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[Abstract] Sepsis is a clinical syndrome caused by the host reaction disorder induced by infection, which
leads to serious organ function damage. Sepsis is a serious disease with high mortality, which is the main reason of
death caused by infection. Single nucleotide polymorphisms (SNP) is one of the most common genetic variants in
human, and is closely related to the genetic susceptibility, early diagnosis, disease development and prognosis of
sepsis. This article makes a review on the relationship between CD14, Toll like receptor (TLR), tumor necrosis factor
(TNF), interleukins (IL-1 and 1L-6), plasminogen activator inhibitor 1 (PAI-1), angiotensin converting enzyme (ACE)
and other gene polymorphisms and genetic susceptibility of sepsis, in order to affect in sepsis on the early prediction,

diagnosis, and treatment.
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