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ABSTRACT
Four cases of polyarthritis concomitant with active tuberculosis is reported.
In three patients pulmonary tuberculosis was confirmed by identification of My

cobacterium tuberculosis in the sputum and bronchoalveolar lavage specimens,
and in another one tuberculous lymphadenitis was confirmed by excisional bi
opsy. In all patients arthritis resolved by tuberculosis treatment and did not recur
during a follow up period of 18 months to 12 years.
The findings of the presented cases are compatible with Poncet's disease
(tuberculous reactive arthritis).
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INTRODUCTION

and routine laboratory tests including the latex agglutina
tion test for rheumatoid factor

(RF) and antinuclear anti

Poncet's disease (PD) is described as a polyarticular ar

body by immunofluorescence (ANA) were negative. The

thritis which occurs during active visceral tuberculosis (TB)
infection .l Despite the many case reports2•13 the concept of

erythrocyte sedimentation rate (ESR) was 39 mmJhour, and
C-reactive protein (CRP) was positive. The radiographs of

PD is not accepted as a specific disease.7•8 The following

the wrist and knee joints were unremarkable. Ibuprofen was

four cases of reactive arthritis (ReA) associated with Myco
bacterium tuberculosis (Mtb) infection present additional

spond to full doses of ibuprofen during the subsequent vis

information in supporting the existence of PD . These pa

its. Two months later physical examination revealed enlarged

administered for symptomatic treatment but she did not re

tients attended Or referred to Shaheed Beheshti Hospital in

cervical lymph nodes which were excised and showed tu

Babol.

berculous lymphadenitis. One month after anti-TB drug

Case 1

years after discontinuation of the drugs.

therapy the arthritis resolved and did not relapse up to 12
An 18-year-old girl presented in September 1980 with

Case 2

arthritis in her ankles, right knee, left elbow and right wrist
of three month's duration. In physical examination the knee

A14-year-old girl presented with acute polyarthritis in

joint was swollen and tender, the ankle joints were also ten

volving the right hip and knee joints, left ankles and bilat

der and slightly swollen, and the wrist and elbow joints were

eral elbow joints, and the left wrist for three days in 1988.

painful in palpation and movement. The remainder of the

Over two weeks of observation, the arthritis showed a mi

examination was normal. A complete blood count (CBC)

gratory pattern similar to rheumatic fever. Physical exami
nation showed tenderness, swelling and effusion in the knee
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joints, movement of the hip joint was very painful and se
verely limited, and the other joints were also tender and
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swollen. CBC showed a mild leukocytosis, the ESR was 59

lar lavage revealed Mtb on smears and culture. Arthritis sub

mm/h, the CRP was positive, the antistreptolysin ° (ASO)
titer was 333 Todd units, ANA and RF were negative, and

sided after six weeks o f anti-TB treatment and did not re
lapse up to three years later.

other laboratory tests were unremarkable. Administration

Case 4
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of 100 mg/kg aspirin for two weeks was not effective and
other non- steroidal anti-inflammatory drugs ( NSAIDs) also

A 49-year-old man was admitted in January 1997 with

had limited benefits. A diagnosis of juvenile chronic arthri

fever, weakness, arthralgia and arthritis. The temperature

tis was established and during the next six years, arthritis

ranged between 37.5 -39°C over two weeks of hospitaliza

was partially controlled by chloroquine phosphate or

tion. There was tenderness and slight swelling in both ankles

sulphasalazine and NSAIDs. During the foIIow up period,

and mild localized edema on the dorsal regions of the tarsal

episodes of partial remission and exacerbation were seen.

joints bilateraIIy and moderate difficulty in walking. The

In July 1994, joint symptoms progressed and severe pol

knee joints were slightly tender. Blood count, urine culture,

yarthritis involving bilateral proximal interphalangeal (PIP),

urinalysis, blood cultures and liver function test were n or

metacarpophalangeal (MCP) and metatarsophalangeal

mal. RF, ANA, ASO, Coombs wright agglutination and PPD

(MTP) joints, elbow and knee joints developed. The right

test were negative. Other febrile illnesses were ruled out by

hip and both sacroiliac joints were also affected. In physical

appropriate tests. Chest radiograph and C T scanning revealed

examination hand joints were severely distended with effu

bilateral hilar adenopathies. Fiberoptic bronchoscopic study

sion in most PIP joints. The knees and elbows were tender

showed no endobronchial lesion. The specimen obtained by

and swoIIen, movement of the right hip was painful and lim

bronchoalveolar lavage and the sputum staining and cul

ited and sacroiliac joints were tender, aspiration of the knee

tures revealed Mtb. Fever andjoint pain subsided two weeks

joints revealed inflammatory fluid which was negative in

later without any treatment, but swelling and edema disap

culture. The ESR was 76 mmIh, CRP was

peared after two months of anti -TB therapy. The joint signs

+++,

ANA and

RF were negative, radiographs of the knees and hands

did not recur over an 18 month follow up period.

showed soft tissue swelling and radiographs of the pelvis

DISCUSSION

showed normal sacroiliac joint appearance but degenera
tive changes in the right hip with severejoint space narowing
and subchondral bone sclerosis in the femoral head.

Four cases of simultaneous ReA and active TB infec

Oral methotrexate 7.5 mg weekly was added. During the

tion are reported here. In three patients pUlmonary TB was

next six weeks, joint signs subsided but cough and dyspnea

confirmed by bacteriologic studies and in the fourth case,

appeared. Chest auscultation revealed wheezes and rhon

TB lymphadenitis was established by histologic examina

chi, and the chest radiograph revealed pulmonary parenchy

tion of the lymph node. The diagnosis of the presented cases,

mal infiltration. Ziehl Neelson staining of the sputum re

regarding the pattern of joint involvement affecting predomi

vealed Mtb.

nantly the large joints of the lower limbs and the rapid re
sponse of arthritis to antituberculous therapy is consistent

Antirheumatic drugs were discontinued and anti-TB
therapy was substituted. Joint symptoms and signs subsided

with tuberculous ReA (PD). The diagnosis of PD remains

completely after six weeks and did not recur up to five years

clinical and is established on excluding other potential causes
of arthritis in a patient with active TB.3 The complete reso

after treatment of TB.

lution of arthritis symptoms on anti-TB therapy also fur

Case 3

nishes further proof of the diagnosis.

In March 1995, A 33-year-old woman who had been

Involvement of the musculoskeletal system, such as

weII previously presented with arthritis of the left ankle, left

spondylitis, osteomyelitis or arthritis occur in only 2% o f

shoulder and right wrist, pain in the right forearm, and the

patients with TB14 but should b e considered i n any patient
with rheumatic symptoms. Unlike some reported cases2,4,5

appearance of erythema nodosum on the anterior surfaces
of the tibia bilaterally over a two weeks period. In physical

with direct involvement of bone by Mtb, the presented cases

examination the ankle joint was severely tender and slightly

show no evidence of direct skeletal involvement. The time

swoIIen There were several tender, red and erythematous

from the onset of arthritis to diagnosis of TB in this study

nodules on the tibial surfaces and the results of clinical ex

ranged from two weeks to six years. In other reported cases

amination in the remainder of the musculoskeletal system

disease duration ranged from two weeks up to one
year,3 ,5,7,1l.l2.15 but cases with a prolonged disease course

were unremarkable. Routine blood tests including CBC, RF,
ASO, ANA and CRP were negative. The ESR was 19 mmI

similar to our second patient have not been reported up to

h, and the chest radiograph showed left hilar adenopathy.

now. The clinical picture of this patient in particular when

Pulmonary and mediastinal CT scanning revealed multiple

she presented with symmetric polyarthritis was indistinguish

(RA); however, with regard
RA

bilateral adenopathies in both hilar and para-aortic areas.

able from rheumatoid arthritis

The specimen obtained by fiberoptic bronchoscopic alveo-

to the rapid response of arthritis to anti-TB treatment,
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8. Bhalerao S, Guatam D, Balani S, Kelkar PN, Apte NY. Rammocithy

was excluded and PD was confirmed.
A rheumatoid arthritis-like presentation with symmetric

K: Poncet's disease. J Assoc Physician India 40: 467-8, 1992.

involvement of small finger joints accompanying bacterio

9. Ames PR, Capasso G, Testa V, Mafulli N, Tortora M , Gaeta
GB: Chronic tuberculous rheumatism (Poncet's disease) in a

logically confirmed TB has been reported by Dlugovitzky
et al. 16Three out of the five patients remained arthritic by

gymnast. Br J Rheumatol 29: 72-4, 1990.
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the time of bacteriologic conversion and fulfilled the crite

10. Mera-Varella A, Carreno-Perez L, Camand-frelre M: IngUinal

ria f or RA. In the two remaining patients sputum

tuberculous adenopathies and polyarthritis: Is it a case of

negativization was accompanied by disappearance of rheu

Poncet's disease? Rev Clin Esp 185: 218-19, 1989.

matic manifestations in favour of PD.

11. Brito Avu L, DucIa Soares J, Palma Carlos A: Poncet'disease:

PD is an entity characterized by ReA developing in the

Rheumatic manifestations of tuberculosis. Clinical case. Rheu

presence of active TB elsewhere . Any joint can be affected,

matology 27: 14-15, 2002.

however the knees, ankles and elbows are involved more

12. Sood R, Wali JP, Handa R: Poncet's disease in

often than small joints of the hands and feet.17

a

north Indian

hospital.Trop Doct 29: 33-6, 1999.

ReA is mediated by an immune response against whole
bacteria or their fragments, which is carried to the joint. 18.19

13. Wilkimson AG, Roy S: Two cases of Poncet's disease. Tu

The responsible antigen may be HLA- B27 complexed with

14. Kowalsky M, Seitz M: Tuberculosis manifestations in the

peptides derived from proteins of arthritis causing bacteria
such as heat shock protein (hsp) family. 19.20 The hsp, a ubiq

musculoskeletal system exemplified by Poncet's disease.

uitous protein in a wide range of species from bacteria to

15. Cuende E, Almedia V, Portu J, et al: Poncet's disease and

bercle 65: 301-3, 1984.

Schweiz Med Wochenschr 129: 1839-42, 1999.

mammals, is strongly immunogenic2o and can induce autoim

papulonecrotic tuberculid in a patients human immunodefi

mune disease.20.21

ciency virus. Arthritis Rheum 4 1: 1884-8, 1998.

Mycobacterium tuberculosis (Mtb) anti

gen in adjuvant arthritis is an hsp22 which can cross react

16. Winro VR, Ragno S, Morriscy A, et al: Arthritogenic poten

with cartilage proteoglycan and induce autoimmunity and

tial of the 65 kD stress protein-an experimental model. Ann

result in cytokine secretion by CD4 lymphocytes which has

Rheum Dis 53: 197-200, 1994.

been implicated in the pathogenesis of autoimmune arthri
tiS.ll.23.25 Intra-articular administration of recombinant Mtb

17. Bocanerga TS: Mycobacterial, brucella , fungal and parasitic
arthritis. In: Klipple JR, Dieppe PA, (eds.), Rheumatology, 2 nd

hsp can induce joint inflammation in Mtb sensitized recipi

edition, Mosby, pp. 6.4.1-6.4.12, 1998.

ents.26

18. Yu DT: Pathogenesis of reactive arthritis. Intern Med 38: 97-

In conclusion, the immune response against Mtb hsp in

101, 1999.

the genetically predisposed host may explain the mechanism

19. Kellner H, Wen J, Wang J, Rayboune R B , Williams KM, Yu

of ReA in PD . The pathogenic similarity of PD and erythema
nodosum3 which is applicable clinically to the third case of

and Reiter's syndrome are reactive with HLA- B27 cells trans

DT: Serum antibody from patients with ankylosing spondylitis

the present study has been demonstrated in a case report. 15

ferred with the Mycobacterium tuberculosis hsp 60 gene. In

Further investigation is required to elucidate the relation

fect Immun 62: 484-9 1, 1994.

ship between active TB and ReA.

20. Minota S: Autoimmune disease and stress proteins. Rinsho
Byori 45: 19-26, 1997.
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