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Effect of EGFR inhibitor gefitinib on proliferation and apoptosis of hepatocellular

carcinoma cells
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of Surgery Research, Daping Hospital, Third Military Medical University, Chongging 400042; *Department of Onedogy, The 44th Hospital
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Abstract; Objective  To detect the effect of gefitinib, an inhibitor of epidermal growth factor receptor
tyrosine kinase ( EGFR-TK) ,on the proliferation and apoptosis of human HCC SMMC-7721 cells, and to pro-
vide the evidence for potential molecular target therapy in the HCC clinical treatment. Methods The expres-
sion of EGFR were evaluated by immunohistochemical staining in HCC cells. After different concentration of ge-
fitinib-treatment for 48 h, MTT method was used to detect the sensitivity of HCC SMMC-7721 cells to gefitinib.
The human HCC cell lines SMMC-7721 was painted by AnnexinV-FITC/Propidium iodide( PT) and assayed its
apoptotic rates by FCM. Results The expression of EGFR was positive intensively in human HCC cell line
SMMC-7721. Gefitinib induced a dose and time-dependent apoptosis of the human HCC cell line SMMC-7721.
The apoptosis rate of 8 mmol/L gefitinib group was (58. 58 +2.95) % , significantly higher than control group
(0.11 £0.04)% . Conclusion Gefitinib can inhibit the growth of human HCC cells by inducing cell apopto-
sis. Thus, EGFR-TK inhibition appears to be a promising novel approach for future treatment strategies of

HCC.
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