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[ Abstract] Objective Cognitive impairment is one of the most serious non-motor symptoms of Parkinson’s disease (PD), and
appears even in early stage of the disease. Our study aimed to analyze the association of catechol-O-methyltransferase (COMT)
polymorphism and related factors with cognitive impairment in Chinese PD population. Methods A total of 1087 Chinese PD
patients were recruited by Chinese Parkinson Study Group (CPSG) from 29 research centers throughout all over the country. They
were divided into cognitive impairment group (n =385) and non-cognitive impairment group (n=702) according to their medical
history and clinical data. COMT genotype was sequenced. Chi-square test and Fisher’s exact test were used to analyze the association
between cognitive impairment and COMT polymorphism, and binary logistic regression model was used to screen the risk factors for
cognitive impairment. Results There were no significant differences in the genotype and allele of the objective gene between the
two groups (P > 0.05). Logistic regression analysis showed that age at onset, Hoehn-Yahr score, and Unified Parkinson’s Disease
Rating Scale (UPDRS) Il score were positively correlated with cognitive impairment. The PD patients with older age at onset,
higher scores in Hoehn-Yahr scale and UPDRS 1l were prone to have cognitive impairment. Conclusion Cognitive impairment is
related to the age at onset and severity of the disease.
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Table 1 Rankin Scale of cognitive impairment group and non-cognitive impairment group in patients with PD
[M(Q1, Q3)]
Item Cognitive impairment group (n = 385) Non-cognitive impairment group (n = 702) P
Hoehn-Yahr score 2 (1.5,2.5) 2 (1.0,2.5) 0.000
UPDRS Il score 29 (19.0,41.0) 20 (13.0,28.0) 0.000
UPDRS total score 43 (30.0,61.5) 30.5 (21.0,44.0) 0.000

PD: Parkinson’s disease; UPDRS: Unified Parkinson’s Disease Rating Scale
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Table 2 Comparation of COMT genotypes and alleles between cognitive impairment group and non-cognitive impairment group

[n(%)]

Genotype Total Cognitive impairment group (n = 385) Non-cognitive impairment group (n = 702) P
AA 100 (9.2) 33 (8.6) 67 (9.5) 0.867
AG 453 (41.7) 162 (42.1) 291(41.5)
GG 534 (49.1) 190 (49.3) 344 (49.0)
Allel

A 653 (30.0) 228 (29.6) 425 (30.3) 0.769

G 1521 (70.0) 542 (70.4) 979 (69.7)

COMT: catechol-O-methyltransferase

®3 PDERFIAMINBEEGfE K E KlogisticE )3 R
Table 3  Logistic regression analysis of risk factors of cognitive impairment in patients with PD

Factor B 95% ClI P
Onset Age 0.033 1.034 1.018-1.050 0.000
Hoehn-Yahr score 0.274 1.316 1.003-1.726 0.048
UPDRS 1l score 0.030 1.030 1.015-1.046 0.000

PD: Parkinson’s disease; UPDRS: Unified Parkinson’s Disease Rating Scale
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