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ABSTRACT Objective: To explore the inhibitory effect of Valproic acid (VPA) and cisplatin on the proliferation of breast cancer
and colorectal cancer cells. Methods: Firstly, Western blot was used to detect the effects of VPA on Acetyl-Histone H3 protein levels, and
Cell Counting Kit-8 (CCK-8) was used to detect the effects of VPA on the cell viability of breast cancer and colorectal cancer cells. Sec-
ondly, breast cancer cells MDA-MB-231 and colorectal cancer cells HCT-15 were treated with single drug cisplatin, VPA and a combi-
nation of drugs. IncuCyte was used to dynamically detect the cell growth process and growth endpoint. Results: It was found that VPA
could inhibit the function of histone deacetylase and increase the Acetyl-Histone H3 protein level. VPA could inhibit the proliferation of
breast cancer cells and colorectal cancer cells, and the drug sensitivity to VPA was similar. The combination of cisplatin and VPA can
significantly inhibit the proliferation and viability of breast cancer and colorectal cancer cells. Conclusions: This study found that VPA
inhibits histone deacetylase to play a new role in inhibiting the growth of breast cancer and colorectal cancer cells, and can be combined
with cisplatin to improve the antitumor effect and drug sensitivity, providing a new therapeutic idea for patients with epilepsy and tumor.
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Fig.1 VPA can increase the expression level of acetylated histone

HE LB

Note: A. Breast cancer cells; B. Colorectal cancer cells;

Protein levels of Acetyl-Histone H3 and Histone H3 after VPA drug treatment by western blot.
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Fig.2 VPA inhibits the proliferation of breast cancer cells and colorectal cancer cells carrying mutant p53

Note: A. Breast cancer cells; B. Colorectal cancer cells; Cell activity inhibition of VPA was tested by CCK-8 assay.
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Fig.3 VPA synergistically increases cisplatin sensitivity of breast cancer cells and colorectal cancer cells

Note: A. Breast cancer cells; B. Colorectal cancer cells; Phase Object Confluence was tested by IncuCyte.
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Fig.4 VPA cooperates with cisplatin to inhibit the growth of breast cancer cells and colorectal cancer cells

Note: A. Breast cancer cells; B. Colorectal cancer cells; Cell of growth was tested by IncuCyte.
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