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Effect of RNAi-mediated silencing of nucleostemin gene on proliferation and
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[ Abstract ] Objective:To determine the effect of silencing nucleostemin ( NS ) gene expression on proliferation and ap-
optosis of non-small cell lung cancer ( NSCLC ) A549 cells in vitro. Methods: The recombinant pcDNA4/C-NS-silencer
targeting the NS gene was constructed. Human NSCLS A549 cells were transfected with pcDNA4/C-NS-silencer or the
control vectorpcDNA4/C. NS mRNA abundance was assessed by real-time RT-PCR, cell proliferation by CCK-8 assay,
and cell cycle progress and apoptosis by flow cytometric assay with Hoechst33258 staining in untransfected and transfected
A549 cells. Results: Compared with control vector-transfected and untransfected A549 cells, A549 cells transfected with
pcDNA4/C-NS-silencer had significantly lower NS mRNA abundance ( 0. 166 =0.024 vs 0.497 +0.022, 0.505 +0. 032,
P <0.01 ) and a significantly lower proliferation activity ( 0.518 +0. 107 »s 0. 855 +0. 102, 0.832 +0.158, P <0.05 ).

NS gene silencing resulted significant increases in the percentage of cells in G,/G, phase, in chromatin condensation and

[EL£WE ] HEARPIEEE BN No. 81372293, No. 81241088 ); BAVLAHH ITRHEH ARBIFTI H( No. 12531736 ); BIITH 1L
A T RIS No. 2009456 ). Project supported by the National Natural Science Foundation of China ( No. 81372293, No. 81241088 ), the Science
Research Project of the Bureau of Education of Heilongjiang Province ( No. 12531736 ), and the Science Research Project of the Bureau of Health of Hei-
longjiang Province ( No. 2009456 )

[EERAT ] WEHDIC 1981 - ), 55, IR VLAE WA R T N, B BB 5 51, A1, S DS fvdgg 1005 RIOhK E20 4 A W py 43 DL B G 52 o i 5T -
mail: mdjpym@ 163. com

[ BIE1E& ] #1#( Hu Jing, corresponding author ), E-mail: jinghu_2001@ hotmail. com; % % %&( Feng Yukuan, co-corresponding author ), E-mail:
fyk107@ hotmail. com, A NFLFEAEIEH



VR, RNA TARITER NS LD XE A/ NI AS49 4R ILHATE R T B i 533 -

fragmentation, and in apoptosis ([34.80+6.77 1% vs[9.70 +1.50 1% , [ 8.16 £2.01 ]% P <0.01 ), as compared

with control vector-transfected and untransfected A549 cells. Conclusion: RNAi-mediated silencing of the NS gene results

in human non-small cell lung cancer cell proliferation, G, arrest and apoptosis, thereby possessing a therapeutic potential.
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A A G T 45 2H 200 i o 0315



+ 534 -

rf [ s A AT 44,2014 4E 10 A ,2105)

1.6 Hoechst33258 4% % & 52 1 WL siRNA & ik
fREE e 2t AS49 2 R T84 R

A LA B A A RIC F L I A 30 me/L 1Y
YR Hoechst33258 , 4k 22 8% 3% 24 h J5 B €
F BB S AR T LS AN A i) Y 05 B RN A
A I Z LIS 4B M iy A T O
1.7 AX A M siRNA F ik H K4 F 2t A549
R A T 0 R

A AR ) 6 FLAR, BEFLES N 2 ml 20l
W E 1 x10° 40 ), & M SR 40 24 h, H
dPBS VEAANNE 2 W, ICEEANIETTTE ; ILA 500 pl AY
EEE PR EEMMUITE, IMA S !l Annexin-V-
FITC 1R 5] 2 IEE'C OV 10 min, A S pl PI,
IR G ZIEROCHEE 5 min, 7 240 A K 10 28 i )
T
1.8 %itza

THEEAEDL x £5 I8, RH SPSS 16. 0 Fiit4k
14538, 4L 18] L8R One-Way ANOVA 43 #7, DA
P<0.058% P <0.01 #FRnERFAHSIHE L.

2 5 R

2.1 33 siRNA &k HAA T AS49 @ fe NS A R
EOF &

Real-time PCR J5AG 45 2 A0 NS JE K R 815
B, 45 R #E Y peDNA4/C-NS-silencer [1) A549
YA NS PR e Tk fa i 3 AR T 28 TR B 2H R R SRk
YezH( 0. 166 + 0. 024 vs 0. 497 +0.022.0. 505 +
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Fig. 1 pcDNA4/C-NS-silencer transfection inhibited
the proliferation of A549 cells
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Fig. 2 pcDNA4/C-NS-silencer transfection arrests A549 cells in the G,/G, phase
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