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Relationship between serum CXCL11 and GDF11 levels in patients with acute cerebral
infarction and the severity of neurological deficit and prognosis”
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Department of Neurology sthe First Hospital of Handan ,Handan , Hebei 056000,China
Abstract : Objective To explore the relationship between the serum C-X-C motif chemokine 11 (CXCL11)
and growth differentiation factor 11 (GDF11) levels and the severity of neurological deficit and prognosis in
patients with acute cerebral infarction (ACI). Methods A total of 175 ACI patients treated in the hospital
from May 2022 to April 2024 were selected as the research subjects, who were divided into the mild deficit
group (n=72), the moderate deficit group (n =67) and the severe deficit group (n =36) according to the
scores of the National Institutes of Health Stroke Scale. The neurological function recovery of the patients was
evaluated according to the modified Rankin Scale (mRS),and the patients were followed up for three months
after discharge and divided into the good prognosis group and the poor prognosis group according to the mRS

scores. The baseline data of the patients were collected. The serum CXCL11 and GDF11 levels were detected
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by enzyme-linked immunosorbent assay. Spearman correlation analysis was used to analyze the correlation be-
tween the serum CXCL11 and GDF11 levels and the severity of neurological deficit in patients with ACI. Mult-
ivariate Logistic regression analysis was used to analyze the influencing factors for poor prognosis in ACI pa-
tients. The receiver operating characteristic (ROC) curve was drawn to analyze the predictive value of serum
CXCL11 and GDF11 for poor prognosis in ACI patients. Results

serum CXCLI11 levels in the moderate deficit group and the severe deficit group were significantly increased,

Compared with the mild deficit group, the

while the serum GDF11 levels were significantly decreased, with statistically significant differences (P <<
0. 05). Compared with the moderate deficit group,the serum CXCL11 level in the severe deficit group was sig-
nificantly increased, and the serum GDFI11 level was significantly decreased, with statistically significant
differences (P<C0. 05). The results of Spearman correlation analysis showed that the serum CXCL11 level was
positively correlated with the severity of neurological deficit patients with ACI (+;, =0. 406, P <C0. 05) ,and the
serum GDF11 level was negatively correlated with the severity of neurological deficit (», = — 0. 456, P <<
0.05). The mRS score results showed that there were 124 patients in the good prognosis group and 51 patients
in the poor prognosis group. The infarction volume, white blood cell count and serum CXCLI11 level in the
poor prognosis group were significantly higher than those in the good prognosis group, while the serum
GDF11 level was significantly lower than that in the good prognosis group,with statistically significant differ-
ences (P<C0.05). The results of multivariate Logistic regression analysis showed that increased infarction vol-
ume,elevated white blood cell count and increased serum CXCL11 level were all risk factors for poor progno-
sis in ACI patients (P<C0. 05),while elevated serum GDF11 level was a protective factor for poor prognosis in
ACI patients (P<C0. 05). The results of ROC curve analysis showed that the area under the curve of serum CXCL11
and GDF11 in combined in predicting poor prognosis in ACI patients was significantly higher than that of each indica-
tor alone (P<C0. 05). Conclusion The serum CXCL11 level is increased and the serum GDF11 level is decreased in
ACI patients, both indicators are correlated to the severity of neurological deficit and prognosis in ACI patients,and the
combination of the two indicators has a higher value in predicting poor prognosis in ACI patients.
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