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Study on the association between biological aging and cognitive
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Abstract: Objective  To investigate the association between biological aging and cognitive function in middle — aged and
elderly Chinese. Methods The subjects were health check — up personnel over 45 years old from a top three hospital. The
general demographic characteristics, covariates and cognitive function status were collected by questionnaire and Montreal
cognitive assessment (MoCA ). Multivariate linear regression and logistic regression were used to analyze biological aging index
(BAI) and biological aging type ( BAT) association with MoCA score and risk of mild cognitive impairment (MCI). Subgroup
analysis was conducted by the middle — aged group (45 — 64 years old) and the elderly group (65 years old and above) to
explore whether the correlation between biological aging and cognitive function was different in different age groups. Results

A total of 407 participants were included in this study. The average MoCA score was 23.30 +4. 30, and the detection rate of
MCI was 41. 5% . BAI was negatively correlated with MoCA score, and the regression coefficient after adjusting for covariates
was —0.135 (95% CI: -0.229 - -0.042). Compared with those with delayed aging, subjects with premature aging had
lower cognitive function scores (8= —0.882,95% CI; —1.566 — —0. 198) and a higher risk of MCI (OR =1.736,95% CI :
1.072 -2.833). Subgroup analysis found that the association was still present in the middle — aged group, but not in the
elderly group. Conclusion There is a negative correlation between biological aging and cognitive function in middle — aged
and elderly people, and the cognitive function of subjects with premature aging is worse. This effect is more significant in

middle — aged group, suggesting that individuals with premature aging should be identified in middle age or even earlier and
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that intervention measures should be taken to prevent or delay the occurrence of dementia.

Keywords: Middle — aged and elderly; Biological aging; Biological age; Cognitive function; Mild cognitive impairment ( MCI)
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Fig.1 Scatter plot and smooth curve of BAI and MoCA scores
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Table 2 Relationship analysis between BAI and MoCA scores
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