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Abstract  Objective: To investigate the effects of short interfering RNA(siRNA) silencing C-erbB-2 gene on
the proliferation of laryngeal carcinoma Hep-2 cells and to explore the relationship between C-erbB-2 gene and
PI3K/Akt signal pathway. Method:C-erbB-2 siRNA was transfected to Hep-2 cells.and mRNA expression of C-
erbB-2 was detected by RT-PCR. MTT was applied to detect the proliferation of Hep-2 cells. Western blot was
used to detect the phosphorylation changes of protein ERK1/2 and AKTI1. Result: The mRNA level of C-erbB-2 in
Hep-2 cells declined obviously at 24 h after transfection of C-erbB-2 siRNA. The proliferation of transfected Hep-
2 cells was inhibited. and protein phosphorylation levels of ERK1/2 and AKT1 decreased simultaneously. The ex-

pression of C-erbB-2 gene was obviously correlated with the protein phosphorylation levels of ERK1/2 and AKT1.

2014 4
284 12 4

Conclusion ; C-erbB-2 silence by siRNA can efficiently inhibit the proliferation of Hep-2 cells, which may be a-

chieved by decreasing the phosphorylation level of ERK1/2 and AKT1,
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S FAE 4 Sk SIRNA 411 % 08, %k e il 4
S5 PE siIRNA 2k & 40 W 2 50, 100, 150,
200 nmol/L, &4~k BEAs 9 A~ FA47 L, B AL 200 pl,
23 1% 8 20 LUK IR b
1.2. 2 RT-PCR3 & il] C-erbB-2 mRNA fi) /K -
Trizol il 5% %% 24 h J5 40 ML b &4 RNAL K 1 pl
MMLV,1 ul dNTPs.4 pl 5X MMLV JZ §% 53 28 o
W,0. 4 pl R Nasin, 1 pl OligC dTIRAJG M 8 pl
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