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Relationship between gene polymorphisms of ERCC1, XRCCl1
and efficacy of oxaliplatin-based neoadjuvant chemotherapy

for patients with advanced gastric cancer
MA Xiao-ming, ZHOU Wei
Department of Gastrointestinal Tumor Surgery, Affiliated Hospital of Qinghai University, Xining, Qinghai 810000, China
Abstract: Objective To investigate the relationship between gene polymorphisms of excision repair cross-complementing
group 1 (ERCCI1) ,X-ray repair cross-complementing group 1 ( XRCCI ) and the efficacy of oxaliplatin-based neoadjuvant
chemotherapy for patients with advanced gastric cancer. Methods Ninety-six patients with advanced gastric cancer were
selected and treated with oxaliplatin-based neoadjuvant chemotherapy. Polymerase chain reaction-restriction fragment length
polymorphism ( PCR-RFLP) was used to detect genotyping of ERCC1 ( Asnl118Asn locus) and XRCCI ( Argl94Trp locus).
The associations of polymorphisms of ERCC1 and XRCC1 with the clinicopathologic parameters, the effective rate of
chemotherapy and progression-free survival ( PFS) time were observed. Results  Among 96 patients with advanced gastric
cancer, ERCCI genotypes were C/C(n =20),C/T(n=23) and T/T(n=4),XRCCI1 genotypes were A/A(n=21),A/T
(n=23) and T/T(n =5) ,respectively. The distribution of ERCC1 genotypes was in accordance with Hardy-Weinbergs law
of genetic balance. The degree of tissue differentiation was different in patients with different genotypes of ERCC1 (P <
0.05) ,and the TNM stage was different in patients with different genotypes of XRCCl (P <0.05). The effective rate of

chemotherapy and disease control rate of gastric cancer patients were the highest in ERCC1 C/C genotype (P < 0.05) and
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in XRCC1 A/T genotype (P <0.05). Combining of ERCC1 and XRCC1 alleles containing at least one T base into (C/T +
T/T) and (A/T +T/T) ,it was found that there was no significant difference in PFS between genotype A/A and (A/T +
T/T) patients in XRCCI1 or between genotype C/C and (C/T + T/T) patients in ERCCI (all P >0.05). COX multivariate
regression analysis showed that multiple combined genotypes [ ERCC1 C/C with XRCC1 A/A,ERCCI C/C with XRCCl
(A/T +T/T);ERCC1 C/T with XRCC1 A/A Jwere risk factors affecting the efficacy of chemotherapy (P =0.042,0.023,

0.017). Conclusion The gene polymorphisms of ERCC1 and XRCC1 may be served as the indicators evaluating efficacy

of oxaliplatin-based neoadjuvant chemotherapy for patients with advanced gastric cancer.

Key words: Excision repair cross-complementing group 1; X-ray repair cross-complementing group 1; Single mucleotide

polymorphisms; Oxaliplatin; Neoadjuvant chemotherapy; Gastric cancer, advanced
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