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Abstract Objective: To investigate the role of metformin in inducing apoptosis of papillary thyroid carcinoma
BCPAP cells. Method ; Using MTT methods to detect effects of metformin on cell proliferation of BCPAP in differ-
ent concentrations(0 mmol/L, 1 mmol/L., 5 mmol/L, 10 mmol/L, 20 mmol/L)and time course(0 h, 4 h, 8 h,
16 h, 24 h, 48 h). The experiment was divided into four groups: Con, Met, Met+ Sal and Met+ DM, flow cy-
tometry to detect the rate of apoptosis of BCPAP. Then detect the protein expressions of CHOP., GRP78 and
Caspase-12 of 4 groups by Western blot. Result; Compared with the experimental control group, the percentage of
cell proliferation index significantly decreased in metformin (0—20 mmol/L and 0—48 h) treatment group. Com-
pared with the experimental control group, the percentage of apoptosis cells significantly increased in metformin
treatment group. Compared with the control group. the protein expressions of GRP78, CHOP and Caspase-12
were significantly increased in Met group; While compared with the Met group, the protein expressions of
GRP78,CHOP and Caspase-12 were significantly inhibited in the Met+ Sal group. Conclusion; Metformin can in-
duced availably BCPAP cell apoptosis by activating endoplasmic reticulum stress mechanism.
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