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Abstract:Objective To investigate the relationship between serum pentraxin 3 (PTX3) and C-X-C motif
chemokine ligand 16 (CXCL16) levels and short-term prognosis in patients with acute cerebral infarction
(ACD after intravenous thrombolysis (IVT) treatment. Methods A total of 268 ACI patients who received
IVT treatment in this hospital from January 2022 to December 2024 were selected as the ACI group. Accord-
ing to the short-term prognosis after IVT treatment,the AIS patients were divided into poor prognosis group
and good prognosis group. In addition, 134 healthy people who underwent physical examination in the hospital
during the same period were selected as the control group. The serum PTX3 and CXCL16 levels of all subjects
were detected by enzyme-linked immunosorbent assay. Multivariate Logistic regression was used to analyze
the influencing factors of poor short-term prognosis in ACI patients after IVT treatment. The receiver operat-
ing characteristic (ROC) curve was drawn to analyze the predictive value of serum PTX3 and CXCL16 alone
and their combination for poor short-term prognosis in ACI patients after IVT treatment. Results The levels
of serum PTX3 and CXCL16 in the ACI group were higher than those in the control group,and the differences
were statistically significant (P<C0. 05). The age of the poor prognosis group was older than that of the good
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prognosis group,and the proportion of atrial fibrillation, National Institutes of Health Stroke Scale (NIHSS)
score on admission.and serum PTX3 and CXCL16 levels were higher than those of the good prognosis group,
and the differences were statistically significant (P <C0. 05). Multivariate Logistic regression analysis showed
that increased age,increased NIHSS score,and increased serum PTX3 and CXCL16 levels were independent
risk factors for poor short-term prognosis in ACI patients after IVT treatment (P <C0. 05). ROC curve analy-
sis showed that the area under the curve (AUC) of serum PTX3,CXCL16 alone and their combination for pre-
dicting poor short-term prognosis of ACI patients after IVT treatment were 0. 786,0. 795 and 0. 882, respec-
tively. The AUC of the combination of PTX3 and CXCL16 in predicting poor short-term prognosis of ACI pa-
tients after IVT treatment was greater than that of serum PTX3 or CXCL16 alone (Z =4, 394,4. 071,P <<
0.001). Conclusion  Serum PTX3 and CXCL16 levels are increased in ACI patients, both of them are inde-
pendent risk factors for poor short-term prognosis in ACI patients after IVT treatment. The combination de-

tection of serum PTX3 and CXCL16 has a high value in predicting the poor short-term prognosis of ACI pa-

tients after IVT treatment.
Key words: acute cerebral infarction;
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