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[ Abstract |

cancer cells. Methods

Objective To investigate the effect of Skp2 gene silencing on the proliferation and apoptosis of SPC-A-1 lung
Specific small hairpin RNA (shRNA) targeting Skp2 gene was introduced into lung cancer cells by Lipo-
fectamine 2000 and the positive clones were screened by G418. The Skp2 mRNA and protein expression level of lung cancer cells
were detected by RT-PCR and Western blot. MTT method and flow cytometry (FCM) analysis were used to observe the effect of
RNAI on proliferation of lung cancer cells. Cell apoptosis was analyzed by FCM. Results Transfected with Skp2 shRNA expression
vector significantly reduced the expression of Skp2 protein in lung cancer cells. Inhibition efficiency was respectively (75.345.1),
(70.4=£3.2). P27 protein expression was increased significantly in lung cancer cells. The growth of lung cancer cells transfected
with Skp2 shRNA was blocked, with G; phase cells increased and S phase cells decreased. The apoptosis rate of cancer cells was

higher in Skp2 shRNA groups than in control groups. Apoptosis rates were (17. 5+2.8) %, (15. 6 £3. 1) % in Skp2 shRNA

groups. Conclusion
tosis.
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Specific inhibition of the expression of Skp2 can slow down the growth of lung cancer cells,increase cell apop-
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shRNA-1 2l .Skp2 shRNA-2 %5 T Go /Gy W40 ML & 5 %053
IR (67.3542.55) %, (69. 43 2. 23) % , %5 B 1 XF BR 41 M7
Skp2 shRNA-HK £ (56. 5242, 33) % .(55. 3442, 16) % ] i
R, 25 S Gt L (P<C0. 05) ;5 T 9 14 X B 41 #1 Skp2
shRNA-HK 41 #F A S 1 0% 40 i L 41 6 11 f2 25 51 (P=>0. 05) , i,
*1.

2.5 FAAMEMAT RN Annexin V-FITC 4 Il 45 5 %
B, Skp2 shRNA-1 41 .Skp2 shRNA-2 41 40 i I8 1~ % 5 [ 4 %t
M2 K Skp2 shRNA-HK 214 Lt 9 20 40 i i 98 T 46 550 3R
[ R 32V A0 MR 1 2% 43 0 i 3 (17, 5422..8) %5, (15, 6+
3. 1) Yo o T B X BE A A 40 O TS8R Oy (2. 120, 4) %%, Skp2
shRNA-HK AU /(2. 3+0. )%, ZRAH G ¥ E L (P<
0.05), WA 4,

1 RAEABEBARENEAAEEAPLE (T+s, %)

4157 Go/G1 ] S

[ 1 %) BE 2 56.52+2. 33 30.53+2. 31
Skp2 shRNA-HK 4 55,3442, 16° 29. 4342, 242
Skp2 shRNA-1 41 67. 3542, 55 22,4241, 52
Skp2 shRNA-2 41 69. 4342, 23" 20. 3471, 87b

@ P>0.05, 583X B He g 50 . P<<0. 05, 5 X BRI A H 5. P<
0.05,5 Skp2-shRNA-HK 41 H%s .

3 #®

200 0 ) 3 I S R R A R SR AR T H 4R 2 B E A
T2 28 8 11 BEUK 2R 58 T RE Y 7 K 3 3800 0l 300 4 AR B . 5
il ogd 1 AR % DDA OG0 Skp2 J2 4R D L 30 i OG B IR
JB T2 2 I F-box JiE#HU5 IE A , BE 4% 45 5 1 3t U
R R OF A 5 2 R ALK . Skp2 £E 41 i
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PRBLHAT AN 1 4E L 7T BE 38 0 30 i) Skp2 33k, Skp2 X 6 44 Ji #1
P P27 P21, P57 92 R AL 8 11 W i A Ao 5 L (8 3R
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FRR T TR L 2 R T A e R L TR A 1 5 T
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HAEAEAT T RSB SRRSO, S0 4 Skp2 KK E
R B TR 240 0 T R R R 2 A R R T
TR Skp2 ik G T T X P27 P53 P21 4 20 it J7 31
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AR 25 3 Ao SR T RNAG 2 A I 8K 968 40 i 9 Skp2 He A %
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BRI IR I UIA A .
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