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Effect of microRNA-29c¢ on proliferation inhibition induced by triptolide in crizotinib resistant H3122 NSCLC
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[Abstract] Objective To investigate the role of microRNA-29¢ in proliferation inhibition induced by triptolide (TP)
in crizotinib resistant H3122 non-small cell lung cancer (NSCLC) cells and its mechanism. Methods The H3122 cells
were divided into four groups: miRNA-29¢ inhibitor +TP group, miRNA negative control (NC) +TP group, TP group and
control group .The cell survival rate was detected by MTT.The apoptosis was detected by AnnexinV/Pl.Western blot was
used to detect the expression of Bax, Bel-2, cleaved—caspase3 and DNMT3a.The expression of DNMT3a mRNA and mi-
croRNA-29¢ were detected by RT-qPCR.The methylation of RARb, RASSF1, DAPK1 and p16 were detected by quanti—
tative methylation—specific PCR (QMSP). Results Compared with control group, the expression of microRNA-29¢ in-
creased in TP group when the concentration of TP was 10 nmol/L, 25 nmol/L and 50 nmol/L (¢ =43.12, 61.65, 83.50, P
<0.05) , while the DNMT3a expression decreased (1=146.56, 628.05, 653.16, P<0.05).C0mpared with control group,
the cell survival rate, methylation of p16, RASSF1, DAPK1, RARb decreased (1=14.76,94.52, 103.08, 67.15, 72.22,
P<0.05) , while the apoptosis rate increased in TP
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and RARD increased in miRNA-29¢ inhibitor+ TP group (t =—4.08,-7.77, -67.84, -59.66, —-46.79, P<0.05), but
the apoptosis rate decreased (1=5.40, P<<0.05).Western blot result showed that DNMT3a, Becl-2 expression increased,

Bax and cleaved—caspase3 expression decreased in the microRNA-29¢ inhibitor +TP group. Conclusion TP inhibits the

proliferation of H3122CR cells via up-regulating the expression of microRNA-29¢ and down-regulating the expression

and activity of DNMT3, resulting in tumor suppressor gene methylation.
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