P95

Cyclosporines] 2% 433 A &4 U@ melatonins) &%
dFueta T4 4AYQ, At e AgAPal
A2 2Ry YA’ H242 g’ QWR?

CsAcl 9@ 4 &4o] F4¥ 9 melatonine] ¥itst ALES FAES A& 4¥E dotrr] A3
o o] A7E HYen of AFANE CsAdl A5 VF &3¢ fE¥ ¥ FA%AA melatoning ¥
a3, 4 Aiof 4@ AT &4 AEE AdEin FAY £289 {YE AFH 2 €A =4
R 49E& Sprague-Dawley ol 7 & AH83te dl2Z, CsA 4T R CsA%) melatoning 3%
Fo ¢ melatonin $4T2E2 U A% v FA A9 malondialdehyer = CsA T TAA o
Z23] v Fo¥ 718 Yehien melatonin FAZL 2T HHAME FA¥ 3718 Ul
Aoy CsA FoZd HMfaE §A8 #LE UYellAY. 29 superoxide dismutase®] A==
CsA FoATolA A= 3] o8 Z4E JehiN e, melatonin F4Z L AT vHHEe &
A% F4E YehliR ey CsA T T HANE §98 Aold dehdA ¥t A9 glutathione
peroxidase®] M EE CsA FATAAE dz2F} v4E £ YehlR 2o melatonin $42& o
ZF R CsA FoF3 W&@ X8 Yehidoh. 049 catalased] FYEE CsA FAZolAE gz
o v {98 FHE F4E JeiA o, melatonin FATL =T viHME R8¢ F4E
dehliioy CsA FAZd vsfMe 998 olg vehix Fto). Superoxide dismutaseo] W@
mRNAS] ¥¥ HE: 4 F Atojd #Fo¥ Aot YNG. CsA9 ¥YF FxE CA FoiTH
melatonin 12 Abolol Fo@ Aol YU ol 4¥ A2 Mol CsAx UFAM 43 814
9 FAF GA L glol F9 A& Asto] @ A §4S ARNFoE2H P U2 g% &
2& FMAFIE Aoz 44EY, melatonin® ¥t A9 FHA WHolY AL g4 F U0l
g4 448 Yoz §55 std CsAd A% ¥ &3¢ HAse 22= 47dd

P96

Pathology of Thrombotic Microangiopathy with Cyclosporine A
Toxicity in Renal Allograft

Moon Ho Yang

Department of Pathology, College of Medicine, Kyung Hee University

Thrombotic microangiopathy (TMA) due to cyclosporine A (CsA) toxicity was first reported in
bone marrow recipients and subsequently in renal allografts. Clinically the patients typically
present with acute renal failure, thrombocytopenia, microangiopathic hemolytic anemia, elevated
LDH, hyperbilirubinemia and infrequently encephalopathy. In renal transplant recipients, the mean
time of onset is 2 to 56 days (mean 28 days). The pathogenesis is unknown, but is suggested
to be CsA-induced endothelial damage with activation of the clotting system. Morphologically,
the glomeruli show characteristically swollen, bloodless capillaries with fibrin-platelet thombi,
particularly in the hilum (pouch lesion). The GBM is focally duplicated with electron lucent
subendothelial widening (EM) and variable mesangial expansion and sclerosis, as well as
mesangiolysis. The tubular epitheliims may show isometric vacuolization or necrosis. The small
arteries and arterioles show mucoid intimal thickening with occasional thrombi. The vascular
lesions are described as mostly severe in the interlobular and arcuate arteries. Intimal
hyperplasia can be the most prominent features with glomerular and tubular ischemia, especially
in the patient with insidious onset. The most characteristic LM and EM findings are presented
with photographs.
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