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INHIBITORY ACTION OF FOLFOX PLAN JOINT GILAD AMINE ON VEGF, CASPASE 3 GENE EXPRES-
SION OF HUMAN HEPATOCELLULAR CARCINOMA HEPG2 CELLS IN VITRO Sun Yuan, Li Qings-
han. Department of Oncology , Af filiated Hospital of Chengde Medical College , Chengde067000 , Chi-
na

Abstract Objective To reasearch VEGF, Caspase— 3 expressions in HepG2 cells treated by thalidomide
combined folinic acid fluorouracil oxaliplatin( FOLFOX), and to explore preliminary apoptosis mechanism
induced by thalidomide combined FOLFOX. Methods HepG2 cell growth inhibition and apoptosis was as-
sessed by MTT and FMC respectively; The expressions of VEGF, Caspase—3 were detected by western
blot. Results The effects of thalidomide on hepatocellular carcinoma HepG2 cells were inhibited, and tha-
lidomide combined with FOLFOX significantly increased the inhibitory effect on the growth of hepatocellu-
lar carcinoma cells. Induced by thalidomide combined with FOLFOX after 48h, expression of HepG2 cells
surface Caspase— 3 was enhanced, but VEGF expression was decreased. Conclusion The mechanism of
thalidomide combined with FOLFOX induced apoptosis in hepatoma HepG2 cells may activate caspase—3
by regulating the expression of VEGF protein, which induces apoptosis in HepG2 cells.
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