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A Case of Cortical Vein Thrombosis in Wegener’s Granulomatosis

Jung Ran Choi, Won Park

Division of Rheumatology, Department of Internal Medicine, Inha University College of Medicine, Incheon,
Korea

Wegener’s granulomatosis is an uncommon disease charac-
terized by variable degrees of disseminated vasculitits in-
volving both small arteries and veins. This disease is rarely
associated with thrombosis. Isolated reports of intracranial
thromboses of large and small vessels have been described
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in both adults and children. This report describes the first
case of cortical vein thrombosis which was central nervous
system manifestation in Wegener’s granulomatosis.

Key Words. Cortical vein thrombosis, Wegener’s gran-
ulomatosis
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A Case of CVT in WD

WE T vl9kE] o] vancomycin X] 53190 =
Aol A% 2, 3, 4R Ehehmiel, k5 2, 3, 4,
sl whrlEhm] A A< & 37|74 cyclophosphamide, meth-
ylprednisolon %] 53} 733} {4 F 20041 2 oA cy-
clophosphamide 1 g X| & & AL o] vkt &}A] ¢k
20079 39 A4 #HAZH AFHLEE HABt] cyclo-
phosphamide, methylprednisolone X| & % 1% &% 934 +=
7 BEZgZo7 olF J 2E7HE 4Fdsya, 20084
494 A SolF 4w 7] F29d (Xanthogranulomatous pyelo-
nephritis) 2 2|4l=lo] 2% FLAAE sl =74 A
ol Al FolE A7 Hof WA FolFFoll st
20004 2% FEI LEE T EEE Hdsle] A
AL Aeaedst 5 keSS 3t £ K
cyclophosphamide *] & % methylprednisolone 16 mg *] &
FAsH lefellA A3 B F FEe e id
& F4EE TFA HLEic
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mmHg, waka= 1003]

I, 921 WEadch F5 AR A el
2EEF T EET Yk FF IAvbEe SEA Al
Fz} ATA 2% J w3} 2
HlZo| HEE A

ZAL 224 TG NI Aol A WE T 13,000/mm’, P4
467,000/mm’, C-HH-SThul e 14g/dL (B4 0~5 g/dL), &
TRAREEE 98 mmhro & FA47] ubSE3 9] S
gk A4 10.2g/dL, SlvtEARE E 29%, AMAEA AT
A dld £HS H93, BUN 15 mg/dL, creatinine 1.2
mg/dL, % w4 6.5 g/dL, ¢FRl 3.2 g/dL, AST 26 IU/L,
ALT 30 IULE Sol&Zd gldich N3z Aol A PT
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Figure 1. (A) 14 days prior to the
incident, the venous sinus occlu-
sion CT imaging is normal. (B)
Accident when the underlying, the
venous sinus thrombosis.

Figure 2. (A) Right internal carotid
artery angiography shows obstruction
of right transverse sinus (arrow) and
sigmoid sinus (small arrow) in
venous phase, comparing normal left
transverse sinus. (B) Right internal
carotid arteriography shows total
non-visualization in vein of Galen
(arrow) and straight sinus (small
arrow) and shows abnormal collateral
vessels (white arrow) around the
sinuses.
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AYB5o] Kok 2). Hvtee A &
71 Bk gxke] S8 H 3 2dES vtg o vA
Y folEF SHAtell A hAd 91 Al AFow Ach
=9l 31, 873 & Al (carbamazepine), 35314 X] & (conventio-
nal heparin), methylprednisolon 24 mg/dayZ X & A]2}s}3]
o 87 ol 49 YA MR 7Y AL BT, >
A R At A w27 A A ARkl g
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A, selut v A3} d=do] ek T AAA AW
&2 g vl vehd, = ghduialoh ik 5o
A7 ST oA WM, A Aeliut X vl 5] A7
BAH Sl T 2,5). AV A delA ] &
T AEHY &4 A HHoR 2 RIAER
Hold = ARt n]5old] Woltt nAH dPHYE
22 Qd e AL 2Rds Bl o}, FF
23 AAE B7Fsst7] widell WA SolEgellA o
¥ AP vk ook i disde] A= 2t
o A%k A5, A3k AP, A A=k A4
T A3 g el glsliof b} rEdh, H o Aol

ot

Al HhAsE ] 3l @t w3t S S AA 7
g Fdsftodof dhr}

WA SolEzelA A7
AAA Al ek AT+ flek dFH e
olF2£2] x| Foll F3}o] cyclophosphamide®} 3-8 3F 2 H]
Rolt WX 88 FaE F53l3, methotrexatel} aza-
thioprine2 X & A8k} (6).
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