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Effect and mechanism of PEDF on proliferation
of human umbilical veinendothelial cells

and lung cancer SK-MES- cells
Meng Jing Shu Jun Li Zhibin
( Dept of Respiratory Medicine The Fourth Affiliated Hospital of Anhui Medical University Hefei 230032)

Abstract Objective  To investigate the effect and potential mechanism of pigment epithelium derived factor
( PEDF) acting upon SK-MESH cell and human umbilical vein endothelial cells( HUVECs) . Methods CCK-8 was
used to detect the effect of varying concentrations of PEDF upon HUVECs and SK-MES- cell measuring the

degree of cell proliferation and inhibition effect across varying times. The flow cytometry tests were carried out to
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invest gate the apoptosis of these two kinds of cells when exposed to varying concentration of PEDF. qRT-PCR were
carried out to assess the vascular endothelial growth factor( VEGF) gene expression level in these two kinds of cells
after treatment of PEDF. Results CCK-8 results revealed that PEDF had a concentration-dependent and time-de—
pendent cell proliferation inhibition effect on SK-MESH cell and HUVECs( P <0. 05) ; Flow cytometry showed that
the apoptosis of the cells in the treatment group were higher than that of control group( P <0.05) and the apopto—
sis rate of high concentration group was higher than that of the low concentration group( P <0.05) ; qRT-PCR re—
sults showed that PEDF was able to inhibit expression of mRNA of VEGF in both HUVECs and SK-MESH cell com—
pared with control samples( P <0. 05) . Conclusion The antitumor properties of PEDF is mainly related to the in—
hibition of tumor angiogenesis and direct effects on tumor cells the effect of PEDF on HUVECs and SK-MESH cell
maybe related to the effects of PEDF on downregulating expression of VEGF.

Key words PEDF; HUVECs; VEGF; lung cancer



