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ABSTRACT 

Background: 

The worldwide incidence of Bronchial Asthma is increasing by 50% every decade; 

with 15 million adult sufferers in India. Homoeopathy is known to have beneficial 

effects in Bronchial Asthma. However, these effects have not been objectively 

quantified. Clinical studies conducted previously were found to have methodological 

flaws and confounding results.1 This study attempts to overcome these difficulties. 

Objective:  

To establish a scientific basis for the action of Homoeopathy in Bronchial Asthma, 

using Pulmonary Function Testing. 

Method: 

 The study design adopted was quasi experimental pre and post treatment without 

controls. 30 diagnosed cases of Bronchial Asthma were selected. Each was tested for 

FEV1, FVC, FEV1/FVC, PEFR, VAS and 6MWT; at baseline (0weeks) and within 2 

weeks. The severity in each case was also noted. Remedies were selected based on the 

totality of symptoms. The hypothesis was statistically analyzed using Paired ‘t’ test.  

Results: 

All the parameters have ‘p’ values between 0.003 and .000 

Conclusion: 

There are highly significant changes in Pulmonary Function Tests of Bronchial 

Asthma patients within 2 weeks of Homoeopathic treatment. 

Keywords: Bronchial Asthma, Pulmonary Function Tests, Paired‘t’ test, 

Homoeopathy 
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INTRODUCTION 

 

Much doubt exists as to the effectiveness of Homoeopathy. At one end are skeptics 

who claim it is a placebo effect and at the other end are fanatics who swear it is the 

ultimate system of cure. To strike a balance between these poles and make an 

informed decision, scientific evidence is mandatory. 

 

Many studies have been carried out on asthmatics as they form a large part of the 

population seeking Homoeopathic treatment. These trials have had varied results1 and 

some appear to have adverse outcomes. For instance, some have strongly concluded 

that classical Homoeopathy is not superior to placebo.  

 

However, as pointed out by Dantas F, Li A, Bush A, Wilson N, Brien S, Lewith G et 

al2 there were major flaws in the method used and the interpretation made. They all 

opine that trials on Homoeopathy need to be better designed and overseen by 

medically trained Homoeopaths. F. Dantas2 stresses on the need to distinguish 

between patient specific and disease specific symptoms; which then influences the 

choice of the remedy.  

 

That Homoeopathy benefits an asthmatic has been accepted and witnessed in clinical 

practice but these effects have not been quantified. In an era which demands 

evidence-based treatment, such objective assessment is indispensable.  

 

Hence in the light of all the negative publicity Homoeopathy faces, this study is being 

undertaken to scientifically evaluate the action of Homoeopathy in Bronchial asthma.  



 

 

 

 

 

 

 

ObjeCTIve 



2 
 

 
 

OBJECTIVE 

 

To establish a scientific basis for the action of homoeopathy in Bronchial Asthma, 

using pulmonary function testing. 



 

 

 

 

 

 

RevIew Of 

lITeRaTURe 
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REVIEW OF LITERATURE 

 

BRONCHIAL ASTHMA- an overview 

Introduction 

Bronchial Asthma, previously on the rise in developed countries has now come to the 

forefront even in developing nations.3 It is a clinical syndrome characterized by 

varying degrees of episodic airflow obstruction, trachea-bronchial hyper-

responsiveness and airway inflammation.  Pathologically, it is defined by airway 

infiltration of various inflammatory cells, especially eosinophils with hypertrophy and 

hyperplasia of airway smooth muscle and of the mucous secretory apparatus.4 The 

definition has now been expanded to include airway remodelling in some patients.5 

Most asthmatics are atopic and hence have attacks triggered by stimuli which do not 

affect non-asthmatics. They have a special type of inflammatory response which 

causes excessive narrowing of the airways with consequent symptomatic wheezing 

and dyspnoea.3,6,7 The commonest allergy is to the house mite Dermatophagoides 

pteronyssinus3 

The NAEPP Expert panel report 3 has come up with a working definition for 

Bronchial Asthma. This was derived after studying the relation of airway changes 

with the factors causing airway inflammation.8 

“Asthma is a chronic inflammatory disorder of the airways in which many cells and 

cellular elements play a role: in particular, mast cells, eosinophils, T lymphocytes, 

macrophages, neutrophils, and epithelial cells. In susceptible individuals, this 

inflammation causes recurrent episodes of wheezing, breathlessness, chest tightness, 

and coughing, particularly at night or in the early morning. These episodes are 

usually associated with widespread but variable airflow obstruction that is often 
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reversible either spontaneously or with treatment. The inflammation also causes an 

associated increase in the existing bronchial hyper-responsiveness to a variety of 

stimuli. Reversibility of airflow limitation may be incomplete in some patients with 

asthma.”9 

Epidemiology 

The worldwide prevalence of asthma cases has been steadily increasing over the last 

few decades at a rate of 50 per cent every ten years. As per the World Health 

Organization, asthma along with and chronic obstructive pulmonary disease (COPD) 

will become the third leading cause of death by the year 2020.10 

One third of the world’s asthma patients are Indian. There are approximately 15-20 

million adult suffers in this country and 10-15% of Indian children show asthma 

symptoms.11 

Female gender, increasing age, family history of asthma, history suggestive of atopy, 

low socio-economic status and urban residence were found to be significantly 

associated with asthmatic Indian adults.12 In rural children in Delhi, other factors 

implicated were parental smoking, paracetamol intake, exposure to cats, exposure to 

traffic pollution.13 

Rather than single out our genetic make-up for the alarming rise in asthma rates over 

the last 25 years, it is evident that environment or lifestyle changes are to blame; 

because genetic reconstitution would take many more centuries to occur.14 

Etiopathogenesis  

Varying airflow limitation in asthma is caused by numerous changes such as8: 

• Bronchoconstriction: bronchial smooth muscle contraction occurs quickly to 

narrow the airways in response to exposure to a variety of stimuli like 

allergens, aspirin, beta-adrenergic blockers  and other non-steroidal anti-
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inflammatory drugs, exercise, cold-dry-air, hormonal factors (eg premenstrual 

worsening of asthma), Gastroesophageal Reflux3,4  and stress.15 

• Airway edema: along with edema; inflammation, mucus hypersecretion, 

mucus plugs, hypertrophy and hyperplasia of the airway smooth muscle are 

pronounced in progressive asthma.8 

• Airway hyper-responsiveness: it is an exaggerated bronchoconstrictor 

response to certain stimuli characterized by inflammation, dysfunctional 

neuro-regulation, and structural changes.8 

• Airway remodelling: it involves inflammation, mucus hypersecretion, 

subepithelial fibrosis, airway smooth muscle hypertrophy and angiogenesis.8 

 

Figure 1: Pathogenesis of Bronchial Asthma8 
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Airway Inflammation: pathophysiologic mechanism9 

Inflammation has a vital role to play in asthma. There is inflammation in the 

respiratory mucosa from the trachea to terminal bronchioles, but with predominance 

in the bronchi (cartilaginous airways).3 

Interestingly, the pattern of inflammation remains consistent in all its various 

phenotypes such as intermittent, persistent, exercise-associated, aspirin-sensitive, or 

severe asthma.  

 

Figure 2: The inflammatory process in Bronchial Asthma3,8 

 

(AHR- Airway Hyper-responsiveness, PAF- Platelet activating factor ) 

 

Understanding of inflammation in asthma has revolutionized treatment to be more 

focused on interrupting this process and hence decreasing the manifestation of airway 

symptoms.16 
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Figure 3: Pathogenesis of Asthma: an interplay of various factors3,8 

 

 

 

 A note on Genetics 

The genetic component in asthma has never been doubted. It has been proved time 

and again based on studies of family history, twins, familial aggregation and 

segregation studies.11 However, the inheritance of asthma and allergy does not follow 

the classical Mendelian patterns of inheritance.17 

 

The culprits in asthma are believed to be multiple interacting genes. Some of these 

have a protective effect and others contribute to the disease pathogenesis, with each 

gene having its own tendency to be influenced by the environment.18 

 

Thus the basis of gene-by-environmental interactions holds good for the development 

of asthma. 
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Essentials of Diagnosis 

As per Current Medical Diagnosis and Treatment 201219: 

 Episodic or chronic symptoms of airflow obstruction. 

 Reversibility of airflow obstruction, either spontaneously or following 

bronchodilator therapy. 

 Symptoms frequently worse at night or in the early morning. 

 Prolonged expiration and diffuse wheezes on physical examination. 

 Limitation of airflow on pulmonary function testing or positive 

bronchoprovocation challenge. 

 

Clinical Presentation3 

 Wheezing, dyspnea, and cough- which are variable, both spontaneously and 

with therapy.  

 Symptoms may be worse at night and patients typically awake in the early 

morning hours.  

 There may be difficulty in filling the lungs with air.  

 Increased mucus production in some patients, with typically tenacious mucus 

that is difficult to expectorate.  

 Increased ventilation and use of accessory muscles of ventilation. 

 Prodromal symptoms may precede an attack, with itching under the chin, 

discomfort between the scapulae, or inexplicable fear (impending doom). 

 Typical physical signs are inspiratory, and to a greater extent expiratory, 

rhonchi throughout the chest, and there may be hyperinflation.  

 Some patients, particularly children, may present with a predominant non-

productive cough (cough-variant asthma). 
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The different clinical presentations of Asthma3,4: 

i. Acute Asthma: airway obstruction with symptoms of breathlessness and 

anxiety, wheezing and on occasion cough. They resolve within 1 to 3 days 

without specific therapy and within hours with therapy. Intervals between 

episodes are asymptomatic. 

ii. Exercise induced Asthma:  Airway obstruction begins 5 to 10 min after the 

completion of a 15-20 minute exercise period and resolves in 1 to 4 hrs.  

iii. Cold-dry-air induced Asthma: is induced by a change from breathing in a 

relatively warm atmosphere laden with water to one that is dry and cool.  

iv. Allergen induced Asthma: due to direct effects of mediators released from 

inflammatory cells as a consequence of clustering of IgE receptors on the 

surface of effector cells. Common allergens are cat allergen (Fel Dl), house 

dust mite allergen (der PI), and tree and grass pollens. 

v. Virus induced Asthma: an attack precipitated by a viral illness without another 

inciting stimulus. Without therapy it may take weeks to months to resolve. 

vi. Occupational or environmental Asthma without simple allergy mechanisms: A 

wide range of conditions can cause asthma in the workplace. An early 

response can occur within a few hours, a late response within 8 to 12 hrs.  

vii. Aspirin induced Asthma: has symptoms of moderately severe airway 

obstruction, rhinorrhea, sneezing, tearing, dermal changes, and, sometimes, GI 

changes (cramping, nausea, or vomiting) after exposure to aspirin or other 

agents which inhibit prostaglandin H synthase type I.  

viii. Acute severe Asthma: is a more severe and prolonged version of an acute 

asthmatic episode. 
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ix. Chronic stable Asthma: is characterized by episodes of asthmatic symptoms 

and airflow obstruction that recur.  

x. Brittle Asthma: chaotic variations in lung function despite taking appropriate 

therapy. Type I brittle asthma- persistent pattern of variability. Type 2 brittle 

asthma- normal or near-normal lung function but sudden, unpredictable falls 

in lung function that may result in death. Subcutaneous epinephrine is the 

most effective treatment here. 

xi. Refractory Asthma: asthmatics who are difficult to control despite maximal 

inhaled therapy. 

xii. Asthma in Pregnancy: Approximately one-third of asthmatics who are 

pregnant improve during the course of a pregnancy, one-third deteriorates, and 

one-third is unchanged. 

Investigations3: 

 Lung Function Tests: reduced FEV1, FEV1/FVC ratio, and PEFR 

 Airway Responsiveness: methacholine or histamine challenge with calculation 

of the provocative concentration that reduces FEV1 by 20% (PC20) 

 Exercise testing 

 Total serum IgE and specific IgE to inhaled allergens [radioallergosorbent test 

(RAST)] 

 Sputum examination: may show Charcot Leyden crystals, Curshmann’s spirals 

or Creola bodies 

 Chest roentgenography: may show hyper-inflated lungs 

 Skin prick tests: to common inhalant allergens  

 Exhaled NO: to measure eosinophilic airway inflammation 



11 
 

Differential Diagnosis in Adults3,8: 

COPD (e.g., chronic bronchitis or emphysema) 

Congestive heart failure esp Left Ventricular failure 

Pulmonary embolism 

Mechanical obstruction of the airways (benign and malignant tumors) 

Pulmonary infiltration with eosinophilia 

Cough secondary to drugs (e.g., angiotensin-converting enzyme (ACE) inhibitors) 

Vocal cord dysfunction 

Systemic vasculitis (Churg-Strauss syndrome and polyarteritis nodosa) 

Treatment 

A 3 step strategy may be followed for assessment and management of asthmatics8: 

1. Severity: the intrinsic intensity of the disease process. (See Annexure I) 

2.  Control: the degree to which the manifestations of asthma are minimized and 

the goals of therapy are met. 

3. Responsiveness: the ease with which control is achieved by therapy. 

Conventional therapy is divided into two types3:  

1. Pharmacologic 

a. Bronchodilators: give rapid relief through relaxation of airway smooth 

muscle. Eg: ß2 agonists 

b. Controllers: which inhibit the underlying inflammatory process. Eg: 

Inhaled and systemic corticosteroids, Antileukotrienes, Cromones 
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c. Anticholinergics: prevent cholinergic nerve-induced 

bronchoconstriction and mucus secretion. Eg: Ipratropium bromide 

d. Anti-IgE: inhibits IgE-mediated reactions. Eg: Omalizumab 

e. Steroid-Sparing Therapies: Methotrexate, cyclosporin A, azathioprine, 

gold, and IV gamma globulin 

f. Immunotherapy: recommended for patients with definite causative 

allergens. A meta-analysis of 75 randomized, placebo-controlled 

studies has confirmed the effectiveness of immunotherapy in asthma, 

with a significant reduction in asthma symptoms and medication and 

with improvement in bronchial hyper-reactivity.20 

2. Non-Pharmacologic: Avoidance of exposure to triggering stimuli, alternative 

therapies such as hypnosis, acupuncture, chiropraxis, breathing control, yoga, 

and speleotherapy.  
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PULMONARY FUNCTION TESTS- w.r.t Bronchial Asthma 

 

Since the development of the first spirometer by Hutchinson in 1846, lung function 

testing has come a long way in detecting and quantifying respiratory diseases. The 

spirometer and peak flow meter are as deserving of a place in a physician’s kit as the 

sphygmomanometer.21 

Pulmonary function tests may be broadly divided into3: 

1. Measurement of Ventilatory Function: 

i. Lung Volumes- Functional Residual Capacity FRC, Total Lung Capacity 

TLC, Residual Volume RV, Tidal Volume TV, Vital Capacity VC. 

ii. Air Flow- Forced Expiratory Volume in 1 second FEV1,Forced Vital 

Capacity  FVC, FEV1/FVC, flow-volume loops, Peak Expiratory Flow 

Rate (all measureable by spirometry) 

iii. Airways Resistance- measured by body plethysmography 

iv. Respiratory Muscle Strength- measured by body plethysmography 

2. Measurement of Gas Exchange: 

i. Diffusing Capacity- diffusion capacity of carbon monoxide DLCO 

ii. Arterial Blood Gases- Partial pressures of oxygen and carbon dioxide 

PaO2, PaCO2,  pH 

iii. Pulse Oximetry- PaO2 
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Figure 4: Lung Volumes and Capacities22 

 

Figure 5: Flow Volume Loop22 
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The value of spirometry is directly linked to21: 

1. Correct operation and accuracy of the spirometer 

2. Performance of the correct breathing manoeuvre  

3. Accurate interpretation  

 

1. Correct operation and accuracy of the spirometer: 

Spirometers need to be calibrated and their accuracy validated on a regular 

basis. 

 

2. Performance of the correct breathing manoeuvre21: 

The procedure is carefully explained to the patient, ensuring that he/she is 

sitting erect with feet firmly on the floor. A nose clip to the patient's nose is 

recommended but not essential. The patient is then told to- 

 breathe in fully (must be absolutely full) 

 seal his/her lips around the mouthpiece 

 immediately blast air out as fast and as far as possible until the lungs 

are completely empty 

 breathe in again as forcibly and fully as possible (if inspiratory curve is 

required and the spirometer is able to measure inspiration). 

 If only peak expiratory flow is being measured then the patient need 

only exhale for a couple of seconds. 

At least three technically acceptable manoeuvres should be obtained, ideally 

with less than 0.15 L variability for FEV1 (and FVC) between the highest and 

second highest result. 
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Acceptability Criteria as per the American Thoracic Society23: 

 The patient followed instructions 

 A continuous maximal expiratory manoeuvre  throughout the test (i.e. 

no stops and starts) was achieved and was initiated from full 

inspiration 

 There was no evidence of hesitation during the test 

 The test was performed with a rapid start 

 The PEFR has a sharp rise (flow-volume) 

 No premature termination, i.e. expiration continued until there was no 

change in volume and the patient had blown for 3 seconds (children 

aged <10 years) or for 6 seconds (patients aged >10 years). However, 

the patient or practitioner can terminate the blow if the patient cannot 

or should not continue 

 There were no leaks 

 No cough (note FEV1 may be valid if cough occurs after the first 

second) 

 No glottis closure (Valsalva) 

 No obstruction of the mouthpiece (e.g. by the tongue or teeth) 

 No evidence that the patient took an additional breath during the 

expiratory manoeuvre 

 

3. Accurate interpretation  

The interpretation of lung function tests involves two tasks24 

 The classification of the derived values with respect to a reference 

population and assessment of the reliability of the data 
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 The integration of the obtained values into the diagnosis, therapy and 

prognosis for an individual patient.  

       

Normal predicted values for ventilatory function generally vary as follows21: 

 Sex: For a given height and age, males have a larger FEV1, FVC, and PEFR, 

but a slightly lower FEV1/FVC. 

 Age: FEV1, FVC and PEFR increase, while FEV1/FVC decreases, with age 

until about 20 years in females and 25 years in males. After this, all indices 

gradually fall, although the precise rate of decline is unknown. 

 Height: All indices other than FEV1/FVC increase with standing height. 

 Ethnic Origin: Caucasians have the largest FEV1 and FVC and, of the various 

ethnic groups Polynesians are among the lowest. The values for black Africans 

are 10-15% lower than for Caucasians of similar age, sex and height because 

for a given standing height their thorax is shorter; normal values for 

Indigenous Australians may be even lower. Chinese have been found to have 

an FVC about 20% lower and Indians about 10% lower than matched 

Caucasians. There is little difference in PEFR between ethnic groups. 

(For the normal values adopted in this study, see Annexure II) 
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Figure 6: Understanding the pattern of Pulmonary Function tests through FEV1, 

FVC and FEV1/FVC22,25
 

 

 

Table 1: Understanding the pattern of Pulmonary Function tests through FEV1, 

FVC and FEV1/FVC22,25 

Measurement Obstructive pattern Restrictive pattern 

Forced vital capacity 
(FVC) 

Decreased or normal Decreased 

Forced expiratory 
volume in 1s (FEV1) 

Decreased Decreased or normal 

FEV1 /FVC Decreased 

 

Normal 
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Pulmonary Function Testing in Asthma 4,8,21,26 

 

FEV1, FEV6, FVC and FEV1/FVC 

The Expert Panel recommends that FEV1, FEV6, FVC and FEV1/FVC—be done 

before and after the patient inhales a short-acting bronchodilator to diagnose asthma 

and to evaluate airflow obstruction and reversibility.8 

Pulmonary function testing performed between attacks, or even after long periods of 

remission of asthmatic symptoms, usually shows characteristic changes. Reductions 

in maximal expiratory flow are the easiest to detect. 

The volume of air expired in the first second of a forced expiratory manoeuvre from 

total lung capacity (FEV1) is the best-standardized, most widely used test for airflow 

obstruction.3,8,26 An improvement in FEV1 of more than 12% and more than 200 ml 

after administration of a bronchodilator is a hallmark of asthma.8,19 Interpretation of 

the FEV1 requires simultaneous measurement of the forced vital capacity (FVC). The 

reduction in FEV1 exceeds the reduction in FVC, so the FEV1/FVC ratio is typically 

low in asthma. An exception is severe asthma, in which residual volume may be so 

increased that the reduction in FVC is proportional to the reduction in FEV1. 

An alternative to measuring FVC is measurement of the volume of air expired over 

the first 6 seconds of a forced expiratory manoeuvre, the FEV6. This manoeuvre is 

less demanding on patients and equipment and virtually never leads to 

misclassification of disease or disease severity based on the FVC.26 

(For classification of asthma severity based on spirometric values see Annexure I) 

PEFR 

The Peak Flow Meter (see Annexure III) was pioneered in the late 1950s by Dr 

Martin Wright and is thus named after him. Peak flow is "effort-dependent," but it is 
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reproducible when performed by a cooperative patient. Calculation of peak flow 

variability (the difference between the AM and PM values divided by the mean of the 

two) can also be used for detecting abnormal airway labiality, as an indirect measure 

of bronchial responsiveness.26,27 

Regular measurement of peak expiratory flow rates is recommended for monitoring 

patients who have received a diagnosis of moderate to severe asthma.27 Data from 

studies in which peak expiratory flow monitoring was one component of a 

comprehensive program indicate favourable outcomes.28 

Normal values for PEFR are found to vary with sex, age height and diurnally. Within 

these constraints, the EU scale was developed as an improvement of the Wright’s 

scale.29 

Figure 7: Normal values for PEFR- the EU scale 
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VISUAL ANALOGUE SCALE (VAS) (see Annexure III) 

Operationally a VAS is a horizontal line – 100 mm in length, anchored by 

word/pictorial descriptors at each end. The patient marks on the line the point that 

they feel represents the perception of their current state. The VAS score is determined 

by measuring in millimeters from the left hand end of the line to the point that the 

patient marks. 

The use of VAS in evaluating asthma is based on a study by Gupta D, Aggarwal AN, 

Subalaxmi MV, Jindal SK.30 This type of a subjective scale makes for a more flexible 

way of assessing a patient’s dyspnea. In this study, VAS scores were correlated with 

FEV1 and PEFR. It was concluded that VAS is a relatively reliable tool for measuring 

and monitoring asthma severity when more objective tools are unavailable. 

SIX MINUTE WALK TEST31 

This is a test done to provide objective evaluation of functional exercise capacity 

before and after an intervention, to allow objective measurement of change (expressed 

in increase/decrease in distance walked in a set time period) 

Test Location: 

 Test should be performed indoors, along a long, flat, straight, enclosed 

corridor with a hard surface. 

 Walking course must be 30 m in length. 

 Length of corridor should be marked every 3 m. 

 Mark turn around points with a cone to create a 60 m lap 

Patient Preparation: 

 Patient wearing comfortable clothing and supportive shoes 

 Uses usual walking aid during test 

 Usual medical regimen should be continued 
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 A light meal is acceptable before early morning or early afternoon test 

 Patient should not have exercised vigorously with 2 hours of the beginning of 

the test 

Protocol: 

 No “warm-up” activity should be performed. 

  Patient should sit at rest for at least 10 minutes prior to test. 

 Initial baseline portion of 6MWT Worksheet31 should be completed. (See  

Annexure IV) 

  Pulse Oximetry is optional  

 Have the patient stand and rate their baseline dyspnea and fatigue using the 

Modified Borg scale.32 (see Annexure V)  

 Repeat testing should be performed about the same time of day to minimize 

intraday variability 

Interpretation: 

It is not known whether it is best for clinical purposes to express change in Six minute 

walk distance (6MWD) as an absolute value, a percentage change or a change in the 

percentage of predicted value.31 

The walk distance may vary with height, weight, age, sex, corridor length etc and as 

of now there are no set normal values as various studies have given different results. 

In one study, the median 6MWD was approximately 580m for 117 healthy men and 

500 m for 173 healthy women.33 A mean 6MWD of 630 m was reported by another 

study of 51 healthy older adults.34 

Until further research is available, it is recommended that change in 6MWD be 

expressed as an absolute value (e.g., the patient walked 50 m farther)31 
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HOMOEOPATHY AND BRONCHIAL ASTHMA 

Basic tenets of understanding the disease 

As per Dr. Samuel Hahnemann’s classification of chronic diseases35 Bronchial 

Asthma is a natural chronic disease (§78)-which arises from a chronic miasm (disease 

potential) and keeps worsening irrespective of the best physical or mental regimen. 

Using §74 Vijaykar P36 explains that the defense mechanisms of the body in chronic 

diseases may react by  

- depriving or exalting some part of the body’s irritability or sensibility 

- causing dilatation/contraction/relaxation/induration 

- total destruction.  

These three ways correspond to the miasms detailed by Dr. Hahnemann- Psora, 

Sycosis and Syphilis respectively. In conjunction with pathology, it may be inferred 

that asthma is covered mainly by the psoric and sycotic miasms. 

Vithoulkas G37 has reported several cases of asthma as a result of suppression of skin 

lesions by corticosteroids. An external manifestation is driven inward and may 

manifest physically as allergic rhinitis and/or asthma or as an emotional disturbance.  

Vithoulkas G37 and Vijaykar P38 have both drawn on embryology to explain this. 

Suppressions at the skin level or ectoderm, surface at deeper levels like the endoderm-

the respiratory epithelium being one of its derivatives. 

Dr. Hahnemann35 dictates that a Homoeopathic medicine is to be selected on the 

totality of symptoms (§7) of a case which is formed only by the deviations in health of 

mind and body of the patient (§6). Utmost importance is to be given to a patient’s 

striking, singular, uncommon and rare signs and symptoms (§153). Higher the 

correspondence of the remedy symptoms to these, higher the rate of successful 



24 
 

treatment. One may see varied medicines prescribed on these lines- right from 

Aconite Napellus to Zincum Metallicum. 

However in cases where characteristic symptoms are not available, disease specific or 

pathological prescribing is relied on. Boericke39 suggests the use of medicines like 

Adrenalin, Ipecac, Eucalyptus and Arsenic album in asthma, based on their 

physiological action. E.g. Adrenalin is a powerful vaso-constrictor and when applied 

on the Homoeopathic principle of Like cures Like; will relieve the 

bronchoconstriction of asthma. 

Research studies on Homoeopathy and Asthma 

From a comprehensive paper by Bellavite P, Ortolani R, Pontarollo F, Piasere V, 

Benato G, Conforti A1; the following information has been garnered: 

Table 2: Research studies on Homoeopathy and Asthma 

Year and 
reference 

Study 
group 

Treatment Outcome Key results 

Mosquera40 

(1990) 
120 
children 

Individualized 
homoeopathy 

General 
assessment 

Improvement 
in most cases  
(uncontrolled) 
 

Campbell et 
al.41 (1990); 
Reilly et 
al.42 (1994) 
 

28 Allopathy + 
allergen30c (HIT) 
versus 
allopathy + placebo 
 
 

Symptoms 
(VAS) and 
respiratory tests 
 

Less symptoms 
in verum 
group than 
placebo, no 
difference in 
tests 

Castellsagu42 
(1992)  

26 
children  

Individualized Global 
evaluation  

Improvement 
in most 
patients 
(uncontrolled) 

Matusiewicz 
1995,44 

1996,45 
199746 

40  Homeopathic 
complex Engystol-N 
versus placebo 

Respiratory 
tests  

Clinical 
improvement 
only in verum 
group 

Eizayaga47 
1996 

62  Individualized Symptoms 
scores 

Significant 
decrease of 
symptoms after 
therapy 
(uncontrolled) 
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Lara-
Marquez 
et al.48 
(1997)  

19  Individualized versus 
placebo 

Symptoms, 
spirometry 
parameters and 
immunological 
markers 
 

Verum better 
than placebo, 
significant 
changes of 
laboratory 
markers 

Riveron-
Garrote 
et al.49 
(1998) 

80  Individualized versus 
placebo 

General 
symptoms 
and attack 
intensity 

Higher 
reduction of 
asthma 
attacks in 
verum group 

Matusiewicz 
et al.50 

(1999)  

84 Homeopathic 
complex 
Asthma H Inj. 
Plfugerplex 
(subcutaneously) 

Use of 
allopathic 
drugs, 
laboratory and 
spirometric 
tests 

Slight decrease 
of 
conventional 
medication 
and infections; 
no change 
in spirometric 
tests 

Lewith et 
al.51 (2002)  

242 Allergen (dust mite) 
30c 
versus placebo (HIT) 

Symptoms 
(VAS) and 
expiration flux 
(FEV) 

No final 
therapeutic 
effect, 
initial 
aggravation 

Frenkel and 
Hermoni52 
(2002)  

48 Homeopathic care 
(various) 

Conventional 
medication 
Consumption 

The 
homeopathic 
intervention 
led to reduction 
in the use of 
medications 
(uncontrolled) 

White et 
al.53(2003) 

96 
children 

Individualized versus 
placebo 

Quality-of-life 
(QOL), 
symptoms and 
tests 

No changes of 
QOL, small 
not significant 
improvement 
of symptoms in 
verum group 

Li et al.54 
(2003) 

12 
children 

HIT prepared from 
individual 
allergens versus 
placebo 

Spirometric 
tests 

No 
improvement 
after 
treatment 
(uncontrolled) 

(HIT- Homoeopathic Immunotherapy) 

In conclusion, this study puts forward some observations and propositions55: 

 Randomized double-blinded studies show weak evidence in favour of 

Homoeopathy. 
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 However, equivalence studies of Homoeopathy and conventional medicine 

have strong evidence of effectiveness. 

 There is documented usefulness of Homoeopathy in asthma in general 

practice. 

 Homoeopathy is useful when applied in open practice and produces 

considerable effects even in patients with chronic diseases.56,57 

 

This seemingly paradoxical outcome calls for- 

1. Additional clinical research, both experimental and observational, including 

studies using different designs, is necessary for further research development 

in homeopathy 

2. Rigorous clinical studies examining effectiveness of homeopathy like other 

complementary and alternative medicines are the need of the hour58 in order to 

overcome the discrepancy caused by the lack of a consistent theory regarding 

the action mechanism of Homoeopathy.1 

 

For a well designed research methodology in Homoeopathy, it must1: 

 respect the complexity of its diagnostic procedure 

 include objective measurements of clinical and laboratory parameters 

 have adequate control groups of untreated subjects or subjects treated with 

conventional therapies. 

 

Examining the contents of an intervention review by the Cochrane Database,59 we 

find: 
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A quantitative meta-analysis of all asthma studies in Homoeopathy thus far was 

attempted. The search was done through electronic media or manually. Only 

randomised, double-blind, placebo-controlled, parallel group trials were included. 

However, due to the heterogeneity of trials (regarding patients, interventions, and 

outcome assessment) the analysis was restricted to assessment of homeopathic 

treatments in addition to usual care. 

The author’s conclusions were as follows: 

 Implications for practice: The currently available evidence is insufficient to 

assess the scientific role of homeopathy in the treatment of asthma. Non-

specific benefits associated with a 'holistic' package of care may exist. The 

effect of homeopathy on asthma has yet to be proven in a randomised study. 

 Implications for research: As it is likely that a large proportion of asthma 

sufferers will continue to seek advice and additional treatment from 

homoeopaths further research is desirable. Studies of more widely applicable 

and widespread treatment strategies would be more relevant, such as those 

used in White 2003.53 

 

Currently the major obstacle to clinically relevant research is paucity of 

information, systematically acquired, on a) what homeopaths actually do, and 

the range of remedies used in their routine treatment of patients with asthma 

and b) how patients respond to homeopathic treatment. 

 

As is evident in the facts presented above, there is much variation in the various 

clinical trials carried out on the effects of Homoeopathy in asthma.  

http://onlinelibrary.wiley.com/o/cochrane/clsysrev/articles/CD000353/bibliography.html#CD000353-bbs2-0006
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A recent study of 4 different trials on asthma produced varying results.60-63 All study 

subjects were treated with HIT which was administered in a randomised, double-blind 

trial, in 30C potency with a placebo control. 3 showed good improvement in VAS at 

termination whereas one did not. However, all 4 demonstrated that the verum group 

differed considerably from the placebo group. 

 

In an attempt to explain the discrepancy between the outcomes of these trials, M E 

Hyland, G T Lewith64 have presented a paper titled “Oscillatory effects in a 

homeopathic clinical trial: an explanation using complexity theory, and implications 

for clinical practice”. 

 

On observation of the pooled data of all 4 studies, they noted a definitive pattern of 

oscillation in the outcome measures used- both physiological (PEFR) and 

psychological (VAS and mood rating scale). Oscillation in the verum group is 

considered in the light of variations in the placebo group. The verum was worse than 

placebo in weeks 3 and 5 and better than placebo in weeks 7 and 9. 

To explain these oscillatory patterns, they used the intelligent body hypothesis.65,66 

This suggests that the body is organised in two different ways. First, it is organised as 

a simple system- a model followed by conventional Western medicine; where 

damaged parts are simply repaired or replaced. Second, the body is organised as an 

intelligent, complex, chaotic network that extends throughout the body. This 

hypothesis proposes that a single intelligent network co-ordinates the many control 

systems of the body, by altering the parameters of those control systems to achieve 

genetically specified outcomes. The network also follows the rule of compensation66 

which states that it makes adjustments with external disturbances in order to ensure 
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genetically specified outcomes. This rule of compensation can also explain disease 

evolution because sometimes this process of checking and adjustment is at the root of 

the pathological change that occurs in persistent chronic illness. 

 

The compensation rule has been used to explain the excessive inflammatory response 

of asthma in the lung.67 According to the two-phase network theory of asthma, a 

major factor in asthma causation is the repeated combination of immune challenge 

(eg, virus, house dust mite) and immune suppression (eg, air pollutants). The 

excessive and dysregulated immune activity of asthma is a response of the system to 

insufficient immune activity. However, because there is just one extended network, 

dysregulation in one part has ramifications throughout the network. 

Some networks can become ‘stuck’ in semi-stable states. Asthma (and many other 

chronic diseases) can be treated as ‘stuck states’ of a network. That is, the underlying 

pathology remains unchanged because the network is unable, by itself, to achieve the 

healthy state of effective regulatory competency. Although the ‘stuck state’ can be 

treated (eg, treating asthmatics with inhaled steroids), the underlying pathology 

remains and the disease becomes chronic, therefore conventional preventative 

treatment is suppressive rather than curative. 

 

M E Hyland, G T Lewith64 and Bellavite et al68 suggest that Homoeopathy mimics 

one of the body’s communication systems. The homeopathic effect may be some kind 

of control–compensatory reaction to the signal of increased symptoms. However, M E 

Hyland, G T Lewith64 stress that genetic specification lies at the basis of this effect. 

That is, Homoeopathy mimics a signal which indicates to what extent the system is 

dysfunctional. Then, due to the compensation rule, the network responds to this 
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disturbance by compensating, and this compensation pushes the network back in the 

direction of good health. 

They also state that oscillation is a property of the system: Homoeopathic treatment 

may disturb the self-organisation of a network, and in so doing set up an oscillation 

which has a patient specific pattern. However, whether that oscillation ends up as a 

long term therapeutic improvement depends on several other inputs. Consequently, a 

single remedy based on the diagnosis of an individual’s allergy may be ineffective 

therapeutically, because the oscillation in itself is non-therapeutic. Most homeopaths 

would expect an asthmatic to require several different individualized remedies, 

possibly including HIT, over a period of some months in order to obtain clear 

therapeutic benefit. This may involve several homeopathic aggravations. ‘Unsticking’ 

the system appears clinically to be a complex process in asthma and one that is 

unlikely to respond to a single split dose of HIT. We should also consider that in order 

to achieve therapeutic benefit, the network may need other therapeutic inputs as well 

as a homeopathic remedy. This may include a therapeutic consultation, herbal 

remedies, psychological therapies, nutritional remedies, etc. 

 

Thus, from this survey of recent and past research on Homoeopathy in asthma, we can 

arrive at several points for consideration: 

 Better designed and higher quality research studies are essential 

 Homoeopathic Immunotherapy needs further exploration 

 The concept of oscillation in Homoeopathic treatment needs to be tested 
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METHODOLOGY 

 

Source of Data 

This study was conducted on patients who frequented the OPD and peripheral centres 

of Fr Muller Homoeopathic Medical College and Hospital, Mangalore.  

Period of Study 

The study was carried out between March 2011 and October 2012 

Sample size 

30 cases of Bronchial Asthma were selected as per the set criteria 

Type of Study 

Quasi experimental pre and post test, without controls 

Inclusion Criteria:  

 Diagnosed cases of Bronchial Asthma according to NAEPP guidelines 

 Age group 20-40 years                           

Exclusion Criteria: 

 COPD,  Cardiac asthma and metabolic causes of breathlessness 

 Malignancies and Infectious diseases of the lung  

 History of upper abdominal surgeries in the past 3months 

 Patients on corticosteroids and β  adrenergic drugs 

Method 

Cases which fit the above criteria were further assessed for a detailed history. The 

severity of asthma according to NAEPP guidelines was decided and each patient was 

subjected to the following tests: FEV1, FVC, FEV1/FVC, PEFR, VAS and 6MWT. 
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These scores were recorded as the baseline or pre test values (0 week). The same 

process was repeated at the patient’s subsequent visit two weeks later. 

As per the totality of symptoms, each patient was prescribed an appropriate remedy. 

The potency and repetition were decided based on the demands of the case and on 

Homoeopathic principles. 

Materials (see Annexure III) 

Instruments and Procedures 

1. Visual Analogue Scale [Astra Zeneca (Anaesthesia)]. 

This scale has on its anterior aspect five different facial expressions with an 

indicator. The patient uses this to mark his/her level of breathlessness. 

Corresponding to the facial expressions, there is a measurement from 0-

100mm on the posterior aspect. This is used by the physician to note down the 

appropriate value. 0 corresponds to the smiling face, indicating no 

breathlessness and 100 corresponds to the crying face indicating the highest 

level of breathlessness. This is a subjective assessment of the patient’s 

breathlessness. 

2.  Pulmo Peak - Peak Flow Meter [Medicare Equipments Pvt. Ltd., India. 

Design no. 2100423] 

Otherwise called Wright’s Peak Flow Meter, this is a cylindrical instrument 

used to measure Peak Expiratory Flow Rate (PEFR). It has a detachable 

mouthpiece and a graduated area with a movable indicator. The patient takes a 

full inspiration, places his/her mouth around the mouthpiece to from a tight 

seal and expires as forcefully as possible. This causes the indicator to move 

upwards giving the appropriate reading of the PEFR in mL/min. 
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3. Micro Plus Spirometer [@Carefusion, Mft- Micro Direct Inc. 803 Webster 

Street, Lewiston ME 04240, USA. SN 06803-30267] 

This is a hand held, battery operated spirometer. It consists of a hand piece 

with a digital display, a switch; a filter and a disposable mouthpiece. The 

device is switched on with the switch indicating “Blow”. The patient places 

his/her mouth around the mouthpiece to form a tight seal and inspires 

maximally. He/she then expires forcefully and for as long as possible and 

inspires once more before removing their mouth from the device. The switch 

is changed to indicate “View” and four values are obtained: FEV1, FVC, FER 

and PEFR. Only the first two values are considered in this study. FEV1/FVC 

was manually calculated and PEFR values were taken from the Wright’s Peak 

Flow Meter. 

The normal values differ for each patient and are dependent on the gender and 

height. Using the calculator provided along with the Micro Plus Spirometer, 

normal values for each patient were tabulated. 

4. Six Minute Walk Test (see Annexure IV) 

This test is carried out on a level surface measuring 60m in length. The patient 

is asked to walk for 6 minutes at the fastest walking pace he can manage. The 

total distance covered in 6 minutes is noted. Also, the Heart Rate, Blood 

Pressure and Modified Borg’s Scale of Dyspnoea (see Annexure V) are 

measured before and after the test. The walk distance is used as the main 

outcome measure. 

 

 

 



34 
 

Remedies 

The remedies prescribed were all manufactured at Fr Muller Homoeopathic 

Pharmaceutical Division and dispensed at Fr Muller Homoeopathic College and 

Hospital, Mangalore. 
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OBSERVATION & RESULTS 

 

30 diagnosed cases of Bronchial Asthma between the ages of 20-40 years were 

studied. They were tested at baseline (0 week) and 2 weeks later. The severity in each 

case, before and after treatment was also noted. 

The following observations were made: 

Table 3: Distribution of cases according to gender 

 Frequency Percentage 

F 19 63.3 

M 11 36.7 

Total 30 100 

 

Figure 8: Distribution of cases according to gender  

  

In this study, female asthmatics were more than males. Of the 30 patients, 19 were 

female and 11 were male. 

 

 

Male, 3
6.70%

Female,
63.30%
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Table 4: Distribution according to age 

 

 

 

 

 

 

 

 

Figure 9: Distribution according to age 

 

 

The highest prevalence of Bronchial Asthma in this study was found in the age group 

of 20-25 years with 13 cases.  26-30 years had 4 cases, 31-35 years had 3 cases and 

36-40 years had 10 cases. 

 

 

 

43.3%

13.3%

10%

33.3%

20-25 26-30 31-35 36-40

Age Frequency Percentage 

20 - 25 13 43.3 

26 - 30 4 13.3 

31 - 35 3 10.0 

36 - 40 10 33.3 

Total 30 100.0 
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Table 5: Classification of Severity 

Severity Frequency Percentage 

Acute Exacerbation 17 56.7 

Chronic Stable Asthma 13 43.3 

 

Table 6: Severity of cases- Acute Exacerbation 

Acute Exacerbation Frequency Percentage 

Total 17 56.7 

 Pre Post Pre Post 

Mild 2 4 6.7 13.3 

Moderate 5 11 16.7 36.7 

Severe 8 2 26.7 6.7 

Life-threatening 2 0 6.7 0 

 

Table 7: Severity of cases- Chronic Stable Asthma 

Chronic stable asthma Frequency Percentage 

Total 13 43.3 

 Pre Post Pre Post 

Intermittent 0 0 0 0 

Persistent Mild 0 1 0 3.3 

Persistent Moderate 5 8 16.7 26.7 

Persistent Severe 8 4 26.7 13.3 
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Figure 10: Classification of Severity 

 

 

Figure 11: Severity of cases- Acute Exacerbation 

 

 

 

 

 

 

Acute Exacerbation

Chronic Stable Asthma

56.70%

43.30%

6.70%

16.70%

26.70%

6.70%

13.30%

36.70%

6.70%

0%

Pe
rc

en
ta

ge
 

Pre Post



39 
 

Figure 12: Severity of cases- Chronic Stable Asthma 

 

The severity of the cases was assessed by the NAEPP guidelines given in CMDT 

2010 & 2012. The number of Acute Exacerbations (17) was higher than the number 

of Chronic Stable Asthma cases (13). 

Before treatment, the Acute Exacerbation category had 2 Mild, 5 Moderate, 8 Severe 

and 2 Life-threatening cases. After treatment, this distribution changed to 4 Mild, 11 

Moderate and 2 Severe.  

As for the Chronic Stable Asthma category, there were 5 cases of Persistent Moderate 

and 8 cases of Persistent Severe. Two weeks later, this distribution was altered to 1 

Persistent Mild, 5 Persistent Moderate and 4 Persistent Severe. 
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Figure 13: Prescription and Potency trends 

 

Majority of the cases (66.7%) received a single remedy. The rest (33.3%) received 

more than 1 remedy. In both categories, the 200C potency was the most frequently 

used. 

Figure 14: Most Frequently prescribed Remedies 

 

The most frequently prescribed remedy was Puls, followed by Nat S, Kali C, Nux V 

and Rhus Tox 

 

 

 

Type of Prescription with Potency

Single Rx: 
20 pts
66.7%

More 
than 1 

Rx:10 pts
33.3%

More than 1 Rx

Ɵ: 3 pts 
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30: 2 pts
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Table 8: Analysis of Forced Expiratory Volume in 1 s (FEV1) 

 N Mean 
Std. 

Deviation 

95% Confidence Interval for 

Mean t value p value 

Lower Bound Upper Bound 

FEV1 (L) Pre 30 1.50 .74 1.22 1.77 
5.08 

.000 

HS FEV1 (L) Post 30 1.86 .70 1.60 2.12 

 

Figure 15: Mean FEV1 before and after Homoeopathic treatment 

 

The Mean FEV1 at Pre test was 1.50L with a Standard Deviation of ±.74 and a 95% 

Confidence Interval of 1.22-1.77L 

The Mean FEV1 at Post test was 1.86L with a Standard Deviation of ±.70 and a 95% 

Confidence Interval of 1.60-2.12L 

Using Paired‘t’ test, the ‘t’ value was 5.08 and the ‘p’ value was .000 indicating a 

Highly Significant improvement in FEV1 two weeks after Homoeopathic treatment. 

 

 

 

 

 

 

1.5 1.86

Mean FEV1 (L)

Pre

Post



42 
 

Table 9: Analysis of Forced Vital Capacity (FVC) 

 

N Mean 
Std. 

Deviation 

95% Confidence Interval for 

Mean t value p value 

Lower Bound Upper Bound 

FVC (L) Pre 30 1.78 .80 1.48 2.08 
3.67 

.001 

HS FVC (L) Post 30 2.03 .72 1.75 2.30 

 

 

Figure 16: Mean FVC before and after Homoeopathic treatment 

 

The Mean FVC at Pre test was 1.78L with a Standard Deviation of ±.80 and a 95% 

Confidence Interval of 1.48-2.08L 

The Mean FVC at Post test was 2.03L with a Standard Deviation of ±.72 and a 95% 

Confidence Interval of 1.75-2.30L 

Using Paired ‘t’ test, the ‘t’ value was 3.67 and the ‘p’ value was .001 indicating a 

Highly Significant improvement in FVC two weeks after Homoeopathic treatment. 
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Table 10: Analysis of FEV1/FVC  

 N Mean 
Std. 

Deviation 

95% Confidence Interval for 

Mean t value p value 

Lower Bound Upper Bound 

FEV1/FVC (%) 

Pre 
30 84.06 16.00 78.08 90.03 

3.22 
.003 

HS FEV1/FVC (%) 

Post 
30 90.74 10.87 86.68 94.80 

 

Figure 17: Mean FEV1/FVC before and after Homoeopathic treatment 

  

The Mean FEV1/FVC at Pre test was 84.06% with a Standard Deviation of ±16.00 

and a 95% Confidence Interval of 78.08-90.03% 

The Mean FEV1/FVC at Post test was 90.74 with a Standard Deviation of ±10.87 and 

a 95% Confidence Interval of 86.68-94.80% 

Using Paired ‘t’ test, the ‘t’ value was 3.22 and the ‘p’ value was .003 indicating a 

Highly Significant improvement in FEV1/FVC two weeks after Homoeopathic 

treatment. 
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Table 11: Analysis of Peak Expiratory Flow Rate (PEFR) 

 N Mean 
Std. 

Deviation 

95% Confidence Interval for 

Mean t value p value 

Lower Bound Upper Bound 

PEFR 

(mL/min) Pre 
30 237.00 100.80 199.36 274.64 

6.09 
.000 

HS PEFR 

(mL/min) Post 
30 305.67 99.37 268.56 342.77 

 

Figure 18: Mean PEFR before and after Homoeopathic treatment 

 

The Mean PEFR at Pre test was 237.00 mL/min with a Standard Deviation of ±100.80 

and a 95% Confidence Interval of 199.36-274.64 mL/min 

The Mean PEFR at Post test was 305.67 mL/min with a Standard Deviation of ±99.37 

and a 95% Confidence Interval of 268.56-342.77 mL/min 

Using Paired ‘t’ test, the ‘t’ value was 6.09 and the ‘p’ value was .000 indicating a 

Highly Significant improvement in PEFR two weeks after Homoeopathic treatment. 
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Table 12: Analysis of Visual Analogue Scale (VAS) 

 N Mean 
Std. 

Deviation 

95% Confidence Interval for 

Mean t value p value 

Lower Bound Upper Bound 

VAS (mm)Pre 30 65.47 24.67 56.25 74.68 
6.98 

.000 

HS VAS (mm) Post 30 34.40 19.29 27.20 41.60 

 

Figure 19: Mean VAS before and after Homoeopathic treatment 

 

The Mean VAS at Pre test was 65.47mm with a Standard Deviation of ±24.67 and a 

95% Confidence Interval of 56.25-74.68mm. 

The Mean VAS at Post test was 34.40mm with a Standard Deviation of ±19.29 and a 

95% Confidence Interval of 27.20-41.60mm 

Using Paired ‘t’ test, the ‘t’ value was 6.98 and the ‘p’ value was .000 indicating a 

Highly Significant improvement in VAS two weeks after Homoeopathic treatment. 
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Table 13: Analysis of Six Minute Walk Test (6MWT) 

 N Mean 
Std. 

Deviation 

95% Confidence Interval for 

Mean t value p value 

Lower Bound Upper Bound 

6MWT (m) Pre 30 425.73 126.91 378.35 473.12 
5.00 

.000 

HS 6MWT (m) Post 30 495.17 88.66 462.06 528.27 

 

Figure 20: Mean 6MWT before and after Homoeopathic treatment 

 

The Mean 6MWT distance at Pre test was 425.73m with a Standard Deviation of 

±126.91 and a 95% Confidence Interval of 378.35-473.12m 

The Mean 6MWT distance at Post test was 495.17m with a Standard Deviation of 

±88.66 and a 95% Confidence Interval of 462.06-528.27m 

Using Paired ‘t’ test, the ‘t’ value was 5.00 and the ‘p’ value was .000 indicating a 

Highly Significant improvement in 6MWT distance two weeks after Homoeopathic 

treatment. 
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DISCUSSION 

This study of 30 patients showed a higher female prevalence (63.3%) with the 20-25 

years age group being the most affected (43.3%). 

All 6 parameters showed highly significant ‘p’ values. However, since the values of 

standard deviation and the confidence intervals are high, the significance of the values 

is considerably reduced. 

Comparisons with studies from the Cochrane database search59: 

 In 4 studies which used FEV1 (Reilly42 1994, Matusiewicz45 1995, Matusiewicz50 

1999, Lewith51 2002), there was found to be no significant improvement. (-0.06L; 

95% CI -0.17-0.04) 

 However in this study FEV1 improved significantly. (0.36L; pre test 95%CI 1.22-

1.77 and post test 1.60-2.12) 

 In the Cochrane search data on FEV1, FVC, and FEV1/FVC could not be pooled 

due to disparate outcome assessment. 

 Matusiewicz45 1995 reports changes in PEFR. It increased from 200mL/min to 

330mL/min in the treatment group while it decreased from 210mL/min to         

190 mL/min in the placebo group. White53 2003 reported no difference in terms of 

improvement in PEFR. 

 In this study, PEFR increased from 237 to 305.67 mL/min. 

 This is the first study to have adopted the six minute walk test, especially to assess 

exercise-induced asthma. 

 Lewith60 2002 reported no significant difference between treatment and control, 

neither after treatment nor at 15 weeks follow-up.  

 This study showed definitive improvement in all the outcome parameters within 

the second week of treatment. 

http://onlinelibrary.wiley.com/o/cochrane/clsysrev/articles/CD000353/bibliography.html#CD000353-bbs2-0006
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A study by Sastry KGK69 showed the most useful remedies to be Arsenic; Ant. ars; 

Merc. sol; Hepar Sulph; Sambucus; Carbo Veg and Dust (Potentised). 

Srikanth K70 observed that Arsenicum album, Ipecacuanha, Mercurius solubilise were 

effective in managing acute exacerbations. 

In this study the most frequently prescribed medicines were Puls, Nat S, Kali C,    

Nux V  and  Rhus tox. 
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LIMITATIONS 

1. Pulmonary Function tests are effort dependent and this variable is difficult to 

control. 

2. The sample size is small (N=30) 

3. Cases of Chronic Stable Asthma require longer than 2 weeks observation. 

4. Cases with Acute Exacerbation might have shown changes faster than 2 

weeks. 

5. There was no control group with which to compare test results. 

6. Diurnal variability in PEFR could not be well controlled as patients did not 

always report at the same time for both visits. 
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RECOMMENDATIONS 

1. A study with similar parameters but on a larger scale with randomization and 

double blinding can be undertaken. 

2. Better assessment of PEFR can be obtained by ensuring that readings are taken 

at the same time on each visit. 

3. To reduce error due to poor effort, sufficient clear explanation with a 

demonstration is a must in every case. 

4. For a more detailed evaluation of such a study, a more sophisticated 

spirometer is advisable. It would give flow volume curves and other 

spirometric parameters like FEV6. 

5. A quality of life questionnaire for asthma can be added to the parameters used 

in this study. 

6. Pulsatilla can be studied in greater depth to assess exactly why it is effective in 

the treatment of Bronchial Asthma. 

 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



 

 

 

 

 

 

CONClUsION 
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CONCLUSION 

1. The prevalence of Bronchial Asthma is more in females in this study: 63.3%. 

 

2. The age group most affected was 20-25 years: 43.3%. 

 

3. Cases of Acute Exacerbations were more than the cases of Chronic Stable 

Asthma: 56.7% v/s 43.3%. 

 

4. Improvement in severity at the post test was more in Acute Exacerbations than 

in chronic cases. 

 

5. Majority of the patients received a single remedy: 66.7%. The rest-33.3% 

received more than 1 remedy during the course of treatment. 

 

6. In both the above mentioned groups, 200th potency was the most frequently 

prescribed. 

 

7. Pulsatilla was prescribed most frequently, followed by Natrum Sulphuricum, 

Kali Carbonicum, Nux Vomica and Rhus Toxicodendron. 

 

8. Statistical analysis of the Spirometric readings, Visual Analogue Scale and the 

Six Minute Walk Test showed highly significant changes in their values after 

Homoeopathic treatment.  
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9. Of these values, FEV1 , PEFR, VAS and 6MWT had the highest ‘p’ values 

(.000) 

 

10. Significant improvement in the Six Minute Walk Test Distance indicates the 

effectiveness of Homoeopathy in Exercise Induced Asthma. 
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SUMMARY 

 

A total of 30 cases were selected for the study based on inclusion and exclusion 

criteria. Each case was subjected to FEV1, FVC, FEV1/FVC, PEFR, VAS and 6MWT 

at baseline (0 week) and for post test, within 2 weeks. 

These parameters were used to establish a scientific basis for the effect of 

Homoeopathy on Asthma and also to objectively quantify this effect 

Statistical analysis showed highly significant ‘p’ values in the parameters before and 

after treatment  

 There was female predominance in the incidence of bronchial asthma. Among the 

total of 30 cases studied, 19 (63.3%) were female and 11 were male (36.7%).The 

subjects were diagnosed based on NAEPP and CMDT guidelines. 

 The prescription made was on the basis of the totality of symptoms. Person-specific 

symptoms were given first importance, followed by disease specific symptoms in 

some cases. By the statistically validated changes in pulmonary function tests, this 

study proves that Homoeopathy has a scientific basis and is effective in the treatment 

in Bronchial asthma. 
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ANNEXURE I 
 

CLASSIFICATION OF SEVERITY 
 

 
CHRONIC STABLE ASTHMA 
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ACUTE EXACERBATION OF ASTHMA 
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ANNEXURE II 
 

LUNG FUNCTION CALCULATOR 
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ANNEXURE III 

 
INSTRUMENTS USED 

 
 

 

MICRO PLUS SPIROMETER 

VISUAL ANALOGUE SCALE 

WRIGHT’S PEAK FLOW METER 
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ANNEXURE IV 

 
SIX MINUTE WALK TEST 

 
The following elements should be present on the 6MWT worksheet and report: 

Lap counter: __ __ __ __ __ __ __ __ __ __ __ __ __ __ __ 

Patient name: ____________________ Patient ID# ___________ 

Walk # ______ Tech ID: _________ Date: __________ 

Gender: M F Age: ____ Race: ____ Height: ___ft ____in, ____ meters 

Weight: ______ lbs, _____kg Blood pressure: _____ / _____ 

Medications taken before the test (dose and time): __________________ 

Supplemental oxygen during the test: No Yes, flow ______ L/min, type _____ 

Baseline End of Test 

Time ___:___ ___:___ 

Heart Rate _____ _____ 

Dyspnea ____ ____ (Borg scale) 

Fatigue ____ ____ (Borg scale) 

SpO2 ____ % ____% 

Stopped or paused before 6 minutes? No Yes, reason: _______________ 

Other symptoms at end of exercise: angina dizziness hip, leg, or calf pain 

Number of laps: ____ (_60 meters) _ final partial lap: _____ meters _ 

Total distance walked in 6 minutes: ______ meters 

Predicted distance: _____ meters Percent predicted: _____% 

Tech comments: 

Interpretation (including comparison with a pre intervention 6MWD): 
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ANNEXURE V 

 
MODIFIED BORG SCALE OF DYSPNOEA 

 

Scale Severity 

0 No Breathlessness At All 

0.5 Very Very Slight Breathlessness (Just Noticeable) 

1 Very Slight Breathlessness 

2 Slight Breathlessness 

3 Moderate Breathlessness 

4 Somewhat Severe Breathlessness 

5 Severe Breathlessness 

6  

7 Very Severe Breathlessness 

8  

9 Very Very Severe Breathlessness (Almost Maximum) 

10 Maximum Breathlessness 
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ANNEXURE VI 

DETAILED CASE STUDY 

 

Preliminary Data  

Name: Mr AV 

Age: 36 years 

Sex: Male 

Education: Diploma  

Occupation: Business 

Marital status: married 

Address: Bantwal 

SCR No: 28198 

Date: 30/8/12 

 
LOCATION SENSATION MODALITY ACCOMPANIMENT 
Respiratory 
system 
 
 
 
Nose  
For the past 4 
years, increased 
for 2 months 

Productive cough- 
thick, yellow 
expectoration 
Breathlessness2 

Post-nasal drip 
 
 
Occasional 
Wheezing 

<closed room 
<dust 
<talking 
<cold drinks 
<air-condition 
<smoke 
>open air 

Nausea 
Headache 
Generalized 
weakness3 

Low back pain 
Chest pain 

 
History of Chief Complaint 

 The patient was apparently healthy until 4 years ago when he developed sudden onset 

productive cough with thick, yellow expectoration, post nasal drip and breathlessness. 

There was occasional wheezing. The complaints have increased in intensity for the 

past 2 months. They are worse in a closed room, dust exposure, talking, with cold 
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drinks and air condition. He is ameliorated by open air. Along with these complaints 

he also experiences nausea, headache, generalized weakness which is not in 

proportion to his level of exertion, low back pain and chest pain. 

There is no history of fever, haemoptysis, orthopnea, radiation of chest pain, 

palpitations, excessive perspiration or drug intake. 

 

Past history 

 Nothing significant  

 

Family history 

Brother- died of Leukaemia 

Mother- Diabetes Mellitus 

 

 Patient as a person 

 Appearance : lean  

Appetite: good  

Thirst: 2 litres /day  

Craving – Vegetables, fruit 

Aversion- Sweets, Oily3 

Bowels/Bladder- Regular 

Perspiration-profuse 

Sleep : good, no dreams  

Thermals : Chilly 

Addictions: nil 
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Mental generals: Workaholic. Would rather be with family than friends. Slow to 

anger, feels bad if he reacts. Anxious about health3.Intellectual State: (Capacities and 

Performance) Perception: Clear. Memory: Sharp. Thinking: Active.  Confidence: 

Adequate. 

 

Life space investigation 

Patient comes from a higher middle class family. His childhood was uneventful. He 

lost a brother to Leukaemia and at the time was very upset about it. He is married with 

children. He shares a very good rapport with his family. He says he prefers being with 

family rather than friends. He is particular about his work and has often been called a 

workaholic by those who know him well. Regarding health matters, he is very 

conscientious and anxious. He had all his previous reports neatly filed and asked 

many questions as to the curability of his condition. He appeared patient and was 

compliant with instructions given. 

 

General physical examination  

Well built and well nourished  

Height: 160cm. Weight: 60kgs. BMI: 23.4  

Well oriented with time place and person.  

No pallor, icterus, clubbing, cyanocic, lymphadenopathy or oedema. 

Vital signs: Pulse - 78/min, regular, good volume and vessel wall not palpable.  

Temperature - Afebrile at the time of examination  

Respiratory rate - 18/min  

Blood pressure - 110/70 mm of Hg. ( Right arm supine position)  
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Systemic examination  

Respiratory system - Vesicular breath sounds with prolonged expiration. No added 

sounds. 

Cardiovascular system - S1 S2 heard. No murmurs. 

Per Abdomen- soft, non-tender. 

Central nervous system – Clinically Normal  

 

Investigations done  

Complete blood count, Absolute Eosinophil Count- all WNL 

Parameters at pre test: 

Spirometry: 

FEV1 : 1.75L (Predicted: 3.3L) 

FVC :  1.8L (Predicted: 4L) 

FEV1/FVC: 59% (Predicted: 80%) 

PEFR:  240 mL/min (Predicted: 500-600 mL/min) 

VAS: 30mm 

Six Minute Walk Test 

  
 
 
 
 
 

Severity: Chronic Persistent Severe 

 

Diagnosis 

Chronic Stable Asthma 

 

 Resting End 
Heart rate (b/min) 80 86 

BP (mmHg) 110/80 118/78 
Modified Borg Scale 1 2 

Distance (m) 480 
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Totality 

Workaholic 

Anxious about health3 

Family oriented 

Profuse perspiration 

Thermally chilly 

Thick yellow expectoration 

Post-nasal drip 

<cold 

Associated weakness and low back pain 

 

Miasmatic Totality 

Fundamental Miasm- Syco-syphilitic 

Dominant Miasm - Sycotic 

 

General management 

Avoid exposure to dust and cold 

Steam inhalation 

 

First prescription  

1. Kali Carb 200, 3 powders, 0-0-1 

2. No. 40 pills 4-0-4 

3. 3 grain tablets 1-0-1 

For 2 weeks 
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Follow-up criteria 

1. Generalized weakness 

2. Breathlessness  

3. Cough 

4. Expectoration 

5. Post nasal drip 

6. Anxiety about health 

Follow-up 

Date Symptom changes Prescription  

13/9/12 1 2 3 4 5 6 7 8 9 10 1. Kali Carb 0, 3 
powders, 0-0-1 

2. No. 40 pills 4-
0-4 

3. 3 grain tablets 
1-0-1 

For 2 weeks 
 

>+++ A >++ >++ > S     

Patient reports much improvement in complaints. 
Generals-good 
On examination: Weight 60kgs 
Respiratory system: Normal vesicular breath 
sounds. No added sounds. 

 
Parameters at post test: 

Spirometry: 

FEV1 : 2.95L (Predicted: 3.3L) 

FVC :  2.5L (Predicted: 4L) 

FEV1/FVC: 73% (Predicted: 80%) 

PEFR:  400 mL/min (Predicted: 500-600 mL/min) 

VAS: 0mm 
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Six Minute Walk Test 

  
 
 
 
 
 

Severity: Chronic Persistent Mild 
 
 
 
 
 
 
 

 Resting End 
Heart rate (b/min) 78 82 
BP (mmHg) 116/78 120/80 
Modified Borg Scale 0 1 
Distance (m) 560 



75 
 

Master Chart 

Sr 
No Pt  Data SCR 

No 

FEV1 (L) FVC (L) FEV1/FVC 
(%) 

PEFR 
(mL/min) VAS (mm) 6MWT 

(m) Rx 
Severity 

Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post 

1 20/F, S 20194 0.58 0.87 0.61 0.9 95 100 120 160 80 50 270 350 

Nat S 
200, Ars 
A 200, 
Blatta Ɵ 

A/c  Life-
threatening A/c Severe 

2 38/F, SM 372 0.74 1.06 0.74 1.1 100 99 140 210 55 20 382 495 Lyco 
200 

C/c 
Persistent 
Severe 

C/c Persistent 
Severe 

3 20/M, N 18165 1.32 1.81 1.62 1.8 82 100 180 300 50 25 330 510 Nat M 
200 A/c Severe A/c Moderate 

4 24/F, J  19624 1.39 1.61 2 1.7 70 93 310 320 50 25 540 565 Sulph 
200 

C/c 
Persistent 
Severe 
 

C/c Persistent 
Moderate 

5 28/F, RS 20265 1.87 1.88 2.05 2.2 91 84 280 310 74 60 445 525 Puls 0/1 

C/c 
Persistent 
Moderate 
 

C/c Persistent 
Moderate 

6 32/M, 
MA 21144 2.76 2.9 2.79 2.9 99 99 420 520 50 50 480 510 Nux V 

0/1 

C/c 
Persistent 
Moderate 

C/c Persistent 
Moderate 

7 22/F,SL 15921 0.99 1.18 1.23 1.3 96 100 240 300 35 24 480 510 Mag C 
1M 

C/c 
Persistent 
Severe 
 

C/c Persistent 
Severe 

8 22/M, 
MS 11853 3.4 3.2 3.47 3.6 98 90 480 480 65 50 550 500 Arg N 

1M 

C/c 
Persistent 
Moderate 

C/c Persistent 
Moderate 
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Sr 
No Pt  Data SCR 

No 

FEV1 (L) FVC (L) FEV1/FVC 
(%) 

PEFR 
(L/s) VAS (mm) 6MWT 

(m) Rx 
Severity       

Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post 

9 30/M, S 10059 1.93 2.95 3.36 3 57 99 150 300 40 10 540 540 Nux V 
200 A/c Moderate A/c 

Moderate 

10 31/F, J 21693 1.38 1.4 1.4 1.4 99 100 230 240 50 25 405 450 Cact G 
30 

C/c Persistent 
Severe 

C/c 
Persistent 
Severe 

11 21/M, B  20413 1.73 2.01 1.73 2 100 100 380 420 100 0 660 660 

R T 
200,     
Bell 
200,    
Bar C 
200 

A/c Moderate A/c 
Moderate 

12 36/M, JJ 22136 1.51 1.04 1.61 1.1 94 96 350 320 25 50 480 525 Tub 1M C/c Persistent 
Severe 

C/c 
Persistent 
Severe 

13 24/M, 
GB 19809 2.86 3.31 3.3 3.3 87 100 350 410 50 25 600 600 Hep S 

200 A/c Mild A/c Mild 

14 40/F, AK 7557 1.75 1.78 1.78 1.8 98 100 300 310 75 25 450 480 Kali C 
200 

C/c Persistent 
Moderate 

C/c 
Persistent 
Moderate 

15 20/M, 
LD 22444 1.68 1.9 1.72 1.9 98 100 320 330 50 50 480 500 R T 200 A/c Severe A/c 

Moderate 

16 22/F, 
NZH 22449 1.2 1.66 1.2 1.7 100 95 200 200 70 25 465 500 

Puls 
200, 
Kali M 
6x 

A/c Severe A/c 
Moderate 

17 30/F, S 21888 1.5 1.76 1.68 1.9 89 95 210 240 50 22 420 525 Bry 200 A/c Moderate A/c 
Moderate 

18 38/F, ME 13664 0.37 0.67 0.44 0.7 84 91 60 100 100 50 40 315 
Puls 
200, 
Brom30 

A/c Life-
threatening A/c Severe 
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Sr 
No Pt  Data SCR 

No 

FEV1 (L) FVC (L) FEV1/FVC 
(%) 

PEFR 
(L/s) VAS (mm) 6MWT 

(m) Rx 
Severity 

Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post 

19 39/F, AS 19353 1.91 1.99 2.03 2.1 94 93 200 350 50 38 400 440 R T 
200 A/c Moderate A/c Mild 

20 27/F, PD 15317 1.74 1.77 1.78 1.9 99 95 200 220 40 42 470 500 

Puls 
1M, 
Aralia 
Ɵ 

C/c Persistent 
Moderate 

C/c Persistent 
Moderate 

21 40/F, A 16520 0.62 1.25 0.76 1.8 82 69 150 200 100 20 350 400 Puls 
1M A/c Severe A/c Moderate 

22 37/F, N 16264 0.8 1.78 1.04 1.8 77 99 100 310 100 70 200 250 

Ant T 
200, 
Grind 
Ɵ 

A/c Severe A/c Moderate 

23 38/F, S 27458 1.25 1.69 1.84 2.1 68 82 200 260 100 50 265 570 
Puls 
30, Nat 
S 200 

A/c Moderate A/c Mild 

24 20/M, G 28134 2.96 3.03 3.45 3.6 86 85 300 500 50 18 550 590 Nat S 
200 A/c Mild A/c Mild 

25 32/F, S 14812 0.8 1.61 1.77 2.5 45 64 110 200 100 73 250 350 

Nat S 
200, 
Blatta 
3x 

A/c Severe A/c Moderate 

26 36/M, 
AV 28198 1.75 2.95 1.8 2.5 59 73 240 400 30 0 480 560 Kali C 

200 
C/c Persistent 
Severe 

C/c Persistent 
Mild 

27 36/M, 
SB 26782 0.98 1.96 1.48 2.4 66 80 300 400 75 25 440 580 

Kali C 
200, 
Nux V 
0/1 

A/c Severe A/c Moderate 
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Sr 
No Pt  Data SCR 

No 

FEV1 (L) FVC (L) FEV1/FVC 
(%) 

PEFR 
(L/s) VAS (mm) 6MWT 

(m) Rx 
Severity 

Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post Pre Post 

28 22/F, P 28709 1.03 1.18 1.78 1.7 58 69 120 250 100 50 400 480 Sil 200 A/c Severe A/c Moderate 

29 25/F, KB 28732 0.96 1.83 1.53 2.3 63 81 270 310 50 10 500 520 Lac C 
200 

C/c Persistent 
Severe 

C/c Persistent 
Moderate 

30 20/F, Z 21599 1.23 1.68 1.38 1.8 89 92 200 300 100 50 450 555 
Puls 
200, 
FP 6x 

C/c Persistent 
Severe 

C/c Persistent 
Moderate 
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