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INTRODUCTION

EPROSY, first described in ancient Indian texts 

from the 6th century B.C., is a non-fatal, chronic Linfectious disease caused by Mycobacterium 

lepra, whose clinical manifestations are largely confined 

to the skin, peripheral nervous system, upper 

respiratory tract, eyes and testes (1). The disease should 

be suspected when a patient from an endemic area has 

suggestive skin lesions or peripheral neuropathy (1).  

There is evidence that delay in presentation and 

diagnosis is an important risk factor related to nerve 

function impairments, therefore, early diagnosis and 

treatment play an important role in prevention of nerve 

damage in a large proportion of leprosy patients (2).

Many cases of misdiagnosis of leprosy are recorded in 

literature as leprosy may present in an atypical manner 

and masquerade like any of its differential diagnosis (3, 

4,5). This results in wrong diagnosis and delayed 

commencement of therapy. Being aware of possible 

misdiagnosis especially in endemic area can be the 

prompting of early referral of patients to appropriate 

centers for expert diagnosis and care (6). 

CASE 1: Misdiagnosed as chronic dermatitis

A 30-year old female trader was referred to the 

dermatology clinic from the general outpatient 

department of the same hospital. She complained that 

she has had reddish flat and raised lesions on her face, 

upper and lower limbs for three years.  The initial lesion 

was on the face gradually involving the limbs and trunk. 

The lesions were itchy, red and painful. There was no 

history of contact or history of recent travels. She 

noticed progressive loss of sensation in both lower 

limbs and could not feel hot sensation. She had seen 

several doctors in different clinics and had received 

numerous prescriptions with little or no improvement. 

Examination showed multiple plaques with reddish 

edges on the limbs, trunk and nodules in the face.  

Biopsy tissue confirmed the diagnosis of Lepromatous 

leprosy. 

CASE2: Misdiagnosed as Tinea corporis

A 40-year old female presented with a 2years history of 

widespread, numerous, symmetrical and annular skin 

lesions which are raised at the edges. She had been 
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treated many times for Tinea corporis but with no 

response. All modalities of sensations were impaired 

over these lesions. The ulnar nerves were thickened and 

there was sensory loss over the extremities. Skin biopsy 

from an active looking lesion showed findings of 

borderline leprosy, with formation of ill-defined 

granulomas and presence of Mycobacteria leprae in 

macrophages and lymphocytes by modified Ziehl-

Neelsen stain.

DISCUSSION

Despite the decline in the prevalence of Leprosy in the 

last 20years following WHO aggressive multidrug 

treatment programmes, the disease is still a public 

health challenge (7). One of the challenges is that of 

access to trained health personnel for correct diagnosis 

before treatment. Leprosy can masquerade, mimic and 

exist with other co-morbidities making diagnosis 

difficult for the inexperienced (3, 4, 5). Diagnosis may 

also be delayed with grave consequences. In Britain, 

diagnosis is frequently delayed, and patients typically 

see two or three specialists over a period averaging 18 

months before the diagnosis is finally established (8).

The different manifestation of leprosy are well known : 

hypopigmented or erythematous patches, localized 

paresthesia, shooting pains, blisters of hands and feet, 

motor weakness, nasal stuffiness, epistaxis, synovial 

swelling of wrist, pedal edema, painless nodule, 

diminished over-excessive sweating have been 

reported (9).

The three cardinal signs for the clinical diagnosis of 

leprosy include anaesthetic/ hypoanesthetic skin 

lesion(s), thickened peripheral nerve(s) with 

impairment of sensations in the area supplied and Acid-

fast bacilli in the skin smear (10). 

Leprosy is associated with the occurrence of various 

skin lesions such as macules, papules, plaques, nodules, 

and even diffused infiltration, depending on the 

patient's immune response. Its presentation can 

therefore mimic many cutaneous diagnoses. The two 

cases we reported were seen by non dermatologist 

initially and diagnosed and treated for other skin 

conditions other than leprosy. The diagnoses are 

included in the differential diagnosis of leprosy. Case 1 

was diagnosed to be a case of chronic dermatitis with 

joint involvement. Articular manifestations occur in 

approximately 1% of cases of leprosy (11). Direct 

invasion of joints and bones by Mycobacteria may lead 

to a destructive arthritis in lepromatous disease (12). 

Leprosy should be considered in the differential 

diagnosis of polyarthritis. Case 2 was diagnosed as 

Tinea Corporis. These cases illustrate the importance of 

prompt recognition and treatment of Hansen disease 

to prevent permanent disability and disfigurement. 

Leprosy can present in atypical forms. All differential 

diagnosis of annular lesions should have been 

considered in Case 2. Presentations as granuloma 

annulare like lesion and as erythema multiforme were 

documented in two cases of borderline leprosy in 

literature (6). Hansen's disease (leprosy) also has 

erythematous annular plaques with associated scaling, 

alopecia, and anesthesia (13). Leprosy has also been 

found to simulate Lichenoid eruption. The patient 

showed pruritic violet-colored papular lesions in the 

trunk and extremities. These are not characteristic of 

leprosy. The diagnosis of borderline leprosy was 

conf i rmed by means of  baci l loscopy and 

histopathological examination (14). Leprosy has also 

been known masquerading acute Sarcoidosis. The 

clinical scenario closely mimicked connective 

tissue/immune complex disease complicated by the 

fact that the patient presented in a location where the 

incidence and prevalence of leprosy is extremely low 

(15).

Uncommon variants of Lepromatous leprosy can mimic 

other cutaneous nodular lesions. A case was reported 

o f  N e u r o f i b r o m a t o s i s  1  w i t h  u n u s u a l  

hypopigmentation masquerading as Leprosy (16). The 

case occurred in association with symmetrical 

peripheral nerve enlargement and multiple 

hypopigmented macules strikingly limited to the 

Neurofibromas, with normal to minimally reduced 

sensations, evoking a strong clinical suspicion of co-

existent Lepromatous leprosy. Leprosy was ruled out by 

m i c r o b i o l o g i c a l ,  h i s t o p a t h o l o g i c a l  a n d  

electrophysiological studies. The case is interesting in 
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view of the hypopigmented macules overlying the 

Neurofibromas, which is an unreported feature of 

Neurofibromatosis.

Histoid Hansen's is an uncommon variant of 

Lepromatous leprosy with characteristic clinical, 

immunologic, and bacteriologic findings. One such 

case of Histoid leprosy confirmed by histopathology 

was mistakenly treated as eruptive xanthomas until he 

presented to the dermatologist (17).

Other Leprosy-like Skin Diseases that can be confused 

with true Hansen's disease include hypopigmented 

macules, Leucoderma, Vitiligo, Morphea, naevus 

achromous, Pityriasis Rosea, Pityriasis Alba, granuloma 

annulare, Xanthomatosis, cutaneous lymphoma, 

ringworm and Post Kalaazar Dermal Leishmaniasis to 

mention a few (18). Pityriasis Alba needs to be 

differentiated from indeterminate leprosy as both tend 

to appear on face, where to elicit sensory changes is 

difficult. Pityriasis alba, a non-specific dermatitis, 

commonly seen in children, has been regarded as a 

manifestation of atopic dermatitis though not always 

confined to atopics. Indeterminate leprosy has one to 

four lesions, bilateral and asymmetrical. 

Ramesh et al reported cases of misdiagnosed leprosy in 

three patients who presented with neuritis of the great 

auricular nerve (19). Two of the patients were seen both 

by physicians and an otolaryngologist. One had 

prominent and tender cord along the neck with facial 

edema and history of fainting attack and the second 

had erythema and hyperaesthesia of the ear simulating 

vascular occlusion.  In the third, cold abscess in the 

nerve that had persisted after anti-leprosy treatment 

was mistaken as tuberculous cervical lymphadenitis by 

a surgeon since aspiration had revealed acid-fast bacilli. 

They were all confirmed to be leprosy in Type 1 reaction 

by the dermatologist. They concluded that the 

probable reasons for misdiagnosis include rarity of 

involvement of the great auricular nerve and its 

proximity to main blood vessels, the need for careful 

interpretation of laboratory results.

All diseases of the peripheral nerves causing nerve 

damage or hypertrophy can mimic leprosy; including 

Peripheral Neuritis of Vitamin B deficiency and Vitamin 

B12 posterior column lesions of the spinal cord with 

loss of feeling in the lower limbs (20). Patients working 

in paint factories or other heavy metal industries 

dealing with lead or arsenic may develop a leprosy-like 

anesthesia and paralysis called Toxic neuritis (21). Many 

patients with ulcerated feet have been wrongly 

diagnosed as having leprosy because peripheral 

neuritis in diabetes can result in loss of feeling, 

particularly in the lower extremities which often 

produces trophic or plantar ulcers(22). A careful 

physical examination will reveal sugar in the urine and 

an increased level of blood sugar. 

Lymphadenopathy is not exclusive to Leprosy. Leprosy 

can co-exist with other morbidities and other causes of 

lymphadenopathy including lymphoma(5). Clinicians 

practising in leprosy endemic areas should keep 

Lepromatous lymphadenit is in mind while 

investigating patients with lymphadenopathy. This 

disease can even mimic lymphoma clinically, as can be 

seen in the case report by Nipin et al (5). A 70-year-old 

male presented with multiple lymphadenopathy and a 

strong clinical suspicion of non-Hodgkin's lymphoma. 

Cervical and axillary nodes were excised and were sent 

for histopathological evaluation, which revealed 

aggregates of Lepra cells loaded with Lepra bacilli. 

Lymph nodes have been reported to be moderately 

enlarged in leprosy In the experience of W. H. Jopling 

and A. C. McDougall, enlargement is confined to phases 

of Lepra reaction which is characterized by marked 

swelling and tenderness, especially of femoral and 

inguinal groups (18). Lymph node involvement in 

Lepromatous leprosy has a very characteristic 

microscopic appearance. The main change is the 

progressive accumulation of large, pale, rounded 

histiocytes ('Lepra' or 'Virchow' cells), without 

granuloma formation and with minimal or no necrosis. 

Ziehl–Neelsen reactions demonstrate packing of the 

cytoplasm by acid-fast organisms. Nevertheless, it is 

very unusual to diagnose leprosy primarily by lymph 

node biopsy (23).

De rmato log i ca l  se r v i ces  w i th  consu l t an t  

dermatologists in attendance continue to play a major 

role in the early and prompt diagnosis of leprosy (24). 

One study conducted in Ethiopia by Bekri et al. showed 

that referral delay after diagnosis could be from 1 to 12 

months (25) and in Britain there can be a delay of up to 

18months (8). The possession of knowledge and skills in 

the early diagnosis of leprosy by doctors working in 

dermatological services will partly determine whether 

or not a prompt diagnosis can be made and the patient 

referred, so that chemotherapy can be initiated in time 

(24). There should be aggressive efforts to improve the 

diagnostic skills of health workers in identifying leprosy 

patients and expediting prompt referral where 

indicated.
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FIGURE 1 (A, B, C)

Patient 1 - lesions of lepromatous leprosy on the 

face, feet and hands of a female patient 

misdiagnosed and treated as chronic dermatitis for 

three years before referral

FIGURE 2A

Patient 2; lesions of leprosy on upper and lower limbs 

misdiagnosed as tinea corporis in a female

FIGURE 2B
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