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Effects of TSA combined with HSV-1 on cell proliferation and apoptosis of C6 glioma cells

XU Qiang=hua', CHEN Xin—jun’, LIU Pin—fei', XIE Teng', CHEN Xiao—wei', CHEN Zhi—jun’. 1. Department of Neurosurgery, The
First People’s Hospital of Jingmen, Jingmen 448000, China; 2. Department of Neurosurgery, Zhongnan Hospital of Wuhan University,
Wuhan 430071, China

[Abstract] Objective To explore the effect of trichostatin A (TSA) combined with herpes simplex virus type 1 (HSV-1) on the cell
proliferation and apoptosis of C6 glioma cells. Methods C6 glioma cells were cultured in vitro, and then randomly divided into four
groups, i.e., control group (treatment with equal volume of culture medium), TSA group (treatment with 0.5 X 107 wmol/L. TSA), HSV-1
group (treatment with 10 MOT HSV—-1) and TSA+HSV-1 group (treatment with 0.5 X 10~ wmol/L. TSA and 10 MOI HSV-1). CCK-8
method was used to detect cell proliferation activity. Flow cytometry was used to detect the apoptosis rate. RT-PCR and Western blot
were used to detect the mRNA and protein expression of vascular endothelial growth factor (VEGF), respectively. Results Compared with
the control group, the proliferation rates of C6 cells were significantly reduced (P<0.01), the apoptosis rates were significantly increased
(P<0.05), and the expression levels of VEGF mRNA and protein were significantly reduced (P<0.05) in the TSA group, HSV-1 group,
and TSA+HSV~-1 group. Moreover, the effect of TSA+HSV~-1 group was significantly better than the TSA group and HSV-1 group (P<
0.05). Conclusion TSA combined with HSV-1 can produce synergistic killing effects on cultured C6 cells, which may be related to the
inhibition of VEGF.
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