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Abstract Objective
endothelial cells(HUVEC) in vitro and the possible mechanism. Methods
HUVEC with 0.1,1,10,100,1000wg/ml of PYM for 24h. The apoptosis and necrosis of HUVEC were detected through flow Cytometry.

Western blot assay were used to determine GRP78,CHOP by 0.1,1,10,100pg/ml of PYM for 24h. Results CCK -8 reagents showed

To investigate the viability and apoptosis effect of Pingyangmycin (PYM) on cultured human umbilical vein

CCK - 8 reagents was performed to detect the inhibition of

that HUVEC were inhibited more significantly with increasing PYM concentration (P <0.05). Annexin V and propidium iodide ( PI)
stainning show that the apoptosis rates of HUVEC induced by 0.1,1,10,100pg/ml of PYM for 24h were 5.37% +1.63% ,12.70% =
1.57% ,24.70% +6.99% ,23.60% +0.80% ,necrosis rate were 4.87% +2.09% ,7.32% +3.88% ,39.10% +6.18% ,66.30% =
0.40% . The higher concentration may lead necrosis of cells. Western blot analysis showed that PYM prompted Endoplasmic reticulum
stress proteins GRP78 ,CHOP express. Conclusion PYM can inhibit HUVEC cells in vitro effectively in a concentration — dependent
manner. The reason that PYM induce the apoptosis of HUVEC cells might be through endoplasmic reticulum stress.

Key words Angeioma;Pingyangmycin( PYM) ; Glucose — regulated protein 78 ( GRP78) ; C/EBP homologous protein ( CHOP) ; En-

doplasmic reticulum stress( ERS)
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