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Abstract: Objective To determine the effect of sodium butyrate on HepG2 cells growth,apoptosis, invasion and to explore the poten-
tial mechanism. Methods HepG2 cell line was treated with different concentrations of NaBu,and MTT assay was conducted to detect
cell viability. Cell cycle distribution and apoptosis was evaluated with flow cytometry. Cell invasion was analyzed by transwell assays. Im-
munofluorescence staining was used to detect HDAC4 protein expression and localization in HepG2 cells. Western Blot test was per-
formed to determine the expression of HDAC4 protein. Results ~ With the increase of NaBu concentration and the treatment time, the
cell proliferation was significantly inhibited and the cell cycle was significantly blocked with the proportion of G1 cells increased signifi-
cantly and the proportion of cells in the phase S significantly decreased. The early apoptotic rates of HepG2 cells treated with NaBu at
different concentrations (0,1,5,10 mmol/L) for 24 h were 2. 7% ,4. 5% ,6. 5% and 6. 7% ,respectively,and the difference was statis-
tically significant (F =15.1,P =0.001). NaBu significantly inhibited cell invasion, and the percentage of invasive cells decreased to
72.7% (1 mmol/L) ,41.7% (5 mmol/L) and 21.3% (10 mmol/L) ,respectively. The difference was statistically significant ( F =
202.1,P <0.001). HDAC4 protein was positively expressed in HepG2 cells and mainly located in cytoplasm. NaBu significantly inhibi-
ted the expression of HDAC4 protein in a concentration dependent manner. Conclusion NaBu inhibited the proliferation of HepG2
cells by regulating cell cycle, promoting apoptosis and inhibiting invasion ability.
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