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Conclusion

Expression of p22phox intracellular ROS leve] and cell apoptosis in hUVEC were detected by W estem-b ot and
p22phox-sRNA could nduce NAD( P)H oxidase subunit p22phox gene silence
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20 f, ( human umbilical vein endothelial cel]l hU-
VEC), £ 37C.5% CO, &t T ¥ 5= T DMEM ¥ %
K (A 10fFmiE.100ku/LEHEZ)F. &
HEWEAL TR E ST, ANXEKRS K 2
mol/LHfE &K, - 20CHR#&F. FeF mEWE Hy-
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/8], DCFH-DA W B % & G beo/s & .
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2 7|% 72 h). sRNA 2 (sRNA &K Z 4 100 nmol/
L)fiE # + sRNA 4 (4K E % 100 mol/L# sR-
NA#% 6 h/g, B AL IRE A 20 mmol/L #y & &
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USA), ¥ " BREA, W& sRNAH LKA 5 4
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