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Association analysis of aggregator gene polymorphism and vascular dementia after stroke Ma Yue™ , Lu
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[Abstract] Objective To explore and analyze the association between aggregator gene polymorphism
and vascular dementia after stroke. Methods 88 stroke patients were admitted from December 2019 to Decem-
ber 2020 as the observation group, and 60 healthy people during the physical examination as the control group.
Competitive allele-specific PCR (Kompetitive Allele Specific PCR) was used as the control group. PCR, KASP
genotyping detection technology and gene sequencing method to determine the polymorphism of agglutinin gene
(rs11136000 and rs9331888 locus genotype and allele distribution frequency) , analyze the polymorphism of ag-
glutinin gene and post-stroke vascularity the relevance of dementia. Results The gene distribution of the two
groups was in hardy-Weinberg equilibrium (F = 0. 439 and 0. 546, P=>0. 05). The gene distribution frequency
of the two groups reached the standard of genetic balance, which could reflect the population gene distribution
and the sample was representative. The distribution frequencies of TT genotype (1.14%), TG genotype
(32.95%) and T allele (43.18%) of rs11136000 locus of aggregator gene in observation group were signifi-
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cantly lower than those in control group (8. 33%, 50. 00% , 60. 00%). The distribution frequency of GG gen-
otype (65.91%) and G allele (97. 73%) was significantly higher than control group (40.00%/88.33%), the
difference was statistically significant (P<Z0. 05). There was no significant difference in CC, CG, GG geno-
type and C, G allele distribution frequency between observation group and healthy control group (P=0. 05).
Observe combination and diabetes cases and total cholesterol were significantly higher than control group, vas-
cular dementia and diabetes history, after stroke is closely related to the total cholesterol levels and hyperlipi-
demia (P<<0.05), and the fixed number of year of education, hypertension, coronary heart disease (CHD),
triglycerides, marital status, arrhythmia, myocardial infarction, anemia and other factors (P=>0. 05). Multi-
variate Logistic regression analysis of statistically significant related factors showed that diabetes mellitus (OR
=1.677, 95%CI=1.083~2.596), total cholesterol (OR = 1.587, 95%CI=1.041~2.419), GG genotype
(OR=2.812, 95%CI=1.341~5.900), G allele (OR =2.863, 95%CI=1.411~5.810) were independent
risk factors for vascular dementia after stroke (OR™>1, P<Z0. 05). Conclusion The distribution frequency of
GG genotype and G allele at rs11136000 locus of aggregator gene was correlated with the occurrence of vascu-
lar dementia after stroke. The distribution frequency of GG genotype and G allele at rs11136000 locus was

higher in patients with vascular dementia after stroke. It could provide guidance for early recognition of vascu-

lar dementia after stroke.
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