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Tuberculosis in patients with systemic lupus erythematosus
Choong-Hyun Kim®, Ju-Ho Do, Hyeck-Jae Ko, Young-Ok Jung, Do-Jun Min, Wan-Uk Kim, Sang-Heon Lee,
Chul~Soo Cho, and Ho-Youn Kim.

Division of Rheumatology, Kangnam St. Mary's Hospital, The Catholic University of Korea
Objective : To determine incidence and clinical characteristics of tuberculosis (tbc) in patients with SLE and
compare them to those of kidney transplant recipients taking immunosuppressive agents. Method: Six
hundreds twenty two patients who were diagnosed as SLE from 1990 to 2001 in a single center were
reviewed retrospectively. As a control group, 347 kidney transplant (KT) recipients in the same center were
evaluated. The extent of tbc was categorized into two groups: (1) limited disease (2) extensive disease.
Cumulative steroid dosage and disease activity marker (SLEDAI, serum complement and anti-dsDNA) were
analysed. Results: The incidencesof tbc were similar in both groups (5.7% in SLE vs 4.9% in KT). Mean age
on tbc diagnosis was 289.2 and 3911.2 respectively. Mean interval from SLE diagnosis or KT to thc
development was 39.265.2 and 40.853.1 months, respectively. The most common tbc site was lung/pleura
(31), and others include lymph nodes (3), knee joint (1), bone marrow (1), CNS (1), kidney (1), colon (1), liver
(1) and skin (1) in SLE. In contrast, in KT group, most of them(16/17) developed tbc exclusively in
lung/pleura except 1 case involving lymph node. Cumulative steroid doses during 1 month and 6 months
before tbc diagnosis were not different in both groups. Interestingly, extensive disease was more frequent in
SLE patients( 13/37 in SLE vs 2/17 in KT), although KT received more immunosuppressives such as
cyclosporin (p<0.05). There were no differences in disease activity like SLEDAI, complement levels, and
anti-ds DNA levels at the time of tbc diagnosis and cumulative steroid doses between extensive and limited
disease in SLE. Conclusion: Incidence of tbc was higher in SLE patients than in our general population (1%),
and patterns of tbc seemed to be more extensive in SLE compared to those of KT. It implies that immune
dysfunction implicated by SLE itself may play an important role in tbc infection in patients with SLE.

- S 167 -



