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Study on the Clinical Relationship Between Serum Uric Acid,

Blood Lipid Levels and Parkinson’s Disease
JIANG Kai-1i,ZHONG Ping
(Department of Neurology,Suzhou Hospital of Anhui Medical University,Suzhou 234000,Anhui,China)

Abstract: Objective To investigate the correlation between blood uric acid (BUA), blood lipid levels and Parkinsons disease (PD).Methods From
July 2021 to July 2023, 96 PD patients aged =45 years in the Department of Neurology, Suzhou Hospital of Anhui Medical University were selected
as PD group, and 100 healthy people in the same age group were selected as control group. The levels of TC, TG, HDL-C, LDL-C, BUA, ApoA and
ApoB in peripheral blood of PD group and control group were compared, and the relationship between BUA and blood lipid levels and the risk of PD
was analyzed by binary multivariate Logistic regression.Results The levels of TG, HDL-C, BUA, ApoA in the PD group were lower than those in the
control group (P<0.05). Binary multivariate Logistic regression analysis showed that BUA, TG, HDL-C and ApoA were protective factors for PD, and
age was a risk factor (P<0.05). ROC curve analysis showed that the area under the BUA curve was 0.611, the sensitivity was 54.20%, and the
specificity was 63.00%; the area under the TG curve was 0.685, the sensitivity was 84.40%, and the specificity was 44.00%; the area under the curve
of HDL-C was 0.632, the sensitivity was 46.90%, and the specificity was 75.00%; the area under the curve of ApoA was 0.646, the sensitivity was
41.70%, and the specificity was 83.00%; the area under the age curve was 0.672, the sensitivity was 80.20%, and the specificity was 54.00%.
Conclusion BUA and blood lipid in PD patients are lower than those in normal control group, while BUA, TG, HDL-C, ApoA and age are closely
related to the pathogenesis of PD.

Key words: Parkinson’s disease;Blood uric acid;Blood lipid
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