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Abstract: Objective To study the influence of vascular endothelial growth factor (VEGF) , stromal cell-derived factor-1(SDF-1)
gene on proliferation, migration and apoptosis of human microvascular endothelial cells (HMEC-1).Methods HMEC-1 was cul-
tured in vitro, and VEGF and SDF-1 cells were mediated by small interfering RNA (siRNA) and assigned into control group (I
group) , scramble group ( Il group) , transfection siVEGF group (Il group) and transfection siSDF-1 group(IV group).The prolifera-
tion, migration, and apoptosis of each group of cells were examined.The alteration of VEGF,SDF-1 protein expression were detected
by western blot.The proliferation ability was determined by MTT and the cell apoptosis were determined by flow cytometry analysis.
The cell migrating ability was detected by transwell migration assay.Results After the transfection of VEGF165-siRNA, VEGF165
and SDF-1 protein expression of I group(0.48+0.07),(0.62+0.08) were significantly lower than(1.92+0.42), (1.29+0.38) of |
group and(1.87+0.35), (1.32+0.47) of II group,and the difference was statistically significant (¢ =9.836,8.279,9.836,8.279,P <
0.05).After transfection SDF-1-siRNA,SDF-1 protein expression of IV group(0.37+0.05) was significantly lower than that of I and
Il group,and the difference was statistically significant(z =7.381,7.984,P <0.05) ,but the difference of VEGF165 protein expres-

sion was not statistically significant (P >0.05).The differences of VEGF165 and SDF-1expression levels were no statistically signifi-
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cant between 1 group and II group (P>0.05). After siRNA transfection, the cell proliferation inhibition, and apoptosis rate of Il
group [(42.37+1.25)%,(21.6+1.8)%] and 1V group [(29.15+1.32)%, (16.8+1.6%) ] were significantly higher than [0.00%, (4.9+
0.4)%] 1 group and [ (0.24+0.02)%, (5.2+0.5)% ] 1l group with statistical significance (P <0.05).Compared with IV groups, the
cell proliferation inhibition and apoptosis rate of Il group was increased more significantly (1 = 6.217,5.487, P <0.05).There were
no obvious difference of cell proliferation inhibition and apoptosis rate between I and Il group(P>0.05).In cell migration experi-
ment, the migration distance of I, II , Il ,IV group were(579.65+11.59) pm, (553.76+9.47) um, (234.72+10.28) pm and(318.36+
9.95) pm, respectively. The number of cells in Il group and IV group was significantly lower than that of I and I group (1=
10.972,9.894,10.972,9.894, P < 0.05).There was no statistically significant difference between I and I group(P>0.05),and the
migration distance of Il group was significantly less than that of IV group (¢ =5.907, P <0.05).Conclusion VEGF and SDF-1
could promote the proliferation and migration of HMEC-1,and inhibit the apoptosis of HMEC-1,which may play a role in the devel-

opment of diabetes vascular lesions occur,and VEGF may modulate the expressions of SDF-1 in this process.
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