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Predictive value of IGF-1,CCRZ and a-Syn for cognitive impairment
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Abstract:Objective  To investigate the predictive value of insulin-like growth factor-1 (IGF-1),chemo-
kine receptor 2 (CCR2) and a-synuclein (a-Syn) and their predictive value for cognitive impairment in patients
with Parkinson’s disease (PD) . Methods A total of 120 patients with PD admitted to the hospital from Janu-
ary 2021 to December 2023 were selected as the PD group. According to the cognitive function of PD patients,
the PD group was divided into normal cognitive function group and cognitive dysfunction group. At the same
time,and 120 healthy people who underwent physical examination in the hospital were selected as the control
group. The serum levels of IGF-1,CCR2 and a-Syn in each group were compared. The Montreal Cognitive As-
sessment (MoCA) was used to evaluate the cognitive function of PD patients. Pearson correlation analysis was
used to analyze the correlation between serum IGF-1,CCR2,a-Syn levels and MoCA scores in PD patients. Re-
ceiver operating characteristic (ROC) curve was used to analyze the predictive value of serum IGF-1,CCR2
and a-Syn for cognitive dysfunction in PD patients. Results The levels of serum CCR2 and a-Syn in PD group
were significantly higher than those in control group,and the level of IGF-1 was significantly lower than that
in control group (P<C0. 05). The serum levels of CCR2 and a-Syn in the cognitive impairment group were sig-

nificantly higher than those in the normal cognitive function group,and the IGF-1 level and MoCA score were
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significantly lower than those in the normal cognitive function group (P<C0. 05). Pearson correlation analysis
showed that serum IGF-1 level in PD patients was significantly positively correlated with MoCA score (r =
0.671,P<<0.001),and CCR2 and a-Syn levels were significantly negatively correlated with MoCA score (=
—0.638,—0.703,P<C0.001). ROC curve analysis showed that the AUC of the combination of IGF-1,CCR2
and a-Syn in predicting cognitive dysfunction in PD patients was 0. 911, which was greater than the AUC of
the three alone (0. 793,0. 806,0. 828), and the differences were statistically significant (Z =2, 197, 2. 126,
1.976,P<C0. 05). Conclusion The levels of serum CCR2 and a-Syn in PD patients are increased,and the level
of IGF-1 is decreased. The combined detection of serum IGF-1,CCR2 and a-Syn has a high predictive value for

cognitive dysfunction in PD patients.
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