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[ABSTRACT] Aim To explore the effect of G mseng polysauharides on changes of lipid peroxidation i hepatic is-
chem ia reperfusion injury and its m echanisn. M ethods 30 rabbits were randam ly divided into control group ische-
m ia-reperfusion ( R) group and G mseng polysauharides group A lanine an motransferase (ALT), superoxide dignutase
(SOD), glhtathione peroxidase( GSH -Px), xanthine oxidase(X0), malondialchehyche (MDA) were recorded and the
liver organ izational structure change were observed under the light m icroscope Results In R group the plama
SOD, GSH-Px activity declined gradually 45 m inutes after ischem ia and this phenan enon continued for 45 m inutes after
reperfusion  The activity of ALT, XO and the content of MDA clearly increased  In G mseng polysauharides group the
plasma SOD, GSH -Px activity had no pran ment decling the activity of ALT, XO and content ofM DA had no obvious mn-
creasg especially when 45 m inutes after reperfusion the SOD activity was much higher and the ALT and XO activity
content of MDA weremuch lower than that m IR group of the sane period (P < Q 01). The SOD and GSH -Px activity of
IR group m liver mcreased campared w ith control group but decreased n G insen polysauharide group campared with IR
group (P < Q 01). TheXO activity and theM DA content of the R group in liver decreased cam pared w ith control group
but increased in G insen polysauharide group canpared w ith IR group (P< Q 05 0orQ 01) .  In R group themorphology
structure of hepatic cell obviously abnomal but n G nseng polysauharides group relativelym ild mjury occurred to the he-
par Conclusion G nseng polysauharides can reduce the activity of XO and suppress the production of oxygen-derived
free radicaly tone up antioxidase lke SOD, GSH-Px and suppress lipid peroxidization thus effectively reduce the injury

caused by hepatic ischem ia reperfusion
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CN 43-1262 /R FE )ikt fb 42 E 20095 17655 28

111

*2 MRA_BSERBENIELE. ARERIEXDBINERICELEED

. X R 4H i TR NS LA
5] 7N

D B 45m i FHED 45mn friin] BRI 45min FHEE 45min S it i BRIl 45min FHER 45min
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