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£ Logistic FIH4 1% MS 5 FD S A5 M 6047, ER X BRAL A WL 22 21 3B W5 45 2 6 i IF - ( nonalcoholic fatty liver disease,
NAFLD) #2353 504 16.3% 27. 1% ,WiE# R WAL, 22 R A G iH 2 B (P <0.01) , %) 8 41 F1 WL 4% 20 44 5 48 %X (body mass
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Correlation between Functional Dyspepsia and Metabolic Syndrome with Its Components.  Ning Lin, Wei Lianghong, Chen Haidong,
et al. Gastroenterology Department,The First People's Hospital of Qinzhou ,Guangxi 53500, China

Abstract Objective To study the association between metabolic syndrome ( MS) with its components and functional dyspepsia
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(FD).Methods A total of 1000 patients were selected as observed subject from Qinzhou in 2015 ~2017 health physical examination. U-
sing simple random sampling method, they were average divided into the control group and the observation group according to Rome Il cri-
teria. The screened patients underwent a questionnaire survey, biochemical tests and abdominal ultrasound to investigate the metabolic ab-
normalities of the two groups, and to analyze the relative risk of the metabolic syndrome and its components in the pathogenesis of FD. Un-
ivariate and multivariate analyses were performed to analyze the risk factors for FD. Results The detection rate of nonalcoholic fatty liver
disease (NAFLD)was 16.3% in control group and 27. 1% in observation group,and there was a significant difference between the two
groups (P <0.01). Body mass index( BMI) , triglyceride, total cholesterol, blood glucose and blood pressure in observation group were

higher than those in the control group. There was a significant difference between the two groups (P <0.05). NAFLD, triglyceride, blood

glucose and blood pressure might serve as the most important risk factors for FD. Conclusion

blood glucose and blood pressure. MS has a great effect on FD.

FD is related to NAFLD, triglyceride,

Key words Functional dyspepsia;Metabolic syndrome; Relation ship;Risk factors
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