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&N K7 40 8 (human umbilical vein endothelial cells, HUVEC) PN B 235 15 &, #4837 HRD1 X 480tk B 2% 2 JIg 85 1 (oxidized low
density lipoprotein , oxL.DL) 5 | Fi2 i ML 45 P4 B2 AR AR 1~ S A I IR B TR B2, 73« Sy 9 GG I HRD 1 72 sh ki AR Al 4k 28
HIMEHL L, FRMEIMERREFR HUVEC, oxLDL FIFANALS Western blot 3£ M HRD1 WA TE N, Ad-HRD1 /8&7%
oxLDL Jl3#J5 i) HUVEC, Western blot #3148 HRD1 XM T-AR2MT, JHLL O Y@ kiigg HRD 1 X4 P B Az s s,
LR . HRD1 ik T ol BB AL B 23 M AF 42U 3K F oxLDL I35 1 HUVEC H ; Ad-HRD1 J&& % oxLDL HI#4 )5 (1)
HUVEC, Cleaved PARP # Cleaved Caspase 3 FikFEAKI ELANE N ARIHTE B>, 4518 :HRD1 A I oxLDL 25 P4 Bz 4f i i
TR N B BT TAR .
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[Abstract] Objective:To explore the role of HRD1 in apoptosis and lipid deposition caused by oxLDL in human umbilical vein
endothelial cells(HUVECs). Methods: HUVECs were incubated with 0 pg/ml oxLLDL as control group,or with 50 wg/ml oxLLDL as
oxL.DL group. Western blot was used to analyze expression of HRD1 protein. HRD1 expression in vascular tissue was detected by
immunofluorescence analysis. HRD1 effects on cell apoptosis and lipids deposition of HUVEC was detected by western blot and oil
red o staining analysis. Results:Expression of HRD1 protein decreased significantly in oxLDL group than that in control group.
Meanwhile , HRD1 also expressed in the athrosclerostic plaques,and predominantly in the endothelial cells. oxLDL induced the
significant increases in apoptosis and lipids deposition of HUVEC. While the HRD1 overexpression by the infection of Ad-HRD1
markedly inhibited the Cleaved PARP and Cleaved Caspase 3 expression and lipids deposition caused by oxLDL. Conclusion: HRD1
inhibited the apoptosis and lipids deposition of HUVEC induced by oxLDL.
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Figure 2 Expression of HRD1 in atherosclerotic plaques(x200)
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Figure 3 The effect of HRD1 on apoptosis of HUVEC
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Figure 4 The effect of HRD1 on lipid deposition of HUVEC
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