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Abstract:Objective To explore the serum levels of unc-51 like autophagy activating kinase 1 (ULK1),
sphingosine 1-phosphate receptor 2 (S1PR2) and protease 3 (PRTN3) in patients with septic shock and their
predictive value for prognosisi. Methods A total of 123 patients with septic shock admitted to the hospital
from August 2023 to August 2024 were selected as the septic shock group,additionally,123 healthy volunteers
who underwent physical examinations at the hospital during the same period were selected as the control
group. Baseline data of patients with septic shock were collected upon admission. The levels of serum ULKI,
SIPR2 and PRTNS3 in all study subjects were detected by enzyme-linked immunosorbent assay. The patients
with septic shock were followed up for 12 months,and they were divided into a death group and a survival

group according to the follow-up results. Pearson correlation analysis was performed to analyze the relation-
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ship between the mean arterial pressure (MAP) of patients with septic shock and the serum levels of ULKI1,
S1PR2 and PRTNS3. Multivariate Logistic regression analysis was adopted to identify independent risk factors
for death in patients with septic shock. Receiver operating characteristic (ROC) curves were plotted to predict
the efficacy of serum ULK1,SIPR2 and PRTN3 alone and in combination of the three indicators for death in
patients with septic shock. Results The level of serum ULKI in the septic shock group was significantly low-
er than that in the control group (P<C0. 05),while the levels of SIPR2 and PRTN3 were significantly higher
than those in the control group (P<C0. 05). There were 38 cases in the death group and 85 cases in the surviv-
al group. Compared with the survival group,the level of serum ULKI in the death group was significantly de-
creased (P<C0.05),and the levels of serum SIPR2 and PRTN3,as well as the Acute Physiology and Chronic
Health Evaluation [l score and Sequential Organ Failure Assessment score,were significantly increased (P<C
0.05). There were statistically significant differences in mean arterial pressure (MAP),the proportion of pa-
tients with combined organ injury and the proportion of patients receiving mechanical ventilation between the
death group and the survival group (P<C0. 05). Multivariate Logistic regression analysis results showed that
elevated serum ULKI1 level was an independent protective factor for the death of patients with septic shock
(P <C0. 05) ,while elevated serum SIPR2 and PRTN3 levels were independent risk factors for the death of pa-
tients with septic shock (P<C0.05). The results of Pearson correlation analysis showed that there was a sig-
nificant positive correlation between MAP and the level of serum ULKI1 in patients with septic shock (=
0.528,P<C0. 001), and significant negative correlations between MAP and the levels of serum S1PR2 and
PRTN3 (r=—0.564,—0.602,both P<C0.001). The results of ROC curve analysis showed that the areas un-
der the curve (AUCs) for predicting the death of patients with septic shock by serum ULK1,SIPR2,PRTN3
alone and their combination were 0. 783,0. 776,0. 853 and 0. 921 respectively. The AUC of the combined pre-
diction of the three indicators for the death of patients with septic shock was significantly larger than those of
the individual predictions by serum ULKI1 (Z=3.351,P<C0. 05),S1PR2 (Z=3.663,P<0.05) and PRTN3
(Z=2.173,P<C0.05). Conclusion The level of ULKI is low in the serum of patients with septic shock, while
the levels of SIPR2 and PRTNS3 are high. The combined examination of the three indicators may improve the
predictive efficacy for death of patients with septic shock.
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