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Risk factors of nonalcoholic fatty liver disease complicated with liver function damage ZHOU Ying, FANG Linhua,
LIN Min.Affiliated Hangzhou First People's Hospital , Zhejiang University School of Medicine , Hangzhou 310006, China.
[Abstract] Objective To explore the risk factors of non—alcoholic fatty liver complicated with liver function damage.
Methods The clinical data of 220 patients with nonalcoholic fatty liver was analyzed retrospectively.Totally 68 patients
with fatty liver complicated with liver function damage were included in the observation group and 152 patients without
liver function damage were included in the control group.The age , gender,body mass index (BMI) , hypertension , smoking,
drinking,, LDL-C, HDL-C, FBG, and UA levels were compared between the two groups.Logistic regression analysis was
used to analyze the risk factors of fatty liver complicated with liver function damage. Results There were statistically
significant differences in smoking, chronic drinking, obesity, hypertension, daily exercise, LDL-C, fasting blood glucose,
blood uric acid, and HDL-C between two groups (x*=5.61,8.05,12.02,6.95,10.15, =27.82,3.94,9.62,3.01, P<0.05).
The results of logistic analysis showed that obesity, chronic drinking, hypertension, smoking, high levels of UA, FBG and
LDL-C were the risk factors of nonalcoholic fatty liver combined with liver function damage (OR=5.50,5.07,3.87,2.69,
1.57,1.61,1.73, P<0.05). High level of HDL-C and daily exercise were the protective factors of nonalcoholic fatty liver
combined with liver function damage (OR=0.04,0.14, P<0.05). Conclusion Drinking, smoking, obesity, hypertension,
high levels of LDL-C,FBG,and UA are obviously related to the occurrence of nonalcoholic fatty liver combined with liver
function damage.Reasonable diet and exercise can reduce the risk of nonalcoholic fatty liver combined with liver function
damage.
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