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Meta — analysis of Multidrug Resistance C3435T Polymorphism and Susceptibility to Renal Cancer. Liu Hongchao, Li Yuxiu,Zou Xian-
ming ,et al. Medical College, Henan University of Science and Technology, Henan 471003, China

Abstract Objective To evaluate the relationship between multidrug resistance gene (MDR1) C3435T polymorphism and suscepti-
bility to renal cancer. Methods The case — control studies exploring the association of MDR1 genetic polymorphism with renal cancer
risk were collected by computerized searching PubMed, CNKI and wanfang database. All eligible studies were identified and the quality of
the included studies was assessed. The RevMan 5. 1 was applied for heterogeneity test and combined ORs(95% Cls) calculation. Publica-
tion bias was assessed through funnel plot. Results Four case — control studies were included in the meta — analysis, totally bearing 368
cases and 901 controls. Based on the heterogeneity results, fixed — effects models were applied to estimate the combined ORs. The com-
bined ORs(95% Cls) for MDR1 3435CT, TT and (CT + TT) genotypes were 1.05(0.82 ~1.33) 1.47(1.13 ~1.91) and 1.76(1.29

~2.41), respectively with P =0.720,0. 004 and 0. 000. No significant publication bias was detected by funnel plot. Conclusion

MDR1 3435TT genotype was associated with the increased risk of renal cancer.
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Role of Different Target Concentrations of Remifentanil and Propofol in Abdominal Surgery Under Anesthesia. Chen Guoging, Lian Yan-
hong, Zhou Huidan. Department of Anesthesiology, Zhejiang Provincial Tumor Hospital , Zhejiang 310022 , China

Abstract Objective To explore the role of different target concentrations of remifentanil and propofol in abdominal surgery under
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