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A case of cholesterol crystal embolism occurring

after treatment of a cerebral infarction with urokinase

Hiroshi KIMURA, Kenichi MIYOSHI, Hiroto MAEDA, Hirofumi IKEDA, Koji MITSUIKI,
and Atsumi HARADA

Kidney Center, Matsuyama Red Cross Hospital, Ehime, Japan

A 74-year-old man with hypertension and diabetes mellitus was admitted to our hospital because of
acute exacerbation of chronic renal failure after treatment with urokinase for a cerebral infarction. A
percutaneous renal biopsy was performed to examine the cause of renal damage, revealing glomeruloscler-
osis and cholesterol clefts in the small arteries. Subsequently eosinophil was increased to 21 % and livedo
reticularis was found in the patient’s foot. A skin biopsy was performed, and cholesterol clefts were again
found in the small arteries. For the reason, our diagnosis was cholesterol crystal embolism. Although 30
mg of prednisolone was administered, the patient’s renal function did not improve and maintenance
hemodialysis therapy was necessary. This is a rare case of cholesterol crystal embolism caused by urokinase

without any invasive vascular procedures.
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Table. Laboratory findings on admission
Urinalysis Peripheral blood
Occult blood (1+) WBC 10,400/ ul
Protein 0.25 g/day St 7%
Glucose (£) Seg 65 %
B-J protein (=) Ly 1%
Sediments Eo 9%
RBC | ~5/HPF Mo 8%
WBC 0~1/HPF RBC 262X 104/ ul
Casts (=) Hb 8.5g/dl
Na 55 mEq/! Ht 25.0%
K 5.5mEq/! PLT 21.8% 104/ ul
Cl 49 mEq/!
Cer 7.1 ml/min Coagulation
FENa 5.0% PT 12.5 sec
APTT 26.9 sec
Biochemistry Fib 315.6 mg/d/
TP 5.9 g/dl AT-1II 92.4%
Alb 63.8%
a, 4.6 % Serology
@, 9.4% ANA (=)
B 9.7% ssDNA-Ab (-)
v 12.5% dsDNA-Ab (=)
T-BIl 0.3 mg/d/ MPO-ANCA (=)
AST 271U/1 PR;-ANCA (=)
ALT 36 1U/1 ASO 231U/ml/
LDH 3151U/1 RF (=)
ALP 2221U/1 IgG 773.5 mg/d!
BUN 51.5mg/d/ IgA 99.5 mg/d/
Cr 7.9 mg/d/ IgM 93.3 mg/d!/
UA 7.6 mg/d/ C3 78.8 mg/d/
Na 133 mEq/! c4 30.4 mg/d!/
K 4.1 mEqg/! CH 50 37.3 U/ml/
Cl 98 mEq/!
Ca 4.3 mg/dl Urine immunoelectrophoresis
P 2.7mg/dl B-J protein (=)
T-Cho 173 mg/dl
TG 205 mg/d!/ Serum immunoelectrophoresis
HbA ¢ 5.7% M-protein (=)
CRP 0.31 mg/d/
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Fig. 1.
TIA : transient ischemic attack, RBx : renal biopsy, SBx : skin biopsy, Cr :
serum creatinine, Eo : eosinophil, UK : urokinase, PD : peritoneal dialysis,
HD : hemodialysis, PSL : prednisolone

Clinical course

Fig. 2.

Light microscopic findings of the renal biopsy
(HE stain, X 200)

A cleft in the small artery was interpreted as a sign of choles-

terol crystal embolism.
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Fig.3. Light microscopic findings of the skin biopsy
(HE stain, X 100)

Clefts in the small artery were interpreted as a sign of choles-

terol crystal embolism.
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