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T98G cell line 
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Conclusions Conclusions 

VPA enhaces the radiosensitivity of tumor cells by suppressing the 
cellular DNA repair capacity

Our results indicate that the combination of valproic acid  with 
temozolomide could be a promising  strategy for the controls of 
glioblastomas regardless of whether the cells are senstive or 
resistant to DNA damaging anticancer drugs 
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Acute treatment with VPA results in a modest antiumor effects

Chronic administration of VPA causes a more  pronunced modulation of  
cell proliferation and apoptosis  

VPA sensitizes chemotherapy resistant tumor cells to temozolomide 
antitumor effects
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