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PR=9.8%, CR+PR=9.8%)3F AR ¥, 5 MDRI C3435T C/T Hl T/T Jk B # i 35 46 b, C/C 5L B 70 g 35 1% TC 3 & 2k 77 15 ()
(PFS) fil i A= 770} 1] (OS) T K (PFS:P =0.046; 0S:P =0.011) . Log — rank il COX £ 4 Z [0l 94 # {F 52 MDR1 C3435T ;Euz]g
AR SR 5 WA AL 9T 1 e R AR A Al S S K (PFS: HR =3.488, P =0.005; 0S: HR =2.418, P =0.035), #ig
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Relationship between MDR1 Gene Polymorphism and Chemotherapy Efficacy of Gastric Cancer with Cisplatin. Han Zhongcheng, Su
Ying ,Lu Jiawei,et al. Oncology Department ,The Xinjiang Uygur Autonomous Region People's Hospital , Xinjiang 830000 , China

Abstract Objective To study the relationship between the polymorphism of MDR1 C3435T gene and the efficacy of cisplatin
chemotherapy in patients with gastric cancer. Methods Totally 102 patients with gastric cancer confirmed by pathology were treated with
cisplatin chemotherapy. The genomic DNA was extracted from peripheral blood of patients and sequenced. The polymorphism of MDR1
C3435T gene was detected and the relationship between gene polymorphism and chemotherapy efficacy and survival prognosis was ana-
lyzed. Results Among the 102 gastric cancer patients with MDR1 C3435T, 40 cases (39.2% ) were C/C genotypes, 29 cases
(28.4% ) were C/T genotype, 33 cases(32.4% ) were T/T genotype. The complete remission rate( CR) , partial remission rate( PR) ,
and CR + PR of C/C genotypes were 3.9% ,23.6% and 27.6% , which were higher C/T genotypes(CR =1% , PR =2% , CR + PR =
3% ) and T/T genotypes(CR =0, PR =9.8% , CR + PR =9.8% ). Compared with the MDR1 C3435T C/T and T/T genotype, the pro-
gression free survival time ( PFS) and the total survival time (OS) of the C/C genotype patients were longer (PFS: P =0.046; OS: P =
0.011). Log —rank and COX multivariate regression models confirm that MDR1 C3435T gene polymorphism is an independent prognostic
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factor for the survival of patients with cisplatin chemotherapy (PFS: HR =3.488, P =0.005; OS: HR =2.418, P =0.035). Conclu-

sion The C3435T polymorphism of MDR1 gene is associated with the efficacy and prognosis of cisplatin chemotherapy in gastric cancer

patients.

Key words MDRI1; Gastric cancer; Gene polymorphism; Cisplatin
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