FRESF 2016 54 A% 45 %% 10 8 1297
< it . doi:10. 3969/j. issn. 1671-8348. 2016. 10. 001
miRNA-152 &% 5 NSCLC 3t A8k & K EYLH 8 R
EIS d:' ’;J'"f flf\vﬁi] iljéz
(FEMKRFFEEWBER L. st R AF;2. &3 -4, Fc M 450052)
(=] BM A5 # ) RNA-152(miRNA-152) % 3F /> 20 o il /% (NSCLC) IR 46 (DDP) it 25 8 A2 b a9 4k Al L h) . g &

Bt 58 2 % i 4 F PCR(qRT-PCR)# 3 NSCLC % fik A549 % # DDP @t 25 4k A549/DDP %8 it A 69 miRNA-152 K F, il if 4%
# miRNA-52 34 (miRNA-152 mimic) vA32 & A549/DDP %9 #2 M 4 microRNA-152 & F, MTT K% 5 & 49 £ 244 H A Fe
AR 2RI K LA miRNA-152 48 fe 38 55 & A — 89 % vh , B B K A qQRT-PCR #» Western blot # K YL 28 o A Bel-2 R M 4% %
B F-kB(NF«B)K-F %4, 58 A549/DDP & o F 4 £ miRNA-152 ¢4 4& & it , Bcl-2 & NF-«B # & &5, £ miRNA-152
J& DDP i i %9 A549/DDP #m ja g s dp b S 40 A = %R 2 % 5 F A L8 miRNA-152 ¢4 4m j, £ F A %3t 5 & L (P<<0.05), b,
miRNA-152 mimic 3¢ § 7T 8 Z 4% A549/DDP 4 o 45 Bel-2 & NF-«xB &35, #i¢ & miRNA-152 & ik 7T 48 7] &2 NSCLC xf
DDP #) @t 25 ,miRNA-152 T gt i@ 33 8 % Bel-2 & NF-«B # K F /-5 NSCLC é&m@mbﬁf;ééﬁaiﬁwi

(k@A &, 3E D e ; ) RNAs;Bel-2; 8 B F «B; i 45 25 4 dd 2
[hE#SZEES] R734.2 [cEidriZag] A [xEHS] 1671-8348(2016)10-1297-05

Relation between microRNA-152 expression and cisplatin resistance in non-small cell lung cancer cells and its mechanism
Guo Di' ,Li Hongyun'® ,Yang Hua*
(1. Department of Respiration ;2. Department of General Surgery ,Fifth A ffiliated Hospital of Zhengzhou
University , Zhengzhou, Henan 450052, China)
[Abstract] Objective To investigate the action mechanism of microRNA-152(miRNA-152) in the cisplatin(DDP) resistance
process in non-small cell lung cancer (NSCLC). Methods The miRNA-152 level in NSCLC
cell line A549/DDP was detected by the real time quantitative PCR(qRT-PCR). miRNA-152 mimic was transfected for increasing

C cell line A549 and its cisplatin-resistant

the intracellular miRNA-152 level in A549/DDP. The MTT assay,inverted miroscope technique and flow cytometry were adopted to
observe the effect of up-regulating miRNA-152 on cell proliferation inhibition and apoptosis, meanwhile, the level changes of intra-
cellular Bel-2 and NF-«kB were also observed by adopting qRT-PCR and Western blot. Results The low expression of miRNA-152
and the high expression of Bel-2 and NF-kB were found in A549/DDP cells. Up-regulation of miRNA-152 enhanced the inhibitory
effect of DDP in A549/DDP cells. Furthermore,after up-regulating miRNA-152, the inhibiting rate and apoptosis rate of A549/DDP
cells caused by DDP were significantly higher than those in the cells without up-regulating miRNA-152, the difference was statisti-
cally significant(P<C0. 05). In addition, miRNA-152 mimic transfection significantly decreased the expression of Bcl-2 and NF-«B in
A549/DDP cells. Conclusion ILow expression of miRNA-152 may induce the resistance of NSCLC to DDP,miRNA-152 could medi-
ate the sensitivity of NSCLC cells to DDP via regulating Bel-2 and NF-«B levels.
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