- 1082 - 2 # B 5 Anhui Medical and Pharmaceutical Journal 2017 Jun,21(6)

OB HIERK O

microRNA-21 {236 N IR AN AS49 W11 245 PE R BT 5¢

X A R
(1. ZH B PAF E TR m B AL 2k A 0e 23002252, % 8 5 E R mIE AL, 28 A fe 230001)

FEE. BN HISE microRNA21(miR-21) XF At B 41T AS49 St T4 250 i 52 S 4> FHlkl o ik MTT 34610 A549
FGEATH 25 4% A549/CDDP X F A U , L 2 AE AS49 41 i it #2538 miR-21 F7E A549/CDDP 4 g rh ] miR-21 &3k
J& X A UG Y 520 s RT-PCR J5 K6 AS49 1 A549/CDDP Hi miR-21 23k 1 ; Western blotting #i PI3K/AKT, % [H F--
kB (NF-kB) {5510 B A0S 19 100 LA B A i 3258 miR-21 ] miR-21 32355 41 b AKT 5 5@ B riG AR s ol . &%
X T AS49 4, AS49/ CDDP XIS FHUk AT T S WA, T2 h miR-21 3B BI BH 2 . Western blotting £55 %0 . 55
A549 #MHuAH L , A549/CDDP 41 PI3K/ AKT 3 9l 3876 , NF-wB 3 5 35 A7 B A8 1k . 1 35 miR-21 W] A% PI3BK/AKT {5
S HIT R R AS49 0B T 2444 AR S, 3] miR-21 SRIAINH] T AS49/CDDP 4i g i) AKT i B 119 175 £b 155 000 JF e
KT A549/CDDP 20 MIXFIFAR FTH 251 . 4518 miR-21 7] LLAE JF i J 40 M AS49 X IT4R i i 245 1 , AL 55 PIBK/AKT {55
T IR G

S48 : I s microRNA-21 ; it 25 ; PI3K/AKT

doi:10.3969/]. issn. 1009 — 6469. 2017. 06. 029

microRNA-21 induces drug resistance to cisplatin in
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Abstract ; Objective To investigate the molecular mechanism of microRNA-21 (miR-21) induced-drug resistance in human lung cell
line A549 cells. Methods The sensibility of A549 cells and A549/CDDP cells to cisplatin and the effect of miR-21 on sensibility of
A549 cells or A549/CDDP cells to cisplatin was measured by MTT assay. The expression of miR-21 in A549 cells and A549/CDDP
cells was detected by RT-PCR. Western blotting was used to detect the activation of AKT and NF-kB signaling pathways. Results
Compared to A549 cells,the resistance of A549/CDDP cells to cisplatin was significantly enhanced and the expression of miR-21 in
A549/CDDP cells was also increased. The results of western blotting demonstrated that AKT signaling pathway, not NF-kB signaling
pathway was activated. MiR-21 overexpression decreased the sensibility of A549 cells to cisplatin and activated AKT signaling pathway.
Conversely ,inhibition of miR-21 expression increased the sensibility of A549/CDDP cell to cisplatin and suppressed the activity of AKT
signaling pathway. Conclusions miR-21 can induce drug resistance of human lung cell line A549 to cisplatin and molecular mecha-
nism involve in activation of PI3K/AKT signaling pathway.
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