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Abstract

AIM: To investigate the effect of sShRNA-medi-
ated MRE11 gene silencing on cell proliferation
and apoptosis in multidrug-resistant hepatocel-
lular carcinoma cell line BEL7402/5-FU.

METHODS: A shRNA targeting the MRE11 gene
was transiently transfected into BEL7402/5-FU
cells using cathodolyte liposomes. Silencing ef-
ficiency was assessed using Real-time PCR and
Western blot. The protein expression of y-H2AX
was detected by Western blot. Cellular DNA
synthesis was detected by EdU. Cell prolifera-
tion was assessed by MTT assay.
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RESULTS: Real-time PCR and Western blot
results showed that the efficiency of RNA in-
terference for MRE11 was 78.0% at the mRNA
level and 56.1% at the protein level. Western
blot analysis demonstrated that y-H2AX expres-
sion was significantly higher in the shMRE11
group than in the control group (1.04 + 0.056 vs
0.847 + 0.025, P < 0.05, t = 10.78). DNA synthe-
sis was significantly decreased in the shMRE11
group compared with the control group (38.819
+2.607 vs 49.814 + 1.227, P < 0.05, t = -8.87). The
proliferation rate was significantly lower in the
shMRE11 group than in the control group (0.58
+0.08 vs 0.87 £ 0.09, P < 0.05, t =-50.2).

CONCLUSION: ShRNA-mediated MRE11 gene
silencing effectively inhibit DNA repair and pro-
liferation of BEL7402/5-FU cells.

© 2013 Baishideng Publishing Group Co., Limited. All
rights reserved.
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MRE11shRNA TR H A6 IT K24 B 2430 BT A 4
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5-GTGGACAAGGAGGAGAAAGATG-3'; it
3-TACTTCAGGCACTCCGATACTG-5', 31§ J
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CACAATGAA-3"; Fii3'-CTAAGTCATAGTCC-
GCCTAGAAGCA-5'", 1 Jr B K J& 43232 bp.
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CHfEm it 23 302 AT M o = T 5 T 45
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YERE3 IR, ECLA Y (1. FQuantity One’Z i)
Fra A o3 B K L L.
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