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A Case of Improved Refractory Uveitis in Behcet’s
Disease after Infliximab Therapy

Jeong Woo Choi, M.D., Yong Joon Choi, M.D., Young Min Ye, M.D., Sang Ha Kim, M.D.,
Dong Ho Nam, M.D., Hae Sim Park, M.D., Ma Bin Lee, M.D.*,
Ho Min Yoo, M.D.*, Chang Hee Suh, M.D.

Departments of Allergy-Rheumatology amd Ophthalmology?®,
Ajou University School of Medicine, Suwon, Korea

Behget’s disease is a multisystemic, chronic relapsing inflammatory disease characterized by
vasculitides, mucocutaneous lesions, thrombophlebitis, arthritis. Among them, the ocular involve-
ment is usual (50~70%) and the most serious morbidity is blindness (20 ~25% of those of
affected). Immunosuppressive treatment is currently the main therapy in chronic relapsing uveitis,
but many patients experience recurrent sight-threatening uveitis. T lymphocytes play an important
role in the pathogenesis of uveitis by releasing cytokines such as tumor necrosis factor (TNF)
a. There are some reports that the anti-TNFa treatment is effective in refractory Behget’s
uveitis, but it has not been reported in Korea. We report a case of refractory uveitis in Behcet’s
disease which is improved after anti-TNFa therapy.
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Table 1. Visual acuity and ocular score of inflammation
after infliximab therapy

Remicade 200 mg Visual Anterior chamber
v acuity cell (0~4)*

Day 0 (1%) LP () /| HM 4

Day 14 2" LP () / FC (1 m) 1

Day 28 LP (-) / FC (1 m) Trace

Day 46 (3"
Day 103 (4™

LP () /FC 2m) O
IPO/FC2m) O

LP: light perception, HM: hand motion, FC: finger count.
*Trace: <5 cells, 1: 5~10 cells, 2: 11~20 cells, 3: 21~
50 cells, 4: >50 cells
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domide, methotrexate, prednisone, interferon-a < %
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