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Abstract Objective: To determine liver stiffness value(LSM) of patients with nonalcoholic fatty liver disease
(NAFLD) based on fibrotouch, and analyze the correlation between liver fibrosis progression and metabolic factors
of NAFLD around metabolic related indicators such as body mass index(BMID) , blood lipid, fasting blood glucose
and renal function, so as to provide early warning for metabolic system diseases secondary to liver fibrosis progres-
sion of NAFLD. Methods: From April 2019 to December 2020, 327 patients with NAFLD diagnosed by B-ultra-
sound were selected . BMI was calculated. Fasting blood samples were taken to detect serum lipid, fasting blood
glucose, renal function and other metabolic factors. The LLSM value was measured by fibrotouch. The metabolic
factors were compared and analyzed according to the LSM value. Results: (D According to LSM value, there were
significant differences in CHOL, TG, HDL, GLU, BMI and LSM value among non fibrosis group, mild fibrosis
group and significant fibrosis group(P <C0. 05), in which BMI, CHOL, GLU and LSM value were positively cor-
related(r=>0), HDL, TG and LSM value were negatively correlated (r<<0). @ According to LSM value, there
were significant differences in BMI, GLU and LSM value between non fibrosis group and fibrosis group, the differ-
ence was statistically significant(P<C0. 05), and the coefficients were 1. 136 and 1. 531 respectively. @ According
to the LSM value, they were divided into advanced hepatic fibrosis group and significant liver fibrosis group, and
the differences of TG, BMI, GLU and LSM values were statistically significant(P < 0. 05), and the coefficients
were 1.257,1.189 and 2. 230; BMI, GLU and LSM values were significantly correlated. Conclusion: BMI and
GLU are closely related to LSM of NAFLD, and the progression of liver fibrosis in NAFLD has a certain impact

on BMI and GLU; controlling the progression of liver fibrosis in NAFLD patients has a positive significance for
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improving obesity and abnormal carbohydrate metabolism.
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BMI .CHOL .TG .HDL \UA .GLU 5 LSM 2
SEG R L((P<0.05), WFE1,

®1 3EARMKABERERERLELER

iR F/z P

BMI 17.025 <£0. 001
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TG 14. 883 0.001
HDL 6.489 0.002
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UREA 0.175 0. 840
CREA 1. 081 0. 341
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