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Protective effect of 4-phenyl butyric acid on endothelial cells
injury induced by high glucose "
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(1. Hebei Provincial Key Laboratory of Basic Medicine for Diabetes ;2. Department of Infection
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[Abstract] Objective To investigate the effect of 4-phenyl butyric acid (4-PBA) on the injury of human
umbilical vein endothelial cells (HUVECs) induced by high glucose through regulating peroxisome prolifera-
tor-activated receptor ¥ coactivator-la (PGC-1a). Methods HUVECs were stimulated with 30 mmol/L glu-
cose,and then the CCK-8 assay was used to determine the HUVECs viability. The immunofluorescence meth-
od was applied to detect the oxidative stress level of HUVECs. TUNEL was used to detect HUVECs apoptot-
ic level. Immunofluorescence and RT-PCR were performed to detect the protein and gene expression levels of
PGC-1a,and RT-PCR was used to detect the Sodl and Sod2 levels in HUVECs. Results The HUVECs activi-
ty was significantly decreased after 30 mmol/L high glucose stimulation for 2 d,the oxidative stress level was
significantly increased, the apoptosis level was significantly up-regulated,and the differences were statistically
significant (P<C0. 05). The 4-PBA (1. 0 mmol) intervention promoted the high expression of PGC-1a, the
Sodl and Sod2 expression levels were significantly up-regulated, the apoptosis level was significantly de-
creased,and the differences were statistically significant (P <C0. 05). Conclusion 4-PBA could play the anti-
oxidation effect and inhibit the high glucose induced cellular injury by regulating PGC-1a.

[Key words | 4-phenyl butyric acid; high glucose; human umbilical vein endothelial cells; oxidative

stress;apoptosis; peroxisome proliferator-activated receptor ¥ co-activator 1 «
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