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[ Abstract] Objective To investigate the effect of tetramethylpyrazine hydrochloride (TMPH) on exo-
some protein glypican-3 (GPC3) of hepatocellular carcinoma (HCC) cells for understanding its mechanism for
inhibiting HCC. Methods Western blot was used to detect the expression level of GPC3 in supernatant of two
kinds of hepatoma cells (MHCC97-H, HepG2) and TMPH treatment for 24 h respectively. HeG2 cells were
cultured by using the co-culture method. After TMPH treatment for 24 h,the scratch test and Transwell assay
were used to analyze the invasion and migration of HepG2 cells co-cultured with MHCC97-H. Results Com-
pared with HepG2, the level of exosome protein GPC3 in supernatant of MHCC97-H was significantly higher,
the expression difference was statistically significant (P<C0. 01),and the expression of GPC3 in supernatant
was significantly decreased after adding TMPH to treat MHCC97-H for 24 h (P<C0. 01) ; the invasion and migra-
tion ability of HepG2 cells co-cultured with MHCC97-H was increased significantly,and the level of GPC3 was higher
(P<C0.01). The invasion and migration ability of HepG2 cells decreased after TMPH treatment for 24 h,moreover the
GPC3 level was decreased significantly (P<C0. 01). Conclusion TMPH regulating GPC3 in exosomes produce the
effect on the invasion and migration of HepG2, which may be one of the mechanisms of its anti-liver cancer.
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