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[ Abstract] Objective To investigate the expression of Cytohesin—2 protein in hepatoma cells and its role in
proliferation of hepatoma cells. Methods  Cytohesin—2 protein expression was examined by western blot.
Cytohesin-2 antagonist SecinH3 was used to Hep3B, and proliferation of hep3B was detected by MTT and
floweytometry. Results  The expression levels of Cytohesin—2 were higher in Hep3B, HepG2, SMCC-7721,
BEL-7402 and Huh-7 than those in HL-7702. And the proliferation of Hep3B cells was significantly inhibited after
treatment with SecinH3, while the apoptosis of was increased in Hep3B cells. Conclusion Cytohesin-2 has
extremly high expression in hepatoma cells, and it can promote proliferation and inhibit apoptosis of Hep3B cell. It
should be a novel target for biotherapy of hepatocellular carcinoma in the future
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