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Clinical Correlations between the Polymorphisms of FXR Gene and Sepsis. Yang Chen ,Liu Yu,Chen Yangxi,et al. Department of Geri-
atrics, General Hospital of Eastern Theater Command ,PLA, Jiangsu 210002, China

Abstract Objective To investigate the clinical relevance of farnesoid X receptor (FXR) gene polymorphisms with sepsis in Han
population of North China. Methods Eleven common single nucleotide polymorphisms ( SNPs) in the FXR gene were genotyped in 303
septic patients and 303 controls using an improved multiplex ligation detection reaction (iMLDR) technique. Unconditional logistic regres-
sion analysis was used to evaluate the correlation between genotype with susceptibility to sepsis and clinical outcome (septic shock/organ
dysfunction/death) . Results The risk of sepsis in 151030454 AG/AG + GG genotype was lower than that in AA genotype, and the odds
ratio (OR) and 95% confidence interval (CI) were 0.66(0.45 -0.97), P =0.036;0.69(0.47 —=0.99), P =0.046. rs56163822TT
compared with GG/GG + GT, rs7960501 CC compared with TT/TT + CT, rs17030270 GG compared with AA + AG, rs1111041 CC com-
pared with TT + TC, rs17030295 TT compared with CC/CC + CT, T allele compared with C allele, rs35735 TT compared with GG/GG +
GT, the former had a higher risk of serious organ dysfunction. Compared with AA and A allele, rs1030454 AG + GG and G allele had a
lower risk of severe organ dysfunction. rs35735 GT/GT + TT compared with GG, T allele compared with G, increased the risk of death.
No association was founded in gene polymorphisms and septic shock. Conclusion FXR genetic polymorphism may be involved in the oc-
currence and development of sepsis in the Han population of North China.
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C 417(87.61) 109(83.85) 1
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