DOT :10. 160167j. 1000 5404. 2004. (0. 014
26 9

784 2004 5

ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 26 No. 9
May. 2004

ICAM-1

. B (NO) SIN-1
ICAM- 1 B2 . NO
, . BR
) B2 24 h
ICAM- 1 , ,
; ;s TCAM- 1

: R692.5; R619.9; R972.9

I E G5 1000-5404(2004)09-0784-03

, 400038)
(IARF) . Ik
ICAM-1
ICAM-1 . 24 h .
; NO SIN-1
. & NO SIM-1 ICAM-1
H A

Inhibitory effect of SIN-1 on ICAM-1 expression in rat kidney after ischemia /reperfu—

sion injury

LIU Hong, WU Xiongfei, JIN Xi-yu, LI Lian (Uninary Surgery Research Center; Southwest Hospital Third Military Medical University,

Chongging 400038 China)

Abstract: Objective To explore the therapeutic mechanisms of nitric oxide donor (SIN-1) in ischemic acute
renal failure (JARF). Methods The effects of SIN-1 on intercellular adhesion molecule-1 (ICAM-1) expression
and inflammatory cell infiliration in rat kidney after ischemia Arepe]fusion am injuty were examined using ICAM-1,
B2 integrin polyclonal antibody, and immunohistochemistry. The renal functions were measured simultaneously. Re-
sults  Progressive increased expression of ICAM-1 was found in kidreys, especially in vasa ecta, after IR injury.
B2 integrin positive cells increased simultaneously in the outer medulla. The two indexes reached the peak values at
24 h after TR injuty. SIN-1 infusion at the begiming of reperfusion could remarkably inhibit the enhanced ICAM-1
expression, reduce the local infiltration of inflammatory cells, and ameliorate the renal functions. Conclusion NO
donor can inhibit the renal expression of ICAM-1 and the infiltration of leukocytes after ischemia-reperfusion injuy,

which may play an important role in the treatment of ischemic acute renal failure.
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Double non-marginal kidney transplant: a case report
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