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INTRODUCTION 

 

‘fy;Njhd;wp kz;Njhd;wh fhyj;Nj thNshL 

Kd;Njhd;wpa %j;jFb - jkpo;f;Fb” 

 

  Our India, particularly the southern part being the lemuria of human, its 

importance in the evolution of mankind. The language of the ancient people 

being Tamil, the Tamil medicine i.e. the Siddha system is the oldest form of 

medicine. 

 

The Siddha system of medicine was formulated by siddhars the blessed 

people. It possesses a treasure of relief for various ailments. The most important 

and positive approach of the system is the treatment goes hand in hand along 

with the life style and habits of the people. 

 

The development study of the medicine was handed over from one 

generation to other first orally, then was documented in Palm leaf scripts, 

carvings etc. 

 

Siddha system considers the body as a whole mode of five elements viz. 

The Pancha boothas and the three forces namely Tridoshas. Any Imbalance in 

these may manifest disease in the body. The diagnostic tools being the envagai 

thervugal. 

 

  Siddha medicine gains its importance by treating the cause of the disease 

and not merely the symptoms. 

‘Neha; ehb Neha;Kjy; ehb mJjzpf;Fk; 

tha;ehb tha;g;gr; nray;” - jpUts;StH 
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The Siddha system has in addition to cure diseases, a transcendental 

motivation, a concern for immortality of the body as the soul is also 

immortal. Thus Siddha is the earliest medical science that laid stress on 

positive health i.e a harmonious blending of physical, mental, social, mortal 

and spiritual welfare of an individual. 

"Today's children are the leaders of Tomorrow" 

-   Jawaharlal Nehru. 

 

To create a healthy society, the author has chosen to treat the disease. 

KAMALAI among the pediatric population. 

 

The medicines used are easily available and cheap can be prepared at 

homes. 
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AIM AND OBJECTIVES 

 

Healthy People Wealthy Nation 

 

 Our country being densely populated, the incidence and spread of 

certain diseases are easier, particularly in pediatric age group. The most 

commonly occuring disease is the "Kamalai" 

 

The people's irresistible faith in Siddha medicine for curing Jaundice 

interested the author towards the topic Kamalai. 

 

      The spread of Kamalai is often due to poor sanitation, poor personal and 

environmental hygiene. Lack of awareness and ignorance about the disease 

may lead to Neurological deficits, and sometimes even fatal.  

 

Proper treatment and care is to be taken at the earliest. 

 

The disease Kamalai is compared with modern medicine and its 

prognosis with the trial Medicine. 

 Elathy Choornam 
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OBJECTIVES 

 

1. To study the KAMALAI its etiology symptomatology, pathogenesis, 

prognosis and prevention. 

 

2. To know how the disease alters the normal conditions of mukkutram, 

poripulangal. 

 

3. To study the relationship of age, sex, race environment, socio 

economic status and familial incidence of the disease. 

 

4. To analyse the incidence of this disease among the children of age 

group 1-12 yrs. 

 

5. To study my trial medicine its action biochemical and 

pharmacological laboratories. 

 

6. To make awareness about the prevention of the disease. 

 

7. To have clinical trial medicine is children. 

 

  As a Siddha pediatrician had an extra personal interest in the study of 

a new drug for this common pediatric disease. 
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fhkhiy Neha; 

NtW ngaHfs; 

 fhkhiy> 

 kQ;rl; fhkhiy> 

 gpj;j Neha;> 

 kQ;rs; Neha; 

 fhkyh> 

 fhkpyh vd;gd 

 

 vjpYk; ,r;ir ,y;yhky; ,U0g;gjhy; fhkhiy fhkk; ,y;iy Mir ,y;iy vd;gJk; 

,t;thW miof;fg;gl;lJ. 

 
1. cly; KOtJk; kQ;rs; epwkhf Njhw;wkspg;gjhy; kQ;rs; Neha; 

vd;Wk; 

2. gpj;jePH ,uj;jj;jpy; fyg;gjhy; gpj;jNeha; vd;Wk; miof;fg;gl;lJ. 

 

,ay; : rpWePH> fz;> eh cly;ahTk; kQ;rs; epwj;ijg; ngw;w Nehahk;. 

     Neha; tUk; top: 

 
 ‘xsp ctH ifg;Nghpd; gpj;Jr; rPUk;” 

 vd;gjw;fpzq;f moy; Fw;wj;ijg; ngUf;ff; $ba 

 
1. cg;G> ifg;G> fhHg;Gr; RitAs;s czTg; nghUl;fis kpFjpahf cz;Zjy;> 

2. vz;nza;> nea;> nfhOg;G ,tw;iw kpFjpahf cz;Zjy;. 

3. J}a;ikaw;w ePiug; gUFjy;> J}a;ikaw;w czit cz;Zjy; Mfpa 

fhuzq;fshy; Neha;f; fpUkpfs; gpj;jg;igiaj; jhf;fp jhgpjkilar; 

nra;JtpLk;. 

4. ,aw;ifapNyNa Neha; vjpHg;Gr; rf;jp ,d;ik> ,e;Nehia cz;lhf;Fk; 

fpUkpfs; Mfpa fhuzj;jhy; gpj;jg;ig jhgpjkilfpwJ. 
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5. NkYk; gpj;jg;igapy; fl;b> fy; ,tw;wpd; fhuzkhf gpj;jehsk; 

milgLtjhYk; ,e;Neha; tUfpwJ. 

6. FUjpiaf; Nflilar; nra;Ak; kUe;J tiffshYk;> guk;giuahf tUk; ,uj;j 

Neha;fshYk;> 

7. FspH Ruj;jhYk;> gpj;j ePH jd; ,aw;if topapy; nry;yhky; FUjpapy; 

fye;J FUjpapidf; Nflilar; nra;tjhy; ,e;Neha; tUfpwJ. 

 
rpj;jH Foe;ij itj;jpaKk; kUe;Jk; khe;jphpfKk; E}ypy; 

Foe;ij mjpYk; rhpahf czT cl;nfhs;shj gUtj;jpy; ,e;Neha; cz;lhtjw;F 

ngUksT ngw;NwhHfNs fhuzkhFk;. krf;ifahd Neuj;jpy; mjpfkhf rhk;gy;> 

Rz;zhk;G ,itfis cz;gjhy; jha;f;F Nrhif cz;lhfpwJ. mfhy Neuq;fspYk;> grp 

cs;s NghJk;> gl;bdp ,Uf;Fk; NghJk;. ehtwl;rp mjpfk; cs;s NghJk;> 

Neha;tha; gl;bUf;Fk; NghJk; clYwT nfhs;tjhy; mg;NghJ cUthfpd;w 

fUtpy; gpwe;j Foe;ijfSf;F ,e;Neha; tUk;. jtpu jhapd; fUg;igapy; cz;lhFk; 

mz;lk; rhpahd tsHr;rp ngwhkNyh (m) gytpdkhdjhfNth ,Ue;jhYk; 

,e;Neha; cz;lhFk;. rhptu ftdpf;fhky; tpl;lhy; <uy;Fiyf;fl;b> tpy;thjk; Kjypa 

fbdkhd Neha;fis cz;lhf;fptpLk;. 

 

kjiyNeha; njhFg;gpd;gb> 

 fhg;ghd ghyfw;F fhkhiy jhDk; 

  fhaj;jpy; vOk;gp tUk; tpguk; NfS 

 Nfhg;ghd Kd; nrd;k Njhrj;jhYk; 

  nfhjpj;njOk;Gk; gpj;jj;jpd; #l;bdhYk; 

 tPg;ghd jha; je;ij kdk; nehe;jjhYk; 

  ntg;gkjhfp te;J jdpj;njOe;J 

 Mg;ghd fhkhiy mZFk; ghU 

  mjpd; tuyhW mtdpjdpy; miwF NtNd. 

 



20 

 

Kamalai may occur as a congential disease and also due to vitiated 

pitha humour. The ill-nourished mother, stress during antenatal period can 

also cause the disease. 

Kw;Fwp: 

 ‘gUfNt cs;sq;fh Ys;sq; iffs; 

 gfHKfq;fz; Zlk;Gkpf ntSg;G fhZq; 

 fUfNt fhy;iff Nshr;r yhFq; 

 fdkhf eLf;fpNa ,isg;Gz; lhf;Fq; 

 RUfnt kye;jhDk; twz;L fl;Le; 

 J}aKf kQ;rspl epwk jhFk; 

 ntUfNt tPf;fkha;f; fisg;Gz; lhFk; 

 kpff;fhJ ke;jk; jiy fdg;Gz; lhFk;” - A+fpKdp 

 
vd;gjw;fpzq;f kQ;rs; Nehapy; cs;sq;fhy;> if> Kfk;> clk;G ,itfs; 

ntSj;jy;> if fhy;fs; NrhHtiljy;> cly; eLf;fy;> mbf;fb ,isg;G> vUf;fl;Lg;gl;Lj; 

jPa;e;J ntspahjy;> kpfj; J}f;fk;> jiy fdj;jy; Kjypa FwpFzq;fisf; fhl;b cly; 

Kjypad kQ;rs; epwkilAk;. tPf;fk;> fisg;G> fhJ ke;jk; KjypaitfSk; cz;lhff; 

$Lnkd A+fpKdp $wpAs;shH. 

 

Classifications (Neha; vz;) 

According to Bala  vagadam: Dr. Pon Gurusironmani 

1. Oothu kamalai 

2. Varal kamalai 

3. Manjal kamalai 

According to  Madhalai Noi Thoguppu 

mwpar;nrhy;Ntd; fhkhiy MWk; mjdpd; NgHFwpAk; 

newpaha; thjgpj;j fgk; NeHe;j njhe;jk; kQ;rSld; 

Fwpahk; twSk; fhkhiy nrhd;Ndhk; $Wk; xd;nwhd;whk; 

gphpahj rhj;jpak; mrhj;jpak; Ngrf; NfSk; ngz;kapNy 
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Type 6 

1. Vatha kamalai 

2. Pitha kamalai 

3. Kapha kamalai 

4. Thontha kamalai 

5. Manjal kamalai 

6. Varal kamalai. 

 

In sidhar Kulanthai vaithiyam marunthum manthrikamum, the author 

explains the types similar to balavagadam as 

 Oothu Kamalai 

 Varal kamalai. 

 Manjal kamalai 

 

According to Dhanvanthri vaidhyam – by Dr.S.Venkatarajan 

Kamalai calssified in to 5 types they are 

1. Vatha kamalai 

2. Pitha kamalai 

3. Silathma kamalai 

4. Mukkutra kamalai 

5. Kumba kamalai 

 

Manjal kamalai is not described in Dhanvanthri 

 

According to Yugi vaidha chinthamani, The types in adults are as follows 

ciuf;fNt CJfhkhiyNahL 

caHe;j twl;fhkhiy thj fhkhiy 

Giuf;fNt gpj;j fhkhiyNahL 

Nguhd rpNyj;Jk fhkhiyahFk; 
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tiuf;fNt thj rpNyj;k fhkhiy 

tifahd gpj;j rpNyj;k fhkhiy 

Jiuf;fNt njhe;j fhkhiynahL 

#l;Rkkh kQ;rl; fhkhiyahNk. 

kQ;rshF fhkhiyNahL 

kUTfpd;w nrq;fkyf; fhkhiyahFk; 

Ftyhj Fk;g fhkhiynahL 

nfhba Fd;kf;fhkhiy gjp%d;whFk;. 

 
1. Vatha kamalai 

2. Pitha kamalai 

3. Kapha kamalai 

4. Vatha kapha kamalai 

5. Pitha kapha kamalai 

6. Mukkutra kamalai 

7. Manjal kamalai 

8. Azhagu Kamalai 

9. Sengamala kamalai 

10. Kumba kamalai 

11. Gunma kamalai 

12. Oothu kamalai 

13. Varal kamalai. 
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According to  Roga nirnaya saram (Roga nithanam) by Dr.Mahadeva 

pandithar. 

Kamalai classified in to 13 types , as described in Yugi Vaidhya 

Chinthamani 

Signs and symptoms of Kamalai(FwpFzk;) 

According to Bala vagadam 

fz;Zld; rpWePH ehf;F fzf;fNt kQ;rl; Nghyhk; 

vz;zpa Ruq;fs; the;jp naLj;jpL kaf;f Kjy; 

tz;zkha; %f;fpdPUk; tope;jpLk; tapw;W Ndhahk; 

ed;DkQ; rl;fhkhiy ehba Fzq;fs; jhNd 

Fz;baf; fukpUe;jhy; FSg;igaha; Kfq; fhy; tPq;Fk; 

tpz;bl uj;jk; tw;Wk; ntJg;GNky; tpyhtpy; Njhd;Wk; 

ghz;bapd; kyKQ; rpf;fpg; gRkQ;rl; rpWePuhFk; 

fz;baha;f; fz;ltUf;F kQ;rl;fhkhiyahNk. 

 

1. Yellowish discolouration of the sclera, conjunctiva, tongue 

      and urine. 

2. Pyrexia 

3. Vomiting 

4. Lethargy 

5. Anasarca 

6. Rhinorrhoea 

7. Abdominal pain 

8. Dropsy 

9. Anaemia 

10. Constipation 

 

The other types mentioned in Bala vadagam 
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Oothu Kamalai 

‘CJ fhkhiyf; Fzq;fNsh A+jp Kfq; fhyj;ijf;Fk; 

ghjp rhkk; grpnaLf;fk; Grpj;j TlNd ke;jpf;Fk; 

rPjk; rpWj;J tapWtpLk; rpe;ij kaf;f Kz;lhFk; 

fhJ kilf;F kpisg;Gz;lhq; fhkhiy ajpw; FzkpJNt 

fhJl Dlk;Gk; fz;Zk; fdf;fNt tPq;Fk; tw;Wk; 

NghjNt ehTk; Gz;zha;g; nghUe;jpa RuKz;lhFk; 

ntJif fhYk; NrhHe;J ntWj;jpL kd;de; jd;id 

CJfhkhiy nad;Nw Aiuj;jdH KdptH jhNd”. 
 

Oedema of the face and lower extremities 

1. Excessive appetite, flatulence 

2. Dysentery 

3. Altered sensorium 

4. Swelling all over the body (Anasarca) 

5. Sore tongue 

6. Pyrexia 

7. Malaise 

 

Varal Kamalai 

‘fz;gr;nrd; NwapUf;Fk; fhNyha;j; Jlk;GyUk; 

jz;zPHf;F nkj;jj; jtpf;Fk; - ngz;Nz 

,Ul; gpok;igg; NghY kpstYf;Fj; jhd; NeH 

tul;fhkhiyf; Fzj;jpd; thW”. 
 

1. Dark yellow coloration of the eye 

2. Lassitude 

3. Excessive thirst 

4. Dryness of the body. 
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According to Yogi vaidhya chinthamani 

Prodromal signs and symptoms 

‘gUfnt cs;sq;fhYs;sq;iffs; 

gfH Kfk; fz;Zlk;G kpf ntSg;G fhZk; 

fUfNt fhy; iff Nsha;rryhFk; 

fdkhf ef;fpNa ,isg;Gz;lhf;Fq; 

fUfnt kye;jhDk; twz;L fl;Le; 

J}aKf kQ;rspl epwkjhFk; 

ntUfNt tPf;fkha;f; fisg;Gz;lhFk; 

kpf fhJ ke;jj; jiy fdg;Gz;lhFk;”. 
 

1. Pallor of the palm, sole, face and body 

2. Lassitude 

3. Shivering 

4. Dyspnoea 

5. Constipation 

6. Yellow coloration of the face 

7. Oedema 

8. Fatiguability 

9. Generalised tiredness 

10. Heaviness of the head. 

 

According to Athma rakshamirtha vaidhya sara sangiragam 

- By Kanthaswami mudhaliyar 

 

‘nrhd;dhH KdptH fhkhiy Ngl;rh Ngl;re;jhdwpe;J 

gpd;Dk; tpahjp rhj;jpaKk; Nguhf;Fwpg;Ge; jidawpjy; 

Fd;Dk; Nej;jpug; ghpl;irfSk; TWk; ghfe;jidg; GfHe;J 

md;Nd jhKe; jhdwpa miwe;jhH tapj;jpa rhukpNj. 

Njfj;jpy; ,uj;jk; nfl;L jir ntSj;J <uy; nfl;L 

gythwhd Nuhfq;fis tpistpf;Fjyhk;”. 
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The auhor explains that, jaundice causes liver sluggishness and later on 

even to cirrhosis. 

 

 That is odema all over the body dryness of the tongue, diarrhea, thirst, 

yellow coloured urine etc. 

 

 According to Siddha Maruthuvam – by Dr.Kuppuswamy Mudaliyar 

and Noi naadal part II – By Dr. Shanmugavelu 

 

 Both were explained Kamalai as in Yugi Chinthamani 

 

According to madhalai Noi Thoguppu 

 The Disease is explained in two terms namely 

1. Manjal noi 

2. Kamalai 

fhkhiy Neha; epjhdk; 

 

mwpaNt khdplh;f;F mstpy;yh rh];jpuj;ij 

newpAlDiuj;j E}yha; epiygl Nfhh;itahfp 

Njwpa Neha;fs; nfy;yhk; rpfpr;iria nra;a Ntz;b 

fPWld; cgNjrpj;j Foe;ij Nty; KUfd; fhg;Ng 

 
fh;g;gpd;Dk; nrhy;Ntd; NfS fUjpa kQ;fs; Nehapd; 

Neh;g;gpd;Dk; khwpnahd;Wk; neba fhkhiy nahd;Wk; 

Vw;gpd;Dk; kQ;rs; vd;Dk; ,g;gb %d;W Nuhfk; 

Nrh;g;gpd;Dk; rPlUf;fha; jpU mUs; KUfd; fhg;Ng. 

 

With the blessings of Lord Muruga, the author explains three types of  

Kamalai Noi.   
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fhkhiy Neha; 

fhg;ghd m];jpapNy #Lz;lhfp 

  fUthd gpj;jkjpy; tp\k;jhd; nfhz;L 

 New;ghd euk;Gtop rpuNky; nfhz;L 

  Neuhf fyrj;Jf;Fs;Ns jhtp 

 NfhHg;ghf nfhjpj;J mdy; gpj;jk; kPwp 

  FkwpNa nghq;fp ePH kQ;rs; NghNy 

 Mg;ghf Mfhuk; Fiwe;J Nkdp 

  mfk; if fhy; efk; Rz;L fz;Z gy;Yk; 

 gy;yg;gh rpWePH kQ;rs;NghNy 

  gfH khrk; xd;W tiu kQ;rs; Nehthk; 

nty;yg;gh Kg;gJf;Fs; jPuhtpl;lhy; 

 Ntfpd;w fhkhiyajpy; NghFk; fz;lha; 

ey;yg;gh rhPunky;yhk; tpswpf; fhZk; 

 eynkdNt mWgJf;Fs; jPuhtpl;lhy; 

mg;gNd nrq;fhkhhp ahFk; fz;lha; 

 mbf;fbjhd; gdpNtHit RikAz;lhFk;. 

cz;lhFk; Nttoy; Rthrk; Kl;Lk; 

 xU Neuk; Xahky; kaf;f Kz;lhk; 

fz;lhNah fz; krq;Fk; gpuk;k Kz;lha; 

 if fhYk; cWg;ngy;yhk; jsHr;irAz;lha; 

tpz;lhNah tPf;fKw;W kyKQ; rpf;fp 

 Ntfpd;w rpNyw;gdkjpy; NfhgKz;lha; 

jpz;lhFk; rd;dpaJ NrHe;jNghJ 

 nrzj;jpNy kuznkd;W njhFj;Jr; nrhy;Ny 

nrhy;YfpNwd; kQ;rs;NehT xU khrj;jpy;  

 Njh\kpy;iy rhj;jpak; jhdhFk; fz;lha; 

ey;YfpNwd; fhkhiy uz;lhk; khrk; 

 ehafNd kUe;J nra;apy; tplg; NghFk; 
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my;YfpNwd; nrq;fhkhhp %d;whk; khjk; 

 mt;\jq;fs; nra;jhYk; mrhj;jpakhFk;. 

nty;YfpNwd; Ff;Flz;l Fok;G erpak; 

 Ntfpd;w fhprhiy vz;nza; FbePH NfS 

 
NfNs eP fkyhjp f\hak; jhDk; 

 nfbahd uh];dhjp jsTk; itNa 

ghNs eP kQ;rs; Neha; gpj;jkhFk; 

 tsUfpd;w fhkhiyaJ gpj;j thjk; 

#Ns eP rpNyw;gdk; jhd; nrq;fhkhhp 

 jpwp ehb %d;W tUk; xd;wha; $b 

MNs eP Ia gpj;j thjk; jhDk; 

 mtutHfs; epiy jtwpy; kuzk; jhNd. 

 

Symptoms of the kamalai Noi. 

The pitha is vitiated the vitiated pitha passes through the channels and 

reaches the skull. 

The Anal pitha is increased and it causes yellowish discolouration of 

sclera, skin, nail bed, mucus membranes. 

i) Passing high coloured urine. 

ii) Loss of appetite. 

iii) Weight loss. 

These symptoms may last till 1 month 

iv) Anaemia manifests 

After 2 months it produces dry cough, sweating. It is curable on 

treatment. 
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Later on leads to hepatic encephalopathy and shows, 

i) Breathlessness 

ii) Giddiness 

iii) Blurred vision. 

iv) Irrelevant talks. 

 

It is very hard to cure on medication 

• The Nadi of Kamalai is Pitha vadham 

• The poor prognosis occurs in kapha Nadi 

• While the tridosha are altogether vitated, it may lead to death. 

 

fhkhiy epjhdk; 

ghjpkjp G+z;l rptd; ghje;jd;dpy; 

 gw;wp epw;Fk; ghHtjpapd; kfdhk; ghyH 

Nrhjp tbthdtHfs; ghjk; Nghw;wp 

 Re;jukhk; ee;jp Kjy; gjpndz;NgUk; 

MjpFUthd ve;jd; ehtpy; epd;W 

 epfo;e;jplTk; thzpKjy; fhg;G jhNd. 

 

The author praises and worships the Lord Siva, Godess Parvathi and Lord 

Vignesh and Lord Muruga. He chants praise to Nandhideva and 18 

Devaganams and the Godess Saraswathi, the authority of knowledge. 

 

Fzk; 

miwFNtd; Kfk; fz;Zk; cly; ntSf;Fk; 

 mg;gNd if fhy;fs; Xa;r;rYz;lhFk; 

epiwANk ehT Kfk; ePUk; gy;Yk; 

 efq;fsJ kQ;rsJ NghNy ahFk; 

FiwANk kyk; twz;L gpyq;fs; nfl;L 

 Fg;ngdNt ,UkYz;lhk; tPf;fk; fhZk; 
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ciwANk fisg;G kpf ,isg;gjhFk; 

 cj;jkNd jiy fdKk; cz;lhk; fhNz. 

nrhd;dhH KdptH fhkhiy #l;rh #l;rk; jhdwpe;J 

 gpd;Dk; tpahjp rhj;jpaKk; Nguhf Fwpg;Gk; jhdwpa 

Fd;Dk; Nej;jpu ghpl;irfSk; $Wk; ghfk; jid Gfo;e;J 

              md;Nd juzpNahH jhdwpa miwe;jhHitj;jpnud;wtHf;Nf 

 

The symptoms are 

 Yellowish discoloration of face, sclera, tongue, skin, nailbed, 

teeth, urine, 

 Constipation, dry stools 

 Cough, Headache 

 Oedema. 

 Malaise, breathlessness.   

 

thj fhkhiy FwpFzk; 

 kapNy thj fhkhiyjhd; tUj;jk; Fzj;ij eP Nfsha; 

 FapNy Njfk; cyHe;J tw;wp Fkl;b typj;J fz;ntSj;J 

 JapNy kpFe;J %yj;jpy; Njhd;W mf;fpdp ke;jkjha; 

 capNy fUj;J iffhy;fs; Xa;e;J mire;J fisAz;lhk; 

 ke;jpj;jd;ik kpf ntWj;J tapW nghUkp kyk; rpf;fp 

 me;jpj; jpUfhy; glkijj;J Mahrj;Jld; ngyk; nfl;L 

 Ke;jp ,j;jid FzKz;lha; %Sk; uhj;jphp cwf;fkjpy; 

 je;jp ,sf jhd; tbAk; jhNd thj fhkhiyapNj 

 

The symptoms include dryness, nausea, pallor, fatigue, constipation, loss of 

appetite, weakness of limbs, abdominal guarding, oedema of feet, dullness. 
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gpj;j fhkhiy FwpFzk; 

 vd;wnjhU gpj;j fhkhiy jhDk; 

  vOk;gp tUk; $wjid ,ak;gf; NfS 

 epd;wnjhU fhy; iffs; jPg;Nghy; fhe;jp 

  ePH tpopfs; kQ;rspj;J Kfkijj;J 

 md;W Kjy; cly; twz;L ntSj;jpUky; 

  md;dkJ nrhpahky; tapW nghUkp 

 epd;wjJNt the;jp gz;zp fpWfpWg;gha; 

  Njfj;jpy; mrjpaJk; fhZk; ghNu. 

 

The symptoms are burning sensation over the limbs, yellowish 

discoloration of Urine, sclera, facial puffiness, Pallor, weight loss and 

dryness, Indigestion, Abdominal discomfort, Nausea, Giddiness, Malaise. 

 

rpNyw;gd fhkhiy FwpFzk; 

 khwptUk; jiy Kf;F Kfk; tpaHj;J 

  kWj;j fz; ehT ePH kQ;rspj;J 

 NjwplhJly; eLq;fp nkhspfs; tPq;fp 

  jpifj;jpUky; tpf;fnyhL cwf;fkw;W 

 Vwplh ele;jpLfpy; Nky; %r;rhfp 

  ,isg;GlNd Cz; Fiwe;J ,Ufz; NrhUk; 

 $wpd ,f;Fzq;fs; rpNyw;g fhkhiyf;F 

  $rhkyhz; nlhd;wpy; kUe;J nra;Na. 

 

 Sweating over head and face, 

 Yellowish discoloration of sclera, tongue, urine. 

 Oedema of joints, 

 Hiccough, Insomnia, 

 Exertional dyspnoea, 
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 Emaciation. 

 

njhe;j fhkhiy FwpFzk; 

 jhNd miuj;Jg; Gz;NghNy Njfk; nehe;J fz; ntSj;J 

 khNd jhfk; ehTyHe;J kQ;rs; epwkha; ePH fopAk; 

 NjNd %Hr;ir mrjpAld; njhpAk; tapW nghUkpNajhd; 

 NfhNd ,t;tif fz;bLfpy; $Wk; njhe;j fhkhiy vd;Nw. 

 
The symptoms include 

Severe pain all over the body, Pallor, 

Excessive thirst, Yellowish discoloration of 

Urine Fainting, Malaise, Abdominal 

guarding. 

tws; fhkhiy FwpFzk; 

 Njfk; twz;L Kfkijj;J njhpAk; tpopefk;jhd; ntSj;J 

 Mfk; jhJtJ nfl;LlNd mq;fgpyKk; Fiwe;J tUk; 

 NehFk; iffhy; Xa;tw;W elf;fpy; jpifg;G ,isg; grjp 

 Ntfk; Fiwe;J epj;jpiuAk; ntWj;J CZk; tutuNt 

 CZk; FiwAk; Nfhgk; kpFk; cw;w kQ;rs; Nghy fhZk; 

 rhZk; elf;fpy; Kl;lJthk; rhpe;NjhH khHgpy; NehTz;lhk; 

 fhZk; tapw;wpy; mbg;gf;fk; fdj;Jk; ePhpy; fLg;Gz;lhk; 

 NgZk; ,f;Fwp fz;lf;fhy; gpiog;gJ mhpjhkpd;Dk; Nfs; 

 gpd;Dk; rpyNgH nuj;jkJ Ngzp rHj;jy; MfpLthH 

 cd;Dk; ,it fz;Liug;gjw;F cw;wkhjk; vO %d;Wk; 

 ed;Dk; ehNys; ehnyz;ghd; ehbatjp fope;jpl;lhy; 

 jpz;zk; rhfhJ ,J fz;L jpwkha; mtjp ciuj;jpLNk. 

 
 ,LNk twz;l fhkhiy ,e;j Fzq;fs; ,Ue;jhYk; 

 tpLNk MwhwhwJ jd;dpNy ntSj;J Njfk; ,Ue;Jthpy; 
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 gLNk Mnwl;lJjdpNy ghoh Kd;Nd mTljj;ij 

 nfhLNk nrhy;Ntd; FspifaJ Fzkhk; ,jid fz;bLNk 

Facial puffiness, Pallor, detoriation of thathu, loss of energy, pain and 

weakness of limbs, Tiredness, Exertional dyspnoea, Insomnia, also leads to 

incurable symptoms like Emaciation, Irritation, chest pain, heaviness of 

abdomen, burning micturition. 

 

Some may show haematemesis, it may cure within 3 months 28 days. 

 

If the symptoms continue, it leads to more pallor and persists and 

shows bad prognosis. 

 

kQ;rs; fhkhiy FwpFzk; 

 fhZk; kQ;rs; fhkhiy fz;kyk; ePH ,it kQ;rspj;J  

 CZk; Fiwe;J efk; ntSj;J cw;w tapWk; fdkhfp 

 NjhZk; mf;fpdp ke;jpj;J JapYk; ntWj;J jpifg;nga;Jk; 

 G+Zk; ,f;Fwp fz;lf;fhy; GfYk; kQ;rs; fhkhiynad;Nw. 

 

The symptoms include yellowish discoloration of sclera, stools, urine. 

 

Weight loss, pallor, heaviness of body, loss of appetite, sleeplessness, 

Tiredness. 

 

The general symptoms of kamalai are facial puffiness, pallor, 

Difficulty in breathing, thirst, detonated thathu, loss of appetite and weight 

loss. 

 

PATHOGENESIS  (Neha; cUthFk; tpjk;) 

tw;wplNt gpj;jkJ rPwpw;whdhw; 

 nfhLfhe;j Yly; twl;rp eLf;fKz;lhk; 

 kPwplNt tNjhrpae;jhdh twl;rp 
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 Nkyhd NrhgkJ tpf;fy; %Hr;ir 

 J}wplNt fpWfpWg;Gf; fhjilg;Gj; 

 njhe;jkhq; frg;GlNd kz;ilf;Fj;J 

 khwplNt neQ;nrwpT mf;dp ke;jk; 

 kfj;jhd FspHRuKk; fha;jyhNk 

 MNkjhd; mj;jpRuk; ghz;L Nrhif 

 jhyhd tplr;RuKk; gpuNkfe;jhd; 

 NghNk jhd; fhkhiy gpj;j Ntl;if 

 nghy;yhj ghz;LlNd rpte;j ePuhk; 

 NjNkjhd; rptg;G thA kQ;rshAk; 

 rpWrpWj; jpUz;L fUFop tpOe;J 

 ehNkjhd; nrhd;NdhNk gpj;jf;$W 

 etpd;wpl;lhH thrKdp etpd;wpl;lhNu”. 
 

The sites of pitha in the body are skin, eyes, urine, stools, stomach, 

blood, saliva and chaaram. 

 

When the pitha dosha gets deranged the strength and colour of the 

body gets altered. Body temperature is elevated and manifests yellowish 

discoloration over skin, sclera and urine.  

 

The tastes vitiating pitha are  

Sour = soil + fire  

Salt = Water + fire  

Pungent = Air + fire 

 

These tastes when consumed in excess, the pitha gets vitiated and leads to 

Manjal kamalai. 
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On increasing consumption of sour taste, the fire content of the pancha 

bootha is increased and disturbs the Anal pitha which disorders samanan and 

causes imbalance in chaaram and blood which leads to Manjal kamalai. 

 

On increasing salt taste, dislike to food, dullness occurs.  

 

On  increasing pungent taste,  nausea,  excessive  salivation, indigestion, 

constipation occurs. 

 

Sour taste 

 

Disturbs Anal pitha 

 

Deranges samanan 

 

Indigestion 

 

Chyle(saaram) imbalance 

 

Blood disorder 

 

Manjal kamalai 

 

Mukkuttra verubadugal (Kf;Fw;w NtWghLfs;) 

Intake of Pitha porulgal excessively which are having the taste of sour, 

salt and pungent, occupation wandering in the hot sun, sleeplessness during 

night etc. These activities vitiating the Pitham, then kabam is also deranged 

then these two thathus affects viyanan. It also affects blood. Liver, bile and 

produce jaundice. 
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Diagnosis  (gpzpawp Kiwik) 

Piniyarimuraimai means method to find out the disease. 

This is based upon three main principles and Envagai thervugal 

The three main principle are 

1. Poriyal arithal  

2. Pulanal arithal  

3. Vinathal. 

 

Pori  - Five organs of perception. They are skin, tongue, eyes, nose and ears. 

Pulan - Functions of five senses, they are touch, taste, sight, smell and sound. 

  Examination of the pori and pulan of the patient by pori and pulan of  

    the physician. 

Vinathal - asking question concerned with the disease, to the patient or  

         asking to his parents or relatives. 

 

Ennvagai thervugal 

       ‘ehb ghprk; ehepwk; nkhop tpop 

 kyk; %j;jpukpit kUj;JtuhAjk;” 

 ‘nka;f;Fwp epwe;njhdp tpop ehtpUkyk; iff;Fwp”  

- Neha;ehly; ghfk; - 1 

1. Naadi 

2. Sparisam 

3. Naa 

4. Niram 

5. Mozhi 

6. Vizhi 

7. Malam 

8. Moothiram 
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1. Naadi 

Naadi is defined as the Uyirthathukkal which are responsible forthe 

existence of life in the physical body. It is mentioned in Noi Nadal Part-I as 

follows, 

‘clypy; capH jhpj;jpUg;gjw;F fhuzkhd rf;jp vJNth mJNt ehb” 
 

So Naadi is the vital force of life. By means of feeling the beating of 

radial artery with the tip of the three fingers that is index, middle and ring 

finger at the lower end of the radius. 

 

This Naadi denotes the pulse reading of normal vali, Azhal, Aiyyam 

and various abnormal conditions. 

 

Siddhars laid great emphasis on the study of Naadi for diagnosis, 

Prognosis and assessing the effect of treatment. 

Naadi is classified into five kinds as follows: 

1. Vatha Naadi 

2. Pitha Naadi 

3. Kapha Naadi 

4. Pootha Naadi 

5. Guru Naadi 

 

In normal practice Vatha Naadi, Pitha Naadi and Kaba Naadi can be 

observed. The proportion of Vatha, Pitha, Kaba Naadi are 1: ½ : ¼. Pootha 

Naadi and Guru Naadi are not generally observed in practice, since it cannot 

be learn without the help of Yogi, Asan or Guru. 

 

The characters of Naadi are elaborately explained in our Siddha 

literature like "Pathinen Siddar Naadi". 
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Each Naadi has its own origin, region, functions, movements and 

Mathirai (Proportion) 

 

Index finger should be used to feel Vatha Naadi. 

Middle finger should be used to feel Pitha Naadi. 

Ring finger should be used to feel kaba Naadi. 

 

In Manjal Kamalai the Pitha and kapha Naadi is mostly affected. 

Hence the Naadi in this disease is Pitha Kabam. 

 

gpj;j fg njhe;j ehb FwpFzk; 

 ‘gz;ghd gpj;jjpy; Nrj;Jk ehb . . . . - rjf ehb 

  
fgehb kpFjpahy; tUk; Neha; 

 ‘jhdKs;s Nrj;Jke; jhdpsfpy; . . . . - rjf ehb 

  
Iagpj;j njhe;j ehb FwpFzk; 

 ‘,lkhd Nrj;Jkj;jpy; gpj;j ehb . . . . - rjf ehb 

 

2. Sparisam 

Sparisam is a method of palpation and percussion to know the 

condition of the body like warmth, fever, chillness, sweating, numbness, 

paresthesia, dryness of the body, erosion, patches, ulcers, oedema, 

emaciation, swelling, obesity, enlargement of spleen and liver etc. 

 

3. Naa (tongue) 

This is the method of Inspection of the tongue mainly gums, teeth, lips, 

palate etc. To find out the colour changes according to Vatha, pitha, Kapha 

and Mukkuttra disease, glossy tongue, coated tongue, flushing, Yellowish 

discolouration, pallor, fissures, Neoplastic changes and deviation of the 

tongue etc. 
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In Jaundice Yellow-coated tongue denotes the anorexia, bittertaste, 

excessive salivation with vomiting. 

4. Niram (colour) 

Diagnosis made with help of colour of the body such as pallor, yellow, 

cyanosis, Vatha, Pitha, Kapha, Thontha and Mukkutra colour etc, In 

Jaundice skin and sweat is yellow in colour. 

 

5. Mozhi 

This is very useful to diagnose a disease with the help of speech and 

pitch of the tone, In Jaundice speech is not affected. 

 

6. Vizhi 

This method is useful to diagnose a disease, by examining the eye such 

as the colour of the eye, lacrimation, drooping of eye lids and haemorrhage 

etc. 

In Jaundice the sclera, conjunctiva become yellow in colour. 

7. Malam 

In Vatha type, malam is hard, dry, scanty and black in pitha type the 

stools are loose (semisolid) moderate in quantity yellowish red in colour 

with fermenting odour, in kapha type the stools are white or clay coloured 

considerably large in quantity containing lot of mucous and frothy bubbles. 

In Thontha type the malam may posses some of the combined features 

of two dhoshas. 

In Thiridosha of sannibatha Kamalai, the malam may posses some of 

the features of all three doshas described above. 

‘ky %j;jpuf; Fwp nrg;gpbd; kiyNkw;gjp tpsf;fhk; 

ikaw;nfhU fizahfpa nkstw; fpizahNk 

kykhdJ Gayh nkdpw; kd;dpw; ngWRuNk 

kyUq; ftpuhdhy; jikr;rd; ngWRukhNk 
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kfthd; fhpahdhyJ kwtd; RukhNk 

kQ;rl;fpizahdJ kz;izj; njhLfgNk”  

- Njud; itj;jpa kfh fhpry; 

8. Moothiram(urine) 

This investigation is more useful to diagnose the disease with the help 

of colour, smell, abnormal constituents, froth, excessive or scanty urination, 

specific gravity, mixing of blood, pus, deposits, sugar, albumin etc. 

 

ePHf;Fwpr; rpwg;G 

 ‘jHf;f rhj;jphpfshNdhH 

 ehb tHf;fkhk; ehb jd;dpy; 

 tUtJ kaf;f nkd;Nw 

 cw;wePH ghpl;irawpe;Nj 

 Aiuj;jdhpjw;F Neuha; 

 kw;nwhU tpjp E}ypy;iy 

 kUj;Jtf;fiy ty;NyhHf;Nf” - rpj;j kUj;Jthq;f RUf;fk; 

 
 kUj;Jt fiy ty;ytHf;F Nehia fzpg;gjw;F ePHFwpiaf; fhl;bYk; rpwe;jJ 

Ntwpy;iy. 

 
epwf;Fwp nea;f;Fwp epr;raj;jpw;Fhpa ePH ,yf;fzk;: 

 ‘mUe;JkhwpujKk; mtpNuhjkha; 

 m‡fy; myHjy; mfhyT+d; jtpHe;jow; 

 Fw;wstUe;jp cwq;f itfiw 

 Mbf;fyrj; jhtpNa fhJ nga; 

 njhU K$Hj;jf; fiyf;Fl;gL ePhpd; 

 epwf;Fwp nea;f;Fwp ep&gpj;jy; flNd” - Neha;ehly; Kjy; ghfk; 

 

For a Siddha Physician the Inference of Urine is the best diagnostic tool. 
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After consuming a balanced diet of proper quantity and quality at apt 

time, such that it doesn't cause any imbalance in the doshas, the person is 

adviced to have a good sleep. In the early morning, the mid steam of the fist 

urine is collected in a clear glass container and the urine is examined for its 

colour and character within 1 V2 hrs (90 mins) of collection of sample. Then 

a drop of ginglee oil is added on the surface of the urine and examined for 

the mode of its spread to detect the curability to the disease.  

 

fhkhiy Nehiaj; jUk; ePHepwk; 

 ‘thd;kPf Nkopw;Fz; ikf;Fz KwpdJ 

 J}d; fhkhiy Neha; jUk‡jpd; nwdpy; 

 gpj;j NehNaDk; gpwf;fg;gzpf;FNk”. - Neha;ehly; Kjy; ghfk; 

 Saffron mixed with black colour urine denotes the presence of 

Manjal Kamalai or else it denotes the occurrence of any other pitha 

diseases. 

 

gpj;j fhkhiy ePHepwk; 

 ‘ke;jphp epwkha; tug;gL ePUk; 

 ce;jpa vUitia xj;JU ePUk; 

 gpj;j fhkhiyfshy; gpwe;jdntdr; 

 rpj;ja tpj;jpahjukJ nrg;GNk” - Neha;ehly; Kjy; ghfk; 

 

• Dark yellow coloured or colour of lysed blood in urine denotes the 

Manjal kamalai, which on treated has good prognosis. 

On examining the colour of urine, it denotes the disease of vitiated dosha. 

 

thj gpj;j fhkhiy ePHfs; 

 ‘clYW gpzpiaf; fhz 

 Tz;ik thfl E}y; nrhy;Yk; 

 glU %j;jpuf; Fwpg;igg; 
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 ghHf;Fq;fhy; thjk; nts;is 

 jplKW gpj;jQ;rw;W 

 rptg;G kQ;rs; Nghy; fhZk;  

 Gilkpfr; rptg;G kQ;rs; 

Nghd;wpopapw; fhkhiyahNk” - Neha;ehly; Kjy; ghfk; 

• White coloured urine -      Vadha diseases 

• Yellow coloured urine -      Pitha diseases 

• Reddish yellow coloured urine -      Manjal kamalai 

 

<uy; Ruk; fhl;Lk; ePH 

“mg;G ePh; fypfd; nfhQ;rkhfNt RWf;Fkhfpy; 

Ntg;g jPuy;jhtp nrg;gpa RuKz;lhNk” 

- Njha; ehly; Kjy; ghfk; 
 

If the urine is blackish in colour and turbid it denotes hepatic diseases 

gpj;j Rghtf; nfLjp ePh; kzk; 

‘fUkhd; kzNk fkOnkd;whyJ 

 Futd; Rght Fzq;nfL ePNu” 
 

The odour of urine resembling the odour of the black deer denotes the 

vitiated pitha humour. 

 

‘vz;nza; tpl;Lg; ghHf;fk; ePhpd; tpjp 

 epwf;Fwpf; Fiuj;j epUkhz ePhpy; 

 rpwf;f ntz;nza;NahH rpWJsp eLtpLj; 

 njd;Wwj; jpwe;njhyp Nahfhjikj;jjp 

 dpd;wjptiy Nghk; newptpopawpTk; 

 nrd;wJ GfYQ; nra;jpia AzNu”. - Neha;ehly; Kjy; ghfk; 
 

 The Urine is collected as per the norms for examination and a drop of 

oil is added within it in a steady and slow manner. 
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 On close examination of the made of spread of the oil drop, it delivers 

the information regarding the disease and the vitiated dosha. 

 Oil drop spreading as a ring denotes pitha disease 

 Oil drop in urine resembling as pearl in a ring indicates Pitha disease. 

 If oil is submerged in urine it also denotes pitha diseases  

gpj;j ePH nea;f;Fwp 

 ‘MopNghy; gutpd; m‡Nj gpj;jk;” - Neha;ehly; Kjy; ghfk; 

 

Oil drop spreading as a ring denotes pitha disease 

 

gpj;j fg ePH nea;f;Fwp 

 ‘Mopapy; Kj;Jk;” - Neha;ehly; Kjy; ghfk; 

 

Oil drop in urine resembling as pearl in a ring indicates Pitha-kapha disease 

‘kpfpDk; FiwapDk; Neha; nra;Ak; E}NyhH 

 tsp Kjyh vz;zpa %d;W” - Neha;ehly; Kjy; ghfk; 

 ‘thjkha; gilj;J gpj;j td;dpaha; fhj;J 

 Nrj;Jk rPjkha; Jilj;J” - Neha;ehly; Kjy; ghfk; 

 
In Kamalai, Pitham is mostly affected and then kabam is affected. Here it is 

essential to have a thorough knowledge of pitham and kabham since these 

are affected in this disease. 

 
fhkhiy Nehapd; mrhj;jpa FwpFzk;: 

1. rPjf; fopr;ry; fhZjy; 

2. rpWePH kQ;rspj;J Fok;G Nghy; ntspNaWjy; 

3. %f;F thrid njhpahky; ,Uj;jy; 

4. nghWf;f Kbahj tapw;W typ fhzy; 

5. Gwq;fhy;> Kfk;> cly; tPf;fk; fhzy; 

6. fz; ghHit kq;fyhjy; 
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7. ,Uja ghjpg;G Vw;gly; 

8. cly; KOtJk; Kb cl;gl fow;rpf;fha; epwkhf ,Uj;jy;   - A+fpKdp 

9. tPf;fk; Vw;gly;        

 

 
 

kUj;Jtk; 

 moy; Fw;wk; ghjpf;fg;gl;L ,Ug;gjhy; mijj; jd;dpiyg;gLj;j ‘tkdj;jhy; 

gpj;jk; jhOk;” vd;w $w;Wg;gb the;jp nra;tPf;f Ntz;Lk;. ,e;Nehapy; 

gpj;jePH mjpfg;gl;L $bajhy; ,uj;jKk; ed;dpiyapy; ,y;yhJ ,Ug;gjhy; 

kpFe;Js;s gpj;jePiu ntspahf;fTk;> ,uj;jj;jpd; td;ikiag; ngUf;fTk; kUe;J 

nfhLf;f Ntz;Lk;. 

1. kpFe;Js;s gpj;jePiu ntspg;gLj;jTk;> the;jp nra;tpf;fTk;> fopr;riy 

cz;lhf;fTk; jf;f kUe;Jfis toq;f Ntz;Lk;. Nehahspapd; epiy mwpe;J 

Njitg;gbd; the;jp> fopr;rYf;F kUe;J nfhLf;fTk;. 

2. rpWePiug; ngUf;fp kpFe;Js;s gpj;jePiu ntspNaw;w rpWePH 

ngUf;fp nra;ifAs;s kUe;Jfis toq;Fjy; Ntz;Lk;. 

3. ,uj;jj;jpd; td;ikiag; ngUf;f> mar;rj;Js;s kUe;Jfis toq;f Ntz;Lk;. 

4. ,e;Nehapy; grpj;jP Fiwe;Js;sgbahy;> grpj;jPapidj; J}z;lf; $ba 

kUe;Jfis toq;Fjy; Ntz;Lk;. 

5. <uy; ,e;Nehapy; ghjpf;fg;gl;Ls;s fhuzj;jhy; <uy; Njw;wp kUe;Jfs; 

toq;Fjy; Ntz;Lk;. 

6. ,e;Nehapy; kyr;rpf;fy; Vw;gLkhifahy; kyj;ijf; fopf;f jFe;j kUe;Jfs; 

toq;f Ntz;Lk; (vz;nza; tif $lhJ). 

kUj;Jtk;: 

 fhkhiy Neha;f;F fw;fk;> FbePH> gw;gk;> nre;J}uk;> #uzk;> 

khj;jpiu Nghd;wit nfhLf;fyhk;. 

 the;jp Vw;fdNt ,Ug;gjhy; ,e;NehahspfSf;F the;jp nra;tpf;f Ntz;ba 

mtrpak; Vw;gltpy;iy. 
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 Nehahspfs; Foe;ijfshf ,Ug;gjhy; fopr;ry; kUe;Jfis mtHfspd; cly; 

td;ikiag; nghUl;L toq;ftpy;iy. 

 

kUe;Jfs; 

1. Vyhjp #uzk;  - 1fp fpuhk; Vyhjp #uzk; 

    - %d;W Ntis 

    - gRk;ghy; (m) nte;ePUld; 

    - 3 Kjy; 12 ehl;fs; tiu 
 
fhkhiy NehahspfSf;fhd czTKiw 

1. ,sePH> jz;zPH. 

2. fUk;GrhW (m) FWf;Nfh]; jz;zPH. 

3. ghHypf; fQ;rp. 

4. MuQ;Rr; rhW (Gspg;gpy;yhjJ). 

5. rhj;Jf;Fbr; rhW> ,dpg;ghd goq;fs;> thiog;gok;> Mg;gps;> cyHe;j 

jpuhl;ir. 

6. Fioa Ntfitj;j rhjk; 

7. ntz;nza; ePf;fpa NkhH. 

8. Mtpapy; Ntf itj;j ,bahg;gk;> Gl;L> ,l;yp> rPdp (m) Njd;. 

9. Jtuk; gUg;G> gr;ir gaW NrHe;j rhjk;. 

10. miuf;fPiu 

 kzj;jf;fhspf; fPiu   

 nghd;dhq;fhzpf; fPiu  Mfpaitfs; NrHe;j rhjk; 

 KUq;iff; fPiu 

11. nts;shl;Lg;ghy; (m) fha;r;rp VL vLj;jg; ghy;. 

12. jpdKk; ,UNtis ,snte;ePhpy; Fspf;fTk;. 

fhkhiy Nehapy; jtpHf;f Ntz;ba czTfs;: 

1. cg;G 

2. Gspg;G 
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3. fhuk; 

4. vz;nza;> nea; NrHe;j nghUs;fs; 

5. ghfw;fha;> mfj;jpf;fPiu 

6. kPd;> fUthL> ez;L> Ml;Lf;fwp ,ju tif ftpr;Rg; nghUs;fs;.  

YOGASANAS 

 

PASCHIMOTTANASANA 

 

BHUJANGASANA       CAT POSE 

      

 

ARTHA MATCHENDRASANA    PAWANA MUKTHASANA
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YOGASANAS 

The following asanas are beneficial in curing Jaundice and all Liver 

diseases Paschimottanasana 

 

Sit on the ground and stretch the legs stiff like a stick. Catch the toes 

with the thumb and index and middle fingers. While catching, you have to 

bend the trunk forwards. Fatty persons will find it rather difficult to bend. 

Exhale. Slowly bend without jerks till your forehead touches your knees. 

You can keep the face even between the knees. When you bend down, draw 

the belly back. This facilitates the bending forward. Bend slowly by gradual 

degrees. Take your own time. There is no hurry. When you bend down, bend 

the head between the hands. Retain it on a level with them. Young persons 

with elastic spine can touch the knees with the forehead even in their very 

first attempt. In the case of grown-up persons with rigid spinal column, it 

will take a fortnight or a month for complete success in the posture. Retain 

the breath till you take the forehead back, to its original position, till you sit 

straight again. Then breathe. 

 

Retain the pose for 5 seconds. Then gradually increase the period to 10 

minutes. 

 

Those who find it difficult to do the full Paschimottanasana, can do half 

pose with one leg and one hand and then with the other leg and hand. They 

will find this more easy. 

Benefits 

It brings about reduction of spleen and liver in cases of enlargement of 

these organs. It stimulates the abdominal viscera, such as kidneys, liver, 

pancreas, etc. This Asana relieves constipation, removes sluggishness of 

liver, dyspepsia, belching and gastritis 
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Ardha Matsyendrasana 

Paschimottanasana and Halasana bend the spine forwards. Dhanur, 

Bhujanga and Salabha Asanas are counter-poses to bend the spine 

backwards. This is not sufficient. It must be twisted and bent from side to 

side also (lateral movements). Then only perfect elasticity of the spinal 

column can be ensured. The Matsyendrasana serves this purpose well in 

giving a lateral twist to the spinal column. 

 

Place the left heel near the anus and below the scrotum. It can touch 

the perineal space. Do not allow the heel to move from this space. Bend the 

knee and place the right ankle at the root of the left thigh and rest the right 

foot well on the ground close to the left hip-joint. Place the left axilla or 

arm-pit over the top of the vertically bent right knee. Push the knee now a 

little to the back so that it touches the back part of the axilla. Catch hold of 

the left foot with left palm. Then applying pressure at the left shoulder-joint 

slowly twist the spine and turn to the extreme right. Turn the face also to the 

right as much as you can do. Bring it in a line with the right shoulder. Swing 

round the right arm towards the back. Catch hold of the left thigh with the 

right hand. Retain the pose from 5 to 15 seconds. Keep the vertebral column 

erect. Do not bend. Similarly you can twist the spine to the left side.  

Benefits 

This Asana increases appetite by increasing the digestive fire. It 

destroys the liver diseases.  

Pawanmuktasana 

Lie down on your back, fold your right leg upto the knee and lift the 

right knee hest. Interlock both the hands and keeping them on knee support 

knee to rest on the chest. Then lift your head and try to touch the knees by 

your nose. Now hold your breath and remain in this position for 10-20 

seconds and then make your leg straight. 
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In second stage of Pawan muktasanaboth knees should be folded in the 

same way and the head should be lifted to touch in between the knees by 

nose as shown in picture below. 

Duration and timing of Pawan Muktasana 

The position of pawan muktasana should be holded for 10-20 seconds 

and the entire procedure should be repeated 2-4 times, then second phase of 

Pawan muktasana should be done. Complete cycle should then be repeated 

3-4 times. 

 

Benefits of Pawan Muktasana 

Pawan Muktasana is excellent for the liver, spleen, intestines, stomach 

and urinary bladder. It improves appetite and helps to get rid of gas and 

constipation. Jaundice and enlarged liver can be cured by this asana. 

It is extremely beneficial in gas related problems of stomach, it controls 

digestive system and helps in secreting digestive juices. This yoga curbs acid 

reflux, heart diseases and even gout. 

 

Other asanas : 

The following asanas are useful in treating jaundice and strengthening liver 

• Surya namaskar 

• Sarvangasana 

• Matchasana 

• Artha matchasana 

• Halasana 

• Vibareetha karani 

• Bhujangasana 

• Gomugasana 

• Cat pose 
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MODERN ASPECT 
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ANATOMY 

 

Liver. 

SYNONYM: 

 Hepar (the term hepatic) 

 

DEFINITION: 

 Liver is the largest gland in the body. 

 Situated in the right upper quadrant of the abdominal cavity. 

 Most of it is covered by the ribs and costal cartilages. Except in the 

upper part of the epigastrium. 

 

LOCATION: 

 It occupies in the right. Hypochondrium greater part of the 

epigastrium. And extends in to the left hypochondrium. Up to the left lateral 

line. 

 

SHAPE: 

 It is wedge shaped, It resembles a four sided pyramid laid on the one 

side. With its apex directed towards the left. 

 

COLOUR: 

 Reddish brown 

  Soft and very friable 

 

WEIGHT: 

 1400 – 1800 grams in males 

 1200 – 1400 grams in females 

 A range of 1000 -2500 gram. 

In foetus – 1/25 of body weight 

In adult – 1/40 of body weight 
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EXTERNAL FEATURES:  

  Mainly it has two surfaces. 

1. Diaphramatic (In contact with the diaphragm) 

2. Visceral (In contact with several abdominal viscera) 

 

DIAPHRAMATIC SURFACE: 

 It is boldly convex, molded to the under surface of the diaphragm. 

It is subdivide into. 

1. Anterior 

2. Posterior 

3. Superior 

4. Inferior 

5. Right. 

 

  The inferior surface is well defined because it is demarcated by the 

sharp inferior border. 

 

VISCERAL SURFACE: 

 It is flat and slopes downwards forwards and to the right 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 surface 

 It is laterally rounded 

 It separated the right from the inferior surface. 
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The sharp anterior part is marked by 2 notches 

i) Inter lobar notch, ii)Cystic notch 

 

i) INTER LOBAR NOTCH: 

   The notch of ligamentum terus. 

 

ii) A CYSTIC NOTCH: 

i) The fundus of the gall bladder. In the epigastrium the inferior border 

extends from the left 8
th
 costal cartilage. To the right 9

th
 costal 

cartilage. 

ii)  Other borders are rounded and ill defined.  

 

LOBES: 

 Liver is devided into the 2 lobes 

i) Right lobe 

ii) Left lobe 

Anterior 

And                    By the falciform ligament 

superior 

 

 Inferiorly – By the fissure for ligament terus. 

 Posteriorly – By the fissure for ligament venous. 

 

i) Right lobe: 

- It is larger 

- 5/6 part of liver 

- It has 2 additional lobes 

- i) caudate lobe 

- ii) quadrate lobe. 

} 
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Caudate lobe 

- It is situated on the posterior surface 

- Bounded by the groove for inferior venacava 

       Left –    By the fissure for ligamentum venosum. 

 

Inferiorly – porta hepatics. 

It is continuous with 

Above     – superior surface 

Below     – Right 

-   Behind the porta hepatics 

 

 It connect to the right lobe of liver by the caudate process. 

Below and left it presents small rounded elevation called the papillary 

process. 

 

QUADRATE LOBE: 

- situated inferior surface 

- Rectangular shape 

- It is bounded 

Anterior- by the inferior border 

Posterior – by the porta hepatic 

 

PORTA HEPATIS: 

 It is a deep transverse fissure 

- situated in inferior surface of the Rt lobe of the liver 

- It between the  

Above     - caudatelobe 

Below     –  quadrate lobe 
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LEFT LOBE: 

- It is smaller 

- Only 1/6 part of liver 

- It is flattened 

- Its inferior surface near the fissure for ligamentum venosum. 

- A rounded elevation called the omental tuberosity (tuber omen tale) 

 

I PERITONEAL RELATIONS: 

 The liver is mostly covered by peritoneum. 

 It include “Bare area”, 

i) Bare area: 

- The posterior surface of the right lobe of liver. 

- Limited by coronary and right triangular ligament. 

 

a) Groove for inferior vena cava 

          It between caudate and main bare area 

 

b) Gall bladder 

Inferior surface of rt lobe of liver. 

 

c) Porta hepatic 

It lines of reflects of peritoneum. 

 

ii) PERITONEAL LIGAMENTS: 

 

a) Falcifarm ligament: 

- antero superior surface of the liver 

- to anterior abdominal wall and diaphragm. 

 

  



57 

 

b) Left triangular ligament: 

- Superior surface of Lt lobe of liver. 

- To diaphragm. 

 

c) Right triangular ligament: 

- Lateral part of the posterior surface of Rt lobe to diaphragm. 

 

d) Coronary ligament: 

- Superior and Inferior surface 

- Bare area of liver 

 

e) Lesser omentum 

 

II  VISCCERAL RELATIONS: 

         i )  Anterior surface 

         ii)  Posterior surface 

iii ) Superior surface 

iv)  Inferior surface 

          v)   Right surface 

 

i) Anterior surface: 

- It is triangular and slightly convex 

- Related to xyphoid process and anterior abdominal wall, 

diaphragm on eachside 

- Drawn from xiphisternal joint to the 10
th
 rib in mid axillary line 

- Join to 8
th
 rib 

- Falci form ligament is attached little  
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ii) Posterior surface: 

- it is triangular and concave 

- vertical impression in middle 

- It is related to diaphragm & Rt supra renal gland near groove 

for inferior vena cava. 

- Groove for Inferior venacava – upperpart of liver caudate lobe- 

related to crura of diaphragm. 

     Fissure for ligamentum venosum – very deep 

- In front of caudate lobe 

 

Posterior surface of the left lobe is marked by oesophageal impression. 

 

iii) Superior surface: 

- quadrilateral and concave 

- In middle cardias impression is present. 

 

INFERIOR SURFACE: 

- Quadrilateral 

- Left – downwards and backwards 

- Impression – neight  ouring viscera 

 

Concave gastric impression for stomach 

Fissure for ligamentum teres for portal vein quadrate lobe is related to 1
st
 

part of duodenum 

Pylorus 

Omentum 

 

 Porta hepatic, gall bladder fossa lodges the gall bladder. 

Rt lobe inferior surface – colic impression 
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Rt . kidney       - Renal impression 

Second part of duodenum – duodenal impression Right surface. 

    -Quadrilateral  &  convex 

    - Diaphragm Opposite the 7
th

 to 11
th

 rib 

 

BLOOD SUPPLY: 

- 20% of blood supply from hepatic A 

- 80 % Portal vein 

 

BILE PIGMENT METABOLISM: 

i) The breakdown of haemoglobin liberates the porphyrin moiety 

in the form of a tetra pyrrol ring. Which is split and reduce to 

form the bile pigment. 

 

SECRETION OF BILE: 

i) Hepatocytes 

(The parenchyma consists of rows of Liver cells) 

ii) The two rows of cords of the cells surrounded by the sinusoids 

iii) A cleft like lumen exists between the apposed cell membranes 

of the two rows of hepatic cells. 

iv) This cleft called the bile canaliculus. 

v) The liver cells discharge their secretion called Bile. 

 

BILE 

Fresh human bile is a clear golden yellow liquid formed. 

It is secreted by the liver 

It is slightly viscous and bitter taste 

Its P
H
 varies from 7.5 to 8.5 

About 5000 to 700ml are secreted daily by the liver 
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500 ml is stored in the gall bladder. 

It is concentrated and periodically discharged in to the small intestines 

 

 The bile in gall bladder is more viscous and has a greenish tinge. 

Because of the presence of bile pigments. 

 

DURING DIGESTION: 

 The gall bladder contracts to supply bile to the intestines. Via the 

common bile duct. The bile mixes with the pancreatic juice and exerts 

important influence on the digestion of fats of food. 

 

BILE CONTAINS: 

 1 to 4 % of solids 

 25% are inorganic constituents main in organic constituents are  

 Bicarbonates and chlorides of sodium 

 

i) Potassium 

The remaining part contains  

i) organic materials 

Bile – Bile salts 

Bilirubin 

Cholesterol 

Small amount of phospholipids 

Fats 

Fatty acids 

Mucin 

Urea 

Enzyme – alkaline phosphates 
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    } Are products of excretion 

 

 

And are removed from blood by the liver cells by biliary excreting. 

 

     } Are formed in the polygonal cells of liver. 

 

The liver alkaline phosphate also originates from these cells. 

Mucin is formed from the epithelium of bile duct and mucosa of gall 

bladder. 

 

The cholesterol of bile is synthesized by the liver. Composition of hepatic 

bile and gall bladder bile. 

Hepatic Bile (P
H 

7.1 to 8.5) Gall Bladder Bile 

(PH 5.5 to 7.7) 

Constituents Percentage of Total 

Bile 

Percentage of Total 

Bile 

Specific gravity 1.009 to 1.013 1.026 to 1.032 

Water 97.00 85.92 

Solids 2.52 14.08 

Bile acids 1.93 9.14 

Mucinand 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 7.1 to 8.5 5.5 to 7.7 

 

  

The inorganic 

constituents 

       And 

Bile pigments 

The bile sates  

And bile cholesterol 
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Gall Bladder and the storage of Bile. 

 

 The liver secretes between 500 – 1000 ml of Bile per day. Which 

travels down the hepatic ducts and passes along the cystic duct to be stored 

in the gall bladder. 

 

Gall bladder: 

 It is a pear shaped dilated sac 

 Lined by mucous membrane a thin layer of smooth muscle fibers and 

fibro elastic tissue. 

 The mucosal epithelium consists of columnar cells showing microvillus 

infolded basal membrane and numerous mitochondria features. 

 The characteristic of cells involved in active transport. 

 The capacity of gall bladder is 50ml 

 It communicates the cystic duct 

 The mucosa of the duct shows spiral folds. 

 Act as a spiral value (Valve of Heister) 

 The cystic duct joints the hepatic duct to form the common bile duct 

 It joints the main pancreatic duct do open into the duodenum. 

 Bile is secreted continuously by the liver. It is required only intermittently 

by the intestine. There fore when not required it is stored in the gall 

bladder. 

 

Regulation of Biliary secretion: 

The bile is permitted to enter the duodenum is determined by two factors. 

1. the rate of formation of bile by the liver or choleresis 

2. The evaluation of stored bile from the gall bladder on chore cyst 

kinesis. 
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THE RATE OF SECRETION OF HEPATIC BILE: (CHOLERESIS) 

 

 In man is about 13 to 65 ml per hour is influenced by several factors. 

 Which increase the output of bile without necessarily changing its 

concentration is called choleretics. 

 Affecting the solid contents is called hydro choleretics. 

 Bile salts act as powerful choleretics  

 This biliary ductal component of bile secretion is under neuro 

hormonal control. 

 Hydrochloric acid acid chime in the duodenum have also been shown 

to increase water and electrolyte secretions of bile. 

 Hepatocrinin having a potent choleretic effect on the liver. 

 

EVACUATION OF GALL BLADDER BILE (Cholecys to Kinesis) 

 

 The duodenum is brought about by neural and hormonal control. 

 Which bring about evacuation of stored bile in to the duodenum by 

contracting the gall bladder are called cholagogues or a cholecys to 

go gues. 

 Intrinsic extrinsic nerves are involved in cholecystokinesis. 

 The reflexes through either intrinsic plexuses or by extrinsic afferents 

impriging on vassal nuclei (probably raso –vagal) to inhibit the gall 

bladder contractions. (Choledochod wodenal sphincter) 

 

FUNCTIONS OF BILE: 

 Bile salts are most important fore their role in digestion are absorption 

particularly of fats. 

 To provide the alkaline PH for neutralization of acid chime. 
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EMULSIFICATION OF FATS: 

 The detergent or hydrotropic property of bile salts helps to lower the 

interfacial tension between the oil and water phases in a mixture. 

 

FORMATION OF MICELLAR SOLUTIONS: 

 They activate pancreatic lipase they are known to be absorbed on to 

the surface of the lipid globules in the emulsion and the biolytic activity of 

pancreatic lipase. 

 

SECRETION OF PANCREATIC JUICE: 

 Bile salts in the duodenum stimulate secretion of pancreatic juice. 

Secretion of pancreatic lipase. 

 

ENTEROKINASE: 

 Bile salts increase the release of Enterokinase from the microvillous 

membrane of the duodenal mucosal cells. 

 

EXCRETION: 

 Bile acts as an important vehicle for the excretion of numerous drugs, 

toxins and salts of heavy metals like copper, zinc and mercury. 

 

LAXATIVE: 

 Mild laxative effect on the gut by stimulating peristalsis in the small 

bowel. 

 

ANTISEPTIC ACTION:  Inhibits the growth of certain bacteria. 

 

BLOOD SUPPLY TO THE LIVER: 

 Blood enters the liver through the portal vein and the hepatic artery. 
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PORTAL VEIN: 

 It is formed by the union of the superior mesenteric vein. Which 

drains blood from the major part of the gastrointestinal tract and the 

splenic vein. 

 Which is the venous drainage of the spleen pancreas, gall bladder and   

Stomach. 

 Superior mesenteric vein drains mainly in to the right lobe of liver. 

 Splenic vein mainly goes to left lobe. 

 The portal vein devices into branches. Which wilier within the portal    

tracts and form sinusoids between the plates of hepatic cells. 

 The various sublobular veins unite to form the hepatic vein. 

 

HEPATIC ARTERY: 

 The arterial blood to the liver and supplies the protect tracts and the 

bile ducts.If anastomoses within the liver parenchyma is a complex manner 

draining both into the sinusoids as well as into the branches of the portal 

vein. 

 It is the common venous outflow of the liver. 

 

NERVUS INNERVATION OF LIVER: 

 The nerve supply to the liver is arranged in two plexuses at the hilum   

of the organ, the anterior plexus from left celiac ganglion  

 

 The lefty vogues provide the parasympathetic supply to this plexus. 

Both the anterior and posterior plexuses join together to provide intra hepatic 

innervation. 

  The right phrenic nerve also supplies sensory fibres to the liver.  
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LIVER 

 

BILIRBUB METABOLISM 

 

 

 

 

 

 

 

 

 

HEPATITIS A VIRUS     HEPATITIS B VIRUS 
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FUNCTIONS OF LIVER 

1. STORAGE FUNCTION: 

Many substances are stored in liver  

 Glycogen 

 Amino acids 

 Iron 

 Folic acid 

 Vitamins 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, Bile pigments, cholesterol, 

fatty acids and lecithin. 

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

intestine. 

 

4.METABOLIC FUNCTION: 

 Carbohydrate 

 Proteins 

 Lipids 

 Vitamins 

 Many of hormones in liver. 
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5.EXCRETORY FUNCTION: 

 Liver excretes cholesterol, 

 Bile pigments 

 Heavy metals (lead, arsenic, bismuth) 

 Toxins 

 Bacteria – typhoid 

 Virus 

 

6.HEMOPOIETIC FUNCTION: 

 Heat is produced in liver due to metabolic actions. 

 

7.HEMOPOIETIC FUNCTION: 

 In fetus (hepatic stage) the blood cells are produced in liver. 

 

8.HEMOLYTIC FUNCTION: 

RBC life span is 120 days 

It is destroyed by the kupffer’s cells are the reticulo endothelial cell in  liver. 

 

9.DEFENSIVE AND DETOXIFICATION FUNCTIONS: 

o Detoxification of foreign bodies 

o Bacteria are swallowed digested phagocytosis 

o Antibody production 

o Detoxification  Removal of toxic property. 

i) Metabolic degradation 

ii) Toxic substances converted into non-toxic materials  conjugation with 

glucuronic acid or sulphates. 
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JAUNDICE 

Jaundice refers to the yellow appearance of the skin, sclera and 

mucous membranes resulting from an increase bilirubin concentration in the 

body fluids. It is detectable when the plasma bilirubin exceeds 50µ mol /1 

(3mg ld1). 

 

 Internal tissues and body fluids are colored yellow but not the brain as 

bilirubin does not cross the blood brain barrier other then in the immediate 

neonatal period. 

 

MECHANISMS PRODUCING JAUNDICE 

  Haemolysis 

  Impaired hepatic bilirubin transport 

  Hepato cellular damage 

  Cholestasis (impaired bile flow) 

 

HAEMOLYTIC JAUNDICE 

 This results from increased destruction of red blood cells or their 

precursors in the narrow causing increased bilirubin production. 

 Jaundice due to haemolysis is usually mild because a healthy liver can 

excrete a bilirubin load 6 times greater than normal before unconjugated 

bilirubin accumulates in the plasma. 

 Exceptions to this occur in the newborn when the hepatic bilirubin 

transport mechanism is immature and in patients with liver disease. 

 

CLINICAL FEATURES: 

-Increased excretion of bilirubin 

-Stercobilinogen leads to normal colored stools 

-(or) Dark stools 
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Increased urobilinogen excretion causes the urine to turn dark on standing as 

urobilin is formed. 

- Pallor due to anemia 

- Splenomegaly – due to excessive reticulo endothelial activity. 

 

INVESTIGATION: 

 The plasma bilirubin is less than 100µ moll (6mg ld1) 

 Liver Function test –Normal 

 No bilirubinuria 

Unconjugated Hyper bilirubinemia present 

Haemolytic anaemia present. 

 

MANAGEMENT: 

i) Splenectomy results in  

- presistant anemia 

- Severe hemolytic or aplastic crisis 

- Family members are died from this disease. 

- Evidence of chole cystitis chole cystitis, cholelithiasis 

 

HEPATO CELLULAR JAUNDICE: 

 Hepato cellular jaundice results from inability of the liver to transport 

bilirubin in to the bile as a result of liver cell damage, Bilirubin transport 

across the hepatocytes may be impaired. Between uptake of bilirubin (on 

conjugated) and transport of conjugated bilirubin in to the canaliculi. 

 

 Swelling of cells and oedma resultions from the disease may cause 

obstruction of the biliary canaliculi concentration in the blood of 

unconjugated and conjugated bilirubin is increased. Bilirubin transport is 

disturbed. 
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Acute parenchymal liver diseases due to viral hepatitis, 

 Prolonged alcohol abuse 

Chronic hepatitis 

Cirrhosis 

 

CHOLESTATIC JAUNDICE: 

 It is a failure of bile flow between the hepatocyte and the duodenum. 

Jaundice becomes progressively severe in unrelieved cholestasis because 

conjugated bilirubin is unable to enter the bile canaliculi and passes back 

into the blood. Failure of clearance of unconjugated bilirubin arriving at the 

liver cells. 

 

AETIOLOGY: 

- Failure of the hepatocytes to generate bile flow. 

- Obstruction to bile flow in the bile ducts in the portal tracts. 

-  Obstruction to bile flow in the extra hepatic bile ducts between the 

porta hepatic and the papillae of water 

 

CLINICAL FEATURES: 

 Early Features 

 Jaundice 

 Dark urine 

 Pale stools 

 Pruritus 

Late features: 

 Xanthelasma and xanthomas 

 Mal absorption  

 Weight loss 

Steatorrhoea 
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Bleeding tendency 

Fever 

Rigors 

Pain 

 Biliary infection 

 Hepatic abscess 

 

INVESTIGATION: 

 Ualtra sonography – donot show dilated bileduct 

 Anti mitochondrial antibody 

 ERCP is the best investigation is the biliary tract is dilated. 

Dilatation extends to the lower common bile duct. 

 TTC is used only of ERCP is unavailable 

 

MANAGEMENT: 

 This depends on the underlying cause of the cholestasis 

 

UNUSUAL FORMS OF CHOLESTASIS: 

CHOLESTASIS OF PREGNANCY: 

    It is caused by an inherited susceptibility of the patient’s liver cells to 

oestrogens.      

    This condition is sometimes precipitated by oral contraceptives. 

    Pruritus is the dominant symptom. 

    Jaundice. 

Inching almost always starts in the third trimester of pregnancy and 

remits within about 2 weeks of delivery. 

 Pruritus can be relieved with cholestyramine no harm comes to the fetus      

          but the condition tends to recur in subsequent pregnancies. 
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VIRAL HEPATITIS 

Hepatitis A (Infective Hepatitis) 

Viral hepatitis A (HAV) accounts for about 150,000 of the 500,000-600,000 

new cases of viral hepatitis that occur each year in the United States. The 

hepatitis caused by HAV is an acute illness (acute viral hepatitis) that never 

becomes chronic. At one time, hepatitis A was referred to as "infectious 

hepatitis" because it could be spread from person to person like other viral 

infections. Infection with hepatitis A virus can be spread through the 

ingestion of food or water, especially where unsanitary conditions allow 

water or food to become contaminated by human waste containing hepatitis 

A (the fecal-oral mode of transmission). Hepatitis A typically is spread 

among household members and close contacts through the passage of oral 

secretions (intimate kissing) or stool (poor hand washing). It also is common 

to have infection spread to customers in restaurants and among children and 

workers in day care centers if hand washing and sanitary precautions are not 

observed. 

 

Hepatitis A - Caused by the hepatitis A virus, Hepatitis A is often spreads 

because of poor personal hygiene habits, such as not washing hands after a 

bowel movement. You can also get hepatitis A by eating foods or drinking 

beverages contaminated with the virus. Hepatitis A is a common form of 

viral hepatitis in the United States This disease is responsible for serious 

health problems . 

 

Signs and Symptoms: 

 Loss of appetite 

 Nausea  

 Vomiting  

 Fever 
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 Weakness 

 Tiredness 

 Aching in the abdomen 

  

Less common symptoms include: 

 Dark urine 

 Light-colored stools 

 Fever  

 Jaundice (a yellow appearance to the skin and white portion of the 

eyes)  

Diagnosis of viral hepatitis is based on symptoms, physical findings as well 

as blood tests for liver enzymes, viral antibodies, and viral genetic materials.  

 

HEPATITIS A VIRUS 

- Picorna 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 wks 

- Children are commonly affected. 

                

PREVENTION: 

- Active immunization with an  

Inactivated virus vaccine (Harrix) 
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HEPATITIS “B” VIRUS 

- Only hepadna virus causing infection in humans 

Nucleic Acid - DNA virus 

Size      - 42 nm 

 

Incubation period -  4-20 Weeks. 

 

mode of spread - Blood transfusion. 

- Blood products 

- Parenteral drug abusers 

- Tattooing 

- Acupuncture 

- In adequately sterilised needles. 

- sexual intercourse 

- male homosexuals 

 

Trans placental spread  - mother to child transmission 

CHRONIC INFECTION  - Chronic liver disease. 

 

PREVENTION: 

- Hepatitis B vaccine containing HBs Ag (Engerix) (Active 

immunisation) 

- Intramuscular injection of Hyperimmune serum globulin 

prepared from blood containing anti – HBs Should be given 

within 24 hours or at most a week. 

- Hyper immune globulin – active – passive immunisation.  
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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 

 

HEPATITIS ‘D’ VIRUS 

Group    - Defective virus 

- Incomplete virus 

Nucleic acid   - RNA 

Size    - 35nm 

Incubation   - 6-9 wks 

mode of transmission - Blood transfusion 

- Sexual and vertical 

CHRONIC INFECTION - Chronic carriers of the hepatitis B virus  

- Acute hepatitis 

- Chronic hepatitis 

- Cirrhosis 

 

PREVENTION - Prevented by prevention of hepatitis B virus  

   infection 
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HEPATITIS E VIRUS 

- RNA Virus 

Size    - 27nm 

Incubation period  - 3 – 8 wks 

mode of transmission - By Faecal – oral rout 

- Water borne hepatitis 

Prevention   - No vaccine. 

 

OTHER VIRUSES: 

- Cytomegalovirus 

- Epstein – Barr Virus – cause abnormal liver function 

- Herpes simplex 

- Yellow fever virus. 

 

CLINICAL FEATURES: 

 Jaundice by a fewdays  to 2wks 

 Chills, headache, malaise 

 Anorexia 

 nausea 

 vomitting 

 Diarrhoea 

 Abdominal pain 

 Enlarged liver 

 Enlarged cervical lymph nodes 

 Splenomegaly in children 

 Arthralgia 

 Serum Sickness syndrome} 

 Urticaria         } -- in Hepatitis B infection 

 Poly arthritis                } 
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 Dark yellow urine 

 Yellow tint to the sclerae 

 

INVESTIGATIONS: 

 A plasma Aminotransferase 400 U / L 

 Plasma bilirubin 

 Alkaline phosphatase 250 U / L 

 Prothrombin time for liver damage 

 

Serological tests: 

It can Identity Hepatitis Antigens. 

 

COMPLICATIONS: 

 Fulminant hepatic failure 

 Cholestatic hepatitis 

 Hyper bilirubinemia (Gilbert’s Syndrome) 

 A plastic anaemia 

 Connective tissue disease.  

 Renal failure 

 Chronic hepatitis 

 Cirrhosis (Hepatitis B,C and D viruses) 

 Hepato cellular carcinoma. 

 

MANAGEMENT: 

 BED REST: 

 Should be continued until symptoms and signs have disappeared. 
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DIET: 

 Glucose 

 Fruit drinks 

 Light diet 

 Good protein intake.  

 Sugar cane Juice. 

 

NEONATAL JAUNDICE 

 

 Jaundice occurs when the liver cannot Excrete bilirubin  

   2 Types 

i) Physiology 

ii) Pathology 

 

PHYSIOLOGY: - 

 Elevation of unconjugated bilirubin concentration during the first 

week. 

1) Increase bilirubin load on liver cells. 

2) Defective hepatic uptake of bilirubin from plasma. 

3) Defective bilirubin conjugation 

4) Defective bilirubin Excretion. 

 

PATHOLOGICAL: 

i) Conjugated hyper bilirubinemia  

ii) Un conjugated hyper bilirubinemia. 

 

Un conjugated hyper bilirubinemia. 

 More than 5mg / dL / 24 hours 
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CAUSES: -  

i) Increased production. 

Feto maternal blood group in compatibility  

Rh,ABO 

Hereditary Spherocytosis  

Non – Spherocytic anaemia 

Sepsis 

 Increased entrero hepatic circulation  

ii) decreased clearance. 

Inborn errors of metabolism 

Drugs and hormones.  

 

COMPLICATIONS:  

1. Increase in environment and body temperature 

2. Retinal damage 

3. Bronze baby syndrome. 

4. Electric shock. 

 

CONJUGATED HYPER BILI RUBINEMIA: 

 Total bilirubin Direct  > 2mg / dl. 

 

It is associated with. 

ii) Biliary atresia.  

- Congenital atresia of bile duets  

 

Clinical Features: 

- Clay coloured stools 

- Anaemia 

- Fat soluble vitamin defifiency. 
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Liver biopsy: 

 Bile plugs in dilated ducts. 

 

KERNICTERUS: 

 The Jaundice is presumably a consequence of metabolic and 

physiological adjustments after birth. In Extreme cases a brain – damaging 

condition known as kernicterus. 

 

 This condition has been rising in recent years due to inadequate 

detection and treatment of neonal hyperbilirubinemia.  

 

 Neonatal Jaundice is a risk factor for hearling loss. 
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LIVER HISTOLOGY 
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CRIGLER NAJJAR SYNDROME 

  Crigler-Najjar syndrome is an inherited disorder of bilirubin 

metabolism. It is an autosomal recessive disorder, meaning that an individual 

needs to receive two copies of the defective gene, one from each parent, in 

order to develop the syndrome. There are less than 50 known cases of 

Crigler-Najjar syndrome in the United States, and only several hundred 

worldwide have been reported. The real prevalence of the syndrome is 

unknown. It affects both males and females of all ethnic, the yellowish 

appearance of the skin and eyes due to the excess bilirubin, is present at or 

soon after birth. .    Type 2 is associated with low UGT activity, and 

therefore lower levels of bilirubin in the body than in type 1. Jaundice may 

not appear until later in infancy or childhood. 

 

If Crigler-Najjar syndrome type 1 is not identified and treated at birth, 

the excess bilirubin may cause brain damage, known as bilirubin 

encephalopathy or kernicterus. Symptoms of kernicterus are low muscle tone 

(hypotonia), deafness, and lethargy; death or permanent brain damage may 

result. 

Diagnosis 

High levels of bilirubin in the blood along with normal liver function 

tests is characteristic of Crigler-Najjar syndrome. Infants with Type 1 will be 

jaundiced and have bilirubin levels of 17-50 mg/dL. Crigler-Najjar syndrome 

Type 2 may be suspected in infants and children who are jaundiced and have 

bilirubin levels of 6-22 mg/dL. 

 

Treatment 

Prompt treatment of excess bilirubin in infants with Crigler-Najjar 

syndrome type 1 is necessary in order to prevent kernicterus. Treatment 
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usually involves plasma exchange transfusion. This removes the bilirubin-

saturated protein from the blood. Long-term phototherapy (bili lights) is 

started as well. The phototherapy helps to break down the bilirubin into a 

form which can be excreted in the urine. Oral calcium phosphate may also be 

given. Because children with type 1 have little or no UGT, they must 

continue to receive daily phototherapy in order to survive. Children with 

Crigler-Najjar syndrome type 2 may not require any treatment or may have 

their excess bilirubin managed with phenobarbitone, which causes UGT to 

be more active. 

 

  



85 

 

 

 

 

 

MATERIALS 

 AND METHODS 

  



86 

 

MATERIALS AND METHODS 

 

     This study was carried out at the department of Kuzhanthai maruthuvam. 

To standardize the efficazy of Jeeraga Chooranam and Mookirattai ver 

kudineer. The following protocols are maintained as materials for the 

dissertation. 

 Identification of the trial drug for study and its    confirmation. 

 Trial drug preparation. 

 Biochemical studies 

 Pharmacological studies 

 Clinical trials. 

 

COLLECTION OF TRIAL DRUG AND IDENTIFICATION 

         The raw drugs and fresh plant leaves for the trial drug and collected 

and the botanical identity was confirmed. 

 

PREPARATION OF TRIAL DRUG 

        The raw drugs and fresh plant leaves are purified and dried well and 

then powdered and filtered in a cloth to arrive a fine powder. The roots are 

dried and then Halfly powder form. 

 

CLINICAL TRIALS  

  Twenty cases of both sexes in the age group below twelve years were 

selected from the out patient session and admitted in the post – graduate 

Kuzhanthai Maruthuvam ward. 

 

EVALUATION OF CLINICAL PARAMETES 

1. Cases with yellowish urine are taken for study. 

2. The diagnosis was confirmed by clinical and laboratory criteria. 
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SIDDHA CLINICAL DIAGNOSIS 

i. Mukkutra Niligal  

ii. Envagai theruvagal  

iii. Vdal Kattu Nilaigal 

iv. Nilam 

v. Kaalam 

vi. Mummalam [ malam, moothiram and viyarvai] 

vii. Vayathu [Age] 

viii. Thega nilai (udal vanmai) 

 

INVESTIGATION 

                     Urine 

                     Bile salt 

                     Bile pigment 

                     Hemoglobin percentage 

                     Serum bilirubin 

                                     Total    : 

 Direct   : 

 Indirect : 

For the purpose of differential diagnosis, the following tests were carried out 

i) SGOT 

ii) SGPT 

iii) Serum Alkaline Phosphates 

iv) Australian Antigen (HBs Ag) 

 

CASE PROFORMA 

            Specific signs and symptoms of the three varieties of kamalai are 

given. Among the three varieties. Manjal kamalai have bech taken for 

research study with Jeeraga Chooranam, Mookirattai ver Kudineer. 
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OBSERVATION AND RESULTS 
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OBSERVATION AND RESULTS 

  

Results were observed with respect of the following criteria 

1. Sex distribution 

2. Age distribution 

3. Religion distribution 

4. Kaalam 

5. Paruva kaalam 

6. Thinai 

7. Socio economic status 

8. Clinical features 

9. Derangement of Uyirthathukkal  

10. Udal kattugal 

11. Envagai thervugal 

12. Neerkur, Neikuri reference 

13. Result after treatment. 

1. Sex distribution 

S.No Sex No.of Cases Percentage 

1 Male child 14 70% 

2 Female child 6 30% 

For this study 20 patients were selected 14 were male and 6 were female  

Graph showing sex distribution: 

 

Male child 

70% 

Female 

child 

30% 

 Sex distribution 
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2. Age distribution: 

S.No Age 
No.of case Percentage 

Male Female Male Female 

1. 0 to 1 month kappu and sengeerai - - - - 

2. 1 month – 1year sengeerai - - - - 

3. 
1 years – 3 years thalattu,mutham, 

varugai, sappani 
- 1 - 5% 

4. 
3 years – 6 years Ambuli, chitri, 

sirupillai,Sirudher, Oonjal, pillai 
- - - - 

5 
6 years – 12 years pethai, 

pethumbai, mangal, siruparuvam 
14 5 70% 25% 

 

Out of 20 cases, 14 cases(70%) belongs to 6 -12 years and 6 cases (30%) 

belongs to 3 – 6 years age group. 
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3. Religion distribution: 

S.No Religion No.of cases Percentage 

1. Hindu 14 70% 

2. Christian 4 20% 

3. Muslim 2 10% 

 

Out of 20 cases, 17 cases (85%) belongs to Hindu, 1 case(5%) belonged to 

Christian and 2 case (10%) belongs to Muslim region. 
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4.Kaalam 

S.No Kaalam No.of cases Percentage 

1. Vatham 20 100% 

2. Pitham - - 

3. Kabam - - 

 

All the cases were in vatha kaalam. 
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5. Paruva kaalam 

Month of admission in the in – patient ward is taken for the following data 

S.No Paruvakaalam No.of cases Percentage 

1. Kaar(Avani,Puratiasi) 1 5% 

2. Koothir kaalam 

(Iypasi,karthigai) 

9 45% 

3. Munpani(Margali,Thai) 9 45% 

4. Pinpani(masi,pankuni) 1 5% 

5. Elavenil(chithirai,vaikasi) - - 

6. Muthuvenil(Aani,Adi) - - 

 

 The maximum incidence of kamalai was during koothir kaalam and 

munpani kaalam. 
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6. Thinai (place) 

S.No Thinai No.of cases Percentage 

1. Kurinji(Hilarea) - - 

2. Mullai(Forest area) - - 

3. Marutham(Fertile area) 20 100% 

4. Neithal(coastal) - - 

5. Palai(Deset area) - - 

 

Among the 20 cases, all belonged to maruthanilam, even though the 

literature says no disease coil occur in “Maruthanilam”, If did not correlate 

well with this study. 
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7. Socio- economic status. 

S.No Socio-economic status No.of cases Percentage 

1. Poor 13 65% 

2. Middle class 5 25% 

3. Rich 2 10% 

 

 According to this study 65% of cases were poor and 25% of cases 

from middle class and 10% cases are socio economic status. 
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8. Table showing clinical features 

S.No Signs and Symptoms 

During 

admission No.of 

cases. 

During 

discharge No.of 

cases 

1. Nausea 20 Nil 

2. Vomitting 15 Nil 

3. Fever 16 Nil 

4. Yellow coloured conjunctiva 

sclera and tongue 

20 3 

5. Yellow coloured urine 20 3 

6. Anorexia 20 Nil 

7. Constipation 4 Nil 

8. Pruitus 4 Nil 

9. Abdominal pain 16 Nil 

10. Irritability 20 Nil 

11. Liver tenderness 6 1 
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9. Distribution of Uyirthathukkal 

a). Table showing derangement of vatham 

S.No Vatham No.of cases Percentage 

1. Pranan - - 

2. Abanan 20 100% 

3. Viyanan 20 100% 

4. Uthanan 20 100% 

5. Samanan 20 100% 

6. Naagan - - 

7. Koorman - - 

8. Kirukaran 20 100% 

9. Devathathan - - 

10. Thananjeyan - - 

 

In all the 20 cases Abanan, viyanan, Uthanan, samanan and kirukaran were 

affected. 
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b) Table showing the derangement of pithamn. 

S.No Pitham No.of cases Percentage 

1. Anal pitham 20 100% 

2. Ranjagam 20 100% 

3. Saathagam 20 100% 

4. Prasagam 20 100% 

5. Alosagam - - 

  

 Among the 5 types of pitham all were affected except Alogagam. 
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c) Table showing the derangement of Kabam 

S.No Kabam No.of cases Percentage 

1. Avalambagam - - 

2. Kilethagam 20 100% 

3. Pothagam 20 100% 

4. Tharpagam 2 10% 

5. Santhigam 3 15% 

 

Kilethagam and pothagam were affected in all the cases, tharpagam was 

affected in 2 patients santhigam was affected in 3 patients. 
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10. table showing the conditions of udal kattugal 

S.No Kabam No of cases Percentage 

1. Saaram 20 100% 

2. Senner 20 100% 

3. Oon - - 

4. Kozhuppu - - 

5. Enbu - - 

6. Moolai - - 

7. Sukkila / suronitham - - 

 

In all the cases saram and senneer were affected. 
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11. Envagai thervugal  

S.No Envagai thervugal No of cases Percentage 

1. Naadi:   Pitha kabam 

Kaba pitham 

- - 

2. Sparisam 20 20 

3. Naa 20 100% 

4. Niram 20 100% 

5. Mozhi - - 

6. Vizhi 20 100% 

7. Malam 5 25% 

8. Moothiram 20 100% 

 

Sparism, Naa, Niram, vizhi, Moothiram were affected in all the 20 Patients. 

Malam was affected in 5 Patients. 
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12. Neerkuri, Neikuri reference 

S.No Types of test No.of cases Percentage 

1. Neerkuri(Dark yellow colour) 20 100% 

2. Neikuri(Ring) 20 100% 

 

Urine samples of all the 20 cases were shows dark yellow colour. Ring 

(Azhal) sign in Neikuri. 

 

 The following clinical investigations were carried out at the time of 

admission and discharge. 

 

1. Serum bilirubin test 

2. S GOT 

3. SG PT 

4. Serum  Alkaline phosphatase test 

5. HBs Ag 
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13 Among the 20 cases studied the results were observed as follows 

S.No Results No.of cases Percentage 

1. Good relief 16 80% 

2. Fair relief 4 20% 

3. Poor relief - - 

 

Among the 20 cases, admitted in the inpatient ward. 16 cases (80% showed 

good result and 4 cases (20%) showed fair result. The results were based on 

clinical improvement. 
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TABLE SHOWING RESULTS 

S.No 
IP. 

No 

Patient 

Name 

Age/ 

Sex 
Signs and Symptoms 

Treatment 

Medicine 
DOA DOD 

Total 

days 

treated 

Result 

1. 2237 
Nithya 

kamalam 
12/FC 

Anorexia, Nausea, vomiting, 

Fever, Yellow colored urine. 

Constipation, Abdominal pain. 

Elathy choornam 

 1gram in TDS  with 

cow milk 

21.9.11 05.10.11 16 Good 

2. 2402 Baskar 8/MC 

Nausea, Anorexia, Yellowish 

discoloration of sclera, 

conjunctiva, urine, pain in Rt. 

Hypochondrium. 

Elathy choornam 

1gram in TDS  with 

cow milk 

06.10.11 21.10.11 16 Good 

3. 2584 Subashini 8/FC 

Fever, Nausea, Vomiting 

Abdominal pain, diaorrhoea, 

Yellowish discoloration of the 

sclera, conjunctiva, Urine 

Elathy choornam 

 1gram in TDS  with 

cow milk 

17.10.11 29.10.11 13 Good 

4. 2588 Maharaja 12/MC 

Nausea, Vomiting, Anorexia 

weakness-Yellowish coloration 

of sclera, Urine conjunctiva, 

liver enlargement one finger. 

Elathy choornam 

 1gram in TDS  with 

cow milk 

17.10.11 29.10.11 13 Good 

5. 2579 Tamilarasan 12/MC Fever, Nausea, vomiting 

anorexia, pruritis, passing clay 

colored stools, yellowish 

discoloration of sclera, urine. 

conjunctivia,  

Elathy choornam 

 1gram in TDS  with 

cow milk 

17.10.11 29.10.11 13 Fair 

6. 2580 Sowmya 7/FC Fever, anorexia, Nausea 

vomiting. Yellowish 

discoloration of sclera 

conjunctiva, and urine 

constipation,  abdominal pain. 

Elathy choornam 

 1gram in TDS  with 

cow milk 

17.10.11 29.10.11 13 Good 
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7. 2581 Dinesh 12/MC Fever, Nausea, vomiting, Yellowish 

discoloration of sclera conjunctiva, 

and urine constipation, abdominal 

pain. 

Elathy choornam 

 1gram in TDS  

with cow milk 

17.10.11 29.10.11 13 Good 

8. 2594 Moses 12/MC Nausea, Anorexia, Yellowish 

discoloration of sclera, conjunctiva, 

urine, pain in Rt. Hypochondrium. 

Elathy choornam 

 1gram in TDS  

with cow milk 

17.10.11 29.10.11 13 Good 

9. 2960 Parama 

kannan 

7/MC Vomiting,loss of appetite, pain in the 

Rthypochondrium, yellowish 

discolouration of sclera, conjunctiva 

and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

18.11.11 23.11.11 6 Good 

 

 

  

10. 3222 Joyel 12/MC Nausea, vomiting, loss of appetite, 

abdominal pain, yellowish 

discoloration of sclera, conjunctiva 

and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

12.12.11 20.12.11 9 Good 

11. 3298 Gayathri 7/MC Fever, Nausea, vomiting, loss of 

appetite, abdominal pain, yellowish 

discoloration of sclera, conjunctiva 

and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

17.12.11 28.12.11  12 Good 

12. 3297 Mohammed 12/MC Fever, anorexia, Nausea vomiting. 

Yellowish discoloration of sclera 

conjunctiva, and urine constipation, 

abdominal pain. 

Elathy choornam 

 1gram in TDS  

with cow milk 

17.12.11 28.12.11 12 Fair 

13. 3305 Punitha 7/FC Vomiting, loss of appetite, pain in 

Rthypochondrium, yellowish 

discoloration of sclera, conjunctiva 

and urine 

 

 

Elathy choornam 

 1gram in TDS  

with cow milk 

17.12.11 28.12.11 12 Good 
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14. 3303 Sheek 10/MC Nausea, vomiting, loss of appetite, 

abdominal pain, yellowish 

discoloration of sclera, conjunctiva 

and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

17.12.11 28.12.11 12 Fair 

15. 3302 Muthu 8/MC Vomiting, loss of appetite yellowish 

discoloration of sclera, conjunctiva 

and urine 

Elathy choornam 

 1gram in TDS  

with cow milk 

17.12.11 28.12.11 12 Good 

16. 3370 Murugan 11 /MC Nausea, vomiting, loss of appetite, 

abdominal pain, yellowish 

discoloration of sclera, conjunctiva 

and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

22.12.11 29.12.11 8 Good 

17. 3353 Subha sri 3/FC Nausea, fever, loss of appetite 

abdominal pain, yellowish 

discoloration of sclera, conjunctiva 

and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

21.12.11 29.12.11 9 Good 

18. 3371 Tamil 

arasan 

11/MC Fever, Nausea, loss of appetite, 

abdominal pain, constipation, 

yellowish discoloration of sclera, 

conjunctiva and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

22.12.11 29.12.11 8 Good 

19. 3645 Avinesh 9/MC Nausea, loss of appetite, abdominal 

pain, Yellowish discoloration of 

sclera conjunctiva and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

29.12.11 05.01.12 8 Fair 

20. 3644 Gnana 

prince 

9/MC Nausea, Vomiting, loss of appetite, 

pain in the Rt hypochondrium, 

Yellowish discoloration of sclera 

conjunctiva and urine. 

Elathy choornam 

 1gram in TDS  

with cow milk 

29.12.11 05.01.12 8 Good 
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CLINICAL INVESTIGATION BEFORE TREATMENT 

SI.NO I.P.NO Age/Sex Date of Urine Bile Bile Hb gm/dl Serum SAP SGOT SGPT HBs 

admission color salt pigment Bilirubin 
Mgs% 

IU/L IU/L IU/L Ag 

1. 2237 12/FC 21.9.11 Yellow Positive Positive 10.5 2.5 151 48 42 -Ve 

2. 2402 8/MC 06.10.11 Yellow Positive Positive 8 3.9 162 52 48 -Ve 

3. 2584 8/FC 17.10.11 Yellow Positive Positive 7.5 4.6 170 78 64 -Ve 

4. 2588 12/MC 17.10.11 Yellow Positive Positive 8 3.3 166 50 53 -Ve 

5. 2579 12/MC 17.10.11 Yellow Positive Positive 8.4 3.9 170 66 72 -Ve 

6. 2580 7/FC 17.10.11 Yellow Positive Positive 8 1.8 145 44 49 -Ve 

7. 2581 12/MC 17.10.11 Yellow Positive Positive 8.2 2.4 156 48 56 -Ve 

8. 2594 12/MC 17.10.11 Yellow Positive Positive 8.5 1.9 143 32 41 -Ve 

9. 2960 7/MC 18.11.11 Yellow Positive Positive 9 3.6 164 58 65 -Ve 

10. 3222 12/MC 12.12.11 Yellow Positive Positive 8.5 2.6 158 44 58 -Ve 

11. 3298 7/MC 17.12.11 Yellow Positive Positive 9 2.3 160 53 60 -Ve 

12. 3297 12/MC 17.12.11 Yellow Positive Positive 9.5 3.8 174 80 82 -Ve 

13. 3305 7/FC 17.12.11 Yellow Positive Positive 11 2.7 165 85 76 -Ve 

14. 3303 10/MC 17.12.11 Yellow Positive Positive 10.5 4.5 180 58 85 -Ve- 

15. 3302 8/MC 17.12.11 Yellow Positive Positive 9.5 2.8 146 40 51 -Ve 

16. 3370 11 /MC 22.12.11 Yellow Positive Positive 9.5 4.9 155 74 79 -Ve 

17. 3353 3/FC 21.12.11 Yellow Positive Positive 9 3.5 145 54 67 -Ve 

18. 3371 11/MC 22.12.11 Yellow Positive Positive 10 11.9 190 95 93 -Ve 

19. 3645 9/MC 29.12.11 Yellow Positive Positive 8.5 4.2 128 66 51 -Ve 

20. 3644 9/MC 29.12.11 Yellow Positive Positive 11 13.8 204 118 121 +Ve 
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CLINICAL INVESTIGATION AFTER TREATMENT 

SLNO I.P.NO Age/Sex Date of Urine Bile Bile Hb Serum SAP SGOT SGPT HBs 

admission colour salt pigment gm/dl Bilirubin 
Mgs 

Mg% U/L U/L Ag 

1. 2237 12/FC 21.9.11 Normal Negative Negative 11 1.2 140 42 38 -Ve 

2. 2402 8/MC 06.10.11 Normal Negative Negative 8.2 0.8 135 38 27 -Ve 

3. 2584 8/FC 17.10.11 Normal Negative Negative 8gm 1.4 145 42 46 -Ve 

4. 2588 12/MC 17.10.11 Normal Negative Negative 8.2 1.2 142 40 35 -Ve 

5. 2579 12/MC 17.10.11 Normal Negative Negative 8.2 1.2 140 44 30 -Ve 

6. 2580 7/FC 17.10.11 Normal Negative Negative 8.5 1.2 138 42 38 -Ve 

7. 2581 12/MC 17.10.11 Normal Negative Negative 8.5 0.8 132 35 28 -Ve 

8. 2594 12/MC 17.10.11 Normal Negative Negative 8.7 0.8 133 30 28 -Ve 

9. 2960 7/MC 18.11.11 Normal Negative Negative 9.2 0.8 129 36 32 -Ve 

10. 3222 12/MC 12.12.11 Normal Negative Negative 8.7 1.2 136 48 46 -Ve 

11. 3298 7/MC 17.12.11 Normal Negative Negative 9.5 1.6 143 50 55 -Ve 

12. 3297 12/MC 17.12.11 Normal Negative Negative 10 1.2 141 54 60 -Ve 

13. 3305 7/FC 17.12.11 Normal Negative Negative 11.5 1.3 148 46 65 -Ve 

14. 3303 10/MC 17.12.11 Normal Negative Negative 11 0.8 145 38 42 -Ve 

15. 3302 8/MC 17.12.11 Normal Negative Negative 10 1.6 120 32 25 -Ve 

16. 3370 11 /MC 22.12.11 Normal Negative Negative 10 0.8 126 30 28 -Ve 

17. 3353 3/FC 21.12.11 Normal Negative Negative 9.5 1.2 138 30 26 -Ve 

18. 3371 11/MC 22.12.11 Normal Negative Negative 10.5 1.6 132 40 35 -Ve 

19. 3645 9/MC 29.12.11 Normal Negative Negative 9 2.6 150 59 55 -Ve 

20. 3644 9/MC 29.12.11 Normal Negative Negative 11.5 2.2 155 42 53 +Ve 
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O.P CASE LIST 

Sr. 

No 
LP. No. Name Age Sex No. of days treated Results 

1 39424 Mahesh 10 Mc 21 Good 

2 39333 Kumar 11 Mc 24 Good 

3 39004 Remmi 10 Fc 26 Good 

4 33976 Feni 10 Fc 23 Good 

5 34223 Viki 7 Mc 22 Good 

6 39764 Mani Selvam 5 Mc 27 Good 

7 40120 Muthumari 11 Fc 26 Good 

8 40946 Saravanan 3 Mc 24 Good 

9 40956 Kumar 3 Mc 22 Good 

10 41534 Anushiya 3 Fc 20 Good 

11 41933 Indra 2 Fc 28 Good 

12 42220 Grena 12 Fc 29 Fair 

13 42908 Subhiya 12 Mc 25 Good 

14 43099 Suriya 6 Mc 24 Good 

15 43098 Karthick 8 Mc 26 Good 

16 43006 Sri Sathiya 12 Fc 28 Fair 

17 43775 Sri Sairam 5 Mc 24 Good 

18 44307 Gopal 12 Mc 21 Good 

19 49965 John 2 Mc 23 Good 

20 45585 Rani 4 Fc 24 Good 
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DISCUSSION 

 

 The three varieties of kamalai noi, Manjal kamalai is a clinical entity 

described by siddhars as pitha type of disease. Which is taken for clinical 

study in the post graduate department of Kuzhanthai Maruthuvam, 

Govt.Siddha Medical College, Palayamkottai. By its clinical features like 

fever, loss of appetite, nausea, weaknes yellowish discoloration of sclera. 

Conjunctiva, Urine mucosa and under the tongue are clinically identical with 

Infective hepatitis. A clinical entity described in modern medical literatures. 

 

 This study comprises primarily a survery of literatures in both siddha 

and modern aspects. In siddha texts like Balavagadam, Yugi Vaidhya 

chinthamani, Agasthiyar 2000 wealth of information of this clinical entity is 

available. 

  

Modern text book like Nelson paediatrics, Essential paediatrics – 

O.P.Ghai, Fundamentals of paediatrics partha’s  and current pediatric 

diagnosis and treatment Lange’s etc. were availed for modern aspects. 

 

  Siddhars – the ancient scientists, out of their experience recorded the 

undue exposure to sunlight, excessive intake of spices, sour, salt and pungent 

taste items are the causative factors. Modern medical science attributes a 

viral cause for this disease. Among 20 cases, the history given by most of the 

patients coincided much with the observations of  Siddhars. 

 

 Generally in India there are many existing predisposing factors which 

produce jaundice. Economically poor social status and illiteracy are mainly 

responsible for the poor knowledge about Jaundice. Improper hygienic 

measures like unpreserved water supply and drainage system in most places 
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and improperly preserved food items, contaminated needles and blood 

products favour the spread and development of this disease. 

 

 Siddhars laid great emphasis on Noi anuga vithi Ozhukkam.  

 

 ‘ePH RUf;fp NkhH ngUf;fp nea;AUf;fp 

cz;gtH jk; NgUiuf;fpw; NghNk gpzp” - gjhHj;jFz rpe;jhkzp 

 

 Non scientific treatment of jaundice like salt restriction undue 

starvation, lead to complications and thus increasing morbidity and 

mortality. Alcoholism and administration of hepato – toxic drugs cause 

damage to the liver, lack of facilities for routine screening of HBs Ag in 

blood donors, and commercial sexual workers play an important role in the 

spread of Infections jaundice. Accurate labeling of jaundice in every case is 

essential to study the nature and to take preventive measures.  

 

 This has given a clue that extensive experimental studies by 

researchers of bio-medical fields on the above points may bring new facts on 

the susceptibility of the individual for the development of this particular 

clinical entity. Among 20 patients admitted, 14 patients had given a history 

of contact with infected persons, and 6 patients given a history of persistent  

exposure to sunlight, and all had taking excessive spicy, sour and pungent 

taste items. 

 

AGE, SEX AND SOCIO-ECONOMIC STATUS 

 Among the 20 patients, 1 patients belonged to the age group of  3-6 

years, 19 patients belonged to the age group of 6-12 years, the entire group 

of patients belonged to the vatha period. 

 



113 

 

 Among 20 cases admitted 14 were male children and 6 were female 

children. 

 

 Among 20 cases admitted for study, most of them belonged to the low 

income group. 

 

PARUVAKAALAM 

 Pitham ‘thannilai valarchi adaithal’ (setting its season) period is Kaar 

kaalam, piranilai valarchi adaithal period is Koothir kaalam. In this study out 

of 20 patients, 1 patients were treated in Muthuvenil Kaalam, in this study 

out of 20 patients, 1 patients were treated in Muthuvenil kaalam, 9 patients 

were treated in koothir kaalam and 9 patients were treated in Munpani 

kaalam. The modern medical science also states that infective hepatitis 

commonly occurs in the autumn (September and October) (Third season of 

the year i.e., August, September and October). 

 

AETIOLOGY 

 Generally from the history given by the patients, this disease is due to 

the dietetic, extrinsic and other factors (described in Siddha aspect), which 

also cause vitiation of Pitham and kabam. Siddhars have also stated the same 

cause described above for this disease Manjal kamalai that it is due to the 

derangement of Pitham, that affects the blood and forming this disease. The 

etiology of Manjal kamalai is based upon the Mukkutram is Siddha system 

of medicine. 

 

 In modern medical science, it is based upon the viral infection. The 

mode of infection is through stools contaminated water, blood transfusion 

and sexual act. Anatomical and physiological changes take place in the liver 

due to this infection. 
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 In both systems, it is stated that any factor which causes damage to the 

liver, produce this disease. Hence the causes of this disorder given in Siddha 

system is more or less corresponding to that of modern medical science. 

 

NILAM (FIVE KINDS OF LANDS) 

 Almost all the cases came from marutha nilam. This may be due to the 

location of the hospital is at Tirunelveli. So in order to access the 

geographical distribution in its true perspective a wider study is felt essential, 

which may be taken by future workers as a separate study. According to 

Siddhars thought marutha nilam is the safest place to maintain good health. 

But nowadays air pollution, water contamination and improper drainage 

have spoilt it. 

 

MUKKUTRAM 

 VATHAM 

PIRANAN 

 No history of dyspnoea was given by any patient. So there is no 

involvement of Piranan. 

 

ABANAN 

 In some of the cases there was history of constipation and hence 

involvement of Abanan. 

 

VIYANAN 

 In some cases complaints of body pain and pruritus were present. So 

involvement of Viyanan is inferred. 

 

UTHANAN 

 Nausea and vomiting were present in all cases. It shows involvement 

of Uthanan. 
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SAMANAN 

 Loss of appetite, indigestion was present in all cases. So involvement 

Samanan. 

 

NAGAN 

 None of the case was affected by Nagan. 

  

KOORMAN 

 None of the case was affected by Koorman. 

 

KIRUKARAN 

 In all cases nausea, vomiting, and salivation from the mouth were also 

present. It shows involvement of Kirukaran. 

 

DEVATHATHAN 

 Devathathan was not affected in Manjal Kamalai. 

 

THANANJEYAN  

PITHAM: 

ANAL PITHAM 

 Loss of appetite and dyspepsia were recorded in all cases. It shows 

involvement of anal pitham.  

 

RANJAGAM 

 In all the cases serum bilirubin was above normal. So involvement of 

Ranjaga pitham. 
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SATHAGAM 

 In all the cases mental depression was present. so involvement of 

sathagam. 

 

ALOSAGAM 

 No history of disturbed vision was noted in any case. So no 

involvement Alosagam. 

 

PRASAGAM 

 There was yellowish discolouration of the conjunctiva, sclera and 

body with dry skin noted in all cases. It shows involvement of Prasagam. 

 

KABAM 

AVALAMBAGAM 

 There is no sign of respiratory involvement in all cases. It shows that 

avalambagam was not affected. 

 

KILETHAGAM 

 There is a feature of dyspepsia in all cases. So the involvement of 

kilethagam. 

 

POTHAGAM 

 In all cases complaints of bitter taste sensation were present. It shows 

involvement of Pothagam. 

 

THARPAGAM 

 Among 20 cases 3 patients complains, there was burning sensation 

their eyes. So involvement of Tharpagam. 
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SANTHIGAM 

 Among 20 patients, 2 patients complaints of joint pain. So Santhigam 

was affected. 

 

UDAL KATTUGAL 

 As per the signs and symptoms seen in 20 cases, the Saaram and 

senneer were affected in all cases. But the literature says if any one of the 

thathu was affected, others were also affected. 

 

ENVAGAI THERUVUGAL 

NAADI 

‘mz;blNt jhpj;jpuHfs; tpUj;jH ghyH 

md;ghfj; jz;zPhpy; %o;fpNdhHfs;” - Neha;ehly; ghfk; 1 (rjf ehb) 

vd;gjd; %yk; rpWtHfSf;F ehb eil rhpahf fzpf;f KbahJ vd;gJ tpsq;FfpwJ. 

 

 rpWtHfSf;F cly; tsHr;rp Ntfk; mjpfkhf ,Ug;gjhy; ehbAk; mjpfkhf 

,Ug;gjhy; ehbAk; mjpfhpj;J fhZk;. 

 

ehbghHf;Fk; Kd; filgpbf;f Ntz;ba tpjpfis ghyHfSf;F mDrhpf;f 

fbdkhdjhy; ehb %yk; Nehia rhpahf fzpf;fKbahJ vdNt ehbia Kjd;ikahf 

nfhz;L rpWtHfSf;F Nehia epjhdpf;f Kbahjjhy; vz;tif NjHTfspy; 

ePHf;Fwp nea;Fwp kyf;Fwp Ma;tpid Kjd;ikahf nfhz;L thj gpj;j fg 

capHj;jhJf;fis Cfpj;J mjd; mbg;gilapy; kQ;rs; fhkhiy Nehia fzpj;J 

mjw;fhd kUj;Jtk; Nkw;nfhs;sg;gl;lJ. 

 

 Mdhy; nghJthf ,e;Nehapy; gpj;j fg ehbAk; fg gpj;j ehbAk; 

fhzg;glyhk;. 

SPARISM 
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 In Manjal kamalai temperature was elevated at the time of onset. That 

is due to excessive pitham. 

 

 According to modern medical science. Fever was present during the 

onset of this disease due to viral infection. Palpable liver and tenderness was 

noted in Manjal kamalai. 

 

NAA 

 In Manjal Kamalai excessive salivation was present with bitter taste. 

Tongue is yellow in colour. These are due to involvement of Pitham. These 

symptoms were noted in all patients. 

 

NIRAM 

 In all the cases due to involvement of Pitham, the body was mildly 

yellow in colour. 

 

MOZHI 

 Not affected in all 20 cases. 

 

VIZHI 

 Vizhi was yellow in colour in all cases due to involvement of Pitham. 

 

MALAM (stools) 

 In Manjal Kamalai, due to involvement of Pitham and Vatham, the 

malam was constipated. The stools was pale yellow in color. 
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MOOTHRAM (urine) 

  In all the cases the Moothiram was dark yellow in colour, due to the 

increased Pitham. 

 

NEIKKURI 

 Among 20 cases, the neikkuri was just like the ring. It was defined 

that in the Pitha patient’s urine will show ring shape. Hence this Manjal 

Kamalai is also a pitha type of disease it produced the ring shape. 

 

 In infective hepatitis, bile salts and bile pigments were present in all 

20 cases. Urobilinogen was increased in all cases. In obstructive Jaundice 

there is absence of urobilinogen. Hence 20 cases were diagnosed as infective 

hepatitis. There are many liver funceion tests described in modern medicine. 

But they were not carried out due to lack of laboratory facilities. 

 

UDAL VANMAI 

 In Manjal Kamalai, Iyarkai vanmai and Kaalavanmai are affected all 

patients. 

 

CLASSIFICATION 

 IN BALAVAGADAM, Kamalai is classified into 3 types. Manjal 

Kamalai is one among the 3 types. 

 

 In Yugivaidya Chithamani Kamalai classified into 13 varieties, among 

13 types, Manjal Kamalai is the commonly presented entity. 
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SIGNS AND SYMPTOMS OF MANJAL KAMALAI 

i) Loss of appetite. 

ii) Yellowish discoloration of the conjunctiva, sclera,urine under 

surface of tongue, buccal mucosa, and skin which are visible in 

natural daylight. 

iii) Constipation or Diarrhoea.Mental depression. 

iv) Body pain 

 

Besides the common signs and symptoms of kamalai, the above 

mentioned signs and symptoms are noted in all 20 cases. Hence it was 

diagnosed as Manjal Kamalai 

 

TREATMENT 

  In all 20 cases, Elathy Chooranam 1gm 3 times a day with cow milk. 

 

‘tpNurdj;jhy; thjk; jhOk; 

 tkdj;jhy; gpj;jk; jhOk; - erpa 

 mQ;rdj;jhy; fgk; jhOk;. 

 

  Regarding this Manjal Kamalai, among these vital forces, Pitham is 

affected first, and then the other vital forces are deranged. So the main 

principle in treatment aspects is to make the deranged Pitham to be in their 

normal places, and carry out normal functions by giving the medicines. 

 

Nausea and vomiting are among of the symptoms of Manjal Kamalai. 

So no need to give medicine for vomiting. 
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  The trial medicine of  Elathy choornam having the tastes namely 

kaippu; inippu and thuvarppu and these are said to be useful in correcting the 

deranged pitham and kabam. 

 It is described in Kannusamiyam as follows. 

 

‘gpj;j kjpfhpg;gpd; NgRk; ghpfhuk; 

 Rj;jj; JtnuhL nrhy;ypdpg;Gr; rj;jhFk; 

 ifg;Gr; RitNa fUJtjd; tPW 

 va;g; GilA nkd;Wiuj; jhhpq;F” 

 

Elathy choornam is  inippu,and kaippu  so it is very useful in pitha 

type of diseases. 

 

  The bio-chemical investigations have revealed the following facts. 

The trial medicine of  Elathy choornam contains there is no minerals like 

calcium, phosphate, sulphate, chloride and Iron. I All the so patients were 

advised to take rice sugar cane juice and tender coconut water. Liver plays 

an important role in metabolism of carbohydrate, protein and fat. Excessive 

carbohydrate is convert into fat and glycogen. When liver function is 

affected the synthesis and storage of glycogen is not possible similarly in 

case of Jaundice the absorption of fat from the intestine is also affected. 

 

  Therefore, the body needs under these circumstances perennial supply 

of reducing sugar for its various metabolic activities. Brain can utilize only 

the glucose. Sugar can juice is mainly a disaccharide consisting of glucose 

and fructose. In the intestine the sugar is broken down into constituent by the 

enzyme invertase present in the surface of epithelium of microvili. It is 

easily digestend even in jaundice condition. Henc e the importance has been 

attached to the intake of sugar cane juice during the onset of Jaundice. 
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  In the clinical side rice caunji with fat free boiled milk is the food to 

the patients who suffer from Manjal Kamalai. 

 

  When the medicine has been administered in the form of  Elathy 

choornam  the patients responded very well. So the medicine has given a 

good clinical cure. Nobody shows signs of complications like gastro-

intestinal bleeding, encephalopathy and ascites. 

 

Despite the common belief that an uncomplicated cases of viral 

hepatitis may recover even by complete rest with a prescribed diet regimen, 

the uniform recovery with remarkable clinical and bio-chemical 

improvement in above cases had helped to arrive at the view that  Elathy 

choornam possessing properties capable to normalizes Pitham with a 

particular hepato-protective effect. 
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SUMMARY AND CONCLUSION 

 

 Manjal kamalai a pitha type of disorder with considerable involvement 

of liver and gall bladder and wide constitutional features was taken for this 

study. 

 

 The clinical features of the manjal kamalai resembles the clinical 

entity of infective hepatitis, various literatures collected in siddha and 

modern side which are dealing the disease. 

 

 In this respect well known siddha medical literature’s like bala 

vagadam, yugi chindamani, Agusthiyar-2000 Siddha maruthuvam, Noi 

Nadal part II and in modern science . 

 

Text book of pediatirics – Nelson, Essential pediatrics- O.P Ghai, 

current paediatric diagnosis and treatment – lange’s were availed for sources 

related to Manjal kamalai and its counter part of the infective hepatitis. 

 

 20 cases were admitted for study in the In-patient department. 

Amoung the patients 14 Males and 6 female. 

 

 The diagnosis of this disease were made on the basis of eight types of 

clinical investigations, and mukkuttram mentioned in siddha literature with 

concurrent practical application of modern clinical and laboratorial approach. 

 

A traditional proprietary of siddha medicines tried in the form of  

Elathy choornam. Which is prepared by dried plants of kelanealli, Elakai, 

Jeeragam and sugar. 

 

All the patients were responding well form the beginning with 

remarkable signs of improvement. 
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The important observation during this study has been shown that no 

patients were developed or reported any features of further complications 

like coma, Intestinal hemorrhage etc. 

 

The occurrence of this disease was marked in kaar, Koothir and 

mudhuvenil kalam. 

 

All the patients were corresponded to report any untoward 

developments after their discharge. 

 

The common belief of the public is that the siddha medicines and diet 

prescribed are more effective in the treatment of manjal kamalai is once 

again established by the clinical study. 

 

The cost of the medicine used in the treatment of jaundice is very low, 

that is very cheap when compared with the cost of other medicines used in 

the treatment of jaundice. The plants, Kelanealli, Elakai, Jeeragam and sugar. 

available and cultivated. 

 

The adverse side effects are nil in the treatment of jaundice by the 

Siddha medicine. 
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CONSTITUENTS OF ELATHY CHOORANAM  

  

 

 

 

Vyf;fha; 

 

rPufk; 

 

fPohney;yp 
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rh;f;fiu nghb 

 

Vyhjp #uzk; 
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PREPARATION AND PROPERTIES OF TRIAL DRUGS 

 

PREPARATION OF MEDICINE 

 

Preparttion and Properties of Trial Medicine : 

Ingredients : 

Yelakkay (Eletaria Cardamomum) =   100 gm 

Chirakam (Cuminum Cyminum) =   100 gm 

Keelanelli (Phyllanthus Niruri) =   100 gm 

Sugar     =    300 gm 

 

Preparation : 

  Raw drugs are cleaned powdered finely sieved and preserved in an 

airtight containes. 

 

Mode of Administration : 

 Dosage  : 5 to 15 Grain (325mg – 975mg) 

 Vehicle  : Cow Milk 

 Indication   : Kamalai  

 Duration  : 6-12 days 

 Reference Book  : Anubava vaithiya deva ragasiyam page No - 52   
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Properties of Ingredients 

 

 (Elettaria Cadamomum) 

 Family - Scitaminaceae 

 Parts Used - Seeds 

 

Organoleptic Characters : 
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Chemical Constituents : 

 Terpinyl acetate, limonene, essential oil ash containing manganese. 

 
Action : 

 Carminative, diuretic, useful is Nausea, vomiting, Leadache, refrigerant, helps 

digestion, hepatic colic and nutritive tonic 

       - Natkarni Vol. I pa : 475 



 

 

    

 



(Cuminum Cyminum) 

 Family : Umbelliperare 

 Parts Used : Fruits & Seeds 

Organoleptic Characters : 
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Chemical Constituents : 

 Thymene, fatty oil, essential oil, luminal, cymene, cymol, carvane, Terpene. 



 

 

 

 

      



 





(Phyllanthus Amarus) 

 Family  : Euphorbiacca 
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Constituents  Phyllanthis D. Hydophylanlhin 

 Action :   Deobstruent, Diuretic, Astringent eye. Disease. 

 Use     :    Used in Diabetes, Jaundices Dysentry eye Disease. 
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ANNEXURE - II 

BIO - CHEMICAL ANALYSIS OF 

ELATHY CHOORANAM 

 
PREPARATION OF THE EXTRACT 

 5 gram of chooranam was weighed accurately and placed in a 

250 ml clean beaker, Then 50ml distilled water was added and 

dissolved well. Then it was boiled well for about 10 minutes. It was 

cooled and filtered in a 100ml volumetric flask and then it was 

made up to 100ml with distilled water. This fluid was taken for 

analysis.  

QUALITATIVE ANALYSIS 

Experiment Observation Inference 

Test for calcium 
2ml of the above prepared 
extract is taken in a clean test 
tube. To this add 2 ml of 4% 

ammonium oxalate solution is 
added to it. 

A white 
precipitate is 

formed 

 

Indicates the 
presence  of 

calcium 

 

Test for sulphate: 
2ml of the extract is added to 
5% barium chloride solution. 

No white 
precipitate is 

formed 

 

Absence of 
sulphate 

 

Test for chloride 

The extract is treated with 
silver nitrate solution. 

No white 

precipitate is 
formed 

 Absence of 
chloride 

Test for carbonate 
The substance is treated with 
concentrated Hcl. 

No brisk 
effervescence is 

formed 

Absence of 
carbonate 

Test for Starch 
The extract is added with weak 

iodine solution 

blue colour is 
formed 

Indicates the 
presence  of 

starch 

Test for iron Ferric 
The extract is treated with 
concentrated glacial acetic acid 
and potassium ferro cyanide. 

 
 

No blue colour 
is formed 

Absence of 
ferric iron 
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Test of  Ferrous iron: 
The extract is treated with 
concentrated Nitric acid and 

ammonium thio cynate. 

Blood red 
colour is 
formed 

Indicates the 
presence  of 
ferrous iron 

Test for phosphate 
The extract is treated with 
ammonium molybdate and 
concentrated nitric acid. 

No Yellow 
precipitate is 

formed 

Absence of 
phosphate 

Test for albumin 
The extract is treated with 
Esbach's  reagent. 

No yellow 
precipitate is 

formed 

Absence of 

albumin 

Test for Tannic acid 
The extract is treated with 
ferric chloride. 

blue black 
precipitate is 

formed 

Indicates the 
presence  of 
Tannic acid 

Test for unsaturation 
Potassium permanganate 

solution is added to the extract. 

It gets 
decolourised 

 
 

Indicates the 
presence  of 
unsaturated 
compound 

Test for the reducing sugar 
5ml of benedict's qualitative 
solution is taken in a test tube 
and allowed to boil for 2 mts 

and added 8-10 drops of the 
extract and again boil it for 2 
mts. 

No colour 
change occurs 

 
 

Absence of 
reducing sugar 

Test for amino acid: 

One or two drops of the extract 

is placed on a filter paper and 

dried it well. After drying, 1% 

Ninhydrin is sprayed over the 

same and dried it well. 

No violet  
colour is 
formed 

Absence of 
amino acid 

Test for Zing 

The extract is treated with 

potassium Ferrocyanide 

No white 

precipitated is 
formed 

Absence of Zinc 
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ANALYSIS 
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ANNEXURE - III 

PHARMACOLOGICAL ANALYSIS HEPATO –  

PROTECTIVE STUDY OF ELATHY CHOORANAM 

 

AIM: 

To analyse the hepato-protective activity of Elathy choornam. 

 

Materials and Methods 

Two groups of albino rats each consisting of 3 rats were used in this 

study. One group (A) of Albino rats received CCL4 0.2 ml/lOOmg body 

weight subcutaneously. The second group(B) received CCL4 0.2 ml /100 gm 

body weight with trial drug ELATHY CHOORANAM for 8 days 

continuously. 

 

On the ninth day the animals were sacrificed and liver lobes excised 

for histopathological studies. 

 

HISTOPATHOLOGICAL STUDIES 

1. In the CCL4 given group there was marked liver damage. Both the 

sample liver shows hepatocytes with lobular disarray. There is 

ballooning of the cytoplasm with plenty of fat vacuoles. In focal areas 

they coalesce to form fatty cysts. Few of the hepatocytes are 

completely replaced by fat vacuoles. Minimal fibrosis was seen 

extending from portal tract. 

2. In group that received CCL4 and drug an overall protection from 

CCL4 damage was observed. Both the liver section shows normal 
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hepatocytes arranged around central vein with mild dilatation. Sinuses 

appear dilated with prominent kupffer cells. Portal tracts appear 

expanded. 

3. These two groups of liver section were compared to the normal 

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 has hepato-protective action against CCL4 induced liver 

damage. 
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ANTI - PYRETIC STUDY OF ELATHY CHOORNAM 

 

AIM : 

To study anti-pyretic activity of  Elathy choornam.  

 

PROCEDURE: 

Group of six Albino rats were selected and divided equally into 2 

groups. All the rats were made hyperthermic by subcutaneous injection of 

12% suspension of yeast at a dose of 1 ml/100 ml of body weight. 10 Hours 

later one group of animals was given the test drug by gastric tube in a dose 

of 20 mg/ml and the second group received only distilled water at a dose of 2 

ml. 

 

The mean rectal temperature for the two groups were recorded at 0 hr, 

1&1/2 hrs, 3 hrs and 4&1/2 hrs after the drug administration. The difference 

between the mean temperature of the control group and that of the other 

group was measured. 
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STUDY OF ANTI PYRETIC BY YEAST INDUCED METHOD  

USING THE DRUGS ELATHY CHOORANAM  

s. Name of Dose /100 Initial After Drug Mean Remarks 

No Drugs / gram body Temperat Administration   

 groups weight ure in 1 ½ 3.0 4 ½   

   centigrade hour hours hours   

1. Control 

(Water) 

1 ml 37.0 

36.5 

37.0 

36.5 

37.5 

37.0 

38.5 

38.5 

38.5 Significa

nt 

Ac

tion 

      

2. Standard 

(Paracetamol) 

1 ml 36.0 

36.5 

36.0 

36.5 

35.0 

35.0 

34.0 

34.5 

34.0 Significa

nt 

      Action 

2. Elathy 

chooranam 

2ml 36.0 

36.5 

36.0 

36.5 

36.0 

36.0 

35.5 

35.5 

35.5 Significa

nt 

Action       

 

INFERENCE 

Elathy choornam has good anti - pyretic action. 
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PHARMACOLOGICAL ANALYSIS 

ACUTE ANTI-INFLAMMATORY ACTIVITY  

IN RATS BY HIND- PAW METHOD 

 
Drug  : Elathy Chooranam. 

 
AIM : 

To demonstrate the acute anti-inflammatory activity of Elathy 

Chooranam in albino rats by Hind Paw Method. 

 
PREPARATION OF THE TEST DRUG : 

1 gm of Elathy Chooranam was suspended in 10 ml of water. 

From the above test drug 2 ml was administered orally. 1 ml 

contain 100 mg of Elathy Chooranam  

 
PROCEDURE : 

Six albino rats weighting 100-150 gm were taken and divided 

into three groups and each group consisting 2 rats. 

 
First group was kept as control and received water. Second 

group received lbuprofen at a dose of 20mg/100 gm body weight. 

Third group of animals received Elathy Chooranam. 

 
Before administration of drugs, the hind paw volume of all 

rats was measured. This was done by dipping the hind paw up to 

the tibio tarsal junction in a mercury plethysmograph. Soon after 

the measurement the drug was administered. 

 
One hour after the administration of drug a sub cutaneous 

injection of 0.1ml of 1% w/v of carrageenin in water was made into 

plantar surface of both the hind paw of each rat. 



145 

 

Three hours after carrageenin injection, the hind paw volume 

was measured once again. Difference between the initial and final 

value were noted and compared. 

 
The method is more suitable for studying anti inflammatory 

activity on acute inflammation. 

 
The result of the drug is compared with the standard as 

well as control group. 

S.N
o 

Group 
Dose/100
mg body 
weight 

Initial 
Readi

ng 
avera

ge 

Final 
readi
ng 

avera
ge 

Mean 
differen

ce 

Percentag
e of 

inflammat
ion 

Percent
age of 

inhibitio
n 

1. Control 2 ml 0.55 1.45 0.9 100 - 

2. Standard 20mg 0.55 0.75 0.20 22.2 77.8 

3. 

Veppam 

pattai 

Chooran

am 

100mg 0.45 0.72 0.27 30 70 

 

INFERENCE : 

From the above experiment it is observed that the test drug 

Elathy Chooranam has Significant  anti inflammatory action. 
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CHRONIC ANTI-INFLAMMATORY STUDY BY 

COTTON-PELLET  GRANULOMA METHOD 

 
Drug: 

 Elathy Choornam. 

Aim: 

 To study the chronic anti-inflammatory activity of the drug in 

albino rats by cotton pellets implantation (granuloma) method. 

 
Procedure: 

 Cotton pellets each weighing long was prepared and sterilized 

in an autoclave for about one hour under 15 lbs atmosphere 

pressure.  Nine Albino rats weighing between 100-200gm were 

selected and were divided into 3 groups.  Each rat was 

anaesthetized with ether and cotton pellets were implanted 

subcutaneously in the groin, two in each side. 

 
 From the day of implantation, one group of animals received 

Oosithagarai vidhai chooranam. at a dose of 200mg/100gm of body 

weight.  

 
 On the eighth day the rats were sacrificed and the pellets were 

removed weighed.  Then they were put in an incubator at 60ºC-

80ºC and then weighed. 

 
The concordant weight was noted for all groups and compared. 
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Study of Cronic Anti-Inflammatary effect by Cotton Pellet 

method using the Drugs of  Elathy chooranam 

 

S.l 
No
. 

Name of 
Drugs/ 
Groups 

Dose/1
00 

gram 
body 

weight 

Pelle
t 

weig
ht 

Pallet 

weight 
of the 

Granulo
ma of 
drugs 

Percentage 
of 

inflammati
on 

Percenta
ge of 

inhibito
n 

1. Control 2ml 10mg 250mg 100 Nil 

2. Standard 20mg 10mg 55mg 22 78 

3. 
Elathy 

Chooran
am 

100mg 10mg 100mg 40 60 

 
 

Inference : 

The drug show significant chronic – anti inflammatory action. 
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ANTI-HISTAMINIC EFFECT OF ELATHY 

CHOORANAM ON ISOLATED ILEUM OF GUINEA PIG 

 
AIM: 

To study the Anti-histaminic effect of Elathy Chooranam. 

 
PREPARATION OF TEST DRUG: 

1 gm of Elathy Chooranam dissolved in 10 ml of distilled 

water and mixed well.  

 
SOLUTION REQUIRED: 

Histamine (1 in 1, 00,000 strength)  

Anti Histamine (pheniramine melate) – 2.5 mg/ml 

 Test drug (Elathy Chooranam) – 100mg/ml 

 

Nutrient solution 

 Tyrode solution : 1-2 litres 

 

Tissue used  

Guiena pig ileum 

 

Aparatus required 

 Student’s organ bath, Sherrington rotating drum, scissiors , cotton 

thread. 
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PROCEDURE: 

An over night fasted Guinea pig weighing about 400 grams 

was sacrificed by a blow on the head and by carotid bleeding. The 

abdomen was suddenly opened and the ileo-ceacal junction was 

found out. A small portion of ileal portion was cut and removed and 

placed in a dish, containing warm aerated tyrode solution. The 

contents of the ileum were gently rinsed out by pushing tyrode 

solution into it. 3 cm length segment was cut from this part of 

ileum, and was tied with thread on both ends separately without 

closing the lumen and the tissue was mounted in an organ bath 

containing Tyrode solution maintained at 37°c and bubbled with air 

by oxygen tube. 

First the drum was allowed to run for a whole minute to 

record the baseline. Drugs were given to study the inhibiting effect 

of histamine, 0.2 ml of histamine was added and allowed to run the 

drum for 30 seconds. Thus the tissue was standardized and then 

the drum was stopped and the histamine was washed out. Again 

tyrode solution was added to the organ bath till the lever comes 

close to baseline. The drum was allowed to run for 1 minute. 

To the organ bath, 1 ml of test drug was added, waited for 1 

minute and 0.2 ml of Histamine was added and then the drum was 

allowed to run for 30 seconds, to record the inhibitory action of the 

test drug. Again the recordings were repeated by adding 0.2 ml of 

Antihistamine and 0.2 ml of histamine and the drum was allowed 

to run for 30 seconds to record the antagonistic action of 

Antihistamine. 

There was no elevation in the graph and it seems to be the 

baseline. Then 0.2 ml of Histamine was added to standardize the 

tissue. Then the tracing was labeled and fixed.  

 

INFERENCE: 

From the graph it is inferred that the test drug antagonize the 

effect of Histamine when added together. So the drug has got 

significant Antihistamine activity 
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ANTIHISTAMINE STUDY OF ELATHY CHOORANAM 

 

 

 

  



151 

 

 

 

 

 

 

PROFORMA OF CASE SHEET 
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GOVERNMENT SIDDHA MEDICAL COLLEGE 

PALAYAMKOTTAI –THRUNELVELI – 627 002. 

Br. IV  KUZHANTHAI MARUTHUVAM POST GRADUATE 

DISSERTATION STUDY ON  “KAMALAI” 

 

Ward   :    Place of birth    : 

Ip.No   :    Religion           : 

Bed.No  :    Nationality           : 

Name   :    Admitted on time : 

Age   :    Discharge on time: 

Sex   :    Diagnosis           : 

Father’s Name      :              Medical Officer   : 

Occupation           : 

Income  : 

Address  : 

Informant  : 

Complaints and duration 

History of present illness 

History of previous illness 

Birth History: 

1. Antenatal history     : 

2. Prenatal history       : 

3. New natal history    : 

 

Development history   : 

Nutritional history    : 

Immunization       : 

Family history       : 

Environmental and social history   : 
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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 

 

MUKKUTTRANGAL 

     I. Vatham: 

1. Piranan 

2. Abanan 

3. Viyanan 

4. Udhanan 
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5. Samanan 

6. Nagan 

7. Koorman 

8. Kirugaran 

9. Devathathan 

10.Dhananjeyan 

 

I. PITHAM 

1. Anilam 

2. Ranjagam 

3. Sathagam 

4. Prasagam 

5. Alosagam 

 

II.   KABAM 

1. Avalambagam 

2. Kilethagam 

3. Pothagam 

4. Tharpagam 

5. Santhigam 

 

KANMAENTHIRIYANGAL: 

1. Kai 

2. Kal 

3. Vai 

4. Eruvai 

5. Karuvai 
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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 Gunam 

MALANGAL 

1.Malam 

2.Moothiram 

3.Viyarvai 

NILANGAL 

1. Kurinji 

2. Mullai 

3. Marutham 

4. Neithal 

5. Palai 

PARUVA KALANGAL 

1. Kaar 

2. Koothir 

3. Munpani 

4. Pinpani 

5. Illavenil 

6. 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 

 Pulse Rate 

 Respiratory Rate 

Blood pressure 

Chest 

CVS 

RS 
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SYSTEMIC EXAMINATION 

 

1. Examination of the abdomen 

a) Inspecton: size, shape , distended veins, position of 

umbilicus 

b) Palpation: Liver, Spleen, Gallbladder and tenderness. 

c) Percussion:Fluid Hrill,shifting dullness, stony dullness 

d) Auscultation: Bruits or Bowel sings 

 

EXAMINATION OF OTHER SYSTEM: 

 

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 Ag) : 
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LIVER FUNCTION TEST 

SGOT 

SGPT 

SAP 

 

x- ray: 

plain abdomen 

USG: Abdomen 

 

URINE: 

Albumin 

Sugar 

Bile salts 

Bile pigments 

Urobilinogen 

 

MOTION: 

Color 

Ova 

Cyst 

Occult blood 

 

TREATMENT : 

ADVICE 

 PROGRESS OF THE PATIENT: 
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GOVERNMENT SIDDHA MEDICAL COLLEGE  & HOSPITAL 

PALAYAMKOTTAI –THRUNELVELI – 627 002. 

Br. IV  KUZHANTHAI MARUTHUVAM 

POST GRADUATE 

DISCHARGE SHEET FOR  “KAMALAI” 

Name     :             Ward           : 

Age / Sex   :    Ip.No           : 

Occupation / Income      :    Bed. No : 

Date of Admission         : 

Date of Discharge          : 

Diagnosis                       : 

Signs and Symptoms    During Admission  During Discharge 

Fever 

Nausea 

Vomiting 

Loss of appetite 

Yellow colured urine 

Yellow colured  conjunctiva 

Pale colored motion 

General weakness 

Abdominal pain 

Tender and palpable liver 

Constipation 

Anemia 

Pruritus 

Diarrhoea 
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