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Behcet’s disease is a systemic vasculitis, characterized by
recurrent oral aphthous ulcers, recurrent genital ulcers,
skin lesion, and ocular involvement. Monoclonal antibody
to the tumor necrosis factor-@ (TNF-a) is considered as
a possible therapeutic approach to achieve clinical im-
provement, preventing relapse in Behcet’s disease re-
fractory to conventional anti-inflammatory drugs or im-
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munosuppressive durgs. We report the use of infliximab,
which is one of the TNF-2 monoclonal antibodies, in a
17-year-old girl with Behcet’s disease exhibiting severe
mucocutaneous, ocular and neurological involvement re-
fractory to standard treatment.
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Figure 1. (A) MRI axial TI1
image. Thickening of dura along
left sphenoid wing is shown. (B)
Coronal T1 image. Increased signal
from optic canal to left lateral
rectus muscle. (C, D) MRI: axial
fluid-attenuated inversion recovery
(FLAIR) image. Focal high signal
intensity lesions are noted in the
left temporal lobe and left frontal
base, suggestive of recurrent in-
flammation.

Figure 2. Image of fundoscopy. Swelling and hyperemia of the
disk, blurring of disk margin, and distended veins suggest that
the patient has optic neuritis.
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Figure 3. MRI: axial FLAIR
image. (A, B) Follow-up image
shows decreased signal intensity in
the same lesion 1 month after
treatment with infliximab. (C, D)
Follow-up image shows normalized
signal intensity in previous lesion
18 month after treatment with
infliximab.
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Wel 7 W 23047 AHA infliximabe] AL AE 4 JAkAS Halth A7 WAEWS] Ahe MRIZ 1
% % glo] infliximab 5 mgkg (0F, 27, 6%, o1 % 8% 7+ WE 28 & qlov] Welthnor T4 AT YT
Aye AAFskel (2). Infliximab F2F 704 109 % 919F T4 -F(local perivenular lymphocytic cuffing), 354 Al
7, 7 ol 59 S T4EA oSk, W, Al Z9] #H-f(inflammatory cell infiltration), 2173 2FAZ
ol o BAT}A o]} T TAHE Kol HT pre- (gliosis), 3] AH(necrosis), X178 A|E2] A=Al (neuronal loss) &

dnisolone, methotrexateS- 2|3} 2] 2ljoll 4] infliximab3 8
F HH o2 Folslglrt. Infliximab Fo] ¥ 4173 WA E
o] A2 gloiom, Fo A 10, S0, 1870Y ol =
2 Aegk ¥ MRIONA ¥ A4S W2 Holx| ofok
(Figure 3, 4).
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