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[Abstract] Objective To investigate the changes and action mechanism of alternative splicing even in
the Biejiajian Pills inhibiting hepatocellular carcinoma cells proces. Methods Biejiajian Pills serum (experi-
ment group) and blank serum (control group) acted on human hepatocellular carcinoma cell line SMMC-7721
respectively. The proliferation activity of hepatocellular carcinoma cell line in the two groups was observed.
The whole-cell transcriptomics was used to detect and analyze the alternative splicing changes of hepatocellu-
lar carcinoma cells in the two groups and gene differential expression. Results The cell proliferation activity
in the experiment group was significantly decreased compared with the control group (P <<0. 05). A total of
corresponding 18 955 shear bodies in 5 533 genes were identified in the control group, moreover which were
mainly the two alternative splicing types of exon jump and the first exon variable shear. The variable shear e-

vents did not overlap in 1 061 genes in the experimental group and 858 genes in the control group,in which 96
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gene differential expressions were significant,in which ARHGAPS8, ATP5L.2,BIRC7,CASP9, HES5,INPP4B,
SLC6A19,TNRC18 and TPT1 were closely correlated with the tumor occurrence and development. The ex-
pressions of CASP9,HES5,INPP4B and SLC6A19 were significantly correlated with the survival rate of the
patients with hepatocellular carcinoma (P <C0. 05). In hepatocellular carcinoma caused by different hepatitis
viruses infections, ARHGAP8,HES5,INPP4B and TPT1 played the effect as the protective factors;in hepato-
cellular carcinoma caused by alcohol intake, ATP5L2, HES5,INPP4B, TNRC18 and TPT1 played the effect as

the protective factors. Conclusion The alternative splicing event may be involved in Biejiajian Pills inhibiting

hepatocellular carcinoma cells proliferation.
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GO0:0030155: regulation of cell adhesion
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GO0:0000904: cell morphogenesis involved in differentiation
GO0:0007264: small GTPase mediated signal transduction
GO0:0051345: positive regulation of hydrolase activity
R-HSA-9006934: Signaling by Receptor Tyrosine Kinases
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