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Abstract:Objective To investigate the relationship between serum ghrelin and resistin levels and mild
cognitive impairment(MCI) in elderly patients with metabolic syndrome(MS). Methods From June 2016 to
October 2018,108 elderly MS patients were selected as the study object. MS patients were divided into MS
group(n=63)and MS+ MCI group(n=45). A total of 50 healthy people who had physical examination at the
same time were selected as the control group. The basic data,the scores of ghrelin, resistin and mini-mental
state examination(MMSE) were compared,and the Pearson correlation analysis and logistic multiple stepwise
regression analysis were carried out. Results There were no significant differences in gender ratio,age, years
of education, smoking., diastolic blood pressure, and high-density lipoprotein cholesterol (HDIL-C) among the
three groups (P >>0. 05). Compared with the control group,the body mass index(BMI) , systolic blood pres-
sure,total serum cholesterol (TC), triglyceride (TG) , high-density lipoprotein cholesterol (LLDL-C), fasting
blood glucose,resistin,and ghrelin was significantly decreased in the MS+ MCI group and MS group. BMI,
TG,LDL-C,and resistin were significantly higher in the MS-+ MCI group than in the MS group,and ghrelin
was lower than that in the MS group(P<C0. 05). The MMSE score of MS+ MCI group was significantly high-
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er than that of MS group and control group(P <C0. 05). After Pearson correlation analysed, BMI, TG, LDL-C,
resistin were negatively correlated with MMSE in patients with MS+ MCI group(P <{0. 05) ,and ghrelin was

positively correlated with MMSE in patients with MS+ MCI group(P <C0. 05). By Logistic multiple stepwise

regression analysed, BMI, TG,LDL-C,resistin,and ghrelin were early warning factors for MCI in MS patients.

Conclusion Serum ghrelin and resistin are closely related to MCI in patients with MS,and may become bio-

markers of early MCI.
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