- 3636 - DREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Voll17 NO.19 JUL.2017

doi: 10.13241/j.cnki.pmb.2017.19.009

Nuprl P MITMHSAIER 81 HLRIRBEsS *

Rk Riem 2 RAeXRD R A& HEmrm! KER® 4tk
(1 5B IUZERE K2 — B E B LR BB B4 710032;2 FEHREE B Rl 1% %4 710038 ;
3PP AR ERE B %4 710032)

BE B KT % S L(Nuprl )B4 3E ) A 2 am T 45 A AU 69 BT 50 . ik it 95 44 7 2 8% & (salinomycin ) 7R [F] B 18]
26 22 3F o) 4m B0 R I8 4w BB AS49 J5 R A Western Blot 3% 44 ) 3F /)~ 4m A6 B 5% 41 i AS49 F Cleaved Caspase-3 Nuprl 45 %& & & i ;
Transwell +J» & #-] Nuprl 2 [ 505 & 3E /s 2 JUIT 8 2m L AS49 4m ik 91T 45 42 22 4% 1 49 % 4% ; Western Blot 34 Nuprl 0%
J& 3E )~ | R 5 28 B AS49 MMP-2  TIMP-1 #93% & %X ; iR X 2 S AU Nuprl 2285 3E ) 4m RO AT 8 20 B AS49 e A= oL, &

B 5 K2 M 4] 7 salinomycin 422 5} 18 2B AR YL %%, salinomycin 4t 32 5 44 3E /)> 4m JRLAT 5 20 B AS49 F Nuprl & & £k & T %,
Cleaved Caspase-3 & & &L ¥ &, B AEAEA A 248815 &, Nuprl-siRNA 452069t 45 46 HARL 2 B LR R 4L 40 T %
(64.4% 7.2)%,Nuprl-siRNA # 320 0942 5 it ) ABIL 2T BRZL T I (58.72 7.3)%, 55 k454 Nuprl-siRNA *F P 2i4akds, #45

TIMP-1 # % 5 9 2 L8, MMP-2 &9 & & 0] 81 B F i, i X AU ml 45 R 2.7 Nuprl J08kJ6 98 s 2 MM 8 20 e AS49 LK
AT, 58 Nuprl A BB G @ 8 TIMP-1 4 &%, T 98 MMP-2 ¢ £k AR ME AS49 20 inth 13 & Aot 4548 7, it mie it
TN ) P

F4218) : Nuprl ; 3k /> 2w JH % 29 i A549; Nuprl-siRNA ; 2m jiL 8 =

hESESR7342 XEFRIRAD:A CEHE:1673-6273(2017)19-3636-05

Nuprl Regulates the Migration and Apoptosis of Non-small Cell Lung

Cancer Cells*

DENG Yue-lin', CHEN Yan-IF, WU Hua-jie!, CHAI Hua', XU Xiao-If, ZHANG Guo-cheng®, SHI Hong-wef
(1 Department of pediatrics, the First Affiliated Hospital of the Fourth Military Medical University, Xi'an, Shaanxi, 710032, China;
2 Department of respiration, Tangdu Hospital, Xi'an, Shaanxi, 710038, China;
3 The People's Hospital of Shaanxi province, Xi'an, Shaanxi, 710032, China)

ABSTRACT Objective: To explore the migration and apoptosis mechanism of Nuprl in non-small cell lung cancer cells (NSCLC).
Methods: Western Blot was used to detect the protein expression of Cleaved Caspase-3 and Nuprl in NSCLC A549 cells after treated by
tumor suppressor salinomycin for different time. The Transwell inserts was applied to detect the changes of migration and invasion ability
of A549 cells after silence of Nuprl. The MMP- and TIMP-1 protein expression in A549 cells were detected by western blot after Nuprl
gene silencing. The apoptosis of A549 cells after Nupr! silencing was detected by flow cytometry. Results: Compared with control group
which had no tumor suppressor salinomycin treatment, the Nuprl protein expression was decreased in non-small cell lung cancer A549
cells which were treated by salinomycin, and the Cleaved Caspase-3 protein expression was increased in a time-dependent way. Migra-
tion of Nuprl-siRNA group decreased by (64.4+ 7.2)%, compared with control group, and the invasion ability of Nuprl-siRNA group
decreased by (58.7+ 7.3)%. The TIMP-1 expression was significantly up-regulated and the MMP-2 expression was significantly
down-regulated as compared with control group. Flow cytometry results showed that NSCLC A549 cells were largely apoptotic after
Nuprl silencing. Conclusions: The inhibition of Nuprl gene expression can reduce the invasion and migration of A549 cells co that can
accelerate the apoptosis of NSCLC A549 cells by up-regulating the expression of TIMP-1 and down-regulating the expression of MMP-2.
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Fig.2 The protein expressions of Cleaved caspase-3 and Nupr] after treated by Salinomycin for different time

Note: compared with control group, *P<0.05,** P<0.01.
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Fig.3 Transwell detection of migration and invasion capacity of A549 cells

Note: compared with control group, *P<0.05,** P<0.01.
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Fig. 4 The protein expression of MMP-2 and TIMP-1 after Nupr! gene silencing

Note: A: the protein expressions of MMP-2 and TIMP-1 in control group that without transfecting Nupr1-siRNA and in the group with transfecting

Nuprl-siRNA; B: the MMP-2 relative protein expression in control group and Nuprl-siRNA group; C: the TIMP-1 relative protein expression in control

group and Nupr1-siRNA group. Compared with control group, *P<0.05, ** P<0.01.
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Fig.5 The apoptosis of NSCLC A549 cells after Nuprl gene silencing assessed by flow cytometry
Note: A: control group; B: transfecting Nuprl-siRNA group.
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