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Expression of serum thioredoxin 1 in sepsis induced acute renal
injury and its diagnostic value

FAN Bingjin, CUI Li. ZHANG Fengqin, ZHANG Deying
(Department of Nephrology, Jincheng People’s Hospital s Jincheng 048000, Shanxi, China)

[Abstract] Objective To investigate the expression of serum thioredoxin-1 (Trx-1) in sepsis induced acute kidney
injury (AKD and its diagnostic value. Methods A total of 216 patients with sepsis were admitted to the Department of
Critical Care from January 2015 to December 2021 in our Hospital. According to the KDIGO guidelines on the diagnosis
and grading of AKI in 2012, 85 patients were diagnosed with AKI (38 cases of AKI grade 1, 27 cases of AKI grade 2, 20
cases of AKI grade 3), which was defined as AKI group; 131 cases without AKI were diagnosed with non-AKI group.
The serum Trx-1 expression level and clinical data of the two groups were detected and compared, and the risk factors of
septic patients complicated with AKI were analyzed by logistic regression. ROC curve was used to analyze the diagnostic
value of serum Trx-1 in patients with sepsis associated AKIL. Results The incidence of AKI in sepsis patients was 39.
35%. The expression level of serum Trx-1 in AKI group was higher than that in non-AKI group, and the difference was
statistically significant. The expression level of serum Trx-1 was positively correlated with APACHEII, SOFA score, the
proportion of baseline serum creatinine(Scr), lactic acid and AKI = grade 2, and negatively correlated with GCS score
and eGFR level. Logistic regression analysis showed that the level of serum Trx-1 was an independent risk factor for sep-

tic patients with AKI, and the ROC curve suggested that the level of serum Trx-1 and Scrwere highly specific and sensi-
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tive for the diagnosis of septic patients with AKI. Conclusion In patients with sepsis complicated with AKI, the expres-

sion level of serum Trx-1 is higher than that in patients without AKI, which is an independent risk factor for AKI in sep-

sis patients. It has a high diagnostic value for the diagnosis of sepsis induced AKI. It can be used as a biological marker

for the diagnosis of sepsis induced AKI.
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Table 1 The baseline clinical data of sepsis patients
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Table 2 Correlation analysis between serum Trx-1 level and clinical data
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Table 3  Analysis of risk factors for sepsis induced AKI
SES TR {152, F] EEEER4 PR Wald fJ7 P OR 95%CI
Scr 1>117. 08 pmol/L,0<<117. 08 pmol/L 0. 698 0.098 6. 450 0.032 1. 987 1.245~2.195
SOFA 43 1>=3.63,0<<3. 63 0.241 0.195 5.614 0. 041 1. 495 1.198~2. 314
mEHEH 1>24. 46, 0<<24. 46 —0. 815 0.297 4.577 0.038 0.498 0.197~0.676
ML Trx-1 1>8. 74 pg/L, 0<<8.74 pg/L 0. 567 0.172 5.919 0.034 1.798 1.186~2.593

R4 BAME Trx-1 0 Ser Tl B F AE FF £ AKIL B9 ROC #i £ 53 47
Table 4 ROC curve analysis of combined serum Trx-1 and Scr in evalua-

ting sepsis induced AKI
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Trx-1(pg/L)  0.785(0.694~0.877) 0.465 8.12 0.709 0.756 0.732
Trx-1+Ser 0. 884(0.815~0.954) 0.714 - 0.836 0.878 0.852
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Figure 1 ROC curve of combined serum Trx-1 and serum creatinine in

the diagnosis of sepsis induced AKI
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