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[ Abstract ] Background and objective Survivin, a member of the inhibitor of apoptosis (IAP) protein family, has

been demonstrated as a potential new target for apoptosis-based therapy in cancer and lymphoma. The aim of this study is to

investigate effects and mechanisms of survivin siRNA transfection on lung adenocarcinoma cell lines SPCA1 and SH77. Meth-

ods A siRNA plasmid expression vector and pSi scrambled against survivin were constructed and transfected into SPCA1 and

SH77 cells with Lipofectamine 2000. The proliferations of lung adenocarcinoma SPCA1 and SH77 cells were detected by MTT.

The apoptotic rate and cell cycle were detected by flow cytometer. The activity of survivin mRNA and protein expression were

analyzed with RT-PCR and Western blot. Results Survivin siRNA reduced the proliferation of SPCA1 and SH77 cells. Cell

cycle was inhibited in G,/G,. Expressions of survivin siRNA mRNA and protein were reduced in transfected cells compared

with the control cells. Conclusion siRNA targeted against survivin can effectively suppress SPCAI and SH77 cells prolifera-

tion and significantly induce SPCA1 and SH77 cells apoptosis.

[ Keywords ] Small interfering RNA; Survivin protein; Apoptosis; Lung neoplasms
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Tab 1 The cell cycle distribution of SPCA1 and SH77 cells apoptosis and cell cycle inhibition by the survivin siRNA

Group Ratio of apoptosis (%) Cell cycle distribution (%)
s G,/M
Liposomes 2.2%+0.1 54.3%+1.2 32.9%0.5 10.7%£14
pSi-scramble 3.7+0.8 58.2%2.1 26.8%3.9 14.8%£0.6
pSi-survivin SPCA1 38.8+3.6 73.6+3.7% 20.1£0.4% 6.3%11.5"
pSi-survivin SH77 33.1£2.0 741£2.7* 19.7£1.8*% 6.1+1.3"
*P<0.05, vs control group.
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Fig 2 Expression of survivin mRNA in SPCAland SH77 cell inhibited
by survivin siRNA. A: Result of RT-PCR test. B: The analysis of survivin
mRNA in SPCAT and SH77. It shows that survivin siRNA inhibited
survivin mRNA expression effectively. *P<0.05, vs Liposomes control

group.

Geit oA SIREOM BRAA L, e =PI REAR. 45
R E 4 R *ﬁpSi—survivinEmRNA]f(qZJ:?m il T survivin
L5

2.4 siRNAHIH A0 P survivintE I RE 5 X IRAAH
ke, pSi-survivin SPCAL1 igﬁéﬂﬂ]psrsurvivin SH775C562H
M survivind [R5 52 3] 1T BB AMH] (#3) o 45 FRESE
survivin siRNA P 7E 8 KA il survivin 2655

3 Wit

H R — i A A ) S B X o o SR P

O00dbgad
www.lungca.org



Fp g 2 5201 146 1 A 551448 565 1)

Chin J Lung Cancer, January 2011, Vol.14, No.1 21 -

A

survivin

B-actin

o™

140

120

100 *
80
60
40

20

Expression of survivin protein
(% of control)

Liposomes pSi-scramble  pSi-survivin SPCA1 pSi-survivin SH77

B 3 Survivin siRNA#IHEISPCATFISH7 74 fisurvivinEE AR %, A
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Fig 3 Expression of survivin protein in SPCA1 and SH77 cell inhibited
by survivin siRNA A. Result of Western blot test; B: The analysis of
survivin protein expression in SPCA1 and SH77. It shows that survivin
siRNA inhibited survivin protein expression effectively. *P<0.05, vs

control group.
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