I 2 1999 ; 41(4) © 464-468,

[ E B ]

AR ML RE 2 & F L 72 b E R R 7 o —%
REMRBED 1 B

TR OB MEEE MR

Cerebral venous thrombosis in minimal change nephrotic syndrome
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Internal Medicine, School of Medicine, Kanazawa University, Ishikawa, Japan

A 46-year old man presented with an eight-day history of edema and was found to be nephrotic, with
a plasma albumin level of 1.1 g/d/ and urine protein excretion of 13.3 g/24 hrs. The level of plasma
creatinine was normal at 1.0 mg/d/. A finding of renal biopsy was consistent with minimal change
glomerulopathy. On the 6th hospital day, he suddenly developed a severe headache and was noted to have
bilateral papilledema. Lumbar puncture revealed an opening pressure of 250 mm of water. Magnetic
resonance venography showed an irregular flow in the superior sagittal sinus and right transverse sinus,
a finding consistent with thrombus. The diagnosis of cerebral venous thrombosis was made, and the patient
was given both Warfarin® 2 mg/day and prednisolone 60 mg/day. A complete recovery from nephrotic
syndrome was achieved within eight weeks.

Nephrotic syndrome causes a hypercoagulable state, leading to both venous and arterial thrombosis.
The most common clinical features are renal vein thrombosis, femoral vein thrombosis, and pulmonary
embolism, however, cerebral venous sinus thrombosis is rare in patients with nephrotic syndrome.

It is important to be aware of this complication, since prompt treatment with anticoagulation and
control of nephrotic syndrome can lead to a successful outcome.
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Table 1. Laboratory findings on admission
AR ®%
EA 13.3g/R CRP (=)
A 3(+) ANA (=)
ki FRIER 1 /5 1225 7 DNA $i4F (=)
B-MG 526 ug/l IgA 269 mg/d/
NAG 73.6U/! IgM 220 mg/d/
mix 1gG 600 mg/d/
WBC 10,080/mm? Cc3 215 mg/d/
RBC 587X 10*/mm?® c4 58 mg/d/
Hb 18.2g/d! CH 50 44U/ ml/
Ht 53.3%
Pits 23.5X 104/ mm? HEE
InEaEqLs PT 100 %
P a.1g/dl APTT 41 B
Alb 34.5% Fbg 631 mg/d!
a 5.1% AT- I 68 %
a 28.9% FDP <10 ug/m!
Jij 16.9% D-D 487 ng/m!
¥ 14.6 % B-TG 35.9 ng/m/
GOT 201U/1 LAC (=)
GPT 3410/1
LDH 4891U/1  BER
TC 752 mg/d! KRB
TG 365 mg/d/ WME 250 mmH,0
HDL-C 55 mg/d/ il k=g 2/3
BUN 24 mg/d! FRMER 2/3
Cr 1.0 mg/d/ =] 12 mg/d/
PRA 22.8 ng/ml/hr ¥ 92 mg/d/
Ald 82.7 pg/ml

500|mg Methylprednisolone

8
Bolamethucmgl I Prednisclone 50"\‘: - 50mg 40mg 0]
& n__2mg
Dilazep 300mg
Albumin | 20g
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¥ Fig. 3.
T,-weighted magnetic resonance image showed
absence of flow (arrow) in the superior sagittal sinus.

» Fig. 2.

Unenhanced CT scan
showed highdensity
area(arrows) in the
right occipital lobe.

«4Fig. 5.

Cerebral angiogram
showed occulusion of
flow(arrows) in the
superior sagittal sinus.

AFig. 4.

Magnetic resonance
venography showed
irregular flow (arrows)
in the superior sagitt-
al sinus and right
transverse sinus, a
finding consistent
with thrombus.

p Fig. 6.

Enhanced CT scan
showed relative lucen-
cy(arrow) within the
superior sagittal sinus
representing thrombus
(empty delta sign).

Light microscopy showed almost normal glomeruli. (PAS

stain, %X 200)
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