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ABSTRACT

Tuberculosis (TB) remains one of the world’s deadliest infectious diseases despite decades of
public health efforts. Caused by Mycobacterium tuberculosis, an aerobic, acid-fast bacillus
discovered by Robert Koch in 1882. TB continues to affect over 10 million individuals annually,
with 1.3 million deaths worldwide. The natural history of TB involves chronicity, tissue
destruction, systemic debility, relapse, and sequelae. From a homoeopathic perspective, TB
represents a complex, multilayered miasmatic expression influenced by Psora, Sycosis, and
Syphilis. This article attempts to interpret tuberculosis by correlating its clinical expressions,
susceptibility patterns, constitutional predispositions, and pathological outcomes with the three
fundamental miasms. The miasmatic approach aids in constructing an individualized totality,
selecting suitable anti-miasmatic remedies, and understanding the chronicity, relapsing tendency
and persistent debility seen in TB. This integrative interpretation facilitates a deeper appreciation

of TB’s natural history and supports holistic case management in homoeopathic practice.
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INTRODUCTION

Tuberculosis, caused by Mycobacterium tuberculosis, remains a major public health concern,
with India contributing significantly to global morbidity. Clinically, TB displays a mixed
miasmatic picture, and an understanding of the Psora—Sycosis—Syphilis triad helps the
physician individualize treatment, recognise susceptibility, and prescribe deeper acting anti-

miasmatic remedies.

India accounts for the largest share of global TB cases, contributing nearly 27% of the world's
burden. The resurgence of drug-resistant tuberculosis—multidrug-resistant (MDR-TB) and

extensively drug-resistant (XDR-TB)—presents an additional challenge for disease control.



The pathogen’s ability to persist, evade immunity, form granulomas, and cause progressive

tissue destruction makes it a significant global challenge.
ETIOLOGY

The etiology is multifactorial, involving the pathogen, host susceptibility, and environmental

factors.
Causative Agent

Mpycobacterium tuberculosis
e Slender, rod-shaped acid-fast bacillus
e High lipid content (mycolic acid) — resistance to drying, disinfectants
e Slow-growing; multiplies every 18-24 hours
e Transmitted mainly through airborne droplets from an infected person

Fig 1 — Mycobacterium Tuberculi

Source of Infection

e Persons with active pulmonary TB

o Coughing, sneezing, talking, singing release infectious droplet nuclei

o Rare sources: infected milk (Mycobacterium bovis), tissue transplantation, laboratory
accidents

Modes of Transmission

Tuberculosis is transmitted mainly through the airborne route, by inhalation of droplet nuclei
containing Mycobacterium tuberculosis that reach the alveoli. Rare modes of transmission
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include ingestion of contaminated milk causing M. bovis infection, direct inoculation through
skin injuries, and transplacental transmission, which is extremely uncommon. The development
of tuberculosis depends greatly on host predisposing factors, the most important being
immunosuppression, especially HIV infection, which is the strongest risk factor; other
contributors include diabetes mellitus, malnutrition, prolonged steroid or chemotherapy use,
chronic renal failure, organ transplantation, and extremes of age. Genetic factors such as defects
in the [L-12/IFN-y pathway, positive family history, and certain HLA types also increase
susceptibility. Lifestyle factors like smoking, alcohol intake, substance abuse, psychological
stress, and poor living conditions further predispose individuals to disease. Environmental
factors play a significant role and include overcrowding, poor ventilation, low socioeconomic
status, urban slums, migration, and close contact in institutional settings such as prisons, hostels,
and shelters. In addition, pathogenic (bacillary) factors contribute to disease causation,
including high virulence of the organism, a lipid-rich cell wall that confers resistance to host
immunity, the ability of the bacilli to survive intracellularly within macrophages, and their
capacity to remain latent through granuloma formation.

Pathophysiology of Mycobacterium tuberculosis

Pathophysiology explains how the bacillus enters the body, survives, multiplies, produces
disease, and progresses. Tuberculosis passes through four major stages:

Entry and deposition in lungs

Intracellular survival and primary infection
Granuloma formation and latency
Reactivation and progressive disease
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After inhalation, Mycobacterium tuberculosis enters the respiratory tract as 1-S pm droplet
nuclei, reaches the alveoli, and is phagocytosed by alveolar macrophages. During the primary
infection, the bacilli survive and multiply intracellularly by inhibiting phagosome—lysosome
fusion, resisting intracellular killing due to their mycolic acid-rich cell wall, suppressing the
oxidative burst, and utilizing host lipids; subsequent spread to the hilar lymph nodes results in
formation of the Ghon complex, producing primary tuberculosis. Within 2—6 weeks, cell-
mediated immunity develops, dominated by Th1 lymphocytes; release of IFN-y activates
macrophages, leading to granuloma (tubercle) formation composed of epithelioid cells,
Langhans giant cells, and central caseous necrosis, thereby containing the infection and
producing latent tuberculosis. In the latent phase, viable bacilli persist in a dormant state within
granulomas without clinical symptoms, but reactivation may occur when host immunity
declines, as seen in HIV infection, diabetes mellitus, malnutrition, or prolonged steroid therapy.
Failure of immune containment results in progressive disease, manifesting either as progressive
primary tuberculosis with widespread pulmonary involvement due to poor immunity, or as
secondary (reactivation) tuberculosis, characterized by apical lung involvement with
caseation, cavitation, sputum positivity, and haemoptysis, which may further progress to miliary
tuberculosis through hematogenous spread. Dissemination of infection may occur locally via
bronchogenic spread, causing pleural effusion or empyema, or hematogenously, leading to
miliary TB, tuberculous meningitis, Pott’s disease of the spine, and involvement of organs such
as the kidneys, adrenals, and genital tract.

Clinical Features of Tuberculosis

Tuberculosis presents with constitutional symptoms such as low-grade evening fever, night
sweats, anorexia, weight loss, fatigue, malaise, and cachexia in advanced disease.

Pulmonary tuberculosis, the most common form, manifests as a persistent cough for more than
2-3 weeks, initially dry and later productive with mucoid, purulent, or blood-stained sputum,
often associated with hemoptysis; chest pain and breathlessness occur in later stages, with signs
including reduced chest expansion, dullness on percussion, bronchial breathing, apical
crepitations, and cavitary changes.

Primary tuberculosis, seen mainly in children and immunocompromised individuals, is often
mild or asymptomatic, presenting with low-grade fever, mild cough, failure to thrive, hilar
lymphadenopathy, and occasional pleural effusion.

Secondary (post-primary) tuberculosis in adults is more severe, characterized by marked
constitutional symptoms, persistent productive cough, hemoptysis, cavitation, and progressive
lung destruction.

Extra-pulmonary tuberculosis, resulting from lymphatic or hematogenous spread, may
involve lymph nodes (painless matted nodes, cold abscess, sinus), pleura (chest pain, dyspnea,
dry cough, effusion), skeleton (back pain, spinal deformity as in Pott’s disease, restricted



movement), genitourinary system (dysuria, frequency, sterile pyuria, infertility), abdomen (pain,
distension, altered bowel habits, ascites), meninges (headache, fever, vomiting, neck stiffness,
altered sensorium), or present as miliary tuberculosis with high fever, severe weakness,
breathlessness, hepatosplenomegaly, and multisystem involvement.

Complications include massive hemoptysis, bronchiectasis, pneumothorax, respiratory failure,
amyloidosis, and cor pulmonale.

Diagnosis of Tuberculosis

1.Clinical Suspicion:

Suspect TB in patients with cough >2-3 weeks, evening rise of fever, night sweats, weight loss,
hemoptysis, contact history, and risk factors like HIV, diabetes, or malnutrition. Clinical features
guide investigations but are not confirmatory.

2.Microbiological Diagnosis (Gold Standard):

e Sputum smear (ZN stain): Detects AFB; rapid, inexpensive, indicates infectivity but
less sensitive.

e Culture (LJ medium): Confirms TB and drug sensitivity; takes 4-8 weeks

e _.Molecular tests (CBNAAT/GeneXpert): Rapid detection of TB DNA and rifampicin
resistance; WHO-recommended for pulmonary and extrapulmonary TB.

3.Radiological Diagnosis:
Chest X-ray shows upper lobe infiltrates, cavities, fibrosis, lymphadenopathy, or pleural
effusion; supportive, not confirmatory.

4.Immunological Tests:
e Mantoux test: Indicates TB infection, not active disease; affected by BCG and
Immunosuppression.
e IGRA: More specific; useful for latent TB.

S5.Extra-Pulmonary TB Diagnosis:
Based on site-specific tests—FNAC/biopsy, CSF, pleural/ascitic fluid analysis, PCR/CBNAAT,
and histopathology showing caseating granulomas.

6.Additional Investigations:
Raised ESR, anemia on CBC, mandatory HIV testing, and blood glucose screening.



Miasmatic Approach of Tuberculosis (Homoeopathic View)

In Homoeopathy, tuberculosis is not viewed as a single miasm, but as a mixed or transitional
miasmatic state, showing the simultaneous action of Psora, Sycosis, and Syphilis. This
concept is strongly emphasized by James Tyler Kent and rooted in the chronic miasm theory of
Samuel Hahnemann.

According to Dr.Hahnemann ,
Aphorism § 72

“They are diseases of such a character that, with small, often imperceptible beginnings,
dynamically derange the living organism, each in its own peculiar manner, and cause it gradually
to deviate from the healthy condition, in such a way that the automatic life energy, called vital
force, whose office is to preserve the health, only opposes to them at the commencement and
during their progress imperfect, unsuitable, useless resistance, but is unable of itself to extinguish
them, but must helplessly suffer (them to spread and) itself to be ever more and more abnormally
deranged, until at length the organism is destroyed; these are termed chronic diseases. They are
caused by infection with a chronic miasm.”

Hahnemannian Classification of Disease : True Chronic Disease
Homoeopathic View on Tuberculosis :

According to Samuel Hahnemann, tubercular miasm is not a separate miasm. He recognised
only three chronic miasms—Psora, Syphilis, and Sycosis. Tuberculosis was viewed as a
mixed miasmatic condition, arising mainly from deep-seated psora and complicated by
syphilis, with occasional sycotic influence. Psora provides the susceptible soil, while syphilis
accounts for the destructive changes; hence, TB is predominantly psoro-syphilitic, and
treatment must be constitutional, addressing the underlying chronic miasms rather than a
distinct tubercular miasm.

According to James Tyler Kent, tubercular miasm is not a separate miasm. He taught that
psora is the basic miasm, and tuberculosis develops when psora is complicated by syphilis.
Psora creates susceptibility and weakness, while syphilis causes the destructive changes seen in
tuberculosis. Therefore, TB is a psoro-syphilitic condition, not a fourth miasm, and treatment
should be constitutional, mainly anti-psoric, with anti-syphilitic remedies when destruction is
present.



Miasm :

PSORA SYPHILIS SYCOSIS TUBERCULAR
e Low-grade e Hemoptysis ¢ Productive cough |e Rapid alteration of
evening fever (mucoid or purulent symptoms

e Anorexia
e Weight loss
o Fatigue, malaise

e Failure to thrive
(children)

e Mild cough (early
or primary TB)

e General debility
and lowered vitality

e EBarly immune
weakness

e Functional
disturbance without
gross tissue
destruction

e Persistent cough
(initially dry)

e Mild breathlessness
on exertion

Fever with weakness
(before organ
destruction)

e Cavitary lesions

e Progressive lung
destruction

¢ Bronchial breathing

Apical crepitations

Pneumothorax

Respiratory failure

Pott’s disease

Back pain

Spinal deformity

e Restricted
movements

¢ Bone destruction
Tubercular meningitis

e Massive
hemoptysis

e Bronchiectasis
(structural
destruction)

e Amyloidosis

e Cor pulmonale

sputum)

e Chronic bronchial
catarrh

e Pleural effusion
¢ Thickened pleura

e Reduced chest
expansion

e Chronic
inflammatory
infiltrates

e Hilar
lymphadenopathy

e Painless matted
lymph nodes

e Cold abscess
formation

¢ Sinus formation
(before ulceration)

e Chronic pleural TB

e FEffusions and thick
secretions

e Progressive
emaciation despite
appetite

e Alteration
between weakness
and activity

e Family history of
TB




Homoeopathic Diagnosis : Tubercular miasm

REPERTORIAL CHART :

THERAPEUTICS :

1. Tuberculinum

Respiratory.--Enlarged tonsils. Hard, dry cough during sleep. Expectoration thick, easy; profuse
bronchorrheea. Shortness of breath. Sensation of suffocation, even with plenty of fresh air. Longs
for cold air. Broncho-pneumonia in children. Hard, hacking cough, profuse sweating and loss of

weight, rales all over chest. Deposits begin in apex of lung

Fever.--Post-critical temperature of a remittent type. Here repeat dose every two hours

(MacFarlan). Profuse sweat. General chilliness.
2.CALCAREA CARBONICA

Respiratory.--Tickling cough troublesome at night, dry and free expectoration in morning;
cough when playing piano, or by eating. Persistent, irritating cough from arsenical wall paper
(Clarke). Extreme dyspnsa. Painless hoarseness; worse in the morning. Expectoration only
during the day; thick, yellow, sour mucus. Bloody expectoration; with sour sensation in

chest. Suffocating spells; tightness, burning and soreness in chest; worse going upstairs or
slightest ascent, must sit down. Sharp pains in chest from before backwards. Chest very sensitive

to touch, percussion, or pressure. Longing for fresh air. Scanty, salty expectoration (Lyc).

Fever.--Chill at 2 pm begins internally in stomach region. Fever with sweat. Pulse full and
frequent. Chilliness and heat. Partial sweats. Night sweats, especially on head, neck and chest.
Hectic fever. Heat at night during menstruation, with restless sleep. Sweat over head in children,

so that pillow becomes wet.
3. KALI CARB

Respiratory.--Cutting pain in chest; worse lying on right side. Hoarseness and loss of voice.
Dry, hard cough about 3 am, with stitching pains and dryness of pharynx. Bronchitis, whole

chest is very sensitive. Expectoration scanty and tenacious, but increasing in morning and after



eating; aggravated right lower chest and lying on painful side. Hydrothorax. Leaning forward
relieves chest symptoms. Expectoration must be swallowed; cheesy taste; copious, offensive,
lump. Coldness of chest. Wheezing. Cough with relaxed uvula. Tendency to tuberculosis;

constant cold taking; better in warm climate.
4.BRYONIA ALBA

Respiratory.--Soreness in larynx and trachea. Hoarseness; worse in open air. Dry, hacking
cough from irritation in upper trachea. Cough, dry, at night; must sit up, worse after eating or
drinking, with vomiting, with stitches in chest, and expectoration of rust-colored sputa. Frequent
desire to take a long breath; must expand lungs. Difficult, quick respiration; worse every
movement; caused by stitches in chest. Cough, with feeling as if chest would fly to pieces;
presses his head on sternum; must support chest. Croupous and pleuro-pneumonia. Expectoration
brick shade, tough, and falls like lumps of jelly. Tough mucus in trachea, loosened only with
much hawking. Coming into warm room excites cough (Nat carb). Heaviness beneath the
sternum extending towards the right shoulder. Cough worse by going into warm room. Stitches

in cardiac region. Angina pectoris .

Fever.--Pulse full, hard, tense, and quick. Chill with external coldness, dry cough, stitches.
Internal heat. Sour sweat after slight exertion. Easy, profuse perspiration. Rheumatic and typhoid

marked by gastro-hepatic complications.
5.ARSENICUM ALBUM

Respiratory.--Unable to lie down; fears suffocation. Air-passages constricted. Asthma worse
midnight. Burning in chest. Suffocative catarrh. Cough worse after midnight; worse lying on
back. Expectoration scanty, frothy. Darting pain through upper third of right lung. Wheezing
respiration. Hémoptysis with pain between shoulders; burning heat all over. Cough dry, as from

sulphur fumes; after drinking.

Fever.--High temperature. Periodicity marked with adynamia. Septic fevers. Intermittent.
Paroxysms incomplete, with marked exhaustion. Hay-fever. Cold sweats. Typhoid, not too early;
often after Rhus. Complete exhaustion. Delirium; worse after midnight. Great restlessness. Great

heat about 3 am.



6.SILICEA TERRA

Respiratory.--Colds fail to yield; sputum persistently muco-purulent and profuse. Slow recovery
after pneumonia. Cough and sore throat, with expectoration of little granules like shot, which,
when broken, smell very offensive. Cough with expectoration in day, bloody or purulent.
Stitches in chest through to back. Violent cough when lying down, with thick, yellow lumpy

expectoration; suppurative stage of expectoration (Bals. Peru).

Fever.--Chilliness; very sensitive to cold air. Creeping, shivering over the whole body. Cold
extremities, even in a warm room. Sweat at night; worse towards morning. Suffering parts feel

cold.
7. IODIUM

Respiratory.--Hoarse. Raw and tickling feeling provoking a dry cough. Pain in larynx.
Laryngitis, with painful roughness; worse during cough. Child grasps throat when coughing.
Right-sided pneumonia with high temperature. Difficult expansion of chest, blood-streaked
sputum; internal dry heat, external coldness. Violent heart action. Pneumonia. Hepatization
spreads rapidly with persistent high temperature; absence of pain in spite of great involvement,
worse warmth; craves cool air. Croup in scrofulous children with dark hair and eyes

(Brom opposite). Inspiration difficult. Dry, morning cough, from tickling in larynx. Croupy
cough, with difficult respiration; wheezy. Cold extends downwards from head to throat and
bronchi. Great weakness about chest. Palpitation from least exertion. Pleuritic effusion. Tickling

all over chest. Iod cough is worse indoors, in warm, wet weather, and when lying on back.

Fever.--Flushes of heat all over body. Marked fever, restlessness, red cheeks, apathetic. Profuse

sweat.
8. SULPHUR

Respiratory.--Oppression and burning sensation in chest. Difficult respiration, wants windows
open. Aphonia. Heat, throughout chest. Red, brown spots all over chest. Loose cough; worse
talking, morning, greenish, purulent, sweetish expectoration. Much rattling of mucus. Chest feels
heavy; stitches, with heart feeling too large and palpitating p/euritic exudations. Use Tinctura

sulphuris. Stitching pains shooting through to the back, worse lying on back or breathing deeply.
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Flushes of heat in chest rising to head. Oppression, as of a load on chest. Dyspnoea in middle of

night, relieved by sitting up. Pulse more rapid in morning than in evening.

Fever.—Frequen t flashes of heat. Violent ebullitions of heat throughout entire body. Dry skin
and great thirst. Night sweat, on nape and occiput. Perspiration of single parts. Disgusting

sweats. Remittent type.
CONCLUSION :

Tuberculosis, though caused by Mycobacterium tuberculosis, is a true chronic disease in
homoeopathy. Its long course, relapsing nature, tissue destruction, and systemic weakness
indicate a mixed miasmatic origin, mainly psora and syphilis with sycotic influence.
Understanding TB through both modern pathology and Hahnemannian philosophy highlights the
role of susceptibility, constitution, and vital force. The miasmatic approach guides accurate
diagnosis and selection of deep-acting remedies, ensuring holistic and individualized

treatment rather than disease-centred care.
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