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Differences in the UA,HDL-C concentrations and ApoAl/HDL in patients with different
Parkinson subtypes and their correlation with cognitive function
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University s Nantong , Jiangsu 226600,China)

Abstract:Objective To study the expression differences of uric acid(UA), high density lipoprotein cho-
lesterol(HDL-C) and apolipoprotein A1(ApoAl)/high density lipoprotein(HDL) in different Parkinson sub-
types and their correlation with cognitive function. Methods 100 elderly patients with Parkinson's disease
who were treated in our hospital from October 2016 to October 2018 were selected. The general data of differ-
ent patients with Parkinson’'s disease and the differences of cognitive impairment were compared. The differ-
ences of serum UA, HDL-C, ApoAl/HDL between different patients with Parkinson's subtype and patients
with different cognitive impairment were compared. The levels of serum UA,HDL-C and ApoAl/HDL were
analyzed. Relevance with patients’cognitive function. Results There were no significant differences in gender,
age and body mass index between different Parkinson's subtypes(P >>0.05),but there were significant differ-
ences in MMSE and MoCA scores between different Parkinson’s subtypes (P<C0. 05); serum UA, HDL-C,
ApoAl/HDL levels and different cognitive status of Parkinson's patients and different subtypes of Parkinson'’
s disease (P<C0.05). Conclusion The cognitive function of Parkinson's patients is negatively correlated with
serum UA,HDL-C and ApoAl/HDL levels. With the accumulation of clinical symptoms, the levels of UA,
HDL-C and ApoAl/HDL in Parkinson's patients decrease significantly.
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