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Study on risk factors of nonalcoholic fatty liver of physical examination population in Yulin City. XIJAO Wei, CUI
Ying, LIN Hui-xia, ZHANG Meng—ya, ZHAO Mei—qi. Experimental Research Department, Affiliated Tumor Hospital of
Guangxi Medical University, Nanning 530021, Guangxi, CHINA

[Abstract] Objective To investigate the status and related risk factors of nonalcoholic fatty liver disease in the
physical examination population in Yulin City. Methods The individuals who received physical examination from Janu-
ary 2014 to January 2016 in Yulin City were selected, and 12 500 subjects were eventually included. All the subjects
were divided into nonalcoholic fatty liver disease group and control group by liver color ultrasonography. The clinical data
A total of 3 295 cases of non-alcoholic fatty liver dis-

ease were detected in the 12 500 subjects, and the overall detection rate was 26.36%, of which 77.88% were men and

of two groups were collected and statistically analyzed. Results

22.12% were women. The comparison between two groups showed that there were statistically significant differences in
triglyceride, cholesterol, transaminases, fasting blood glucose, and body mass index between two groups (P<0.05). Logis-
tic regression showed that triglycerides, cholesterol, fasting blood glucose, body mass index, and low-density lipoprotein
were risk factors for nonalcoholic fatty liver disease, while high-density lipoproteins were protective factors. The type of
dyslipidemia in nonalcoholic fatty liver disease group was mainly mixed type, and that of the control group was mainly hy-
percholesterolemia. Conclusion The prevalence of fatty liver in Yulin City was higher than average level of Guangxi
province. The incidence rate was related to various factors such as blood lipids, aminotransferases, and BMI index.

[Key words] Yulin City; Nonalcoholic fatty liver disease; Logistic regression; Risk factors; Dyslipidemia
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