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Triptolide enhances the sensitivity of gastric cancer BGC823 cells to 5-FU
by suppressing TLLR4 expression
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Abstract Objective: To observe whether triptolide ( TPL) could enhance the sensitivity of gastric cancer
BGC823 cells to 5-FU by inhibiting the expression of Toll like receptor 4 (TLR4), and analyze the related down-
stream molecular mechanisms. Methods: The CCK-8 method was used to detect the effects of different concentra-
tions of TPL and TPL combined with 5-FU on the proliferation of BGC823 cells. BGC823 cells were divided into
control group, 5-FU group, TPL + 5-FU group and lipopolysaccharide (LPS) + TPL + 5-FU group; Ho-
echst33258 staining was used to observe the apoptosis morphological changes and flow cytometry was used to de-
tect the cell apoptosis rate. TLR4, phosphorylated Akt (p-Akt), Survivin and Caspase-3 protein expression were
detected by Western blot. Results: TPL could inhibit the proliferation of BGC823 cells in a concentration-time de-
pendent manner. Compared with the 5-FU group, the inhibition rate of the TPL combined with 5-FU group on
BGC823 cells increased significantly (P <C0.01), and the half inhibitory concentration (ICs;,) of 5-FU decreased
significantly (P<C0.01). Compared with the 5-FU group, the number of apoptotic cells and apoptosis rate of the
TPL-+5-FU group were significantly increased(P<C0. 01); However, the number of apoptotic cells and cell apop-
tosis rate of the LPS+ TPL + 5-FU group were significantly lower than those of the TPL + 5-FU group (P <<
0.05). The TLR4, p-Akt and Survivin protein expression of the TPL+5-FU group were higher than those of the
5-FU group., and the expression of active Caspase-3 protein increased. Compared with the TPL+5-FU group. the
p-Akt and Survivin protein expression of the LPS+ TPL+5-FU group increased, but active Caspase-3 protein ex-
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pression reduced. Conclusion: TPL can enhance the sensitivity of BGC823 cells to 5-FU, its mechanism is related

to inhibiting TLLR4 expression, blocking the PI3K/AKT pathway, down regulating Survivin expression and pro-

moting Caspase-3 activation.
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