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[ Abstract ] Background and objective The excision repair cross-complementing gene 1 (ERCCI), which is im-
portant in the repair of cisplatin-DNA adducts, was reported to be related to cisplatin resistance in tumor cells. The aim of this
study is to investigate the changes of cisplatin sensitivity by silencing ERCCI gene in lung cancer cell. Methods The small
interfering RNA (siRNA) targeting ERCCI gene was designed and synthesized, and transfected to lung cancer cell A549/DDP.
The mRNA and protein expression levels of ERCC1 were evaluated by RT-PCR and Western blot. The changes of cisplatin sen-
sitivity after RNA interference were examined by methyl thiazolyl assay. Results In A549/DDP cell, the mRNA and protein
levels of ERCC1 were decreased and the sensitivity to cisplatin was increased from 12.49 pg/mL to 9.27 pug/mL after transfec-
tion. Conclusion The sensitivity to cisplatin of lung cancer cell A549/DDP could be enhanced by RNA interfering ERCCI
gene targeted code 346.
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Tab 1 Two pairs of ERCC1 siRNAsequences designed according to target gene ERCCT mRNA

Group Targeted nucleotide locus  Percent G/C siRNA sequences

48% Sence: CCUACGCCGAAUAUGCCAU
RNAi group 1 346

53% Antisence: AUGGCAUAUUCGGCGUAGG

43% Sence: GCCCUUAUUCCGAUCUACA
RNAi group 2 281

43% Antisence: UGUAGAUCGGAAUAAGGGC
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Fig 1 The inhibition rates of two siRNAs on the expression of ERCC1

gene. *: P<0.05, vs control.
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Fig 2 ERCC1 protein expression levels of A549/DDP before and after
transfection with siRNA ERCC1
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Fig 3 The effect of cisplatin on A549/DDP cell proliferation
transfected by siRNA. ¥P<0.05, vs control.
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