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Abstract

AIM: To investigate whether 5-fluorouracil (5-FU)
induces autophagy in human gastric cancer cell
line MGCB803 and to identify the role of autopha-
gy in 5-FU -induced cell apoptosis.

METHODS: After cultured MGC803 cells were
treated with 5-FU, cell proliferation was mea-
sured using MTT assay; cell apoptosis was de-

www. wjgnet.com

termined by flow cytometry; protein expression
was detected by Western blot; and autophagy
was observed by fluorescent microscopy.

RESULTS: The concentration of 5-FU inducing
a 50% inhibition of cell proliferation (ICs,) was
2.07 mg/L £ 1.14 mg/L in MGC803 cells. After
treatment with 2 and 5 mg/L 5-FU for 48 h, the
rates of cell apoptosis were 22.46% * 3.21% and
32.27% * 4.52%, respectively. Autophagy, char-
acterized by an increase in the number of punc-
tate LC3 dots and the level of LC3-II protein,
was observed in cells treated with 5-FU. The
activity of the PI3K/Akt/mTOR pathway was
inhibited by 5-FU treatment. Inhibition of au-
tophagy with chlorochine significantly enhanced
5-FU -induced apoptosis (P < 0.05).

CONCLUSION: 5-FU-induced protective au-
tophagy prevents MGCB803 cells from apoptosis.
Combination therapy with 5-FU and autophagy
inhibitors may be a promising therapeutic strat-
egy for gastric cancer.

Key Words: Autophagy; 5-fluorouracil; Gastric can-
cer; Apoptosis
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