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(3449 60~270mg/d)e, A % 744 Co-  anisocytosis, poikilocytosis 3 schistocyteSo] T3
ombs HAHe 25 S4Aleigic), ¢ Yz ot Aol =<icH(Fig. 2). ¥4 bilirubin 1.4mg/dl, €4 GOT
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Fig. 1. Clinical course of hemolytic uremic syndrome in renal allo-
graft recipient.

LR = & x5 ‘ﬂ_
Fig. 2. Blood smear showing fragmented and distorted erythrocytes
(bury cells, helmet cells). (Wnight's stain, X 1,000)
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Fig. 8. Focal capillary aneurysmal dilatation is noted due to mesan-
giolysis. Some capillary lumen are congested by red blood cells.

(H&E, X 400)

Fig. 4. This glomerulus shows impacted thrombi and causing mesan-
giolysis. The central area. reveals structural destruction and
nuclear fragmentation. (H&E, X 400)
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Fig. 5. This picture shows thrombus in the lumen of interstitial

capillary. (H&E, X 400}
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= Abstract =

Cyclosporin-A Associated Hemolytic-Uremic
Syndrome in Renal Allograft Recipient:
A Case Report

Sung Bae Park, M.D. and Hyun Chul Kim, M.D.

Department of Internal Medicine, Ketimyung University
School of Medicine, Taegu, Korea

Kwan Kyu Park, M.D. and Kun Young Kwon, M.D.
Department of Pathology

A hemolytic-uremic syndrome (HUS) in renal allo-
graft recipients clinically is charaterized by mi-
croangiopathic hemolytic anemia, thrombocytopenia,
hypertension and deterioration of graft function. De
novo HUS usually occurs during cyclosporin-A (CyA)
immunosuppression. The mechanisms that lead to CyA-
associated HUS are not clear yet, but disturbance of
prostacyclin synthesis in endothelial surface is suspect-
ed. We are reporting a case of CyA-associated HUS in
a 30 year old female renal allograft recipient who
received a kidney from her 52 year old mother. She
developed hemolytic anemia, thrombocytopenia, hyper-
tension and a gradual rise of serum creatinine level on
the second day of transplantation. Initially she was
given steroid pulse therapy under the assumption of
acute rejection, without improvment. On the 12th day
CyA treatment was discontinued and a percutaneous

allograft biopsy was performed on the 17th day after
transplantation. Histolgy of the graft showed numerous

thrombi in the glomeruli capillary lumen and arterioles
with fibrin deposits. Partial recovery of graft function
occurred after cessation of CyA treatment.
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