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Abstract: Objective To investigate the relationship of serum histone deacetylase 3 (HDAC3) and CX3
chemokine ligand 1 (CX3CL1) levels in Parkinson's disease (PD) patients with the severity of the disease.
Methods Seventy-three PD patients who attended Handan Traditional Chinese Medicine Hospital from Sep-
tember 2020 to September 2023 were selected as the PD group,and 77 healthy individuals who underwent
physical examination in Handan Traditional Chinese Medicine Hospital during the same period were selected
as the control group. The severity of PD patients was assessed by the Revised Hoehn-Yahr (H-Y) classifica-
tion and the Unified Parkinson's Rating Scale Part 3 (UPDRS-IIl ) ;and the PD patients were divided into early
stage group,middle stage group and late stage group according to H-Y classification;the cognitive function of
PD patients was assessed by the Montreal Cognitive Assessment Scale (MoCA) ; the enzyme-linked immu-
nosorbent assay was used to detect serum HDAC3,CX3CL1 levels of all subjects;receiver operating character-
istic curves were applied to analyze the predictive value of serum HDAC3 and CX3CL1 on the late stage of
PD; multivariate Logistic regression was applied to analyze the factors affecting the severity of PD;Spearman’
s correlation was applied to analyze the correlation of serum HDAC3,CX3CL1 levels with UPDRS-II , MoCA
scores and disease duration in PD patients. Results Serum HDAC3 and CX3CL1 levels in the PD group were
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significantly higher than those in the control group (P<C0. 05). Among 73 PD patients,27 cases were in the
early stage group,25 cases in the middle stage group and 21 cases in the late stage group;there were no statis-
tically obvious differences in age,gender,body mass index and proportions of patients with smoking history,
drinking history,hypertension,diabetes millitus and hyperlipidemia among three PD stage groups (P >>0.05);
the MoCA score of patients in the early stage group>>the middle stage group=>the late stage group,and com-
parisons between any two groups showed statistically significant differences(P<C0. 05) ;disease duration, UP-
DRS-I score and serum HDAC3,CX3CL1 levels of patients in the early stage group<<middle stage group<<
late stage group,and comparisons between any two groups showed statistically significant differences (P <
0.05). Pearson’s correlation analysis results showed that the serum levels of HDAC3 and CX3CL1 in PD pa-
tients were positively correlated with UPDRS [l score and disease duration (P<C0. 05),but negatively correla-
ted with MoCA score (P<C0. 05) ; The area under the curves of serum HDAC3 and CX3CL1,alone or in com-
bination, for predicting late stage of PD was 0. 805(95%CI:0. 682—0.929),0. 843(95%CI:0.736—0.950)
and 0. 894(95%CI :0. 849—0. 997) ,respectively, with sensitivity of 71.43% ,66. 67 % and 80. 95% ,respective-

ly; multivariate Logistic regression results showed that elevated levels of serum HDAC3 and CX3CL1 were

risk factors for the late stage of PD patients (P <C0. 05). Conclusion

The elevated levels of serum HDAC3

and CX3CL1 in PD patients are closely related to the severity of PD,and the above two indicators have a cer-

tain diagnostic value for the assessment of disease severity.
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