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[Abstract] Objective To explore the inhibitory effect of curdione on the proliferation of human hepatic sinusoidal
endothelial cells (HHSEC) in the microenvironment of liver cancer HepG2 cells, and to clarify its possible mechanism. Methods
CCK-8 method was used to detect the cell proliferation rate of HepG2 cells supernatants of different concentrations (0.5%, 1%, 2%,
4%, 8%) after HHSEC treatment; HHSEC was divided into blank group, positive control group and curdione low, medium,
and high—dose groups, and were cultured with M199 medium, M199 medium containing 1 pg/l. cisplatin injection, and working
solution of curdione at 0.5, 1, and 2 pg/l. RT-PCR and Western blot were used to detect the expression of VEGFEF and

VEGFR2 mRNA and protein in HHSEC after the intervention of different concentrations of curdione. Results 2%, 4% and 8% of
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HepG2 cells supernatants can promote the proliferation of HHSEC (P<005); under the action of 4% HepG2 cells supernatants, 05, 1,

2 g/l curdione can inhibit the proliferation effect of HepG2 cells supernatant on HHSEC (P<0.05). With the increase of

concentration, the proliferation rate of HHSEC decreased significantly, and the differences between groups of different concentrations

were statistically significant (P<0.05). In the microenvironment of HepG2 cells, compared with the blank group, the expression of

VEGF mRNA and protein in HHSEC of the curdione high—dose group was significantly reduced (P<0.01), and the expression of

VEGFR2 mRNA and protein in curdione middle and high—-dose group were both decreased (P<0.01). Conclusion Curdione has anti—

proliferative activity on HHSEC in HepG2 cells microenvironment, and its mechanism of action may be related to inhibiting the

expression of VEGF and VEGFR2 in HHSEC in HepG2 cells microenvironment.
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