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Correlation analysis of serum tau protein. macrophage inflammatory protein-la and clinical outcome of pa-
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[Abstract] Objective To investigate the correlation between serum tau protein, macrophage inflamma-
tory protein-la (MIP-1a) and the clinical outcome of patients with severe hypertensive intracerebral hemor-
rhage (HICH). Methods A total of 82 patients with severe HICH admitted to the hospital from October 2018
to October 2020 were selected as the research group. During the same period, 46 healthy volunteers from the
hospital physical examination center were recruited as the control group based on gender and age as matching
conditions. A double antibody sandwich enzyme-linked immunosorbent assay (DAS-ELISA) was used to detect
serum tau protein and MIP-1¢ levels in all subjects. Determine the limit value of serum tau protein and MIP-1«
according to the receiver operating characteristic (ROC) curve. The patients were followed up to April 2021,
and the relationship between serum tau protein and MIP-1¢ expression levels and the clinical outcome of severe
HICH patients was analyzed by Kaplan-Meier method and Cox proportional hazard model multivariate analy-

sis. Results The levels of serum tau protein and MIP-1q in the study group were higher than those in the con-
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trol group (P<<0.05). The ROC curve showed that the best cut-off points of the patient's serum tau protein
and MIP-1q were 216. 438 pg/ml. and 84. 561 ng/L., respectively, and the AUC were 0. 743 and 0. 737, re-
spectively. Univariate analysis showed that GCS score —=8 at admission, hematoma did not break into the ven-
tricle, tau protein expression level <(216. 438 pg/ml., MIP-1q expression level <(84.561 ng/L., and GOS
score —=3 at discharge. The survival time was higher than that of patients with GCS score <8 at admission,
hematoma breaking into the ventricle, tau protein expression level Z>216. 438 pg/ml., MIP-1¢ expression level
=84, 561 ng/L, and GOS score at discharge <3 points (P<C0. 05). COX multivariate analysis showed that
whether it broke into the brain ventricle, the expression level of tau protein, and the level of MIP-1« expres-
sion were related factors affecting the clinical outcome of HICH patients (P<C0. 05). Conclusion Serum tau
protein and MIP-1q¢ expression levels in severe HICH patients are higher than those in healthy people, which

are closely related to the clinical outcome of patients and can be used as effective indicators to predict the clini-

cal outcome of patients.
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