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The clinical index and risk factors of liver function in patients with
nonalcoholic fatty liver disease

ZHENG Jie ,PAN Danhua
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Abstract: Analyze the liver function and risk factors of nonalcoholic fatty liver disease (nonalcoholic fatty liver dis-
ease) in the elderly. The elderly population collected in our hospital physical examination were divided into non-alcoholic
fatty liver disease group and normal group. This study found that the alanine aminotransferase, aspartate aminotransferase
and gamma glutamyl transaminopeptidase in nonalcoholic fatty liver disease group were significantly higher than that of the
control group (P <0.01). Moreover, the body mass index, waist circumference, glycated hemoglobin, fasting blood
glucose, total cholesterol, triglyceride, systolic blood pressure and systolic blood pressure in nonalcoholic faity liver disease
group were significantly higher than those in the control group ( P<0.01). Logical regression suggested that HDL was a pro-
tective factor for nonalcoholic fatty liver disease, and the body mass index, gamma glutamyl transpeptidase, triglyceride,
fasting blood glucose, glycated hemoglobin and systolic blood pressure were risk factors for nonalcoholic fatty liver disease.
This study suggests that obesity, blood glucose and blood lipid disorders are the significant risk factors for the increase of
nonalcoholic fatty liver disease.
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