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Abstract: Objective To investigate the effect of histone deacetylase inhibitor VPA on VEGF-induced
HRMECs tube formation ability and the related molecular mechanisms. Methods CCKS8 experiment was used
to study the effect of VPA on the proliferation ability of HRMECs. Transwell cell migration experiment was
used to detect the change of the migration ability of HRMECs after 40 mol/I. VPA treatment. The ability to
form lumen-like structures on the matrix gel after 48 h treatment with 40 mol/LL. VPA was detected by matrix
colloid external tube test. The changes of VEGF signaling pathway-related protein expression in HMECs cells
after 48 h treatment with 40 mol/L. VPA were observed by Western blot. Results VPA can inhibit the prolif-
eration of HMECs in vitro,and the inhibitory effect is positively correlated with VPA within a certain concen-
tration time range. In subsequent experiments,40 mol/L of VPA was used for 48 h. After VPA treatment,the
number of HRMECs migrated through the membrane was significantly reduced compared with the control
group. The number of lumens formed by HRMECs on the matrix glue was significantly lower than that of the
control group. The protein levels of phosphorylated vascular endothelial cell growth factor receptor 2 (p-VEG-
FR2) and its downstream phosphorylated serine/threonine kinase (p-AKT) and phosphorylated extracellular
regulatory protein kinase 1/2 (p-ERK1/2) were decreased in HMECs. Conclusion VPA can inhibit VEGF-in-
duced ducting ability of HRMECs in vitro,and the mechanism may be achieved by down-regulating the protein
levels of p-VEGF-induced p-VEGFR2,p-AKT and p-ERK1/2.
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