsible for regulating all the body functions.

Siddha System of Medicine lays great emphasisanly ehanges caused
by disturbances of dhosas in the whole body asaltref excessive turnover

the development of disease in a fullfledged manner.

This concept of Thirumoolar is much the same wailwr WHO's
declaration that “ Health is a state of completgsptal, mental, social well

being and not merely an absence of disease”.

It is evident that infectious disease kill overMitlion people a year and
WHO warns of this global crisis, The struggle tantol infectious disease has

reached critical stage”.

Kuzhandhai Marauthuvam constitutes the study o dhild from

conception and the development of the fetus uptdhabod iliness.

Of the Paediatric infectious diseases, Manjal Klama one among them
which must be promptly treated and recurrenceggoted. So my dissertation
drug “KARISALANKANNI CHURNAM”, is expected not onlyto reduce
signs, symptoms and recurrence of Manjal Kamala &igo acts as an

hepatoprotective.

The great Principles of Siddha have to explaimedorms of modern
science in order, to give the recognition and &bsediscover the truths. So in
the present dissertation, an integrated attemphasle by considering both

Siddha aspects and corresponding Modern Medicalcésp
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AIM & OBJECTIVES
AlIM:

To evaluate the efficacy of the trial drijARISALANKANNI
CHURNAM” in the treatment ofMANJAL KAMALAI”  without any side
effects.

Truth among the people that this disease is mostisable in our

traditional Medicine of Siddha system.

If proper attention has not been given, it may eberio fatal .So proper

treatment and care is to be taken at the earliest.
OBJECTIVES:

To create awareness among the patients and theents about the
disease and its complications and educate themmjorove their poor

environmental and personal hygiene, poor sanitadydgetary habits.

» To know the extent of correlation of Etiopathogesesigns and
symptoms of MANJAL KAMALAI with JAUNDICE.
» To study the relationship of age, sex, race, enwr@nt, Socio-

economic status in the incidence of the disease

» To study the Biochemical and Pharmacological astiof the trial
drug along with analysis of Siddha investigatiochtaques. Such
as Envagai thervu, Neerkuri, Neikuri towards thfcaty of the

medicine.

11
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REVIEW OF LITERATURE
SIDDHA ASPECT:
oEhF6iT Cmul

Gouml G He6iT:

LOEHE6T STLOTEN6

GITLOTEM6V

&g Crmul

GITLGVIT

&mibleorr

958 Smmeme

-uy & sl S smoef]

BuwevLy:

o Liper BHmev, Foeuey, B (WHeWenaubeil LIHSHBID GuTed DIHToUG
OEhFNTS STeLILGBD.  @euelung (WHSWIDTUI GLHMHHBEHHGHS SHTEDID.

FMDOLIF6ULD LI6TT6m6IT BT

2 Lefled @rHsd By UHsBT oFsfhs  (WpHD, ST60  aimIGLD.
ehFem BGumed BHIBMIEGLD, Hew GelEHHHHBGHWD, W6V FHGHW,  HN6NLIL,
DIFSH  BHTEILD.

- 2 ulisnéGl F5& WIHSHSHIND:

- BBMSSG 6UBLD BTNV LIGbHLD: 142

CradhIled QIHHID OFBL B HmF OeuenhdHdH FIeL OB B  LISOITBT6

Crramisemen alenenaldsa@LD.
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- YBID JEHOITIONSG MEUSSHIL FTJ FIBIBITSLD

BIOLUBMET  DFfHEH UHH [HH INOFHMNH HHdHH 2 6wl Mol
uresi(y Gyre (WaHliFFuled L1dhsH euervGHIbHmen LFLULSTID 2 6wl Teudl.

-OIIBT6ow FbS Lol

Fppt, Hewr, BT, 2 160 WTeD IEhdFell HBWTS  SHHH6L
sieiugTen  CemMD  @rorsmev” eI USLD &I DeVemey.  GI6NLI
QuUITSTUIBLP. QISTUFH IHID  BFDFUNDITII ML — GBISBELID
616OILIGHTLD.

UsHpmel  QuIBendsH@  imres  CeuellsCaTmmomuis @ mauL 6t
BVHHHBGD CHTLTHe0T60 L155/E5m1" stenll QuWIFTUIB®I 6TeTeVTLD.

9 L0 AWBSUPD DEHEF6T HIBTHS CHTaAmIaISHTe  1Ehsen GmTul”
eTeurll  QuUigmuiBmI 6T60T6LITLD.

- walapel
CrBmLr eugpd cuY:

STUleT S  HTEVHH6L  FTIDLISD, 06w (WPHeVlWeuBedBF  FTLLI BRI
Q&L L UphHsmISHeNanTsd GWbmeule 2 L Ibled RrsHsHid Csl B, Fjemr FoHd)
GOBHEH, HHD AHSMHH. DAHTEL 2 L IDL (PIPUSBID LOEhF6T HIBLOTHES
STEILD .

- FmbUSieuD Lileriensey SIBTTDH

STUILID  umed  DmBHID 1 WPpHO 3 MWUBHISGNT  RHBGID
GLHMHBEHHEG LEhFeiT  GBHTUI  QIHISHBHTE  HIJ6WID 616060 0R6IMT6L,
SHTLTEOOUST  DIPD  GHMMHNH  AIHBUUBGHSHID 2 6wie) WBBID  OFulsd

Coumpmieniowimed HTulLOBHSH GHWHMHHEG CF60LsVID SHTUILILTED GHBBLOHL HF)
GWHMHHG ChHTenuld HHelld o ement.
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-6 eI NoviemenTiLieor
OLBDS BSSIID

3 WpH0 12 UWGHISGHT RHIGID GHWHMHBEHEHE SHFHTHTTOBB  Hi
BB 2 _eweuTeuId,  elewiOleworul,  Opul,  OQsmeply  Gureil 2 ewia)Ll
QUL SBemeT  WOGHSHeNe] 2 6WILSHTEVID, LIHH  HUUTD  &H6D, HLIgH6I
o _([HOUTEUSHTID, GHHBenWd CHl LenlwF OQFUILID O[HHEH — 6UDBHBHENTEVID

GHBHUWIeT eusiienld GBI (B LIHHHT  SHedleenalsd WGhHEH GHMHBHUIL6T H6vbHEI
ehFeim GrpTulle @&nl@emmisbeT BHTermIlD.

- oz nemiiilerionenilesr HpboNS LOIESHSBICULD
> SHGHBBHMBUID MUISMBUD GCLIHHHEFmIQUI ITITHEF OFUIGOBHETTEVILD,

> Senes@ Wehdw 2 _smienalld 2 I QETeiTEnHalSHTevid

> B\bBTTeIhIB6T HFTRI(PeHILTUI, CHLMLbH & MUIG GHBBhISHIe6eNaITS

QUTUWSHBEOHD, GHHBHWD OB eUeLLILITL 10606M60VH HTHB  HTLIH(LPETTL TGLD

> Uss By Qubensd aufuied 0Fe0606ITL LTI HBHHH, EHBUL 6

HVHHF CFUIFH6E0

> o Leplliysentdlul Fend, CHTev, &0, [HbHDBW, BlThE, O 6ulemiTdd,

WoelweaBsled  GGHCWTG Usaipt Csfips  SHhGuSTL  @HEHTU
LIB&GSLD.

» . &HEWILD6VLD, STHILD6VLD, PG GLD6VLD, SLIEIQLY Fal_ LD@h 61T

BIBSHMBLULIGHL LD,
> 2 Leb AUBSHUPD 1DEHF6IT BBHMSH DieML_U|D
> elewiQemnul, Gpul, QBTIQLL ReuBeds WGESHUITS 2 IemIaIHTeVILD,
>  HIUIenWBs BeNJLl LhHE&eUSHTeVID

> SMUMIDWIBB 2_6Nienel 2 _aiiamlelHTeVID
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> 0B QUMBBMET  DHHHIHD PBUI  BIJERIRIGNTEY  GHTUIE HLOE6IT

NHBlenUmUS SHTdhd STUIHWemLUIF CFuimH allBLD.

> QupmasulBBuw  Gmrul  eaATUyF  FHd  @evienn,  BbECHTenW
®  GWIL_T&HELD &) (HLOEB6IT EYR: A SHITTJ 6301 HHT6V LS IemLISH
STUIHLOML BB

»  Ussliuemuisd &L 1g, &6V @eumnslev SITJ60TLOTSH L& SHHT6NLD
S LIHaUSTID, RHCHTUI eUHBBSI.

> GonHowd CasLemLws QFuIud W@ HbH eIMBBENTEID,

A\

UFLbUHTUWITES eUBID RTHH CHTUISETTeID

> &l &ISHSHTEID

CuoBanflul  srgemitisenTed  LNHHHT Hot  Suibensd  euihluilsd
GF6veuMIDEL  GHHBHUIL HeVbEH GHHBHUlmends CaLenLwF OFUIISHTED
@HEHTLI BB BSI.

W@ (el

Physiological Jaundice: \ppbs GYHMS 2 L60 WEhF6T QEBTERILT6L:

UBHGID GLbhenHHeiled &Homi apsiBlOsorm UTESHHBE LImba Qe
PGl UMY HBHIHEG6M6NTH 2 L IDOILIGV6OTID DEhFei LdFlengdl Gumeims
[BIB(LPEIITL 6 Sl (B,

GOUTF  GHOME)], &HH PBTWIO6060TH SHewIL  DewmH6Ted|HULIG],
GoMibd  STBBIUGUSH,  STVSPTSHHISGG  WPhHU  UBlugkd  (WPp&Hevlul
HMTIBIGETNNTED  @QH 2 6WILTGILD. QDML @  6UTID USHSHI
BTEHHGH6NTeNTS  HTeommul  orTmleNHLD. Seeurml 10 BT &EhHE& Geors
GUHmBHUIT 2 L60 ehaFalhd DHHHTEL DiH  CHTUIBemevenwdH ST (HLD
ehgeim Gmmul etenidy OHfba OBmeiTenaid.

- DBEBWENT WUSHDILI FBBHTLo6N  6TEILD

SYBLIS FIBSTewl] LGS -3
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Like everything in human body, breast milk can also be
afflicated by the imbalance of the three constituents of the body, vatha,
pitha kapha. This imbalance can affect the quality of mother’s milk and

bring about problem in infants.

-Siddha System of Paediatrics

U6Vt gty dHale0 6T(LpLD SHITLOTEN6V CrTwiTen g (Lp6ITOI2Q60TLD
Corradhamaad, 2 Lejed OBETHHOHWD IHHHHe  @GLIgameld, STl
HhenHwiflenr werd Cpmer BLHSTeVID 2 L 6de0 Geuli] DHBMHH 6T1IOUSHTEILD
HTIDTENEV  GHLPHNHENUI  SITIBBSI.

wHmev Gl 6lBTes U 1

“ ioehFerr GBIl [BIBHTENLD:

I LOTf_[[HSH DIeNWGVEVT FT1OBTHNSH

GBI DIeDT S  [BITCUTULI [Blow6eVLIL.  CBTT6me LTS
CoHmilus CBmuiserr GwevevTLD FBlFensFemus GFuILl Colsmily

a7 2_LICHASS GLobewd Cousd (LpibHeir BHTLIGL.

ST AeeiD ClFTeOCouei CH©61s BHIBDII 106HFONT CBTiLieor
Cpitiierspid omfolmeimd Cblil HILOTeN6V GUITTIBID
SIBLITeDILD 1DEHF6IT 6Teoleild QI cApsiigy GCJresid
Coritileotemid FL (BBHBMUI DB BT (LPIHDB6T BTLIGLL”
PHSY & EWIEIBEN:

7 Lp & Csy 2_6ITENIBIBT QUIGTTENEI 6DBBHENT

LIGIT (WpBBIB60T DI DLIDS Clu@BLIL) BITeis!

BI5BC0 BHTVNBDE GCoNTUIF 6VIEH/BI
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BTLOT6N [B(HBBIGUI  6m6NTLIL 6071 TS 6h
FpB G 106VBSTEDID 6UBeoi(h DL (hlb

SBITUILPS 1DEHFOIIL  [BIBLD HTEHLD
OB B IBBLOTUIS HMENLILI6WT L [TEHLD

IBBEBTSH LOBSHBEHDEV BETLIL60T L TG

- wal el
** EhFeiT GHTUIEL 2_6ITeNHIGTED, Wb, (IPHLD, H6e%l, 2_LIDL GSeneldHsiT
6 (ETHEH FH6D
o BB CFTialmL H6D, 2 _L60 ©hh[HEHDH6,
& B GBUULH Suibs Geuefluimgsd
CuBamplw  GPGmISmeNS ST 2 L60 (PIPUBHID WEhdF6T HBHMD

SIEML_U|LD.

& olbdD, HMONMIL, STHIDHHD (PHEIUIDAUBEDHD 2 _6WILThd Fn{BLD
6160 ULSI(Lp6dl  FnBIBIMTIT.
LOEHFL. HTOTENEVD  (&HE6MILD:
" Beoigml_ 60T FJUBT [BTSHS
BeTbEHB6) 1DEhFL.  GLITEVITLD
6T60T6T0TLI  FTIBIG6NT  6UTHSD]
CUIGSDIB 1DUWISS (LPSH6ED
CUGOOTEOOTLON LT (UPH&D] 60 IHLD
UIQSHBIBLD  euimmy GCemmuntid
[B60IEDILOEH FL BT LOTEM6V
IBITIQUI & 60TBIGB6NT  SHITE60T
GEMTIQUIS B (BHSBTEV
GOBLISHLILITL] (LPSB/BIBTEY 6MBIEHLD
oflwiIgL. JEHID B
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CleuSIIL)BL06D  MlevTaeD B ITemmILD
LiswripuileaT 106V(LPEh FIHBILI

LIGHOGHFL. Fpb JIGILD.
BEWTIQUITUIS H6oT0le)  (61hbE

wepFL  wresv wir@w’

LIT6VUTBL_LD, LIS 6160l 578

QurmeiT:

» ehFL HMomeney CuTuled ®ewr, FWIBT, BT ERemeud6iT LDEHIF 6IT
BIBID GLUIID.

GJID STUJD, 6UTH HTEWID

LOWISBSH(LPEIIL TGLD, 2 L 60 DEMGHILD

Ap&HH60 HILITUD, euulml GrTELd

YV V V VY

GEWIg I FTID MBSV (PHID, HT60 Sewel aimIGLD, OFHbIT
GUBMILD.

Gev alleumalled GeUGIDLID, LDeVID Fldb@LD

vV VY

FpIpT 10EhF6T BBLOTGLD.
» &owi Fpl DEhFeiT HeVHHI Geuamienimd GLMILD.

SITOTEN6Y OILITSHISG6WID :

&eteoreV  GlomiPluicorenrGLo  1eirsoraJeml_ GlLicoTeorGLo  GUiTeoTev 60T

FUO6IBTIPSHSHIH6TELD
CIBITIQHTE BIOTNEY CTHIOG] InmCeuerr HolladCeont(® eeollens G erp
GlLITETENLI DBLD BHT6D DYBLD WBBNTNHID (WPHCIOTEH TS BH6oT
Lemey@us CHBUpPLD QeBTLI CledEHS G0 DBBTVUITBSI CLITGLD

ouesTpmsl CH®BID BBHBDBLD BEDSHOW UNeweTCUITE 106VID UMEIBLD
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BB10THC00 2 1 60 NBIGLD BeDTULMID BTSHI GISHT6o 1OBBHIOTEHLD
Beiismiionf] 2 _HFIle0 bih BHeWOTULI 6UIHLD HeweVHB6oD GYbehOF L)
B&ions eutuiBev mBupny eugujBlo CIBEhFOIFNG CHLILILPETL TLD.

GLOLIpef] LITeVSUTSL LD LIS& eTewir 190, LITL 60 6T600r 756

£ 2 GT6NMBIGI6ED, 2 6i6NhNd, (LPHID, HTHE: HMIEID DEhFeNHa
O 6IT6NG).
£ NB,BM60 SWTHHID, CHBH(IPD CelEHEHBGLD.
£ Copd BEBHBIPD, SMENLILID, OV 6UB6NIH SHL_(BLD.
£ 2 60 afbi@D, &TH WHDHOTGHD, HMeVHBIPLD ObehGFfliywD,
QUTUI BHMEL UHUI GHNGHEMIBIGBET 2 60T TGLD.
GLOLIPEI] LITEOSUTSL LD LIS

etemor 190, LT 6V 6716001 756

STLOTEN6VUTET (@ 6uTLD:
[BBLOBID 106VID [BIT [BIGEHID [BUISTLPLD LDGHTF6T0ThS/
P&BIOS| LIBBIBTED 6DBBH6NT (WPBHDBI6IBLD FBBLOTG LD
DYBIOG] LI LI BEID DIFDHIND  UTHDHILI600TL_TLD
GHBIOS HITSISG0 CFTed 1155 SHmorme GluaiCy”

STOTEN6VUTET (@ 6mTLD:
< smomemev  GBmuied B,  wWwevld,  FAWBT  BIHG

LDEh T 61115 H6L.
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* (PB(PID  1DEhF6ITGHH60.
* UBRIBT6D, NHH6NT eIbHID HTEmIH6eV.

O ULLULSSHO , IFF, allbd) 26w THev.

55,9455, GBI DeDIIYLOIBHSIBEIBLO.

PageNo: 39.

eh&6T GCrTey

BILUNTEN HTOBIUNCV G (B6v0TL_ T

BIBOUTEN LIBHBIOBIO Mergtd Hieor Gbmei(B
Crumimenr BrLoL] el FgGioed Glbrenih

CBIns HVFSHSHIHSHTCNT HiTe)
CHTLIITS CIBTHIGHHBI D66V LISHHLD 101

GG GLITEIB] BT 10EhFerT CLITC6V
YLIITS BT GHenmbsI Closd

DIBLD WE BV [BHLD F6ool(h H6vlson) LIGVGVILD.

LISOGVLILIT Fmy i 1oehF6rT GLTCsv

LIBIT IOTFLD 660llY 646D LOEhF6IT CIBTeUTLD
GIeUEOVLILIT  (LPLILIGIGSEH 6T DTN L T6D

Coudlenn BIOTeNeVUIBIY GCLITEHLD BH6voTL_TL]
JBEVGVLILIT FfT6loeDsvmTD 6lennfdb  &Teoid

/BV6IDGTE6Y  DYBILISISE6TT BT L T6D
DI IC60T  GIFIBIBTLONT UNTEHLD & 60oTL_ T

DBBIQHTET LIKHICUTEN6Y  FMLOUJ6I0TL_TEHLD
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2 60l Lo CeueulpsO FHeUTFLD (LpL (BLD

@05 GBJLD UITIDSY  LDUIGDB(LPSTITL TLD
BT TEUIT H6voT LOF6YLD LATIOLD  (LP6IoTL /TLD

60FB BITVID 2 _BIIGIIEOSVTLD 61T F6MFULJG00TLTLD
Xleooit_TCULIT FBBHUPBIY 106VYID FIHB]

Coudlsnym FCVBLIMOHE) CBTLILP6TOTL_ T
Blevort_T(BLD FeureoflLis CFibDHCLITS

CIFemn S DHIC6v  LoFemOlos Ty GCIHTSHSHSHIF CFTEOCV.

CIFTeOVIBIEBT DEhFOT CIBITeY 6(h LOTFSHPI6V
CHTero1lleV6m6ev FISHBHILID HTOTTEHLD B6voTL_ T
JBEVSVIBIC360T  BITLOTEWEV  [JGOOTL LD  LOTFLD
[BTLIECer 100BBAI CFUILTeY el LICLITG 1D
DYVVIBIE360T  CIFBIBTLOTI  APGIIBITLD  LDTHLD
D6VOIQBIBIBENT GCIFUIBTEVID DIFTSHBIUINOTEHLD
CleeOVIBIEB60T HBHEHL 60T HIPIDL] [BFNLILD
Coudlsoy HIFTemev 61607Cl6oT L] EHhIg/blT BB ©1p.

CHB6r b BLOGVTD] HOGTUID BTEDILD

GIBIQUITET [JIT6TVGOITS] H6NeylD 6m6U LI
Lr@err b 0EhF6NT GBIUI LIBBLOTSLD

CUBTIIHBIGONT  BTLOTENEVUIS| LI5S UTHLID
&Cerr b FBevmiLienid Hieor GCFBIBTLONH

DI BTty Apeu SUIBLO PEBILI Fnlp
Yo B w1 LI5S UTHLD BT

DUTUTHENT [BI6N6V HeUafle0 LOF6mTLD  SHiTE6or.

LOEHFONT SBTLOTeMEY GBTULID LOIESHSBIUAPL 2001

QUTHIBGHN G 6EIHIH6IT:

OBHTL&HD Hlenev:
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sonienien  Geueitemsen  allfluyd, iHed et (P&, HPHH, 2 L6
wWpHdlwenad  ehFelld@ld, BTG  HDL  HeVTHe0,HTHBLO6NMID YUl
GBGID BHBELD.

BEw Blemsv:

Cmmul Wp&HT Wy, BT, eutulem Geoursd, 2 FHbH, FWIHT, SeneuHETHLD
Lglig@ui 1oEhaell HIBHMSH DML BTG e,  DiHen Lledr, CsHmed

eEhFelm HMBHCHTH LFmF BHBID CUBBEH CUTEVH SHTEWILD.
&all Blemev:

Cpmui  gHelworulled  pdH@, Usvedml, eutul  ReuBBlellmbH  GHHS
6)(HEUGEHI6001 (.

fppt  Wesad  wwehFellHm 0 GHMmFH  HLHSTBOLTEVHS  HTEmILD.
alwienalu|ld ehFelld@lb. 61(h (10evd) GeuERLICUTH, GLEGWLHH RHu|LD.
Feotdb@ 2 LOIDDHT, Hewrenii, L0 (PHeVUIsnaISHEHLD LDEh 611 &S (HLISHI6w0(H.
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MODERN ASPECTS

LDEHF6IT SHITLOTENED

MODERN ASPECT

Liver
Anatomy
Synonym
Hepar (the term hepatic)
Definition
Liver is the largest gland in the body.
Situated in the right upper quadrant of the abdaizavity

Most of it is covered by the ribs and costal tagis except in the upper

part of the epigastrium.
Location

It occupies in the right hypochondrium, greatat pathe epigastrium

and extends in to the left hypochondrium upto #ielateral line.
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Shape

It is wedge shaped. It resembles a four sided pgréaird on the one side

with its apex directed towards the left.

Colour
» Reddish brown
» Soft and very friable
Weight
In foetus - 1/25 of body weight
In adult - 1/40 of body weight
1400 - 1800 grams in males
1200 - 1400grams in females

A range of 1000- 2500 gram.

External Features
Mainly it has two surfaces.

1. Diaphramatic (in contact with the diaphragm)

2. Visceral (in contact with several abdominal visgera

Diapharamatic surface

It is bodly convex, molded to the under surfacéhefdiaphragm. It is

subdivide into.
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Anterior
Posterior
Superior
Inferior
Right

a k 0N PR

The inferior surface is well defined because desnarcated by the

sharp inferior border.

Visceral surface

It is flat and slopes downwards forwards and ertght from the

posterior surface.

There is no clear dividing line.

One Prominent border

The inferior border is prominent border

It is sharp anteriorly

It separates the anterior from the inferior swefac

It is laterally rounded, it separates the rigbtiirthe inferior surface.
The sharp anterior part is marked by 2 notches

) inter lobar notch,
i)  cystic notch
)] inter lobar notch
The notch of ligamentum teres.

i) Cystic notch
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a. The fundus of the gall bladder.
in the epigastrium the inferior border extends fithi left &
costal cartilage to the the right 8ostal cartilage.

b. Other borders are rounded and ill defined.

Lobes
Liver is divided into the 2 lobes

> Right lobe
» Left lobe
Right Lobe

s Itis larger

% 5/6 Part of liver
It has 2 additional lobes

)] caudate lobe

i)  quadrate lobe.

It connects the right lobe of liver by the caudatecess. Below and left it

presents as small rounded elevation called thdl@gpprocess.
Portal hepatis
It is a deep transverse fissure

¢ situated in the inferior surface of the right laifehe liver it is

between
Above - caudate lobe
Below - guadrate lobe

Left lobe
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% Itis smaller. Only 1/6 part of liver
s Itis flattened
¢ Its inferior surface is near the fissure for ligartuen venosum.

A rounded elevation called the omental tuberosiippér omentale).

LIVER

Coronary
Right v Ligament Left

R

Gallbladder

EZ00S Miebhil, LLC:
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Hepatic ducts Oesophagus
(tom liver) Y

Zyatic duct
Zallbladder

Pylaric =7
sphincter

Ducderial '\
papilla -the ~
ertry duct for
bile ar

ancreatic
Enzumes  Pancreatic duct Paricreas

PHYSICOLOGY OF BILE PRODUCTION AND FLOW:

Bile Secretion and Composition Bile formed in thepétic lobules is
secreted into a complex network of canaliculi, $rbdé ductules, and larger
bile ducts that run with lymphatics and brancheshefportal vien and hepatic
artery in portal tracts situated beween hepatialed These interlobular the
right and left hepatic ducts which in turn uniteftom the common hepatic
duct. The common hepatic duct is joined by theicydict of the gallbladder to
from the Common Bile Duct (CBD) which enters theodenum through the

ampulla of vater.

Hepatic bile is an isotonic fluid with an eleciyi@ composition
resembling blood plasma. The electrolyte compasitibgallbladder bile differs
from that of hepatic bile because most of the iaarg anions chloride and
bicarbonate have been removed by reabsorption sactbe gallbladder
epithelium. As a result of water reabsorption taalute concentrate of bile
increases from 3 to 4 g/dL in hepatic bile andd.@3 g/dL in gallbladder bile.
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Major solute components of bile by moles preceude bile acids
(80%) lecithin and traces of others phospholipid$%) and unesterified
cholesterol (4.0%). In the lithogenic state thelektral value can be as high as
8 to 10%.0ther constituents include conjugatedutiln, protein, electrolytes,

mucus, and often drugs and their metabolites.

The total daily basal secretion of hepatic bilpragimately 500 to 600

mL. Three mechanisms are important in regulatite flow:

» Active transport of bile acids from hepatocytesoirthe bile
canaliculi,
» Active transport of other organic anions,

» Cholangiocellular secretion.

The last is a secretin-mediated and cyclic AMP -edelent mechanism
that result in the secretion of a sodium-and bigadabe-rich fluid into the bile

ducts.

Active vectorial secretion of biliary constituerftem the portal blood
into the bile canaliculi is driven by a distinct ¢ polarized transport systems
at the basolateral and the canalicular plasma nembrdomains of the
hepatocyte. Two sinusoidal bile salt uptake sydtane been cloned in humans
the Na+/taurocholate cotransporter and the orgamion transporting proteins

which also transport a large variety of non-bilk seganic anions.

For some of these transporters genetic defects baep identified that

are associated with various forms of cholestasaefects of bilary excretion.

BSEp is defective in progressive familial intralerp cholestasis type
2. Mutations of MRP2 cause the Dubin johonson symér an inherited from of
conjucted hyperbilirubinemia.
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A defective MDRS3 results in PFIC-3. The cystic &bis transmembrane
regulator located on bile duct epithelial cellsigective in cystic fibrosis which
is associated with impaired cholangiocellular bflemation and chronic

cholestatic liver disease.
THE BILE ACIDS:

The primary bile acids (cholic acid and chenodeohglic acid) are
synthesized from cholesterol in the liver conjudatgth glycine or taurine and

excreted into the bile.

Secondary bile acids including deoxycholate artb@holate are formed
in the colon as bacterial metabolites of the prnymbile acids. However
lithocholic acid is much less efficiently absorbémbm the colon than
deoxycholic acid. The biliary excretion of choleste bile acids are necessary
for the normal intestinal absorption of dietarysfatainly cholesterol and fat -

soluble vitamins.

Bile acids also serve as a major physiologic dgviorce for hepatic bile

flow and aid in water and electrolyte transporthia small bowel and colon.
GALLBLADDER AND SPHINCTERIC FUNCTIONS:

Hepatic bile is “concentrated “within the gallblaaidy energy dependent
transmucosal absorption of water and electrolydisost the entire bile acid
pool may be sequestered in the gallbladder follgwam overnight fast for
delivery into the duodenum with the first meal loé tday. The normal capacity
of the gallbladder is about 30 mL of bile.

Composition of hepatic bile and gall bladder bile.

Hepatic Bile (pH 7.1 to 8.5) Gall Bladder Bile

(pH 5.5t0 7.7)
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Specific gravity 1.009 to 1.013 1.026 to 1.032
Water 97.00 85.921
Solids 2.52 14.08

Bile acids 1.93 9.14
Mucin & bile pigments 0.53 2.98
Cholesterol 0.06 0.26

Fats and fatty acids 0.14 0.32
Inorganic salts 0.84 0.65

pH 7.1t0 8.5 5.5t0 7.7

Gall Bladder and the storage of Bile.

The liver secretes between 5000 ml of Bile per day. Which
travels down the hepatic ducts and passes alongyiie duct to be stored in
the gall bladder.

Gall bladder

It is a pear shared dilated sac, lined by mucoeisibnance, a thin layer of

smooth muscle fibers and fibro elastic tissue.

The mucosal epithelium consists of colameells showing microvillus

in folded basal membrance and numerous mitochdrfdatures.
The characteristic of cells involved otige transport.
The capacity of gall bladder is 50ml

The mucosa of the cystic duct shows sgolls which act as a spiral
valve (Valved of Heister). The cystic duct jointeethepatic duct to form the

common bile duct.
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It joints the main pancreatic duct to op®n the duodenum.

Bile is secreted continuously by the liviéis required only intermittently

by the intestine. Therefore when not required dtesed in the gall bladder.
Regulation of Biliary Secretion

The bile is permitted to enter the dermgm which is determined by two

factores.

» The rate of formation of bile by the liver of chisis.

» The evalution of stored bile from the gall bladdéchole cyst kinesis.

THE RATE OF SECRETION OF HEPATIC BILE [CHOLERESIS]

* In man it is about 13to 65 ml per hour and is iefiaed by several
factors.

+ Which increase the output of bile without nece$gatanging its
concentration is called cholereties.

s Affecting the solid contents is called hydro-cheless.

¢ Bile salts act as powerful cholereties.

¢ This biliary ductal component of bile secretion usder neuro
hormonal control.

¢ Hydrochloric acid and chime in the duodenum haw® dleen
shown to increase water and chime in the duodenave falso
been shown.

EVACUATION OF BLADDER BILE [CHOLECYSTOKINESIS]

+» Evacuation of bile into the duodenum is broughtutdny neural

and hormonal control.
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+ Which bring about evacuation of stored bile inite dtuodenum by
contracting the gall bladder are called cholagogues
cholecystogogues.

¢ Intrinsic and extrinsic nerves are involved in @oyst kinesis.

s The reflexes through either intrinsic plexuses or dxtrinsic
afferents impringing on vassal nuclei [probably oragagal] to
inhibit the gall bladder contractions [choledochadenal
sphincter]

FUNCTIONS OF BILE

Bile salts are most important for their role irgestion and absorption

particularly of fats.
Provides the alkaline pH for neutralizationaxdid chime.
EMULSIFICATION OF FATS

The detergent or hydrotropic property of bile Iselp lower the

interfacial tension between the oil and water phas@ mixture.
FORMATION OF MICELLAR SOLUTIONS

The activated pancreatic lipase are known to bsordled on to the
surface of the lipid globules in the emulsion aim@ tbiolytic activity of

pancreatic lipase.
SECRETION OF PANCREATIC JUICE

Bile salts in the duodenum stimulate sien of pancreatic juices.
ENTEROKINASE

Bile salts increase the release of enterokinasm fthe microvillous

membrane of the duodenal mucosal cells.
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EXCRETION

Bile acts as an important vehicle for theretion of numerous drugs,

toxins and salts of heavy metals like copper, aingd mercury.
LAXATIVE

Mild laxative effect on the gut by stimulating @alsis in the small

bowel.
ANTISEPTIC ACTION
Inhibits the growth of certain bacteria.
BLOOD SUPPLY TO THE LIVER
Blood enters the liver through the povieih and the hepatic artery.
PORTAL VEIN

It is formed by the union of the superior meseaateein and splenic vein.
The superior mesenteric vein drains from the mpgot of the gastrointestinal
tract. The splenic vein is the venous drainagehef $pleen, pancreas, gall

bladder and stomach.
Superior mesenteric vein drains mainly in to tigitriobe of liver.
Splenic vein mainly goes to left lobe.

The portal vein divides into branches which witkive portal tract from

sinusoids between the plates of hepatic cells.

The various sublobar veins unite to from the hepagin.
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HEPATIC ARTERY

It supplies the arterial blood to the liver angiies the portal tracts and
the bile ducts. It anastomoses within the liverepahyma in a complex manner

draining both into the sinusoids as well as in®kihanches of the portal vein.
It is the common venous outflow of the liver.
NERVOUS INNERVATION OF LIVER

The nerve supply to the liver is arranged in tiexpses at the hilum of

the organ the anterior plexus from left celiac damg
The left vagus provides the parasympathetic suigpligis plexus.

Both the anterior and posterior plexysastogether to provide intra
hepatic innervations. The right phernic nerve algoplies sensory fibres to the

liver.
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BLOOD SUPPLY TO LIVER

The liver's eight-segmerd divtsion shows the liver's fivo seporate sovorces of blood supply:

the hepidtic artery and porfal vere
Liver acinus
I
Sinusaid .
Septal bm-,,:h. Central vein
Kupffer cell,
HEpEEAS Biler
canalicwlus

Stnusaidal lumen

Hile= Kupfier
canaliculi  cell

Space of Disse

Dendritic

wein
branch cell with fenestrane cell

FUNCTION OF LIVER
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1. STORAGE FUNCTION:
Many substances are stored in liver.They are

» Glycogen

» Amino acids

» lron

» Folic acid

» Vitamin A, B12 and D.

2. SYNTHETIC FUNCTION:

» Plasma proteins

» Blood group substances
» Clotting factors

» Somatomedin

» Heparin are synthesized in liver.
3. SECRETION OF BILE:

Liver secrets bile, it contains bile salts, bilgrpents, cholesteral, fatty

acids and lecithin.

The bile salts are required for digestion and glismn of fats in the

intestine.

4. METABOLIC FUNCTION:
» Carbohydrate
> Proteins
> Lipids
» Vitamins and many horomones are metabolished ar.liv
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5. EXCRETORY FUNCTION:

Liver excretes cholesterol, bile pigments, heavyatsglead, arsenic,

bismuth ), toxins, bacteria-typhoid, virus.
6. METABOLIC FUNCTION:
Heat is produced in liver due to metabolic actions.
7. HEMOPOIETIC FUNCTION:
In fetus (Hepatic stage) the blood cells are predun liver.
8. HEMOLYTIC FUNCTION :
RBC life span is 120 days
It is destroyed by the kupffer’s cells in liver.
9. DEFENSIVE AND DETOXIFICATION FUNCTIONS:
Detoxification of foreign bodies
Bacteria are swallowed and digested by phagocytosis
Antibody production
Detoxification -Removal of toxic property.

» Metabolic degradation
> Toxic substances converted into non-toxic materials

conjugation with glucuronic acid or sulphates.
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DEGRADATION OF HEME TO BILE PIGMENTS

Eryhrocyts have a life span of 120 days. At thd eh this
period, they are removed from the circulation. thrgcytes are taken
up and degraded by the macrophages of the retiddalelial (RE)

system in the spleen and liver.

The hemoglobin is cleaved to the protein part gladond non-
protein heme. About 6 g of hemoglobin per dayriskbn down and

resynthesized in an adult man (70 kg).

Fate of globin: The globin may be reutilized as such for the
formation of hemoglobin or degraded to the indiadamino acids.
The latter undergo their own metabolism, includpagticipation in

fresh globin synthesis.

Sources of Heme: It is estimated that about 80% of the heme
that is subjected for degradation comes from thregytes and the

rest (20%) comes from immature RBC, myoglobin aytdchromes.

Heme oxygenaseA complex microsomal enzyme namely heme
oxygenase utilizes NADPH and O2 and cleaverage engthoridges
between the two pyrrole rings (A and B) to form ivatdin.
Simultaneously, ferrous iron (Fe2+) is oxidizedédaic form (FE3+)
and released. The products of heme oxygenasearace biliverdin
(a green pigment), Fe3+ and carbon monoxide (G4€®me promotes
the activity of this enzyme. Biliverdin is excreted birds and

amphibian while in mammals it is further degraded.

72



Biliverdin reducase Biliverdin’s methenyl bridges (between the
pyrrole rings C and D) are reduced to methyleneugréo form
bilirubin (yellow pigment). This reaction is catalysed InyNMADPH
dependent souble enzyme, biliverdin reducta®me gram of
hemoglobin on degradation finally yields about 35 m bilirubin.
Approximately 250 - 350 mg of bilirubin is dailyqu@uced in human
adults. The term bile pigments is used to coll&tyivrepresent

bilirubin and its derivatives.

Transport of bilirubin to liver : Bilirubin is lipophilic and therefore
insoluble in aqueous solution. Bilirubin is trandged in the plasma

in a bound (non-covalently) form to aloumin.
Albumin has two binding sites for bilirubin,

» High affinity site
> Low affinity site.

Approximately 25 mg of bilirubin can bind tightly taloumin
(at high affinity sites) per 100 ml of plasma. Tiest of the bilirubin
binds loosely (at the low affinity sites) which cbha easily detached
from albumin to enter the tissues. Certain drugs antibiotics (e.g.
sulfonamides, salicylaes) can displace bilirubonfraloumin. Due to
this, bilirubin can enter the central nervous systend cause damage

to neurons.

As the albumin-bilirubin complex enters the liver, bilirubin

dissociates and is taken up by sinusoidal surfatieechepatocytes by
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a carrier mediated active transport. The transgpgstem has a very
high capacity and therefore is not a limitation faorther metabolism
of bilirubin. Inside the hepatocytes, bilirubinnds to a specific

intracellular protein namelygandin.
Conjugation of bilirubin

In the liver, bilirubin is conjugated with two nemules of
glucuronate supplied by UDP- glucuronate. Thistiea, catalysed
by bilirubin glucuronyltransferase (of smooth endoplasmic
reticulum) results in the formation of a water ddu bilirubin
diglucuronide.When bilirubin 5 in excess, bilirabi
monoglocuronides also accumulate in the body. Tizgrae bilirubin
glucuronyltransferase can be induced by a numbedrofs. (e.g.
Phenobarbital)

Excretion of bilirubin into bhile

Conjugated bilirubin is excreted into the bile dandi against a
concentration gradient which then enters the bilgne transport of
bilirubin diglucuronide is an active, energy-dependent and rate
limiting process. This step is easily susceptiblany impairment in
liver function. Normally, there is a good coordina between the
bilirubin conjugation and its excretion into bil&hus almost all the
bilirubin (>98%) that enters bile is in the conjtegform.
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Fate of bilirubin

Bilirubin glucuronides are hyrolysed in the intastiby specific
bacterial enzymes namelB-glucuronidasesto liberate bilirubin.

The latter is then converted to unrobilinogen (adkess compound),
a small part of which may be reabsorbed into theutation.
Urobilinogen can be converted to urobilin (an yellocolour
compound) in the kidney and excreted. The chamatitecolour of

urine is due to urobilin.

A major part of urobilinogen is converted by baetar to
stercobilin which excreted along with feces. Thearacteristic

brown colour of feces is due to stercobilin.

Catabolism
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BILIRUBIN METABOLISM
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JAUNDICE

The term jaundice originated from the Frenclaudné which means
“Yellow'.

Jaundice refers to the yellow appearance of therascand mucous
membranes, skin owing to an excess of serum hifirgbncentration in the
body fluids. Normal bilirubin level 0.8 to 1.2mgll.

Clinically apparent Jaundice in children and adaltur when the serum

concentration of bilirubin reaches 2-3mg /dl .

Internal tissues and body fluids are colored yelbmt not the brain as
bilirubin does not cross the blood brain baro#rer than in the immediate

neonatal period.
Prevalence of Jaundice:

The survey collected information on the prevaleotdaundice, malaria

asthma among all household members.

The survey found that 2.4% suffered from Jaundiogng the 12 months

preceding the survey in India (2011-2012)

Prevalence of Jaundice is equally prevalent inamirnd rural areas.

Male child are more likely than female child tofemnffrom Jaundice.

Although cases occurred throughout the year, nioae 59% occurred

during June-September, which are the summer andooonmonths.

Finally the study found the annual incidence obdmtory supported
case of viral Hepatitis to be 1.24 per 1000 poputatwhich suggested that it is
a major public health problem in India.

77



Mechanisms producing Jaundice:

< Haemolysis
< Impaired hepatic bilirubin transport
< Hepatocellular damage

< Cholestasis (impaired bile flow)
Types:

< Haemolysis Jaundice
< Hepatocellular Jaundice

< Obstructive Jaundice
HAEMOLYTIC JAUNDICE

This results from increased destruction of red8loells or their

precursors in the narrow causing increased bhilrproduction.

Jaundice due to haemolysis is usually mild becausealthy liver can
excrete a bilirubin load 6 times greater than ndimefore unconjugated

bilirubin mechanism is immature and in patientdwiver disease
CILINICAL FEATURES :

+ Increased excretion of bilirubin

+ Stercobilinogen leads to normal colored stools fark stools.

+ Increased urobilinogen excretion casused the toimern dark on
standing as urobilin is formed.

+ Pallor due to anemia

+ Splenomegaly —due to excessive reticulo endotheditity .
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INVESTIGATION:

+ The Plasma bilirubin is less than 1004 mol [6mg/d1]
4 Liver Function test-Normal

4+ No brilirubinuria

4+ Unconjugated Hyper bilirubinemia present

+ Haemolytic aaemia present.

MANAGEMENT

Splenectomy results in
» Persistant anemia
» Sever hemolytic or aplastic anemia.
» History of family members death from this disease.

» Evidence of cholecystitis , cholelithiasis.

HEPATO CELLULAR JAUNDICE:

Hepato cellular Jaundice results from inabilitytbé liver to transport
bilirubin into bile as a result of liver cell dan@@ilirubin transport across the
hepatocytes may be impaired. Between uptake afubih [unconjugated] and

transport of conjugated bilirubin in to the canali.

Swelling of liver cells and oedema result from thisease may cause
obstruction of the billiary canaliculi concentration the blood of unconjugated

and conjugated bilirubin is increases. Biliruliansport in disturbed.
CHOLESTATIC JAUNDICE:

It is a failure of bile flow between the hepatocwed the duodenum.
Jaundice becomes progressively severe in unreliestsmlestasis because

conjugated bilirubin is unable to enter the bilea&uli and passes back into
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the blood. Failure of clearance of unconjugatedutiin arriving at the liver

cells.
AETIOLOGY:

¢ Failure of the hepatocytes to generate bile flow.
¢ Obstruction to bile flow in the bile ducts in therfal tracts.
¢ Obstruction to bile flow in the extra hepatic lilects between the
porta hepatic and the papillae of Vater
Clinical Features

Early Features

» Dark urine
> Pale stools
> Pruritus

Late features

Xanthalasma and xanthomas

Mal absorption

Weight loss

Steatorrhoea

Bleeding tendency

Fever

Rigors

Pain

Biliary infection

Hepatic abscess

Ultra sonography — do not show dilated bile duct.
Anti-mitochondrial antibody.

ERCP is the best investigation if the biliary trectlilated.

vV V V V V V VYV V V V V V V VY

Dilatation extends to the lower common bile duct.
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Management
This depends on the underlying cause of the Ctasliss

PATHOPHYSIOLOGY OF JAUNDICE

Both unconjugated bilirubin and bilirubin glucurdes accumulate
systemically and deposit in tissues, giving risahe yellow discoloration of

jaundice. This is particularly evident in the y&liag of the sclerae (icterus).

There are two important pathophysiologic differenbetween the two forms of

bilirubin.

Unconjugated bilirubin is virtually insoluble inater at physiologic pH
and is tightly complexed to serum albumin. Thigrfazannot be excreted in the

urine even when blood levels are high.

Normally, a very small amount of unconiugated bbin is present as an
albumin-free anion. This fraction of unbound bilinm may diffuse into tisues,
particularly the brain in infants, and produce toxijury. The unbound plasma
fraction may increase in severe hemolytic diseasevizen protein-binding
drugs displace bilirubin from albumin. Hence, heytioldisease of the newborn
(erythroblastosis fetalis) may Lead to accumulatbanconjugated bilirubin in
the brain, which can cause severe neurologic damefigred to as kernicterus.

Conjugated bilirubin is water soluble, nontoxicdamnly loosely bound
to albumin. Because of its solubility and weak aggmn with aloumin, excess
conjugated bilirubin in plasma can be excreted rmeus With prolonged
conjugated hyper bilirubinemia, a portion of citihg pigment may become

bilirubin bound to albumin (the delta-fraction).
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In the normal adult, serum bilirubin levels vargtlween 0.3 and 1.2
mg/dl., and the rate of systemic bilirubin prodanti is equal to the rates of

hepatic uptake, conjugation, and biliary excretion.

Jaundice becomes evident when the serum bilirdvels rise above 2.0
to 2.5 mg/dL; levels as high as 30 to 40 mg/dL cecur with severe disease.
Jaundice occurs when the equilibrium between Miliruproduction and

clearance is disturbed by one or more of the Walig mechanisms,
(1) Excessive production of bilirubin,
(2) Reduced hepatocyte uptake,
(3) Impaired conjugation,
(4) Decreased hepato cellular excretion,
(5) Impaired bile flow (both intrahepatic and ekiepatic).

The first three mechanisms produce unconjugatecerhyipubinemia,

and the latter two produce pre-dominantly conjudidgoerbilirubinemia.

More than one mechanism may operate to producealieeinespecially
hepatitis, which can produce unconjugated and ga@d hyperbilirubinemia.
CAUSE OF JAUNDICE IN INFANTS AND OLDER CHILDREN:

1. Viral Hepatitis: - Hepatitis A,B,C,D,E,G, Epstein —Bairr virus,
Cytomegalovirus.
2. Autoimmune hepatitis
3. Metabolic disorders
4. Herediatary Hyberbilirubinemias
< Gilbert's syndrome, Dubin — Johnson Syndrome, Rotor

Syndrome, Crigler — Najjar Syndrome
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< Alpha — antitrypsin deficiency
< Cystic Fibrosis

< Hemochromatosis

< Wilsons’ disease.

5. Biliary tract disease

Cholecystitis, cholelithiasis, caroli’'s diseasegledochal cyst.
6. Tumour

Hepatic, biliary, Pancreatic, Peritoneal, Duodenal

7. Red blood cell abnormalities
Sickle cell disease
Thalassemia
Hemolyis

8. Impaired delivery of bilirubin to liver
Congestive heart failure
Cirrhosis

9. Drugs / Toxins
Acetaminophen
Valproate
Chlorpromazine
Amanita toxin

10.0thers

Sepsis
SIGN AND SYMPTOMS

< Loss of appetite
< Nausea
< Vomiting
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< Fever, chills
< Yellow discolouration of eyes and tongue
< Yellow discolouration of skin
< Severe constipation
< Lethargy
< weight loss
< Pruritus
< Arthralgia
< Abdominal pain
< Common in Right-Upper abdominal pain
< Urine colour change:
Dark yellow colour (or) orange urine
< Stools
Acholic stool
<> Liver and spleen:
Enlarged and tenderness of the liver
Enlarged and tenderness of the spleen

VIRAL HEPATITIS A (INFECTIVE HEPATITIS)

Viral hepatitis A (HAV) accounts for about 150,00 the 500,000-
600,000 new cases of viral hepatitis that occuhag@r in the United States.
The hepatitis caused by HA V is an acute illnessut@ viral hepatitis) that

never becomes chronic.

At one time, hepatitis A was referred to as "itifaes hepatitis" because
it could be spread from person to person like otheal infections. Infection
with hepatitis A virus can be spread through thgestion of food or water,

especially where unsanitary conditions allow water food to become
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contaminated by human waste containing hepatitiha& faeco-oral mode of
transmission).

Hepatitis A typically is spread among householdminers and close
contacts through the passage of oral secretiotimméte kissing) or stool (poor
hand washing). It also is common to have infectpnead to customers in
restaurants and among children and workers in deg/ @enters if hand washing

and sanitary precautions are not observed.

Hepatitis A - Caused by the hepatitis A virus, Bis A is often
spreads because of poor personal hygiene habas,asunot washing and after
a bowel movement. You can also get hepatitis A &yng foods or drinking
beverages contaminated with the virus. Hepatitis A common form of viral

hepatitis in the United States. This disease iparsible for serious health

problems.
Hepatitis A Virus
Group of - Entero Viruses
- HAV is Highly Infectious
Size - 27 nm
- Spread by the faecal -Oral route
Nucleic Acid - It is a RNA Virus

Incubation Period - 2-4 Weeks.
¢ Children are Commonly affected

HAV is spread by ingestion of contaniathwater and foods and
is shed in the stool for 2 to 3 weeks before andetk after the onset of

jaundice. HAV is not shed in any significant quee$ in saliva, urine, or
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semen. HAV does not causes chronic hepatitiscairger state and only rarely

causes fulminate hepatitis

SIGNS ANDSYMPTOMS:
» Loss of appetite

» Nausea

» Vomiting
» Fever

» Weakness
» Tiredness

» Abdomeninal pain

Less Common symptoms include:
» Dark urine

» Light -coloured stools

» Fever

Acute parenchymal liver disease due to virual hepat

v" Prolonged alcohol abuse
v" Chronic hepatitis
v" Cirrhosis.

Serologic Diagnosis.

Specific antibody against HAV of the immunoglobul{lg) M type
appears in blood at the onset of symptoms, cotistitia reliable marker of

acute infection.
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Fecal shedding of the virus ends as the IgM tis&rs. The IgM response
usually begins to decline in a few months anai®ived by the appearance of
IgG anti-HAV. The latter persists for years perhdpr life, providing pro-
tective immunity against reinfection by all straios HAV. Hence, the HAV

vaccine is effective.

HEPATITIS “B” VIRUS :

Nucleic Acid - DNA Virus
Size - 42nm
Incubation period - 4-20 weeks.

Liver disease due to HBV is an enormous problenbalg, with an

estimated worldwide carrier rate of 350 million.

HBV has a prolonged incubation period (4 to 26 ve@¢ekUnlike HAV,
HBV remains in the blood up to and during activeseges of acute and chronic
hepatitis. It is also present in all physiologiagmathologic body fluids, with

the exception of stool.

HBV is a hardy virus and can withstand extremedeafperature and
humidity. Thus, whereas blood and body fluids dre primary vehicles of
transmission, virus may also be spread by contabtvody secretions such as

semen, saliva, sweat, tears, breast milk, and |zaficoeffusions.

Spread from an infected mother to a neonate dubimth (vertical
transmission) is common. These neonatal infectmiten lead to the carrier

state for life.
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Hepatitis B virus (HBV) can produce,
(1) Acute hepatitis
(2) Chronic hepatitis, which may evove to cirrhgsis
(3) Fulminant hepatitis with massive liver necrosis
(4) The backdrop for hepatitis D virus infection.

Patients with chronic hepatitis represent carr@ractively replicating
virus and hence are a source of infection to oidividuals. HBV also plays

an important role in the development of hepatoutalicarcinoma.

Patients with Immune defects suffer relatively nlilcer injury (but are
more prone to develop a carrier state). HBV evdiath a humoral and cellular

Immune response.

» HBsAg appears before the onset of symptoms, peakmgd overt
disease, and then declines to undetectable lav8l$d 6 months.

» HBeAg, HBV-DNA, and DNA polymerase appear in theuse soon
after HBsAg, and all signify active viral replicat.

» IgM anti-HBc becomes detectable in serum shortgfole the onset of
symptoms, concurrent with the onset of elevatioh serum
aminotransferases. Over months, the IgM antibedgplaced by IgG
anti-HBc.

> Anti-HBe is detectable shortly after the disappeae of HBeAg,
implying that the acute infection has peaked.

» 1gG anti-HBs does not rise until the acute diseasser and is usually
not detectable for a few weeks to several monttes H#ie disappearance
of HBsAgQ. Anti-HBs may persist for life, conferrimgotection; this is

the basis for current vaccination strategies usmynfectious HBsAg.
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The carrier state is defined by the presence of AgBs of complete
virions, and patients may be asymptomatic and withiser damage. In serum
for 6 months or longer after initial detection. Tresence of HBsAg alone does
not necessarily indicate replication contrast, nforaeplication of HBV virions
Is characterized by persistence of circulating HsWBeAg, and HBV DNA,
usually with anti-HBc and occasionally with anti-BIBIn these patients,

progressive liver damage may occur.

The major routes of transmission are inoculatiams dlood transfusions.
Intravenous drug use accounts for 60% of casegabé&ansmission is the only
presumed risk factor in 15% of cases, althouglc#se risk for transmission is
low 12 events per 1000 person-years in the sexl@YV/-infected patients)." he
risk of perinatal transmission is much lower whigpatitis C (6% of births to

infected mothers) than with hepatitis B
Serologic Diagnosis

The incubation period for HCV hepatitis ranges frdno 26 weeks, with
a mean between 6 leeks. HCV RNA is detectableloodbfor 1 to 3weeks,

coincident with elevations in serum transaminases

In symptomatic acute HAV infection, anti-HAV antiles are detected
in only 50% to 70% of patients; in the remainingtigras, the anti-HAV
antibodies emerge after 3 to 6 weeks. The clinmalrse of acute HAV
hepatitis is milder than that of HBV;

In chronic HAV infection, circulating HAV RNA persis in many
patients despite the presence of neutralizing adids, including more than
90% of patients with chronic disease . Hence,atiepts with symptoms of
chronic hepatitis, HAV RNA testing must be perfoodnéo assess viral

replication and to confirm the diagnosis of HG¥eiction. A clinical feature
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that is quite characteristic of chronic HCV infectiis episodic elevations in

serum aminotransferases, with intervening normalear-normal periods.
Prevention
» Hepatitis B Vaccine containing HBsAg (Engerix) (Aetimmunization)
» Intramusclar injection of Hyperimmune serum globyrepared from

blood containing anti-HBs should be given withinl#urs or at most a

week.

» Hyper immune globulin-active-passive immunization.

HEPATITIS "C "VIRUS

Group - Flavivirus
Nucleic acid - RNA virus

Size - 30 - 38nm
Incubation period - 2 -26 weeks
Mode of transmission - Blood products

+ Parenteral drug abusers
+» Sporadic infection
+ Sexual and vertical transmission
CHRONIC INFECTION - Chronic liver disease

PREVENTION - No vaccination
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Serologic Diagnosis

The incubation period for HCV hepatitis ranges frdno 26 weeks, with
a mean between 6 weeks. HCV RNA is detectable andbffor 1 to 3weeks,
coincident with elevations in serum transaminabesymptomatic acute HCV
infection, anti-HBV antibodies are detected in 05086 to 70% of patients; In
the remaining patients, the anti-HCV antibodies rgmeafter 3 to 6 weeks. The
clinical course of acute HCV hepatitis is mildearnhthat of HBV; rare cases
may be severe and indistinguishable from HCV or Hpatitis.

A clinical feature that is quite characteristicabfronic HCV infection is
episodic elevations in serum aminotransferased; witervening normal or
near-normal periods.

Hepatitis D Virus

Called as "hepatitis delta virus," hepatitis Dugir(HDV) is a unique
RNA virus that is replication defective, causingetrtion only when it is

encapsulated by HBsAg.

HEPATITIS D VIRUS

Group - Defective virus
Incomplete virus

Size - 35nm

Incubation - 6-9 wks

Acute coinfection occurs following exposure to sergontaining both
HDV and HBV. The HBV must become established fiosprovide the HBsSAgQ

necessary for development of complete HDV virions.

» Super infection of a chronic carrier of HBV withnew inoculum of
HDV (and HBV) results in disease about 30 to 50sdater. The carrier
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may have been previously "healthy" or may have tyiig chronic
hepatitis.

Simultaneous coinfection with HBV and HDV results hepatitis ranging
from mild to fulminant, fulminant disease being mdikely (about 3% to 4%)
than with HBV alone.

When HDV is superimposed on chronic HBV infectidhere are three

possible outcomes:
(I) Acute, severe hepatitis may erupt in a preMiptealthy HBV carrier;
(2) Mild HBV hepatitis may be converted into fulraim disease;

(3) Chronic, progressive disease may develop (% &f patients), often
culminating in cirrhosis.

Serologic Diagnosis

HDV RNA is detectable in the blood and in the eadllpys of acute
symptomatic disease. IgM anti-HDV is the most tdkaindicator of recent

HDV exposure, although its appearance is late ssguéntly short-lived.

Acute coinfection by HDV and HBYV is best indicaitby detection of
IgM against both HDAg and HBcAg (denoting new irtfec with hepatitis B).
With chronic delta hepatitis arising from HDV supmfection, HBsSAg is

present in serum, and IgM anti-HDV persists for theror longer.
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HEPATITIS E VIRUS

Size - 27nm
Incubation - 3-8 wks
Mode of transmission - By faecal-oral route

- Water borne hepatitis

Prevention - No vaccine.

Hepatitis E Virus

Hepatitis E virus (HEV) hepatitis is an entericathansmitted, water-
borne infection that occurs primarily in young teddie-aged adults; sporadic
infection and overt iliness in children are rare.

HEV accounts for over 50% of cases of sporadicteabapatitis in India,
exceeding the frequency HAV. A characteristic featof HEV infection is the
high rate among pregnant women, approaching 209%s, lthe disease is self-
limiting; HEV is not associated with chronic liveisease or persist viremia.
The average incubation period following exposuvee@ks.

Serologic Diagnosis

Before the onset of clinical illness HEV RNA andW virions can be
detected in stool and liver. The onset of risingiseaminotransferases, clinical
lliness, and elevated IgM anti-HEV titers are \afty simultaneous. Symptoms
resolve in 2 to 40 weeks, during which time the IgdMreplaced with a
persistent IgC anti-HEV titer.

HEPATITIS F VIRUS

It is a virus being identified as a member of thenM and Non B group.
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Recently postoperative Jaundice is getting incngaisnportance.
The exact cause of postoperative cholestatic j@endiuncertain,
however, it may result from;

I. Increased pigment load especially from blood trasish from

reabsorption of extra vascular spaces.
li. Decreased liver function due to hypoxemia and tgmp&ion.

lii. Decreased renal bilirubin excretion due to varydegree of tubular

necrosis.

Iv. Hepato cellular damage and decreased liver cetitimm may occur
due to concurrent use of hepato toxic drugs (oestretics such as

halothane.

HEPATITIS G VIRUS (HGV)

Hapatitis G virus (HGV) also called hepatitis virG8 - C is a positive
stranded RNA agent. It presents a genomic orgaoizabmmon to that of the
Flaviviridae family and conserved sequences but 428% homology with
hepatitis C virus (HCV).

Mode of spread:

« The main infection route is parentral exposure tood through
transmission, hemodialysis and sharing of equipnmeintfecting drug
use.

+ 30% of transfusion recipients up to 80% of injegtuirugs uses are

HGV marker positive.

94



+ Sexual transmission is suspected.

s HGV and HIV type 1 share the same infection roua@sl, a significant

proportion of HIV-1 infected subjects are HGV cdeicted.

Serum HGV RNA indicates viremia, whereas the HGWedope E2
glycoprotein - specific antibody is associated wehovery. HGV RNA and E2
Ab are almost mutually exclusive and can be fourgpectively in <2% and
9% of healthy blood donors.

Prevalence increases in association with HEV or Hiifgction. Mother
to child infection occurs but little is known abotransmission in HIV-I-
infected mothers.

HGV transmission rate in HIV -1 infected motherdhigher than that in

normally immune - competent woman.

OTHER VIRUSES:
» Cytomegalovirus
» Epstein - Barr Virus - cause abnormal liver funatio
» Herpes simplex

> Yellow fever virus.
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CLINICAL FEATURES:
+ Jaundice by a fewdays to 2wks
% Chills, headache, malaise
% Anorexia
*+ Nausea

* Vomitting

+ Diarrhoea

‘0

Abdominal pain

L)

‘0

Enlarged liver

L)

L)

*

Enlarged cervical lymph nodes

0

s Splenomegaly in children

*

L)

% Arthralgia

R/
0‘0

Splenomegaly in children

+ Serum Sickness syndrome

¢ Urticaria , Polyarthritis in Hepatitis B infection
+«» Dark yellow urine

% Yellow discoloration of the sclerae
INVESTIGATIONS:

s A plasma Aminotransferase 400 U / L

+ Plasma bilirubin

¢ Alkaline phosphatase 250 U / L
< Prothrombin time for liver damage
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COMPLICATIONS :

Fulminant hepatic failure
Chronic hepatitis

Cirrhosis [Hepatitis B,C,D Virus]
Hepatic Encephalopathy

Biliary cirrhosis

Pancreatitis

Coagulopathy

Renal and liver failure

vV V V V V V V V VY

Hepatocellular carcinoma
DIFFERENTIAL DIAGNOSIS:

< Kalar — Azar
< Liver abcess
< Carotenemia
< Cholangitis

MANAGEMENT:
Home care for a child with Jaundice

» Bed Rest -should be continued until symptoms aiggssihave
disappeared.

» Sugar cane juice

» Drink plenty of fluids

» Take prescribed medicine as directed

» Take an oral antihistamine for itching
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MATERIALS AND METHODS

LDEhF6IT  GBTLOTEN6D
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MATERIALS AND METHODS

The study on clinical evaluation of the disease N\MAL KAMALAI
with the trial drug “KARISALANKANNI CHURNAM” was @rried out in
post graduate Kuzhandhai Maruthuvam Department&@fernment Siddha

Medical College, Palayamkottai.

50 patients of both male and female cbildwere selected for the
studiers and admitted in Post Graduate Kuzhandrautiuvam ,In Patients

ward for 7 days and advised for further follow gooait patients.

Another 30 patients were also treated with triaigdin the out patients

ward.

SELECTION OF PATIENTS:

The present study covers both male and femalerehildf pediatric age

groups.
All cases were carefully and thoroughly examinetble admission.

These who fulfilled the criteria of MANJAL KAMALAlccording to the
clinical features in Siddha and modern reviews wsakected with the aid of

guestionnaire.

The opinion of professor and lecturer was obtaiaed detailed history

was recorded in the proforma of case sheet.
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INCLUSION CRITERIA

< Age :1to12yrs.
< Sex : Both male and female children.

<> Yellow discolouration of skin, sclera and mucousmmbrane

< Vomiting

< Constipation

< Weight loss

< Poor appetite

< Fever

< Abdominal pain

< Lethargy with body ache

< Generalised Pruritis

<> Passage of high coloured urine

< Passage of Pale or clay coloured stools[above @/@dIm
< Elevated bilirubin level (2-3 mg/dl)

< Increased levels of transaminases (ALT, AST)

EXCLUSIONG CRITERIA:

< Neonatal jaundice

< Cirrhosis of liver

< Alpha — 1 — antitrypsin deficiency
< Galactosemia

< Cholestasis

< Extra hepatic biliary atresia

< Hepatic failure.
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STUDY OF CLINICAL DIAGNOSIS:

A case sheet was prepared on the basis of Siddida Modern
methodology to diagnose the disease and individaseé sheet is maintained for

each patient.

SIDDHA DIAGNOSIC TOOLS
Poriyal Arithal
Pulanal Arithal
Vinaathal

Envagai Thervugal
Mukkutram

Ezhu udal kattugal
Thinaigal

Paruva kallangal
Neerkuri

Neikuri

Mummalam (Malam, Moothiram, Viyarvai)
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LABORATORY INVESTIGATIONS

Blood Urine
Serum bilirubin Bile salt
Total Bile pigment
Direct Indirect
Blood Urine Motion
TC Albumin Ova
DC Sugar cyst
ESR Deposit Occult Blood
Hb%

Specific Investigation:

Serum transaminases (ALT, AST)
Serum Alkaline Phosphate (ALT )
Australian Antigen (HBs AQ)

Prothrombin time

©O O O o o

Liver biopsy
Scan

< Ultra sonography of the abdomen
< CT scan of the abdomen

< ERCP (Endoscopic retrograde cholangio pancreatbgjap
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ADMINISTRATION OF TRIAL MEDICINE:

The trial drug was prepared carefully accordinghte Siddha literature
and given to all to patients twice a day and theeds adjusted according to
their age.

The pharmacological analysis of trial drug forktspatoprotective, Anti-
inflammatory, Anti- pyretic activity was carried oin the Pharmacological
laboratory.

The Biochemical analysis was performed in Biocluaiiaboratory.

Analysis of observation made from patients winsi and symptoms of
the disease and their prognosis were recordedaddtition to medicine the
patients were advised diet and to attend the otigga ward for follow up.
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RESULTS AND OBERVATIONS

LDEhTF6IT  SHITLOTEN6V
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OBSERVATION AND RESULTS
Results were observed with respect of the followincriteria
. Sex distribution
. Age distribution
. Religion distribution
. Kaalam
. Paruva Kaalam
. Thinali
. Socio Economic Status

. Clinical features

© 00 N o 0o A W N P

. Derangement of Uyirthathukkal

10.Udal Kattugal
11.Envagai Thervugal
12.Neerkuri, Neikuri reference

13.Results after treatment
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TABLE -1

SEX REFERENCE

S.No Se»> No.of.cases Percentac
1 Male childrel 20 40%
2 Female childre 30 60%
SEX REFERENCE

70%
60%
50%
40%
30%
20%
10%

0%

Male children

Female children

M Percentage

40%

60%

M Male children

M Female children
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TABLE-2
GRAPH SHOWING PARUVA KALAM

S.No | Age Paruvam No of case Percentage
Male | Female | Male | Female
1 0-1 Kaapu and Sengee - - - -
months
2 1 month-| Sengeere - - - -
1 Year
3 1-3 years Thalattu, Muthan 3 6 6% 12%
Varugai, Sappa
4 3-6 years Ambuli, 5 3 10% 6%
chitri,Sirupillai,Sirudhi
er,Oonjal,Pillai
5 6 years+t Pethai,Pethumbai,ma 12 21 24% 42%
12 years | ai,Siruparuvar
PARUVAKALAM
45% - 42%
40% -
35% A
30% 1 249
25% A
20% - Mal
15% - 12% 15y = Male
10% - 6% % H Female
5% - 0% 0% 0%
O% A A
0-1 1 month-1 1-3 years 3-6 years | 6years-12
months Year years
m Male 0% 0% 6% 10% 24%
M Female 0% 12% 6% 42%
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TABLE-3

SOCIO-ECONOMIC STATUS OF THE PATIENTS

S.No Socio-Economic status No. of caseBercentage
1 Poor 43 86%
2 Middle clas: 5 10%
3 Rich 4%
SOCIO-ECONOMIC STATUS
100% -
95% -
90% - M Rich
85% - m Middle Class
80% - m Poor
75%
M Rich 4%
H Middle Class 10%
H Poor 86%
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TABLE-4
DIET REFERENCE

S.no Food habit No. of cases Percentage
Vegetarian 7 14%
Nonvegetaria 43 86%

Food habits

B Vegetarian  H Non-vegetarian
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TABLE-5

THINAI
S.no Thinai No.of cases Percentagt

1 Kurinji 1 2%

2 Mullai - -

3 Maruthan 46 92%

4 Neitha 3 6%

5 Paala - -
THINAI

| Kurinji

B Marutham
1 Neithal

H Mullai

W Paalai
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TABLE-6

PARUVA KAALAM

S.no| Paruva kaalam No. of case | Percentage
1 Kaar kaalam[Sepdct, Avani-puratasi] 15 30%
2 | Koothir kaalanjNov-dec, lyppasi- 23 46%

karthigai]
3 | Munpani [Jan-fepMargazhi-thai] 1 2%
4 Pinpani [Marchapril ,Masi-panguni] 2 4%
5 | Elavenil [Mayjune, Chithirai-vaigasi] - -
6 | Mudhuvenil [Julyaugust, Aani-aadi] 9 18%
PARUVA KAALAM
100% - g
28«2 :/ “8hs Mudhuvenil
40% - . .
20% - Pinpani
0% B Munpani
Paruva kaalam
Mudhuvenil 18% Koothir kaalam
Pinpani 4% M Elavenil
B Munpani 2% B Kaar kaalam
Koothir kaalam 46%
M Elavenil 0%
W Kaar kaalam 30%
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Taste showing the derangement of vat

TABLE-7

THIRIDHOSA REFERENCE

S.no | Classification of vathan | No. of cases Percentag
1 Pranan 50 100
2 Abanan 50 100%
3 Viyanan 50 100%
4 Uthanan 43 86%
5 Samanan 50 100%
6 Nagan 50 100%
7 Koorman - -
8 Kirukaran 50 100%
9 Devathathan 50 100%
10 | Thananjeyan - -
100% 100% 100% 100% 100% 100% 100%
100% -
90% - 2
B Pranan
80% -
H Abanan
70%
60% - m Viyanan
50% - Hm Uthanan
40% - B Samanan
30% A = Nagan
20% A = Koorman
10% - 0% 0% = Kirukaran
0% = — Devathathan
Pran | Aba | Viya | Utha | Sam | Nag | Koor | Kiru | Deva | Than )
an | nan | nan | nan |anan| an | man | kara | that | anje ¥ Thananjeyan
n han | yan
m Vatham [100% |100%|100%| 86% |100%100%| 0% |100% 100% | 0%
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TABLE-8
SHOWING THE DERANGEMENT OF PITHAM

S.no| Classification of pithal No. of cases Percentac
1 Anila pitham 50 100%
2 Ranjakam 50 100%
3 Sathakam 50 100%
4 Prasagam 50 100%
5 Aalosakam - -
PITHAM
100% -
90% -
80% -
70% 1 B Anila pitham
60% -
50% - B Ranjakam
40% - = Sathakam
30% - B Prasagam
20% -
10% - W Aalosakam
0% 0%~
Anila Ranjaka | Sathaka Prasaga | Aalosaka
pitham m m m m
B Percentage 100% 100% 100% 100% 0%

113




TABLE-9
SHOWING THE DERANGEMENT OF KAPHAM

S.no Classification of kaba No. of case | Percentage
1 Avalambagan - -
2 Kilethagam 50 100%
3 Pothagam 50 100%
4 Tharpagam 12 24%
5 Santhigam - -
KAPHAM
100% -
90% -
80% -
70% 1 B Avalambagam
60% -
50% - 1 100% B Kilethagam
40% A Pothagam
30% - B Tharpagam
20% - hi
10% A ZA W Santhigam
0% 9% %
Avalamb | Kilethag | Pothaga | Tharpag | Santhiga
agam am m am m
B Percentage 0% 100% 100% 24% 0%
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TABLE-10
EAZHUUDARKATTUGAL REFERENCES

S.no

Udarkattuge

No.of cases

percentag

Saarar

50

100%

Sennee

50

100%

Oon

Kozhuppt

Enbu

Moolai

Sukkilamr

0 N O O b W N P

Suronithar

Udarkattugal

100% -
90% -
80% -
70% -
60% -

50% + 1

40% A
30% -
20% -
10% -
0%

M percentage

T T - - e o

Saara | Senn | Oon | Kozh | Enbu | Mool | Sukkil | Suron
eer uppu ai am | itham
M percentage | 100% | 100% 0 0 0 0 0 0
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TABLE-11
ENNVAGAI THERVUGAL REFERENCES

S.no | Ennvaga

thervuga No.of cases | Percentac
1 Naa 50 100%
2 Niram 50 100%
3 Mozhi - -
4 Vizhi 50 100%
5 Sparisar 45 90%
6 Malam 50 100%
7 Moothiran 50 100%
8 Naadi 18 26%

Pitha kabar

Kaba pithar

ENNVAGAI THERVUGAL REFERENCES

100%100%  100% _ 100%100%
100% - 2% |
90% - ] \
80% - |
70% |\
20% 26%
3% =
0
10% 2
0% =
Na | Nir | Mo | Viz | Spa |Mal | Mo | Na
a |am | zhi | hi |risa|am |oth | adi
m ira | Pit
m | ha
kab
am
Kab
a...
M Percentage 100%100% 0% [100% 90% 100%100% 26%

B Naa

W Niram

B Mozhi

| Vizhi

H Sparisam

® Malam
Moothiram

Naadi Pitha kabam Kaba pitham
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Table - 12

NEIKURI
S.No Neikuri No.of Cases Percentagt
1. Aravupo - -
2. Aazhipo 50 100%
3. Muthupo - -
NEIKURI
100%
100% -
90% -
80% -
70% -
60% - H Percentage
50% -
40% -
30% -
20% -
10% + 0% 0%
0% A 4
Aravupol Aazhipol Muthupol
B Percentage 0% 100% 0%
[ |
[ |
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Table - 13

NEERKURI
S.No Neerkuri Changes No of Cases Percentagt
1. Niram Dark yellow| 50 100 %
Colour Urine
2. Edai - - -
3. Manam - - -
4, Nurali Nurai was| 34 680
observed in
34 cases
5. Enjal - - -
NEERKURI
100% -
90% A
80% - 68%
70% A M Niram
60% A m Edai
50% -
M Manam
40% - .
30% - M Nurai
20% - H Enjal
10% - 0% 0% 0%
_ _ a_
0%
Niram Edai Manam Nurai Enjal
B NEERKURI 100% 0% 0% 68% 0%
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Table -14
RELIGION DISTRIBUTION

S. No Religion No of cases Percentage
1. Hindu 31 62 %
2. Christian 9 18 %
3. Muslim 10 20 %
RELIGION

H Hindu
M Christian

= Muslim
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TABLE -15
CLINICAL FEATURES DURING ADMISSION

S.NO | Clinical Features During During
Admision discharege
No of cases
No. of cases
1 Loss of appetite 50 Nil
2 Nausea 50 Nil
3 Vomiting 43 Nil
4 Fever 45 Nil
5 Yellow Coloured 50 4
Conjunctiva, sclera and
tongue
6 Yellow Colour urine 50 4%
7 Constipation 41 Nil
8 Diarrhoea 6 Nil
9 Abdominal pain 8 Nil
10 Puritus 50 Nil
11 Irritability 50 Nil
12 Liver tenderness 11 3
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CLINICAL FEATURES DURING ADMISSION

50

50

50

50

50

50

50
45
il
miiiiiig
i ii1E1E
i ii1E1E
i iiiENE
i iiiENE
il
il
g il
0 e T O T T
Los|Na [ Vo | Fe |Yel |Yel | Co |Dia| Ab | Pu | Irri| Liv
s |us [mit|ver| lo | lo [nst|rrh|do | rit |tab| er
of |ea |ing w | w |ipa|oe | mi| us |ilit |ten
ap Col|Col|tio| a |nal y | de
pet oulou|n pai rn
ite re| r n ess
d |uri
Co | ne
nju
nct
iva
, SC
ler
a
an
d
to
ng
ue
M During Admision |50|50|43|45|50|50|41| 6 | 8 |50(50|11
m During Discharege |0.0/0.0/0.0/0.0/4.0/4.0|/0.0/0.0{/0.0/0.0/0.0(3.0

B During Admision

B During Discharege
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TABLE-16
RESULTS AFTER TREATMENT

S.no Result:
No.of cases | percentag
Good relie 47 94%
Moderate relie 3 6%
Mild relief - -

Results after treatment

0%

B Good relief
B Moderate relief

m Mild relief
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OP CASE LIST

SL.NO | O.P.NO Name Age/Sex No of days treated Réisu

1. 52407 Raja 12mc 31 Good
2. 52408 Jothi 8fc 21 Good
3. 53669 Kumar 2mc 9 Good
4, 53707 Subathra 7Fc 15 Good
5. 53708 Baba 11mc 15 Good
6. 53775 Dvaika 2FC 15 Good
7. 55271 Pushbaraj 9mc 11 Good
8. 57851 Saravanan 11mc 9 Good
9. 63005 Vikki 2% mc 12 Good
10. 63006 Mathumitha 1% FC 19 Good
11. 63604 Vijay 6mc 17 Good
12. 63645 Raja 9mc 17 Good
13. 63680 Prasanna 9FC 13 Good
14. 64936 Ameera Jeniya 2FC 8 Fair
15. 67276 Bhagavathi 9FC 14 Good
16. 67277 Bhavithra 6FC 14 Good
17. 67673 Pooban Smc 13 Good
18. 67784 Sabiya 4FC 33 Good
19. 68029 Nithya 2FC 30 Good
20. 68042 Kalyana Kumar 12MC 30 Good
21. 69714 Sakthi 12FC 21 Good
22. 70172 Karthika 12FC 20 Good
23. 72070 Sameeha 7FC 25 Good
24. 72249 Ponni 12FC 45 Good
25. 73545 Deepa 12FC 47 Good
26. 77194 Daniel 11MC 16 Good
27. 80170 Jesulin 12FC 36 Good
28. 83535 Puvaneshvaran 10MC 16 Good
29. 85584 Sakthivel 3% MC 8 Good
30. 100955 Fathima 12FC 9 Fair




TABLE SHOWING RESULTS

SL IP Patient Agel/s | DOA Signs  and| Neer Neikuri Treatment DOD Total Result
NO | NO | Name ex symptoms kuri Medicine Days
Treated
1. 1840| Bavatharanj 12FCG 09.02|2Anorexia, Yellow | Ring karisalankannj 16/12/ | 8 Good
012 Nausa,Vomi churnam 5gmg 12
ting, fever, two timg/day
Yellow with sugar
coloured
Urine  and
Sclera
constipation,
Abdominal
Pain
2 1896| Biyula 11FC| 15/12/1 Fever, Yellow | Ring karisalankannj 18/02/ | 4 Good
2 Nausa,Vomi churnam 5gms 12
ting, two timg/day
Yellowish with sugar
discolouratio
n of urine,
Diarrhoea
3. 2392| Porselvi 12FC| 24/07/pLoss of| Yellow | Ring karisalankannj 18/8/1 | 15 Good
012 appetite, churnam 5gms 2
abdomen two timg/day
pain nor with sugar
associated
with
Vomiting,
Constipation
, Yellowish
discolouratio
n of Urine
4 2464| Vasthirani 12FC| 28/7/2DNausea, Yellow | Ring karisalankannj 13/8/1 | 15 Good
12 Vomiting, churnam 5gms 2
Loss of two timg/day
appetitie, with sugar
abdominal
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Pain,
Yellowish
discolouratio

n of Urine.

2644

Saravanan

11IMC

10/08f{ZFever,

012

Vomiting,
Abdomer
Pain, Loss of
appetite,
Yellowish
discolouratio
n of sclera,
Urine,
lethargy,
Throat Pain

Yellow

Ring

karisalankann
churnam 5gmsg
two timg/day

with sugar

14/08/
12

Good

2902

Vishnu

6mc

03/09/2 Nausea,

012

Vomiting,
Abdominal
Pain +in

Rt.
Hypochandri
um,  Liver
enlargement,
Yellowish
discolouratio

n of Urine

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

10/09/
12

Good

3297

Joba

12FC

27109

012

2Vomiting,
Constipation
, Loss of
appetitie,
associated
with
abdominal
Pain + in the
rt
hypochandri
um and
epigastrium
region,

yellowish

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

02/10/
12

Fair
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discolouratio
n of Urine.
Sclera,

Lethargy

2391

Malathi

2FC

02/10/1
012

» Nausea,
Vomiting,
Loss of
appetitie
associated

c
abdominal
Pain, Loose
Stools,
lethargy,
Yellowish
discolouratio

n of Urine

Yellow

Ring

karisalankann
churnam 5gmsg
two timg/day

with sugar

05/10/
12

Good

3397

Banu

12FC

03/10/
012

?Loss of
appetite

associated

wit

h
abdominal
Pain,
Constipation
, Yellowish
discolouratio
n of Sclera,
Cough,
throat pain,
headache

Yellow

Ring

karisalankann
churnam 5gmsg
two timg/day

with sugar

06/101
2

Fair

10.

3335

Sameeka

7FC

29/09
012

Fever,
Nausea,
Yellowish
discolouratio
n of Sclera,
conjunctiva
and Urine,
Lethargy

abdominal

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

08/10/
12

10

Good
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Pain + Rt.
hypochondri

um

11.

3336

Atheepa

12FQ

29/09/2Anorexia,

012

pruritus,
passing clay
coloured
stools,
yellowish
discolouratio
n of sclera,
conjuctiva,
Urine,
enlargement

of liver

Yellow

Ring

karisalankann
churnam 5gmsg
two timg/day

with sugar

08/10/
12

11

Good

12.

3549

Sakthi

12FC

12/10/Rloss of

012

appetite,
Vomiting
associated
with

abdominal
Pain, altered
stools,
Yellow
discolouratio
n of
Urine/Sclera
, lethargy,
dyspnoea,

Chest Pain.

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

20/10/
12

Good

13.

3633

Immanuvel

12mc

20/10
012

2Nausea,
Vomiting,
Loss of
appetite,
abdominal
pain, altered
stools,
yellowish

discolouratio

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

28/10/
12

Good
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n of urine,

sclera

14.

3632

Daniel

12mc

20/10/
012

P Fever,
Nausea,
Vomiting,
Abdominal
Pain + in the
rt
hypochondri
um,
yellowish
discolouratio
n of Sclera,
Urine,
Constipation

, Lethargy

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

28/10/
12

Good

15.

3663

Yashin

4MC

25/10/2 Nausea,

012

Vomiting,
Loss of

appetite assd

c
abdominal
Pain,
Yellowish
discolouratio
n of Sclera,
Urine,
Lethargy,
Pale colour
stools,
Cough, Cold

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

02/11/
12

Good

16.

3642

Esthar

6FC

22/10
012

?Fever,
Nausea,
Loss of
appetite
associated
with
abdominal
Pain,

Passing glay

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

30/10/
12

Good
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coloured
Stools,
Pruritus,
yellowish
discolouratio
n of Urine,
Sclera,

Lethargy

17.

3012

12M(

11/09
012

2Fever,

anorexia,
Nausea,
Vomiting,
Yellowish
discolouratio
n of sclera,
conjuctiva
and Urine,
Passing glay
coloured
Stools,
abdominal
Pain, Liver
enlargement
two finger,
pruritus,
Loss of
appetite,
lethargy

Yellow

Ring

karisalankann
churnam 5gms
two timg/day

with sugar

14/09/

12

Good

18.

3948

11/2
FC

20/11/2
012

Abdominal

Nausea,
Vomiting,
Yellowish
discolouratio
n of Urine,

Sclera,

Pain,

Diarrhoea.

Yellow

Ring

karisalankann
churnam 5gmsg
two timg/day

with sugar

26/11/
12

Good

19.

3949

2MC

20/11
012

2Anorexia,

Loss of

appetite,

Yellow

Ring

karisalankann
churnam 5gmsg

two timg/day

26/11/
12

Good
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Vomiting, with sugar
abdominal
Pain,
Yellowish
discolouratio
n of sclera,
Urine,
lethargy
20. 4397| Ponni 12FC| 18/12/RFever, Yellow | Ring karisalankannj 22/12/ | 5 Good
012 anorexia, churnam 5gms 12
Vomiting, two timg/day
abdominal with sugar
discolouratio
n of sclera,
Urine,
Lonjuctiva.
CLINICAL INVESTIGATION BEFORE TREATMENT
SI.No | IP.NO Age/ | Date of| Urine Bile salt | Bile Hb Serum SAP | SGOT SG | HBs
Sex Color color pigment | Gm/dl Bilirubin Mg% | U/L PT | Ag
Mgs uU/L
1. 1840 12FC| 9/2/12 Yellow| Positive Positiyve 10.8| .81 5 35 32 | -Ve
2. 1896 11FC| 16/2/12 Yellowl Positive Positiye 85 |2 8 42 37 | -Ve
3. 2392 12FC| 24/7/12 Yellow| Positive Positiye 8 1.6 4 34 32 | -Ve
4. 2464 22FC| 28/7/12 Yellowg Positive Positive 11.5| 1.8 5 30 29 -Ve
5. 2444 11M | 10/8/12 Yellow | Positive| Positive 12.2 2.3 10 42 38-Ve
C
6. 2902 6MC | 09/09/12 Yellow| Positive Positive 9.2 91 6 40 35| -Ve
7. 3297 12FC| 27/09/12 Yellow Positive Positiye 11.2| 2.9 8 50 40 | -Ve
8. 2391 2FC 02/10/12 Yellowy Positive Positiye 10.5| 3.5 9 48 45 | -Ve
9. 3397 12FC| 03/10/12 Yellow Positive Positiye 12.4| 4.2 12 80 65| -Ve
10. 3335 7FC 29/9/12 Yellowy Positive Positive 11.8| 2.8 8 75 60 | -Ve
11. 3336 12FC| 29/9/12 Yellow Positive Positiye 11.5| 3.5 14 80 55| -Ve
12, 3549 12FC| 12/10/12 Yellowy Positive Positive 511. | 3.7 12 80 60 | -Ve
13. 3633 12FC| 20/10/12 Yellowy Positive Positive 610. | 3.6 11 75 55| -Ve
14, 3632 12M | 20/10/12 Yellow | Positive| Positive 10 2.0 9 50 45 e-V
C
15. 3642 6FC 22/10/12 Yellow| Positive Positive 9.4 3.2 8 45 30 | -Ve
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16. 3663 4MC | 25/10/12 Yellow| Positive Positive 12 24 14 85 70 | -Ve
17. 3012 12M | 11/9/12 Yellow | Positive| Positive 8.5 2.2 6 45 3B e-V
C

18 3948 1%.FQ 20/11/12 Yellow | Positive| Positive 10.8 2 4 36 30 e-Vv

19. 3942 2MC | 20/11/12 Yellow| Positive Positive 11.4| 1.4 35 28 | -Ve

20. 4327 12FC| 18/12/12 Yellowy Positive Positive 510. | 1.6 48 40 | -Ve

CLINICAL INVESTIGATION AFTER TREATMENT
SI.LNo. | IP.NO | Age/Sex| Date afUrine color | Bile Bile Hb | Serum | SAP | SGOT | SGPT | HBs
Admission salt pigment | Gm/dl | Bilirub | Mg U/L uU/L Ag
in %
Mgs

1. 1840 12FC 9/2/12 Normal NegatiNegative | 12.4 0.9 4 25 22 -Ve
ve

2. 1896 11FC 16/ 2/12 Normal NegatiNegative | 11 1.2 6 35 30 -Ve
ve

3. 2392 12FC 24/7112 Normal NegatiNegative | 10 1.2 3 26 24 -Ve
ve

4, 2464 22FC 28/7/12 Normal NegatiNegative | 12.5 0.9 4 29 26 -Ve
ve

5. 2444 11MC 10/8/12 Normal Negati Negative | 12 15 7 38 30 -Ve
ve

6. 2902 6MC 09/09/12 Normal Negati Negative | 10 0.9 4 35 28 -Ve
ve

7. 3297 12FC 27/09/12 Normal NegatiNegative | 11.8 15 6 40 30 -Ve
ve

8. 2391 2FC 02/10/12 Normal NegatiNegative | 12.4 1.8 7 42 34 -Ve
ve

9. 3397 12FC 03/10/12 Normal NegatiNegative | 13 1.8 8 50 38 -Ve
ve

10. 3335 7FC 29/9/12 Normal NegatiNegative | 12.5 0.9 4 40 30 -Ve
ve
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11. 3336 12FC 29/9/12 Normal NegdtiNegative | 12 2.1 60 42 -Ve
ve

12. 3549 12FC 12/10/12 Normal NegatiNegative | 10.5 1.6 65 40 -Ve
ve

13. 3633 12FC 20/10/12 Normal NegatiNegative | 11 1.2 42 28 -Ve
ve

14. 3632 12MC 20/10/12 Normal Negati Negative | 11.4 0.8 36 28 -Ve
ve

15. 3642 6FC 22/10/12 Normal Negati Negative | 10 1.6 34 24 -Ve
ve

16. 3663 4MC 25/10/12 Normal NegatliNegative | 12 2.9 62 54 -Ve
ve

17. 3012 12MC 11/9/12 Normal NegatiNegative | 10 1.0 36 28 -Ve
ve

18 3948 1%FC 20/11/12 Normal NegdtiNegative | 12.6 0.9 28 22 -Ve
ve

19. 3942 2MC 20/11/12 Normal NegatiNegative | 12.6 0.8 32 20 -Ve
ve

20. 4327 12FC 18/12/12 Normal NegatiNegative | 11.3 0.7 36 28 -Ve

ve
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EXAMINATION OF THE ABDOMEN
All patients’ abdomen were systematically examitgdinspection, palpation
and percussion.
Inspection
In abdomen examination, the patient should beenter upright posture.

The abdomen bulging, epigastric pulsation, colduhe skin, movement of the
abdomen, any distended vein, position of the umliand pigmentation of the
abdominal wall were noted.
In all patients

s The shape pulsation of the abdomen are not present

* No distended veins

¢ No visible peristaltic movements

¢ The Umbilical position is normal

+ The abdominal wall moved in respiration

¢ The surface of the abdomen is soft.
Palpation

s Tenderness of liver

R/
0‘0

Enlargement of liver

R/
0‘0

Enlargement of spleen

‘0

Other palpable mass were noted.

L)

O/
0‘0

Rigidities is not present in any patients

‘0

In 1 case the liver was enlarge in 3 fingers wathdierness.

L)
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+ In 2 cases the liver was enlarge in 2 fingers tatiderness
+ In 8 cases the liver was enlarge in 1 finger
% Spleen was not enlarge in any case.
Percussion
+¢ Fluid thrill and dullness were not present.
Diagnosis
Diagnosis was made on the basis of eight typ@svektigation.
The Symptoms are,
» Fever
*+ Nausea
s Vomiting
% Anorexia
% Weakness
+ Yellow coloration of sclera, Conjunctiva, Urine afhdngue
+ Tenderness present in the Rt hypochondrium
¢ Iritability were noted and diagnosed as Manjal Kiana
To confirm the diagnosis of patients
* Age
% Social status
s Season
+ Place

% Modern laboratory facilities are to be taken faghosis.
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Treatment

All 50 cases were treated with

1. Karisalankani churanam

1-5years : 3 grms 2 times with white sugardasy.
6- 12 years : 5 grms 2 times with white sugardast.
Result

Among 50 patients, 38 patients relived by theimptaints with in 5
days and 12 patients were relived by their comgaaithin 10-15 days.
Clinical symptoms

The progress was observed by important clinicatiuiees Viz,

‘0

» Fever

L)

*

Yellow coloured urine

0

*

L)

» Nausea

L)

*

Flatulence

0

L)

* Tiredness

0

\/
’0

*

Pain in Rt hypochondric redion
Objectives signs

In 85% of the cases is disappearance of yellowuration of urine,
Sclera and conjunctiva.

Then in 50 cases of Manjal Kamalai the followinigservations were

recorded from the result of treatment.
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SUMMARY AND CONCLUSION
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LDEHF6IT  SHITLOTEN6ED

SUMMARY

In India there are many existing predisposing diectwhich produce
jaundice. Economically poor social status and ditgrare mainly responsible
for the poor knowledge about Jaundice.

Manjal Kamalai, a pitha type of disoraéth considerable involvement
of liver and gall bladder and wide constitutionsdture was taken for this study.

Improper Hygienic measures like unpresérwater supply and drainage
system in most places and improperly preserved fbems, comtaminated
needles and blood products favour the spread arelatement of this disease.

Accurate labeling of Jaundice in every case sem$al to study the nature
and to take preventive measures.

Among 50 patients admitted, 42 patients had gadmnstory of contact
with infected persons, 8 patients had taking exeesspicy, sour and pungent
taste items. So Increased Pitha Kutram and theectafi normal function of
liver and it produced jaundice.

The clinical feature of the manjal kamalai reskslthe clinical
entity of infective hepatitis, discussed in varibsrature collected in siddha and
modern side dealing with the disease.

50 cases were admitted for study in the In-patiEgartment. Amoung
the patients 20 were Male and 30 were female.

The diagnosis of this disease were made on this lod eight types of
clinical investigation, and mukkuttram mentional anddha literature with
concurrent practical application of modern cliniaat laboratorical approach.

The important observation during this study hasnbshown that no
patients were developed or reported any featurdartdfer complications like

coma, Intestinal hemorrhage etc.
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The occurrence of this disease was marked in kKagthir and
mudhuvenil kalam.

The common belief of the publc is that the siddimedicines and diet
prescribes are more effective in the treatment ahjal kamalai is once again
established by the clinical study.

The cost of the medicine used in the treatmenawhdice is very low,
that is very cheap when compared with the costloéromedicine s used in the
treatment of jaundice.

The adverse side effect are nil in the treatmémdwndice by the Siddha
Medicine.

“TODAY’S CHILDREN ARE THE LEADERS OF TOMORROW”
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ANNEXURES

LDEhTF6IT  SHITLOTEN6V

ANNEXURE I
PREPARATION &PROPERTIES OF
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TRIAL DRUGS

LOEhF6IT  GBTLOTEN6D
INGREDIENTS OF TRIAL DRUG:

KARISALANKANNI CHURNAM

Karisalankkani Samoolam - 800gm
Athimathuram - 200gm
Elam - 200gm
Thirikadugu - 200gm
Thiribala - 200gm
Thalisapathiri - 200gm
Kothumalli Vithai - 200gm
Maramanijal - 200gm
Mookirattai - 200gm
Seeragam - 200gm

Karunjeeragam - 200gm
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Method of preparation:

All the above ingredients are ground well into fpewvder and filtered by
cloth (Vasthirakayam).

DOSAGE:
1-5yrs —» 3gms two times / day
6-12 yrs 5gms two times / day

Adjuvant : white sugar
Vehicle: Honey
Indication: MANJAL KAMALAI, PANDU, SOBAI

Reference:CIKITCHARATNA DEEPAM Il PART VAITHIYA
CINTHAMANI PAGE NO:162
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6J6VLD &HHG

(ELETTARIA CARDAMOMUM) (ZINGIBER OFFICINALE)

I UENEE LD6V6V)

(ABIES SPECTABILIS) (CORIANDRUM SATIVUM)
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&BHEHSTUI LOJLD(Gh & 61T

(TERMINALIA CHEBULA) (COSCINIUM FENESTRATUM)

ST bHTUI FysID

(TERMINALIA BELLIRICA) (CUMINUM CYMINUM)
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&1 & 6V RIS 65016001
(ECLIPTA PROSTRATA)

S SITL_6mL

(BOERHAAVIA DIFFUSA)
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IIFIOGITLD GCeU6TEN6NT  FTdHEMIT
(GLYCYRRHIZA GLABRA) (SACCHARUN OF FICNARUM )

OIB6LES BB Sl ied
(PHYLLANTHUS EMBLICA) (PIPER LONGUM)
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&(HEhFTHID leng,
(NIGELLA SATIVA) (PIPER NIGRAM)
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ehFeit HflFTemey :

Botanical Name
Family

Suvai

Thanmai

Pirivu

Part Used

The herb has been known for its curative properéind has been
utiliszed as antihepatotoxic, antihaemorrhagic, analgesic, anti@cterial,

antioxidant, immunomodulatory properties and it is considered as a good

rejuvenator too.

It is used as a tonic and diuretic in hepatic sypléen enlargement.

PROPERTIES OF TRIAL DRUG

Eclipta alba
Asteraceae
Kaippu
Veppam
Karuppu
Whole Plant

It is also used in catarrhal jaundice and for shkgease.

The alcoholic extract of the plant has shown ardlvactivity against
virus. The fresh juice of leaves is used for iasreg appetite, improving

digestion and as a mild boel regulator. It is camip used in viral hepatitis to

promote bile flow and protect the parenchyma.

It is widely used in India as a chologoague anobd&utent in hepatic

enlargement, for jaundice and other ailments ofittee and gall bladder.
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Parts Chemical Constituents

Leaves Wedelolactone [1.6%]
desmethylwedalolactone,
desmethylwedalolactone-7-glucoside,
Stigmasterol

Roots Hentriacontanol, Heptacasnol
Stigmasterol, Ecliptal, Eclalbatin

Aerial Parts P-amyrin & luteolin-7-0-
glucoside,Apigenin,cinnaroside,sulpht
compound, Eclalbasaponin I-VI

Stems Wedelolactone

Seeds Sterols, Ecliptalbine (alkaloid)

Whole Plant Resin, Ecliptine, reduing suga

Nictonine, Stigmasterol, Triterpen
Saponin, Eclalbatin, Ursolic aci

oleanolic acid.

Pharmacological activities of the chemical Consittents

Chemical Constituents

Pharmacological activities

Wedelolactone

Antihepatotoxic, Antibacterial,

Trypsin inhibitor, Antivenom

Eclalabasaponins

Hair revitalizing, Antiproleferative,

Demethyl Wedelolactone

Antihepatotoxic, Antihaemorrhagge,

Antivenom, dye

Dasyscyphin ¢

Antiviral, Anticancer
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Eclalbatin Antioxidant

Ecliptalbine, verazine Lipid lowering, Analgesic

ehFeir HAFTEMELOILITIG,6mILD:
“ GIBBIOIOY BTIOTeNeVGL L GUOT(BCFT6DLI

W BmLIT 6001 (BLI6v0T CevorT GULITILIL)- B3 GIF ITeoTeor
GLoU LTI B BT OUITSH B 606D BV S DI
DBUITH SHBMITCUITHSE HTEU .

-SIBHSHWIT  G6WILITL LD

SISHIDSHITLD

BOTANICAL NAME GLYCYRRHIZA GLABRA
FAMILY : Papilionacease

Suvai : Inippu

Thanmai ; Seetham

Pirivu : Inippu

Part Used ; Peeled root

CHEMICALCONSTITUENT:

Glycyrrhecticacid,glabridin,triterpenoid,Saponingggrhetinicacid,glucur

onicacid,licoagrodin,licoagrochalconesb,c,d,licdcbaeC,kanzonoly,glyiniani

nB,liquiritigeninglycosides,isoliquiritigeninglycates.
ACTION Antiviral,
Gastroprotective
MEDICINALUSES:
Frequently employed for stomach problems ,
for indigestion and liver problems .

“H50WaID LHmBBBNFFTID YalTdHs
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NHHIDSH CPTEFMFLLITHID Ol

&) 6)([HUTHBF Teuull HMIBTLOTEN6L

FmeualLm STOWCHTUI HTHIGL LB
GSIBLd UFWBSD BSHPEHTLI Bbo
GWlIemild BumTD HTHOIDH FnmIhiaTC60” .

-G6ILITLLD ep6Vlendeal@Lil

&HG

Botanical Name : zingiber officinale
Family ; zingiberaceae
Suvai : Karppu

Thanmai : Veppam

Pirivu : Karpu

Part Used ; Rhizome

CHEMICAL CONSTITUENT :
Gingerol,shoagoles and ,Sksqpenes,bisabolene

zingiberene,zingiberol,curcumene,monoterpenes,gdran
ACTION . Heating appetizer
MEDICINAL USES . Gingerols increase the motilitgf the gastro
intestinal tract and have analgesics,sedativepyaptics and antibacterial
properties.

Intestinal disorders such as indiges

Abdominal pain due to intestinal efps

Pale complexion and strengthen tidylafter blood loss.

“ G oy wCITESEH FES

&BHHBTUI

BOTANICAL NAME : TERMINALIA CHEBULA
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FAMILY : COMBRETACEAE

Suvai - Inippu, kaippu, thuvarpu, karppu, pulipp
Thanmai : Veppam
Pirivu > Inippu

CHEMICAL CONSTITUENT :
Gallic acid,chebulagic acid,chebulinic acid,tritenpid
glycosides,arjunolic acid,terminolic acid,punicafggorilagin,neochebulinic

acid,flavonol glycosides,triterpenoids,coumariniantjuinone,sennoside.

"smevilly Ljemiouns Gsirenll BTLOTEDEVLIT6IT

Lirevibly Cumbeufiés smumsd”

Frald

BOTANICAL NAME :CUMINUM CYMINUM
FAMILY ‘UMBELLIFERAE
Suvai - Inippu

Thanmai : Thatpam

Pirivu - Inippu

Part Used : Seeds

CHEMICAL CONSTITUENTS :
pinene,1,8-cineole,linalool,sesquiterpenoid

glucosides,cuminosideA,cuminosideB,methyl-d-erytiyalkyl glycosides

Hentria Contanal ,14- hepta consanol and stigmasisolated from roots —

Journal of Indian chemical society 1982,59,905.

ACTION :stomachic
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MEDICINAL USES : whole plant is tonic and deobstruent is hepaspgeenic
enlargement.Plant juice is combination with aroosatis administered for
Catarrh and jaundice.

-Indian material medical by nadkarini 1992,472

Jeera water frequently relieves gedition and flatulence

&(HEhFTHLD

BOTANICAL NAME : NIGELLA SATIVA
FAMILY : Ranunculaceae
Suvai . Kaippu

Thanmai : Veppam

Pirivu . Karppu

CHEMICAL CONSTITUENTS
Seeds contain Protein 26.7%,Carbohydrates 40%,tyimone,
nigellone, nigellidine.
ACTION :Anthelminthic, diuretic
MEDICINAL USES : Decoction of seeds especially used for intestiv@ins.

ST BBTUI:

BOTANICAL NAME : TERMINALIA BELLARICA
FAMILY : COMBRETACEAE
Suvai : Thuvarppu

Thanmai : Veppam

Pirivu - Inippu

CHEMICAL CONSTITUENTS :
Gallic acid,ellagic acid,chebulagic acid,ethyl gadlglucose.

ACTION :Tonic,expectorant
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MEDICINAL USES :Fruit used in the preparation TRIPHALA, used for

liver disease ,gastro intestinal complaints, puvggati

#ifed

BOTANICAL NAME : PIPER LONGUM
FAMILY : PIPERACEAE
Suvai - Inippu

Thanmai : Thatpam

Pirivu - Inippu

CHEMICALCONSTITUENTS:

Fruit -Guineensine,pipernonaline,pellitorine,piperanirechyamide A,
brachyamide B & brachystine.

Root- Piperlongumine,piperlingumine & Sesamine.
ACTION . Fruit acts as an analgesic,diureetaxes muscle tension &
allevation of anxiety .
MEDICINAL USES:

Fruit used in the preparation TRIKATUGU, used faapka disease,
especially respiratory tract infections-cough, latutis, asthma, enlargement of
liver and other abdominal disturbance.

Pipalli is beneficial as a brain tonic & disea$&/atha.

LD6L6V:

BOTANICAL NAME :CORIRIANDER SATIVUM
FAMILY : APIACEAE

Suvai : Karppu

Thanmai . Seetha veppam

Pirivu . Karppu
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CHEMICAL CONSTITUENTS :
Antioxidant Compounds- B Carotene, B-Cryptoxantbpoxide,Lutein -
5,6- epoxide ,Coriandrones A,B,C,D,E,.isocoumacmsandrin.
Coriander fruits- quercetin 3 —glucuronide,isoquargRutin
ACTION
Fruits are aromatic,Anti-inflammatory.
MEDICINAL USES: Seeds are used as drug for indigestion,against
worms,rheumatism & Pain in joints .
Powdered seeds decoction or infusion -—dyspeptic planis,loss of

appetite,Convulsion,insomnia & anxiety.

LOJLOEhH & 6IT:

BOTANICAL NAME : COSCINIUM FENESTRATUM
FAMILY : MENISPERMACEAE

Suvai . Kaippu

Thanmai : Vetppam

Pirivu . Karppu

CHEMICAL CONSTITUENTS
Stem-Berberine,Protoberberin®oots-berlamine, dihydroberlamine, 12, 13-
dihydro-8-oxoberberine, oxyberberine.

ACTIONS: Stomachic,tonic.

MEDICINAL USES : Powdered stem is dissolved in milk and given fo
jaundice,fever,abdominal disorders,general dehility

LIS]GH@:
BOTANICAL NAME : PIPER NIGRUM
FAMILY : PIPERACEAE

Suvai . Karppu
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Thanmai : Vetpam
Pirivu . Karppu

CHEMICAL CONSTITUENTS

Fruit —isopiperolein B, Piperine, piperidine, Pipercidpellitoroin,
pellitorine.

Essential oilEugenol, myristicin,B —bisabolone,limonene,Phestiler,

myristicin .
ACTIONS: Stimulant, antipyretic,expectorant,Carminative.
MEDICINAL USES :

Proliferation and primary seeds is used for liveecnosis,biliary

hepatomas and Viral hepatitis,sore throat and.Cold

" BTHICHTUI DTS G6OBI  SILOTE6V 10HSODGIST

APS BT ML

BOTANICAL NAME :BOERHAAVIA DIFFUSA
FAMILY :NYCTANGINACEAE
Suvai : Kaippu

Thanmai : Vetppam

Pirivu . Karppu

CHEMICAL CONSTITUENTS
Punarnavoside,B-sitosterol, tetracogamwsolic acid.
ACTIONS:
hepato protective,anti —inflammatoantipyretics,analgesics,antiviral
and anti- bacterial activity ,expectorant,carmwvedti
MEDICINAL USES : Roots used in treatment of jaundice.
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Brazil's leading medical herbalists repditsa tostao is a plant medicine
of great importance extra ordinarily beneficial tihe treatment of liver
disorders . It is employed in Brazillian ,herbakditine to stimulate the
emptying of gall bladder ,as a diuretic for app&g of liver disorders ,(including
jaundice and hepatitis ) gall bladder and ston&sacy tract disorders, renal
disorders .

In herbal medicine systems in India thetsoare employed as a
diuretics,digestive laxative,internal inflammation  of all
kinds,oedema,jaundice,menstrual problems,anaemar ,|gall bladder and
kidney disease . Throughout the tropics ,Erva tosaConsidered an excellent
natural remedy for guinea worms.

The novel alkaloids found in Erva tosts®/e been documented with
immune modulating effects .

In One study the alkaloid fraction of thetrevidenced a dramatic effect
in reducing an elevation Cortisol levels underssfel conditions(Cortisol is an
inflammatory chemical produced in the body in anmume response )
Boerhaavic acid, borhavine, heptadecyclic acid tichse
,punarnavine.sitosterols and stigmasterol are ptedérva tostae has long been
used in traditional medicine systems as a diuretic

In Traditional preparation for a general liver toni

&(HLOY

Botanical Name: Saccharum officnarum

Family : Poaceae

Suvai > Inippu

Thanmai  : Seetham

Pirivu : Saccharum juice, Suger
ACTION:

Antiseptic

Demulcent
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CONSTITUENTS:-

Sachearine, matter, water, mucilage, resin Hainaih and Vit C.

It is a good remedy In cough, hiccough, apthae hodrseness and
locally in granulation of the eyelids and corneas Ichiefly used as a vehicle to
disguise the taste of various nauseous medicingslarfly of medicines given
to children.

It is largely used as a perservation and antisefai protest active
ingredient and certain iron preparation againstiaton and putrefaction but

not against fermentation.

‘Foll BMHBBMIHGHSH HITH CUGIH]T(LPHI
Fnellb@GHD QUTHHIH Fnl (HBeYD 6JelBELD
Qb QWITHSIHLY 1TBTSH eNldbHaI6ID
Curhalengenus ol _BLI Lgewi®h
-DIHENOGHIWIT  G60ILTLLD.
“o e 106mBHIOBLIOT  Ujevort_TeOGID  BLOLIGHSLD

GILITEBBSGIOL 60 UTHEIUANHHLD CLITSEHLD

6J6VLD:

BOTANICAL NAME : Eletaria Cardamomum
Family ; Scitaminaceae
Suvai : Karppu

Thanmai ; Veppam

Pirivu : Karppu

Part used : Dried type seeds

ACTIONS: Stimulant ,carminative,stomachic

CHEMICAL CONSTITUENTS
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It contains free eugenal [70-90%] eugenolareta@17%] and
caryophyllene are its constituents. When used wealgr mthe oil is

Rubefacient and Internally it has carminative antispasmodic action.

g6eold  OILITHIE6mILD:
“ Ol TemienL UTULIBEYT BT DHBIB66D
Cop et CBmuIBIFTIIOLST BLoSSSBT6D
/6ol UL femeriosdT LGB Bem6)dh6lB606VTLD
DY 6VIDTTBIBLIOL  6T6VLD(B/H B
GJ6VLD - DIP6M6V6D Y/ BMILD
GUGVLILITL 1076V  GIBIT6mLIGH6OTLOTHEHLD .

-G6TLITLLD  eLp6Vlendau@LIL.
SHremFuSHI

Botanical Name : Taxus buccata

Family . Taxacea
Suvai . Karppu
Thanmai : Veppam
Privu . Karppu
Part used . Leaf
gliflueom
Belleric Myrobalan -  Gallotannnic acid, colouringatter, Resins,

Greenish yellow oil, Terpenes, SterBlsenols.
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Chebullic Myrobalan - Chebulinic acid, Gallic aciflannic acid, Brownish

yellow colouring matter, Resin.

Phyllanthus emblica - Rich in vitamin C

SflLeorQILIT g @ 6mILD:

“ NS BIBTFICBHTUT CleUeTTEHL L 1D D F6oTLIL J600T
GSHBBLOD LIT6WTL GHL L 1D H6TLOLI6DTLI -GILIBIIOSD
ApTFenFLISBLOLAT IO CLOLOT (B BL 60T FiTL o)l
APTEDFUIBIPLILICOS BTN  (LP6dT

-Cay6ir @6mwILmLLb.

Tripala is used as a laxative and in enlarged lisimach complaints
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ANNEXURE II
BIO - CHEMICAL ANALYSIS

LDEHF6IT  SHITLOTED6D

BIO -CHEMICAL ANALYSIS OF

KARISHALANKANNI CHURNAM

PREPARATION OF THE EXTRACT

5 gms of the drug was weighed accurately and glatea 250ml clean
beaker. Then 50ml of distilled water is added dis$olved well. Then it is
boiled well for about 10 minutes. It is cooled ditigtred in a 100ml volumetric

flask and then it is make up to 100ml with distilwater. This fluid is taken for

analysis.

QUALITATIVE ANALYSIS

S. | EXPERIMENT OBSERVATION INFERENCE

NO.

1) | TEST FOR CALCIUM: A white precipitate Indicates the
2ml of the above prepareds formed. presence of
extract is taken in a clean test calcium

tube. To this add 2ml of 4%

Ammonium oxalate solution.

2) | TEST FOR SULPHATE: No white precipitate Absence of
2ml of the extract is added tas formed. sulphate
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5% barium chloride solution.

3) | TEST FOR CHORIDE No white precipitate Absence of
The extract is treated withs formed Chloride
silver nitrate solution.

4) | TEST FOR CARBONATE: |No brisk| Absence of
The substance is treated wjtaffervescence Iscarbonate
concentrated Hcl. formed.

5) | TEST FOR STARCH: Blue colour isIndicates the
The extract is added with weakormed. presence 0
lodine solution. starch

6) |TEST FOR IRON No blue colour igAbsence of
FERRIC: formed. ferric Iron.

The extract is acidified with
glacial acetic acid and
potassium ferro cyanide.

7) | TEST FOR IRON: | Blood red colour isIndicates the
FERROUS: formed presence 0
The extract is treated with ferrous Iron.
concentrated Nitric acid and
ammonium  thio  cyanide
solution.

8) | TEST FOR PHOSPHATE: |No yellow| Absence of
The extract is treated witlprecipitate IS phosphate
ammonium Molybdate andormed
concentrated nitric acid.

9) | TEST FOR ALBUMIN: No yellow| Absence of
The extract is treated witlprecipitate IS Albumin
Esbach’s reagent formed
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10) | TEST FOR TANNIC ACID: |Blue black| Indicates  the
The extract is treated witlprecipitate IS presence of
ferric chloride formed Tannic acid

11) | TEST FOR | It gets decolourised Indicates the
UNSATURATION: presence of un
Potassium permanganate saturated
solution is added to the extract compound.

12) | TEST FOR THE | No colour changeAbsence of
REDUCING SUGAR: occurs Reducing
5ml of Benedict's qualitative sugar.
solution is taken in a test tube
and allowed to boil for 2 mins
and add 8-10 drops of the
extract and again boil it for |2
mins.

13) | TEST FOR AMINO ACID: Violet colour is|Indicates the
One or two drops of the extradbrmed presence of
Is placed on a filter paper and Amino acid
dried it well. After drying, 1%

Ninhydrin is sprayed over the
same and dried it well.

14) | TEST FOR ZINC: No white precipitate Absence of
The extract is treated withs formed Zinc
potassium Ferrocyanide
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ANNEXURE III
PHARMACOLOGICAL ANALYSIS

LOEhF6IT GTLOTEN6D

PHARMACOLOGICAL ANALYSIS

HEPATO — PROTECTIVE STUDY OF KARISALANKANNI

CHURNAM

AIM:

To groups of albino rats each consisting of 3 wadse used in this study.
One group (A) of Albino rats received CCL4 0.2 rBiding body weight
subcutaneously. The Second group (B) received CCPR#nl/ 100mg body
weight with trial drug KARISALANKANNI CHURNAM for 8 days

continuously.

On the ninth day the animals were sacrificed ael lobes excised for

histopathological studies.
Histopathological studies

In the CCL4 given group there was marked liver dgenaBoth the

sample liver shows hepatocytes with lobular disafhere is ballooning of the
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cytoplasm with plenty of fat vacuoles. In focal asdhat coalesce to form fatty
cysts. Few of the hepatocytes are completely repldy fat vacuoles. Minimal

fibrosis was seen extending from portal tract.

In group that received CCL4 and drug an over atgmtion from CCL4
damage was observed. Both the liver section showsnal hepatocytes
arranged around central vein with mild dilationn&es appear dilated with

prominent kupffer cells. Protal tracts appear exigan

These two group of liver section were compare értbrmal histological

appearance of the rat liver.

IMPRESSION

1. Group A: Moderate to severe fatty changes.

2. Group B: Non specific changes.

CONCLUSION

The test drug have hepato-protective action agd@it4 induced liver

damage.
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HISTOPATHOLOGY OF LIVER - NORMAL
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HEPATO PRODECTIVE STUDY ON RATS
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IMPRESSION

LIVER IN JAUNDICE

TR 4
.*fig.?i‘s =

SERE DX S R

Al: Section studied shows hepatocytes arranged in short cords and trabaculae . The cells have a
granular eosinophilic cytoplasm with round regular nuclei with irregular dilatation of sinusoids . The
portal tract appears normal.

A2 : Section studied shows hepatocytes arranged in short cords and trabaculae . The cells have a
granular eosinophilic eytoplasm with round regular nuclei with irregular dilatation of sinusoids . The
portai tract appears normal.

CONCLUSION:

The test drug have significant hepato proteciistéon.
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ANTI - PYRETIC STUDY OF KARISALANKANNI

CHURNAM

AIM:

To study anti — pyretic activityof KARISALARANNI CHURNAM.

PROCEDURE:

Group of six Albino rats were selectael divides equally into 2 groups
all the rats were made hyperthermic by subcutanapjestion of 12%
suspension of yeast at a dose of 1ml/100 ml of bwdight 10hrs later one

group of animals was given the test drug by gasibe the dose of 2ml.

The meal rectal temperature for twougs were recorded at O hr, 11/2
hrs and 41/2 hrs after the drug administration he Tifference between the
mean temperature of the control group and thataofl the other group was

measures.
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STUDY OF ANTI -PYRETIC ACTION
BY HIND PAW METHOD
USING PLETHYSMOGRAPH USING THE DRUG ON ____
KARISALANKANNI CHOORANAM

Sl Name of| Dose/100 Initial After Drug
No. Drug/Groups | Gram Temperature administration
body In 1% Hour | 3.0 4 1
weight Centigrade Hour | Hour
1. Control (Water)| 1ml 37.5 38.0 38,5 |385
37.5 38.0 38,5 |385
2. Standard ( Glur20 mg 37.0 36.0 35.0 |34.0
Brufer) 37.0 36.0 35.0 |34.0
3. Drug 2 mi 37.0 36.0 35.0 |345
37.0 36.0 35.0 |345

Remarks

Significant

Action

INFERRENCE: The test drug has significant actioalitti -pyretic action
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ACUTE ANTI-INFLAMMATORY ACTION KARISALANKANNI
CHURNAM
AIM
To study the anti-inflammatory effect bKarisalankanni churnam

PEPARATION OF TRIAL MEDICINE
1gm of theKarisalankanni churnamas taken and dissolved in 100ml of

hot water. A dose of 1ml was given to each ratsTlhml contains 100mg of the trial

medicine.
PROCEDURE
The anti-inflammatory activity ofKarisalankanni churnanwas studied

in healthy albino rats weighning 100-150gm. Nints rgere collected and divided into
three groups each containing three rats.

First group was kept controlled by giving distllevaster of 2ml/100gm of
body weight. The second group was given lbuprotedase of 20mg/100gm of body

weight. The third group received the trial medidfarisalankanni churnam

of 65mg/100gm of body weight.

Before administration of trial medicine, the hiagpvolume of all rats were
measured. This was done by dipping the hindpaw tibiotarsal junction, into
mercury plethysmography. While dipping the hindpaw pulling the syringe piston,
the level of mercury in the centre small tube wasglento coincide with red marking

and reading was noted from the plethysmograph.

Soon after the measurement, the medicines werengtered orally. Once
hour later, a subcutaneous injection of 0.1ml of M4V) carrageen in water was

made into plantar surface of both hind paw of eath

Three hours after carrageenin injection, hindpalume was measured once
again. The difference between the initial and fimalume was calculated and

compared.

This method is more suitable for suitable the -aritammatory activity in

acute inflammation. The values are given in théetab
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STUDY OF ACUTE ANTI-INFLAMATORY
BY HIND PAW METHOD

Using plethysmograph using the drug on __ Karisalgkanni Chooranam
Sl | Name of| Dose/1| Initial | Final | Mean | Percentag Percent| Rema
N | Drug/Gro| 00 Readi| Readi | Differe |e age rks
ups Gram |ng ng nce Inflamma | Inhibiti
body |avera|Avera tion on
weight | ge ge
1. | Control |2ml 055 | 1.4 0.85 100 -
(Water)
2. | Standard| 20 mg | 0.55 | 0.75| 0.20 23.5 76.5
( Glur
Brufer)
3. | Drug 100 625 | 1.0 0.375 44.1 55.9.
mg
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PHARMACOLOGICAL ANALYSIS OF Karisalankanni

churanam
STUDY ON HAEMATINIC ACTION

Preparation of the trail drug:

Varieties of prepamas in siddha system of medicine are
well known for its haematinic action of whidfarisalankanni churanam To
prove the efficacy of this medicine, an attempt waasde to study its effect
using “Albino rats”. For this purpose, rats wered@anaemic by the following

procedure.

Artificially induced Iron deficiency :

The albino rats taken ftrs experiment were kept in
aluminium cages and provided with drinking wated amilk, free from iron.
The administration of the iron preparation undeestigation was started, when
the haemoglobin level fell to nearly 6.0 gm/100wt. the beginning of the
experiment 40% was determined.

Study on rats

Twelve albino rats were fidsvided into equal groups, with six
rats in each group. The first group received walbe second group received.
Karisalankanni churnam All the above procedures were continued for four
weeks at the rate of once in a day. The Haemogltdiels of rats were
measured after 1 week, 2 week, 3 weeks and 4 wébksresults observed are

tabulated in the following chart
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STUDY OF HAEMATINIC ACTION

Serial | Drugs Dose| Before drug After Drug | Remarks
No. Administration administration
INITIAL Ist I i v \%
READING | WEEK | WEEK | WEEK | WEEK | WEEK
Control 5.8 5.8 5.6 55 5.3 5.2
1. (Water) 2ml 6.2 6.2 6.0 6.0 5.7 5.5
6.0 6.0 5.7 5.6 5.3 51
6.4 6.4 6.1 6.0 5.7 5.5 Significant
6.2 6.2 6.0 5.9 5.6 5.5 Action
6.5 6.5 6.2 6.1 5.8 5.6
2 Karisalankann 60 6.0 6.3 7.0 8.0 9.5 10.6
Chooranam 6.2 6.2 6.5 7.0 8.2 9.6 10.5
6.4 6.4 6.7 7.2 8.4 9.7 10.7
6.4 6.4 6.7 7.3 8.4 9.9 10.5
6.0 6.0 6.2 7.0 8.5 94 10.6
5.9 5.9 6.2 7.0 8.0 9.2 10.6

INFERRENCE: The test drug has significant actiorlaematinic action
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ANNEXURE IV
PROFORMA OFCASE SHEET
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PROFORMA OF CASE SHEET
GOVERNMENT SIDDHA MEDICAL COLLEGE

PALAYAMKOTTAI-THIRUNELVELI-627 002.
Br.lV KUZHANTHAI MARUTHUVAM POST GRADUATE
DISSERTATION STUDY ON “MANJAL KAMALAI”

ward
Ip.No
Bed No
Name
Age
Sex
Father's Name
Occupation
Income
Address
Informant
Complaints and duration
History of present illness
History of previous illness
Birth History
1. Antenatal history
2. Prenatal history
3. Neo natal history
Development history
Nutritional history
Immunization
Family history

Environmental and social history
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Place of birth
religion

Nationality
Admitted on time :
Discharge on time :
Diagnosis

Medical officer



SIDDHA ASPECT

GENERAL CONDITION ON ADMISSION
GENERAL APPEARANCE
CONDITION OF 7 UDAL KATTUGAL:

1. Saram

2. Sennear

3. Oon

4. Kozhuppu

5. Enbu

6. Moolai

7. Sukkilam / Suronitham
ENNVAGAI THERVUGAL

1. Naa

2. Niram

3. Mozhi

4. Vizhi

5. Malam

6. Moothiram

7. Sparism

8. Nadi
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MUKKUTTRANGAL

© 0 N o 0 B~ W bd e

Vatham
Piranan
Abanan
Viyanan
Udhanan
Samanan
Nagan
Koorman
Kirugaran

Devathathan

10.Dhananjeyan

PITHA

1. Anilam

2. Ranjagam

3. Sathagam

4. Prasagam

5. Alosagam
KABAM

1. Avalambagam
Kilethagam
Pthagam

Tharpagam

a ~ w0 DN

Santhigam
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KANMAENTHIRIYANGAL
1. Kai
2. Kal
3. Vai
4. Eruvai
5. Karuvai
PORI PULANGAL
1. Sound (Ear)
2. Light (Eye)
3. Sensation (Skin)
4. Taste (Tongue)
5. Smell (Nose)
GUNAM
1. Sathuva Gunam
2. Raso Gunam
3. Thamo Guman
MUMMALAM
1. Malam
2. Moothiram

3. Viyarvai
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NILANGAL

1.

2.

3.

4.

5.

kurinji
Mullai
Marutham
Neitha

Palai

PARUVA KALANGAI

1.

2.

6.

Kaar

Koothir

. Munpani
. Pinpani

. lllavenil

Mudhuvenil

NEER KURI

NEI KURI
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MODERN ASPECTS
GENERAL EXAMINATIONS:
Height

Weight

Head circumference
Mid arm circumference
General appearance
State of nutrition

Skin colour

Cyanosis

Jaundice

Pallor

Erythema
Lymphadenopathy
Clubbing

Pedal oedema

Vital Signs

Temperature
Pluse rate
Respiratory Rate

Blood pressure

187



Systemic Examination

1. Examination of the abdomen

a) Inspection: Size, shape, distended veins, posttiarmbilicus
b) Palpation: Liver, spleen, Gallbladder and tendesnes
c) Percussion: Fluid Hrill,

d) Auscultation: Bruits or Bowel sings

EXAMINATION OF OTHER SYSTEM:

CVS

RS

SPECIAL INVESTIGATIONS

Total W.B.C count:

Differential W.B.C count:

Erythrocyte sedimentation Rate:

Hemoglobin percentage
Total serum bilirubin

Direct

Indirect :
Total serum protein

Australian Antigen (HBs AQ)
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LIVER FUNCTION TEST
ALT

AST

SAP

X-RAY:

plain Abdomen
URINE:
Albumin

Sugar

Bile salts

Bile pigments
MOTION

Color

Ova

Cyst

Occult blood

TREATMENT:
ADVICE
PROGRESS OF THE PATIENT:
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GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL

PALAYAMKOTTAI — THIRUNELVELI -6270 02

Br.lV KUZHANTHAI MARTHUVAM

POST GRADUATE

DISCHARGE SHEET FOR “MANJAL KAMALAI”

NAME : ward
Age/Sex : Ip.No
Occupation / Income : Bed . No

Date of Admission
Date of Discharge

Diagnosis

190



Signs and Symptoms

During Admission

During Dischrge

Fever

Nausea

Vomiting

Loss of appetite

Yellow colored urine

Yellow colored

conjunctiva

pale colored motion

General weakness

Abdominal pain

Tender and palpab

liver

e

Constipation

Anemia

Pruritus

Diarrhoea
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QUESTIONNAIRE FOR DIAGNOSING JAUNDICE

Name -
Age/Sex -
Father’'s Occupation -

Mother’s Occupation -

Address -
FEVER:-
Yes No
Previous H/O:-
Malaria Yes No
Typhoid Yes No
Rigor Yes No
Chills Yes No
NAUSEA:
Yes No
If Yes, duration:
VOMITING:
Yes No
If Yes, duration —
Colour —
LOSS OF APPETITIE: -
Yes No
If Yes, duration:
ABDOMINAL PAIN: -
Yes No

If Yes, duration  ---
Site
CONSTIPTION:- Yes No

192



If Yes, duration:

PRUITUS:-

Yes No
YELLOWISH DISCOLORATION OF URINE:-

Yes No
HEMATURIA:-

Yes No

COLOUR OF MOTION:-
Normal / Class Colour / Pale Stools /
LOSS OF WEIGHT:-

Yes No
LETHARGY:-
Yes No
DISTURBANCE IN SLEEP RHYTHM:-
Yes No
DIETARY HABITS:-
Yes No
TAKING FOOD OUTSIDE:-
Yes No
HOME FOOD:-
Yes No

SOURCE OF DRINKING WATER:
SOCIO-ECONOMIC STATUS:-
Good / Moderate / Poor
FAMILY HISTROY:-
No of Family Members:-

No of Siblings:

Elder Younger

Living in Overcrowded Area:
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Yes

Family H/O Similar Complaints:

Yes
DRUG HISTROY:-
Yes
EXAMINATION:-
HT: CM WT:
PLUSE: mins BP: mmg
RR: mins HR: mins
Cyanosis: Yes
Clubbing: Yes
Lymphadenopathy] Yes
Oedema: Yes

EXAMINATION OF GIT SYSTEM:-

Hepatomegaly / Spleeagaty / Ascites

CVS SYSTEM:-
RS SYSTEM:-
DIAGNOSIS:-
TREATMENT PALN:-
DATE:-
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