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Letters to the Editor 

ERYTHEMA NODOSUM LEPROSUM IN SUBGROUPS OF LEPROMATOUS 
LEPROSY 

Editor, 
Lepromatous leprosy has two subgroups, subpolar lepromatous leprosy (LLs) and immunologically 

stable and anergic polar lepromatous leprosy (LLp). 1-
3 

This subgrouping is based on genesis of lesions, 
clinical and histological exarnination2 (Table 1). LLs patients acquire lepromatous status by gradual 

downgrading whereas LLp is de novo lepromatous .  

Erythema nodosum leprosum (ENL) is an acute immune complex mediated reactional episode, 

occurring in patients at or close to the lepromatous end of leprosy spectrum and characterized by 

widespread crops of evanescent, erythematous and indurated subcutaneous nodules mainly on face and 

limbs, usually accompanied by fever and other constitutional symptoms.4•5 Classical histological 

features of active ENL lesions include increased vascularity with many dilated capillaries in the 

upper dermis and neutrophilic infiltration, oedema and vasculitis in lower dermis .4•5 We have 

retrospectively studied 659 lepromatous leprosy (LLs-552, LLp- 107) patients out of 3500 leprosy 
patients registered in our leprosy clinic, over a 1 9-year period for the development of ENL with or 

Table 1. Clinical profile of LLs and LLp 

Observations 

Genesis of lesions 

Clinical features 
- infiltration 
- peripheral neuropathy 
- oedema hands & feet 
- neuritis 
- deformi tis 
- trophic ulcers 
- nodules 

Histopathology 
- compact macrophage granuloma 
- lymphocytes 
- foamy change 
- nerves 

Bacteriological Index 

Upgrading reactions 

Lepromin conversion with 
immunotherapy 

LLs 

Lesions arise by gradual down grading 
from higher spectrum 

Patchy 
+ 
+ 
++ 
++ 
++ 
+ 

++ 
Moderate number 
+ 
Onion skin appearance 

Significant variation from site to site 

+ 

+ 

LLp 

Lesions arise de novo 

Diffuse 
++ 
++ 

+ (Late) 
+ (Late) 
+ 

++ 
Scanty 
++ 
N orrnallH yaIinised 

Uniformly high at all sites 
(4+ -6+ ) 
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Table 2. ENL in patients of LLs & LLp 

Patients ENL 

LLs M 432 1 10 (25'4%) 
F 1 20 35 (29'0%) 

Total 552 145 (26'2%) 

LLp M 82 9 ( 1 0'9%) 
F 25 3 ( 1 2'0%) 

Total l O7 12 ( 1 1 '2%) 

(p. value < ·00 I ) .  

without antileprosy drugs. ENL was diagnosed by clinical and histopathological findings .  We have been 

giving rifampin daily for at least 1 year in all lepromatous leprosy patients along with dapsone and 

clofazirnine as per WHO-MDT since 1 984. Prior to this period some patients also received dapsone 

monotherapy. It may be mentioned here that about 3 1  % of LL patients dropped out before completing 

two years treatment. 

ENL was observed in 26·2% (M, 25,4%, F, 29·01  %) patients of LLs while only 1 1 ·2% (M, 10'9%, F, 

1 2%) patients of LLp showed ENL reaction (p < 0·00 1 )  (Table 2). Interestingly, in our study, all 

patients of LLp who developed ENL, developed so on antileprosy drugs, while about 25% of LLs 

patients developed ENL before starting treatment. It is possible that in immunologically unstable LLs 
other factors such as intercurrent infections, stress, vaccination, etc . ,  may precipitate ENL. Antileprosy 

drugs can precipitate ENL by disintegration of M. leprae and release of antigenic material.6 Presence of 

raised levels of C3 break down product C3d in ENL episodes is compatible with presence of 

extravascular complement fixing complexes at the sites of antigen release,4,5 while circulating 
immune complexes, are not likely to cause ENL, because they occur equally commonly in patients 

of LL with or without ENL.5 

Modlin et al.7 showed that ENL tissue had more numerous cells of the helper-inducer phenotype 

and less suppressor/cytotoxic phenotypes as compared to nonreactional lepromatous tissues suggesting 
role of cell-mediated immune response in the pathogenesis of ENL.7 Laal et al. also demonstrated a 

transient increase in cell-mediated immunity in ENL.8 Transient changes in cell-mediated immune 

response may act directly, leading to the release of mycobacterial antigens in situ or permit production 
of an antibody critical to formation of the immune complex.7,8 These changes in cell-mediated 
immunity are, however, expected to be less common in anergic and immunologically stable LLp. 
These immunological observations may explain our observations of an increased frequency of ENL in 
LLs and that none of our LLp patients developed ENL before antileprosy drug treatment, 
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PERSONALISED THERAPY VS. FIXED DURATION THERAPY 

Editor, 
The therapeutic aspect of medical sciences cannot be equated to mathematics and cannot be 

standardized. The phrase itself 'Fix Duration Therapy' sounds unscientific and nalve. The 'ars 

therapeutica' is a complex art which needs time to be mastered and has to take into account many 

factors : 

1 the objective therapeutic value of a given drug; 

2 the absorption, metabolism, pharmacokinetics of the drug; 

3 the personality and general conditions of the patients; and 

4 the personality of the attending medical officer. 

Too many variables for any standardization to be significant and practical. 

As a matter of fact every physician has his/her own therapeutic regimen for any given disease. In the 

management of common ailments a physician will take the textbook' s  prescriptions as a broad 

guideline, filter them through his/her experience and finally adapt them to the patient' s need, age, 
personality and general conditions. 

Where communicable diseases are concerned-which pose a public health problem-the possibility 

of a conflict between the public health authorities and the physicians is not a remote hypothesis. Let us 
consider the case of leprosy. 

The public health officer is, usually, a non-practising physician, therefore he/she thinks and behaves 

like a bureaucrat, whose main concern are statistics and the cost of therapeutics, that is the lowest cost ! 

On the other hand a practising physician does resent the fact that somebody, with limited or no clinical 

knowledge at all, should dictate him. 
The WHO guidelines of MDT are, I believe, just guidelines, i.e. that paucibacillary (PB) patients 

should be treated with at least 2 drugs for at least 6 months and a multibacillary (MB) with three drugs 

for at least 2 years. Unfortunately the bureaucrats read the guidelines with a different mind-frame: 6 
months therapy is the maximum allowed for a PB patients and if the medical officer, in his jUdgement, 
feels that a particular patient requires 3 drugs for a longer period, he is labelled spendthrift or ignorant or 

both. 
On the issue of fixed duration therapy (FDT) the Workshop on Chemotherapy held at Orlando in 

1 993 stressed two important points : 
1 ,  'Fixed duration regimen may prove to be inadequate in previously untreated LL patients with a 

high bacterial load . . .  caution (should be used) in the widespread adoption of 2-year fixed duration 
treatment, and 2, ' . . .  many relapses are occurring late and, therefore, five years' post-treatment 
follow-up appears to be inadequate, 8 - 1 0  years being the minimum required. '  1 Yet the Indian 
Government has adopted FDT. It is possible that behind such decision there are bureaucrats and 

desk-doctors. 




