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Abstract: Objective To study the clinical diagnostic value of serum insulin degrading enzyme (IDE),in-
sulin-like growth factor-1 (IGF-1) and apolipoprotein-4 ( APOE-4) levels in Parkinson’s disease (PD).
Methods 70 patients with PD treated in this hospital from December 2019 to November 2020 (PD group) and
85 healthy patients in this hospital during physical examination (control group) were selected as research ob-
jects. Modified Hoehn-Yahr (H-Y) grading was used to evaluate PD group,which was divided into early group
and middle-late group. General information such as age,sex and living habits of the subjects were recorded,
and serum IDE,IGF-1 and APOE-4 levels were detected in each group. The serum levels of IDE,IGF-1 and
APOE-4 in control group,early group and middle-advanced group were compared,and the correlation between
serum IDE,IGF-1 and APOE-4 levels and their correlation with the Unified Parkinson's Disease Scale (UP-
DRS) score, H-Y scale and Activity of Daily Living Scale (ADL)score was analyzed. Logistic multivariate a-
nalysis was used to analyze the risk factors affecting the severity of PD patients. Results The level of IGF-1
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and APOE-4 in PD group was higher than that in control group,while the level of IDE was lower than that in
control group, the difference was statistically significant (P <C0. 05). The level of APOE-4 in the early and
middle-late groups was higher than that in the control group,but the level of IDE was lower than that in the
control group,the difference was statistically significant (P <C0. 05). The level of APOE-4 in the middle-late
group was higher than that in the early group,while the levels of IGF-1 and IDE were lower than that in the
early group,with statistical significance (P<C0. 05). The ADL score of the middle-late group was significantly
lower than that of the early group,while the UPDRS scores of all parts were higher than those of the early
group,with statistical significance (P<C0. 05). There was a positive correlation between IDE and IGF-1 in PD
group (r=0.403, P =0. 001), but no correlation between APOE-4 and IDE and IGF-1 (= —0. 022, P =
0.857;r=—0.167,P=0.166). Logistic multivariate analysis showed that IDE and APOE-4 were independent
risk factors affecting the severity of PD patients (P<C0. 05). Conclusion Serum levels of IGF-1, APOE-4 and
IDE are closely related to the onset and progression of PD. Detection of these three indexes is helpful for pre-

dicting the early onset of PD,and combined with changes in their serum levels,it is of great significance for de-

termining the progression of PD.
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