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CASE REPORT

A Case Series Of Arthritis In Hansen’s Disease
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Hansen’s disease or leprosy is a chronic granulomatous infectious disease caused by Mycobacterium 
leprae. Musculoskeletal complaints might be the initial presentation of patients with Hansen’s 
disease. Symptoms are common with clinical spectrum ranging from mild to debilitating arthritis.  
Regarding its wide clinical spectrum, a history taking especially in an endemic area like Indonesia 
on the possibility of Hansen’s disease cannot be ruled out in patients with arthritis. We reported 
3 cases of arthritis in Hansen’s disease. First case was a 62-year-old Javanese female who had a 
deformity and chronic poly symmetry arthritis. Second case was a 45-year-old Javanese male with 
chronic bilateral knee pain as initial presentation of Hansen’s disease and the last case was 61-year-
old Javanese male who had acute bilateral knee pain with erythematous maculae associated with 
Erythema Nodosum Leprosum. All cases responded to corticosteroid 1 mg/BW/day.

arthritis, therefore patient with leprosy should be evaluated 
thoroughly to prevent the detrimental, loss of function, and 
deformities that may occur as a complication.5 

We present three cases of leprosy with arthritis. The 
first case is a middle-aged woman with LL and arthritis due 
to Erythema Nodosum Leprosum (ENL) and deformities 
of the PIP joints. The second and third case showed two 
men with arthritis on knees as an initial presentation of 
multibacillary leprosy with ENL reaction. 

Case report 
Case 1
A 62 years old Javanese female came to clinic with pain on 
her left knee worsening in 2 weeks. She also complained 
that the rashes on face and extremities became tender and 
painful. She had fever and malaise for a week with inability 
to clench her fingers due to swelling for 9 months. Morning 
stiffness was felt for 30 minutes. She took multibacillary 
leprosy and taking MDT drugs comprises of rifampicin, 
clofazimine, and dapsone for 6 months. On physical 
examination, she was alert; with Visual Analog Scale 
(VAS) 5, stable hemodynamic and axillary temperature was 
38,70C. There were tender erythematous maculae on her 
face, neck, and extremities. Her gait seemed normal, but 
deformities (swan neck) and edema in both hands as well as 
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Introduction
Hansen’s disease or leprosy is a chronic granulomatous 
infectious disease caused by Mycobacterium leprae that 
becomes a worldwide health problem. World Health 
Organization (WHO) reported that leprosy new cases were 
found in 115 countries among different WHO regions. 
WHO reported that Indonesia had 18.994 new leprosy 
cases in 2012.1 

 Leprosy’s manifestations depend on the number of 
bacilli and host immune response. Ridley and Jopling 
classified leprosy as tuberculoid (TT), borderline 
tuberculoid (BT), borderline (BB), borderline lepromatous 
(BL), and lepromatous leprosy (LL). The classification 
is based on the host immune system with TT type is 
associated with strong cellular immune response to M. 
leprae, LL type is associated with complete absence of 
cellular immune response to M. leprae, and borderline 
type is associated with unstable immune response between 
TT and LL type. WHO classified leprosy as paucibacillary 
(TT and BT type) and multibacillary (BB, BL, and LL 
type) for treatment purpose.2-4

Leprosy has a wide clinical manifestations ranging 
from cutaneous, neurological, to musculoskeletal 
symptoms. Musculoskeletal symptoms are the third most 
common clinical manifestations and it may present as the 
chief complaint. However, the wide range manifestations 
make it underdiagnosed. All types of leprosy may cause 
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fingers were found (left side was more prominent) (Figure 
1) as well as joint effusion and tenderness in her left knee.
Blood test showed elevated Erythrocyte Sedimentation 
Rate (ESR) 80 mm/h. Radiology examination of the 
hands showed the narrowing joint space in right Proximal 
Interphalangeal joints (PIP) II-III-IV with no joint erosion. 
Her initial assessment was leprosy (MB type), ENL, acute 
arthritis of the left knee, and swan neck deformities of 
the hands. Joint aspiration of the left knee was done but 
the M. leprae was not found. She was given intravenous 
methylprednisolone 1 mg/kgBW, oral MDT, and 
acetaminophen 500 mg for 3 days and tapered into 0,5 mg/
kgBW/day oral methylprednisolone for 3 days by the time 
she was discharged. 

Case 2
A 45 year old Javanese male came into emergency 
department due to fever and bloody vomiting since 3 days 
earlier. Fever occurred mostly at night but then became 
continuous. He had a history of taking piroxicam and herbal 
medication for his left knee pain. Pain was felt on both 
knees for 9 months and steadily worsened with palpated 
tenderness since a week ago. He also revealed that his face 
became reddish and his eyebrows gradually fell out since 6 
months ago. He denied any history of leprosy nor receiving 
medication for his complaints. He was alert with stable 
hemodynamic. Axillary temperature appeared 39,30C and 
VAS 4. He appeared anemic with madarosis and diffuse 
erythematous maculae on his face. Erythematous maculae 
along with hypopigmented hypoesthesia maculae were also 
found on both forearms along with bilateral thickening of 
ulnar nerves.

Initial blood test showed hemoglobin 8.5 g/dL, 
leukocytes 10,600 cells/mm3, neutrophil 73.2%, ESR 
120 mm/h. His hemoglobin increased to 11.5 g/dL after 
transfusion with packed red cells (PRC), C-reactive Protein 
(CRP) 4,5 mg/dL, Rheumatoid Factor (RF) negative, and 
anti-cyclic citrullinated peptides (anti-CCP) negative.

His chest and knee radiology examination were normal. 
Endoscopy examination revealed an erosive gastritis. 
Arthrocentesis of the knee showed no presentation of acid 
fast bacteria. Slit smear of the ear however revealed acid fast 
bacteria with Bacterial Index (BI) +4 and Morphological 
index (MI) 70%. His initial assessment was haematemesis-
melaena due to erosive gastritis, leprosy (MB type), ENL, 
and bilateral knee arthritis. Two bags of PRC transfusion 
with 80 mg Omeprazole injections were given as initial 
treatments. Intravenous methylprednisolone was given with 
dose 1 mg/kgBW and 500 mg acetaminophen thrice a day. 
His symptoms improved in day-5 and was discharge with 
VAS 2 and ESR decreased to 70 mm/h, methylprednisolone 
then was changed into oral 0,5 kg/BW along with MDT. 

Case 3
A 61-year-old, Javanese male came into emergency 
department due to bilateral knees pain for 2 weeks. Pain on 
both knees was sharp, steadily worse, and did not improve 
with rest. Fever was present for 3 days. He also had reddish 
spot on his face, bodies, and left knee since 2 months ago 
along with the loss of eyebrows. He denied any history 
of leprosy and medication for his pain. He was alert with 
stable hemodynamic. Axillary temperature was 39,70C 
and VAS 6. Warm and tender erythematous maculae were 

found on head, chest, abdomen, knee, and feet. (Figure 2). 
Madarosis and tender bilateral knee joint effusions were 
found on palpation. 

Initial blood examination showed hemoglobin 10.2 g/
dL, leukocytes 22,700 cells/mm3, neutrophil 93.6%, ESR 
90 mm/h, CRP 2.5 mg/dL, RF negative, anti-CCP negative. 

His chest and knee x-rays were normal. Slit smears of 
the ear revealed the presence of acid-fast bacteria with BI 
+2 and MI 75%. Arthrocentesis of knee revealed transudate 
without acid fast bacteria nor other bacterias. His initial 
assessment was sepsis due to septic arthritis. He was 
diagnosed as leprosy (MB type) with ENL according to the 
results of slit smears revealed acid fast bacteria. Therefore, 
intravenous methylprednisolone 1 mg/kgBW was given. 
His symptoms improved within day 6 of hospitalization. 
Thus patient discharged, methylprednisolone was changed 
to oral at 0,5 mg/kgBW and MDT was initiated.

Figure 1. Case 1. a. Edema in both hands. Left side 
prominent (arrow). B. Swan neck deformities in both hands 
(arrows).

Figure 2. Case 3. a. Warm and tender erythematous maculae 
(arrows). B. Bilateral knee joint effusions (arrows).

Discussion
Most Leprosy’s musculoskeletal manifestations 
may resemble other disorders making them often 
underdiagnosed or misdiagnosed as other diseases 
such as rheumatic arthritis (RA) and systemic lupus 
erythematosus (SLE).6-8 The presence of fever, fatigue, 
paresthesia, skin lesions, musculoskeletal complaints 
may resemble connective tissue diseases such as SLE, 
RA, dermatopolymyositis, and systemic vasculitis. 
Systemic manifestations are more commonly found 
in MB. The presence of RF, anti-CCP, anti-neutrophil 
cytoplasmic antibodies, and anticardiolipin antibodies 
may be observed.9 

There are type I and type II of leprosy reactions 
based on T-cell reactivity. Acute inflammation is found 
in type I reaction. Type I reaction is also a delayed 
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hypersensitivity reaction and can occur many years 
after completion of MDT.5,10Type II leprosy reaction 
or ENL is an immune complex-mediated reaction. It is 
mainly found in borderline lepromatous or lepromatous 
leprosy. Neutrophil infiltration and activation of 
complement cascades are often found in type II leprosy 
reaction. Elevated TNF-α and TH2 cytokine profile are 
prominent in ENL.5,10

Arthritis may be the initial symptom in leprosy 
and mainly occurs in MB type. The pathogenesis of 
arthritis in leprosy is not fully understood due to the 
similarities of its clinical manifestations. The proposed 
mechanisms are reactional state (granulomatous or 
ENL reaction) or direct infiltration and proliferation of 
M. leprae in the synovium leading to peripheral joint 
neuropathy and finally joint destruction.5,6 There is no 
formal classification of arthritis in leprosy, but it can 
be divided into (1) Charcot’s joints, (2) septic arthritis 
(post-traumatic nonspecific), (3) specific arthritis due 
to the infiltration of M. leprae, (4) acute polyarthritis of 
lepra reaction, and (5) chronic arthritis.5,9 

Acute arthritis is a common manifestation in type 
I and II leprosy reaction. Acute arthritis in leprosy 
may resemble RA. Its manifestations range from 
symmetrical polyarthritis affecting small joints to the 
knees, ankles, shoulders, and elbows though the later 
are less common. Shejpal and Henriques et al. have 
reported the arthritis of leprosy reactions resembling 
RA. The differences between arthritis in leprosy and 
RA are (1) the absence of rheumatoid factor and anti-
CCP, (2) arthritis in leprosy remains non-erosive, (3) no 
improvement with the introduction of RA therapy such 
as DMARDs and corticosteroids, and (4) the appearance 
of skin lesions may present in leprosy patients. Most 
patients with acute arthritis in leprosy will resolve in 4 
weeks.5,7 Recent studies demonstrated the presence of 
anti-CCP antibodies, known for its high specificity to 
RA, in various infectious diseases such as tuberculosis, 
leishmaniasis, and leprosy with one study reported that 
11% of leprosy patients were positive for anti-CCP. It 
should be noted that RF may be positive in 4,5-15% of 
subjects with leprosy, especially LL type.11 However, 
in all cases, joint erosions were not found in radiology 
and laboratory examinations showed the absence of 
M.leprae, RF, and anti-CCP. 

Chronic arthritis may be found in leprosy and may 
be associated with both of leprosy reactions. Atkin et al. 
were the first to documented chronic arthritis without 
reactional states. Chronic arthritis not associated with 
reactional states’ had gradual onset, encompassed whole 
range of leprosy, and had no other features of leprosy 
reactional states. Permanent joint deformities especially 
in hands such as boutonniere, swan neck, mallet finger, 
and ulnar drift may occur in leprosy patients which 
make the diagnosis of leprosy and RA more difficult. 
The risk of chronic arthritis increased in line with the 
durations of leprosy.5 It associated with reactional 
states may represent as “Arthus” reaction or a reactive 
arthropathy and it was restricted to the lepromatous 
type of leprosy.12

We presented a case series of arthritis leprae due to 
chronic leprosy (case 1) and lepra reactions (all cases). 

In case 1, the swan neck deformities which caused the 
disability were due to chronic leprosy. We considered 
acute arthritis due to lepra reactions in all cases due 
to the gradually increasing pain on knees (unilateral 
in case 1 and bilateral in case 2 and 3) accompanied 
with ENL. It is in line with the previous publications 
which reported that most patients with ENL complained 
of joint pain; however objective evidence of arthritis 
was definitely present in only one third of the cases.13 
Pereira et al., reported that 1,9% patients presented 
only arthralgia, and 4,4% presented with arthritis. They 
also reported that arthritis in leprosy can occur in form 
of monoarticular (7,3%), oligoarticular (36,3%), and 
polyarticular (56,3%).14 Therefore, in both case 2 and 
3, it is an monoarticular arthritis which are less frequent 
form of arthritis in leprosy.

The management of arthritis in leprosy depends 
on the presence of lepra reactions. Therefore, 
treatment strategy should be focused to control acute 
inflammation, ease pain, and reverse nerve damage.15 
Corticosteroid should be added with MDT in leprosy 
reaction. The starting dose of corticosteroid is 1 mg/
kgBW/day equivalent prednisone The duration of 
corticosteroid therapy with tapered dose ranges from 
4-6 months. In our cases, all patients were in ENL state, 
therefore methylprednisolone i.v 1 mg/kgBW/day was 
given. All patient’s general condition improved in 3-6 
days. Pain, joint effusion, and swelling were alleviated 
and methylprednisolone was changed into oral 0,5 mg/
kgBW/day. Tapering down was done by reducing the 
total daily methylprednisolone dosage by 1/4 once in 
4 days.16

If corticosteroid and MDT could not control 
inflammation, clofazimine, thalidomide or biologic 
agents (TNF-α inhibitor) might be considered.5,9 The 
consistent over-expression of TNF-α in patients with 
severe ENL provided the rationale for the use of TNF-
inhibitory agents.17,18

Conclusion
A case series of patients with arthritis in leprosy had been 
reported. The diagnosis of leprosy may pose a challenge 
especially in non-endemic area. Type I and II leprosy 
reactions might have acute arthritis as its manifestations. 
Acute arthritis in leprosy may resemble RA and prompt 
history taking as well as examinations should be performed 
meticulously. Corticosteroid and MDT are the backbone 
of arthritis associated with ENL and should be given to 
control inflammation. Anti TNF- should be considered in 
difficult reactions.
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