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Abstract : Objective To investigate the association of serum heme oxygenase-1 (HO-1) and glycogen syn-
thase kinase-3 (GSK-383) levels with disease severity and prognosis in patients with cerebral infarction (CI).
Methods A total of 185 patients with CI admitted to this hospital from January 2022 to April 2024 were se-
lected as the CI group. Based on the National Institutes of Health Stroke Scale (NIHSS) scores,the patients
were divided into mild group (59 cases) ,moderate group (84 cases) and severe group (42 cases). According to
the prognosis symptoms of the patients,the CI patients were divided into good prognosis group and poor prog-
nosis group. In addition, 185 healthy individuals who underwent physical examination during the same period
were selected as the control group. Enzyme-linked immunosorbent assay was used to detect serum HO-1 and
GSK-38 levels; multivariate Logistic regression analysis was used to analyze the factors affecting the prognosis
of Cl;receiver operating characteristic (ROC) curve was used to analyze the predictive efficacy of serum HO-
1 and GSK-3B for the prognosis of CI. Results Compared with the control group,serum HO-1 level was sig-
nificantly lower (P<C0. 05),and GSK-38 level was significantly higher (P <C0. 05) in the CI group. Serum
HO-1 level was decreased sequentially in the mild, moderate and severe groups of CI patients, while serum
GSK-38 level was increased sequentially, with statistically significant differences between any two groups
(P<C0.05). The maximum diameter of infarct lesions and serum GSK-3f level were significantly increased in
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the poor prognosis group compared with those in the good prognosis group (P<<0. 05),while serum albumin
(Alb) and HO-1 levels were significantly decreased (P <C0. 05). Elevated HO-1 level was identified as an in-
dependent protective factor for poor prognosis in CI patients (P <C0. 05), whereas elevated GSK-38 level was
an independent risk factor (P<C0. 05). The areas under the curve (AUC) for serum HO-1 and GSK-3f alone
in predicting CI prognosis were 0. 841 and 0. 793 respectively. The combined prediction of both markers yiel-
ded an AUC of 0. 912,indicating superior predictive efficacy (Z uo 1 w. combination = 3+ 235 5 Z Gk 38 vs. combination — 3- 1545
both P<C0. 05). Conclusion

CI. Both biomarkers are closely associated with the severity of the condition, and their combined detection

Serum HO-1 level is decreased while GSK-38 level is elevated in patients with

demonstrates high predictive value for the prognosis of CI.
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