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Introduction
Neural damage caused by leprosy commonly presents itself as 

easily recognizable and treatable acute neuritis, which may occur at 
any time during the course of the disease.1 However, some leprosy 
patients present what is known as “silent neuritis”, which, due to a 
paucity of overt symptoms, often remains unnoticed until extensive 
nerve damage has taken place, particularly in the multi-bacillary 
(MB) leprosy forms.1–5

Case report
The three patients (two males and one female), between 40-61 

years of age, then in attendance at the National Referral Center for 
Leprosy Treatment of the Oswaldo Cruz Foundation in Rio de Janeiro, 
RJ, had positive skin smears. Subsequent to being diagnosed with 
lepromatous leprosy (LL), multidrug therapy (MDT) for MB leprosy 
was initiated. They all had clinical signs of small fiber injury while 
one also showed large fiber injury. All three patients had normal deep 
tendon reflexes. None were found to have distal or proximal weakness 
and they did not had nerve enlargement. 

The three patients were also tested via the nerve conduction study 
(NCS) during their first two months of MDT without any leprosy 
reactions at that time. Despite their exhibiting scarce clinical neural 
symptoms, extensive neurophysiologic nerve damage was evident. 
The sensory nerve conduction study (sNCS) revealed that the three 
patients had overall nerve alterations and an asymmetrical pattern of 
nerve damage. Most of the nerves studied were unresponsive and only 
a few had axonal or demyelinating lesions (Figure 1). In the motor 
nerve conduction study (mNCS), all the nerves under study presented 
dysfunction in an asymmetric pattern (mosaic-like polyneuropathy) 
as well and showed a predominance of demyelinating lesion patterns 
associated with secondary axonal degeneration (Figure 2).

Figure 1 Type of lesion in the sensory nerve conduction studies.

Figure 2 Type of lesion in the motor nerve conduction studies.
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Abstract

Introduction: Neural damage may occur at any time during the course of leprosy. Some 
patients present a neuropathy with a paucity of symptoms, known as silent neuritis. 

Case reports: All patient nerves were altered on the sensory nerve conduction study 
(sNCS). Also, all the studied motor nerves of the patients presented a predominance of 
demyelinating lesion patterns associated with secondary axonal degeneration. 

Conclusion: These cases stress the vital importance of more precisely understanding 
the pathophysiology of leprosy neuropathy so that new, more effective drugs could be 
developed to both prevent and/or stymie the progression of disabilities. 
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Discussion
Leprosy nerve damage may occur with or without any apparent 

symptoms since the beginning of infection.4 Early detection and 
treatment of nerve function impairment (NFI) are of overriding 
importance in leprosy in an attempt to reverse malfunction.6 At 
leprosy diagnosis, the above patients already presented extensive, 
predominantly demyelinating, neuropathy accompanied by secondary 
axonal loss.

The symptoms of leprosy neuropathy may erupt at any point in the 
natural course of the disease. Defined as a painful thickening of the 
nerve in association with sensory impairment with or without motor 
symptoms, acute neuritis causes severe nerve damage. Contrariwise, 
nerve function impairment, or silent neuritis, has been known to take 
place in the total absence of acute pain.7 

 Early recognition of silent neuritis based on certain clinical parameters 
is of utmost importance in preventing disabilities, which ultimately 
mean the progressive worsening of neurological functions. 	 N C S 
is highly useful in detecting and evaluating the extension of leprosy 
neuropathy,2 as verified by a number of studies.5 It could, for example, 
be used as a complementary test in an effort to detect early neuritis.

Despite the severe nerve function impairment evidenced by NCS, 
the patients never complained of acute pain in the affected nerves 
nor did they experience any nerve enlargement or tenderness, all 
characteristics of neuritis. They may, in fact, have had silent neuritis, 
in which any possible nerve injury or loss of function might be 
clinically determined at a later stage in the disease.8 

Acute episodes of neuritis should consistently be treated with 
high doses of corticosteroids. However, treatment of the silent 
neuritis with its paucity of symptoms identified by NCS has yet to 
be well established.9 There is evidence that these MB patients do not 
respond to corticosteroids as well as those with acute neuritis. These 
cases stress the vital importance of more precisely understanding 
the pathophysiology of leprosy neuropathy so that new, more 
effective drugs could be developed to both prevent and/or stymie the 
progression of disabilities. 
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