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C A S E  R E P O R T

Editor’s key points
 Leprosy might be more common 
than we realize, especially in 
communities with large immigrant 
populations.

 The variable presentations of 
leprosy and physician unfamiliarity 
with it make it difficult to diagnose, 
potentially resulting in treatment 
delays and increased morbidity.

 There is considerable 
stigmatization associated with 
leprosy, and it should be addressed 
in a culturally sensitive manner. 
Additionally, involvement of 
support groups and social work 
might be beneficial in managing 
the psychologic and social effects 
of the disease.

Points de repère  
du rédacteur
 La lèpre est peut-être plus 
courante qu’on le croit, surtout 
dans les collectivités où vivent 
d’importantes populations 
d’immigrants.

 Les présentations variables de la 
lèpre et le manque de familiarité 
des médecins avec la maladie 
compliquent le diagnostic, ce 
qui peut retarder le traitement et 
augmenter la morbidité. 

 Une stigmatisation considérable 
est associée à la lèpre; il faut 
donc aborder le problème d’une 
manière culturellement adaptée. 
L’implication de groupes d’entraide 
et de travailleurs sociaux pourrait 
aussi être bénéfique dans la prise 
en charge des répercussions 
psychologiques et sociales de la 
maladie. 
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Leprosy is a chronic infection caused by Mycobacterium leprae and 
Mycobacterium lepromatosis.1-5 The reported global prevalence of lep-
rosy has decreased from more than 5 million cases in the mid-1980s 

to 175 554 chronic cases in early 2015 and 213 899 new cases in 2014.6 With 
most cases arising in India, Indonesia, Brazil, and the Democratic Republic 
of the Congo,6 leprosy remains a rare disease in Canada, largely originat-
ing from immigration. Physicians’ lack of familiarity with the disease and 
low clinical suspicion make diagnosing leprosy challenging.7,8 Additionally, 
this illness is highly stigmatized across various societies, resulting in dis-
crimination and social isolation.9,10 Cultural beliefs range from deeming those 
infected as being inferior people to being punished by God. As such, many 
steps have been taken to reduce stigmatization, such as referring to leprosy 
as Hansen disease.9 

We report the case of a 48-year-old woman from the Philippines present-
ing to a Canadian emergency department (ED) with dermatologic manifesta-
tions suggestive of leprosy. 

Case
A 48-year-old woman presented to the ED with increasing periorbital edema 
for 2 days and a facial rash for 2 months that began on her cheeks. These 
lesions coalesced into larger plaques, and were accompanied by 3 new fore-
head lesions. She denied lesions elsewhere, pain, and pruritus. A walk-in 
clinic prescribed 10 days of oral antibiotics, which had little effect. Findings 
of a review of systems were unremarkable. She denied fever, night sweats, 
unexplained weight loss, focal deficits, or bowel or bladder symptoms. 

The patient was otherwise healthy, took no medications, did not smoke, 
and had minimal alcohol use. She was born in the Philippines and immi-
grated to Canada in 1991, but had returned repeatedly since for approxi-
mately 2 weeks at a time, with her last visit in 2012. Her only other travels 
outside of Canada were to New York, NY, and Buffalo, NY. There was no 
family history of leprosy. 

Vital signs at triage were unremarkable and the patient was afebrile. 
Findings of a head and neck examination revealed 5 well-demarcated 
eroded patches over the cheeks and forehead at various stages of healing 
(Figure 1) without purulence or serous crusting. A black eschar covered 
1 lesion. Sensation of the lesions was normal to pinprick and fine touch. 
Periorbital edema limited left eye opening. There was no conjunctivitis 
or cervical lymphadenopathy. Findings of cardiovascular, respiratory, and 
abdominal examinations were unremarkable. 

The infectious and tropical disease services were consulted. Both services 
highly suspected leprosy given the duration, painlessness, and atrophied, 
hypopigmented, and well-demarcated lesions. Suspicions were reempha-
sized at an outpatient visit, and the patient was scheduled for a biopsy for 
definitive diagnosis. The patient did not undergo the biopsy, and she left the 
country without treatment owing to stigma surrounding the illness. 
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Discussion
PubMed and MEDLINE searches were completed using 
the MeSH terms leprosy, mycobacterium, and M leprae. 
Results were limited to articles published since 2000, 
with preference given to review articles. Article refer-
ences were hand searched for relevant publications. 

Leprosy might be more common than reports suggest.11 
Sample surveys of endemic areas have discovered several 
cases undetected by screening programs12 and miscat-
egorized owing to the use of non-standardized alterna-
tive classification systems.13 Additionally, the World Health 
Organization proclaimed the global elimination of leprosy 

in 2000, which might have resulted in a decrease in detec-
tion activities, awareness, and training in its diagno-
sis.11,14,15 This has potentially resulted in a growing number 
of undiagnosed cases.16 Delays and misdiagnoses extend 
to North America, as cases without classic risk factors 
exist, including case reports of infections from armadillo 
exposure in the United States17 and a Canadian man with 
no risk factors infected with M lepromatosis.18 

The Ridley-Jopling classification divides leprosy into 3 
main groups: tuberculoid, lepromatous, and borderline 
(Table 1).5,6,19,20 These groups are related to the strength 
of the host’s immune response to the obligate intracel-
lular mycobacteria.19,20 Patients with tuberculoid disease 
have a robust cell-mediated response and present with 
few skin lesions and no mycobacteria detectable on 
skin tests (paucibacillary).5,19 Conversely, patients with 
lepromatous leprosy have a mostly antibody-mediated 
response and limited cell-mediated reaction, and pres-
ent with multiple lesions and a high bacterial load (mul-
tibacillary).5,19 Borderline subtypes lie between these 
groups, with patients having some degree of unstable 
immunity and multiple lesions.19 

Risk factors for leprosy include low socioeconomic 
status,5 genetic predisposition,21 and exposure to 
affected household contacts.22 Infectivity is generally 
low,23 but increases with bacterial load.24 Transmission 
likely occurs primarily through droplet contact with 
nasal mucosa.5,20,24 The exact incubation period is 
unclear, but reports range from 6 months to 20 years 
(mean 2 to 4 years).20 

The disease has an insidious onset and slow pro-
gression, and most commonly manifests with chronic 
inflammation of cutaneous and peripheral nerve tis-
sue.19,20 Dermatologic lesions often develop over 
cooler regions including the nose, earlobes, and tes-
tes, and might be macular, papular, nodular, or plaque 
lesions. Tuberculoid (paucibacillary) leprosy is char-
acterized by asymmetric skin involvement with a few 
small, well-demarcated lesions with elevated borders 
associated with early development of sensory def-
icits.25,26 Lepromatous (multibacillary) disease is often  

Figure 1. The patient presented with 5 well-demarcated eroded 
patches over the cheeks and forehead at various stages of 
healing without purulence or serous crusting

Table 1. Characteristics of cutaneous leprosy: Borderline subtypes lie between the paucibacillary and multibacillary 
groups, with patients having some degree of unstable immunity and multiple lesions.
CHARACTERISTIC PAUCIBACILLARY (TUBERCULOID) MULTIBACILLARY (LEPROMATOUS)

World Health Organization definition6 1-5 patches associated with leprosy > 5 patches associated with leprosy

Bacterial count None Many

Severity Mild Can be extreme

Symmetry Asymmetric Symmetric

Borders Well demarcated, elevated Poorly demarcated

Infectivity Very limited Possibly more infectious

Prognosis Good with treatment Poor without treatment

Data from Reibel et al,5 Rodrigues and Lockwood,19 and Lastória and Abreu.20
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symmetric,27 with poorly demarcated skin lesions and 
late-onset sensory disturbances.25,26 

Neurologic manifestations include nerve enlarge-
ment and dysfunction, and most commonly involve the 
great auricular, ulnar, radial, superficial fibular, and sural 
nerves.25 Nerves with overlying skin lesions are most 
prone to involvement.28 Grossly normal sensation can 
be seen with facial lesions, as in our patient, and might 
be related to the abundant innervation of the area.29 

Patients might initially experience loss of thermal sen-
sation, followed by loss of fine touch and pain percep-
tion.25,26 As in patients with diabetes, insensate areas 
are prone to injury, resulting in destructive deformities 
stereotypical of leprosy.30,31 Autonomic and motor nerve 
involvement might present as anhidrosis, muscle atro-
phy, and weakness.20,28 

Musculoskeletal involvement is common and can pres-
ent as acute symmetrical polyarthritis affecting the small 
joints of the hands and feet.27 Patients might develop 
chronic, symmetrical joint pain mimicking rheumatoid 
arthritis, with morning stiffness and positive test results 
for rheumatoid factor, affecting the wrists, metacarpopha-
langeal joints, proximal interphalangeal joints, knees, and 
metatarsophalangeal joints.27 Ocular disease might prog-
ress despite treatment,27 with up to 11% of cases result-
ing in blindness.32,33 Other affected organs include the liver, 
lymph nodes, spleen,25 testes, and ovaries.34 

Diagnosis might be made clinically in endemic 
regions by physicians familiar with leprosy, but other-
wise requires tissue biopsy for culture, histology, and 
polymerase chain reaction studies.23 Patients require 
multidrug therapy, with regimens including rifampicin 
and dapsone for 6 months in paucibacillary disease, and 
rifampicin, dapsone, and clofazimine for 12 months in 
multibacillary disease.5 

Conclusion
Diagnosing leprosy in Canada can be difficult owing to North 
American physicians’ lack of familiarity with it. Multidrug 
regimens can provide effective therapy. Unfortunately, our 
patient returned to the Philippines before therapy owing to 
embarrassment and stigmatization. Her departure might 
have been avoided by more timely follow-up, and stig-
matization might have been reduced through more thor-
ough and culturally sensitive patient education. Additionally, 
involvement of support groups and social work might have 
been beneficial in managing the psychological and social 
effects of the disease. 
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