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Reversal effects of ginsenoside Rgl on apoptosis of human umbilical vein endothelial cells induced by Ang [
HE Guo-yang' ,L1 Wei* , JIAO Hong-li’ ,et al.
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3. Department of Histology and Embryology ,» Xinxiang Medical Universerty , Henan 453003 ,China)

Abastract : Objective

(HUVECs)induced by angiotensin [[ (Ang [] ). Methods

senoside Rgl was screened by staining of trypan blue. The apoptosis of cells were detected by agarose gel electrophoresis and termi-

To explore reversal effects of ginsenoside Rgl on apoptosis of human umbilical vein endothelial cells
The HUVECs were cultured in vitro. The optimal concentration of gin-
nal deoxynucleotidyl transferse-mediated dUTP nick end labeling (TUNEL) staining. Results The result from staining of trypan
blue showed that the optimal concentration of ginsenoside Rgl was 40 pg/mL. The results from agarose gel electrophoresis indica-
ted that there were no apoptotic ladder in the control group and Rgl group,but apoptotic ladder was observed clearly in the group
of Angll .and obsolete apoptotic ladder were observed in the group of Ang |l + Rgl. The results from the TUNEL staining dis-
played that compared with the control group and Rgl group,the quantity of apoptotic cells in Ang [l group increased significantly
(P<C0.01) ;Compared with the group of Angll .the quantity of apoptotic cells in the group of Ang Il +Rgl decreased markedly(P
<£0.01) ,and the apoptotic percentage decreased from 38. 667 % to 10. 667 % ,but the percentage aslo higher than the control group
and Rgl group. Conclusion The partial reverse effects of ginsenoside Rgl on the apoptosis of HUVECs induced by Ang ]| are i-
dentified.
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Angll 4 1 000 386.670+40. 415" 38. 667
Angll +Rgl 41 1000 106. 670415, 2754 10. 667

5 IR Rel 1A Ang [T +Rgl 41648, * - P<<0. 01; 5% 41
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