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Changes of serum LCN2 and PROSI levels in Parkinson’s disease patients
and their correlation with disease staging and cognitive impairment”
SHAN Shuchong ;WU Zhaojun . HE Qing
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Abstract : Objective To investigate the changes of serum lipocalin-2(LLCN2) and protein S gene (PROS1)
levels in Parkinson's disease (PD) patients and their correlation with disease staging and cognitive impair-
ment. Methods A total of 120 PD patients diagnosed and treated in the hospital from January 2019 to Decem-
ber 2022 were selected as the study objects (PD group). According to the improved Hoehn-Yahr grading (H-
Y grading) ,they were divided into early stage PD group (0—1.5 grades,n =>50) ,mid stage PD group (>1.5
—3.0 grades,n=239) ,and late stage PD group (>>3.0—5. 0 grades,n=231). 60 healthy individuals who under-
went physical examinations during the same period were selected as the control group. Serum levels of LCN2
and PROSI in both groups were detected. The differences in serum LCN2 and PROSI1 levels among PD pa-
tients with different stages of PD were compared. The correlation between serum LCN2,PROSI levels with
the scores of the Simplified Mental State Examination (MMSE) , Montreal Cognitive Assessment Scale (Mo-
CA) and H-Y grading were analyzed by Spearman rank correlation analysis. Multivariate Logistic regression

analysis was used to analyze the correlative factors affecting cognitive impairment in PD patients. The evalua-
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tion value of serum LCN2,PROSI1 levels in PD patients with cognitive impairment were analyzed by receiver
operating characteristic (ROC) curve. Results The serum levels of LCN2 and PROSI in the PD group were
(97.47411. 28) ng/L., (77. 524+ 8. 69) ng/L. which were significantly higher than (40. 15+6.22) pg/L and
(32.49 4 4. 37) pg/L in the control group,and the differences were statistically significant (¢ = 36. 641,
37.783,P<C0. 05). The serum levels of LCN2 and PROSI in late stage PD group were significantly higher
than those in the early stage PD group and mid stage PD group,and the differences were statistically signifi-
cant(all P<C0. 05). The course of disease,serum LCN2,PROSI and H-Y grading of PD patients in the cogni-
tive impairment group were higher than those in the cognitive normal group, while the MoCA score and
MMSE score were lower than those in the cognitive normal group.and the differences were statistically signif-
icant (P<C0.05). The levels of serum LLCN2 and PROS1 were negatively correlated with MoCA scores and
MMSE scores (r = —0. 634, —0. 489, P <T0. 05), and positively correlated with H-Y grading (r =0. 467,
0.625,P<C0.05). Serum LCN2 and PROS1 were related risk factors affecting cognitive impairment in PD pa-
tients. The area under the curve (AUC) of serum LCN2,PROSI alone and in combination for predicting cog-
nitive impairment in PD patients was 0. 905 (95%CI :0. 868—0. 955),0. 803(95%CI :0. 764—0. 849),0. 836
(95%CI:0.770—0. 867). The AUC of combined detection of serum LCN2 and PROSI was significantly high-
er than those of single detection, and the differences were statistically significant (Z =5, 558,4. 974, P<<
0.001). Conclusion The increase of serum LLCN2 and PROSI levels in PD patients are related to the disease

staging of PD and cognitive impairment. The combined detection of the two has high evaluation value for cog-

nitive impairment of PD patients.
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