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Effect of microRNA-194 on cisplatin resistance of non-small cell lung cancer A549/DDP
cell lines
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[Abstract] Objective;To explore the effect of microRNA-194 (miR-194) on cisplatin resistance of non-small cell lung cancer
(NSCLC) A549/DDP cell lines and its related mechanisms. Methods;The real-time fluorescent quantitative PCR (qRT-PCR) was
performed to detect miR-194 expression differences between NSCLC A549/DDP cells and A549 cells. MiR-194 expression
differences were detected after MiR-194-inhibitor transfected into A549/DDP cells. MMT assay, colony formation and flow-cytometric
analysis were sequentially performed to detect transfected A549/DDP cells to DDP drug sensitivity,cell proliferation ability,and
apoptosis on treatment with DDP. The protein expressions of Bax and Bcl-2 in transfected A549/DDP cells were detected by Western
blot. Results:The level of miR-194 in A549/DDP cells was significantly higher than that in A549 cells (P < 0.05). The miR-194
level in A549/DDP cells was significantly lower than that in A549/DDP cells after transfected with miR-194 inhibitor (P < 0.05).
The inhibited expression of miR-194 could produce following effects: compared to the control group,the half inhibition concentration
(ICs) of DDP in A549/DDP with miR-194-inhibitor cells was decreased (P < 0.05),proliferation ability of A549/DDP with miR-
194-inhibitor cells was diminished (P < 0.05) ,apoptosis after treatment with DDP was increased (P < 0.05). Western blotting results
showed that, the expression of Bel-2 was down-regulated and the expression of Bax was up-regulated in A549/DDP/miR-194-inhibitor
cells than those in the control group. Conclusion:miR-194 increases the resistance of A549/DDP cells to DDP through inhibition of

apoptosis, up-regulating Bcl-2 protein expression and down-regulating Bax. The inhibition of miR-194 expression can reverse the

[(EETH] FEEARREES I H (81272601); 11748 BE2E S AA R4 B H (RC2011080)
*i8 & E# (Corresponding author) , E-mail ; zhaoxiawang88@ hotmail.com



-712- [ S PN

%3455 6
2014 4F 6 A

resistance of A549/DDP cells to DDP.

[Key words] non-small cell lung cancer;microRNA-194; resistance
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%1 qRT-PCR #&ill miR-194 KI5 ¥/ 51
Table 1 Primers sequences for miR-194 detection in qRT-PCR

A 519 JF51(5'—3")
miR-194 RT 514 GTCGTATCCAGTGCAGGGTCCGAGGTATTCGCACTGGATACGACTCCACA
PCR 514 % : CGCGGTGTAACAGCAACTCC
T : CAGTGCAGGGTCCGAGGTATTC
U6 PCR 514 1% : CTCGCTTCGGCAGCACA

T : AACGCTTCACGAATTTGCGT
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Figure 1

miR-194 expression in A549 and A549/DDP cells detected by qRT-PCR
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Figure 2 The value of ICy for cisplatin on transfected A549/
DDP cells
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Figwre 3 The effect of miR-194 on proliferation and apoptosis of A549/DDP cells
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Figure4 Expressions of Bax,Bcl-2 proteins in transfected A549/DDP cells by Western blot
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