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single nucleotide polymorphism of SERPINAS gene on the susceptibil-
se Han population. Methods A total of 863 cases of the Chinese Han
444 Realthy medical checkups, in our hospital from July 2021 to September 2023
A-AKI, and 188 did not have kidney injury. Blood cell DNA was extracted and
A5 gene were selectively detected. Their effects on the susceptibility to SA-AKI

population, including 419 pati
were selected. Among the s
genotypes of the rs938 pol
in Chinese Han populatio re were no significant differences in the rs938 single-nucleotide polymorphic al-
leles, genotypes and vario odel, recessive model and additive model) between sepsis and SA-AKI in Chi-
nese Han population. No sta erences were observed between the sepsis group and the healthy control group, and
between the SA-AKI group and

risk of AKI in patients with sepsis 1

ol group (P>0.05). The 1938 G allele was significantly associated with a reduced
1son between the sepsis without AKI group and the AS-AKI group (P<0.05). There was
no association between the genotypes and dominant model, recessive model and additive model of rs938 and the genetic susceptibility to
sepsis and SA-AKI in Chinese Han population (P>0.05). Conclusions The rs938 polymorphism in SERPINA5 gene may be a pro-
tective factor against SA-AKI in the Chinese Han population. It may be a new target for intervention in SA-AKI.
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