5516 55 3 M) PEEEMIRE Vol. 16 No.3
2007 43 J] Chinese Journal of General Surgery Mar. 2007

X EHS:1005 - 6947(2007)03 - 0253 -05

- AR -

4 80— S {7 7 L 00T o
0 1

E4W, Kk, F8R, KIT, HER

(S PHEKRFZRFEFERRERFER S@shH, 3t XX 430030)

WE:BH W 5, BT R — SR A B (INOS) 7F B 28 M 2 95 JF 50 3 o 1) 8 45
fER . FiE (1) (RN« SR P J6e JAE i JAL 47 JF v 3 1% 40 8 R B 40 M, 47 AR B 5% )5, L iNOS 417 il
) SMT 1 H F 40 i, 50 wmol / L H 22 38 i 4 1B R 4% ( GCDC) AE A J5 i X 40 M R (FCM ) B J A7 K S
FRIC ¥ ( TUNEL ) A6 U0 JFF 20 B 08 T8 00 . (2) R S8 38 S5 HL R BRI SVEE, 454L)5 3,7, 14,21d, 43 j
J TUNEL % J Rz 21 b SABC ik il R U A S M RS R INS M RK, R (1) K
SMIT ¢ B 1) 38 Jn, i 48 6 7 0 o B sl 20 o (2) JKRRUIEL G480 45 L U Bl 45 L B ] 19 28 K 2 iR A 1 48 %K
(AD) Fhw, 4540 14d J5 ALK g, INOS R R AR, W AL Mm . 48 iNOS 2 5 B 28 ¥ # i JiF
ML TSR R R E R E R EN LA ML R R EEEM,

[FELEMFFE,2007,16(3) :253 -257]

KRB . HoE PLEM /R, SR EH; /RS, AN

hESES R657.3 X HRARIRAD : A

The regulating mechanism of inducible nitric oxide synthase in the hepatic

injury of obstructive jaundice
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Abstract ; Objective ~ To explore the regulating mechanism of inducible nitric oxide synthase ( iNOS) in
hepatic injury of obstructive jaundice ( OJ ) in vivo and in vitro experiments. Methods (1) Rat
hepatocytes were isolated by in situ collagenase perfusion and primary culture. Hepatocytes were pretreated
with various concentrations of iNOS inhibitor SMT for 20 min. After pretreatment, 50 uM GCDC was added
for an additional 24 hr. Cells were next detected by FCM and TUNEL. (2 ) Experimental obstructive jaundice
(BDL) was induced by double ligation of the bile duct in rats. After BDL for 3d \7d ,14d ,and 21d, the
apoptotic status in liver of all rats were determined with TUNEL, and iNOS protein in liver of O] was
ditermined with immunohistochemistry method. Results (1) SMT decreased GCDC-induced apoptosis in a
concentration - dependent manner. (2 ) The apoptotic rate of liver was related to length of time of OJ.
Apoptosis index ( AT) was highest from rats with 14d bile duct ligation. The stronger the iNOS expression ,
the higher was the number of apoptotic cells that was found in OJ. Conclusions iNOS is involved in the
regulation and the occurrence and progression of hepatic injury of obstructive jaundice.
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