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[ABSTRACT] Am To mvestigate the protective effect of acetan nophen on the njury of human umbilical vein en-
dothelial cells (HUVEC) mduced by hydrogen peroxide m vitro and to exp lore its underly ng m echan ian. M ethods

The HUVEC lne was subcultured m vitro and used for experment This study was conducted as follows nomal control
group, hydrogen peroxide (H,0,) -injury group (Q 1 mmol/L), acetan inophen protective group (25 Hmol/I, 50 Hmol/L
and 100 Pmol/L) was pretreamented for 1 hour  The cell viability wasm easured by MTT assay ~ The content ofm alon-
dialdehyde (MDA) and super oxide disnutase ( SOD) was detem med by kit

caspase-3 was detem med by W estem blotting

The expression of apoptosis-related protein
Results

It show s as the

decrease of viability of HUVEC, the ncrease of the content of M DA, the decrease of SOD activity the increase of caspase-

A cetan mophen can distuth the dan age ofH,0,-mnduced endothlial celles

crease viability of HUVEC, decrease the content of MDA, crease SOD activity decrease caspase-3 expression and apop-

Apopiosis of the cells was analyzed by flow cytam etry
Can paried w ith nom al control group H,0, can obviously dan age vascular endothelial cells (P < Q 05).

3 expression and apoptosis rate It can in-

tosis rate  The effect of acetan nophen showed a dose-dependent manner (P < Q 05). Conclusions The resulis

show that acetan mophen can decrease the dam age of cultured vascular endothelial celles mjured by H,0,. It also can n-
hibit the apoptosis of vascular endothelial cells mduced by H,0,.  The protective effect of acetan mophen m ay relate w ith

antiox idation and nhbiting pro-apoptotic protein caspase-3
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