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AIM AND OBJECTIVES 
AIM 

 A study on diagnostic methodology of Vaadha Karappan in the 

context of Ennvagai Thervugal. 

 

OBJECTIVES 

• To have a detailed literary review on Vaadha Karappan in the 

topics definition, aetiopathogenesis and classification from various 

siddhar’s text. 

• To evaluate the aetiology Karappan Pandangal (allergic food 

stuffs) in Siddha & Modern. 

• To study the pathogenesis of Vaadha Karappan in the context of 

Udar Dhaathukal and Uyir Dhaathukal.  

• To differentiate Vaadha Karappan from other types as in siddhar 

Yugi Munivar’s text. 

• To find the actual explanation of Karappan and Kuttam in Siddha 

science. 

 

 

 

 

 

 

 

 

 



 
 

INTRODUCTION 

 Siddha Medicine since 5000 years is the very oldest system of 

medicine in India. It is being used in every houses of South India and it 

went under the name of “Ayurvedha” to the North. Siddha system of 

medicine has its own unique doctrines in explaining etiological factors of 

diseases, Pathogenesis in the form of three humour vitiation and seven 

bodily humour derangements, Diagnosis, Line of treatment and internal, 

external treatment procedures. 

 Many medicines are available in Siddhar’s text which can cure the 

upcoming diseases. At the same time, diagnosis of disease was given the 

prime importance and this is proved by a quotation of Thiruvalluvar. 
 

  “Neha;ehb Neha;Kjy;ehb mJ jzpf;Fk; 

  tha;ehb tha;g;gr; nray;” 
 

 Siddhars have explained the philosophy of the world creation. 

There are two powers Sivam and Sakthi. Their actions are believed to be 

the happenings of the world. There are five elements out of which, each 

and everything in the world is made. They are, 

1. Earth - kz; 

2. Water - ePh; 

3. Fire - jP 

4. Gas - thA 

5. Ether - Mfhak; 

 

Each matter in the world is present in Thoola form (gross state) and 

Sookuma form (subtle state). 



 
 

 On subseqent processings, Mukgunangal (Sathuva, Raso, 

Thamasa) evolved. These charecters are exihibited in each and 

everything. 

 Our body is classified by Siddhar’s as 

1. gUTly;  -  ,d;g cly; 

2. #f;Fk cly; - Md;k cly; 

3. fhuz cly; 
 

gUTly; -  Gross Body is made out of bones, muscles, tissue,  

  blood vessels, tendons 

  It receives all joys of the world. 

#f;Fk cly; - Subtle body. 

  It is the reasons for formation of Gross Body. 

  - It is present within gross body. 

  - It is filled with internal power and only on self  

  realisation one can feel this state. 

fhuz cly; - Apart from the state of gross and subtle body. 

  It is equivalent to super natural power. 

 

 Everything in this world  is made up 96 Thathuvams. Various texts 

have classified them into groups. For the better understanding of Siddha 

physiology it  essential to know the functions of 96 Thathuvams. 

 The classification according to Yugi Vaidhya Cinthamani is as 

follows. 

 First group  - 30 

 Second group - 30 

 Third group  - 36 

          Total  - 96 

 



 
 

The functions of Thathuvams are 

g+jk; - 5 – Element 

kz;  - gpUjptp - Earth 

ePh;  - mg;G - Water 

jP  - NjA - Fire 

tsp  - thA - Gas 

tpRk;G - Mfhak; - Ether 

All the things to either living or non-living is made up of these five 

elements. 

nghwp -5- Sense organs  

nka;  - skin 

tha;  - tongue 

fz;  - eye 

%f;F  - nose 

nrtp  - ear 

These sense organs senses the stimuli from external environment. 

This brought out by the five elements. 

Gyd; - 5 - Senses 

Rit  - taste 

xsp  - vision 

CW  - touch 

Xir  - sound 

ehw;wk; - smell 

These are the senses which the body feels. 

fd;Nke;jphpak; - 5 – Motor organs 

if  - hand 

fhy;  - leg 

tha;  - mouth 

vUtha; - anal region 



 
 

fUtha; - external genitalia 

All the motor actions of the body are exihibited through these 

organs. 

fd;ktplaq;fs; - 5 – Motor functions 

nfhLj;jy; - giving 

elj;jy; - moving 

nrhy;yy; - speaking 

kfpo;jy; - enjoying 

tpLj;jy; - passing of motion, urine 

All the motor functions of the body fall under this category. 

me;jfuzq;fs; 4 
kdk;   

Gj;jp   

rpj;jk;  

mfq;fhuk;  

These are one’s own internal power of thinking. 

mwpT – 1 – knowledge 

Knowledge of one to analyse good and bad. 

SECOND GROUP 

ehb – 10 – Life channels 

,lfiy 

gpq;fiy 

Ropid 

rpq;Fit 

GUld; 

fhe;jhhp 

mj;jp 

myk;Gil 

rq;fpdp 

FF 



 
 

These are the life channels, through which energy flows. 

thA – 10 – Energy forces. 

gpuhzd;  

mghdd;  

tpahdd;  

cjhdd;  

rkhdd;  

ehfd;   

$h;kd;  

fpUfud;  

Njtjj;jd;  

jdQ;nrad;  

All these 10 energetic forces perform the various physiological 

functions within the body. 

Mrak; - 5 – System’s dwelling place. 
mkh;thrak;   

gfph;thrak;   

rythrak;   

kythrak;   

Rf;yhrak;   

The various physiological functions are carried out from those 

places named Aasayams. 

Nfhrk; - 5 – Functional places 
md;dkaNfhrk;   

gpuhzkaNfhrk;  

kNdhkaNfhrk;   

tpQ;QhdkaNfhrk;  

Mde;jkaNfhrk;  

The various functions of the body. 

 



 
 

THIRD GROUP 

Mjhuk; - 6 – Energy pools (Chakras) 
%yhjhuk;   

Rthjpl;lhdk;  

kzpg;g+ufk;   

mdhfjk;   

tpRj;jp   

Mf;fpid   

The energy is stored in these places and it has specific functions. 

 
kz;lyk; - 3 

jP kz;lyk; 

QhapW kz;lyk; 

jpq;fs; kz;lyk; 

 

kyk; - 3 – Soul’s waste 
Mztk;  

fd;kk;  

khia  

These wastes should be eliminated from us. 

 
Njhlk; - 3 (Vitiated humours) 
tsp 

moy; 

Iak; 

Vitiated humours reason for the  disease. 

 
<lid – 3 Desires 
nghUl;gw;W 

kf;fl;gw;W 

cyfg;gw;W 



 
 

The three major desires of a human. 

 
Fzk; - 3 – Character 
rj;Jt  

,uhrj  

jhkr   

The three types of characters. 

 
tpid – 2 – Happenings 
ey;tpid  

jPtpid  

 

,uhfk; - 8 – Psychological states of mind. 
fhkk;   

FNuhjk;  

cNyhgk;  

Nkhfk;  

kjk;   

khh;rhpak;  

,Lk;ig  

mfq;fhuk;  

 

mtj;ijfs; - 5 – States of mind 
edT    

fdT    

cwf;fk;   

NgUwf;fk;   

caph;g;glf;fk;  

The five states of mind. 

 The pathology of many disease as per Siddha is through the 

three humours. 



 
 

Vaadham 

Pitham            Uyir Thaathukal 

Kabham 

• Each humour has 6 properties and its increased or decreased 

function results in disease. 

The vitiated humour affects the seven bodily humours. The are, 

1. Saaram 

2. Cenner 

3. Oon 

4. Kozhuppu                               Udar Thaathukal 

5. Enbu 

6. Moolai 

7. Sukkilam / Suronitham 

These are bodily humours affected by Vaadham, Pitham and 

Kabham. The seven bodily humours exihibits increased or decreased 

functions out. 

 Being credited by Department of Noi Naadal the author wanted to 

establish the diagnostic methodology of the Vaadha Karappan through 

Ennvagai Thervugal. 

 Naa, Niram, Mozhi, Vizhi, Malam, Moothiram, Sparisam and 

Naadi these are the physician’s tools in diagnosing the disease. The 

changes found in the above said features will be taken as signs of the 

disease and they are documented to generate “Ennvagai Thervu”, an 

effective tool in disease diagnosis. 
 

 

 

 



 
 

ELUCIDATION ABOUT VAADHA KARAPPAN 

 
In the book Yugi Vaidhiya Cinthamani, Vaadha Karappan has been 

described as follows. 

 
thjf;fug;ghd; 

“nfhs;sNt clk;ngy;yhk; ntJg;gha; nehe;J 
 File;JNk kpfr;Rue;J tPf;f khFk; 
tps;sNt Njfnky;yhk; Gz;Nghy; nehe;J 
 ntbj;JNk Gz;zhFk; tpuy;fs; re;J 
Ks;sNt Klq;fpNa euk;G jhDk; 

 nkhopfs; gf;f kpf;f,l kpfT yh;e;J 
ks;sNt NkdpaJ twz;L fhZk; 

 thjkhq; fug;ghd;wd; tz;ik jhNd” 

 Mjhuk; : a+fp itj;jpa rpe;jhkzp 

  ghly; vz; : 767 
 
thjk;: 

ce;jpapd; fPo; gpwe;J clk;G KOtjpYk; gutp Rthrk;> grp> 

jhfk; KjypaitfSf;F Mjhukhf ,Ue;J gy tpfhuq;fis 

Vw;gLj;jpf; nfhz;bUf;Fk; Kg;gpzpfspy; xd;W. 

 

One of the three humours occupying the region below the navel. It 

is responsible for all movements in the body. It spreads throughout the 

body and causes respiration, hunger, thirst without itself undergoing any 

change. 

 

 

 

 



 
 

fug;ghd; 
nrhwp> Gz; Kjypaitfspd; tif 

The name for any eruption or other skin disease such as rash, eczema. 

 

rhjhuzkha; Foe;ijfSf;F clk;gpy; vg;ghfj;jpyhtJ 

neUf;fkhf cz;lhFk; fLifg; Nghd;w FUf;fs;> filrpahf 

,f;FUf;fs; jpuz;L kQ;rs; my;yJ fgpy epwkhd gUf;fis 

cz;lhf;Fk;. 

 

Eruptions common in children, spreading over any part of the body 

in clusters of light coloured papules each of size of a mustard seed. It 

terminates in large light yellowish or brown scabs. 

 

clk;ngy;yhk; -  clk;G - Body 

ntJg;gha; -  ntJg;G – ntg;gk; - gentle heat 

      c\;zk; - Warmth 

nehe;J -  gytPdk; - Weakness due to severe pain 

File;JNk - File;J – Filjy; - feeling of continuous  

                       boring pain as in rheumatism. 

kpf  -  excess – more 

Rue;J  - Ruj;jy; - ,iltplhJ nrhhpjy;> cz;lhjy;>  

       CWjy; - formation 

tPf;fk; -  Cjy; - swelling 

 -   g+hpg;G - tumefaction 

Njfnky;yhk; -  Njfk; - clk;G - the physical character of body. 

Gz;Nghy; nehe;J  - pain as in ulcer 

ntbj;JNk  - ntbj;jy; - gpsj;jy; - being split, being cracked 

Gz;  - ulcer 

tpuy;fs;  - finger 



 
 

re;J - %l;L (m) nghUj;J - joint 

    gpsg;G - gap 

    ntbg;G – fissure 

Klq;fpNa - Klq;fy; - jilgLjy; - being hindered 

euk;G - ehb - artery 

    fhhpuj;j Foy; - vessels carrying black blood, vein 

    clypYs;s Foha; - any duct in the body 

nkhopfs; - nkhop – voice, language 

    nkhsp – joints  

    nkh* - tPf;fk; - rheumatic swelling 

 

• nkhopfs; vd;gjw;F gjpyhf nkhspfs; vd;wpUe;jpUf;f    

  Ntz;Lk;. 

 

gf;fkpf;f ,lk; - adjacent sides 

cyh;e;J - fha;e;J> thb – dryness 

Nkdp - cly; - body 

    epwk; - colour 

    rh;kk; - healthy skin 

twz;L - twl;rp - dryness 

tz;ik - moF – beauty 

 Fzk; - quality, property 

 

The above versus gives the following meaning, 

“nfhs;sNt clk;ngy;yhk; ntJg;gha; nehe;J 

File;JNk kpfr;Rue;J tPf;fkhFk;” 

 

The inflammatory skin lesions all over the body is interpreted from 

these lines. 



 
 

“tps;sNt NjfkJ Gz;Nghy; nehe;J 

ntbj;JNk Gz;zhFk; tpuy;fs; re;J 

Ks;sNt Klq;fpNa euk;G jhDk;” 

 

The inflammatory skin lesions followed by weeping pustules in the 

fingers, joints and the tortuous veins of the lower limbs. 

 

“nkhopfs; gf;f kpf;f ,lkpf Tyh;e;J 

ks;sNt NkdpaJ twz;L fhZk; 

thjkhq; fug;ghd;wd; td;ik jhNd” 

 

On later stages, the adjacent sides of the joints gets dried up and the 

whole body presents with dry skin. 

 

Summary 

We can conclude that Vaadha Karappan has entirely  an 

inflammatory skin disease which on initial stages shows weeping pustules 

nearer the joints of hand and legs. On later stages showing dryness of 

skin. 



 
 

REVIEW OF LITERATURE 
 

 The definition, types, aetiopathogenesis of disease Karappan from 

various Siddhar’s text has been described below. 

 

Definitions 
Definition for Karappan from Agathiyar Rana Nool, 

“vz;gJ fug;ghd jd;ikapak;gpLkhW NfsPh; 

 ez;gpLk; thjk; gpj;jk; eyq;nfl;Lj; jhdk; tPq;Fk; 

Gz;gLq; fug;ghd; re;J Giye;Jly; fLj;J Neh;Fk; 

 Fz;Glk; ntbj;J #iy tUtJ uzkPnjd;nd” 

 

“cisQ;RNk tapWjhd; rPjq;fhZk; 

 c\;zkha; %j;jpue;jh KUq;fptPOk; 

midQ;RNk aq;fnky;yhk; nrhhpAz;lhk; 

 moyhf ntJk;gyhaf; fhf;fhNzhTk; 

GifQ;R Nkdpq;fj;jpw; Gz;NghyUf;fpg; 

 nghbg; nghbaha; Rz;zhk;G fw;Nghy; tPOk; 

fisQ;RNk ePNuhL kyKQ;rpf;Fk; 

 frpANk fug;ghdhk;” 

 

Definition for Vaadha Karappan from Agathiyar 2000 

 

“tPq;Fq;Fj;jp kpfTioAk;. tplhky; jpkph;j;J tPq;fp epw;Fk; 
 khq;fg; Gz;zpw; ryk; tpOe;jhy JTe;jpdTQ; nrd;wp nra;apy; 

 ePq;Fr; nrt;nt jPuhJ neLehl;glNt krfp epw;Fk; 

 Njq;fr; Rl;Lg; Gifj;Jtplj; jPUk; thjf;fug;gdNj” 

 

 



 
 

Definition for Vaadha Karappan from Segarasa Vaithiyam 

 
“clk;ngy;yhk; ntJk;gp nehe;J cise;Jfhy; re;Jiff 

splq;fspw; Rue;J tPq;fp apUe;Jgpd;D thjpahfp 

Klq;fpna tuz;L Njhd;wp Kw;wpNa ntbj;Jg; Gz;zhk; 

,lq;nfhlhf; fug;gd; thj Fzkpnjd;wpak;gyhNk” 

 

“re;Jjhs; nkhopnghUj;Jj; jhdq;f Se;JtPq;fp 

te;Jjhd; Gz;Nghw;fhak; tUe;jjpNaapUe;J thb 

nehe;Jjhd; fdj;Jtw;wp NehTld; nrhwpAz;lhFk; 

,e;j Neha; jhDk; thj fug;gndd;wpAz;lhFk;” 

 

“,Ue;njOe;jpUf;Fk; NghJ kpaw;Wq;fhy;fuq;fs; re;J 

tUe;jplj; jpkph;e;J tPq;fp tuz;bbt; ntbj;Jg; Gz;zhk; 

jpUe;jpatq;fe;jhDk; nrakwg; nghUkhfpy; 

tUe;Jkpf; Fzq;fs; fz;lhy; thjkhq;fug;ghdhNk 

nehe;Jjhd; fdj;Jkpf;f NehTilg; Gz;fs; jd;dpy; 

te;Jty;yhAjq;fs; tLtwj;ijj; jplj;jpy; 

re;Jjho; nkhopnghUjtirT jhdq;fshfpw; 

te;Jjhd; njhLf;FQ;Nrjp thjkhq;fug;ghdhnk” 

 

“fz;Ze;J}q;fp eLTj;jp fdj;Jr; Rue;J nyJk;GKly; 

ez;Ze;JilAq;fdjpkpuha; iee;NjjiyAq; fpWfpWf;Fk; 

kz;zpw; gpwe;Njhh; jq;fsplk; te;Nj tUe;jkaf;fpLfpy; 

vz;zp thjfug;gndd ,JTk; Nghyhnkd;whh;” 

 

“tPq;Fq;Fj;Jk; kpTisAk; tplhkw;wpkph;j;J tPq;fpepw;Fk; 

Vq;Fg;Gz;zpw;rtk; vOj ypJTe;jpdT nrhwpTnra;Ak; 

ePq;fpr; nrt;NtjPuhJ neLehl;glNt NahLtpf;Fk; 

Njq;fr;Rl;Lg; Gifj;Jtplj; jPUk; thjfug;ghdpNj” 



 
 

Types 

The various other siddhar’s classifications are as follows. 

Classification as in Guru Naadi Saasthiram 235. 
 

“gLtd; Kg;gj;jpnuz;L gUntW ehw;gj;njhd;W 

KLfpLk; tp\gkhW %d;W NkhTrp %d;Ws; 

 jphpfLk; gPsp %d;W rpurpdpw; rpye;jp nfhy;ypy; 

 fLfpLiklk; gj;jhW fug;ghD nkz;gj;ije;J 

       
fug;ghd; - 85

 
 

Classification as in Rathinachurukka Naadi, 
 

“ehslh ehw;gJ ehY E}W 

 eaKlNd ehw;gj;J vl;LNuhfk; 

 ghug;gh thjkJ vz;gj;J ehY 

 gUf;fnt gpj;jkJ ehw;gj;J vl;L 

jhug;gh Nrj;Jkq;fs; njhz;Zw;whW 

 gPypAlDW trpa kQ;rjhFk; 

nghhpfug;ghd; njhd;E}W nfz;il gj;J” 

    
fug;ghd; - 90

 
 

Classification as in Pathinen Siddhar Balavagadathiratu 
 

“nrq;fug;ghd; mdy; fug;ghd; jhDk; kz;ilr; 

 rpuq;F gz;Zk; mhpfug;ghd; nghhp fug;ghd; 
mq;fkjp nyOfug;ghd; jhDkpf;f 
 msuhk; cjp uf;fug;ghd; fl;bNahL 
nghq;fkha; tPq;fp fug;ghDe; jhd 
 Gfyhpa rl;il jb ntb fug;ghd; 
rpq;fKf vhpfug;ghd; thj gpj;j 

 Nrj;Jkj;Njhl fug;ghd; gjpndl;lhNk” 

    
fug;ghd; - 18

 



 
 

Classification as in Segarasa Vaithiyam 

 
“nrg;gGthjf; fug;ghd; Nrh;tul;rpf; fug;gd; 
 ntWg;GWk; ngUq;fug;gd; tpuw;wpkph;thjnkd;Dk; 
fWg;G fug;gNdhL fghyj;jpw;Nrh; fug;gd; 
 jg;GW tp\ghfj;jpw; rhh;e;jpULq;fug;ghdhNk 
fug;gWGilfug;gd; fue;J nfz;ilf; fug;gd; 
 Jug;GW nrhwp fug;gd; J}q;fpLfug;ghNdhL 
epug;gtPq;Ff; fug;gd; ePz;bLntbf; fug;gd; 
 mhpg;GWfug;ghNdhL mlh;fhzhf;fbf; fug;gd; 
fbj;jpL nrq;fug;gd; fUJ%yf; fug;gd; 
 mLj;jRFzp fug;gd; mow;W nfhs;spf; fug;gd; 
Jbj;j nfhg;Gsf;fug;gd; Njhd;Wfz;lf; fug;gd; 

 neLj;jw; fug;gNdhL ePs;nghj;jpf; fug;ghdhNk 
MFq;fhjpw; fug;gdhkpUgj;J %d;wpy; 
 thFW Fzq;fnshL kUtpLkUe;JQ; rpq;ifr; 
Nrfuhhpa Nfhdhd nrfuhrNrfud;wd; 

 XifNrh;e;jpLtjw;fh Ayfpdh;f; Fiuj;jjhNk” 

      
fug;ghd; - 23

 
 

Classification as in Agathiyar 2000, 

 
“tpspk;gpL thjNehT vz;gj;J ehYkpf;f 
cs;sq;fsp rs;spKg;g Njhq;Fly; thAnkl;L 
foq;fK Kg;gj;Nj* fug;gJ kWgj;jhW 
jdq; nfhs;spg; GUjp ehY rhw;Wid FWitnal;Nl” 

   
fug;ghd; - 66

 
 

 



 
 

Classification as in Agathiyar Rana Nool, 
 

“vz;gJ fug;ghd; jd;id apak;gpLkhW NfsPh; 
 ez;gpLk; thjk; gpj;jk; eyk;nfl;Lj;jhdk; tPq;Fk; 
Gz;gLk; fuq;fs; re;J Giye;Jly; fLj;J NehFk; 

 td;ikAld; ntbj;J #iy tUtJ uzkPnjd;Nd” 

    
fug;ghd; - 80

 
 

Classification as in Pararasasegaram 

 1. thj fug;ghd; 
 2. thA thj fug;ghd; 

 3. thjf;fug;ghd; #iy thA   

 4. XL fug;ghd; 

 5. thjf;fug;ghd; #iy 

 6. tp\ghf thjf;fug;ghd; 

 7. fz;lf #iy fug;ghd; 

 8. fghyf #iy fug;ghd; 

 9. nrq;fug;ghd; fug;ghd; 

 10. Kyfug;ghd; #iy 

 11. mf;Fdp fug;ghd; 

 12. nfhs;sp fug;ghd; 

 13. fw; fug;ghd; 

 14. nkhj;jp fug;ghd; 

 15. fhjpy; fug;ghd; 

 16. CJ fug;ghd; 

 17. nrhwp fug;ghd; 

 18. mhp fug;ghd; 

 19. ntb fug;ghd; 

 20. Gil fug;ghd; 

 21. fhzhf;fb fug;ghd; 

fug;ghd; - 21
 



 
 

Another classification as in Pararasegaeam 

1.  thj fug;ghd;  

2.  thjgpj;j fug;ghd;  

3.  thjgpj;j rpNyj;Jk fug;ghd; 

4.  gpj;j rpNyj;Jk fug;ghd; 

5.  gpj;jthj fug;ghd; 

6.  twl; fug;ghd; 

7.  fug;ghd; tPf;fk;  

8.  fz;lfpue;j fug;ghd; 

fug;ghd; - 8
 

 
Another classification as in Segarasa Vaithiyam 
 1. fghy tsp fug;ghd;  

 2. fghy mow; fug;ghd; 

 3. fghy Ia fug;ghd; 

 4. fghy fUq;fug;ghd; 

 5. fghy nrq;fug;ghd; 

 6. fghy ntz;fug;ghd; 

fghy fug;ghd; - 6
 

This is the classification given in the book Aruvai Maruthuvam. 
 
Classification as in Roga Nirnaya Saaram ennum Roga Nidhanam, 

 
 1. fUq;fug;ghd; 2. nrq; fug;ghd; 

 3. twl;rp fug;ghd; 4. thp fug;ghd; 

 5. mhp fug;ghd; 6. nrhwp fug;ghd; 

 7. CJ fug;ghd; 8. Mde;j fug;ghd; 

 9. ghy fug;ghd; 10. kz;ilf;fug;ghd; 

 11. #iyf;fug;ghd; 12. thj fug;ghd; 

 13. gpj;j fug;ghd; 14. thj nrt;thg;G fug;ghd; 



 
 

 

 15. gpj;j nrt;thg;G fug;ghd;  16. fg nrt;thg;G fug;ghd; 

 17. jhYghfk; fug;ghd;      18. ril fug;ghd; 

fug;ghd; - 18
 

 

Classification as in Sarabendrar Vaithiya Muraigal 

Virana Roga, Karappan Roga Sikitchai 

 1. thj fug;ghd; 
 2. tws; fug;ghd; 

 3. kz;il fug;ghd; 

fug;ghd; - 3
 

 

Pathogenesis 
Pathogenesis of Vaadha Karappan from various texts 

 

Pathogenesis of Karappan from Guru Naadi Nool, 

“cl;bzNk mjpfk; tUkpe;jphpa Nghfj;jh 
Y}DUfp aj;jpapNy NtT nfhz;L 

el;lzkha; nte;j njhU kr;ir jd;dpy; 

ehl;lkpl;l fpUkpaJaZFk; NghJ 

kl;LlNd fpUkpnay;yhk; gwe;jq;Nfwp 

 tifAlNd khq;fp\j;ijj; Jisj;J NkTk; 

jpl;lKld; tpl fug;ghd; gwe;J NkNy 

 jpdTlNd guguj;Jr; nrhwpAz;lhNk” 
 

“tay;jdpNy g+ehf kz;izj; jhNd 

tUe;jpaJ Gj;Jg; Nghytj;ij ahFk; 

gay;nkhopaPh; Njfj;jpy; fpUkp jhNd 



 
 

 gue;JUfp Fl;lk; Nghy; Gs;spfhZk; 

kayJTq; fpUkpAe;jhd; ele;J Gf;fpy; 

 NkdpaJ rurnud ntbj;Jg; Gz;zhk; 

fay; ngUFk; Foy; kltPh; nrhy;yf; NfsPh; 

 fufuj;Jr; nrhwp ngUFq; fug;ghd; jhNd” 

 

Pathogenesis of Karappan from Pararasasegaram, 

“thjgpj;jq; fgkpit %d;wth; 

 NwJ thy;ntsp thy;kpb ahtpdh; 

Nfhij ahuba ghh;itah; thw;Fsph; 

 Ngj ephpit ahYd NgRNfs; 

Ntff; fhw;wjpdh; gid nty;yj;jhy; 

 ghf kpf;fyhd Nkjpg; ghnta;ayhy; 

jhfkhdp tUf;f jprhjyhy; 

 Nghf thio tOjiy Ks;spf;fha; 

fhAk; gy;tplj; jhw;Ruj; jhw;fspy; 

 vAk; tz;nlyp ahy;tUNk Jntsp 

Fb ey;ywpthd vUtpdhh; 

 adkhd fug;ghd; tiffNs” 

 

Pathogenesis of Vida Karappan from Guru Naadi Nool, 

“Fl;lkJ tpl fug;ghd; tplePh; #iy 
 RNuhzpjj;jhy; jhJnfl;Lj; jbg;Gz;lhFk; 
kl;lwNk fpUkp nrd;W kUTk; NghJ 
 tifaha;f; fpUkpAltplePh; nrd;W 
Fl;lKld; Njfnky;yhk; gwf;Fk; NghJ 
 FopFopaha;f; fpUkpapdPh; nfhs;Sk; Gs;sp 
jl;lwNt fpUkpAl ePuhy; te;J 

 rfy Fl;lk; tpl fug;ghd; rhw;wyhNk” 

 



 
 

 

Pathogenesis of Karappan from Agathiyar Kanma Kaandam 300, 
 

“cz;iknad;w fug;ghNdhL tz;Lfb Fl;l 
 KfpYs;Nshh;f; fpJte;j Tz;ikf;NfS 
jz;iknad;w jpy;yhk bXjhrpdq;fs; Ngrq; 
 fw;Fitj; J}ldpe;j rz;lhsj;jhy; 
tz;iknad;w topapNy Ks;spl;L itj;jy; 
 kue;jiofs; g+Tjpu tbj;j ghyk; 
ngz;kapNy tz;Lfb tplKQ; Nrh;j;J 

 gpyj;j nrhhpFl;lkJ gpyj;j thNw” 

 

Fate of the disease 
 

 Siddhars didn’t fail to explain the fate of the disease. They have 

coined certain terms such as Theerum Kuri, Theera Kuri, Asathiyam and 

Marana Kuri. All these terms explains the fatality of the disease. 

 The  fatality of  Karappan is explained in the following versus by 

Yugi Munivar. 

 

“%h;f;fkhk; rhj;jpaj;ij nkhopaf; Nfsha; 

nkhopfpd;w thjfug; ghd;wd; NdhL 

Ch;f;fkhk; gpj;jfug;ghD khFk; 

cah;fpd;w twl;rpahq; fghyf; fug;ghd; 

jhh;f;fkh apJehYQ; rhj;jpakhk; 

jSf;fhd jpkph;thjf; fug;ghd; fz;lk; 

jPh;f;fkhQ; Nrl;gfug; ghd;wd; NdhL 

nrg;gpaNjhhpJ %d;W krhj;a khnk” 

 

 



 
 

 

 

He explains Vaadha Karappan, Pitha Karappan, Kabala Karappan, 

Varatchi Karappan can be cured through proper treatment. 

The remaining Thimir Vaadha Karappan, Silethuma Karappan and 

Kanda Karappan are considered to be cured rarely. They may go fatal 

even. 



 
 

DETAILED PATHOLOGICAL VIEW OF THE 

DISSERTATION TOPIC 

AETIOLOGY 

The Aetiology of  Karappan from Yugi Vaidhiya Sinthamani. 

 “Vohd fug;ghdpw; gj;jp Nfsha; 

Vw;w khrpq;fs; Grpf;ifahYk; 

$ohd fk;Gjpid tuF rhikf; 

nfhbjhd fpoq;Ftif aUe;jyhYk; 

ghohd ngz;khia jd;dpw; rpf;Fk; 

ghq;fhd tpufj;jhd; Kaw;rp ahYk; 

jhohd gz;lq;fs; rikj;jplj; jpd;dy; 

jhfNk fug;ghd;wd; rhay; jhNd” 
 

“rhayha;j; jdf;Fj; jhd; %j;j ngz;izj; 

jhtpNdhh; jho;r;rpahQ; rhjp jd;dpy; 

fhayha;f; fye;Jz;Nlhh; fyfQ; nra;Njhh; 

fw;Gila kq;ifaiuf; fUjp Ndhh;fs; 

thayha; tho;kuj;ij ntl;bNdhh;fs; 

kUj;Jth;fs; tz;zhh; ehtpjh;fs; $ypf; 

$ayha;f; nfhlhNjhh;fs; FUepe;jpj;j 

nfhLk;gtP fug;ghdpw; Fwpnfhs; thNu” 

 a+fp itj;jpa rpe;jhkzp 

The aetiology of the disease may be grouped into two as 

1. Dietary factors 

2. Psychosocial factors 

Dietary factors 

• Intake of more meat 

• In take of more millet porridges 

• Intake of harmful root tubers other that edible ones 

• Intake of putrid rotten foods 



 
 

Psychosocial factors 

• Violation of marriage laws 

• Friendship of Immoral persons 

• Troublesome Nature 

• Cutting  live trees 

• Not paying doctors, laundrymen and barbers 

• Curses of Gurus 

All these factors affects Kabham and disturbs its function then carried by 

decreased Pitham and exhibited out through Vaadha humour. 

 

AETIOPATHOGENESIS OF VAADHA KARAPPAN 

Dietary factors 

More amount of Meat, Millets, root tubers and putrid rotten foods 

when taken in more amount, they fail to get digested by Pitham humour. 

This results in formation of Mandham. 

And also weknow that Mandham is the prime cause for the course of the 

diseaes. 

 

Psychosocial factors 

These factors strongly affect Manonmayakosham. 

Manonmayakosham is composed of Manaman and Gnanendriyam. Thus 

mind and skin are interrelated with each other. 

Many mental disabilities have their impact over the skin. This is in 

recent years known as Psycho Dermatology. 



 
 

PATHOGENESIS OF VAADHA KARAPPAN 
 

Any disease to the body as per Siddha system affects seven bodily 

humours and the three vital humours. These humours may be altered from 

its functions. This is the pathology in Siddha. 

 

For the disease Vaadha Karappan failure to digest allergic food 

stuffs and the disturbed mind results in improper  digestion producing 

Mandham. The Vaayu Samanan joins with Mandham resulting in the 

formation of aamam. This aamam disturbs the functions of Pitham. 

Improper digestion is due to reduced function of Anar Pitham. 

 

Renjaka Pitham & Prasaka Pitham’s functions are lost resulting in 

loss of colour & complexion of the skin. Saaram and Seneer Thaathu are 

affected by Pitham and these Thaathus are responsible for cutaneous 

manifesations of the skin. The Vaadha humour exihibits the features of 

the disease in skin. 

 

Thus, it is clear Kabham being the prime humour for the disease 

decreases the functions of Pitham. This is turn affects Vaadha humour 

and the diseaes is exhibited by Vaadha humour. 

All the 3 humours are deranged in their functions. 
 

 

 

 

 

 

 

 

 



 
 

Schematic Sketch of Pathogenesis 

 
Failure to digest 

Allergic food stuffs 
Formation of Mandham 

 
 

 Samanan fails to work 
 
 

 Forms Aamam 
 
 

 Carried by Pitham 
 
 

 Anar Pitham Renjaka Pitham 
Prasaka Pitham Altered 

 
 

 Saaram & Seneer 
Gets affected by Pitham 

 
 

 Produces the cutaneous 
features 

 
 



 
 

THEORETICAL VIEW OF THE DISSERTATION TOPIC 
 

EMBRYOLOGICAL ORGIN OF SKIN 
 

I. In Siddha Science 

During the course of development of Foetus, formation of skin 

occurs by element Earth. 

 “ghug;gh g+jike;J kz;ePh; NjA 

ghpthA thfha ike;jp dhNy 

Nrug;gh rlkhr;R kz;zpd; $W 

nrwpkaph;Njhy; vd;gpiwr;rp euk;ige; jhFk;” 

 rjfehb 
kz; + jP = Njhy; 

Orgin of skin occurs by combination of  Earth and Fire. 

So the skin has the properties of Earth and Fire elements. 
 

II. In Ayurvedha 

In the text of Ashtanga Hirthayam under “Anga Vibaha Saariram”, 

the skin is described as, 

gQ;rg+jkakhd Njfj;jpy; jhJf;fspd; #l;bdhy; gf;Ftk; 

nra;ag;gLfpw ,uj;jj;jpypUe;J 7 tifahd rh;kq;fs; “ghypypUe;J 

Mil cz;lhtJ Nghy;” cz;lhfpd;wd. 

The seven layers are, 

Name Thickness 

1 – rh;kk; – mtgh]peP 1/18  ney; msT 

2 – rh;kk; - Nyh`jh 1/16 ney; msT 

3 – rh;kk; - ];Ntjh 1/12 ney; msT 

4 – rh;kk; - jhk;uh 1/8 ney; msT 

5 – rh;kk; - NtjpeP 1/2 ney; msT 

6 – rh;kk; - Nuh`pzp 1 ney; msT 

7 – rh;kk; - khk;]juh 2 ney; msT 



 
 

IN MODERN ASPECT 
 

 During the third month of foetal life, three layers of cells are 

recognizable, the periderm, the intermediate and the basal layer which is 

close to derma. The basal cells multiply rapidly and keep pushing the 

older cells towards the periderm and thus by the fifth month a stratum of 

these cells (pricklecells) superficial to basal cells forms a definite stratum 

Malpighii. 

 

 

  End of second month of intrauterine life, the derma consists of 

closely packed, spindle shaped mesenchymal cells and by the third month 

of intra-uterine life, fine reticulum fibres are demonstrable, which later 

increase in number and thickness and form the collagenous fibers. The 

elastic fibres appear during the sixth month the foetal life.  

 

 

 The subcutaneous fat is apparent by the end of third month of 

intrauterine life, but becomes abundant only during the later months of 

foetal life. The nail starts as an epidermal specialization on the dorsum of 

the tips if the digits by the third month of foetal life. Most of the 

sebaceous  glands in the body develop in connection with hair follicles 

during the fifth month of foetal life. 

 

 

 

 

 



 
 

ANATOMY OF SKIN 
 

 According to Siddha Science 

 “Nrug;Gh rlkhr;R kz;zpd; $W 

nrwpkaph; Njhy; vd;gpiwr;rp euk;ige; jhFk;”  

 rjf ehb 

 

“vd;G Njhypiwr;rp Nkij kaphpit iae;J kz;zhk;” 

 jd;te;jphp itj;jpak; - 1 ghfk; 
 

“rhw;w ntYk;G Njhy; rhhpiwr;rp fhZkaph; 

Nghw;w euk;Gk; Gfy kz; ” 

 fz;Zrhkpak; 

From the above lines, it is clear that skin is the element of Earth. So the 

skin exhibits the characters of Earth element. 

 
In Modern Aspect: 

 
 The largest organ of your body is your skin (known as integument 

in the world of clinical anatomy). It includes the outer covering that 

protects your inside parts from the elements and from viruses and 

bacteria. The skin is also necessary for heat regulation, sensation, and 

making vitamin D. The skin can be a good indicator of health. A person 

who is in shock may have pale skin and goose bumps, and someone with 

a fever may feel warm to the touch. The skin has two layers, called the 

epidermis and the dermis. 
 

 Epidermis: This tough layer of cells is the outermost layer of skin. 

It gets its toughness from a protein called keratin. The epidermis has five 

layers:  



 
 

 Stratum corneum is made up of dead, mature skin cells called 

keratinocytes. These cells are constantly shed and replaced by cells from 

the lower layers of the epidermis. These cells have lost most of their 

internal structures and organelles.  

 Stratum lucidum is found in thicker skin and helps reduce friction 

between the stratum corneum and the stratum granulosum. It’s composed 

of dead, flattened cells. The skin is thicker in some areas (like the soles of 

your feet) and thinner in others; women also tend to have thinner skin 

than men do. 

 Stratum granulosum is where keratin is formed. The cells in this 

layer also produce materials that prevent evaporation, which helps 

waterproof the skin. 

 Stratum spinosum contains the keratin-producing cells that were 

formed in the stratum basale. Keratin is a major structural component of 

the outer layers of skin. 

 Stratum basale forms the deepest layer. The cells of this layer 

continuously divide and form new keratinocytes to replace the ones that 

are constantly shed. This layer also contains melanocytes, which are the 

cells that produce skin coloring. 

 

Dermis:  

 This lower layer of the skin contains collagen and elastic fibers that 

give strength to the skin. This layer is also where the vasculature and 

nerves live. 

  Together the epidermis and dermis form the cutaneous layer. The 

subcutaneous layer (area below the skin) lies underneath the cutaneous 

layer and is sometimes called the hypodermis or superficial fascia. It 

holds most of the body’s fat, so it varies in thickness from one person to 

another. 



 
 

 

  Creases form over joints because the skin always folds the same 

way as the joints bend. The skin is thinner in those areas and is firmly 

attached to the underlying structures by connective tissue. The 

integument also includes the structures that grow out of the skin, plus a 

couple of glands: 

  

Hair: The protein keratin forms hair. Hair has an inner layer (the cortex), 

which contains pigments that give it color, and an outer layer (the 

cuticle). It grows out of follicles, which are little pockets of epidermis in 

the dermis. The shape of the follicle determines whether hair is curly or 

straight. Each follicle contains a hair bulb from which the hair develops. 

Arrector pili muscles connect the hair follicle to the skin. 
 

Nails: Keratin shows up again in the form of plates found on ends of the 

fingers and toes. Underneath each nail is a nail bed with a root at the 

proximal end (closer to the rest of the body). 
 

Sebaceous glands: These glands are connected to the hair follicles. They 

produce sebum, which is an oily substance that helps keeps the hair 

flexible. 
 

Sweat glands: Sweat glands are coiled tubular glands found in most of 

the skin. The secretory portion (the part that secretes the sweat) of each 

gland lies in the fascia with a duct that runs up to the surface of the skin.  

 

 

 

 



 
 

PHYSIOLOGY OF SKIN 

 
In Siddha System 

Skin it is defined as one of the five sense organs. 

(QhNde;jphpaq;fs;) in the body. 

It receives senses from external environment. 

 

The relationship of three humours with skin 

 In Vaadha humour, Vyaanan Vaayu has its role perception of 

senses. 

 In Pitha humour Renjaka Pitham gives colour and complexion to 

the skin. 

 In Kabha humour, Sandhika Kabham gives the integrity and 

oiliness to the skin. 

 All the three humours are connected to skin and the physiological 

functions of skin are done by it. 

 

In Modern Aspect 

As the body’s largest organ, the skin performs a series of key functions 

resulting from multiple chemical and physical reactions taking place 

within it.  

 The most common and obvious of these functions is to protect the 

body against injury, heat, and light radiation; the penetration of chemical 

agents; and the invasion of microbes and microorganisms. The skin also 

acts as a temperature regulator, enabling the body to adapt to different 

ambient temperatures and atmospheric conditions by regulating moisture 

loss. Cosmetic products become very important to this protective 

function. Sunscreens protect against UV radiation and, therefore, against 



 
 

premature skin aging and skin cancer. Creams and lotions with a 

bactericidal effect reduce and/or control excessive proliferation of 

bacteria on the skin, a problem particularly associated with oily skin, and 

one of the main causes of acne development.  

 And, by forming an invisible barrier on the skin’s surface, daytime 

moisturizers can help reducem the moisture lost by the skin itself that 

results in dehydration. Through the secretion of sweat and sebum, the 

skin performs an excretory function, eliminating a number of harmful 

substances resulting from the metabolic activities of the intestine and the 

liver.  

 The skin also secretes hormones and enzymes. When the skin’s 

own chemistry and chemical composition are not compatible with a 

particular product’s ingredient(s), the result is overall product sensitivity 

and even allergic reactions. 

 The large number of nerve endings in the skin makes it sensitive to 

touch. As a result, the skin is a sensory organ and the point of receptivity 

for cold, heat, and pain. 

 Finally, the skin plays an immunological role, due primarily to the 

Langerhans cells that can pick antigens from the skin and carry them to 

the lymph nodes. Excessive UV radiation either destroys or inhibits the 

performance of these cells, increasing the risk of skin cancer. 

 

 

 

 

 

 

 

 



 
 

EVALUATION OF KARAPPAN PANDANGAL 
 

“ngUFQ; Nrhs kpWq;Fk; ngUq;fk;G 

tuFfhUld; thioapd; fhnahL 

ciunfhs; ghfw; nfspw;W kPd; cz;bby; 

tphptjha; fug;ghDk; kpFe;jNj” 

 ghythflk; 

There are few food stuffs called Karappan Pandangal in Siddha system of 

medicine. Karappan Pandangal are said to precipitate skin diseases and 

they are advised to avoid for this reason. 

Karappan Pandangal are, 

Nrhsk;  - Sorghum vulgare 

fk;G   - Pennisetum typhoideum 

tuF   - Paspalum scrobiculatum 

fhuhprp  - Oryza sativa 

thiof;fha;  - Musa paradisiaca 

ghfy;   - Momordica charantia 

nfspw;W kPd; - Osteogeniosus militaris 

 

EVALUATION IN SIDDHA SCIENCE 
In Siddha Materia Medica, there are versuses for each and every  food 

substance that we take using this, the author attempts to evaluate the 

concept. 

 

Nrhsk; - Sorghum vulgare 

“Nrhsnkdg; Ngh;gilj;j NrhWfsp dhYlypy; 

kPsr; nrhwp rpuq;F tphpj;jpajhk; - ehSq; 



 
 

fug;ghDk; cz;lhk; fdkUe;Jk; ghohk; 

gug;gidia fzkhNj! ghh; ” 

 mfj;jpah; Fzthflk; 

The  versus depicts the following  points 

• Precipitates itching 

• Produces skin rashes 

• Causes eczema 

• Nullifies medicine value 

fk;G  - Pennisetum typhoideum 

“fk;G Fsph;r;rpnadf; fhrpdpaw; nrhy;Yth;fhd; 

gk;G nrhwp rpuq;if ghypf;Fk; - ntk;Gk; 

clypd; nfhjpg;gfw;Wk; cl;gy Kz;lhf;Fk; 

mlyapwfz; khnk awp” 

 mfj;jpah; Fzthflk; 

The versus depicts the following  points 

• Produces chillness to the body 

• Gives itching and skin lesions 

• Removes the excess heat 

• Gives internal strength to the body. 

 

tuF  - Paspalum scrobiculatum 

“vwpfgNjh NlgyNeh; naa;Jk; twl;rp 

nrhwprpuq;F gpj;je; njhlUk; - epiwAq; 

fufnkdg; g+hpj;jfr;rKiy khNj! 

tufhprpr; Nrhw;why; tOj;J” 

 mfj;jpah; Fzthflk; 

 

 



 
 

The  versus depicts the following  points 

• Gives dryness to the skin 

• Causes itching and skin lesions 

• Disturbs Pitha humour 

 

fhuhprp  - Oryza  sativa 
 

“fhuhprp ke;jq; fdg;Glypy; J}ypg;Gk; 

ghuwpa thAitAk; gz;Zq;fhz; - NeNu 

fug;ghndd; ghh;nghUe;jpw; fhakJ nkj;j 

cug;ghFk; vd;Nw Aiu”  
 

The  versus depicts the following  points 

• Gives bulkness to the body 

• Increases Vaadha humour 

• Causes Karappan 

• Gives more strength to the body 

 

thio  - Musa paradisiaca 

“thioapd; fdpaiu thjkha;f; fha;KO 

jhOkk; kUe;jt uf;fpdp %yk; 

 Njiuah; fhg;gpak; 

 

The  versus depicts the following  points 

• If the plantain is half riped, it increases Vaadha humour and gives 

the disease Karappan. 

• If the plantain is raw, it nullifies the medicine strength. 

 

 

 



 
 

ghfy;   - Momordica charantia 

“gpj;jnkhU thjg; ngUf;if kpf cz;lhf;Fe; 

jj;J fug;ghidj; jUtpf;Fk;- gw;wpuj 

jhughlhze; jik Kwpf;Fe; jg;ghJ 

fhuty;ypahk; ghfw;fha;” 

 mfj;jpah; Fzthflk; 

The  versus depicts the following  points 

• Increases the Pitha Vaadha humour 

• Gives the disease Karappan 

• Nullifies arsenic toxicities 

 

nfspw;WkPd;   - Osteogeniosus militaris 

• This is one of the sea fishes 

• The flesh of this fish is said to increase Vaadha humour and 

excaerbates skin lesions already present. 

From the above explanation we find all the substances are found to 

increase Vaadha humour. So this is the reason for precipitation of the 

disease.   

 

EVALUATION IN MODERN SCIENCE 

In Modern Science, all the food stuffs contain semi-essential amino 

acid histidine. When taken in more amount, it undergoes decarboxylation 

and releases histamine in circulation. Excess production of histamine 

causes allergic reactions like asthma, eczema etc., 

Thus, it is clear that Karappan Pandangal are the allergic food 

stuffs that precipitates skin diseases. 



 
 

DIFFERENTIATION OF KARAPPAN AND 

KUTTAM 
 

Kuttam 
Yugi Munivar has classified Kuttam in to 18 types. 

Their aetiology can be grouped into 

1. Dietary factors 

2. Climatic factors 

3. Life style factors 

4. Psychosocial factors 

 Dietary factors include intake of low quality foods. Climatic 

factors include excessive hot or cold climate. Life style factors include 

habit of controlling vommiting, having a disturbed sleep. Psychosocial 

factors include excessive sex indulgence having mental conflicts, curses 

of Guru, God and elders. illtreating of females, betrayal of guests, 

stealing and raping. 

The eighteen types are, 

Gz;lhPff; Fl;lk; - Pundareega Kuttam 

“$LNk jhikiuapd; g+tpjo;g;Nghy; 

Ftpe;JNk fWg;NghL ntSg;GkhFk; 

NjLnk rptg;G gy th;zkhFk; 

………………………………..” 

The skin lesions will be blackish white and sometimes red. 

tpw;Nghlf Fl;lk; - Virpodaga Kuttam 

“…………………………………. 

nkJikaha; tpl;nlhpAk; ey;y ghk;gpd; 

tplg;glk;Ngh Nyjbj;J ntSg;GkhFk; 

fJikaha; kpfr;nrhhpQ; rptg;GkhFk; 

……………………………………..” 



 
 

Skin lesions will be white in colour sometimes turning to red after severe 

itching. 

 

ghkh Fl;lk; - Bama Kuttam 

“jhdhd jpdTz;lha; ntSj;jpUf;Fk;” 

Skin will be highly itching and the skin colour changes to white. 

 

f[rh;k Fl;lk; - Gajasarma Kuttam 

“jhdhfr; rle;jhD kpff; fWg;ghk; 

 rlnkq;Fe; NjhYhpAQ; rptg;G khFk; ” 

• Skin changes to highly dark colour 

• Scaling will be followed by redness of the skin 

 

rpFuFl;lk; - Sigura Kuttam 

“khh;f;fe;jhd; gRikaha; ntSg;Gz;lhFk; 

khrptg;Gf; fWg;Gkha;j; jpdTz;lhFk; 

…………………………….” 

Skin lesions will be found yellowish white, dark red to black 

 

fpU\;z Fl;lk; - Krishna Kuttam 

“Nrjpaha;j; Njfnkq;F jhd;fWf;Fk; 

rptg;GlNd Nrl;Lkj;jp Ew;gtpj;J 

…………………………………….” 

Skin colour will be dark and next changes to red. 

 

mTJk;gu Fl;lk; - Avudhumbara Kuttam 

“fhz;ikaha;f; fha;e;JNk clk;ngq;Fe;jhd; 

fUfpNa ………………….” 

Skin colour will be dark 



 
 

kz;ly Fl;lk; - Mandala Kuttam 

“tFj;jNjhh; gr;irth;z kpuj;j th;z 

khapUf;f Klk;ngy;yh rpunry;yhe;j;jhd; 

tpFj;jNjhh; jiyapNy ntSg;GkhFk; 

nkdpnay;yh kpfj;jbj;Jf; fWg;Gz;lhFk;” 

Normal body colour changes to  dark colour and normal scalp changes to 

white colour. 

 

mgughpr Fl;lk; - Abaraparisa Kuttam 

“kUtNt Njfnky;yh kpfT nehe;J 

khrw;w uj;jnky;yh kpff; fWf;Fk; 

………………………………….” 

Body colour changes to black 

 

tprh;r;rpf Fl;lk; - Visarchiga Kuttam 

“ghprkha; thjgpj;jj; Jw;gtpj;Jg; 

ghpe;J njhl;lh nyz;nza;jid ntSg;G khFk; 

…………………………………….” 

Skin lesions will be white in colour 

 

itahjp Fl;lk; - Vaiyathi Kuttam 

“………………………………….. 

Nkdpnay;yh ew;ghk;G kpd;dyhFk; 

……………………………………” 

Skin lesions will be yellowish shinning as in snake 

fpBg Fl;lk; - Kideeba Kuttam 

“fhuzkhQ; rhPunkq;Fk; gr;irahFk;” 

Skin lesions will be green in colour 

 



 
 

“jBgkha;j; jbg;ghrpr; nrk;ikahFe; 

……………………………………….” 

Skin lesions will be red in colour 

 

jj;Uf; Fl;lk; - Thathru Kuttam 

“rh;ke;jhd; rptg;ghf tl;ldpj;Jr; 

ryitNghy; ntSf;FNk jpdTz;lhFk;” 

The skin lesions will be red in colour, next changes to white. 

 

rpj;Jkh Fl;lk; - Sithuma Kuttam 

“………………………………… 

jspuhd Riug;g+tpd; tz;zkhfp 

thf;fhd tbtnjk;khe; jpkpUz;lhfp 

tl;lzpj;Jg; gRkQ;rs; th;zkhFk; 

………………………………..” 

The skin lesions will be yellow in colour as that of flower of bottle gourd. 

As the disease progresses it turns more yellowish. 

 

rjhU Fl;lk; - Sadhaaru Kuttam 

“rpj;jhd jz;bg;gha; uj;j th;zk; 

nrOk;gr;ir nts;isaha;r; rptg;GkhFk; 

……………………………………” 

The skin lesions are found to bloody red, green, white and red. 

 

RNtj Fl;lk; - Swedha Kuttam 

“jbg;ghf jtsepwk; Nghy; ntSj;Jr; 

rh;thq;f Kk;ntSj;jhw; whd;wpUk;Gk;” 

The skin colour will be white  and the whole body be mild white in 

colour. 



 
 

 From the above description it is interpreted that Kuttam includes a 

group of skin disease showing varieties of pigmented lesions with sensory 

abnormalities, specified nature of itching. 

 There is also a concept in general that Kuttam means leprosy which 

crumbles mankind. But in siddhar’s concept Kuttam includes not only 

leprosy but also other pigmented skin diseases. 

 

Karappan 
• Yugi Munivar has classified Karappan into seven types. 

• Their aetiology has been discussed earlier. 

• The 7 types of Karappan are, 

1. jpkph;thj fug;ghd; 

2. twl;rp fug;ghd; 

3. fghy fug;ghd; 

4. gpj;j fug;ghd; 

5. rpNyj;Jk fug;ghd; 

6. thj fug;ghd; 

7. fz;l fug;ghd; 

Vaadha Karappan has been discussed earlier. 

 

jpkph;thj fug;ghd; (Thimirvaadha Karappan) 

“tz;ikah Al;fhh;e;J vOk;Gk; NghJ 

 tUj;jkha;f; fhy;iffspLg;Gr; re;J 

jpz;ikaha;j; jpkph;j;jJNk fuLfl;Lk; 

 nrayope;J tPq;fpNa ntbj;Jg; Gz;zhk; 

jz;ikaha;r; rlnkq;F %jyhFk; 

jz;zPh;jhd; kpfj;jtpj;Jj; jdpr; #Lz;lhk; 

cz;ikaha; Nkdpnaq;F Kisr;rYz;lhk; 

cjWnk jpkph;thjf; fug;ghdhNk” 



 
 

 

“Nguhfj; jhndOe;J elf;Fk; NghJ 

Nguhkw; fhy;re;J jpkph;j;J tPq;fp 

Ntwhf clk;ngq;Fk; ntbj;Jg; Gz;zhk; 

ntJk;gpna rhPunkq;Fk; nghUkyhFk; 

Njwhf clk;ngq;Fe; jpiuQ;R NghFk; 

jpkpUjhd; Jz;L Jz;lha; rpjwpf; fhZk; 

ghwhfj; jpkph;thjf; fug;ghndd;W 

ghhpYs;Nshh; jdf;fpe;jg; ghprhq; fhNz” 

 

• Pain in hands, legs and hip joints. 

• Joints show inflammatory signs. 

• Increased thirst. 

• Body pain 

 

twl;rp fug;ghd; 

“fz;lkha; kpftPq;Fq; Fj;jYz;lhk; 

fdkhf clk;ngq;F kpfNt CWk; 

Jz;lkhA lk;Gijj;Jr; nrhwpjYz;lhk; 

NrhUNk nae;Neu kaf;fj;jhNy 

tz;lkhe; jhdpy;yh kYlk;G tw;Wk; 

khWghlha;g; gpjw;wp kWFk; thh;j;ij 

gpz;lkha;f; fple;JUz;L GyhNy ehWk; 

ngUtul;rpf; fug;ghd;wd; NghplhNk” 

• Boring pain 

• Itching all over the body 

• Lassitude 

• Giddiness 

• Emaciation 



 
 

• Disoriented speech 

• Foul smelling lesions over the skin. 

 

fghy fug;ghd; - Kabala Karappan 

“fhzNt fhnjy;yhk; jpdTz;lhFk; 

fz; jpdthq; fz;le;jhd; fufuf;Fk; 

g+zNt fz;zPUk; gPisAz;lhk; 

Ngr;R ke;j %f;fjdpy; ePNuh ghAk; 

NjhzNt rpuRjdpw; nrhwpjYz;lhe; 

Jk;ky; kpfTz;lhFe; Jbf;Fk; new;wp 

MzNt mz;zhf;fpy oYz;lhFk; 

mbepfhj fghy fug;ghd; whdhNk” 

 

• Itching over the ears & eyes. 

• Hoarseness of voice. 

• Mucus excrements with increased lachrymation 

• Rhinitis, sneezing 

• Itching over the scalp 

• Heat in the tonsils 

 

gpj;j fug;ghd; - Pitha Karappan 

“jhdhff; fz;J}q;fp neLT ce;jp 

jsh;e;JNk cl;Rue;jJ ntJg;Gz; lhFk; 

J}dhff; fpWfpWf;F Klyq; NrhUk; 

nrhhpe;JNk clk;G kQ;r spf;Fk; 

Ntdhf td;dj;ij ,wq;nfhl; lhJ 

kpLf;fhd jPgke; jpj;Jg; NghFk; 

Ngdhf CUtJ Nghyf; fhZk; 

gpj;jfug; ghd;Fzj;jpd; ngw;wp ahNk” 



 
 

• More intention to sleep 

• Abdominal flatulence 

• Heat within the body 

• Giddiness 

• Itching over the body like that of moving of louse. 

• Yellowish pigmentation all over the body 

• Poor appetite 

• Poor digestion 

 

rpNyj;Jk fug;ghd; - Silethuma Karappan 

“ngw;wpaha;r; rhPukJ ntSwpf; fhZk; 

Ngr;Rj;jhd; fk;kyha;j; jhdp Uf;Fk; 

Gj;jpaha; thh;j;ijaJ nghWf;fpr; nrhy;Yk; 

gpugyj;jhd; kpfg;NgR %r;Rz; lhf;Fk; 

vj;jpaha;r; rfyiuA Nkty; nfhs;Sk; 

MisapUky; %r;Rf; fhjp iur;ry; 

Kj;jpaha; Nkh\top Kiwik ahFk; 

Kjph;Nrl;g fug;ghdpd; %h;f;fe; jhNd” 

• Palor of the body 

• Low pitched voice 

• Altered behaviour 

• May lead to fatal 

 

From the above description, we see Karappan deals with skin 

manifestations of various systemic diseases. 

Thus, Karappan and Kuttam are entirely of different entity. 

From the above discussion, we see Karappan and Kuttam having 

the common psychosocial aetiology. So it is evident that one who is 

immoral to the society will be more prone to skin diseases as per siddha. 



 
 

AN OVER VIEW OF ECZEMA 
 

ECZEMA 
Definition 

 Dermatitis and eczema is non contagious inflammation of the skin 

characterized by erythema, scaling, oedema, vesiculation and oozing. 

 Eczema has been used as a descriptive term since the sixth century. 

 Eczema is a Greek word (Ec-means “out” zeo – means “boil”) The 

whole word implies “boil out”. 

 Eczema is a specific type of allergic cutaneous manifestation of 

antigen – antibody reaction. 

Aetiology 

 Basically, two factors cause dermatitis and eczema 

 Firstly, all allergic or sensitive skin. Secondly, exposure to an 

irritant., The dermatologist Darier has correctly said that, 

“There is no eczema but an eczematous patient’ 

The general predisposing causes are 

Age 

 Eczema sometimes occurs in infancy, at puberty and at the time of 

menopause 

Genetic & Family predisposition 

 There is usually a personal or family history of allergy, viz asthma 

eczema and hay fever. 

 

General debility 

 By lowering resistance of the individual predisposes to eczema. 

Climate 

 Climate extremes like heat and severe cold. 



 
 

Psychological stress 

Local factors 

 Xeroderma or ichthyosis, greasy skin hyperhidrosis, varicose veins, 

Direct contact with pet and domestic animals (especially their saliva or 

fur) and indirect contact with animal dander. 

 Rough, scratchy, tight clothing, especially clothes made of wool 

(or) stiff fabrics. 

 The frequent use of soaps and cleaning products that  tend to give 

lack of normal shiny of the skin. 

 

FOOD AS ALLERGENS 

a)Animal sources: 

 Cow’s milk- Casein and β lactoglobulin are known to be the major 

allergen. Egg white is the allergising  factor. 

 Any species of fish can be responsible for all allergic reactions. 

 Meats of all kinds – It has been observed that in cases of 

hypersensitiveness to the meat of a certain animal, the liver, pancreas, 

kidney and brain. 

b)Plant sources 

 Wheat flour- allergic reaction due to wheat gluten. 

 Some workers in glue factories using soya flour as an ingredient of 

glue, develop severe allergic symptoms. 

 Peas, beans and lentils have been reported to produce allergic 

reactions in some individuals. 

 Consumption of edible mushrooms sometimes may cause allergic 

reactions. 

 Fats and oils have been found to produce allergic symptoms in 

some individuals. 



 
 

 The vegetables which have been found to produce allergic 

reactions in some individuals are carrot, spinach , cabbage, onion, garlic, 

sweet potato, cauliflower and pumpkin. 

 Among the fruits, strawberries, bananas, oranges, grapes and 

apples are the principal offenders.  

 Occasionally allergic reactions can occur due to consumption of 

pears, cherries, plums , gooseberries. 

 Citrus fruits and tomatoes may cause atopic allergy. 

Beverages 

 Allergic actions are due to traces of foreign substances derived 

from food materials employed in the preparations of clarifying the 

beverage such as 

• Barley malt and yeast in beer. 

• Rye corn and wheat in whisky. 

• Fish, glue, egg white or yeast in cheap white wine 

 

Food contaminants as allergens 

 For example preservations, insecticides and insect excreta or 

fragments may act as allergens. 

 Nor dihydroguairetic acid (NDGTA) is an antioxidant used in food 

facts. 

EXACERBATING FACTORS 

• Irritants    - Physical, chemical or 

electrical  

• Sensitizers    - Plants, clothing, cosmetics,   

medicaments , infection, diet 

and focal  sepsis 



 
 

• External infections   - Streptococci ,staphylococci, 

fungus 

• Diathesis    - Allergic, xerodermic,  

      hyperhidrotic  orseborrhoeic 

• Drugs     - State of local or general 

nutrition 

• Climate    - Temperature and humidity 

• Mental and emotional conflicts   

• Internal septic focus shedding toxins or causing bacteraemia  

• Scratching, Chemical trauma, Climate, Stress and Strains keep the 

process going with the result that eczema becomes chronic. 

It is still controversial whether the endogenous fators like diet, 

emotional strain and stress, focal sepsis, state of digestion, nutrition 

are more important than exogenous factors like infection, irritants 

and sensitizers (or) vice versa. 

 In practice, mixed eczemas  are much more common than pure 

entities . History and clinical  observation are very important in 

establishing the exact etiological diagnosis. 

 

Immunology 

 Immunology is a science which deals with the body’s response to 

antigenic challenge,  

 This mechanisms are involved in the protection of the body against 

infectious agents but periodically they can also cause damage. 

 Sensitization develops when a different clone of T-lymphocytes is 

activated. The sensitized T-lymphocytes yield two sub populations of  

lymphocytes. 

 



 
 

1. Memory cells that are responsible for the persistence of contact 

allergy 

2. Effector cells that initiate the allergic response when 

appropriately challenged. 

 

PATHO PHYSIOLOGY 

Allergy & hypersensitivity: 

 The term allergy was first used by Von Pirquit  (1874- 1929) to 

denote changed reactivity of the body to outside chemicals. Allergy 

means altered energy (allps- other, ergon- energy) 

 Chemical reactivity in this context means that the body behaves in 

a particular  way when it is expose to a chemical substance known as 

“Allergen” for the first time, but changes the nature of its reaction when 

it proteins known as antibodies. The term Hypersensitivity refers to  the 

injuries consequences in the sensitized host, following contact with 

specific antigens. This is classified into immediate and delayed types. 

Immediate hypersensitivity(Local anaphylactic reaction- Atopy) 

 Antibodies (cytotropic IgE antibodies) are fixed on the surface of 

tissue cells (mast cells and basophils ) in sensitized individuals. The 

antigens combines with the cell- fixed antibody, leading to release of 

pharmacologically active substances  (vasoactive amines) which produce 

the clinical reaction. 

 Flare is due to dilation of arterioles by local axon reflex and the 

liberation of vasodilator substances like histamine and its by products 

like serotonin, bradykinin, acetylcholine from the injured cells like mast 

cells and basophiles etc 

 

 

 



 
 

IgE present in mast cells basophills – Ag Complex 

 

 

   Permeability of the cells  

 

  Mast cells degranulation occurs  

 

  Release of biologically active substance 

 

  Local Anaphylaxis (Atopy) 

 

 

Skin (eczema)      Lungs (Asthma)    Nose (Hay fever) 

Histamine: 
 Histamine is formed by the decarboxylation of histidine  found in 

the granules of mast cells, basophils and in platelets. Released into the 

skin, histamine stimulates sensory nerves , producing burning and itching 

sensations. It causes vasodilatation and hyperemia by an axon reflex   

(flare effect) and oedema by increasing capillary permeability (wheal 

effect) Triple response – Flush, Flare, Wheal 

 

 

Atopy: 

 The antigens commonly involve in atopy are characteristically 

inhalants (pollen, house dust) or ingestants (eggs, milk).Some of them are 

contact allergens, to which the skin may be exposed. These atopens are 

generally  not good antigens when parentally but induce IgE antibodies . 

Atopic sensitization is developed spontaneously following natural contact 

with atopens. 



 
 

Cell- mediated reaction (Delayed hypersensitivity) 

 These are typically provoked by intracellular microbial  infection 

or hastens like simple chemicals applied on the skin, evolve slowly and  

consist of a mixed cellular reaction involving lymphocytes and 

macrophages in particular. 

 T- Lymphocytes carrying a specific antibody on their surface are 

stimulated by contact with the antigen to release certain active factors. 

This form of allergic phenomenon is observed in contact dermatitis 

(Eczema) and other allergic reactions following sensitization to certain 

chemical, bacterial, viral and fungal antigens and in the rejection of  

transplanted tissue. 

 Langerhans cells of the skin capture locally applied hapten, along 

with the modified tissue proteins, migrate to the draining lymph nodes 

where they present the processed antigen to T cells. The sensitized T cells 

travel to the skin site, where on contacting the antigen they release 

various lymphocytes. Th 1 cells secrete IFN and IL-2 which activate 

macrophages and other lymphocytes . Th2 cells release IL-4, IL-5 and 

other factors that cause tissue damage. This results in eczema formation. 

 

Cutaneous Allergy: 

 In the skin there are two important but different allergic reactions 

occur. 

Dermal reaction: 

 Dermal reaction is commonly seen in urticaria 

 The causative antigen reaches the skin through ingestion, 

inhalation or injection of protein substances and the reaching 

antibodies circulate in the serum 

 Allergic reaction takes  place in the dermis 

 Intra dermal tests (scratch) shows reactivity 



 
 

 The response is wheal formation which occurs in few minutes 

 

Epidermal reaction: 

 It is seen in allergic dermatitis or eczema 

 The causative substance reach the skin by contact. Intra dermal 

allergic tests are negative 

 But patch test shows reactivity 

Allergen + Epidermal protein – Antigen formation 

        

Anti bodies  production 

      (Probably in lymph glands) 

 

                                                             Circulation 

       

 

     Fixed in epidermal cells 

On next occasion 

 Allergen + Antibodies – Eczematous reaction (In epidermis)\ 

 A serve local reaction may result in auto – intoxication & 

dissemination of eczematous reaction to distant parts. 

 

Status Eczematicus 

 It is believed that in case of  severe  allergic states, a state may 

develop when the patient becomes hypersensitive to even unrelated 

substances resulting in status eczematous comparable to status 

asthmatics in practice of internal medicine.  

Clinical Features: 



 
 

 Eczema is a specific type of allergic subcutaneous manifestation of 

antigen antibody reaction. It is characterized by superficial inflammatory 

oedema of the epidermis associated with vesicle formation. Itching 

varies form mild to severe paroxysms which may even interfere with 

work and sleep. The natural history of eczema is represented as follows. 

 

HISTORY OF ECZEMA 

      Itching  

 

Erythema 

 

 Papules with oedema 

 

Vesicels      

 

    Weeping, crusting, pustules  Lichenification 

 

  Scaling 

 

       Healthy skin without scars  

 

 

 

 

Stages of eczema: 

1.Acute Stage: 

 Itchy erythema followed  by oedema of the epidermis (spongiosis) 

papulars vesicles oozing and crusting  

 This stage does not last long 



 
 

 In about a couple of weeks, the lesions start to heal. If the cause 

persists , the eczema lasts over months or years. 

 

2.Chronic stage 

 There is less oedema 

 Vesiculation, the integument appears thickened, and pigmented 

with prominent criss-  cross (Lichenification) markings 

 This is the end result of all types of long standing eczemas. 

 This is accompanied by a variable degree to vasodilatation and T-

helper lymphocytic infiltration in the upper dermis. 

 

3.Sub acute stage: 

 Papules and scaling with moderate oedema and erythema. 

 Acute eczema may pass through this stage before it heals  

 Completely or become chronic 

 

Histopathology 

 Characteristic features are intercellular oedema (spongiosis) and 

vesicle formation. There may be mild to moderate dermal reaction 

 In chronic cases, hyperkeratosis, acanthosis and infiltration of 

upper dermis with lymphocytes are seen, 

 

 

In acute dermatitis: 

 The epidermis contains vesicles and bullae  with variable inter and 

intracellular epidermal oedema. The vesicles and bullae are permeated 

by acute inflammatory cells. Usually the vesicle contents will include 

lymphocytes with some eosinophil contents is of sufficient degree, the 

basal layer is  disturbed and may not be identifiable. 



 
 

 

 There is moderate upper dermal lymphocytic and occasionally 

neutrophilic infiltrate and oedema. Except in severe cases the lower and 

mid-dermis are not involved. When the vesicles rupture crusts composed 

of precipitated fibrin, necrotic debris, epithelial cells and polymorpho – 

nuclear leucocytes can be seen on the surface. 

 

In Sub acute dermatitis: 

 The vesicles are smaller and ordinarily  not visible to the naked eye 

but can be seen with microscope under low, power. There is usually less 

oedema than which is found in acute dermatitis, moderate acanthosis and 

parakeratosis are  usually present. An inflammatory infiltrate composed 

chiefly of lymphocytes with some neutrophils and  eosinophils is present 

in the upper and to a lesser extent the mid-dermis and after is 

predominantly perivascular in distribution. The lower dermis is not 

remarkable. 

 

In chronic dermatitis: 

 No vesicles are present. There is moderate to marked  acanthosis 

and variable hyperkeratosis with scattered para keratosis. The rate ridges 

are some what elongated the basal layer is basal layer is usually intact. 

The oedema  may not be noticeable (or) very minimal . Vesicles are 

absent. a slight to moderate lymphocytic infiltrate  is usually present in 

the upper and to  a lesser extent in the middermis. Neutrophills are not 

seen. Lower dermis is not remarkable. 

There is moderate upper dermal lymphocytic and occasionally 

neutrophilic infiltrate and edema. Except in severe cases the lower and 

mid- dermis are not involved.When the vesicles rupture, crusts composed 



 
 

of precipitated fibrin, necrotic  cells  and polymorphonuclear leukocytes 

are seen on the surface. 

 

CLASSFICATION 

There are two groups of eczema 

Exogenous Endogenous 
Irritant Atopic 
Allergic Seborrhoeic 
Photodermatitis Discoid 
 Asteatotic 
 Gravitational 
 Neurodermatitis 
 Infectious ecezematoid dermatitis 

Exogenous Eczema 

Irritant eczema 

 Acute or chronic inflammation, often asymmetric or oddly- shaped 

, produced by substances contacting the skin and toxic or allergic 

reaction. Primary irritants may damage normal skin or irritate existing 

dermatitis. The mechanisms by which these irritants damage the skin are 

different for different agents, (eg) detergents, alkalis, acids, solvents  

 Strong irritants elicit and acute reaction at the contact where as 

weak irritants most often cause chronic eczema, especially of the hands 

after prolonged exposure. 

 

 

 

Allergic contact dermatitis 

 Allergic contact dermatitis is an eczematous rash that develops 

after contact with an agent due to delayed cellular hypersensitivity. 

 Cause of contact dermatitis. 

 



 
 

Plants 

 1.Clothing and footwear’s 

 2. Cosmetics 

 3.Occupational chemicals 

 4.Medicaments 

 

Plants: 

 Phytodermatitis is fairly common in practice. Well- known 

examples of such plants are Anacardiaceae(Marking nut) Primulacea 

(primulas) Peel of oranges and lemons, garlic and onion. Allergic 

dermatitis is produced by inhalant allergen from pollens and moulds. 

Clothing and footwear: 

 Rubber chapels and footwear are offending substance. Textile 

dermatitis is characterized by serve itching and purpuric dermatitis on the 

body. The trunk is involved in Khaki uniform dermatitis and the legs in 

trouser or pyjama dermatitis. 

Cosmetics 

 Common ingredients in cosmetics such as perfumes, face creams, 

deodarants, hair dye, shampoos, parabens,  benzocaine , lanolin 

thimersol, etc., 

Medicaments: 

 This include sulphonamides, penicillin, streptomycin cocaine, 

tincture, benzoin, dettol, phenerogen  cream& sticking plaster etc., 

 

INDUSTRIAL AND OCCUPATIONAL AGENTS  

Agricultures - Plants, weeds, fertilizers 

Automobile - Oil, petrol, solvent, grease, paints 

Pharmaceutical - Dyes, chemicals, explosives, 



 
 

industries solvents, disinfectants, detergents 

Engineering industries - Cutting oils, solvents  

Housewives 

 

- Soaps , detergents, vegetables, 

fruits , nickel, polishes, artificial , 

flavours 

Nurses and Doctors - Iodine, streptomycin, 

chlorpromazine, tincture, benzonin 

Photographers  - Hardeners , solvents, glass, 

cellulosc esters. 

Rubber workers - Additives like TMT, MBT, dyes, 

glues, oils 

Textile workers - Formaldehyde, solvents, dyes, 

Bleachers 

A list of common regional contestants 

Face -  Directly applied cosmetics like-face power, cream, bindis, 

sindhoor, eyebrow, pencil, linings, perfumes, soaps , oil, shampoos, dyes, 

spectacle , frames. The distribution is typical in all these contactants. 

Lips -  Lipstick, tooth paste, cigarette holders, pipes and balloons  

Neck-  Scarf, collar, collar buttons, marking ink, jewellery, (Nickel 

and chromium )etc 

Pathophysiology 

 Allergic contact dermatitis results from a specific acquired 

hypersensitivity of the delayed type also known as cell mediated 

hypersensitivity (or) immunity. 

 Occasionally dermatitis may be induced upon a sensitized area of 

skin when the allergic is taken internally and this occurs with substances 

such as sulphonamides 

 Persons may be exposed to allergens for years before finally 

developing hypersensitivity. The sensitized area through usually 



 
 

generalized may be strictly localized. Eg: Eczema of the ear lobes, wrists 

and back due to contact with nickel in costume jewellery. 

Photo dermatitis 

 Photo dermatitis means photo sensitization of the skin after 

exposure to sunlight and ultra violet. Eruption develops on exposure to 

light. 

 Dermatitis in this condition is confined to the exposed parts of the 

body icz, neck ‘V’ of the chest, hands and external surfaces of the fore 

arms and dorsum of foot and the adjoining parts of legs. 

Endogenous eczema: 

 There is no evidence of external irritants or allergens in 

endogenous eczema. Part of the body becomes sensitized to internal body 

products, toxins form focal sepsis, metabolites that are products of 

digestion (or) Psychosomatic influences should be added to this list. 

Atopic eczema: 

 It is also called asthmatic eczema syndrome 

 

 Atrophy (out or place- ness) is a genetic predisposition to form 

excessive IgE which leads to a generalized and prolonged 

hypersensitivity to common environmental antigens. 

 

 

 Atopic individuals manifest one or more of a group of disease that 

includes asthma, hay fever, urticaria and this distinctive form of eczema. 

The eczema is characterized by a selective flexural and personal allergic 

chronicity with acute exacerbation a familial and personal allergic 

predisposition and a very sensitive emotional nature. The eczematous 

process is usefully the result of endogenous as well as exogenous 

allergies. 



 
 

 

Aetiology 

 1.Emotional 

 2.Allergic diet, external contacts and inhalant 

 The inheritance of atopic eczema is controversial . The disorder is 

concordant in 86% of monozygotic twins but in only 21% of dizygotes. 

Atopic disease show maternal imparting i.e., they are inherited more 

often form the mother than form the father. 

Pathogenesis: 

 It is best considered as interplay of genetic susceptibility that 

causes epidermal barrier dysfunction & abnormal immune responses, 

which are then stimulated by different environmental factors. 

Distribution and character of rash Infancy: 

 The eczema is often acute and involves the face & trunk. The 

integument is generally dry and rough with a definite tendency to 

dermographism. The eyelids, the sides of the neck , the popliteal and 

cubital fossae are sites affected. 

Childhood: 

 The rash, settles on the back of the knees, front of the elbows, 

wrists & ankles. 

Adults: 

 The face and trunk are more involved. Lichenification is common. 

Diagnostic criteria: 

 History of itch in skin creases (or cheeks if <4 years) 

 History of asthma/hay fever (or in a first –degree relative if 

<4 years) 

 Dry skin (Xeroderma) 

 Visible flexural eczema (cheeks, forehead, outer limbs if <4 

years) 



 
 

 Onset in first 2 years of life 

 

Complications: 

 Super infection most often with bacteria (Staphylococcus 

aureus)  but also importantly with viruses. Herpes simplex 

virus causes widespread severe eruption-eczema herpeticum. 

 Papilloma virus & Molluscum contagiosum superinfections 

are also more common and are encouraged by use of local 

steroids. 

 Irritant reactions due to defective barrier function. 

 Sleep disturbances, loss of schooling, and behavioural 

difficulties. 

 Children with atopic eczema have an increased incidence of 

food allergy, particularly to eggs, cow’s milk, protein, fish, 

wheat and soya. 

These foods cause an immediate urticarial eruption rather than 

exacerbating their eczema. 

 

Seborrhoeic Eczema: 

 This condition which is characterised by a red scaly rash classically 

affects the scalp (dandruff), central face, nasolabial folds, eyebrows and 

central chest.  It is due to pityrosporumovale infection of the skin.  Sebum 

may be permissive for the development of the rash.  The usual 

uncomplicated seborrhoeic dermatitis is characterized by two types of 

lesions: (i) Scaly erythematous plaques (ii) Follicular papules.  No 

vesicles, little weeping, abundant scaling, little oedema are seen. 

Discoid eczema: 

 Synonym : Nummular eczema 



 
 

 This is a common form of eczema recognised by discrete coin 

shaped lesions of eczema distributed bilaterally seen on the limbs of 

young men associated with alcohol excess, and of elderly men.  It can 

occur in children with atopic eczema and tends to be more stubborn to 

treat. 

 

Aetiology: 

 

 Psychogenic stresses 

 Focal sepsis 

 Food allergies 

 Alcohol 

 Debility and drugs 

 

Asteatotic eczema 

 

 This is frequently seen in the hospitalized elderly especially when 

the skin in dry. Low humidity caused by central heating, over washing 

and diuretics are contributory factors. 

 It occurs most often on the lower legs as a rippled or crazy paving 

pattern of fine fissuring on an erythematous background. 

 

Gravitational (stasis) eczeme:  

 

 Persistent inflammation of the skin of the lower legs commonly 

associated with venous incompetency. The predisposing factors are 

chronic congestion and stasis which lower the local resistance. 

 The eruption is usually localized to the ankle where oedema, 

erytheme, mild scaling and brownish discoloration occur, Secondary 



 
 

bacterial infection and eventual ulceration may occur.  The cause is 

mainly due to perivascular fibrin deposition and abnormal small – vessel 

vaso constrictive reflexes. 

 

Neuro dermatitis: 

Synonym : :Lichen simplex chronicus Affecting more commonly  

     neurotic people. 

 

Definition: 

 This condition may be defined as the lichenification process 

resulting from chronic scratching and rubbing of the skin under stress and 

anxiety. 

 Common amongst young  people and menopausal women. 

 

Clinical features: 

 The skin become thickened, infiltrated and pigmented.  The criss 

cross markings become more prominent.  Margins are irregular & usually 

well defined. 

 

 

Pathology and pathogenesis: 

  Histologically these may be striking hypertrophy of the 

epidermis, which in extreme cases may resemble epitheliomatous 

change (pseudo epitheliomatous hyperplasia). There is also 

hyperkeratosis and variable amount of inflammation in the sub-

epidermal zone.  There is a marked increase in the role of epidermal 

cell production accounting for the hypertrophy and it is believed that 

the persistent trauma of scratching and rubbing is responsible for this. 

 



 
 

Common sites: 

 The nape of the neck, arms, ano-genital area, back of knees, legs 

and ankles. 

 

Pompholyx (dyshidrotic eczema): 

 It consists of bilaterally asymmetrical eruption affecting the palms 

of hands, the sides and soles of feet.  Lesions consists of deeply – set 

vesicles, accompanied by tingling, burning and itching. 

 

Provoking factors: 

 Active focal sepsis 

 Heat 

 Stress 

 Nickel ingestion 

 

Infectious eczematoid dermatitis: 

 Synonym: Infective eczema 

 This results from sensitization to certain organisms like 

streptococci, staphylococci, dermatophytes and yeast organisms. 

 

Clinical features: 

 Characterised by their slow development, no vesiculation but a 

crust is formed instead.  The patch or patches are sharply defined and 

there is no erythematous halo. 

 

 Sites: Body folds, hair follicles. 

 

Sub divisions: 

1. Post traumatic infective eczema 



 
 

It starts with a crack in the integrity of the skin brought on by an 

injury, a blister, and insect bite or exposure to a cold wind etc. 

Eczematization secondary to acute tinea, particularly tinea pedis is 

frequently seen.  It starts from digital spaces and spreads to the dorsum of 

the foot or the soles. 

 

2. Follicular infective eczema 

It involves hairy region like the scalp, beard and legs.  It starts 

usually with pityriasis capitis which gets complicated by one (or) 

several itchy patches of oozing, pits and crusting.  The eczema spread 

to forehead, retroauricular folds and cheeks.  Streptococci, 

staphylococci and less so Pityrosporon organism are the causatives. 

 

3) Flexural infective eczema 

The flexures are the sites of predilection.  It starts with a 

crack in the depth of the fold and two opposing surfaces are 

equally affected.  The inner part looks moist and red, only at the 

periphery is crusting clearly evident. 

 

 

Infantile eczema: 

 This occurs in children between the ages of three months and two 

years.  It usually starts on the cheeks, spreading slowly to forehead, chin, 

scalp, arms, trunk, legs, buttocks and in the groins, napkin rash like 

dermatitis may develop. 

 

Etilogy: 

 Dietic allergies may play an important role in the causation. 

 



 
 

Clinical features: 

 Characterized by eyrthema, vesicles, exudation and crusting, 

Pruritus is a prominent symptom. 

 

Types 

 1. With high familial predisposition to an allergic disease – The  

             atopic variety 

 

 2. Without familial predisposition – Simple variety 

 

Investigation of Eczema 

Patch test 

 Patch tests detect type IV (delayed or cell-mediated) 

hypersensitivity.  It is common practice for a battery of around 20 

common antigens, including common sensitizers such as nickel, rubber 

and fragrance mix to be applied to the skin of the back under aluminium 

discs for 48 hours. 

 They are done in cases of contact dermatitis to establish the 

etiological agents.  The back or the arms are the sites of choice.  The 

affected part is cleaned with water and allowed to dry.  Patches are placed 

at distance of 2 to 3 inches in rows.  The reading should be taken 20 min 

to 1 hrs after removal of patches.  The sites are then examined for a 

positive reaction 24 hours later and possible again a further 24 hours 

later. 

 

 The positive test is revealed by the development of an eczematous 

patch with erythema swelling and vesicles at the site of application. 

 

Patch test reaction is graded in the following degress 



 
 

+ - Only redness 

++ - Marked redness and swelling 

+++ - Marked redness, swelling and papules 

++++ - Redness, oedema and vesicles 

 

Specific IgE 

 Specific IgE levels to antigens can be measured in serum by a 

specific radio allergic sorbent test (RAST) 

 These are occasionally performed to support diagnosis of atopic 

eczema and to determine specific environmental allergens. eg.pet dander, 

horse hair, house dust mite, pollens and foods. 

 

Prick tests 

 Prick tests are a way of detecting cutaneous type I (immediate) 

hypersensitivity to various antigens such as pollen, house dust, mite or 

dander. 

 

Bacterial and viral swabs for microscopy and culture 

 These are useful tests in suspected secondary infection.  Skin 

swabs for bacteriological assessment will invariably reveal the presence 

of bacteria.  In the case of recurrent impetigo in a child with atopic 

eczema, bacterial swabs should be taken from carrier sites (axillae and 

groin) from both the affected individual and house hold members. 

 

Intradermal test for allergies to foods, inhalants and drugs 

 The skin condition in which these tests are helpful are: Urticaria, 

endogenous eczema, atopic dermatitis and drug sensitivity. 

 

Hints of diagnosis for all eczemas 



 
 

1. Nature of the lesions- size, shape, itching, number of papules, 

pustules, erythema etc., 

2. Distribution – sites of lesion. 

3. History of occupation. 

4. History of exposure to allergens – i.e. Chemicals, plants, soap, 

etc., 

5. Personal and family history of such diseases – e.g atopic or 

allergic eczemas. 

6. Climate – eg: Dyshidrosis occurs at the change of seasons 

particularly in spring,, summer. 

7. Patch tests (allergy test) in allergic/atopic eczemas. 

8. Biopsy in rare cases when the lesions do not respond to 

treatment.  

 

Prognosis of eczema 

Dermatitis and eczema are as rule curable conditions. Eczema are 

ineffective except when they leave scars.  The patient needs reassurance 

of these points. 

It must be remembered that epidermis is an ectodermal structure 

and so takes time to heal.  Energetic treatment is to be strongly 

discouraged.  Acute eczemas heal readily in about 1-4 weeks with 

treatment.  Chronic eczemas in which anatomical and functional changes 

set – in take time to disappear. 

Disseminated and generalized eczemas are not only slow to heal, 

but are accompanied by ill health.  Infantile and atopic eczemas are 

trouble some and uncomfortable.  The former lasts till the age of twenty 

five or even through out life.  Its course is marked by spontaneous 

remissions and exacerbations. 



 
 

Psychogenic stresses, climate extremes and poor health aggravate 

eczema.  The cure of these conditions is retarded in tropical countries by 

heat, humidity and the prevalent unhygienic conditions. 

 

General lines of managements 

1. Explantion and reassuring the patient. 

2. Psychotherapy – counselling and antidepressants, mild 

sedatives, learn to live with it, anger and frustration avoided. 

3. Correcting or eliminating the aetiological factors. 

4. Exposure to sunlight or extremes of climate to be avoided. 

Change of place or A/C advised. 

5. Scratching and rubbing to be avoided, the nails to be cut short. 

6. The health of the patients is improved by multivitamins, iron, 

protein. 

 

7. Be aware of any foods that may cause an outbreak and avoid 

those foods. 

8. Avoid harsh soaps, detergents, and solvents. 

9. Avoid environmental factors that trigger allergies eg., pollens, 

moulds, mites, and  animal dander. 

10. Rest to the affected part or bed rest for generalized eczemas. 

11. Protection of the affected part – cotton bandage, glove or mask. 

12. The patients should have a warm bath in winter and a cold bath 

in summer.  After the bath, he should blot himself with a 

smooth towel and avoid rubbing. 

13. Not to fatigue himself either physically or mentally. 

14. Healthy hobbies and play should be encouraged. 

 

 



 
 

DIFFERNTIAL DIAGNOSIS 

Psoriasis: Patches of erythema with silvery scales, typical 

distribution, little oozing and itching, pinpoint bleeding on removing 

scales. 

Pityriasis rosea: Herald patch, medallion  like lesions on back 

with scales pointing towards the centre, distribution along the ribs, 

limited course of 6-12 weeks. 

Tinea corporis:  Well – defined macules, inflammatory border and 

central clearing, marked itching, Microscopic examination shows fungal 

hyphae. 

Erysipeals: Patient ill, temperature raised, pulse rate increased, 

face – angry red colour, hot and firm, margin are raised and well defined,  

polymorphonuclear leucocytosis. 

Lichen Planus: Polyhedral, firm violaceous, flat – topped papules 

with wickham’s striae and very thin adherent scales, distribution on the 

flexors, genitalia and mouth, pruritus and a chronic course. 

 

 

 

 

 

 

 

 

 

 

 



 
 

 

EVALUATION OF THE DISSERTATION TOPIC 
 

 MATERIALS AND METHODS 

 
 The study on the diagnostic methodology of Vaadha Karappan was 

carried out in out patient section in the post graduate, Noi Naadal 

Department, Government Siddha Medical College, Palayamkottai. 

 40 patients were studied and their bodily changes were recorded by 

Ennvagai thervugal examination. 

 

Selection of Patients 

 The study was done in 40 patients and they were selected on the 

basis of clinical symptoms indicted in siddhar’s text. 

 

Selection Criteria 

Inclusion Criteria 

1. Both sexes 

2. 1 year of age to 70 years 

3. Hyperpigmented maculopopular rashes over the body associated 

with itching, scaling, oozing and oedematous condition. 

4. Patients history of any photosensitive, food, contact allergies. 

5. Individuals related to occupation which can cause allergies. 

6. Individuals with venous competence in lower limbs. 

 

 

 

 



 
 

 

   EXCLUSION CRITERIA: 

1. Ichtytyosis 

2. Fixed drug eruptions 

3. Tinea infections 

4. Skin rashes of Enanthematous fevers. 

5. Itching in Cholestatic Jaundice. 

6. Seborrhoeic dermatitis 

7. Itching in hypothyroidism 

8. Lichen planus 

 

METHODOLOGY 
 

STUDY DESIGN 

 Observational type of study 

 

STUDY ENROLLMENT 

• In the study, patients reporting at the OPD&IPD of  Government 

Siddha Medical College and Hospital, Palayamkottai with the 

clinical symptoms of “Vaadha Karappan” will be referred to the 

Research group. Those patients will be screened using the 

screening proforma (Form-I) and examined clinically for enrolling 

in the study based on the inclusion and exclusion criteria. Based on 

the inclusion criteria the patients will be included first and 

excluded from the study on the same day if they hit the exclusion 

criteria. 

 



 
 

 The patients who are to be enrolled would be informed (Form IV-

A) about the study, and the objectives of the study in the language 

and terms understandable for them. 

 

 After ascertaining the patients’ willingness, a written informed 

consent would be obtained from them in the consent form (Form 

IV). 

 

 All these patients will be given unique Register card in which 

patients’ Register number of the study, Address, Phone number and 

Doctors phone number etc. will be given, so as to report to research 

group easily if any complication arises. 

 

 Complete clinical history, complaints and duration, examination 

findings all would be recorded in the prescribed proforma in the 

history and clinical assessment and lab investigation forms.  

 

INVESTIGATIONS DURING THE STUDY: 

        The patients will be subjected to basic necessary laboratory 

parameters during the study 

Blood     Urine   Other investigations 

Total WBC count   Albumin  IgE levels 

Differential count   Sugar 

Haemoglobin   Deposits 

ESR 

Blood sugar 

Blood urea 

Serum cholesterol 

 



 
 

 

 

 

TREATMENT DURING THE STUDY: 

        Normal Op treatment procedure followed in Government Siddha 

Medical College and Hospital, Palayamkottai  will be prescribed to the 

study patients and the treatment will be provided  

 

 

STUDY PERIOD 

• Total period                                       - 1yr 

• Recruitment for the study                  -  Upto 10 months 

• Data entry analysis                            - 1  month 

• Report preparation and submission   - 1  month 

 

DATA MANAGEMENT 

• After enrolling the patient in the study, a separate file for each 

patient will be opened and all forms will be filed in the file. Study 

No. and Patient No. will be entered on the top of file for easy 

identification and arranged in a separate rack at the concerned OPD 

unit. Whenever study patient visits OPD during the study period, 

the respective patient file will be taken and necessary recordings 

will be made at the assessment form or other suitable form. 

•  The screening forms will be filed separately. 

• The Data recordings will be monitored for completion and adverse 

event by HOD and Faculty of the department .Any missed data 

found in during the study, it will be collected from the patient, but 

the time related data will not be recorded retrospectively 



 
 

• All collected data will be entered using MS access/excel software 

onto computer. 

 

OUTCOME OF STUDY 

• Summary of the versus Vaadha Karappan 

• Literary Review of Vaadha Karappan 

• Evaluation of the aetiology Karappan Pandangal 

• Pathogenesis of the disease in siddha 

• Role of Kosham in the disease 

• Differentiation of Karappan and Kuttam 

• Role of Ennvagai Thervugal Examination in disease diagnosis 



 
 

OBSERVATION AND RESULTS 

 
Results were observed with respect of the following aspects. 

1. Age 

2. Sex 

3. Socio-Economic status 

4. Life span reference 

5. Thinai reference 

6. Seasonal variation 

7. Diet habits 

8. Occupational Status 

9. Allergic History 

10. Site of distribution of lesions 

11. Clinical features 

12. Uyir Thaathukal changes 

13. Udal Thaathukal changes 

14. Ennvagai thervugal examination 

15. Laboratory findings 

 



 
 

AGE 

Age No of Members Percentage 

15 – 25 2 5 

25 – 35 6 15 

35 – 45 5 12.5 

45 – 55 10 25 

55 – 65 6 15 

65 – 75 6 15 

75 – 85 4 10 

85 – 95 1 2.5 

 

AGE 

 
 The patients affected by the disease majority fall under the age 

group 45 – 55. 

 

 

 

 



 
 

 

 

SEX 

SEX No of Members Percentage 

Male 25 62.5 

Female 15 37.5 

 

 

 

 

 

 
The patients affected are of majority male sex. 

 

 

 

 

 

 

 



 
 

SOCIO ECONOMIC STATUS 

SOCIO ECONOMIC 

STATUS 

NO. OF MEMBERS PERCENTAGE 

Poor 23 57.5 

Middle 14 35 

Well settled 3 7.5 

 

 

 
Poor socio-economic status people are more affected. 

LIFE SPAN 

KAALAM NO. OF MEMBERS PERCENTAGE 

Vaadha 8 20 

Pitha 21 52.5 

Kabha 11 27.5 

 

 

 

 

 



 
 

LIFE SPAN 

 

 
Persons are infected more in the Pitha Kaalam. 

 

THINAI (LAND) 

NAME OF THE THINAI PERCENTAGE 

Marudham 100 

 

THINAI (LAND) 

 
All patients belong to the Thinai Marutham. 



 
 

 

 

 

SEASONAL VARIATION (PARUVA KAALAM) 

PARUVA KAALAM NO. OF MEMBERS PERCENTAGE 

Kaar 12 30 

Koothir 20 50 

Munpani 8 20 

 

 

 

 

 

PARUVA KAALAM 

 
Out of 20 cases had the ailment in Koothir Kaalam. 

 

 

 

 



 
 

DIET HABITS 

TYPE OF DIET NO. OF MEMBERS PERCENTAGE 

Non-vegetarian 33 82.5 

Vegetarian 7 17.5 

DIET HABITS 

 
33 cases were non-vegetarian, 

 

OCCUPATON 
TYPE OF WORK NO. OF MEMBERS PERCENTAGE 

Cement worker 15 37.5 
Farmer 10 25 
House Wife 10 25 
Driver 3 7.5 
Watch man 2 5 
 

 
 
 
 
 
 



 
 

OCCUPATON 
 

 
People working with cement for long years are more affected. 
Next, Farmers who work with pesticides are identified. 
 

HISTORY OF PREVIOUS ALLERGIES 
ALLERGIC TO NO. OF MEMBERS PERCENTAGE 

Food 17 42.5 
Roldgold Articles 5 12.5 
Insect Bite 9 22.5 
Pesticides 9 22.5 
 
 
 

 
 
 
 
 
 
 
 



 
 

HISTORY OF PREVIOUS ALLERGIES 
 

 
Food is found to be more allergic. 
 

SITE OF DISTRIBUTION 
SITE OF LESION NO. OF MEMBERS PERCENTAGE 

Legs 22 55 
Hands and Legs 4 10 
Whole body 5 12.5 
Trunk 6 15 
Scalp 3 7.5 

SITE OF DISTRIBUTION 

 
Leg is affected in the disease more than the other regions. 

 



 
 

CLINICAL FEATURES 

CLINICAL 

SYMPTOMS 

NO OF 

MEMBERS 

PERCENTAGE 

Itching 40 100 
Scaling 15 75 
Oedematous swelling 

 

11 25 
Dry cracks & fissues 15 10 
 

 

CLINICAL FEATURES 

 
From the patient data, patient presented with symptoms of itching 100%, 

associated with scaling 75%, wet oozing 25% and with cracks & fissuries 

15% 

UYIR THAATHUKAL INVOLVEMENT 
VAADHAM 
AFFECTED VAAYU NO. OF MEMBERS PERCENTAGE 

Praanan 3 7.5 
Abaanan 30 75 
Vyaanan 40 100 
Samanan 40 100 



 
 

VAADHAM 

 
 40 patients were affected by Samanan and Vyaanan. 30 patients 
were affected by Abaanan. 
 

PITHAM 
AFFECTED PITHAM NO. OF MEMBERS PERCENTAGE 
Renjaka Pitham 40 100 
Prasaka Pitham 40 100 
Anar Pitham 40 100 
 

 
All the 40 patients were affected with Anar Pitham, Renjaka Pitham and 
Prasaka Pitham. 



 
 

KABHAM 
TYPE OF KABHAM NO. OF MEMBERS PERCENTAGE 

Kiledhaka Kabham 25 62.5 
Sandhika kabham 5 12.5 
 

KABHAM 

 
 25 cases were affected by Kiledhaka Kabham and 15 cases were 
affected by Sandika Kabham. 
 

 

 

 

 

 

 

 

 

 

 

 

 



 
 

UDAL THAATHUKAL 

UDAL DHAATHU NO. OF MEMBERS PERCENTAGE 

Saaram 40 100 

Seneer 40 100 

 

UDAL THAATHUKAL 

 
 

100%  cases were affected with Saaram and Seneer derangement.



 
 

ENNVAGAI THERVUGAL 

 
 In ancient times, siddhars have used these tools for diagnosis. 

 

“ehbg;ghprk; ehepwk; nkhoptpop 

kyk; %j;jpukpit kUj;JtuhAjk;” 

 

“nka;f;Fwp epwe;njhdp tpopehtpUkyk; iff;Fwp” 

 Njiuah; 

 

These two versus explains the importance of the eight diagnostic tools. 

1. Naa  - tongue 

2. Niram  - colour complexion 

3. Mozhi - voice 

4. Vizhi   - eye 

5. Malam - stools 

6. Moothiram - urine 

7. Sparism - sense of touch 

8. Naadi  - pulse 

Naa  - the simple examination of oral cavity revealing many  

        secretes for  diagnosis. 

Niram  - The Pitha humour’s derangement is highly evaluated  

     through the  examination as skin is the swelling place of  

      Prasaka Pitham. 

Mozhi - The first easy diagnostic tool for the investigator 

Vizhi  - The colour changes, lachrymation, acuity of vision  

     everything helps in diagnosis. 

Malam - Excretions explains the diagnosis 



 
 

Moothiram - One of the documented topic nowadays siddha. 

Sparisam - Sense of touch explains the diagnosis 

Naadi  - The extreme powerful unbeatable diagnostic tool ever in  

    siddha medicine. 

Their changes have been recorded  and an attempt to standardise it 

clinically has been carried out for the diagnosis of Vaadha Karappan. 

 

Naa (Tongue) 
FINDING IN 

TONGUE 

NO. OF PERSONS 

AFFECTED 

% 

Coatedness 21 52 

Fissures 10 25 

 

Naa (Tongue) 

 
Observation 

Coatedness is noted in 21 persons and fissures are present in 10 persons. 

Inference 

Coatedness shows the Kabha humour derangement and presence of 

fissure shows the Vaadha humour derangement. 



 
 

Niram (Colour and Complexion) 

FINDING IN 

NIRAM 

NO. OF PERSONS 

AFFECTED 

% 

Dark 40 100 

 

Niram (Colour and Complexion) 

 

 
Observation 

All the patients were dark in colour. 

Inference 

Hyperigmented and lichenified skin shows  increased Vaadha humour. 

 

Mozhi  (Voice) 

FINDING IN 

MOZHI 

NO. OF PERSONS 

AFFECTED 

% 

Low pitch 18 45 

Medium pitch 14 35 

 

 



 
 

 
 

Observation 

Low pitch was reported in 18 cases and 14 cases had medium pitched 

voice. 

Inference 

Low pitched voice is nature of Kabha diseased patient. So this indicates 

Kabha humour. 

  

Vizhi  (Eyes) 

FINDING IN 

VIZHI 

NO. OF PERSONS 

AFFECTED 

% 

Burning sensation 19 48 

Dimness of vision 13 30 

 

 

 

 

 

 



 
 

Vizhi  (Eyes) 

 
 

Observation 

48% of the patients were found with burning sensation in both eyes, 

dimness of vision was found in 30% cases. 

Inference 

 Burning sensation is due to decreasd Kabha humour. 

 Dimness of vision is due to decreased Pitha humour. 

 Hence Kabham and Pitha humour is decreased. 

 

Malam (Stools) 

FINDING IN 

STOOLS 

NO. OF PERSONS 

AFFECTED 

% 

Constipated 30 75 

Loose 10 25 

 

 

 

 



 
 

Malam (Stools) 

 
 

Observation 

Constipation was found in 75% cases. 

Inference 

Constipation is the nature of increased Vaadham. So this shows the 

increase in Vaadha humour. 

 

Moothiram (Urine) 

Neerkuri  

NEERKURI NO. OF PERSONS 

AFFECTED 

% 

Straw 36 90 

Ammoniacal odour 37 95 

Frothless 37 95 

 

 

 

 



 
 

Moothiram (Urine) 

Neerkuri  

 
 

Observation 

Neerkuri (physical characters of urine)  was 90% normal. 

Inference 

Neerkuri did not give clue for diagnosis. 

 

Neikuri 

FINDING IN 

NEIKURI 

NO. OF PERSONS 

AFFECTED 

% 

Serpentine 26 65 

Ghost like 4 10 

Seieve 3 7.5 

Pearl 7 17.5 

 

 

 

 



 
 

Neikuri 

 
Observation 

Serpentine fashion was found in 65%, Ghost like spreading was found in 

10%, Seieve like fashion was found in 7.5% and Pearl fashion was found 

in 17.5% 

Inference 

Serpentine & Ghost like pattern are due to Pitha derangement in 

combination with Vaadham. 

 Seieve and Pearl fashion are due to Kabha humour. 

 These interpretations are done according the Versus. 

“muntd ePz;lJ thjk;” 

Serpentine fashion – Vaadham 

“Mopg;Nghy; gutpaJ gpj;jk;” 

Ocean like spreading fashion - Pitham 

“Kj;njhj;J epd;wJ fgk;” 

Pearl like fashion – Kabham 

“rhw;wpa fgj;jpdf;Fr; 

ry;yilf; fz;Nghw; fhZk;” 

Seieve like fashion – Kabham 



 
 

From the Neikuri observation, I conclude the presentations are due 

Pitha Vaadha humour combination and Kabha humour. 

  

Sparisam  (Touch) 

FINDING IN 

SKIN 

NO. OF PERSONS 

AFFECTED 

% 

Itching 40 100 
Scaling 15 32 
Wet oozing 

oedematous 

11 27 

Burning sensation 16 40 
 

Sparisam  (Touch) 

 
 

Observation 

Itching is seen 100%, scaling in 32%, Oozing and cracks in 27% and 

burning sensation in 40%. 

Inference 

Itching, burning sensation and scaling  (dryness) are due to Vaadha 

humour. Oozing is due to Kabha humour. 



 
 

Naadi (Pulse) 

OBSERVED 

NAADI 

NO. OF PERSONS 

AFFECTED 

% 

Vaadha Pitham 14 35 

 

Naadi (Pulse) 

 
 

Observation 

The remaining cases presented with various combinations such as thani 

Vaadham in 9 cases, thani Pitham in 4 cases, Vaadha Kabham in 1 case, 

Pitha Vaadham in 4 cases, Pitha Kabham in 2 cases, Kabha Pitham in 4 

cases, Kabha Vaadham in 1 case. 

Inference 

The affected Vaadha humour is exihibited through Naadi as Vaadha Pitha 

Naadi finding. 



 
 

INTERPRETATION OF ENNVAGAI THERVUGAL 

OP No. NAA NIRAM MOZHI VIZHI MALAM 
MOOTHIRAM 

SPARISAM NAADI 
NEERKURI NEIKURI 

45397 C A L BS H NA S A VP 
45978 F A L D H NA S A V 
48188 C A L BS H NA S A VP 
48581 C A M D H NA S A VP 
48014 F A L BS H NA G A KP 
49546 C A L D H NA S A VP 
57021 C A L D H NA S A P 
53722 C A L BS H NA S A V 
59258 F A M D H NA S A VP 
59387 C A L BS L NA G A PV 
610204 C A M Y H NA S A VP 
63302 C A L D L NA G A VK 
67563 F A M BS H NA S A VP 
67752 C A L BS H NA S A V 
67775 C A M D H NA S A KP 
71095 C A L D H NA S A VP 
73057 C A L BS L NA G A KP 
71111 F A M D L NA S A V 
64813 C A L D H NA G A P 
71077 C A M BS L NA SE A VP 
70695 C A L D L NA S A V 
71534 C A L D H NA S A VP 
72954 F A M BS L NA P A K 
74381 C A M D H NA SE A V 
75320 F A L BS L NA P A VP 
75474 F A M BS H NA S A KP 
75476 F A L D L NA P A VP 
75601 C A M BS L NA S A V 
75720 F A M D H NA S A PV 
75940 C A L BS H NA SE A P 
75941 F A M D H NA S A VP 
86620 C A L BS H NA S A V 
79240 F A L M H NA P A PK 
77164 C A M BS H NA S A VP 
79969 F A M BS H NA P A PV 
80956 C A L BS H NA S A P 
81437 F A M M H NA P A PK 
81429 C A L M L NA S A PV 
87009 F A L M L NA P A KP 
88101 C A M M H NA S A KV 
 
Naa    Moothiram   Naadi 
C – Coatedness   Neerkuri   VP – Vaadha Pitha 
F – Fissures   NA – Not affected  PV – Pitha Vaadha 
Niram    Neikuri   KP – Kabha Pitha 
A - Dark   S - Serpentine   PK – Pitha Kabham 
Mozhi    G – Ghost like   V - Vaadham 
L – Low pitched voice  SE – Sieve like   P - Pitham 
M – Medium pitched voice P – Pearl like   K - Kabham 
Malam    Sparism 
H – Hard stools   A – Itching, Scaling 
L – Loose stools



 
 

LAB INVESTIGATIONS 
OP. NO TC 

Cells 

cu. 

mm 

DC ESR 

(mm) 

Bio-Chemical Analysis Urine Analysis Motion Test 

P% L

% 

E

% 

½ 

hr 

1 

hr 

Sugar 

mgs% 

urea 

mgs% 

Cholesterol 

mgs% 

Albumin Sugar Departs OVA Cyst 

45397 7500 65 30 5 32 61 73 21 263 Nil Nil - - - 

45978 8000 58 33 7 20 40 109 31 210 Nil Nil - - - 

48188 11000 55 40 5 18 36 136 35 235 Nil Nil - - - 

48581 8000 52 38 10 20 40 210 23 180 Nil Nil - - - 

48014 9500 65 31 4 30 56 115 25 226 Nil Nil 1-2 pus cells - - 

49546 1300 68 26 6 16 36 164 27 173 Nil Nil - - - 

57021 14000 60 36 4 10 24 202 24 181 Nil Nil - - - 

53722 9000 58 34 8 15 28 191 35 165 Nil Nil - - - 

59258 11000 65 37 3 14 24 174 33 155 Nil Nil - - - 

59387 8200 58 34 8 16 30 156 36 149 Nil Nil - - - 

610204 11000 46 52 2 10 18 135 27 220 Nil Nil - - - 

63302 9000 56 41 3 14 18 163 35 230 Nil Nil - - - 

67563 7300 65 37 3 12 18 103 33 246 Nil Nil - - - 

67752 8000 70 25 5 18 24 167 35 173 Nil Nil - - - 

67775 8200 58 33 9 16 32 117 27 153 Nil Nil - - - 

71095 9100 58 35 7 10 15 146 24 109 Nil Nil - - - 

73057 8500 52 28 20 10 20 137 33 210 Nil Nil 1-2 pus cels   

71111 8300 60 37 3 6 12 110 23 163 Nil Nil -   

64813 1100 55 40 5 4 8 124 29 111 Nil Nil 1-2 pus cels   



 
 

71077 9500 70 25 5 4 10 177 37 276 Nil Nil -   

70695 10000 66 32 2 4 8 184 24 216 Nil Nil -   

71534 9700 68 30 2 5 7 168 20 375 Nil Nil 1-2 pus cels   

72954 10500 65 37 3 16 30 179 39 216 Nil Nil -   

74381 9900 56 40 4 8 16 180 30 147 Nil Nil 1-2 pus cels   

75320 9500 64 34 2 14 24 103 31 220 Nil Nil - - - 

75474 8500 66 32 2 7 13 229 41 140 Nil Nil - - - 

75476 8300 68 30 2 13 15 127 36 164 Nil Nil - - - 

75601 10100 62 34 4 7 10 135 33 240 Nil Nil - - - 

75720 8600 58 34 8 8 13 117 27 168 Nil Nil - - - 

75940 10000 54 42 4 9 11 210 35 202 Nil Nil - - - 

75941 9300 52 42 6 4 6 111 31 138 Nil Nil 1-3 pus cells - - 

86620 8050 50 42 8 9 15 217 41 164 Nil Nil - - - 

79240 9500 70 38 2 3 9 110 45 146 Nil Nil - - - 

77164 8800 66 32 2 45 80 80 63 131 Nil Nil 1-3 pus cells - - 

79969 9400 69 21 10 9 17 115 41 180 Nil Nil - - - 

80956 7900 60 36 4 14 30 129 27 229 Nil Nil - - - 

81347 9100 58 34 8 17 25 79 25 182 Nil Nil - - - 

81429 8200 56 41 3 7 9 104 29 120 Nil Nil - - - 

87009 10600 55 40 5 11 17 274 39 178 Nil Nil 1-2 pus cells - - 

88101 11000 52 38 10 12 19 110 14 184 Nil Nil 1-2 pus cells - - 

 

There is elevated ESR value in nearly 50% patients.



 
 

 
 

 

 

 

 



 
 

 
 

 

 

 



 
 

NOI  KANIPPU VIVATHAM 
 

Pitha Karappan 

“jhdhf; fz;J}q;fp neLT ce;jp 

jsh;e;Jnk cl;Rue;J ntJg;Gz;lhFk; 

J}dhff; fpWfpWf;F KlyQ; NrhUk; 

nrhhpe;JNk clk;G kQ;rspf;Fk; 

Ntdhf td;dj;ij ,wq;nfhl;lhJ 

kpLf;fhd jPgk;e;jpj;Jg; NghFk; 

Ngdhf CUtJ Nghyf; fhZk; 

gpj;jfug; ghd;Fzj;jpd; ngw;wp ahNk” 

 

 

• Mild temperature rise in the body 

• Yellowish discolouration of the body 

• General lassitude 

• Giddiness 

• Poor appetile 

• Refusal to take food 

• Pruritis over the body 

 

Pitha Karappan 

All the clinical features are due to deranged Pitha humour in the 

Pitha area (stomach). 

 

 

 

 

 



 
 

Kanda Karappan 

“jspuhfr; rpunkq;F kpff; fdj;Jj; 

jiy fhJ kz;ilnay;yhe; jbj;J NehFk; 

jspuhf tUj;jtpf;Fk; ehj;jbf;Fk; 

eykhd clk;Gjdpw; nrhwpAkhFk; 

Fspuhff; FSe;JNk kaph;f; $r;rhFk; 

$g;gpl;lhy; kpfg;gaq;Fq; $Rq; fz;jhd; 

fspuhf Kl;Nghyf; fz;le; jd;dpy; 

fwfwf;Fk; fz;lfkhq; fug;gh dhNk” 

 

• Chillness over the body 

• Body pain 

• Swelling a thickened mass near the throat region 

• Inability to bear the chillness 

• Itching 

• Goose flush 

• Hoarsense of voice 

 

The mass in the throat region, hoarseness of voice, inability to bear 

the chillness are due to increased Kabha humour. 

As both the conditions did not show any inflammatory skin 

reactions, it is very well differentiated from Vaadha Karappan. 

 

 



 
 

 SUMMARY AND DISCUSSION 
SUMMARY 

• Vaadha Karppan is one of the seven types of Karappan as in 

Siddhar Yugi Munivar’s text. 

• The disease Vaadha Karppan is characterised by continuous boring 

pain of the body, wet oedematous swelling of the skin with 

weeping pustules, dry cracked fissues of the skin on later stages. 

• The author has reviewed the literature for definition aetiology, 

classification of Vaadha Karappan from various texts. 

• The author has given embryogenesis, Anatomy and Physiology of 

skin in Siddha for better understanding of the disease. 

• The three humour involvement in physiology of skin 

• The connection between kosham and skin has been found. 

• The aetiology Karappan Pandangal has been evaluated in Siddha 

and Modern Science. 

• The aetiopathogenesis, Pathogenesis of the disease in the context 

of Udal Thaathukal and Uyir Thaathukkal has been discussed. 

• The actual explanation of Karappan and Kuttam in siddha has been 

studied. 

• Ennvagai Thervugal examination has been done and their 

interpretations has been done to find its role in diagnosing the 

disease. 

 



 
 

DISCUSSION 
 

Interpretation of the disease 

Siddhar’s have classified diseases according to the deranged 

humour. In such a way, Vaadha Karappan disease shows all the features 

of Vaadha humour derangement.  

Interpretation of Aetiology 

The aetiology for the disease is well said in the versus. The 

correlation of aetiology to the precipitation of disease is well understood 

from aetiology of Karappan. There is no evidence of unknown aetiology 

in siddha science as often modern science says. 

 

Interpretation of Aetiopathogenesis 

Psychosocial factors closely affect Manomayakosham and it is the 

reason for excaerbations which is very often clinically encountered. 

The dietary factor has evidently proved for pathogenesis of the 

disease. For any disease, aetiology helps in understanding the 

pathogenesis and the proper understanding will help in correct 

diagnosis. The evaluation of the aetiology Karappan Pandangal has 

alarmed about the disease and thus the disease can be prevented. 

 

Interpretation of Clinical findings 

1. Age – affected in the age group of 45 - 55 years 

2. Sex – Male sex were affected 

3. Occupation – Cases who worked with cement and with pesticides 

were more affected. 

4. Diet – 33 cases were non-vegetarians 

5. Seasonal variation – were affected in Koothirkaalam 

6. Allergic History – Food was found allergic. 



 
 

 

Interpretation of Siddha Parameters 

Interpretation of Uyir Thaathukal 

Samanan, Vyaanan, and Abaanan are affected in 100%. 

Anar Pitham, Renjaka Pitham, Prasaka Pitham are affected in  

100%. 

Kiledhaga Kabham affected in  62.5% 

Sandhika Kabham affected in 12.5% 

 

Interpretation of Udal Thaathukal 

Saaram and senneer are affected in 100% of cases. 

 

Interpretation of Ennvagai Thervugal 

Naa  – Coatedness - Kabha humour 

Fissures – Vaadha humour 

Niram -  Dark colour - increased Vaadha humour. 

Mozhi -  Low pitched voice – Kabha humour 

Vizhi - Burning sensation – decreased Kabha humour 

Dimness of vision – decreased Pitha humour 

Malam - Constipated  stools – increased Vaadha humour 

Moothiram - Serpentine fashion – Pitha Vaadha humour 

Sparisam - Itching, scaling - increased Vaadha humour 

  burning sensation 

Naadi - Vaadha Pitha Naadi – Vaadha humour 



 
 

 Thus, Ennvagai thervugal examination has helped the author in 

identifying the deranged humour behind the disease. 

 

Interpretationof allied parameters 

Total WBC  - Normal 

Differential count - Normal 

ESR   - increased in 77.5% patients. 

Increased IgE values was seen in 30 patients. 



 
 

CONCLUSION 

 

• The disease Vaadha Karappan highly an allergic skin disease 

differs from other infectious Karappan disease. The disease can be 

purely clinically diagnosed. 

• Ennvagai Thervugal examination has helped in identifying the 

deranged humour of the disease. All the observations should be 

finalised with clinical correlation and then perfect diagnosis can be 

made. 

• The aetiology of the disease is well known and so the Karappan 

Pandangal can be avoided to prevent the disease. 

• Vaadha Karappan in Modern Science may be correlated to eczema, 

as it is the allergic skin disease in Modern Science. 

• The author likes to conclude that the Ennvagai thervugal 

examination has helped for identifying the deranged humour in 

Vaadha Karappan.  

• And the Ennvagai Thervugal on further clinical evaluation, can be 

made a cost effective diagnostic tool of siddha in upcoming years. 

 

 

 



 
 

 

 

 

 



 
 

 
 



 
 

 



 
 

 
 

 



 
 

 
 

 



 
 

 


	Normal Op treatment procedure followed in Government Siddha Medical College and Hospital, Palayamkottai  will be prescribed to the study patients and the treatment will be provided
	Report preparation and submission   - 1  month

