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[Abstract] Objective: To investigate the effect of kruppel-like factor 4 (KLLF4)/ vascular endothelial growth factor (VEGF)
signaling axis on the migration and angiogenesis of human umbilical vein endothelial cells (HUVECs) induced by platelet-derived
growth factorBB (PDGF-BB). Methods: HUVECs were stimulated with the blank group and different concentrations of
PDGF-BB (5, 10, 20, 40 ng/ml) to establish cell migration and angiogenesis models. The expression of KLF4 was
down-regulated by small interfering RNA. The cell proliferation rate was detected by CCKS cell counting kit and migration was as-
sayed by scratch test. The tube formation ability was detected by lumen formation assay. The expressions of proliferation cell nucle-

ar antigen (PCNA ), KLF4 and VEGF were evaluated by Western blot. Results: Compared to the blank group, PDGF-BB signif-
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icantly increased the cell proliferation and migration, promoted tube formation, and up-regulated the protein expression of PCNA,

KLF4 and VEGF, and it shows a dose and time-dependent relationship. Silencing KLLF4 expression with a specific small interfer-
ing RNA (siRNA) inhibited PCNA and VEGF expression and, importantly, suppressed PDGF-BB-induced cell migration and
angiogenesis. Conclusion: PDGF-BB induces HUVECs proliferation, migration and angiogenesis via activating KLF4/VEGF

signaling axis.

[ Key words ] Platelet-derived growth factor-BB (PDGF-BB) ; Endothelial cell; Kruppel-like factor 4(KIL.F4) ; vascular endo-

thelial growth factor(VEGF ) ; Angiogenesis
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