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Correlation of cognitive dysfunction of Parkinson’s disease

with blood glucose and leukodystrophy
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Abstract

University, Wuhan 430070, China)

Objective: To investigate the correlation of cognitive impairment in Parkinson’s disease with blood glucose and
white matter damage. Methods: A total of 86 patients with Parkinson’s disease who were admitted to our hospital
from June 2015 to December 2017 were selected as the observation group, and 80 healthy people who were
examined at the same hospital for the same period were selected as the control group, the cognitive function, white
matter damage, and blood glucose levels were compared between the two groups, and the correlation between
cognitive dysfunction and blood glucose and white matter damage was analyzed in Parkinson’s disease patients.
Results: The Mini-Mental Sate Examination (MMSE) and Montreal Cognitive Assessment (MoCA) scores of
patients with Parkinson’s disease were negatively correlated with HbAlc, fasting plasma glucose (FPG) levels,

the Cholinergic Pathways Hyperintensities Scale (CHIPS) scores, anterolateral occipital horn, lateral ventricle,
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frontal lobe scores (P<0.05), and had no correlation with 2 h postprandial plasma glucose (PPG) levels (P>0.05).
Conclusion: The cognitive impairment scores of Parkinson’s diseases are negatively correlated with HbAlc, FPG
blood glucose level and the degree of white matter damage.
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Table 2 Correlation of cognitive dysfunction in PD with blood glucose and brain white matter injury
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