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Je Western blot #4441 s HCCR-2. P21. P27 mRNA 58 KIE; 40 M SR 45 2 40 i T K 1
TR, &R MDA E I HCCR-2 Rk & e m A futiay . SO R FAIT R4 il HCCR-2
MRNA #5830 0.19+0.07. 0.43+0.22, 0.45+0.21; FIM[K) P21 mRNA ik &E45r5]4 0.25+0.09.
0.12+0.04.0.11+0.05; HIR[¥] P27 mRNA KA 743447 0.28 +0.13.0.13+0.05.0.15+0.08; A% [¥] HCCR-2
FARIEESI AN 0.4240.23, 0.88+0.41, 0.914+0.46; AMNHI P21 B FRIEE 554 0.78+£0.34, 0.36+
0.15. 0.35+0.17; MM P27 FEAKILES N 0.81+0.38. 0.414+0.17. 0.43+£0.24, HKHAbAH, kX
ZH 40 s HCCR-2 mRNA M & ARk 8 B3 L (P<<0.01) , i P21. P27 mRNA ;& [ & k& B
(P<0.01) o R 4L, FHEARAFIXN B ALl L8 723 224 (19.64+£3.35) %. (6.75+£0.91) %,
(6.79+0.98) %, Jx XARILMAHLHET B3N (P<0.01) ; IV GO/GL HI4H I 4 £ 4 Hil A
(56.58+11.37) %. (41.32+8.52) %. (42.65+8.63) %, Jx X4LHHABLALLT GO/GL 3i4n i %5 2 2 48
(P<<0.01) . £5it THiH EC9706 4/l HCCR-2 Kik )5, MMM T-H 0, 40/ )= I HI GO/GL JRH A, H
YERBLES P21 55 P27 ik Nt 5%,
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[Abstract] Objective To investigate the effect of human cervical cancer oncogene-2 (HCCR-2) silencing
by RNA interference on the apoptosis and cell cycle of esophageal cancer cell line EC9706. Methods pGCsi-
shHCCR-2 and pGCsi plasmids were transfected into EC9706 cells. The expression of HCCR-2, P21 and P27 in
EC9706 cells were confirmed by RT-PCR and Western blot. The apoptosis and cell cycle arrest were analyzed
using flow cytometry. Results The levels of HCCR-2, P21 and P27 mRNA in pGCsi-shHCCR-2, pGCsi and
control groups were: HCCR-2 0.1940.07, 0.4340.22 and 0.4540.21, respectively; P21 0.25+0.09, 0.12+0.04
and 0.11+0.05, respectively; P27 0.2840.13, 0.13+0.05 and 0.1540.08, respectively. The protein levels in
pGCsi-shHCCR-2, pGCsi and control groups were: HCCR-2 0.42+0.23, 0.88+0.41 and 0.914-0.46, respectively;
P21 0.78+0.34, 0.3610.15 and 0.350.17, respectively; P27 0.814-0.38, 0.41+0.17 and 0.4310.24, respectively.
The mRNA and protein expression levels of HCCR-2 were significantly reduced, whereas the mRNA and protein
expression levels of P21 and P27 were significantly increased in pGCsi-shHCCR-2 transfected group compared to
those in the other two groups (P<<0.01). The apoptosis rate in pGCsi-shHCCR-2, pGCsi and control groups
were(19.64 £ 3.35)%, (6.751+0.91)% and (6.79 2-0.98)%, respectively. The apoptosis of EC9706 cells was
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significantly increased in pGCsi-shHCCR-2 transfected group compared to those in the other two groups (P<<0.01).
The percentage of GO/G1 phase cells in pGCsi-shHCCR-2, pGCsi and control groups were (56.58+11.37)%,
(41.324-8.52)% and (42.65+8.63)%, respectively. The number of cells in the GO/G1 phase was significantly increased

in pGCsi-shHCCR-2 transfected group compared to the other two groups (P<<0.01). Conclusion

Down-

regulation of HCCR-2 can blocks the cell cycle in the GO-G1 phase and induce cell apoptosis in EC9706 cells by

the upregulation of the P21 and P27 expression.
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M B-actin _|Jif 5-GATGTGGATATTCGCAAGGAT
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Wi (P<<0.01) , ARG Gx A2 0] P27 K
RERTGIEE X (P>0.05) . WE 2, %2,

T S A TR R R I

A AR I 25 SR BRI TR

IR GERIN (P<0.01) ; S5k AMLL, &
4l GO/GL 4 i Lb ol e H4 hn (P<<0.01) , S K&
G2/M 41 g bu s 34 i 25 PRI (P<<0.01) . L& 3, %
3.

F1 HAMHE HCCR-2. P21 } P27 mRNA Fik K
Bl (X+s, n=3)

415 HCCR-2 P21 P27
KA 0.1940.07 0.25+0.09 0.28+0.13
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