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Abstract: Objective To investigate the effect of breast cancer cell growth, we utilized RNAI tragedy
to inhibit hTERT gene in MCF-7 cells of breast cancer. Methods Small intererence RNA (siRNA)
homologous to hTERT gene (hTERT-siRNA) was recombined with pGenesil-1 vector, then trans-
fected into MCF-7 cells of breast cancer to induce RNAi,and then hTERT gene expression alterations
and tumor cell proliferation in both h\TERT-siRNA treatment groups and control groups were detected
by MTT assay, RT-PCR and Western blot. Results The expression of hTERT had been obviously
inhibited by siRNA. The inhibition rate of cell proliferation was 61. 94%. The mRNA level of hTERT
was obviously decreased by 61.7% , and its protein expression reduced by 52. 8%. Conclusion siR-
NA-hTERT effectively inhibited hTERT gene expression and breast cancer cell proliferation in vitro.
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Figure 1 The proliferation inhibition result
of MCF-7 breast cancer cells
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Figure 2 The mRNA expression of hTERT of MCF-7

breat cancer cells

2.4 Western blot £&Jll hTERT [ 3k

934 X 18 pGenesil- PK-siRNA 2H 5 4 4b ¥ MCF-
7 LA 4 L 2 1) TG 2 v 2 0 5 5 B X R pGene-
sil-PK-siRNA 4b ¥ 20 A1 kb, pGenesil-hTERT-siRNA
AEHRZh hTERT #1180 B BRI, WL 3, i@
TS B-actin #4721, 5 P MEXT IR 4L HL 8K,
pGenesi-hTERT-siRNA 4 B4 tf hTERT 4 H %
RPBIREART 52.8% , HER HAGIFFE L (P<
0.05),

1 2 3

Actin

1:Control group;2: hTERT-siRNA group;3:PK-siRNA group
3 MCF-7 ZLBR= 4 i hTERT Y& B R iE
Figure 3 The hTERT protein expression of
MCEF-7 breast cancer group
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