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Abstract: Objective To investigate the correlation between serum adiponectin level and mild cognitive impairment and its clinical
significance.Methods We selected 45 patients with mild cognitive impairment from July 2015 to July 2017 in our department of
neurology as the case group.The physical examination center randomly selected age -matched 45 healthy checkers as the control
group.The serum adiponectin level of the patient was examined to analyze its correlation with mild cognitive impairment;and the risk
factors that may affect cognitive function such as serum adiponectin level,high -sensitivity C -reactive protein,age,smoking history,
diabetes,hypertension,and blood lipids were introduced into non-conditional Logistic regression analysis to determine whether serum
adiponectin is a risk factor for mild cognitive impairment.Results The serum adiponectin level in patients with mild cognitive
impairment was lower than that in healthy controls,the difference was statistically significant (P<0.01).Logistic regression analysis
showed that there was a negative correlation between serum adiponectin level and mild cognitive impairmen (r=-0.612, P<0.05),low
serum adiponectin level is a risk factor for mild cognitive impairment,and high sensitivity C-reactive protein is a risk factor for mild
cognitive impairment.Conclusion Serum adiponectin levels in patients with MCI are significantly reduced,hsCRP levels are elevated,
and elevated APN and hsCRP levels may be a risk factor for mild cognitive impairment.
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