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 INTRODUCTION 
 The origin and development of traditional system of medicine date 

back to many centuries. Since then the phenomenal development of this 

system was enlivened by the saint siddhars. The guru AGASTIYA was 

the father of this noble system and the treatise comprises of various 

disciplines in medicine. 

 The great siddha medicine is illustrious about the spiritual wisdom, 

scientific knowledge, anatomical structures, religion and philosophy, 

astrology, breathing exercises and medical science. 

 Now a day’s allergic disease are widely prevalent in people from 

all the walks of life. This is because of contamination of atmospheric air 

due to smoke, dust emitted from factories and automobiles. Moreover 

polluted water also penetrates into the earth and spoils the ground water. 

The cereals and rice are always treated with pesticides. Thus the air we 

breathe, the water we drink, the food we eat, instead of nourishing the 

lives on earth cause havoc to them. 

 The prime evidence for the selection of this disease and the trial 

drug was adopted from the ‘Gunapadam Mooligai Vaguppu’ and there 

are so many recipes for ‘Swaskasam’ in our text. But the ingredients of 

these selected drugs suites all the needs for the diseases. 

 The siddha system is a blend of nature and nurture, the climatic 

principle, the dietic ethics, habits forming, the daily routine procedures 

etc. The five primordial principles of earth, water, fire, air and sky have a 

vital role in causing the disease. 

 The siddha system gives utmost important to all the above 

principles, hence the adage says. 
  ‘mz;lj;jpYs;sNj gpz;lk; 

    gpz;lj;jpYs;sNj mz;lk;” 

      - rl;lKdp epfz;L 



 2

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

   tsp Kjyh vz;zpa %d;W” 

- jpUf;Fws; 

The changes of the climate have direct impact over the physiology 

of the body. 

The ingestion of the absorbed food substances goes through the 

seven principles of bodily elements (i.e) Saram, Senneer, Oon, 

Kozhuppu, Enbu, Moozhai and Sukkilam. In this disease ‘swasakasam’ 

the aggravating factors are the cold climate, allergens, exercises etc. 

The pre-clinical survey of these formula shows encouraging results 

and the patient’s responses results were also good. 

The treatment aspects involve the neutralisation of affected 

humours. 

  
‘tpNurdj;jhy; thjk; jhOk; 

  rj;jpahy; gpj;jk; jhOk; 

  mQ;rdj;jhy; fgk; jhOk;” 

- Neha; ehly; Neha; Kjdhly; 

By giving viresanam (Purgative) Vadha Kutram is neutralized. By 

giving sathi (emetic) pitha kutram is neutralized. The Kapha Kutram is 

neutralized by giving anjanam (streaming) and others.  

 



 3

AIM AND OBJECTIVE 
 It is the aim of the author to develop siddha system and to select a 

suitable drug for the incurable diseases like ‘Swasakasam’ which is 

roughly compared to ‘Bronchial Asthma’ in modern medicine.  

 The prime object of the author is to treat the ‘Swasakasam’ and 

paid attention to drugs namely ‘Mungiluppu Choornam” and also the 

author have done study with the following objects. 

 The detailed study of various siddha literatures dealing with 

definition, etiology, classification, signs and symptoms, 

diagnosis of Swasakasam. 

 To know the incidence of the disease with regards to age, sex, 

socio-economic status, family history and Paruvakalam. 

 To know the derangement of Mukkutram, Poripulangal, 

Envagai Thervugal, Naadi, Neerkuri and Neikuri in 

Swasakasam. 

 To do pharmacological studies, Bio-chemical analysis and anti 

– bacterial studies of the trial drug to establish their efficacy.  

A clinical trial was done in 20 patients and the results are 

discussed. Swasakasam is a distressing chronic respiratory disease with 

recurring episodes which affects millions of people now a day that causes 

paroxysms of cough, dyspnoea, tightness of chest and wheezing with 

severe embarrassment both physically and mentally. The daily increasing 

sufferers of this disease and the efficacy of siddha system of medicine in 

curing chronic respiratory disease prompted the author to carryout 

scientific clinical study on this subject. 
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ABSTRACT 

 

 Since the number of sufferers increasing day by day, the author has 

chosen the disease, ‘Swasakasam’ for her dissertation work. The 

increasing incidence of the disease is due to changes in life style and 

environment. 

 20 patients of either sex were selected as in-patients and twenty 

out- patients were administered with the trial medicine “Mungiluppu 

Choornam” 4gm BD with honey daily after meals. 

 The trial medicine was subjected to Biochemical and 

Pharmacological as well as microbiological analysis. 

 At the end of trial study, the majority of cases showed good result. 
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REVIEW OF LITERATURES 

SIDDHA ASPECT 

 

 Our ancient siddhars classified disease into 4448 single disease 

entities and described each one separately and vastly. They classified the 

disease on the basis of Vatham, Pitham and Kabam. Swasakasam, which 

is dealt in this dissertation work, comes under Kaba disease. 
  ‘fgj;jpidad;wp fhrRthrk; fhzhJ” 

- Njiuah; 

Siddhars described about ‘Swasakasam’ under the classification of 

‘Erumal Noi’ which is otherwise called ‘Eelai Noi’. The major character 

of the disease is breathlessness, tightness of the chest, sneezing and 

cough. 

 Symptoms and sign are slightly differs from author to author. 

 The human body composed of 72.000 nerves. 

 Among this, the ten are big nerves (Thasa naadi’s) 
’rpwe;j ,ilgpq;fiyQ; Ro;KidapNdhL 

  rpwg;ghd fhe;jhhp aj;jPr; rpq;Fitaha 

  gpwe;j myk; GUlndhL FFjd;whDk; 

  Nguhd rq;FdpAk; taputd;whd; 

  jpwe;j tpit gj;Je;jhd; wr ehbahLk;”. 

- A+fpitj;jpa rpe;jhkzp 

Yugimuni says that above ten nerves are  

  “Thasa Naadi’s” 

Mukkutram relation with elements (i.e) Pancha Bootham 

 Vali + Ahayam  =  Vadham 

 Neruppu   =  Pitham 

 Mann + Neer  =  Kabam 
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Among five elements Kabam has the qualities of Mann and Neer. This is 

explained as follows: 
 ‘Nrj;Jke; jz;zPh; gpj;je; jPfhw;W thjkhNk’ 

- mfj;jpah; ehb 

Mukkutram relation with tastes and elements 

 Earth + Water  =  sweet 

 Earth + Fire   =  Sour 

 Water + Fire  =  Salt 

 Air + Sky   =  Bitter 

 Air + Fire   =  Pungent 

 Air + Earth   =  Astringent 

 Air + Sky   =  Vadham 

 Fire    =  Pitham 

 Water + Earth  =  Kabam 
 
‘toq;fpa thjk; khj;jpiu nahd;whfpy; 

   joq;fpa gpj;je; jd;dpyiuthrp 

 moFq;fge; jhilq;fpa fhNyhby; 

 gpwq;fpa rPth;f;Fg; gprnfhd;W kpy;iyNa” 

- Fzthflk; 

 
When Vatha, Pitha, Kaba are in the ratio of 1:½:¼ in the body, it 

indicates that the man is physiologically normal in health according to 

Gunavagadam. 

    
‘thj gpj;j ika %d;Wk; 

    td; gyj;JlNd jj;jk; 

    Ngj nkhd;wpy;yh tz;zk; 

    Ngrpa jhde; jd;dpy; 
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 ePjpaha; epiyj;J epw;fpy; 

    neLk;gpzp rpf;ftpy;iy 

    jhJTnkhd;Nwh nlhd;W 

    jhtpby; gpzpfs; jhNd” 

 - Neha; ehly;> Neha; Kjdhly; jpul;L  

 
So the alteration of Kaba Thathu, altered the functions of the Ezhu 

Udar Kattukal and other Thathus indicated the disease ‘Swasakasam’. 
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REVIEW OF LITERATURE 

SIDDHA ASPECTS 

 

Veru Peyargal (Synonyms) 

 Swasa Irumal 

 Isivu Irumal 

 Izhuppu Irumal 

 

Definition: 

 Swasakasam is characterised by cough with expectoration, breath 

sound like hissing of snake, throat irritation, indigestion, flatulence, 

redness of the nose, emaciation, low pitched voice, excessive salivation. 

 
Noi Varum Vazhi: 

 
Yugi Vaidhya Chinthamani Says, 

§Å¸¢ýÈ Å¾¢¸Á¡õ Ò¨¸Â¢ É¡Öõ 

 Á£Ú¸¢ýÈ À¡Éò¾¡ø Á¢ÕìÌó ¾¡§É  

- 690 

À¡Éò¾¡ø ÀÃÁ¡ì¸¢É¢ Á¢Õì¨¸ Â¡Öõ 

 À¡ÃÁ¡ Á¡Á¢ºí¸û Òº¢ì¨¸ Â¡Öõ 

¾¡Éò¾¡ü ºïº¡Ãó ¾Å¢÷ì¨¸ Â¡Öõ 

 ºÃ¢À¼¡ô À¾¡÷ò¾í¸û Òº¢ò¾ Ä¡Öõ 

¾£Éò¾¡ü ¦À¡º¢Â¡Á Ä¢Õì¨¸ Â¡Öõ 

 §ºÂ¢¨Æ Â¡÷§ÁÄ¢ýÀï º¢¨¾Å ¾¡Öõ 

Á¡Éò¾¡ü Á¡Ðì¸ Á¨¼¾ Ä¡Öõ 

 Á¾ò¾¡Öï ÍÅ¡º¢ôÀÐ ÁÕ×í ¸¡§½  

- 691 

 

Diet and habits: 

 Excessive smoking 

 Excessive intake of cold water 



 9

 Increased body heat 

 Taking non-vegeterian diet 

 Immobilisation 

 Taking improperly cooked food. 

 Starving on hunger 
 

 "¸¡½§Å §¾Å¨¾ìÌ À¢Ã¢ò¾ Àñ¼õ 
 ¸ÇÅ¡Ê ¾¢ýÈ¡Öí ¸½Åý Èý¨É 

 §¾¡½§Å ¿¢÷¾¡ð¨º ¦º¡ýÉ ¾¡Öõ 

 Õº¢Â¡É À¾¡÷ò¾¦Áîº¢ø Àñ½¢ É¡Öõ 

 §Å½§Å ´ÕÅ÷ ¦ºö¾ ¿ýÈ¢ ¾ý¨É 

 Á¢¸ÁÈóÐ ¦¸¡Î¨Á¸¼¡ý Å¢ÇõÒ §Å¡÷ìÌõ 

 §À½§Å º¨À¾É¢§Ä ¦º¡ýÉ §ÀîÍ 

 À¢Ãñ§¼¡÷ìÌí ¸¡ºõ ÅóÐ À¢ÈìÌó ¾¡§É"  

- 692 

Character and Behaviours: 

 Excessive Coitus 

 Over Stress 

 Stealing foods which were prepared for god 

 Cursing life partner 

 Tasting other’s foods 

 Forgetting one’s help 

 Those who didn’t keep his words 
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Siddha Maruthuvam (Pothu) Says, 
 þó§¿¡ö ÌÇ¢÷¸¡üÈ¢Ä£ÎÀ¼ø, ¦ÅÂ¢Ä¢ø Á¢Ì¾¢Ôõ «¨Ä¾ø, 

Á¢ì¸ ÌÇ¢÷îº¢¨Âò ¾Õõ ¦À¡Õ¨ÇÔõ, Ýð¨¼ò ¾Õõ ¦À¡Õ¨ÇÔõ 

¯ñ½ø, ¦ÀÃ¢Ðõ ¯ÃòÐô §ÀÍ¾ø, Á¢ì¸ ¸¡Ãô¦À¡Õû, ¿ýÁ½õ, ¾£ 

Á½õ ¬¸¢ÂÅü¨È Ó¸÷Å¾¡Öõ À¢ÈìÌõ.  

 Exposure to cold weather 

 Over strain in hot climate 

 Taking cold and hot foods 

 Singing in high pitched voice 

 Due to irritants like dust, mud, lime etc., 

 Inhalation of pleasant as well as irritable odour. 

 
Thanvandri Vaidhyam Says, 

"«Ãº§Ã¡ ¸ó¾Éì§¸ Â¨ÁîºÃ¡ö ¸¡º§Ã¡¸õ 

 ¾¨Ã Á¢¨º Á¡ó¾÷ ¾õ¨Áî º¡÷ó¾¢Îõ Å¨¸§Â¡ ¾ýÉ¢ 

 ÖÃÁ¢¨º ¸¢§Äºó ¾íÌ ÓÚÐÂ Ã¡Ö Á¡¾÷  

 ¾ÕÁÂÄ¡Öó àÁï º¡÷Ð¸û Ó¸÷ó¾¾¡Öõ...." 

 Over stress 

 Excessive Coitus 

 Inhalation of dusts, pollens etc., 

 
Madhava Nidhanam @ Roga Vrichayam says, 

Ò¨¸Â¢É¡ø ÍÅ¡ºÁ¡÷ì¸õ «¨¼ÀÎ¾ø, ¬ÁÃºõ ÍÅ¡º¡ºÂò¾¢ø 

§ºÕ¾ø, «¾¢¸ Å¢Â¡Â¡Áõ Õ„Á¡É «ýÉò¨¾ô Òº¢ò¾ø, Å¢ØíÌõ 

§À¡Ð ¯½× «¾ý À¡¨¾¨Â Å¢ðÎ §ÅÚ ÅÆ¢Â¢ø À¢Ã§Åº¢ôÀÐ, 

§Å¸í¸¨Ç «¼ìÌÅÐ, «ùÅ¢¾§Á ÐõÁ¨Ä «¼ìÌÅÐ. 

 Excessive smoke  

 Excessive gastric secretion and regurgitation 

 Taking improperly cooked food 

 Food enters into the larynx while swallowing  

 Controling reflexes like sneezing 
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Roga Nirnaya Saram Says, 
§¾¸ò¾¢ø «ì¸¢É¢ «¾¢¸Ã¢òÐ ¦¿ïÍ Òñ½¡¸¢ Å¡Ô 

«§¾¡Ó¸Á¡¸ §Áø¦ºýÚ Á¡÷À¢ø ¾í¸¢ ¯ñ¼¡Ìõ. 

 Due to excessive body heat, gas ascends to the lung field, thus 

causes the disease. 

 
Murkurigal (Preliminary Signs) 
 ¦¾¡ñ¨¼ ÒñÀð¼Ð§À¡Ä §¿¡¾ø, À¢ý ¦¾¡ñ¨¼ º¢Åò¾ø, 

¦¾¡ñ¨¼Â¢ø ÓûÇ¡ø ÌòÐÅÐ §À¡ýÈ ¯½÷îº¢ ²üÀ¼ø, ÌÃ§Ä¡¨º 

Ì¨È¾ø, ãìÌ ¿£÷ À¡ö¾ø, Á¡÷Ò §¿¡¾ø, ÝÎûÇ ¦À¡ÕÇ¢ø Å¢ÕôÀõ 

Ó¾Ä¢ÂÉ ¯ñ¼¡Ìõ. 

 Sore throat 

 Pricking sensation in the throat 

 Decreasing the pitch of voice 

 Running nose 

 Pain in the chest 

 Desire towards hot foods 

 
Noi Enn (Classification) 

Yugi Vaidhya Chindamani says, 

 Swasakasam is described as one of the twelve types of Kasam.  

The twelve types are, 

1. Mandhara kasam 

2. Pakka Mandharakasam 

3. Sudar kasam 

4. Vadha Kasam 

5. Pitha Kasam 

6. Swasa Kasam 

7. Ratha Kasam 

8. Silethuma Kasam 

9. Peenisa Kasam 
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10. Vadhapitha Kasam 

11. Pitha silethuma Kasam 

12. Thontha Kasam 

Sikitcha Rathna Dheepam @ Vaidhya Chinthamani Says 

There are twelve types of Kasam. They are 

1. Mandhara Kasam 

2. Patcha Mandhara Kasam 

3. Sudar Kasam 

4. Vadha Kasam 

5. Pitha Kasam 

6. Swasa Kasam 

7. Ratha Kasam 

8. Silethuma Kasam 

9. Peenisa Kasam 

10. Vadha pitha Kasam 

11. Pitha Silethuma Kasam 

12. Thontha Kasam 

Raja Vaidhya Bodhini - Part I says 

There are twelve types. Those are 

1. Vadha Kasam 

2. Pitha Kasam 

3. Sethuma Kasam 

4. Vadha Pitha Kasam 

5. Pitha Sethuma Kasam 

6. Mandhara Kasam 

7. Swasa Kasam 

8. Shaya Kasam 

9. Sudar Kasam 

10. Peenisa Kasam 
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11. Naadha Kasam 

12. Thontha Kasam 

Anubava Vaidhya Deva Ragasyam Says, 

There are five types. Those are, 

1. Vadha Kasam 

2. Pitha Kasam 

3. Silethuma Kasam 

4. Ratha Kasam 

5. Kshaya Kasam 

Ashtanga Hrudhayam says, 

There are five types. These are, 

1. Vadha Kasam 

2. Pitha  Kasam 

3. Kaba Kasam 

4. Shadha Kasam 

5. Kshaya Kasam 

Jeeva Rakshamirtham Says, 

There are 5 types of Kasam. These are, 

1. Vadha Kasam 

2. Pitha Kasam 

3. Sileshma Kasam 

4. Ratha Kasam 

5. Kshaya Kasam 

 



 14

Madhava Nidhanam @ Roga Vrichayam says 

There are 5 types of Kasam, Those are, 

1. Vadha Kasam 

2. Pitha Kasam 

3. Kaba Kasam 

4. Shadha Kasam 

5. Kshaya Kasam 

Roga Nirnaya Saram says 

There are 5 types of Kasam. They are 

1. Vadha Kasam 

2. Pitha Kasam 

3. Sileshma Kasam 

4. Ratha Kasam 

5. Kshaya Kasam 

SWASA KASAM: 

Kuri Gunangal: 

 The signs and symptoms are described in many siddha literatures. 

They are described as follows, 

 Yugi Vaidhya Chintamani Says, 
"Åñ¨ÁÂ¡ö §¸¡¨Æ¸ðÊ þÕÁ¢ Å£Øõ 

 Á¡¿¡¸õ §À¡Ä§ÅÅ¡ö ÌïÍ Å¡ºõ 

 ¾¢ñ¨ÁÂ¡ö ¦ºÕÁÖñ¼¡ ÁÊì¸ ÊìÌî 

 º£Ã½Á¢ø Ä¡Á§ÄÅ Â¢Ú °Ðõ 

 ¿ý¨ÁÂ¡ö ¿¡º¢ÂÐ ¾Éø§À¡ Ä¡Ìõ 

 ¿Ç¢óÐ ¼õÒÅüÈ¢ÅÕí ÌÃÖí ¸õÓõ 

 ¯ñ¨ÁÂ¡ Ôñ½¡ì¸¢ æÚí §¸½¢ 

 ¯ÆÚ§Á ÍÅ¡º¸¡ ºò¾¢ ¦É¡ô§À"  
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According to Yugi Vaidhya Chinthamani the characteristic features 

of Swasakasam are cough with expectoration, breath sound like hissing of 

snake, throat irritation, indigestion, flatulence, redness of the nose, 

emaciation, low pitched voice, excessive salivation. 
 
Uyir Kakkum Siddha Maruthuvam @ Athma Ratchamirtham says, 
 ¯¼ø ¯Ä÷óÐ ÅÕõ, ÍÃõ, ÌÇ¢÷, þÕÁø, ¬Â¡ºõ, ¾¨ÄÅÄ¢ 

¸¡Ïõ. ÅÂ¢Ú ¦À¡ÕÁ¢ Å¡ó¾¢ ÀñÏõ. ÁÄõ ¸ðÊ Å¢Â÷¨Å, ¾¡¸õ 

Á¢Ìõ, ÒÈó¾¡û «¨¾ìÌõ. 

Dryness of the skin, fever, rigor, cough, malaise, head ache, 

vomiting because of indigestion, sweating due to constipation, excessive 

thirst, pedaloedema present in Swasakasam. 
 
Sega Rasa Segara Vaidhyam says, 

"þÕÁ¢ ÎÁ£¨Ç Åó¾¡ Ä¢ÃÅ¢§Ä ¸ÊÉï ¦ºöÔõ 

 ¯Õ Å¢Îí¸ñ¼í ¸¡Ð ÓÈì¸¢¼ó ¾Ã¢òÐ Á¢ñÊî 

 ¦ºÕÁ¢ Îí§¸Ã¢ì §¸Ã¢î º¢§ÄðÎÁ Á¨¼òÐ ¦¾¡öÅ¡ö 

 ÁÕÅ¢Îõ ãýÚ¿¡Ùõ ÅÃñ¼ ¨¼ò¾¢ØòÐ Óð¼¡õ 

 Óð¼¾¡öì ¸¨ÇòÐ §Å÷òÐ ãº¢¦¿ï º¨¼òÐì Ìò¾¢ò 

 ¾¢ð¼Á¡öò ¾¢Âí¸¢î §º¡÷óÐ ¾£¨ÁÂ¡öò ÐÂÃï ¦ºöÔõ 

 ¸ð¼Á¡õ ÀÉ¢Á ¨Æì§¸ ¸ÊÉ¿£÷ Ò¨¾ó ¾¡ü§À¡Ä 

 ¿ð¼Á¡ Á£¨Æ¸¡ºõ ¿Äì¸¢Îõ ¾£Ã¡ ¿ý§È" 

 
Cough, severe dyspnea at night, pain in the neck and ears, throat 

irritation, dryness of throat, tiredness, sweating, and pain in the chest are 

the characteristic features of Swasakasam. 
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Sikitcharathna Deepam @ Vaidhya Chinthamani says, 
 «¾¢¸Á¡É §¸¡¨ÆÔ¼ý þÕÁø, ¿¡¸ôÀ¡õÀ¢ý º£È¨Ä ´ò¾ 

ÍÅ¡ºò¾¢ý ºò¾õ, º£Ã½Á¢ý¨Á, ÅÂ¢ÚôÀ¢ºõ, ¿¡º¢Â¢ø «É§Ä¡Î 

ÅÈðº¢, ¯¼ø ÅüÈø, ÌÃü ¸õÁø, ¯ñ½¡ì¸¢ø ÅÆÅÆôÀ¡É ¿£åÈø 

 Cough with expectoration of large quantity of sputum, breath 

sound like hissing of snake, indigestion, flatulence, dryness and heat in 

the nose, emaciation, low pitched voice, viscous salivation. 
 
Raja Vaidhya Bodhini - Part I says 

Å¡¾ ¿¡ÊÔõ, À¢ò¾ ¿¡ÊÔõ, ´ÕíÌ §º÷óÐ ¬¨Á¨Âô §À¡ø 

¦ÁøÄ °È¢ ¿¼ì¸¢ø, ÅÂ¢Ú þ¨Ãîºø, «ýÉï ¦ºÃ¢Â¡¨Á, §¸¡¨Æ 

¸ð¼ø, þÕÁø, ¿¡º¢ ÅÃð¼ø, ÌÃü ¸õÁø, ÓÐ¦¸ÖõÒ ±Ã¢îºø, §Áü 

ÍÅ¡ºõ. 

 While the vadha pulsation and pitha pulsation together is felt like 

the movement of  tortoise, Swasakasam characters are flatulence, 

indigestion, mucoid sputum, cough, dryness of nose, low pitched voice, 

burning sensation along the vertebral column, dyspnea. 

 
Mukkutra Verupadugal (Pathology) 

 In siddha system of medicine, the manifestation of all the diseases 

are the result of derangement of Doshas ie. Vadha, Pitha, Kaba. The 

prime factor which is involved in Swasakasam is Kaba, which is 

accompanied with vitiated Vadha or Pitha and produce clinical symptoms 

of Swasakasam. This is clearly indicated by Theraiyar as, 
“ ¸Àò¾¢¨É ÂýÈ¢ ¸¡º ÍÅ¡ºõ ¸¡½¡Ð ”  

- §¾¨ÃÂ÷ 

1. Excess of Kaba in the respiratory organs affect the Melnokku kal 

and Uyir kal and so the vayu is not able to reach the terminal points 

of respiration which producing gasping and laboured breathing. 
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2. Some authors say that the disease is caused by deranged Vadha. 

This thought is also acceptable because the destruction of Vayu in 

the respiratory tract is abnormally present. 

3. Excessive intake of Vadha prompting diet induces Pitha Kutram. 

This type of Pitha produce more heat and this heat goes to head 

resulting in running nose, heaviness of head and neck, sneezing and 

also induces formation of water vapours in the lungs and causing 

narrowing of air passage, which leads to the onset of the disease. 

This is indicated as, 
"À¢ò¾§Á Á¢Ìó¾¡ Ä£¨Ç 

 Â¢ÕÁÖõ ¦ÀÄòÐ ¿¢üÌõ" 

   - §¿¡ö ¿¡¼ø §¿¡ö Ó¾ø ¿¡¼ø 

 
So the changes in the diet and habits which increase Vadha and 

Kaba produce the clinical symptoms of Swasa Kasam. 

In Uyir Nilaigal, Anagatham (chest) which is the residence of 

Udhanan (Melnokku kal) and Pranan (Uyir kal) is deranged. 

When Pranan, the primary vayu is affected it leads to difficulty in 

breathing and involvement of Udhanan leads to cough and sneezing. 

Involvement of Kirugaran leads to running nose, cough, sneezing. 

Involvement of Devathathan leads to tiredness. Involvement of Samanan 

causes inability to control the other Vayus and causes loss of appetite. 

Involvement of Sadhaga pitham leads to sluggishness. In Kaba, the 

derangement of Avalambagam leads to dyspnea, cough, wheezing. In the 

seven Udal Thathus, Saaram, Senneer are affected which leads to lethargy 

and depression. In severe cases Oon and Kozhuppu are also affected leads 

to symptoms of emaciation and body pain. 
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Piniyari Muraimai (Diagnosis) 

 The way of diagnosis is very important by which a physician can 

deal the disease, then only he will rule out the cause of the disease which 

is the main thing to be treated. Thiruvalluvar said, 
     "§¿¡ö¿¡Ê §¿¡öÓ¾ É¡ÊÂÐ ¾½¢ìÌõ 

Å¡ö¿¡Ê Å¡öôÀî ¦ºÂø" 

The diagnosis is based on four criterias 

1. Poriyal arithal 

2. Pulanal arithal 

3. Vinathal 

4. En Vagai Thervugal 
 
1. Poriyal arithal: 

Porigal are the five organs of perception. They are Eyes, 

Ears, Nose, Tongue and Skin. Poriyal Arithal is examining the Pori 

of the patient by the Pori of the physician. In swasa Kasam, it is as 

follows, 

 Mei (Skin)  : Normal 

 Vai (Tongue) : Excessive salivation 

 Kann (Eye)  : Some times affected (redness) 

 Mookku (Nose) : Running nose 

 Sevi (Ear)  : Normal 
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2. Pulanal Arithal: 

Pulangal are the five objects of senses. 

 Ooru (Sensation) : Warmth 

 Oosai (Sound) : Normal 

Ozhi (Vision) : Normal 

Suvai (Taste) : Normal 

Natram (Smell) : Altered or absent due to running 

nose and inflammation of nasal mucosa. 
 

3. Vinadhal: 

 By Vinadhal, the physician knows about the patient’s Name, Age, 

Occupation, Native place(Thinai), Family history, Socio - economic 

status, Diet habits, Prone to any allergens (eg: dust, smoke, pollens), 

His complaints, History of previous episodes, Frequency of attacks by 

changes in season, Relevant history of treatment and Habits etc., 

 
Kaalam (Age Distribution) 

 The period of human life is totally 100 years. This is divided into 

three stages, according to the domination of three humours. As per this  

1. Vadha Kaalam  - 1 to 33 years 

2. Pitha Kaalam - 34 to 66 years 

3. Kaba Kaalam - 67 to 100 years 

Even though in each of these stages, the other humours are also 

involved a particular humour is dominating more. According to this, 

Kaba types of diseases are more prone in the later stage (Kaba Kaalam). 

 
Ivagai Nilangal: 

 Study of Ivagai Nilangal is very important and useful because there 

may be possibility of the disease in some area. Ivagai Nilangal are, 
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A. Kurinchi   -  Mountains and its surroundings 

B. Mullai    -  Forests and its surroundings 

C. Marutham  - Plains and its surroundings 

D. Neithal   - Seas and its surroundings 

E. Palai   - Deserts and its surroundings 
 

Kurinchi: 

“FwpQ;rp tUepyj;jpw; nfhw;wKz;b uj;jk; 

 cwpQ;rp tU RuKz ;lhk;- mwpQUiuf ; 

 ifaNk jq;Fjuj; jhikty;iy Aq;fjpf;Fk; 

 IaNk jq;Fk; mwp” 

- gjhHj;j Fz rpe;jhkzp 

 In Kurinchi Nilam, people are affected by fever that reduces blood 

level in the body, diseases related to spleen and liver and mainly by Kaba 

diseases. 
 

Mullai: 
“Ky ;iy epyj;jaNk hpepiu NktpDkt ; 

nty;iy epiyj;jgpj;j nkw;FWq;fhz;- ty ;iynatdpd; 

thjnkhop ahjj Dz;kd;W kit topNgha;g; 

Ngjnkhop ahjiwag;; gpd;G” 

- gjhHj;j Fz rpe;jhkzp 

 Though Mullai Nilam is the place of cattles, it is the place of 

increasing Pitha, Vadha also joined to that Pitha due to these Kutrams 

many diseases occur. 
 

Marutham: 

 “kUjepy ed;dPH tsnkhd;iwf; nfhz;Nl   

 nghUjdpy khjpaNeha; Nghf;Fk; - fUjepyj; 

 jhwpujQ;#o mUe;Jtnud; whw ;gpzpnay;   

 NywpujQ; #o ;Gtpf ;F kpy;” 

- gjhHj;j Fz rpe;jhkzp 
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 Marutha Nilam, due to its water sources, cures all the three Vatha, 

Pitha and Kaba diseases. 

 
Neithal: 

‘nea;;jdpy NkYg;ig ePq;fh J}wpDkJ  

 nta;jdpy Nkjq ;F tPlhFk; - nea;jy ; 

 kUq;Fliy kpf;fhf ;Fk; ty;YWg;ig tPf ;Fk; 

 fUq;Fliyf; fPopwf;Fq; fhz ;” 

- gjhHj;j Fz rpe;jhkzp 

Through Neithal Nilam has the dominant taste of Uvarppu (Salty), 

it is the place of Pitha Vayu.  The people who dwell here are susceptible 

to odema due to Kaba, Silipatha Rogam (Filariasis), Kudalanda Viruthi 

(Hernia). 

 
Palai: 

“ghiy epyk;Nghw ; gliug; gpwg;gpf ;f 

Nkiyepy kpahJ tphpj;jw;F - Ntiyepy 

Kg;gpzpf ;F kpy;yhk; KiwNa atw;wfyhk; 

vg;gpzpf;F kpy ;yh k/njz;” 

- gjhHj;j Fz rpe;jhkzp 

 

 The Palai Nilam is the place for grief and place of deadly Vadha, 

Pitha and Kaba diseases. 

 
PARUVA KAALAM (Season) 

 As the earth revolves around the sun once in a year, the earth gets 

sunlight at various positions. With reference to the position of the earth 

towards the sun, year is divided into 6 seasons. 

They are, 

1. Karkaalam (Avani & Purattasi) : August & September 

2. Koothirkaalam (Iyppasi & Karthigai) : October & November 
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3. Munpanikaalam (Margazhi & Thai) : December & January 

4. Pinpanikaalam (Masi & Panguni) : February & March 

5. Elavenilkaalam ( Chithirai & Vaigasi) : April & May 

6. Mudhuvenilkaalam ( Aani & Aadi ): June & July 

According to literature, Swasa kasam comes during rainy season 

(Karkaalam).  In Koothirkalam due to cold wind, is also prone to the 

disease. 

Swasa kasam mainly occurs due to vitiation of Kaba. Kabam 

thannilai sirappurum Kaalam - Karthigai to masi. 
 

%tU kPwp KdpT nfhshky; 

jj;jk; epiyapy; jd;durpaYk; 

fhytiujid fpsuf ; Nfz;kpd; 

Mbahjpaha; Ig;grp <uha; 

Mdpykjw ;Nfh uurpay; fhyk; 

kPd; Kjyhsp tPWnfhs; ke;jphp 

Njs; Kjd; khrp Nrdhgjpf;Nf 

- Neha; ehly; Neha; Kjdhly; 

 

Hence the disease can occur in the later part of Koothir Kaalam to 

early part of Pinpani Kaalam, (i.e,) from the last two weeks of October to 

the first two weeks of February. 

Totally the prevalence of disease is from August to February. 
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7.  MUKKUTRA NILAIGAL: 

Vadham 

Pranan: 

 It is responsible for respiration. 

 In Swasa kasam, Vayu is affected leading to difficulty in 

breathing. 

Abanan: 

 It helps in excretion of urine and motion.  

In Swasa kasam, some patients had constipation. 

Viyanan: 

 Its main function is distribution of saaram.  

In Swasa kasam, this distribution is affected, thus emaciation 

occurs. 

Samanan: 

Samanan is the vayu that controls other vayus and digestion.  

In Swasa kasam, this vayu is affected since it cannot control the 

other vayus. 

Udhanan: 

Its main function is inspiration and expiration and distributes the 

saaram equally to all tissues.  

In Swasa kasam, this vayu is affected due to difficulty in breathing. 

Nagan: 

This vayu maintains opening and closure of eye lids and is not 

affected in Swasa kasam. 

Koorman: 

This vayu is responsible for vision and yawning and is not affected 

in Swasa kasam. 
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Kirugaran: 

It causes salivation, running nose, sneeze, and cough and maintains 

appetite. In Swasa kasam, this vayu is deranged causing running 

nose, sneeze, cough and loss of appetite. 

Devathathan: 

 It is responsible for tiredness, anger and emotional expression.  

In Swasa kasam, this vayu is deranged causing emotional stress 

and insomnia. 

Dhananjeyan: 

It produces swelling of the body after death and escapes through 

the scalp after the third day of death. 

 
PITHAM 

Anal pitham: 

 This lives in the stomach and helps in digestion.  

In Swasa kasam, most of the patients complained loss of appetite & 

indigestion. 

Ranjagam: 

 This is residing in stomach and gives colour to the blood.   

In Swasa kasam, some patients are anaemic. 

Sadhagam: 

It resides in the heart and executes the day to day activities with the 

help of mind and brain.  

In this disease, restlessness, breathlessness present. 

Aalosagam: 

 It resides in both eyes and is responsible for clear vision.   

Prasagam: 

 It resides in skin and gives complexion.  



 25

In Swasa kasam, some patients have itching in any part of the 

body. 

 
KABAM 

Avalambagam: 

It is residing in lungs and helps other four types of Kaba to 

function and also helps in the function of heart.  

It is deranged in Swasa kasam patients, since the presence of 

tightness of chest, cough, wheezing, and dyspnea. 

Kilethagam: 

It is present in the stomach and gives moisture to the food materials 

and also helps in digestion.  

In this disease, some patients have indigestion. 

Pothagam: 

Living in the tongue and responsible for taste sensation, is not 

affected in Swasa kasam patients. 

Tharpagam: 

 Living in the head and keep the eyes cooling.  

In Swasa kasam, there may be redness of eyes. 

Sandhigam: 

 It resides in the joint and helps for free movements.  

 

UDAL KATTUGAL: 

Saaram: 

 It is the energy part of end product of digestion.  

It strengthens the body and mind.  It is deranged in Swasakasam 

due to loss of appetite causing tiredness in the body and mind and 

causes emaciation 
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Senneer: 

It is responsible for knowledge, strength, boldness and healthy 

complexion. This is deranged in some patients with anaemia. 

Oon: 

It gives the structure to the body and is responsible for the 

movement of the body and is not affected in Swasa kasam. 

Enbu: 

It gives the shape to the body and is responsible for motion of the 

body is not affected in Swasa kasam. 

Kozhuppu: 

When the organs are doing their work this gives lubrication and 

facilitates their work, is not affected in Swasa kasam. 

Moolai: 

It is present in the core of the bone which strengthens and 

maintains the normal condition of the bone, is not affected in 

Swasakasam. 

Sukkilam / Suronitham: 

 It is responsible for reproduction.  

When the seven Udal Katukal increase or decrease from the normal 

level, the normal functioning of the body is affected. 

 
4. EN VAGAI THERVUGAL: 

 It is the basic diagnostic principle and the uniqueness of the Siddha 

system of Medicine.  The following lines reveal this as follows. 
 

          “ehbg;ghprk; ehepwk; nkhoptpop 

kyk; %j;jpukpit kUj;Jt uhAjk;” 
- Neha; ehly; Neha; Kjdhly; 
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And, 

  “nka;f;Fwp epwe;njhdp tpop ehtpUkyk; iff;Fwp” 
   - Neha; ehly; Neha; Kjdhly; 

  

The diagnostic value of EN VAGAI THERVUGAL is specific to 

Siddha system of Medicine and presumes the vitiated doshas in the 

patients. 

En Vagai Thervugal are 

a. Naa (Tongue) 

b. Niram ( Colour of the skin) 

c. Mozhi ( Speech) 

d. Vizhi ( Eye) 

e. Malam ( Motion) 

f. Moothiram (Urine) 

g. Sparisam ( Palpation) 

h. Naadi ( Pulse) 

a. Naa 

It is noted for its colour, ulcer, growth, coating, colour and 

consistency of the sputum that is spitted from mouth, mode of 

speech.  

In Swasakasam, patients have the sputum scanty and mucoid. 

b. Niram 

 Colour of skin, conjunctiva, and teeth.  

In Swasakasam, the colour of the skin, conjunctiva, may be pale. In 

some patients, the conjunctiva may be red due to conjunctivitis. 

c. Mozhi 

Generally, speech is generated from the voice box. Abnormalities 

are low pitched speech, lalling, diplegia, monotonous speech, 

jerky, scanning, indistinct, lisping.  
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In Swasa kasam mode of speech may be emotional or difficulity in 

speech, low pitched voice, wheezing sound is heard. 

d. Vizhi 

Type of eye - redness, ulcer, pallor, protrusion, tears, shedding of 

eye lashes, excreta of eye, diseases of eyes are noted.  

In Swasa kasam, the eyes may be red. 

e. Malam 

Consistency hard or semisolid or diarrhoea, undigested food, fluid 

resembling the water used to clean meat, colour, frothy, dysentery, 

bloody, pus, mucous, smell, frequency of defaecation, constipation, 

reduced or increased stool content, lower abdominal pain during 

defaecation are noted. 

 In Swasa kasam, the patients may be constipated. 

f. Neer @ Moothiram 

Colour - yellow, black, white copper coloured, mixed colour, 

colour of fumes, smell-smell of fire, honey, sweet odours, 

fragrance of flowers, fruity odour, odour of deer flesh, frothy or 

not, frequency and quantity are noted. 

 In Swasa kasam it may be transparent and frothy. 

g. Sparisam 

Heat or coldness of the body.  

It may be cold due to sweating in this disease. 

h. Naadi 

Naadi is the very important helpful observation for diagnosis and 

prognosis. 

 In Noi Naadal, Noi Mudhal Naadal Text, Naadi is defined as, 
 

“ clypy; capH jhpj;jpUg;gjw;Ff; fhuzkhd rPtrf;jp 

 vJNth mJNt jhJ my;yJ ehb vdg;gLk:”  
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Genesis of Naadi: 

The three Uyir Thathukkal are formed by the combination of three 

Naadis of Dhosha and three Vayus of Dhosha. 

Idakalai + Abanan = Vatha 

Pinkalai + Pranan = Pitha 

Suzhumunai + Samanan = Kaba 

This can be felt one inch below the wrist on the radial side by 

means of palpation by the three fingers - index, middle and ring fingers 

corresponding to vadha, pitha and kaba respectively. 

     “fhpKfdbia tho;j;jpf; ifjdpy; ehbghHf;fpy;  

 ngUtpuyq;Fyj;jpy; gpbj;jb eLNt njhl;lhy; 

 xU tpuNyhby; thjKaH eLtpuypw; gpj;jk; 

 jpUtpuy; %d;wpNyhby; Nrj;Jk ehbjhNd” 
- mfj;jpaH ehb 

Naadi Nadai in Swasa Kasam: 

Vatha Kaba Naadi: 
            “ghq;fhd thjj;jpy; Nrj;Jk ehbg; 

  ghprpj;;jhy; jpkpHNkT Kisr;r yhFk; 

 jPq;fhd ,UkYld; re;jp Njhlk; 

  NrHe;j tplk; ntb#iy apUj;Nuhfk; 

 thq;fhj <is ke;jhu fhrk; 

  typAlNd GwtPr;RAs; tPr;R tPf;fk; 

 Xq;fhZQ;Ru KlNd Rthr fhrk; 

  cz;lhFk; ntF Neha;f;F KWjpjhNd” 
- rjf ehb 

Iya Naadi: 

“jhdKs;s Nrj;J ke;jhdpsfpy; ntg;G> 

 rakPis apUky; ke;jhu fhrk; 

<dKWQ; re;eptpl Njhlk; tpf;fy; 

 apUj;Nuhfq; fug;ghd; tpuz Njhlk; 
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khdidaPH #iyjpus; tpahjp tPf;fk; 

 tUQ;rf;jp Rthrk; neQ;rilg;G J}f;fk; 

VdKWq; fhkhiy ghz;L Nrhig 

 VORuq;fs; gyJf;fk; tpl Kz;lhNk” 
- rjf ehb 

Kaba Pitha Naadi: 

 “,lkhd Nrj;Jkj;jpy; gpj;j ehb 
  vOe;jZfpy; tplKlNd tPf;fKz;lhk; 

 jplkhd FspH fha;r;ry; kQ;rs; NehTe; 

  Njfj;jp Yisr;rypisg; gpUky; the;jp 

 Tplkhd neQ;rilg;G Rthrk; tpf;fy; 

  ntF RuKk; ehtwl;rp ghz;LNuhfk; 

 mlkhd Ftisuj;j kjprhue;jhd; 

  mZfp ntFgy Neha;f;Fe; jlq;fz;lhNa” 

Iya Ushnam: 

“fjpg;ghd Nrj;Jkj;jpYl;bzq; $by; 

  fye;j FzQ;rakpUky; Rthrfhrk; 

 kjpg;ghd Nfhiouj;jk; tpg;GUjpAlNd 

  tsHehrpfh gPlkpUj; Nuhfk; 

 nfhjpg;ghd rpq;qitahf; fpuhzthA 

  nfhl;lhtp tpf;fy; ke;jhufhrk; 

 Jjpg;ghd tPuyj;jpf; fha;Tuj;jk; 

  Njhd;WkpF gpzpgyTe; njhe;jpg;ghNk” 
- rjf ehb 

Iya Vayu: 

“njhe;jpj;j Nrj;Jkj;jpy; thA$bj; njhlHe;j  
Fd;kk; neQ;rilg;G Rthrfhfk; 

te;jpj;j Fuy;jdpNy cWj;j yPis 

 tOtOg;G ePUwy; kyj;jpy; rPjk; 

nte;jpj;jy; nfhOj;jy; Fj;Je; jpkpHtpahjp 

 tPr;RlNd typnal;Le; jpul;;rp ghz;l 

me;jpj;j fpWfpWg;G kaf;fk; tpf;fy; 

 Mdgy gpzpfSNk te;jl Ue;jhNd” 
- rjf ehb 
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Hence the Naadi Nadai in Swasa kasam is Kaba, Vadhakaba, Kaba 

Pitha, Iya Ushna, and Iya Vayu Naadis. 

 

Nei Kuri: 

 This urine examination is unique in Siddha system of Medicine.  

For this examination urine is collected in the early morning in a pure 

glass vessel. Patient is advised to avoid excessive diet, and in take of diet 

during irregular timings on the previous day of examination. 

          “mUe;JkhwpujKk; mtpNuhjkjha; 

    m/fy; myHjy; mfhyT+d; jtpHe;jow; 

 Fw;wstUe;jp cwq;fp itfiw 

    Mbf;fyrj; jhtpNa fhJ nga; 

 njhUK$Hj;jf; fiyf;Fl;gL ePhpd; 

    epwf;Fwp nea;f;Fwp epUkpj;jy; flNd” 
- rpj;jkUe;Jthq;fr;RUf;fk; 

 

“epwf;Fwpf; Fiuj;j epUkhz ePhpw; 

   rpwf;f ntz;nzNahH rpWJsp eLtpLj; 

njd;Wj; jpwe;njhyp Nafhjikj;jjp 

   dpd;wjptiy Nghk; newptpopawpTk; 

nrd;wj GfYQ; nra;jpia AzNu” 
- Neha; ehly; Neha; Kjdhly; 

  

A drop of gingelly oil is dropped on a wide glass vessel containing 

the urine to be tested which is kept under sunlight in a calm place. The 

derangement of the three dhoshas can be diagnosed by the mode of 

spread of gingelly oil on the surface of urine. 

“muntd ePz;bd; m/Nj thjk;” 

“MopNghw; gutpd; m/Nj gpj;jk;” 

“Kj;njhj;J epw;fpd; nkhoptnjd; fgNk” 
- Neha; ehly; Neha; Kjdhly; 
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 Oil spreading like a snake indicates Vatha. 

 Oil spreading like a ring indicates Pitha 

 Oil spreading like a pearl indicates Kaba 
 

“mutpyhopAk; Mopapy; muTk; 

mutpy; Kj;Jk; Mopapy; Kj;Jk; 

Njhw;wpy; njhe;j Njhlq;fshNk” 
- Neha; ehly; Neha; Kjdhly; 

 

Oil spreading like snake and ring, ring and snake, snake and pearl, 

ring and pearl all comes under Dhondha Dhosham. 

In Swasa kasam, most of the Nei Kuri findings result- pearl like oil 

floating on the urine. 

 

DISEASES SIMILAR TO SWASAKASAM are, 

Mandara Kasam 

“jhdhd J}aNjhH ehrp jd;dpy; 
ryNeha; ePHjhd; tpOe;j Jk;kYz;lhk; 

 khdhd khHGneQ; rilj;J %r;R 

  tYthf ghk;GNghy; rPw yhFk; 

 fhdhd fz;lNkhL KfKq; fhJk; 

  fhakJq; frpthfp tpaHit ahFk; 

 Vdhd ,UkNyhL Nfhio fk;ky; 

  ,iug; ghF ke;jhufhr khNk” 
- A+fp itj;jpa rpe;jhkzp 

 

In Mandara kasam there is running nose, sneezing, tightness of 

chest, breath sound like hissing of snake, sweating all over the body, 

cough, expectoration, dyspnea, etc., 

In Swasa kasam there is no sweating all over the body. 
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Kandakiragam: 
   

     “tifahd Fuyjidg; gw;wp nehe;J 
  khHNghL gplhpapdpy; typ Az;lhfp 

 Efuhd rhPunky;yhk; nehe;j ohw;wp 

  EZf;fkha;r; RthrkJ Gwg; glhky; 

 Kifahd ehthNt %r;R khwp 

  Kfj;jpNy tpaHthfp tpyhNeh Tz;lhk; 

 Gifahd td;dj;ijg; gUnfhl; lhJ 

  ghpafz;l fpufj;jpd; gz;G jhNd” 
- A+fp itj;jpa rpe;jhkzp 

  
In Kandakiragam, there is difficulty in speech, pain in the chest and 

occipital region, pain all over the body, breathlessness, mouth respiration, 

sweating in face, pain in the ribs, anorexia. 

 In Swasa kasam, there is no pain in the occipital region. 

Silethuma Vadha Suronitham: 

“gz;ghf Tly;FspHe;J tapW tPq;fpg; 

gijg;ghd tple;njhl;lhw; Nghy; Nehthe; 

jpz;ghd rpuR new;wp Nehf;fh Lz;lhQ; 

rpNyl;Lkkha;f; NfhioNahL RthrkhFk; 

kz;ghf kaf;fnkhL fdT Kz;lhk; 

tha;twz;l Urpapy;yh tUj;;j khFk; 

ez;ghf ehbANk glg glf;Fk; 

ew;rpNyl;k RNuhzpjkhk; ehLq; fhNy” 
- A+fp itj;jpa rpe;jhkzp 

 In Silethuma Vadha Suronitham, there is chillness of body, 

abdominal distension tenderness in abdomen, headache, expectoration, 

dyspnea, fainting, dreaming, decreased salivation, loss of taste, rapid 

pulse etc., 

 In Swasakasam, there is no abdominal distention and decreased 

salivation. 
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Swasa Pitham: 

“fUj;jhfr; RthrkJ kpfTz; lhFq; 

 fdkhf tapWNk Cjpf; fhZk; 

cUj;jhf clyJjhd; kpft ypf;F 

 %WNk Nfzp Nghy; tha;ePH jhDk; 

kUj;jhf kaq;fpNa fz;k iwf;Fk; 

 khHgpNy typNahL ,Uk Yz;lhe; 

JUj;jhf tapwjdpd; grpNah tpy;iy 

 Rthrkhk; gpj;jj;jpd; #l;re; jhNd” 
- A+fp itj;jpa rpe;jhkzp 

  

In Swasa Pitham, there is increased respiration, flatulence, pain all 

over the body, brashing, loss of consciousness, pain in the chest followed 

by cough, loss of appetite etc., 

 In Swasa kasam there is no loss of consciousness. 

Swasa Silethumam: 

“jpwikaha; neQ;Rjdpw; Nfhio fl;LQ;  

rpf;nfd;W jhdpUkp %f;f ilf;Fq; 

FWikaha; Fwl;nld;W Rthrq; fhZq; 

FspNuhL RuKz;lha; kaf;f khFk; 

kwikaha; khHNghL neQ;r ilf;Fk; 

 tha;twz;L %f;fjdpy; ePNu ghAk; 

ntWikaha; kpfj;jz;zPH jhg Kz;lha; 

 tpLRthr rpNyl;Lkj;jpd; tptue; jhNd” 
- A+fp itj;jpa rpe;jhkzp 

In Swasa Silethumam, there is congestion in lungs, nasal block, 

cough, dyspnea, fever with rigor, syncope, tightness of chest, dryness of 

mouth, running nose, excessive thirst etc., 

In Swasa kasam, there is no fever with rigor, excessive thirst etc., 
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LINE OF TREATMENT: 

The line of treatment of Swasa Kasam consists of the following. 

1. Kalichal Maruthuvam - to bring the dhoshas in equilibrium 

2. Internal Medicine - Mainly anti-spasmodic, expectorant, to relieve 

the spasm and to expel the sputum. 

3. Diet - to maintain tridhoshas and energy. 

4. Prevention methods - to strengthen the muscles  of respiration 

(Prahnayama) 

5. Yoga therapy - to maintain dhasa vayukkal and to improve mental 

and physical health. 

 
1.  Kalichal Maruthuvam (Purgation) 

 Patients have to be given laxative Nilavagai Chooranam 5 gm with 

hot water at the bed time of the previous day, before starting the internal 

medicine. 

2.  Administration of internal medicine 

 For the treatment of the disease Swasakasam, Mungiluppu 

choornam 4gm twice daily with honey after meals. 

3. Diet  

 Siddhars advice the diet regimens for Kaba patients and they are 

explained below. 

“fj;jhp Nga;Gly tiu apUghfy; gUq;fhsh fz;lfhhp 

mj;jpf; fha;fSk; tUf;ifkhgaw;iw fiuahy; gPHf;fUk; 

gpQ;RNtH 

nkha;j;j #uzq; fjypj; jz;Lfisg; G+Ksq;fp 

KUf;fUk;Gk; 

mj;jp G+rzpf; fhaUs;sp ts;spAq; fgj;NjhHf; fhzkhNk” 
- gjhHj;j Fz rpe;jhkzp 
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“Ntis kzj;jf;fhsp nkd;rPij rf;futHj;jp 

gPis triy Rf;F ngz;fzq;fs; - Ntisapy; 

nre;jspH fisf;fPiu nra;tH fgNjfH epjk; 

te;jspAzj;jhd; kfpo;e;J” 
- gjhHj;j Fz rpe;jhkzp 

Vegetables to be added 

 fj;jhp (Solanum melongena) 

 Nga;Gly; (Trichosanthes cucumerina) 

 mtiu (Dolichos lab-lab) 

 fz;lq;fj;jhp ( Solanum xanthocarpum 

 thiof;fha; (Musa paradisica) 

 KUq;if ( Moringa tinctoria) 

 Rz;il (Solanum torvum) 
 

Tubers to be added 

 ,Q;rp (Zingiber officinale) 

 Ks;sq;fp (Raphanus sativus)  

 fUizj;jz;L ( Amorphophallus companulatus) 
 

Greens to be added 

 kzj;jf;fhsp (Solanum Nigrum) 

 fhprhiy (Eclipta alba) 

 gPis (Aerva lanata) 

 triy ( Bascella alba) 

 rpWfPiu ( Amaranthus gangeticus) 

 kzypf;fPiu (Gisekia pharmacoides) 

 Gspahiuf;fPiu (Oxalis corniculata) 
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Diet Restriction 

 Siddhars adviced to avoid certain food items during diseased 

conditions. 

They are, 
“fLF ew;wpyj; njz;nza; $o;ghz;lq; fliy 

 tLt jhfpa njq;Fkh tUf;if ew;fha 

 kotp yhjnts; Ss;spnfhs; Gifapiy kJngz; 

 ,lW ghfNth lfj;jp ePf;fplypr; rhgj;jpak;” 
- NjiuaH ntz;gh 

 Mustard  

 Gingelly oil 

 Bengal gram 

 Coconut 

 Mango 

 Asafoetida 

 Garlic 

 Horse gram 

 Tobacco 

 Alcohol 

 Bitter guard 

 Sesban 

 And also, they are advised to avoid coitus 

These are general diet and habitual restrictions for all diseases. 

Prevention 

1. Avoid chill and cold weather 

2. Avoid working in dust, cement, cotton mills and in husks. 

3. Avoid smoking 

4. To sleep in phoenix mat, prevent Kaba diseases. 
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“rpw;wPr;Rg; ghapw; wpdKk; gLg;gtUf; 

Fw;wpLNk fhe;j Ylk;GtUQ;-Rw;wpaNjhH 

thATWk; gpj;jkW kw;Wq; fge;jPUe; 

jhafkh kpf;Fzj;ijr; rhw;W” 
- mfj;jpaH Fzthflk; 

5. Advice to practice Prahnayamam 

 
PRAHNAYAMAM (Breathing Exercise) 

 Prahnayamam or breathing exercise mainly consists of Pooragam 

(inhalation of air by deep inspiration), Kumbagam (holding the breath as 

far as possible) and Resagam (exhalation of air by expiration) 

 By this exercise, the duration of Kumbagam is increased.  This 

results in proper gaseous exchange which provides increased oxygen 

supply to the cells. 

 By the regular practice of Prahnayamam, one can get a feeling of 

reduced both mental and physical stress and enjoy pleasure. It provides 

good concentration and meditation. This practice also gives good 

appetite, strength, enthusiasm, rigor and vitality. 

 During breathing exercise, the lungs fill with fresh air in its 

anatomical dead space also and expand well and get proper supply of 

oxygen by proper expansion of chest.  So, Prahnayama practice is one of 

the prevention for Swasa Kasam. 
 

“ehnshd;Wf;F ,Ugj;Njhuhapuj;J mWE}W 

eykhd Rthre;jhnd Oe;jpUf;Fk; 

Nfhnshd;wpg; gjpdhyhapuj;J ehD}W 

Ftpe;j %yhjhuj;Js; nshLq;Fk; 

ghnshd;wp Naohapuj;jpUE}W Rthrk; 

ghopdpw; gha;e;jpLnkd; wwpfg;gpd;id 

Vnshd;wp apjidNa Al;rhjpj;jhy;  

vg;nghOJk; ghyuh apUf;fyhNk” 
- A+fp itj;jpa rpe;jhkzp 
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YOGA THERAPY 

 Yogasana is one of the most spiritual legacies gifted by our ancient 

sages.  The practice of asanas strengthens the body and mind. 

 Asanas strengthen the muscles of respiration and diaphragm as 

well as regulate respiration. So, practising asanas is more helpful in 

asthmatic patients as supportive therapies.  The following asanas are 

helpful in Asthma. 

 
 Bujankasanam 

 Chakrasanam 

 Machasanam 

 Mayurasanam 

 Patha hasthasanam 

 Arai machayendhirasanam 

 Trikonasanam 

 Savasanam 
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MODERN ASPECTS 

Anatomy and physiology of respiratory system 
Introduction: 
 It is by means of breathing that every cell in the body receives its 

supply of oxygen and at the same time gets rid of co2 as products of 

oxidation.  Respiration is a two – fold process where by the interchange 

of gases takes place in tissues called internal respiration and in the 

lungs known as external respiration. 

Nose: 

 The nose is divided in to 2 nostrils by a nasal septum.  The external 

opening of the nose (anterior nares) opens in to the vestibule of the nose.  

The inner lining of vestibule contains a number of coarse hairs which 

project downwards.  These nasal cavities are lined with highly vascular 

mucous membrane that continuous with that of pharynx and with that of 

the paranasal sinuses.  

 The filaments of the olfactory nerve arise from small receptors 

scattered in the mucous membrane of the nasal cavity.  Apart from these 

special sensory nerve endings, there are touch and pain sensitive nerve 

endings distributed in the nasal lining that help in the protective reflex of 

sneezing. 

 

Pharynx:  

This is common muscular tube that lies behind the nose and the mouth.  

This pharynx is guarded by tonsils at the sides and adenoids at the top.  

Tonsils and adenoids are collections of white blood cells which act as a 

defense army - guards by fighting away any dangerous germs that many 

contaminate the inhaled air.  These wbc infact surround the bacteria to 

digest them away and themselves die in the process to be replenished 
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soon.  The muscles of pharynx are chiefly useful in swallowing.  The 

pharynx opens in to the larynx in front and esophagus behind.  

 
Larynx: 

 Larynx is composed of pieces of cartilages to maintain its shape 

and patency.  Attached on the top is a small piece of cartilage called 

epiglottis that closes the larynx like a lid during swallowing so that the 

food glides over it in to the esophagus and not into the trachea.The vocal 

cords are thin flaps that project from the side wall of the larynx.  The 

movements of these flaps are controlled by highly efficient groups of 

delicate laryngeal muscles.  The vibration of these cords due to the air 

passing through the glottis cause ‘voice’ production.  

 
Trachea: 

 The trachea (wind pipe) about 10cms long extends from the larynx 

to divide in to right and left bronchi.  These are incomplete rings of 

cartilages in the wall to maintain the patency under varying intra thoracic 

pressure conditions occurring during breathing.  The trachea divides in to 

right and left bronchi which enter the corresponding lungs.  

 
The Lungs: 

 The lungs, two in number are the principal organs of respiration.  

They fill the chest cavities one on each side separated in the middle by 

the heart, its blood vessels and other structures.  They are divided in to 

lobes by fissures, the right has 3 lobes and the left has 2 lobes.  

 
Bronchi: 

 The right and left bronchi are formed by the bifurcation of the 

trachea.  The right bronchi is shorter and divides in to 3 branches to enter 

the 3 lobes of the right lung and the left is longer and divides into 2 
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branches to enter the 2 left lobes of the left lung.  These further divide 

and re divide into a number of bronchi like the branches of tree to ramify 

into smaller bronchi and finally end as bronchioles that enter the air sacs 

called alveoli.  

 The larger bronchi have incomplete rings of cartilages in their wall 

and they disappear in smaller bronchi.  The inner lining of the bronchus 

has ciliated layer of cells, the movement of the cilia being upwards to 

remove the finer pollutants that would have escaped the nose.  The inner 

lining also contains mucus secreting cells that secrete thin mucus that 

provides lubricating layer of moisture and also helps to humidify the air.  

The most important in the bronchus is the thin circular layer of smooth 

muscle that runs all the way along the bronchial tree.  

 The contraction of this thin circular bronchial muscle leads to 

narrowing and its relaxation to dilatation of the air passages. 

 
The Alveoli: 

 Alveolus is lined by a singe layer of flat cells.  It is here, that the 

blood comes into almost direct contact with the air, being separated only 

by exceedingly thin permeable membrane consisting of 2 layers of flat 

cells.  Oxygen diffuses from the inhaled air in the air sac to the blood 

moving very slowly in the capillaries and carbon dioxides moves from 

the blood to the air sac due to differences in partial pressure of the 2 

gases.  

 Pulmonary artery and veins carry deoxygenated and oxygenated 

blood from and to the heart respectively.  Bronchial arteries supply 

nourishment to the lungs.  
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The pleura: 

 Each lung is surrounded by a double layer of membrane called the 

pleura.  The inner layer of the pleura closely surrounds the lung and the 

outer layer covers the interior of the chest wall. Between the pleural 

layers there is a thin layer of lubricating fluid to prevent friction. 

 

Physiological aspects: 

 Mechanics of Breathing:  During normal quiet breathing, 

inspiration is the active process and expiration is the passive process.  

During inspiration there is enlargement of thoracic cage and expansion of 

lungs.  During expiration the thoracic cage and lungs decrease in size and 

attain the pre-inspiratory position. 

 
Mucles of Respiration: 

 Respiratory muscles are of 2 types. Inspiratory muscles and 

expiratory muscles. 

 
Primary inspiratory muscles  

 Diaphragm 

 External intercostal muscles 

 
Primary expiratory muscles  

 Internal Inter costal muscles 

 
Accessory inspiratory muscles 

 Stenomastoid, Scaleni, Anterior Serrati, Elevators of scapulae and 

pectorals.  

 
Accessory expiratory muscles  

 Abdominal muscles. 
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Movements of thoracic cage: 

 Inspiration cause enlargement of thoracic cage.  The size of 

thoracic cage increased in all diameters.  Increase in antero posterior and 

transverse diameters occur due to elevation of ribs.  The vertical diameter 

of thoracic cage is increased by the descent of the diaphragm. 

 
Movements of lungs: 

 During inspiration, due to enlargement of thoracic cage, the 

negative pressure is increased in the thoracic cavity this cause expansion 

of lungs.  During expiration the thoracic cavity decreases in size to the 

pre-inspiratory position.  The back pressure in the thoracic cavity also 

comes back to the pre-inspiratory level.  This compresses the lung tissues 

so that the air is expelled out of the lungs.  The lungs also have some – 

tendency of recoiling, still the lungs donot collapse. 

 
Pulmonary function test: 

 Most of the pulmonary function tests are carried out by using 

spiormeter.   

 The air in the lung is classified in to two divisions.  

1. Lung volumes which can be breathed by the subjects, the 

volumes being dynamic. 

2. Lung capacities which include two or more primary volumes. 

 
Lung volumes:  

 There are 4 lung volumes, namely 

1) Tidal volume 

2) Inspiratory reserve volume 

3) Expiratory reserve volume 

4) Residual volume. 
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Tidal volume (TV): 

 The volume of air breathed in and out of the lungs in a single 

normal quiet respiration.  Tidal volume signifies the normal depth of 

breathing.  

Normalvalue  :  500 ml 

 
Inspiratory Reserve volume (IRV) 

 The additional amount of air which can be inspired forcefully 

beyond normal tidal volume. 

 Normal value : 3300ml 

 
Expiratory Reserve volume (ERV) 

 The additional amount of air that can be expired out forcefully after 

normal expiration. 

 Normal value : 1000ml 

 
Residual volume (RV) 

 The amount of air remaining in the lungs even after forced 

expiration.  

 Normal Value : 1200ml. 

 
Lung capacities: There are 4 lung capacities namely.  

1. Inspiratory capacity 

2. vital capacity 

3. Functional residual capacity.  

4. Total lung capacity.  

 
Inspiratory capacity: 

 The maximum volume of air that can be inspired starting from the 

end expiratory position.  
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 IC = TV + IRV 

  = 500 + 3300 = 3800ml 

Vital capacity: The maximum amount of air that can be expelled out 

forcefully after a maximal (deep) inspiration. 

 Vc = IRV + TV + ERV 

  = 3300 + 5000 + 1000 ml. 

  = 4800 ml 

 
Functional residual capacity (FRC). 

The volume of the air remaining in the lung after normal respiration.  

 FRC  = ERV + RV 

   = 1000 + 1200 

   = 2200 ml 

Total lung capacity  

 The amount of air present in the lungs after a maximum deep 

inspiration  

 TLC  = IRV + TV+ ERV + RV 

   = 3300 + 500 + 1000 + 1200 ml 

   = 6000 ml.  

 

Regulation of respiration: 

 Respiration is a reflex process.  Emotion and exercise increase the 

rate and force of respiration but the altered pattern of respiration is 

brought back to normal with in a short time by some regulatory 

mechanism in the body.  

 The pattern of respiration is regulated by two mechanisms namely.  

1. Nervous Mechanism 

2. Chemical Mechanism 
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Nervous Mechanism : 

 Involves the respiratory centre afferent nerves and efferent nerves.  

Respiratory centers situated in the reticular formation of the brain stem 

and classified in to 2 groups namely. 

 

 

 

       

 

 

 

Nervous connection of respiratory centers:  

Efferent pathway: 

The nerve fibers from the respiratory centers leave the brain stem and 

descend in to the anterior part of the lateral columns of the spinal cord.  

These nerve fibers terminate in the motor neurons in the anterior horn 

cells of cervical and thoracic segments of spinal cord.  From the motor 

neurons of spinal cord, two sets of nerve fibers arise which are.  

1. Phrenic nerve fibers supplying diaphragm 

2. Intercostal nerve fibers supplying the intercostal muscles 

Vagus nerve also contains some efferent fibers from the respiratory 

centers.  

 
Afferent pathways: 

 Impulse from peripheral chemoreceptor and Baroreceptors are 

carried to the respiratory centers by the fibers of glossopharyngeal and 

vagusnerves.  

A. Medullary Centers 

Inspiratory center 

Expiratory center 

B. Pontine Centers 

Pneumotaxic center 

Apneustic center 
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BRONCHIAL ASTHMA  

 ‘Asthma’ is a disease whose presence dates back to at least the 

time of Hippocrates, who noted a condition of deep and heavy breathing.  

 
 The Greeks had labeled this condition as “asthma” the meaning of 

which was ‘panting’. 

 
Bronchial asthma is a chronic inflammatory disorder of the airways in 

susceptible, inflammatory symptoms are usually associated with 

widespread but variable air flow obstruction and an increase in airway 

response to a variety of stimuli.  Obstruction is often reversible, either 

spontaneously or with treatment.  

 
Aetiology 

A number of factors are responsible either in the causation or 

exacerbation of bronchial asthma.  A brief account of each of these 

factors will be discussed. 

 
Atophy and allergy: 

House dust mite allergens appear to be the most common one 

associated with asthma.   

Occupational asthma occurs due to allergens and sensitisers.     

It has been shown that subjects with apparently intrinsic asthma (Normal 

skin tests) have higher levels of circulating IgE than the non-asthmatic 

population.  

 Some studies however challenged the assumption that childhood 

asthma is largely of allergic etiology. 

 Both indoor and outdoor allergen exposures have increased asthma 

morbidity. 
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 Some plants which produce allergen containing particles that are 

less than 10 micron.  Rag weed and grass pollination are definitely 

associated with asthma.  Pollen allergy is usually season – related and is 

more closely linked to hay fever and allergic conjunctivitis. 

Mould: Mould spores are generally smaller than pollen grains and are 

more likely to penetrate the lower respiratory tract.   

House dust mite plays a major role in causation of asthma. The 

commonest mite is ‘Dermatophagoides pteronyssinus’. High levels are 

found in mattresses, pillows, carpets, upholstered furniture’s, bed covers, 

clothes and soft toys.  

Animal allergens- Dogs, cats and other pet animals including rodent are 

commonly kept in homes.  All breeds of cats produce common allergens 

and cat’s saliva and cat danders are potent allergens.  The major cat 

allergen is Feld I, which is a protein secreted by cats salivary, sebaceous 

and lacrimal glands.  

Cockroach allergen – “The cockroach asthma” is a more severe form of 

the disease having perennial symptoms and high levels of IgE.  

 
Food Allergen and Breast Feedings: 

 With breast feeding there is a decreased risk (about 20%) for 

development of asthma.There are some reports that regular consumption of 

oily fish is associated with a reduced risk for asthma in children.  It has 

been hypotesised that decreased dietary antioxidant vitamin intake is 

associated with a decreased serum levels, IgE and a significant decrease of 

atopy.  Recent experimental data showed a reduced risk with intake of 

lecithins (Wheat germ agglutinin from whole wheat products). 
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Infection: 

 Viral respiratory infections provoke and alter asthmatic responses.  

The susceptibility of asthmatic airway to viral inflammation is due to 

persistent allergic mast cell and eosinophil derived inflammation, 

stimulates the release of cytokines such as tumour necrosis factor – alpha, 

which cause an increase in the expression of receptors for human 

respiratory viruses on the airway lining epithelium once the virus enters 

the epithelial cells, it replicates and generates a wide variety of 

proinflammatory cytokines which further enhance eosinophil and mast 

cell inflammation.  

 
Provocateurs of asthma: 

 The principal infection provocateurs of asthma in childhood during 

the first 2 years of life are respiratory Syncytial virus (RSV), 

parainfluenza virus and rhinovirus.  Mycoplasmopneumoiae, H. influzae 

and gram negative bacteria can synthesis histamine both in vivo and in 

vitro.  The presence of the mediator may contribute to the broncho 

constriction and other effects of histamine that can accompany bronchial 

infection. 

 
Drug: 

 About 5-20 % of adults with asthma will experience severe and 

even fatal exacerbations of broncho constriction after ingestion of aspirin 

or certain non steroidal anti inflammatory drugs (NSAIDS). These drugs 

are as follows.  

Aspirin, Ibuprofen, Indometacin, Piroxicam, Sulindac, Tolmetin, 

Naproxen and Diclofenace sodium. 

 Although the exact mechanism not known, it is non immunologic 

and probably depends on inhibition of cyclo-oxygensase.  Other drugs 
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that are known to exacerbate asthma include beta – blocker drugs.  Eye 

drop preparations of this class of drugs can induce asthma.  

 Recently, inhaled verapamil, a calcium channel blocker, has been 

reported to induce severe bronchospasm in mild asthma.     

 
Exercise induced asthma: 

 Exercise–induced broncho constriction is one of the manifestations 

of the asthmatic diathesis.  

 Airway narrowing develops with in 2-3 minutes after cessation of 

exercise.  Exercise – induced asthma is due to mainly of smooth muscle 

contraction.  It has been suggested that heat and water loss leads to 

changes in mediator releases that cause constriction of smooth muscles.  

Swimming is the preferred exercise for person with asthma.  

 
Occupation and Asthma: 

 Occupational asthma is the commonest industrial lung disease in 

the developed world particularly in grain workers, bakers, millers, 

sulphur workers and other occupations.  

 Industries in which asthma occurs include plastics and paint 

manufacturing, electronics, welding, metal refining, photography, health 

related industries, antibiotics and cosmetic manufacturing, dyeing, 

forestry and food processing.  

 Agents capable of inducing occupational asthma can be vapours, 

gases, aerosols, or particulate matters and can range from very low 

molecular weight inorganic chemical to complex organic 

macromolecules.   
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Some of these agents are shown.  

Agents Occupation 

Animal proteins (Urine, Danders) Laboratory workers, veterinarians. 

Shellfish, egg proteins, pancreatic 

enzyme, papain, amylase 

Food processing 

B. subtilis enzyme Detergent factory 

Poultry mites droppings, feathers Poultry farmers. 

Flour grain Bakers 

Storage mites, Soyabean wheat Farmers 

Midges Fish food manufacturing  

Silk worm moths and larvae Silk workers 

Wood dust Carpenters and saw mill workers. 

Platinum salts Refining 

Nickel salts Plating  

Cobalt salts Diamond polishing 

  

Occupational asthma includes reflex vagal broncho constriction in 

response to an irritant effect on specific receptors, inflammatory broncho 

constriction secondary to toxic concentration of gases, direct 

pharmacological reaction by agents such as organic insecticides and beta 

– adrenergic blocking agents or by immunologic mechanism.  

 
Tartrazine and sulphite sensitivity: 

 Tartrazine is a yellow dye commonly employed in food and 

medication.  Suphiting agents used to preserve foods and beverages.   

Sulphur dioxide relased in mouth and stomach from sulphites has been 

incriminated as the cause of precipitation of asthma.  
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Rhinitis and sinusitis: 

 Nasal and sinus pathology can aggravate asthma, particularly if 

there is uncontrolled drainage of mucoid or mucopurlent material down 

the nasopharynx, where it can contribute to cough and irritability of 

larynx.  

 It is also possible, but not proven that sinus infection may 

aggravate asthma through reflex mechanism.  

 It is now being appreciated that allergic rhinitis and bronchial 

asthma are considered as ‘one airway, and one disease’.  Recently there 

has been a renewed interest in the role that ‘histamine’ plays in the lower 

air way disease, and ‘leukotrienes’ which are more potent inflammatory    

mediators than histamine play a role in upper airway disease. 

 
Gastro – Esophageal reflux (GER) 

1. Reflex vagal broncho constriction occurs secondary to stimulation 

of sensory nerve fibers in the lower esophagus.  This mechanism is 

supported by the finding that acid infusion of the esophagus in 

asthmatic patients leads to increased airway resistance that rapidly 

reverses with antacids and infusion of acid in to lower esophagus 

of asthma children during sleep induces broncho constriction. 

2. The second proposed Mechanism is micro-aspiration particularly 

during sleep.  The partial narrowing or occlusion of upper airway 

during sleep, followed by an increase in intra thoracic pressure 

might predispose the patient to nocturnal GER and consequently to 

respiratory symptoms.  
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Psychological factors: 

Depression most often associated with asthma may be secondary to 

a chronic disease.  Occasionally psychological illness, family disputes or 

marital harmony may be major factors in the ateiology of intractable 

asthma.  

 
Pollution: 

 Passive smoking is known to be a risk factor and there is evidence 

that diesel fumes are associated with increased allergic responses.  Ozone 

and other oxidants contained in photochemical smog which occurs in are 

as of high traffic density, high sunlight and temperatures, act as 

respiratory irritants and can exacerbate asthma.  

 Indoor air pollution due to cooking fuels, such as gas, biomass  

and kerosene contain oxides of nitrogen and are responsible for increased 

respiratory symptoms.  Environmental tobacco smoke is important in the 

development of childhood asthma and in adults.  Asthmatic smokers have 

increased hyper responsiveness to metacholine. Asthmatic smokers have 

higher sputum total cell and neutrophil numbers and 1 L- 8 

concentrations compared to asthmatic non smokers.  

 
Endocrinal Factors: 

 Oestrogen plays a role in the pathophysiology of asthma and long 

term use and for high does of post menopausal harmone therapy increase 

subsequent risk of asthma.  

 
Genetics and asthma: 

 Allergic rhinitis and atopic dermatitis are common among familiar 

family members of the asthmatic patients.  Molecular genetic linkage 

studies indicate that the ‘atopy’ gene locus is on chromosome 11. 
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Cytokines are important components in the pathogenesis of asthma. 

The chromosome 5 contains an IL 4 gene cluster which encodes the 

allergic cytokines IL3,4,5,9,13 and GM – CSF (Granulocyte macrophage 

colony stimulating factor). This gene is closely linked to inheritance of an 

increased IgE response and to increased bronchial hyperresponsivness.  

 The other genetic component operates through the human 

lymphocytes antigen (HLA or MHC class II) molecules HLA - DR, 

HLA-DP, HLA-DQ which provide the mechanism for antigen 

recognition and presentation to and by T and B lymphocytes.    
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PATHOLOGY 

 
 The histological changes in Bronchial asthma relied on 

Postmortem specimens taken from People dying in status asthmatics. 

Since the 1960s, epithelial shedding and influx of eosinophils into the 

airway mucosa have been associated with Bronchial Asthma large 

segments of the airway from the major bronchi to the peripherals are 

occluded with a mixture of tenacious secretions containing serum protein 

mixed with mucus and cellular debris. Crystalline material consisting 

largely of major basic protein derived from eosinophil granules (Charcot 

– Leyden crystals) may be present. There is oedema dense esoinophilic 

infiltration and epithelial denudation in the bronchial wall. Airway 

samples obtained at open lung biopsy show goblet cell hyperplasia peri-

bronchial smooth muscle hypertrophy and apparent basement membrane 

thickening. The strips of epithelial cells are called curschmann’s spirals, 

clumps of cells (creola-bodies) or isolate metaplastic cells are common. 

Eosinophils, Neutrophils and mono nuclear cells were present in 

increased numbers in the post capillary venules and were frequently in 

close contact with the vascular endothelium. 

 Another important observation was the presence of apparent 

thickening of the subepithelial basement membrane. Monoclonal 

antibody studies suggest that the sub- basement membrane band consists 

of types III and V collagen together with fibronectin. This suggests the 

fibroblastic origin of the band. Recent data further revealed an expanded 

network of subepithelial myofibroblasts correlates with the degree of sub 

epithelial thickening suggesting a repair response secondary to chronic 

inflammation. Extensive collagen deposition within the bronchial mucosa 

might influence the mechanical properties of the airways and contribute 

towards bronchial hyper responsiveness.  
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Airway remodeling: 

 Chronic inflammation in the airway leads to structural changes 

including hypertrophy and hyperplasia of airway smooth muscle and 

thickening of the reticular layer of the basement membrane. This later 

thickening is due to deposition of collagen from activated myofibroblasts 

in response to cytokines and growth factors released during the 

inflammatory response. 

 The remodeling of airways in bronchial asthma involves structural 

changes in the epithelium, the myo-firboblast and extra-cellular matrix 

including the basement membrane and smooth muscle. 

 This remodeling process is mainly caused by a complex interaction 

of inflammatory cells that are central to pathogenesis of asthma with 

structural tissue cells. The inflammatory cells such as eosinophils, T cells, 

mastcell, and macrophages together with structural tissue cells play 

important effector role through the release of a number of cytokines, 

mediators and chemokines. 

 Airway inflammation and remodeling contribute significantly to 

the decline in lung function in bronchial asthma. 
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PATHOGENESIS 

 
 Chronic airway inflammation involving many cell types and 

inflammatory mediation accompanies the bronchial hyperresponsiveness 

asthma. Nevertheless, the precise relationship of the inflammatory cells 

and their mediators to airway hyper reactivity is not fully understood. 

 The disease is triggered by environmental antigens such as dust, 

pollens, animal danders and foods. A positive family history of atrophy is 

common and asthmatic attacks are often preceded by allergic rhinitis, 

urticaria or eczema. Serum IgE levels are usually elevated. A skin test 

with the attending antigen results is an immediate wheal and flare 

reaction, a classic example of type I IgE mediated sensitivity elicts an 

acute immediate response and a late phase reaction. 

 Recall that exposure of presensitized IgE coated mast cells to the 

same or a cross reacting antigen stimulates the release of chemical 

mediators from these cells. In the case of air borne, the reaction occurs 

first on sensitized mast cells on the mucosal surface the  resultant 

mediator release opens the mucosal inter cellular tight junctions and 

enhance penetration of antigen to the more numerous sub mucosal mast 

cells. In addition, direct stimulation of sub epithelial vagal receptors (Para 

sympathetic) provokes broncho constriction through central and local 

reflexes. This occurs within minutes after stimulation and is called the 

acute or immediate response. The mediators of IgE triggered reactions 

include both primary and secondary mediators.  



 59

The primary mediators include 

1. Histamine which causes broncho constriction by direct and 

cholinergic reflex actions, increased vascular permeability, and 

increased bronchial secretions. 

2. Eosinophilic and Neutophilic chemotactic factors (eg) – 

leukotriene B4 which selectively attract eosionphils and 

Neutrophils. Histamine is probably important in the first few 

minutes of an asthmatic attack. 

 
The secondary mediators include: 

1. Leukotrienes C4D4 and E4 extremely potent mediators that cause 

prolonged broncho constriction as well as an increased vascular 

permeability and increased mucus secretion. 

2. Prostaglandins D2 (PG D2) which elicts broncho constriction and 

vasodilatation. 

3. Platelet activating factor (PAF) which causes aggregation of 

platelets and release of histamine and serotonin from their granules. 

4. Cytokines, such as IL1 tumors necrosis factor (TNF) and IL6 some 

of which are found to exist in the preformed state with in the most 

cell granules. The acute reaction is thus associated with broncho 

constriction, edema, mucus secretion, flushing and in certain 

instances hypotension. 

 
This is followed by the late phase reaction which starts 4 to 8 hours 

later and persists for 12 – 24 hours. 

The late phase reaction is mediated in part by a swarm of leukocytes, 

neutrophils, eosinophils and lymphocytes recrusted by the chemotactic 

factors and cytokines derived from mast cells during the acute phase 

response or by other mediators produced by the chronic inflammatory 
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cells already present in asthmatic, suffering a recurrent attack. The 

leukocytes release a second ware of mediators that stimulate the late 

reaction. Histamine releasing factors produced by various cell types, 

induce release of histamine from basophils cause broncho – constriction 

and edema. In addition neutrophils cause further inflammatory injury and 

the major basic protein of eosionphils cause epithelial damage and airway 

constriction. The presence of both immediate and delayed reactions in 

IgE mediated events helps explain the prolonged manifestation of asthma.  

 

CLINICAL PRESENTATION OF BRONCHIAL ASTHMA: 

The usual symptoms include cough, wheezing, shortness of breath, 

chest tightness and modest degree of sputum production. 

 Most patients complain of the onset of an attack of bronchial 

asthma following allergic pharyngitis in the form of sore throat, pain in 

the throat, itching, sneezing, running nose or a blocked nose.  

The incidence of IgE mediated allergy (allergic rhinitis, atopic 

dermatitis, hay fever) and bronchial asthma in close relatives is very high. 

In children there will be evidence of hyperinflation of the lungs with 

use of accessory muscles and appearance of hunched shoulders and 

“Pigeon chest”. 

The intensity of breath sounds in symptomatic asthma will be reduced 

and expiratory phase is prolonged. Presence of rhonchi is characteristic 

finding in asthma and will be present in most patients. Rhonchi may be 

heard in many other conditions including chronic bronchitis, pulmonary 

oedema, bronchial stenosis, foreign body aspiration, upper airway 

obstruction, aspiration pneumonia and pulmonary embolism etc. 

It is often said that “all that wheezing is not asthma”. Crepitations are 

not the findings of asthma unless there are secondary infections or a 

complication like allergic broncho pulmonary mycosis.  
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CLASSIFICATION 

 
Intrinsic and Extrinsic asthma: 

The intrinsic asthma usually has late onset with no history of atophy or 

allergy and is non-seasonal. The skin test for allergens is usually negative 

and the serum IgE level is often normal. Asthma associated with 

polyarteritis nodasa and aspirin sensitive bronchial asthma is usually of 

intrinsic type. 

 
Late onset asthma: 

Definition: “asthma with onset of symptoms in adult life in a patient 

with no pre–existing, persistent respiratory symptoms”. 

Asthma induced by drugs and occupational asthma may belong to this 

category. Asthma of adult onset may be the first sign of the development 

of polyarteritis nodasa.  

 
Occupational asthma: 

There can be two categories of asthma related to work place. They are 

‘occupational asthma’ and ‘work-aggravated asthma’. Occupational 

asthma is characterized by variable airflow limitation, bronchial hyper 

responsiveness or both due to conditions in a particular work environment 

not to stimuli outside the work place. Work – aggravated asthma is 

aggraved by irritants or physical stimuli in the work place. 

History of atopy and smoking are important determinants to induce 

occupational asthma that occurs through an IgE – dependent mechanism.  

 
Nocturnal asthma: 

A number of mechanisms have been hypothesized  to explain the 

phenomenon of nocturnal asthma including exposure to dust, mite 

allergen, late-phase allergic reactions, effects of posture and sleep stages 
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on airway tone, gastro-oesophageal reflux, impaired mucociliary 

clearance, airway cooling and changes in circadian rhythms of circulating 

harmones (adrenaline and steroids). Bronchial responsiveness to 

histamine and allergen challenge increase during sleep and mast cell 

mediator release is enhanced. Circulating eosinophils increase which may 

allow their ingress into pulmonary tissue together with decreased plasma 

catecholamine and cortisol levels. All these factors may influence airway 

tone, inflammation and responsiveness during sleep and produce the 

observed clinical picture.  

 

DIAGNOSIS OF BRONCHIAL ASTHMA 
The diagnosis of asthma is a clinical one; there is no confirmatory 

diagnostic blood test, radiographic or histopathological investigation.  

 
Signs of asthma: 

During exacerbations the patient will often have wheeze and reduced 

lung function, either reduced peak flow or an obstructive pattern on 

spirometry.    

Additional information which may contribute towards a clinical 

suspicion of asthma includes – personal or family history of asthma or 

other atopic condition, worsening of symptoms after exposure to 

recognized triggers such as pollens, dust, feathered or furry animals, 

exercise,  Viral infections, chemicals and environmental tobacco smoke, 

and worsening of symptoms after taking aspirin NSAIDS and β blockers.  

 
Laboratory studies: 

Spirometry should be under taken to document severity of airflow 

obstruction and to establish acute bronchodilator responsiveness for all 

patients in whom the diagnosis of asthma is being considered.  Usually 
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there will be a normal vital capacity with either impaired FEVI or 

impaired MMEF.   

The low FEVI in bronchial asthma is due to increased resistance 

because of broncho constriction and remodelled airway walls. 

Three readings should be taken and the best recorded graphically for 

easy inspection.  

 
Other laboratory investigation for bronchial asthma includes: 

 Complete and differential blood counts  

 X-ray  

 Sputum examination and stain for eosinophil is (sputum 

eosinophils are highly characteristic of asthma and 

neutrophils  predominate in bronchitis sputum. 

 Nasal secretions and stain for eosinophils (neutrophilic nasal 

discharge indicates sinusitis) 

 Sputum culture. 

 Sputum differential eosinophil count is one of the most 

objective test in patients with bronchial asthma 

 Complete pulmonary function studies including flow – 

volume loops which may reveal the presence of upper 

airway obstruction.  

 Determination of specific IgE antibodies to common inhalant 

allergens with skin tests or with in vitro tests is useful to find 

out the role of allergy in the asthma patients. 

 Incorporating a skin prick test using commonly inhaled 

allergens is a simple, safe, inexpensive, rapid, and most 

common way of assessing the contribution of atopy. 
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Other investigations that may be helpful: 

    - Rhinos copy 

   - Sinus x-ray 

   - Broncho provocation test 

   - Provocative challenge 

   - Occupational allergens 

   - Evaluation of pH for gasro-oesophagal reflux. 

 

DIFFERENTIAL DIAGNOSIS OF BRONCHIAL ASTHMA 

1. COPD 

2. Cardiac diseases 

3. Laryngeal tumors 

4. Tracheal tumors 

5. Bronchogenic carcinoma 

6. Bronchiectasis 

7. Foreign body 

8. Interstitial lung disease 

9. Pulmonary embolism 

10. Aspirations 

11. Vocal cord dysfunction 

12. Pulmonary infiltrations with Eosinophil  

13. Cough due to drugs ( β Blockers and ACE inhibitors) 

14. Hyperventilation.  
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DIAGNOSTIC WORK UP FOR BRONCHIAL ASTHMA 

Cough, wheezing and dyspnoea. 
 

 
Spirometry with bronchodilators (Reversibility testing) 

 
   
 

Positive    Negative 

 

                                
                                                               Skin testing 

 

              Positive   Negative 

     

       Exercise, methacholine   Consider other diagnosis. 

 

         Positive       Negative  
 

 

   Bronchial Asthma 

Difference between Cardiac Asthma and Bronchial Asthma 

NO FACTORS CARDIAC ASTHMA 
BRONCHIAL 

ASTHMA 

1 Past history 
Hypertension aortic or 

coronary disease 

Previous attacks of 

asthma or other 

allergic conditions in 

patients of other 

members of the 

family 
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2 Age 
Onset usually after 50 

yrs 
Any age 

3 
Precipitating 

factors 

May be precipitated by 

exertion or acute 

myocardial infarction or 

hypertension 

Trigger factors may 

by infected non 

specific irritants, 

external, allergies, 

exercise of emotional 

factors, 

4 
Symptoms:         

a.Cough 

Cough and dyspnoea, 

cough associated with 

watery expectoration 

which increases in 

intensity towards end of 

attacks. 

Starts with dyspnoea, 

expectoration of 

small sticky sputum, 

paroxysm of wheezes 

when cough becomes 

profuse 

 b. Wheezing Rare Usual 

 c. Sweating Prominent 
Rare, unless status 

asthmaticus 

5 Signs:   

 

a. Inspection 

i.Accessory 

muscles of 

respiration  

Not active Active 

 
ii. Shape of the 

chest 
Normal Emphysematous 

 b. Palpation 

Heart often enlarged 

having palpable apex 

beat 

Heart not enlarged, if 

long standing disease, 

right ventricular 

enlargement 
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 c. Auscultation 

S2 may be loud. Left 

ventricular gallop. 

Expiration not unduly 

prolonged, rales more 

than bronchitis, signs in 

early stage at base of 

the lungs, gradually 

ascending up with 

progress of the attack 

Normal A2 sound, 

right ventricular 

gallop is later feature 

of severe bronchial 

asthma.Expiration 

markedly prolonged 

rhonchi more than 

rales. Signs diffuse 

all over the lungs.  

 d. Pulse Full and bounding Feeble and rapid 

 e. B.P Usually elevated Normal or low 

 
f. Signs of 

underlying disease 

Hypertension or 

coronary disease  

No evident of cardio 

vascular disease 

 h. Urine 

Generally clear, then 

may be mild 

albuminuria. 

Clear 

6. 
Investigation: 

Eosinophil 
None Common 

 
Difference between Tropical Eosinophilia and Bronchial Asthma 

NO FACTORS 
TROPICAL 

EOSINOPHILIA 

BRONCHIAL 

ASTHMA 

1 Age Any age Usually starts before 

3 yrs of age 

2 Duration of 

symptom 
Short duration Long duration 

3 Cough and 

dyspnoea 

Dyspnoea more than 

cough, breathlessness 

particularly after cough 

Paroxysmal cough 

more than dyspnoea. 
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4 Fever Common Rare 

5 Loss of 

weight 

Fairly common Seldom 

6 Auscultatory 

signs 

Disproportion between 

cough and breathlessness 

Compatible with 

degree of cough and 

breathlessness 

7 Blood Leukocytosis, Eosinophilia Normal WBC count 

eosinophilia 8 to 15% 
 

 

Difference between Pulmonary Tuberculosis and Bronchial Asthma 

NO FACTORS 
PULMONARY 

TUBERCULOSIS 

BRONCHIAL 

ASTHMA 

1 Age Generally aged persons 
Usually starts before 

3 yrs of age 

2 History History of chronic cough 
History of previous 

attacks. 

3  
Duration of 

symptoms 
May last longer 

May last upto old 

age 

4 
Time of 

onset 
- Early onset 

5 
Mode of 

onset 

May be precipitated lay 

infection 

May be precipitated 

by allergy 

6 
 Loss of 

weight 
Common Seldom 

7 Symptoms:   

 i. Fever Various extent Rare 
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 ii. Cough 

Frequent, sharp, short, may be 

dry in the early stages, later it 

is persistent with copious, 

purulent, expectoration 

dyspnoea is later feature. 

Paroxysmal cough 

more than dyspnoea 

 iii. Wheezing  

localised wheezing due to 

bronchial narrowing by 

tuberculous lymph nodes 

wheezing present all 

over the field 

 iv. Sweating Especially during night 
rare, unless in 

asthmatics 

 
v. 

Haemoptysis 

Early stage blood stained 

sputum 
Nothing relevant 

8 Inspection 

Affected side of chest 

flattened with displaced, apex 

impulse to the side of lesion, 

clubbing of fingers, present 

No flattening of the 

chest, apical impulse 

in position. 

9. Palpation 

Movement of chest in 

affected side, vocal fremitus 

diminished, increased in 

consolidation, 

lymphadenopathy is noted. 

In longstanding 

cases, right 

ventricular 

enlargement. 

10 Percussion 
Dull note in the apex, others 

impaired 
Normal 

11 Auscultation 

Breath sounds bronchial early 

wheezing, late crackling rales, 

diminished vocal resonance in 

early and increased in later 

conditions 

Prolonged expiration 

wheezing rhonchi 

heard all over the 

field 
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 a. Pulse Increased or low Normal or low 

 b. B.P. Low Normal or low 

 

c. Signs of 

underlying 

disease 

- 

No evidence of 

cardio vascular 

disease 

 d. Sputum 
hard, thick, tenacious sputum, 

positive in culture. 
Sticky pellets. 

 e. Blood Lymphocytosis, raised ESR 
Eosinophils, ESR 

normal. 

 

DIAGNOSIS AND INVESTIGATION 

 An account of episode wheeze, breathlessness interpreted with 

period of normality is sufficient evidence to suspect asthma and further 

evidence comes from a history or marked variability, attacks in small 

hours of the night, provocation by strong exercise and allergens and 

paroxysmal cough, productive small amount of sticky sputum. 

 
CONFIRMATION OF THE DIAGNOSIS 

PHYSICAL SIGNS OF THE CHEST 

 During an attack the chest is held near the position of full 

inspiration and the percussion note may be hyper resonant.  Breath 

sounds when not obscured by numerous high pitched polyphonic in 

expiratory and inspiratory rhonchi is vascular in character with prolonged 

expiration.  In very severe asthma airflow may be insufficient to produce 

rhonchi; a silent chest in such a patient is an ominous sign.  These are 

usually no abnormal physical signs between attacks except in patients 

with chronic asthma who are seldom without expiratory rhonchi; severe 

asthma persisting from childhood may cause a ‘pigeon chest’ deformity.  
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RADIOLOGY EXAMINATION 

 In an acute attack of asthma, the lungs appear hyper inflated. 

Between episodes the chest x-ray is usually normal. In long standing 

cases, the appearance may be indistinguishable from hyper-inflation 

caused by emphysema and a lateral view may demonstrate a ‘pigeon 

chest’ deformity. Occasionally when a large bronchus is obstructed by 

tenacious mucus, there is opacity caused by lobar of segmental collapse. 

 A chest x-ray should be performed if possible in all patients with 

severe acute asthma to exclude pneumothorax a rare but potentially fatal 

complication of the pulmonary hyper-inflation produced by severe 

airflow obstruction in asthma.  The chest x-ray show mediastinal and 

subcutaneous emphysema in very severe disease. 

 
LUNG FUNCTION TESTS 

 The physiological function of the lung can be accurately by lung 

functional testing. The commonest reason for performing a lung function 

test is to reach a diagnostic.  

 
SPIROMETRY 

 There are many types of spirometry available and all record similar 

information. The traces are obtained by a deep inspiration followed by the 

fastest possible and maximal expiration. 

 The normal forced vital capacity (FVC) is fully exhaled in less than 

3 seconds more than three quarter is exhaled in the first second. In 

addition to measuring the vital capacity in litres, the volume expired in 

the first second or the first expiratory volume at 1 second (FEV1) can be 

measured and the ratio of FEV1 : FVC can be calculated. The results are 

compared with predicted values based an age height and ethnic group. 

FEV1/FVC ratio is normally greater than 70%. 
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 If diffuse airflow obstruction is present, the rate at which the air 

can be exhaled is diminished throughout expiration. The length of 

expiration is prolonged and FEV1 is much reduced. This is an obstructive 

pattern and is seen in as time, chronic bronchitis and emphysema. In 

patients with asthma this obstruction may be reversible by treatment with 

bronchodilators or even corticosteroids. 

 In a restrictive pattern, there is a reduced lung volume, perhaps as a 

result of pulmonary fibrosis or that wall deformity but there is no 

obstruction to airflow and FEV1 is normal. 

 
PEAK EXPIRATORY FLOW METER 

 It is a popular instrument for assessing airflow obstruction there is 

a cheap, simpler version called the mini peak flow meter which is suitable 

for use at home by individual patients. These machines measure the 

maximal rate of flow which is achieved during a forced expiration and 

most healthy people will achieve values of greater than 400 litres/min. 

Patients with lung fibrosis and restriction changes on the spirogram may 

also have normal expiratory flow rates. Patients with airflow obstruction 

will have reduced flow rates, with values below 200 litres/min being very 

significant and those below 100 litres/min extremely severe. 

 
FLOW VOLUME CURVES 

 The plotting of flow versus volume during both maximal 

expiratory and inspiratory manoeuvres is of major help in differentiating 

central airflow obstruction from diffuse airflow obstruction as seen in 

COPD and asthma. 
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LUNG VOLUMES 

 Measurement of total lung capacity and residual volume is best 

performed using a whole body plethysmograph, but can be measured by a 

helium dilution method. In general, restrictive defects lead to reduced 

values, and obstructive defects to increased values. 

 
MEASUREMENT OF DIFFUSING CAPACITY 

 The diffusing capacity (DLCO) is a measure of the lung’s ability to 

transfer gas from alveoli to blood. The test utilized uptake of carbon 

monoxide from a single breath of 0.3% mixture in air; this gas is chosen 

because it combines rapidly with hemoglobin and provides a true estimate 

of diffusion across the alveolar capillary membrane. The diffusing 

capacity is reduced in patients with disease principally affecting alveoli 

such as fibrosing alveolitis or emphysema. The transfer coefficient 

(KCO) is a measure of diffusing capacity expressed per volume of 

ventilated lung during the single breath test and is useful to confirm that a 

low DLCO is due to alveolar disease rather than misdistribution of 

ventilation. High values of DLCO may be seen in alveolar hemorrhage. 

 
ARTERIAL BLOOD GASES AND OXIMETRY 

 The measurement of hydrogen ion concentration. PaO2 and PaCO2, 

and derived bicarbonate of arterial blood are essential in assessing the 

degree and type of respiratory failure and for measuring overall acid-base 

status. Use of a pulse oximeter allows a non-invasive continuous method 

of assessing oxygen saturation in patients who require continuous 

monitoring in order to assess hypoxaemia and its response to therapy, 

including supplemental oxygen. 
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EXERCISE TESTS 

 Formal exercise testing with measurement of metabolic gas 

exchange and respiratory and cardiac response using cycle ergometry or 

treadmill exercise is useful in providing a detailed analysis of both 

pulmonary and cardiac function in the breathless patients. Exercise 

challenge with measurement of spirometry before and after can also be 

helpful in demonstrating exercise – induced asthma. Finally, the 6 minute 

walk test or ‘shuttle’ test can provide a simple but objective assessment of 

disability and response to treatment. 
 
SKIN HYPERSENSITIVITY TESTS 

  A prick is made in the skin with a fine needle through a drop of an 

aqueous extract of the substance to be tested. A positive reaction is 

indicated by the development of a wheal and flare, which begins to 

appear within few minutes.  Tests are usually performed with a group of 

common allergens known to cause bronchial asthma. It is seldom possible 

with these tests to identify one particular allergens as the causes of 

asthma are an individual patient and their chief value is to distinguish 

atopic from non-atopic subjects. 
 

SPUTUM EXAMINATION 

 Sputum eosinophilia is a useful indication of an asthmatic type of 

airway reaction.  Stained sections of sputum fixed in alcohol or formalin 

is probably a severe indication of asthma than a sputum eosinophil count.  

This is useful for the demonstration of Aspergillus fumigatus.  

Eosinophils are a prominent feature of the inflammatory exudates within 

the airway lumen lies a thick tenacious mucus which under the 

microscope is seen to contain strips of desquamated epithelial cells 

(Curschman’s spirals) eosinophils, isolated metaplastic epithelial cells 
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(Creola bodies) & crystalline materials consisting largely of major basic 

protein derived from eosinophilic granules. (Charcot - leydon crystals) 

COMPLICATIONS 

 Mortality is uncommon in asthma but a severe attack may result in 

respiratory failure and death. 

 This is more in ‘status asthmaticus’.  Other complications include 

frequent respiratory infection, pulmonary collapse due to obstruction by 

viscid secretions, pneumothorax, and emphysema and cough fracture 

(fracture of ribs due to violent coughing), children with asthma may show 

retardation of growth, especially if treated with corticosteriod on a long 

term basic. Long standing bronchial asthma, punctured with frequent 

expiratory infections may lead to emphysema and chronic carpulmonale. 

PROGNOSIS 

 The prognosis of the individual attack is good, except in severe 

acute asthma, when there is occasionally a fatal outcome, especially if 

treatment is inadequate of delayed.  Spontaneous remission is fairly 

common in episodic asthma, particularly in children, but rare in chronic 

asthma, which can lead to irreversible airflow obstruction. Seasonal 

fluctuation can occur in both types of asthma. Atomic subject with 

episodic asthma are usually worse in the summer, when they are more 

heavily exposed to antigens, while chronic asthmatics are usually worse 

in winter months, because of the increased frequency of viral infections. 

Avoidance of allergens 

  There are few instances, in which a single agent can be identified 

as the cause for attacks of asthma. These allergens include grass pollens, 

mites, animal dander drugs, industrial chemicals such as isocyanates and 

certain articles of diet. The cast majority of patients are hypersensitive to 

a wide range of allergens   and attempts to avoid all of them are 

impracticable. 
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MATERIALS AND METHODS 

 

Clinical Study 

The clinical study of Swasakasam was carried out during the year 

2006-2007 at the Post Graduate Department of Pothu Maruthuvam, 

Government Siddha Medical College, Palayamkottai. In this study, 

twenty patients of both sexes were selected in the Out-Patient 

Department, admitted in the In-Patient ward and were treated with the 

trial medicine and guided and clearly observed under the supervision of 

Professor, Reader, Lecturer and Assistant Lecturer in the Post Graduate 

Department of Pothu Maruthuvam. After discharge, all the twenty 

patients were followed as the Out-Patients in the Out-Patients 

Departments. The medicine was also subjected to trial with twenty Out-

Patients in the Out-Patients department after detailed investigation, under 

the guidance and observation of Professor, Reader, Lecturer and Assistant 

Lecturer.   

 
SELECTION OF THE PATIENTS:- 

 The patients were selected on the basis of the clinical findings of 

cough with expectoration, dyspnea, tightness of chest, wheezing, hardly 

expectoration of scanty, mucoid sputum, flatulence.   

Detailed history of the patient contains past, personal and family 

histories, socio-economic status, diet, habits, occupational history, 

exposure to chemical hazards, smoke, dust and cold.   

 
Diagnosis: 

  Siddha methods of diagnosis were employed with the following 

methods; Mukkutra nilaigal, En vagai Thervugal, Nilam, Kaalam, Udal 

kattugal, Poriyal arithal, Pulanal arithal and Vinathal.   
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INVESTIGATIONS: 

The following laboratory investigations were done in the college 

hospital for all the patients.  

1. Blood test (TC, DC, ESR, HB %) 

2. Urine Analysis (Albumin, Sugar, Deposits) 

3. Motion test (Ova, Cyst) 

4. Sputum for AFB  

5. X-ray chest (PA View) 

6. Mantoux test  

7. Peak Expiratory Flow Rate. 

                
To establish the efficacy of the trial medicine, biochemical analysis 

and pharmacological studies were conducted in the Department of 

Biochemical and Pharmacology separately in the Government Siddha 

Medical College, Palayamkottai and anti-bacterial activity was done at 

Malar Micro Diagnostic Centre, Palayamkottai.    

 
TREATMENT:  

The trial medicine used in the present clinical study is 

‘Mungiluppu Chooranam’ (4gm, twice daily with honey, after meals).  

All the patients were advised strictly to follow the Pathiyam (Dietary 

Regimen), Pranayamam and Yogic Exercise was also prescribed for the 

speedy recovery of “Swasa kasam”. 
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RESULTS AND OBSERVATION 
Results were observed with respect to the following criteria 

 

1. Sex Distribution 

2. Age Distribution  

3. Kaalam Distribution 

4. Dehi Distribution 

5. Gunam Distribution 

6. Religion Distribution 

7. Paruva Kaalam Distribution 

8. Sirupoludhu Distribution 

9. Thinai Distribution 

10. Occupation Distribution 

11. Socio - economic status 

12. Aetiological factors 

13. Mode of Onset 

14. Clinical features 

15. Duration of Illness 

16. Other System involvement 

17. Family history 

18. Diet factor 

19. Habits 

20. Gnanendhiriyam  (Imporigal) 

21. Kanmendhiriyam 

22. Kosam 

23. Mukkutram  a)Vadha   b)Pitha   c) Kaba 

24. Ezhu Udal Kattugal 

25. Envagai Thervugal 

26. Neerkuri 

27. Neikuri 

28. Laboratory Analysis 

29. Gradation of Results 

For this study 20 In-Patients and 20 Out-Patients were selected.  
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1. SEX DISTRIBUTION: 

Table 1 illustrates the distribution of Sex 

Table 1 

S. 

No 
Sex 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage 

1. Male 12 60% 17 85% 

2. Female 8 40% 3 15% 

 

Males are affected in 60% of the In - Patients and 85% of the Out-

Patients. Females are affected in 40% of the In- Patients and 15% of the 

Out- Patients. 

 The table showed that males were affected more than females. 

 

2. AGE DISTRIBUTION: 

Table 2 illustrates the distribution of Age 

Table 2 

S. 

No 
Age in years 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. 0-20 0 - 2 10 % 

2. 21-30 1 5% - - 

3. 31-40 1 5 % 2 10% 

4. 41-50 4 20 % 3 15 % 

5. 51-60 4 20 % 6 30 % 

6. 61 and above 10 50 % 7 35 % 

 

Among the In- Patients 50% of the patients were observed in the 

age group of 61 and above, 20 % of the patients were observed in the age 
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group of 51-60 years and 41 - 50, 5 % of the patients were observed in 

the age group of  31-40 years and 21 – 30 years. 

Among the Out - Patients, 35% of the patients were observed in the 

age group of 61 and above, 30% of the patients were observed in the age 

group of 51 – 60 years, 15% of the patients were observed in the age 

group of 41 - 50 years, 10 % of the patients were observed in the age 

group of 31-40 years and 0 – 20 years. 

The table showed predominance of distribution in the age group 61 

and above years among the In-Patients and Out - Patients. 

 

3. KAALAM DISTRIBUTION: 

Table 3 illustrates the distribution of Kaalam 

Table - 3 

S. 

No 
Kaalam 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. 

Vadha 

Kaalam   

(1-33 Years) 

1 5 % 3 15% 

2. 

Pitha 

Kaalam 

(34-66 

years) 

15 75 % 13 65% 

3. 

Kaba 

Kaalam 

(67-100 

years) 

4 20 % 4 20% 

 

Among the In - Patients 75% were affected in Pitha Kaalam, 20% 

were affected in Kaba Kaalam and 5 % in the Vadha Kaalam. 
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 Among the Out - Patients 65% were affected in Pitha Kaalam, 20% 

were affected in Kaba Kaalam and 15% were affected in Vadha Kaalam. 

 The table showed the increased incidence of the disease in the 

Pitha Kaalam i.e 34 - 66 years. 
 
4. DEHI DISTRIBUTION: 

Table 4 illustrates the distribution of Dehi, 

Table 4 

S. 

No 
Dehi 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Vadha Dehi - - - - 

2. Pitha Dehi - - - - 

3. Kaba Dehi - - - - 

4. 
Dhontha 

Dehi 
20 100% 20 100% 

 

From the table, it was observed that all the patients, i.e. 100% 

come under the Dhontha Dehi, among both the In-Patients and Out-

Patients. 

This showed the incidence of this disease only in the Dhontha 

Dehi. 
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5. GUNAM DISTRIBUTION: 

Table 5 illustrates the distribution of Gunam 

Table 5 

S. 

No 
Gunam 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. 
Sathuva 

Gunam 
- - - - 

2. Rajo Gunam 20 100% 20 100% 

3. 
Thamo 

Gunam 
- - - - 

  
100% of both In-Patients and Out-Patients fall under the type of 

Rajo Gunam. 

 This showed the incidence of this disease only in the Rajo Gunam 

persons. 
  

6. RELIGION DISTRIBUTION: 

Table 6 illustrates the distribution of Religion among the patients 

Table 6 

S. 

No 
Religion 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Hindus 19 95% 19 95% 

2. Muslims - - - - 

3. Christians 1 5% 1  5 % 

 

Among the In-Patients and Out – Patients 95% were Hindus, 5% 

were Christians. 
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7. PARUVAKAALAM DISTRIBUTION: 

Table 7 illustrates the distribution of the disease among the Paruva 

Kaalam 

Table 7 

S. 

No 

Paruva 

Kaalam 
In-Patients Out-Patients 

  No.of.Cases Percentage No.of.Cases Percentage

1. 
Kaar 

Kaalam 
4 20 % 10 50% 

2. 
Koothir 

Kaalam 
13 65 % - - 

3. 
Munpani 

Kaalam 
- - - - 

4. 
Pinpani 

Kaalam 
- - - - 

5. 
Elavenil 

Kaalam 
- - - - 

6. 
Muthuvenil 

Kaalam 
4 20 % 10 50 % 

Among the In-Patients, 65 % of the disease comes under the 

Koothir  Kaalam and 20% of the incidence comes under the Kaar and 

Muthuvenil Kaalam. 

Among the Out-Patients, 50 % of the incidence comes under the 

Kaar and Muthuvenil Kaalam.  

The table showed the prevalence of disease under Koothir Kaalam 

among the In-Patients and Kaar and Muthuvenil Kaalam among the Out – 

Patients. 
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8. SIRUPOLUDHU DISTRIBUTION: 

 Table 8 illustrates the distribution of the disease among the 

Sirupoludhu. 

Table 8 

S. 

No 

Sirupoludhu 

 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Vaigarai 18 90% 17 85% 

2. Pagal - - - - 

3. Nan Pagal - - - - 

4. Pirpagal - - - - 

5. Maalai 2 10% 3 15% 

6 Yamam - - - - 

 Among the In-Patients, 90% of the incidence occurs during 

Vaigarai Poludhu and 10% occurs during Maalai Poludhu. 

 Among the Out-Patients, 85% of the incidence occurs during 

Vaigarai Poludhu and 15% occurs during Maalai Poludhu. 

 The table showed the prevalence of disease during Vaigarai 

Poludhu in all patients. 
 

9. THINAI DISTRIBUTION: 

Table 9 illustrates the distribution of the disease among Thinai 

Table 9 

S. 

No 

Thinai 

 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Kurinji - - - - 

2. Mullai - - - - 

3. Marutham 19 95% 20 100% 

4. Neithal 1 5% - - 

5. Palai - - - - 
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 Among the In-Patients, 95% belonged to the Marutham and 5% 

belonged to the Neithal. 

          Among the Out-Patients, all the 100% belonged to the Marutham. 

The table indicated that Marutham was the   place of incidence of 

the disease. 

 

10. OCCUPATION: 

Table 10 illustrates the distribution of Occupation among the 

patients 

Table 10 

S. 

No 

Occupation 

 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Agri labour - - 3 15 % 

2. Mill Worker 2 10 % 4 20 % 

3. Cook 1 5 % - - 

4. Mason 1 5% - - 

5. 
Tea Shop 

labour 
- - 1 5 % 

6. Auto Driver 7 35 % 7 35 % 

7. Teacher - - 1 5% 

8. Student - - 2 10% 

9. House Wives 7 35% 2 10% 

10. 
Garment 

employee 
2 10 % - - 

 

 Among the In-Patients 35% were Drivers and Housewives, 10% 

were Rice Mill workers and Garment Employees and 5 % were Cooks 

and Mason. Among the Out-Patients 35% were Drivers, 20% were Rice 
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Mill workers, 10% were Students and House wives, 5% were teachers 

and teashop workers.  

 The table indicated increased incidence of the disease in drivers 
and rice mill workers. 
 
11. SOCIO - ECONOMIC STATUS: 

Table 11 illustrates the Socio - Economic Status of the patients  

Table 11 

S. 

No 

Socio - 

Economic 

Status  

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Rich - - - - 

2. 
Middle 

Class 
- - 5 25 % 

3. Poor 20 100% 15 75 % 

 

  Among In – Patients 100 % of the cases are economically poor. 

 Among the Out – Patients 65 % are economically poor and 25 % 

belong to the middle class. 
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12. AETIOLOGICAL FACTOR (ALLERGEN): 

 Table 12 illustrates the Aetiological Factor for the disease 

Table 12 

S. 

No 
Aetiology  

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Dust 5 25% 7 35% 

2. Smoke 2 10% 2 10% 

3. 
Husks of 

grains 
- - 5 25% 

4. 
Dust and cold 

exposure 
6 30% - - 

5. 

Husks of 

grains and 

cold exposure 

5 25% - - 

6. Others 2 10% 6 30% 

 

Among the In-Patients, 30% of the patients had dust and cold 

exposure collectively as their aetiological factor, 25% each had dust and 

husks of grains and cold exposure collectively  as their aetiological 

factors, 10% of the patients had smoke as their aetiological factor. 

Another 10% of the patients had other factors such as cotton fibre and 

exposure to sulphur and lead as their aetiological factors. 

Among the Out-Patients, 35% of the patients have dust as their 

aetiological factor, 25% had husks of grains as their aetiological factor, 

and 10% had smoke as their aetiological factor. Another 30% had other 

factors such as cotton fibre, soap as their aetiological factors. 

The above table should that, dust and cold exposure, dust were the 

main aetiological factors among these patients. 
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13. MODE OF ONSET: 

Table 13 illustrates the Mode of Onset of the disease 

Table 13 

S. 

No 

Mode of 

onset  

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Sudden - - - - 

2. Gradual 20 100% 20 100% 

 

The table showed that the mode of onset was gradual in all the 
100% of both In-Patients and Out- Patients.  
 
14. CLINICAL FEATURES: 

Table 14 illustrates the distribution of Clinical Features. 

Table 14 

S. 

No 

Clinical 

Features 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Running Nose 4 20% 8 40% 

2. Sneeze 6 30% 8 40% 

3. 
Tightness of 

Chest 
20 100% 20 100% 

4. Wheeze 20 100% 20 100% 

5. 
Cough with 

Expectoration 
20 100% 20 100% 

6. Fever 8 40% 6 30% 

7. others     

 (i) Tachycardia 20 100% 20 100% 

 (ii) Urticaria 2 10% 2 10% 

 (iii) Clubbing 8 40 % 6 30 % 

 (iv) Cyanosis - - - - 
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 Among the In-Patients and Out-Patients, there was 100% incidence 

of clinical features of tightness of chest, wheeze, cough with scanty 

expectoration and tachycardia. 

Among the In-Patients, there was 40% incidence of fever and 

Clubbing. 30 % incidence of Sneeze, 20 % incidence of running nose and 

10 % incidence of Urticaria. 

Among the Out-Patients, there was 40% incidence of Sneeze and 

Running nose, 30 % incidence of Fever and Clubbing and 10 % incidence 

of Urticaria. 

 

15. DURATION OF ILLNESS: 

 Table 15 illustrates the distribution of Duration of Illness  

Table 15 

S. 

No 

Duration of 

Illness 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. 
Below 3 

months 
2 10% 2 10% 

2. 3 - 6 months 2 10% - - 

3. 
6 months –  

1 year 
5 25% 6 30% 

4. 1 - 2 years 5 25% 3 15 % 

5. 2 - 3 years 2 10% 1 5% 

6. 
Above 3 

years  
4 20 % 8 40 % 

 

 Among the In-Patients, there was 25 % incidence for the duration 

of 6 months – 1 year and 1 – 2 years, 20% incidence of duration above             

3 years and 10 % incidence of duration below 3 months, 3 - 6 months and 

2 – 3 years.  
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Among the Out-Patients, 40% incidence showed the duration of 

above 3 years and 30% incidence showed the duration of 6 months -1 

year, 15% incidence showed the duration of 1 - 2 years and 10 % 

incidence showed the duration of below 3 months and 5 % incidence 

showed the duration of 2 -3 years. 

The table indicated highest incidence of duration of illness among 

both In-Patients and Out-Patients was above 3 years. 

 
16. OTHER SYSTEM INVOLVEMENT: 

Table 16 illustrates the distribution of Complications involving 

Other Systems. 

Table 16 

S. 

No 
System 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. 
Cardio Vascular 

System 
1 5 % - - 

2. 
Gastro Intestinal 

System 
8 40 % 7 35 % 

3. 
Musculo 

Skeletal System 
1 5 % - - 

4. 
Central Nervous 

System 
- - - - 

Among the In – Patients 40 % of the patients had Gastro-intestinal 

disturbance and 5 % of the patients had Cardiovascular system 

disturbance and 5 % of patients with Musculo Skeletal disturbance. 

Among the Out – Patiens 35 % of the patients had Gastro-intestinal 

disturbance. 

 The table showed the presence of Gastro-intestinal disturbance 

both in In – patients and Out – patients. 
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17. FAMILY HISTORY: 

Table17 illustrates the distribution of Family History  

Table 17 

S. 

No 

Family 

History 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Positive 5 25% 5 25% 

2. Negative 15 75% 15 75% 

 

 Among the In-Patients and Out – Patients 75% of the patients had 

negative family history and 25% of the patients had positive family 

history. 

 The table showed that most of the patients had a negative family 

history. 

 

18. DIET: 

Table 18 illustrates the distribution of diet among the patients 

Table 18 

S. 

No 
Diet 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Vegetarian 1 5% - - 

2. Mixed diet 19 95% 20 100% 

  

Among the In-Patients, 95% of the patients had mixed diet and 5% 

had vegetarian diet. 

 Among the Out-Patients 100% of the patients had mixed diet. 

 The table showed the highest incidence of the disease for the 

patients with mixed diet. 
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19. HABITS: 

Table 19 illustrates the distribution of habits  

Table 19 

S. 

No 
Habits 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Smoker 12 60% 14 70% 

2. 
Tobacco 

Chewer 
8 40% 13 65% 

3. 
Betel nut 

chewer 
8 40% 4 20% 

4. Alcoholic 12 60% 12 60% 

 

 Among the In-Patients 60% of the patients were smokers and 

alcoholics, 40% of the patients were tobacco chewers and betel nut 

chewers.   

 Among the Out-Patients 70% of the patients were smokers, 65 % 

of patients were tobacco chewers, 60 % of the patients were alcoholics 

and 20 % of the patients were betel nut chewers.  

 The table showed the highest incidence of the disease in the 

smokers. 
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20. IMPORIGAL (GNANENDHIRIYAM): 

 Table 20 illustrates the distribution of disease with Imporigal. 

Table 20 

 

S. 

No 

Imporigal 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Mei 2 10% - - 

2. Vai - - - - 

3. Kann 12 60% 10 50% 

4. Mookku 10 50% 10 50% 

5. Sevi 1 5 % - - 

  

Among the In – Patients, Kann was affected in 60% of the patients, 

Mookku was affected in 50% of the patients, Mei was affected in 10% of 

the patients and Sevi was affected in 5 % of the patients. 

Among the Out - Patients, Kann and Mookku was affected in 50% 

of the Patients.  

The table showed that Kann and Mookku was affected in most of 

the patients. 
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21. KANMENDHIRIYAM: 

 Table 21 illustrates the distribution of disease with 

Kanmendhiriyam. 

Table 21 

 S. 

No 
Kanmendhiriyam 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Kai - - - - 

2. Kaal 12 60% 10 50% 

3. Vai - - - - 

4. Eruvai 10 50% 10 50% 

5. Karuvai - - - - 

 

 Among the In-Patients, Kaal was affected in 60% of the patients 

and Eruvai was affected in 50% of the patients. 

 Among the Out- Patients, Kaal and Eruvai was affected in 50% of 

the patients. 

 The table showed that Eruvai and Kaal were affected in most of the 
cases. 
 
22. KOSAM: 

Table 22 illustrates the distribution of Kosam. 

Table 22 

S. 

No 
Kosam 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Annamayakosam 8 40 % 7 35% 

2. Pranamayakosam 20 100% 20 100% 

3. Manomayakosam - - - - 

4. Gnanamayakosam - - - - 

5. Anandhamayakosam - - - - 
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 In all the In-Patients and Out- Patients Pranamayakosam was 

affected.Annamayakosam was affected in 40% of the In-Patients as well 

as 35% of the Out-Patients. 

 

23. MUKKUTRAM    a.VADHA     b.PITHA    c.KABA 

23.a. VADHA 

Table 23.a illustrates the distribution of Vadha in the disease. 

Table 23 .a 

S. 

No 
Types of Vadha 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Pranan 20 100% 20 100% 

2. Abanan 5 25% 10 50% 

3. Viyanan 12 60% 10 50% 

4. Udhanan 10 50% 10 50% 

5. Samanan 8 40% 7 35% 

6. Nagan - - - - 

7. Koorman 10 50% 10 50% 

8. Kirugaran 20 100% 20 100% 

9. Devathathan 6 30% 5 25% 

10. Dhananjeyan - - - - 

 

 Pranan and Kirugaran were affected in all the 100% of In - Patients 

and Out - Patients. Udanan and Koorman were affected in 50 % of the In-

Patients and Out- Patients; Abanan was affected in 25 % of the In-

Patients and 50 % of the Out- Patients. Viyanan was affected in 60% of 

the In-Patients and 50 % of the Out-Patients. Devathathan was affected in 

30% of the In-Patients and 25 % of the Out-Patients. Samanan was 

affected in 40 % of the In – Patients and 35 % of the Out – Patients. 
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The table showed that the Pranan and Kirugaran were affected 

completely in this disease. 

 

23. b. PITHA 

 Table 23.b illustrates the distribution of Pitha in the disease. 

Table 23.b 

S. 

No 
Types of Pitha 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage 

1. Analpitha 8 40% 7 35% 

2. Ranjagapitha 5 25 % 5 25 % 

3. Sadhagapitha 5 25% 4 20% 

4. Aalosagapitha 12 60% 10 50% 

5. Prasagapitha 2 10% - - 

 

 Analpitha was affected in all the 40 % of Out- Patients and 

35 % of In – Patients.  Ranjagapitha was affected in 25 % of In – patients 

and Out – Patients. Sadhagapitha was affected in 25 % of the In – 

Patients and 20 % of the Out- patients. Aalosagapitha was affected in 60 

% of In – patients and 50 % of the Out – patients. Prasagapitha was 

affected in 10 % of the In – patients. 

 The table showed that the Aalosagapitha was affected in all the 

patients in this disease. 
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23. c. KABA 

 Table 23.C illustrates the distribution of Kaba in the disease. 

Table 23.c 

S. 

No 
Types of Kaba 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Avalambagam 20 100% 20 100% 

2. Kilethagam 8 40 % 7 35 % 

3. Pothagam - - - - 

4. Tharpagam 2 10 % 2 10 % 

5. Sandhigam 12 60 % 10 50 % 

 

 Avalambagam was affected in all the 100% of In-Patients and Out-

Patients. Kilethagam was affected in 40 % of the In-Patients and 35% of 

the Out-Patients. Tharpagam was affected in 10 % of the In – patients and 

out – patients. Sandhigam was affected in 60 % of the In – Patients and 

50 % of the Out – Patients. 

The table showed that the Avalambagam was affected in all the 

patients in this disease. 

 



 98

24. EZHU UDAL KATTUGAL: 

 Table 24 illustrates the distribution of derangement of Udal 

Kattugal in the disease. 

Table 24 

S. 

No 

Ezhu Udal 

Kattugal 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Saaram 20 100 % 20 100% 

2. Senneer 5 25 % 5 25 % 

3. Oon 8 40 % 5 25 % 

4. Enbu 12 60 % 10 50% 

5. Kozhuppu 12 60% 10 50% 

6. Moolai - - - - 

7. 
Sukkilam / 

Suronitham 
- - - - 

 

 Saaram was affected in all the 100% of the In-Patients and Out – 

Patients. Among the In -Patients, Senneer was affected in 25% of the 

patients, Oon were affected in 40% of the patients.  Enbu and Kozhuppu 

was affected in 60 % of patients.  

 Among the Out – Patients, Oon was affected in 25 % of patients, 

Enbu and Kozhuppu was affected in 50 % of the patients. 

The table showed that Saaram was affected in most of the patients 

in this disease. 
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25. EN VAGAI THERVUGAL: 

 Table 25 illustrates the distribution of En Vagai Thervugal in the 

disease. 

Table 25 

S. 

No 

En Vagai 

Thervugal 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Naa 9 45% 8 40% 

2. Niram - - - - 

3. Mozhi - - - - 

4. Vizhi 8 40% 6 30% 

5. Malam 10 50% 10 50% 

6. Moothiram 5 25 % 2 10 % 

7. Sparisam 2 10 % - - 

8. Naadi     

 
a.Vadha 

Kaba 
17 85% 19 95% 

 
b.Pitha 

Kaba 
2 10% - - 

 
c.Kaba 

Vadha 
1 5% 1 5% 

 

 Naa was affected in 45 % of the In-Patients and 40 % of the Out-

Patients. Vizhi was affected 40% of the In-Patients and 30% of the Out-

patients. Malam was affected 50 % of both In-Patients and Out-Patients. 

Moothiram was affected in 25 % of In-patients and 10 % of the Out – 

Patients. Sparisam was affected in 10 % of the In – Patients. In Naadi, 

85% of In-Patients and 95% of Out-Patients had Vadha Kaba Naadi, 10% 

of the In-Patients had Pitha Kaba Naadi. 5% of In-Patients as well as Out-

Patients had Kaba Vadha Naadi. 
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 The table showed that Naa and Vizhi were affected in most of the 

patients. In Naadi, Vadha Kaba Naadi showed higher frequency than the 

others. 

26. NEER KURI: 

Table 26 illustrates the distribution of Neer Kuri in the disease. 

Table 26 

 S. 

No 
Neerkuri 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Niram 10 50% 12 60% 

2. Edai - - - - 

3. Manam - - - - 

4. Nurai - - - - 

5. Enjal - - - - 

 Niram was affected in 50% of the In-Patients and 60% of the Out-

Patients. Edai, Manam, Nurai, Enjal were not affected. 

 

27. NEIKURI: 

Table 27 illustrates the distribution of Neikuri in the disease. 

Table 27 

S. 

No 
Neikuri 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Vadha Neer 6 30% 4 20% 

2. Pitha Neer 3 15% 1 5% 

3. Kaba Neer 3 15% 2 10% 

4. Vadha Pitha Neer 4 20% 1 5% 

5. Vadha Kaba Neer  3 15% 1 5% 

6. Pitha Vadha Neer 1 5% 1 5% 
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In Neikuri, 30% of In-Patients and 20% of Out-Patients showed 

Vadha Neer, 15% of In-Patients and 5% of Out-Patients showed Pitha 

Neer. 15% of In-Patients and 10% of Out - Patients showed Kaba Neer. 

20% of In-Patients and 5% of Out-Patients had Vadha Pitha Neer. 15% of 

In-Patients and 55% of Out - Patients had Vadha Kaba Neer. 5% of each 

In-Patients and Out-Patients showed Pitha Vadha Neer. 

The table showed that Vadha Neer was found in most of the cases. 

 

28. LABORATORY INVESTIGATIONS: 

Table 28 – A, 28 – B, 28 – C and 28 – D illustarte the laboratory 

investigations.  

 Sputum for AFB and Mantoux test were found to be negative in all 

the 100% of In-Patients and Out-Patients. 

  

29. GRADATION OF RESULTS: 

Table 29 illustrates the Gradation of Results  

Table 29 

S. 

No 
Result 

In-Patients Out-Patients 

No.of.Cases Percentage No.of.Cases Percentage

1. Good 10 50% 9 45% 

2. Fair 8 40% 9 45% 

3. Poor 2 10% 2 10% 

  

Goods results were found in 50% of the In-Patients and in 45% of 

the Out-Patients. Fair results were found in 40% of the In-Patients 

and in 45% of the Out - Patients. Poor results were found in 10% of  

the In-Patients and 15% of the Out - Patients. 
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DISCUSSION 

 

Millions of people are affected all over the world by the disease 

Swasakasam, which is similar to Bronchial Asthma, occurring due to 

pollution of environment and changes in life style. 

 Efficacy of Siddha system in curing the respiratory disease 

prompted the author to carry out clinical and scientific study in this 

subject. 

 For the clinical study 20 selected patients were admitted as In-

Patients in Post Graduate Department of Maruthuvam and were treated 

with the trial medicine. After discharge all the twenty patients were 

followed as the Out-Patients. 

 The medicine was also trialed with 20 Out-Patients in the Out-

Patients Department. 

 The results were clearly observed and recorded under the super 

vision of Professor, reader, Lecturer and Assistant Lecturer. The observed 

results were discussed here. 

 
1. SEX DISTRIBUTION: 

Males are affected in 60% of the In - Patients and 85% of the Out-

Patients. Females are affected in 40% of the In- Patients and 15% of the 

Out- Patients. 

 This indicated that males were affected more than females. 

 

2. AGE DISTRIBUTION: 

Among the In- Patients 50% of the patients were observed in the 

age group of 61 and above, 20 % of the patients were observed in the age 

group of 51-60 years and 41 - 50, 5 % of the patients were observed in 

the age group of  31-40 years and 21 – 30 years. 
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Among the Out - Patients, 35% of the patients were observed in the 

age group of 61 and above, 30% of the patients were observed in the age 

group of 51 – 60 years, 15% of the patients were observed in the age 

group of 41 - 50 years, 10 % of the patients were observed in the age 

group of 31-40 years and 0 – 20 years. 

It showed predominance of distribution in the age group 61 and 

above years among the In-Patients and Out - Patients. 

 It is indicated that the increased incidence of disease during old age 

was due to decreasing lung capacity, lung function and immunity. 
 

3. KAALAM DISTRIBUTION: 

Among the In - Patients 75% were affected in Pitha Kaalam, 20% 

were affected in Kaba Kaalam and 5 % in the Vadha Kaalam. 

 Among the Out - Patients 65% were affected in Pitha Kaalam, 20% 

were affected in Kaba Kaalam, and 15% were affected in Vadha Kaalam. 

 It showed the increased incidence of the disease in the Pitha 

Kaalam i.e 34 - 66 years. 
 

4. DEHI DISTRIBUTION: 

From the table, it was observed that all the patients, i.e. 100% 

come under the Dhontha Dehi, among both the In-Patients and Out-

Patients. 

This showed the incidence of this disease only in the Dhontha 

Dehi. 
 

5. GUNAM DISTRIBUTION: 

 100% of both In-Patients and Out-Patients fall under the type of 

Rajo Gunam. 

 This showed the incidence of this disease only in the Rajo Gunam 

persons. 
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6. RELIGION DISTRIBUTION: 

Among the In-Patients and Out – Patients 95% were Hindus, 5% 

were Christians. 

 

7. PARUVAKAALAM DISTRIBUTION: 

Among the In-Patients, 65 % of the disease comes under the 

Koothir Kaalam and 20% of the incidence comes under the Kaar and 

Muthuvenil Kaalam. 

Among the Out-Patients, 50 % of the incidence comes under the 

Kaar and Muthuvenil Kaalam.  

It showed the prevalence of disease under Koothir Kaalam among 

the In-Patients and Kaar and Muthuvenil Kaalam among the Out – 

Patients. 

 

8. SIRUPOLUDHU DISTRIBUTION: 

 Among the In-Patients, 90% of the incidence occurs during 

Vaigarai Poludhu and 10% occurs during Maalai Poludhu. 

 Among the Out-Patients, 85% of the incidence occurs during 

Vaigarai Poludhu and 15% occurs during Maalai Poludhu. 

 It showed the prevalence of disease during Vaigarai Poludhu( Early 

morning ) in all patients. 

 

9. THINAI DISTRIBUTION: 

 Among the In-Patients, 95% belonged to the Marutham and 5% 

belonged to the Neithal. 

 Among the Out-Patients, all the 100% belonged to the Marutham.  

It showed that Marutham was the   place of incidence of the 

disease. 
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10. OCCUPATION: 

 Among the In-Patients 35% were Drivers and Housewives, 10% 

were Rice Mill workers and Garment Employees and 5 % were Cooks 

and Mason. Among the Out-Patients 35% each were Drivers, 20% were 

Rice Mill workders, 10% were Students, 5% were teachers and teashop 

workers.  

 This observation indicated increased incidence of the disease in 

drivers and rice mill workers. 

 
11. SOCIO - ECONOMIC STATUS: 

  Among In – Patients 100 % of the cases are economically poor. 

 Among the Out – Patients 65 % are economically poor and 25 % 

belong to the middle class.  

 
12. AETIOLOGICAL FACTOR (ALLERGEN): 

 Among the In-Patients, 30% of the patients had dust and cold 

exposure collectively as their aetiological factor, 25% each had dust and 

husks of grains and cold exposure collectively  as their aetiological 

factors, 10% of the patients had smoke as their aetiological factor. 

Another 10% of the patients had other factors such as cotton fibre and 

exposure to sulphur and lead as their aetiological factors. 

Among the Out-Patients, 35% of the patients have dust as their 

aetiological factor, 25% had husks of grains as their aetiological factor, 

and 10% had smoke as their aetiological factor. Another 30% had other 

factors such as cotton fibre, soap as their aetiological factors. 

The above data illustrated that, dust and cold exposure, dust were 

the main aetiological factors among these patients. 

 According to literature, the aetiological factors are excessive 
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inhalation of smoke, cold climate, noisy wind, husk of grains. Thus above 

data coincided with the literature.  

 

13. MODE OF ONSET:  

The observation illustrated that the mode of onset was gradual in 

all the 100% of both In-Patients and Out- Patients.  

 

14. CLINICAL FEATURES: 

 Among the In-Patients and Out-Patients, there was 100% incidence 

of clinical features of tightness of chest, wheeze, cough with scanty 

expectoration and tachycardia. 

Among the In-Patients, there was 40% incidence of fever and 

Clubbing. 30 % incidence of Sneeze, 20 % incidence of running nose and 

10 % incidence of Urticaria. 

Among the Out-Patients, there was 40% incidence of Sneeze and 

Running nose, 30 % incidence of Fever and Clubbing and 10 % incidence 

of Urticaria. 

 

15. DURATION OF ILLNESS: 

  Among the In-Patients, there was 25 % incidence for the 

duration of 6 months – 1 year and 1 – 2 years, 20% incidence of duration 

above 3 years and 10 % incidence of duration below 3 months, 3 - 6 

months and 2 – 3 years.  

Among the Out-Patients, 40% incidence showed the duration of 

above 3 years and 30% incidence showed the duration of 6 months -1 

year, 15% incidence showed the duration of 1 - 2 years and 10 % 

incidence showed the duration of below 3 months and 5 % incidence 

showed the duration of 2 -3 years. 
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The data indicated highest incidence of duration of illness among 

both In-Patients and Out-Patients was above 3 years.  

 

16. OTHER SYSTEM INVOLVEMENT: 

Among the In – Patients 40 % of the patients with Gastro-intestinal 

disturbance and 5 % of the patients with Cardiovascular system 

disturbance and 5 % of patients with Musculo Skeletal disturbance. 

Among the Out – Patiens 35 % of the patients with Gastro-

intestinal disturbance. 

 The data showed the presence of Gastro-intestinal disturbance both 

in In – patients and Out – patients. 

  

17. FAMILY HISTORY: 

 Among the In-Patients and Out – Patients 75% of the patients had 

negative family history and 25% of the patients had positive family 

history. 

 This showed that most of the patients had a negative family 

history. 

 

18. DIET: 

 Among the In-Patients, 95% of the patients had mixed diet and 5% 

had vegetarian diet. 

 Among the Out-Patients 100% of the patients had mixed diet. 

 The data showed the highest incidence of the disease for the 

patients with mixed diet. 

 According to Yugivaidhya Chinthamani dietary factors are 

improperly cooked food and non vegetarian diet. Here the observation 

coincides with yugi’s concept.  
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19. HABITS: 

 Among the In-Patients 60% of the patients were smokers and 

alcoholics, 40% of the patients were tobacco chewers and betel nut 

chewers.   

 Among the Out-Patients 70% of the patients were smokers, 65 % 

of patients were tobacco chewers, 60 % of the patients were alcoholics 

and 20 % of the patients were betel nut chewers.  

 This showed the highest incidence of the disease in the smokers. 

 

20. IMPORIGAL (GNANENDHIRIYAM): 

Among the In – Patients, Kann was affected in 60% of the patients, 

Mookku was affected in 50% of the patients, Mei was affected in 10% of 

the patients and Sevi was affected in 5 % of the patients. 

Among the Out - Patients, Kann and Mookku was affected in 50% 

of the Patients.  

This showed that Kann and Mookku were affected in most of the 

patients. 

 

21. KANMENDHIRIYAM: 

 Among the In-Patients, Kaal was affected in 60% of the patients 

and Eruvai was affected in 50% of the patients. 

 Among the Out- Patients, Kaal and Eruvai was affected in 50% of 

the patients. 

 This showed that Eruvai and Kaal were affected in most of the 

cases  
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22. KOSAM: 

 In all the In-Patients and Out- Patients Pranamayakosam was 

affected. Annamayakosam was affected in 40% of the In-Patients as well 

as 35% of the Out-Patients. 

 Pranamayakosam is made up of Pranan and Kanmendhiriyam. 

Since, Pranan and Eruvai of the Kanmendhiriyam were affected; 

Pranamayakosam was affected in this disease. 

 Manomayakosam is made up of Manam and Gnanendhiriyam.  

Gnanamayakosam is made up of Buddhi and Gnanendhiriyam.

 Anandhamayakosam is made up of Pranan and Suluthi. Since, 

Pranan was affected; Anandhamayakosam was affected in this disease. 

 

23. MUKKUTRAM a. VADHA    b.PITHA    c.KABA 

23. a.VADHA : 

 Pranan and Kirugaran were affected in all the 100% of In - Patients 

and Out - Patients. Udanan and Koorman were affected in 50 % of the In-

Patients and Out- Patients; Abanan was affected in 25 % of the In-

Patients and 50 % of the Out- Patients. Viyanan was affected in 60% of 

the In-Patients and 50 % of the Out-Patients. Devathathan was affected in 

30% of the In-Patients and 25 % of the Out-Patients. Samanan was 

affected in 40 % of the In – Patients and 35 % of the Out – Patients. 

 Pranan is responsible for respiration. In Swasakasam, this vayu was 

affected leading to difficulty in breathing, cough and sneeze is also 

caused by Pranan. 

Viyanan’s main function is distribution of Saaram in the body. 

Since, Saaram of Ezhu Udal Kattugal was affected; this vayu was 

affected in this disease. 
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Udhanan is responsible for speech, strength of the mind and the 

body. Since, there was low pitched voice, decrease in strength of body 

and mind, this vayu was affected in this disease. 

Samanan is responsible for controling other vayus and digestion. 

Since, Samanan cannot control other vayus; it was affected in this 

disease. 

Kirugaran is responsible for appetite, sneeze, cough and running 

nose. It was affected in this disease. 

Koorman is responsible for vision. This was due to aging.  

Devathathan is responsibe for tiredness after sleep and emotion. 

This was due to severity of the asthmatic episode. 

 
23. b. PITHA: 

Analpitha was affected in all the 40 % of Out- Patients and 35 % of 

In – Patients.  Ranjagapitha was affected in 25 % of In – patients and Out 

– Patients. Sadhagapitha was affected in 25 % of the In – Patients and 20 

% of the Out- patients. Aalosagapitha was affected in 60 % of In – 

patients and 50 % of the Out – patients. Prasagapitha was affected in 10 

% of the In – patients. 

Sadhaga Pitha influences the normal day to day activities with the 

help of mind and brain. Since dyspnoea and restlessness is present, this 

Pitha was affected in this disease.  

 Anal Pitha is responsible for appetite. Since, there was loss of 

appetite; this Pitha was affected in this disease.  

 

Aalosaga Pitha is responsible for clear vision. Since, there was 

diminished vision, this was affected. It was due to their aging. 
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23. c. KABA: 

 Avalambagam was affected in all the 100% of In-Patients and Out-

Patients. Kilethagam was affected in 40 % of the In-Patients and 35% of 

the Out-Patients. Tharpagam was affected in 10 % of the In – patients and 

out – patients. Sandhigam was affected in 60 % of the In – Patients and 

50 % of the Out – Patients. 

 Avalambagam is residing in lungs and helps other four types of 

Kaba to function. It was deranged due to the presence of tightness of 

chest, cough, wheezing and dyspnoea. 

 Sandhigam resides in the joints and helps for movement. Since, 

there was joint pain, it was affected. It was due to their aging. 

 

24. EZHU UDAL KATTUGAL: 

 Saaram was affected in all the 100% of the In-Patients and Out – 

Patients. Among the In -Patients, Senneer was affected in 25% of the 

patients, Oon were affected in 40% of the patients.  Enbu and Kozhuppu 

were affected in 60 % of patients.  

 Among the Out – Patients, Oon was affected in 25 % of patients, 

Enbu and Kozhuppu was affected in 50 % of the patients. 

 Saaram strengthens the body and mind. Since, there is loss of 

appetite causing body tiredness. 

 Enbu and Kozhuppu are responsible for the movements of the body 

and gives lubrication to the joint cavities. Since, there was joint pain; 

these two were affected due to aging. 
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25. EN VAGAI THERVUGAL: 

 Naa was affected in 45 % of the In-Patients and 40 % of the Out-

Patients. Vizhi was affected 40% of the In-Patients and 30% of the Out-

patients. Malam was affected 50 % of both In-Patients and Out-Patients. 

Moothiram was affected in 25 % of In-patients and 10 % of the Out – 

Patients. Sparisam was affected in 10 % of the In – Patients. In Naadi, 

85% of In-Patients and 95% of Out-Patients had Vadha Kaba Naadi, 10% 

of the In-Patients had Pitha Kaba Naadi. 5% of In-Patients as well as Out-

Patients had Kaba Vadha Naadi. 

 This showed that Naa and Vizhi were affected in most of the 

patients. In Naadi, Vadha Kaba Naadi showed higher frequency than the 

others. 

 

26. NEERKURI: 

 Niram was affected in 50% of the In-Patients and 60% of the Out-

Patients due to the vitiated Kaba. Edai, Manam, Nurai and Enjal were not 

affected. 

 

27. NEI KURI: 

 In Neikuri, 30% of the In-Patients and 20% of the Out-Patients had 

Vadha Neer, 15% of the In-Patients and 5% of the Out-Patients had Pitha 

Neer. 15% of the In-Patients and 10% of the Out-Patients showed Kaba 

Neer. 20% of In-Patients and 5% of Out-Patients showed Vadha Pitha 

Neer. 15% of the In-Patients and 5% of the Out-Patients had Vadha Kaba 

Neer. 5% of each In-Patients and Out-Patients had Pitha Vadha Neer. 

 This showed the Vadha Neer was found in most of the cases. 
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28. LABORATORY INVESTIGATIONS: 

 Routine investigations of blood and urine were done during the 

admission and at the end of the treatment for every case. 

 Blood sugar, urea and serum cholesterol were found to be in 

normal range before and after treatment. 

 X-Ray Chest PA view showed normal for 85% of the cases and 

15% of the cases showed bronchitis in In-Patients. 

 In the Out-Patients, X -Ray Chest PA view showed 100% normal. 

 The Peak Flow Meter Reading showed diurinal variation. The Peak 

Flow Meter Reading ranged from 60L/min. to 150 L/min. before 

treatment among the In-Patients. After treatment it ranged from 

150L/min. to 350L/min. 

 Among the Out-Patients, the Peak Flow Meter Reading ranged 

from 60L/min. to 250L/min. before treatment, and after treatment, it 

ranged from 160L/min. to 340L/min. 

Pulmonary Function Tests are done for one patient each from In-

Patients and Out-Patients. The results showed clinically co-related 

Obstructive Lung Disease.  

 Urine examination showed nil albumin and sugar, but 10% In-

Patients showed pus cells and epithelial cells in their urine.  

Urine examination in Out-Patients showed 15% of the patients had 

epithelial cells, and after treatment it was NAD, with appropriate 

medicine. 

 Blood investigation of In-patients showed total count of WBC 

within the normal range. Eosinophils count was increased and ranged 

from 2% to 22% cells before treatment, and after treatment it ranged 1% 

to 10%.  ESR was raised and Hb content was normal before treatment. 

ESR was reduced after treatment. 

 Blood investigation of Out-Patients showed TC with in the normal 
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range. Eosinophils count was raised and should the range of 2% to 12% 

cells before treatment, and after treatment it ranged 1% to 6%. Hb content 

was in normal range. 

 Motion test revealed that 100% of both In-Patients and Out-

Patients had nil result before treatment as well as after treatment. 

 Sputum examination was found to be negative for all the 100% of 

both the In-Patients and Out-Patients. 

 Mantoux test was found to be negative for all the 100% of both the            

In-Patients and Out-Patients. 

 

MODERN MEDICINE COMPARISON: 

 According to Modern Medicine, the aetiological factors for the 

disease are exposure to dust, smoke, pollens, grains, chemicals, and cold 

exposure, stress and food habits. 

 In our literature, Yugi said more or less the same reasons for the 

disease. 

 The signs and symptoms of the disease Bronchial Asthma are 

closely matched with Swasakasam as explained by Yugi Muni. 

 

TREATMENT: 

 On the previous day of treatment, laxative Nilavagai Choornam 5 

gm with hot water at the bed time before starting the internal medicine. 

 On the first day, the trial medicine “Mungiluppu Chooranam” - 4 

gm twice daily with honey after meals was prescribed and was given till 

the end of their treatment. 
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DIET REGIMEN: 

 Patients were adviced to avoid watery vegetables and fruits, bitter 

guard, jack fruit, dry fish, fish, onion, butter, curd, coconut, cold water 

and cold food. 

 Patients were recommended to take vegetables such as brinjal, 

drumstick, ginger, garlic, raddish, greens, such as Eclipta Alba etc., and 

goat ghee. 

 

PRAHNAYAMAM: 

 Patients were adviced to do Prahnayamam breathing exercise 20 

counts twice daily for better results. 

 

YOGA THERPY: 

 Yogasanas such as Bujangasanam, Chakrasanam, Machasanam, 

Mayurasanam, Patha Hasthasanam, Arai Machayenrhirasanam, 

Trikonasanam and Savasanam were adviced to be practiced for quick 

relief. 

  

GRADATION OF RESULTS: 

 Good results showed that the asthmatic episodes in a week are 

reduced more than 50% and markedly increased PFMR, after treatment. 

50% of the In-Patients and 45 % of the Out-Patients were observed good 

results. 

 Fair results showed that the asthmatic episodes in a week are 

reduced more than 80% and greatly increased PFMR, after treatment. 

40% of the In-Patients and 40% of the Out-Patients were observed fair 

results.  

 Poor results showed that the asthmatic episodes in a week are 

reduced below 50% or no improvement and only a minimal increase in 
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PFMR after treatment. 10% of the In-Patients and 10 % of the Out-

Patients are observed in poor results.    

          Biochemical analysis showed the presence of sulphate, ferrous iron, 

tannic acid and unsaturated compound in the trial medicine 

“Mungiluppu Chooranam”. 

Pharmacological analysis revealed that the trial medicine 

“Mungiluppu Chooranam” had significant anti-histamine and anti-

spasmodic activities. 

 Anti-microbial study showed the trial medicine is sensitized to 

Staphylococcus aureus. 

Clinically no side effects and adverse effects were noted for the 

maximum 60 days of therapy. 
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SUMMARY 
 

 Swasa kasam is the common respiratory disease seen in day to day 

clinical practice. 

 Sincerity, charity and skill are the basis of practice of medicine. 

Further loving tender care is essential for winning co-operation and 

confidence of the patients for the ultimate recovery. 

 Economy is more important in the rising cost of living. 

Mungiluppu Chooranam is easily preparable, low economic and purely 

herbal, the author had selected as the trial medicine. 

 The aetiology, pathology, classification, clinical features, 

diagnosis, complications, prognosis, treatment and preventive measures 

were selected from Siddha and Modern Systems of Medicine. 

 In this study, 20 patients of both sexes of varying age groups were 

selected as In-Patients and 20 patients as Out-Patients. 

 From the observation and results, we were clear that the disease 

was common in the following aspects. 

 Males were mostly affected than Females. Age incidence has 

commonly found in all decades. Increased incidence during their 

occupational period. 

 All the patients had Dhontha Dehi, Rajogunam and Poor Socio- 

Economic status. 

 Majority of the cases were affected in Koothir Kaalam (Iyppasi & 

Karthigai).  

 Most of the cases got the acute symptoms during Vaigarai Poludhu 

i.e., 4 hours before sunrise. Most of the patients belonged to the 

Thinai Marutham. 

 In the occupation, Drivers and rice mills workers were mostly 

affected. 

 Aetilogical factors were mostly dust, smoke & cold exposure. 
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 All the patients had gradual onset of the disease. 

 All the patients were affected with clinical features of running 

nose, sneeze, tightness of chest, and cough with scanty mucoid 

sputum. 

 Duration of illness ranged from 3 months – above 3 years. 

 Gastro Intestinal system was mostly affected in this disease. 

 75% of the In-Patients and Out-Patients had negative family 

history. 

 Smokers were mostly affected in this disease. 

 In Imporigal, Mookku and Kann was affected in all the cases of In-

Patients and Out-Patients 

 In Kanmendhiriyam, Eruvai and Kaal were mostly affected. 

 In Kosam Pranamayakosam was affected in all the patients  

 In Mukkutram,  

 In Vadha, Pranan, Kirugaran were affected in all the 100% of 

the both In-Patients and Out-Patients. 

Abanan, Samanan, Viyanan, Udhanan, Devathathan were 

affected in many cases of both In-Patients and Out-Patients. 

 In Pitha Aalosagapitha and Analpitha Pitha was affected in most 

of the patient.  

 In Kaba, Avalambagam was affected in all the cases. 

Sandhigam and Kilethagam were affected in few cases. 

 In Ezhu Udal Kattugal, Saaram was affected in most of the cases. 

Oon, Enbu and Kozhuppu were affected in few cases. 

 In En Vagai Thervugal, 

 Naa, Vizhi and Malam were affected in most of the patients. 

 Neerkuri showed transparent urine. 

 Neikuri showed derangement of Mukkutram. Vadha Neer was 

found in most of the cases. 
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 Laboratory Investigations showed normal blood sugar, urea, serum 

cholesterol, normal Hb content, TC count, raised Eosinophil count 

and ESR. Raised Eosinophil count and ESR were reduced after 

treatment. 

 Urine analysis showed Epithelial cells in few cases  

 Sputum analysis showed negative AFB and Mantoux test was 

negative in all the patients. 

 X-Ray Chest PA view was normal in most of the cases. 

 Peak Flow Meter Reading among the In-Patients ranged from 60 

L/min. to 150 L/min. before treatment and 150 L/min. to 350 

L/min after treatment.  Among the Out-Patients it ranged from 60 

L/min. to 250 L/min. before treatment and after treatment it ranged 

from 160 L/min. to 340 L/min. It showed better prognosis of the 

disease. 

 Pulmonary Function Tests showed the results for 2 patients that 

they had obstructive lung disease. 

 The efficacy of the trial medicine, Mungiluppu Chooranam was 

studied and observed during the dissertation period. 

 All the patients were advised to follow strict diet restrictions and 

advised to practice prahnayama and yoga therapy for fast relief. 

 Clinically 50% of the patients showed good results. 

 No side effects and adverse effects were noticed during the period 

of study. 

 Biochemical analysis showed the presence of the starch, ferrous 

iron, amino acid and unsaturated compound. 

 Pharmacological analysis showed that the trial medicine had 

significant anti-spasmodic and anti-histamine activities. 

 Anti-microbial studies showed that the drug Mungiluppu 

Chooranam was sensitised to the Staphylococcus aureus. 
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CONCLUSION 
 

 50% of the patients showed good results, 40% showed fair results and 

10% showed poor results in this trial study. 

 The trial medicine Mungiluppu Chooranam has the tastes of Kaippu, 

Kaarppu and Inippu altogether. 

Suvai    : Kaippu, kaarppu, Inippu 

Thanmai   :   Veppam 

Pirivu    :   Kaarppu 

As the tastes Kaippu, Kaarppu  both  antagonise the excessive 

Kaba, and Inippu has the soothening effect on throat which have been 

irritated by the chronic cough, Mungiluppu Chooranam act as an Anti – 

Kaba medicine. 

And the trial medicine has its Thanmai as Veppam. All the 

Veppam natured drugs will eliminate the excessive Kaba in Kaba 

pateints. This medicine also acts as an Anti-Kaba medicine. 

After ingestion while the trial medicine reaches the gastric juice, it 

will change into the Vibagam- Kaarppu. At this stage also, the medicine 

will act as an Anti-Kaba medicine due to the Vibagam- Kaarppu. 

 Mungiluppu Chooranam acts as an Anti – Kaba medicine on the basis 

of Suvai, Thanmai, Pirivu and Vibagam   and on the basis of Edhir 

Urai to Kaba diseases. 

Thus Mungiluppu Chooranam yield good prognosis in 

Swasakasam patients. 

 The trial medicine was simple to prepare low economic and free from 

side effects. 

 Further follow up of these patients showed sense of well being and 

complete disappearance of symptoms. 

 So, Swasakasam is controllable with Mungiluppu Chooranam. 
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PREPARATION OF THE TRIAL MEDICINE 

MUNGILUPPU CHOORNAM 

 
INGREDIENTS: 

 1. MUNGILUPPU - 4 parts 

 2. TIPPILI  - 2 parts 

 3. YELAM  - 1 part 

 4. ELAVANGAM - ½ parts 

 5. SAKKARAI - 8 parts 

METHOD OF PREPARATIONS: 

 All the ingredients except mungiluppu are dried, cleaned, slightly 

fried and finally powdered and mixed with equal quantity of sugar. 

DOSAGE 

 4 gm, twice daily, after food 

ADJUVANT: 

 Honey 

INDICATION: 

 Cough, asthma and kaba diseases. 

 

DETAILS OF THE INGREDIENTS 

%q;fpy; cg;G 

Common name : %q;fpYg;G 

Synonyms   : Mk;gy;> fid> fPrfk;> gid> Klq;fs;>  

    Nty;> NtZ 

Botanical name : Bambusa arundinaceae 

Family  : Graminae 

Parts used  : salt of mungil 
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Characters: 

Suvai    : Thuvarppu  

Thanmai  : Veppam 

Pirivu   : Kaarppu 

Chemical constituents: 

 Cholin, betain, nuclease, urease, proteolytic enzyme, diastatic and 

emulsifying enzyme and oxalic acid. 

Therapeutic action:  

 Stimulant, astringent, tonic, antispasmodic and aphrodisiac 

Uses: 

 Used in cough and asthma 

Vyk; 

Common name : Yelam 

Synonyms  : MQ;rp> Nfhuq;fk;> Jb 

Botanical name : Elettaria cardamomum 

Family name : Zingiberaceae 

Parts used  : seeds 

Character: 

Suvai    : Kaarpu  

Thanmai   : Veppam 

Pirivu    : Kaarpu 

Chemical constituents: 

 Essential oils – the principal constituents of oil are cineol, 

terpineol, terpinene, limonene, sabinene and terpineol in the form of 

formic and acetic acids. 

Therapeutic action: 

 Stimulant, carminative, stomachic, aromatic and diuretic 
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Uses: 
 “njhz;il tha; fTs; jhYF jq;fspy; 

  Njhd;Wk; Nehajp rhuk; gd; Nkfj;jhy; 

 cz;il Nghy; vOq; fl;b fphpr;ruk; 

  coiy the;jp rpye;jp tp\Q;Ruk; 

 gz;il ntf;if tpjhfNeha; fhrKk; 

  ghOQ; Nrhkg; gpzp tpe;J el;lKk; 

 mz;il aPis td; gpj;jk; ,itf;nfy;yhk; 

  Mykhq;fko; Vy kUe;jNj 

- Njiuah; Fzthflk; 

It is given in sore throat, oral diseases, cough, diarrohoea, burning 

micturition, cough and asthma. 

,ytq;fk; 

Common name : Lavangam 

Synonyms  : mQ;Rfk;> cw;flk;> jpusp> fUtha; fpuhk;G> 

    Nrhfk;> tuhq;fk; 

Botanical name : Syzygium aromaticum 

Family  : Myrtaceae 

Parts used  :  dried flower buds. 

Chemical constituents:  Essential oil containing eugenol. 

Therapeutic action: Antispasmodic, carminatives, stomachic, aromatic 

Uses: 
 jhJel;lk; Ngjp rUt tp\k; Mfpa Neha; 

 G+jfpufQ; rpye;jpg; G+r;rptplQ; - rhjptplk; 

 Ml;L kpiug; NghbUky; Mfpa Neha;f;$l;lkw 

 Xl;Lkpy tq;fj; Jhp 

- mfj;jpah; Fzthflk; 

It is used in poisons, snake bite, cough, asthma and bronchitis. 
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jpg;gpyp 

 

Common name  : Thippili 

Synonyms  : ¸¡Áý, Á¡¸¾¢, §¸¡¨ÆÂÚì¸¢, ¬¾¢ ÁÕóÐ 

Botanical name :  Piper longum 

Family  :  Piperaceae 

Parts used   : Fruit (Dried) 

Characters  

Suvai    :  Kaarppu 

Thanmai  :  Veppam 

Pirivu   :  Inippu 

Chemical constituents  :    

Alkaloid - Piperine, Resin, Volatile oil, Starch, Gum, Fatty oil and 

Inorganic matter. 

Therapeutic action :    

Stimulant, Good Expectorant Carminative, Alterative and tonic. 

Uses:  
“ ®¨Ç Â¢ÕÁ Ä¢¨ÃôÒô ÀºôÀ¢½¢¸û 

Á¡Ç ¦Å¡Æ¢Â¡Áø Å¡ðÎ§Á - Â¡ÙÓ¨È 

À¡í¸¡ ÂÈ¢óÐ¦ºöÅ£÷ ÀñÊ¾ò¨¾ô ÀñÊ¾§Ã 

§Åí¨¸Å¡öô À¡ý¸¨É ¦Áö" 

- §¾Ãý ¦ÅñÀ¡ 
"þÕÁø ÌýÁ Á¢¨ÃôÒ ¸ÂôÀ¢½¢ 

 ®¨Ç À¡óÐ ºó¿¢Â¡º Á§Ã¡º¸õ 

 ¦À¡ÕÁ æ¨¾ º¢ÃôÀ¢½¢ ã÷î¨º§¿¡ö 

 âÃ¢ì ÌïºÄ §¾¡„õ À£Ä¢¸Óõ 

 ÅÕÁ Äô¦ÀÕì §¸¡Î Á§¸¡¾Ãõ 

 Å¡¾ Á¡¾¢Óò §¾¡„ï ÍÃí ÌÇ¢÷ 

 ¦ÀÕÁ ¨ÄôÒÃ¢ §Á¸ô À¢¼¸Óõ 

 ¦ÀÕó ¾¢ôÀ¢Ä¢ô §ÀÃ¢í Ì¨Ãì¸§Å" 

     - À¾¡÷ò¾ Ì½Å¢Çì¸õ 



 125

It is used in chest affections, cough, cold, and asthma, diseases of 

respiratory system, dry cough, chronic cough and chronic bronchitis. 

 

ru;f;fiu 

Common Name : Karumbu sarkarai 

Synonyms  : ÒÉ÷âºõ, þìÌ, §Åö 

Botanical Name : Saccharum officinarum 

Family  : Graminae 

Parts Used  : Crystallised sugar obtained from the juice. 

Characters 

 Suvai   : Inippu 

  Thanmai  : Seetham 

  Pirivu   : Inippu 

Chemical Constituents :  

Water, Mucilage, Resin, Fat and Albumen 

Therapeutic Action :  

Preservative, Demulcent, Anti- septic,  Laxative, Diuretic 

Uses: 

 It is used to preserve food and medicines. It is used in sore throat 

and commencing cold. 
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BIO - CHEMICAL ANALYSIS OF MUNGILUPPU 

CHOORANAM 
 

PREPARATION OF THE EXTRACT 
 

 5gms of chooranam was weighed accurately and placed in a 250ml clean 

beaker. Then 50ml distilled water was added and dissolved well. Then it was boiled 

well for about 10 minutes. It is cooled and filtered in a 100ml volumetric flask and 

then it is made up to 100ml with distilled water. This fluid was taken for analysis. 
 

QUALITATIVE ANALYSIS 
 

S.NO EXPERIMENT OBSERVATION INFERENCE 

1. TEST FOR CALCIUM 

2ml of the above prepared extract is 

taken in a clean test tube.  2 ml of 4% 

Ammonium oxalate solution is added to 

it. 

No White 

precipitate is 

formed. 

Absence of 

calcium. 

2. TEST FOR SULPHATE: 

2ml of the extract is added to 5% 

barium chloride solution. 

No white 

precipitate is 

formed. 

Absence of 

sulphate. 

3. TEST FOR CHLORIDE 

The extract is treated with silver nitrate 

solution. 

No white 

precipitate is 

formed. 

Absence of 

chloride. 

4. TEST FOR CARBONATE 

The substance is treated with 

concentrated HCL. 

No brisk 

effervescence is 

formed. 

Absence  

Of  

Carbonate. 

5. TEST FOR STARCH 

The extract is added with weak iodine 

solution. 

Blue colour is 

formed. 

Indidcats the 

presence of 

starch. 

6. TEST FOR IRON-FERRIC 

The extract is treated with concentrated 

Glacial acetic acid and potassium ferro 

cyanide.                                

No blue colour is 

formed. 

Absence of 

ferric iron. 
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7. TEST OF IRON 

FERROUS: 

The extract is treated with concentrated 

Nitric acid and ammonium thio cynate. 

Blood red colour 

is formed. 

Indicates the 

presence of 

ferrous iron. 

8. TEST FOR PHOSPHATE 

The extract is treated with ammonium 

Molybdate and concentrated nitric acid. 

No yellow 

precipitate is 

formed. 

Absence of 

phosphate. 

9. TEST FOR ALBUMIN  

The extract is treated with Esbach’s 

reagent. 

No yellow 

precipitate is 

formed. 

Absence of  

Albumin. 

10. TEST FOR TANNIC ACID 

The extract is treated with ferric 

chloride. 

 

No Blue black 

precipitate is 

formed. 

Absence of 

Tannic acid 

11. TEST FOR UNSATURATION 

Potassium permanganate solution is 

added 

to the extract. 

It gets 

decolourised. 

Indicates the 

presence of 

unsaturated 

compound. 

12. TEST FOR THE REDUCING SUGAR 

5ml of Benedict’s qualitative solution is 

taken in a test tube and allowed to boil 

for 2 mts and added 8-10 drops of the 

extract and again boil it for 2 mts. 

No  colour change 

occurs  

Absence of 

reducing sugar 

13. TEST FOR AMINO ACID: 

One or two drops of the extract is 

placed on a filter paper and dried it 

well. After drying, 1% Ninhydrin is 

sprayed over the same and dried it well. 

Violet colour is 

formed. 

Indicates the 

presence of 

Amino acid. 
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PHARMACOLOGICAL ANALYSIS 

1. ANTI - HISTAMINIC EFFECT ON “MUNGILUPPU 

CHOORANAM” 

 

AIM: 

 To study the anti - histaminic effect of “Mungiluppu Chooranam”. 

 

PREPARATION OF THE TRIAL MEDICINE: 

 1gm of the Mungiluppu Chooranam was taken and mixed with 5ml 

of water and 5ml of honey and filtered. 

PROCEDURE: 

 A guinea pig weighing about 350gm was starved for 48 hours and 

only water was allowed. 

 It was killed by stunning with a sharp blow on the head and cutting 

its throat to bleed to death. The abdomen was quickly opened and the 

viscera inspected and loops of intestine identified using the patch as a 

landmark. Then, the ileum was removed and placed in a shallow dish 

containing warm tyrode solution (37oC) and continuously aerated.  The 

contents of the lumen of the ileum were washed and utmost care was 

taken to avoid any damage.  It was cut into segments of 4 cm in a fully 

relaxed state and sutures were make with needle and tied on either side 

and the segment was suspended in an isolated organ bath.  It was aerated 

by an oxygen tube immersed in tyrode solution. Drugs were given to 

study the inhibitory effect of histamine, induced contractions. 

 

INFERENCE: 

 The test drug “Mungiluppu Chooranam” had significant effect. 
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2. ANTI - SPASMODIC EFFECT ON “MUNGILUPPU 

CHOORANAM” 

 

AIM: 

 To study the anti - spasmodic effect on “Mungiluppu Chooranam”. 

 

PREPARATION OF THE TRIAL MEDICINE: 

1gm of the Mungiluppu Chooranam was taken and mixed with 5ml 

of water and 5ml of honey and filtered. 

 

PROCEDURE: 

 A rabbit weighing about 350 gm was starved for 48 hours and only 

water was allowed. 

 It was killed by stunning with a sharp blow on the head and cutting 

its throat to bleed to death. The abdomen was quickly opened and the 

viscera inspected and loops of intestine identified using the patch as a 

landmark. Then, the ileum was removed and placed in a shallow dish 

containing warm tyrode solution (37oC) and continuously aerated.  The 

contents of the lumen of the ileum were washed and utmost care was 

taken to avoid any damage.  It was cut into segments of 4 cm in a fully 

relaxed state and sutures were make with needle and tied on either side 

and the segment was suspended in an isolated organ bath.  It was aerated 

by an oxygen tube immersed in tyrode solution. Drugs were given to 

study the inhibitory effect of Acetyl Choline. 

 

INFERENCE: 

The test drug “Mungiluppu Chooranam” had significant effect. 
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MICROBIOLOGICAL STUDIES 

ANTI MICROBIAL STUDY OF MUNGILUPPU CHOORANAM 

AIM: 

 To study the anti microbial action of MUNGILUPPU CHOORANAM   

PROCEDURE: 

 To prepare the chooranam 40 mg concentration of the drug, 4 grams of 

the drug was dissolved in 1 ml of sterile distilled water and from this master 

solution 40 micro litre was loaded on the disc. 

PREPARATIONS OF STANDARD STRAINS: 

 Standard laboratory referral strains such were initially grown in nutrient 

agar and maintained at 37°C. 

 Before antibacterial testing each strain was inoculated in 5ml of Brain 

Heart Infusion broth (B.H.I) and incubated at 37°C for 30 minutes. 

ANTIMICROBIAL ACTIVITY TESTING BY KIRBY - BAUER DISC 

DIFFUSION METHOD: 

 For antimicrobial activity 90mm pertiplates with Muller Hinton. Agar 

(M.H.A) was used, for each organism, one M.H.A plate was used. The 

organisms grown in B.H.I Broth with 0.5 Mcfarland turbidity standard was 

poured on the M.H.A plate and allowed to spread uniformly. The excess broth 

was drained aseptically. 

 The disc which contains 40mg concentration of the drug was placed in 

M.H.A and incubated at 37°C for 24 hours. 

INTERPRETATION: 

 Readings were taken after 24 hours of incubation. The inhibitory zone 

diameter was measured in millimeter scale. 

RESULT: 

   MUNGILUPPU CHOORANAM was compared with standard 

antibiotics. The medicine was well sensitive against Staphylococcus aureus. 
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PROFORMA OF CASE SHEET 
GOVERNMENT SIDDHA MEDICAL COLLEGE AND HOSPITAL 
DEPARTMENT OF POST GRADUATE POTHU MARUTHUVAM 

PALAYAMKOTTAI - TIRUNELVELI - 627002 
CASE SHEET PROFORMA FOR “SWASAKASAM” - (IP) 

 

Ward       :    Occupation  : 

I.P No  :    Income   : 

Bed No  :    Nationality   : 

Name  :    Religion   : 

Age/Sex  :    Date of admission : 

Address  :    Date of discharge : 

     Result   : 

     Diagnosis        : SWASAKASAM 

Total No of days Treated :  

Medical officer   : 

 

COMPLAINTS AND DURATION:  

 

HISTORY OF PRESENT ILLNESS: 

 

HISTORY OF PAST ILLNESS: 

 

PERSONAL HISTORY: 

 

FAMILY HISTORY: 

 

HABITS: 

OCCUPATIONAL HISTORY: 
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GENERAL EXAMINATION: 
Consciousness   : 

Decubitus    : 

Nourishment    :    VITAL SIGNS : 

Anaemia    :    Temperature       : 

Jaundice    :    Pulse Rate        : 

Clubbing    :    Respiratory Rate : 

Cyanosis    :    Blood Pressure   : 

Lymphadenopathy  :      

JVP    :      

Pedal Oedema   : 

Congenital anomaly : 
 

  SIDDHA ASPECTS 
 

NILAM  :  PARUVAKALAM :     SIRUPOLUDHU: 
Kurinji  :   Kaar  :  Vaigarai  : 

Mullai  :   Koothir :  Pagal  : 

Marutham  :   Munpani  :  Nanpagal : 

Neithal :   Pinpani :  Pirpagal : 

Palai  :   Ilavenil  :  Maalai : 

     Muthuvenil :  Yamam : 
 

IMPORIGAL & IMPULANGAL 
Mei   : 

Vai   :  

Kann   : 

Mookku : 

Sevi  : 

KANMENTHIRIYAM & KANMAVIDAYAM 
Kai  : 

Kaal  : 

Vai  : 
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Eruvai  : 

Karuva :    

KOSAM: 
Annamayakosam   : 
(Digestive System) 

Pranamayakosam  : 
(Respiratory System) 

Manomayakosam  : 
(Cardio Vascular System) 

Gnanamayakosam  : 
(Central Nervous System) 

Aananthamayakosam  : 
(Reproductive System) 
 

UYIR THATHUKKAL: 
VATHAM 
Pranan  : 

Abanan  : 

Viyanan  : 

Uthanan  : 

Samanan  : 

Nagan  : 

Koorman  : 

Kirugaran  : 

Devathathan : 

Dhananjayan : 

PITHAM 
Anarpitham  : 

Ranjagam  : 

Sathagam  : 

Alosagam  : 

Prasagam  : 



 134

KABAM 
Avalambagam  : 

Kilethagam   : 

Tharpagam   : 

Pothagam   : 

Sandhigam   : 

UDAL KATTUGAL 
Saaram   : 

Senneer   : 

Oon    : 

Enbu     : 

Kozhuppu   : 

Moolai    : 

Sukkilam / Suronitham : 

ENVAGAI THERVUGAL 
Naadi   : 

Sparism   : 

Naa   : 

Niram   : 

Mozhi   : 

Vizhi   : 

Malam   : 

Moothiram   : 

(a) Neerkuri: 
i. Niram  : 

ii. Manam : 

iii. Edai  : 

iv. Nurai  : 

v. Enjal  : 

(b) Neikuri: 
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 MODERN ASPECTS 
I. Inspection 

1. Trachea    : 

2. Chest wall symmetry  : 

3. Chest wall abnormality  : 

4. Harrison’s sulcus   : 

5. Apical impulse   : 

6. Pulsatile swelling    : 

7. Intercostal Muscle Wasting : 

8. Drooping of shoulder  : 

9. Intercostal bulging   : 

10. Respiratory Movement : 

11. Measurements – AP : 

Transverse  : 

12. Suprasternal pulsation : 

13. Carotid pulse  : 

14. Jugular venous pulsation : 

II. Palpation 
1. Tracheal position (Trial’s sign)  : 

2. Apical impulse   : 

3. Respiratory Movements  : 

4. Local tenderness    : 

5. Tactile Fremitus   : 

6. Vocal  Fremitus   : 

III. Percussion 
1. Abnormal Dulness   : 

i. Hyper Resonance  : 

ii. Dullness    : 

iii. Stony  Dullness  : 

iv. Tidal percussion  : 

v. Ellie’s ‘S’ shaped curve : 
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vi. Straight line dullness : 

vii. Shifting dullness  : 

viii. Succussion splash  : 

2. Traube’s space   : 

3. Upper border of liver dullness : 

4. Cardiac border   : 

5. Kronig’s isthmus sign  : 

Auscultation 
1.  Breath sounds   : 

NVBS    : 

Bronchial breathing :  

I.Tubular breathing : 

II. Cavernous breathing : 
III. Amphoric  : 

2.  Adventitious sounds  : 

Wheeze continuous : 

Crackles interrupted  : 

Pleural rub   : 

3.  Vocal Resonance 

Aegophony   : 

Bronchophony  : 

Whispering pectoriloguy : 

IV.  Other systemic Examination 
Cardio Vascular System   : 

Gastro Intestinal System   : 

Central Nervous System   : 

Musculo Skeletal System  : 
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VI. Lab Investigations 
Blood      BT   AT 
TC     : 

DC     : 

ESR     : 

Hb     : 

Blood Sugar(R)   : 

Blood Urea    : 

Serum Cholesterol   : 

Urine    
Albumin    : 

Sugar    : 

Deposits    : 

Motion 
Ova     : 

Cyst     : 

VII. Other Investigations 
a) Mantoux test   : 

b) Sputum AFB   : 

c) X-Ray Chest PA View  : 

d) Pulmonary  Function Test : 

e) Arterial Blood Gases 

      and oximetry   : 

f) Absolute Eosinophil count :  

Treatment: 
Diet  : 

Advice : 
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GOVERNMENT SIDDHA MEDICAL COLLEGE & HOSPITAL,  
PALAYAMKOTTAI 

DEPARTMENT OF POST GRADUATE - POTHU MARUTHUVAM 
DISCHARGE CASE SHEET - ‘SWASA KASAM’ 

I.P.No :    Occupation  :  

Bed No :    Income  :   

Ward No :    Nationality  : 

Name :    Religion  : 

Age/Sex :    Date of Admission : 

Address` :    Date of Discharge : 

      No.of.Days treated: 

      Diagnosis  : ‘SWASA KASAM’ 
      Result   : 

      Medical officer : 

Clinical Features: 

S.No Signs and Symptoms During 
Admission 

During 
Discharge 

1. Running Nose 
2. Sneezing 
3. Difficulty in breathing   
4. Cough with expectoration
5. Tightness of chest
6. Clubbing 
7. Cyanosis   
8. Sweating 
9. Tachycardia 
10. Fever 
11. Eosinophil 
12. Peak expiratory flow meter 

rate 
  

 

O.P No during Follow up  : 

No. of Days I.P Treated  : 

Total No.of Days Treated :  



 139

PROFORMA OF CASE SHEET 
GOVERNMENT SIDDHA MEDICAL COLLEGE AND HOSPITAL 
DEPARTMENT OF POST GRADUATE POTHU MARUTHUVAM 

PALAYAMKOTTAI - TIRUNELVELI - 627002 
 

CASE SHEET PROFORMA FOR “SWASAKASAM” - O.P 
 

O.P No   :   Occupation      : 

Name    :    Income     : 

Age/sex :   Treatment Starting Date   : 

Address :   End of the Treatment Date : 

    Total No. of Days Treated      :  

       Result :  

    Diagnosis      : Swasakasam 

    Medical Officer     :  

COMPLAINTS AND DURATION 
1. Running nose   : 

2. Sneezing    : 

3. Difficulty in breathing  : 

4. Cough with expectoration : 

5. Tightness of chest   : 

6. Fever     : 

7. Flatulence    : 

8. Excessive salivation  : 

9. Throat irritation   : 

10. Sweating    : 

11. Tachycardia   : 

12. Sputum   : 

DURATION OF ILLNESS  : 

PAST HISTORY   : 

OCCUPATIONAL HISTORY : 
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GENERAL EXAMINATION  
Consciousness  :      

Temperature  : 

Decubitus  :    Pulse rate  : 

Nourishment  :    Heart rate  : 

Anaemia   :    Respiratory rate : 

Jaundice   :    Blood Pressure : 

Clubbing   : 

Cyanosis   :  

Lymphadenopathy : 

Pedaloedema  : 

JVP    : 

ENVAGAI THERVUGAL 
Naadi    : 

Sparisam   : 

Naa     : 

Niram    : 

Mozhi    : 

Vizhi     : 

Malam    : 

Moothiram  : 

a) Neerkuri  

i. Niram  : 

ii. Manam : 

iii. Edai : 

iv. Nurai : 

v. Enjal : 

b) Neikuri : 
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Lab Investigations: 
Blood     BT   AT 
TC    : 

DC    : 

ESR    : 

Hb    : 

Blood Sugar(R)  : 

Blood Urea   : 

Serum Cholesterol : 

Urine    
Albumin   : 

Sugar   : 

Deposits   : 

Motion 
Ova    : 

Cyst    : 

OTHER INVESTIGATIONS: 
a. Mantoux Test   : 

b. Sputum AFB   : 

c. X - Ray Chest PA view : 

d) Pulmonary  Function Test : 

e) Arterial Blood Gases  

                           and oximetry : 

f) Absolute Eosinophil count :  
 

EXAMINATION OF RESPIRATORY SYSTEM 
 Trachea     : 

 Respiratory Movements  : 

 Auscultation    : 

  Breath Sounds   : 

NVBS     : 

Bronchial breathing  :  
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I.   Tubular breathing :  

II. Cavernous breathing : 

III. Amphoric  : 
 

  Added sounds   : 

  Peak Expiratory Flow Meter Rate : 

OTHER SYSTEMIC EXAMINATION 
 Cardio Vascular System  : 

Gastro Intestinal System  : 

Central Nervous System  :  

Musculo Skeletal System : 

Treatment : 
Diet  : 
Advice  : 
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P% L% E% P% L% E% 1/2hr 1hr 1/2hr 1hr Alb Sug Dep Alb Sug Dep Ova Cyst Ova Cyst

1 1598 8400 70 38 8 8200 60 34 6 10 20 8 17 Nil Nil 1-2 dep Nil Nil 1-2 dep Nil Nil Nil Nil

2 1817 8900 68 30 9 8800 64 30 6 9 18 7 15 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

3 1930 9700 68 38 8 9600 62 34 4 15 30 9 17 Nil Nil 1-2 dep Nil Nil 1-2 dep Nil Nil Nil Nil

4 1972 9100 70 40 8 8900 60 35 5 6 12 4 9 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

5 2408 9800 74 28 5 9700 73 24 3 15 28 7 13 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

6 2489 8700 68 32 6 8900 70 26 4 7 13 5 12 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

7 2545 s 62 58 10 9200 58 34 8 10 20 8 15 Nil Nil OCC EC Nil Nil OCC EC Nil Nil Nil Nil

8 2546 9000 50 52 6 9000 48 48 4 30 50 10 25 Nil Nil Few EC Nil Nil Few EC Nil Nil Nil Nil

9 2609 8400 68 37 6 8200 55 38 4 30 60 25 50 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

10 2652 9100 72 38 7 9300 68 34 5 20 38 15 30 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

11 2670 8700 72 35 7 8500 70 25 5 8 14 6 12 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

12 2687 8500 69 40 5 8300 67 30 3 5 10 2 4 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

13 2695 8900 68 42 8 8700 54 40 6 24 38 20 35 Nil Nil OCC PC Nil Nil OCC PC Nil Nil Nil Nil

14 2719 9100 72 46 7 9200 68 42 15 28 10 20 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

15 2879 8800 68 42 6 7900 60 37 3 20 38 18 32 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

16 2910 9100 72 26 5 9200 71 27 2 7 14 5 10 Nil Nil Few PC Nil Nil Few PC Nil Nil Nil Nil

17 2915 8400 58 32 7 8600 48 48 4 60 100 40 80 Nil Nil Few EC Nil Nil Few EC Nil Nil Nil Nil

18 2949 9100 72 40 5 8400 69 30 1 9 18 7 15 Nil Nil Few EC Nil Nil Few EC Nil Nil Nil Nil

19 2958 8700 70 32 4 9200 68 30 2 10 20 7 15 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

20 2975 8300 64 28 6 7200 65 30 3 30 60 25 48 Nil Nil NAD Nil Nil NAD Nil Nil Nil Nil

BT
ESR

AT 
ESR

TABLE 28C

DC DCS. No IP. No
BT AT

TC/
cu-mm

Motion 
BT

Motion 
AT

PC - Pus cells EC - Epithelial Cells

Urine 
BT

Urine 
ATTC/

cu-mm
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