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Expression levels of gastrointestinal hormones in the progression of liver fibrosis in patients with nonalcoholic fatty
liver disease
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Abstract: Objective To investigate the changes in gastrointestinal hormones during the progression of liver fibrosis in patients with nonal—
coholic fatty liver disease ( NAFLD) , and to provide a basis for digestive function impairment. Methods A prospective analysis was per—
formed for 326 patients with NAFLD who attended the outpatient service and were hospitalized and treated in Ruikang Hospital Affiliated to
Guangxi University of Chinese Medicine from October 2018 to June 2020, and FibroTouch was used to measure liver stiffness measurement
( LSM) . According to the presence or absence of liver fibrosis, they were divided into non - liver fibrosis group ( group A, 161 patients with
LSM <7.3 kPa) and liver fibrosis group ( group B, 165 patients with LSM =7.3 kPa) . According to the fibrosis degree, the patients were
further divided into FO —1 group ( LSM <7.3 kPa) , F2 group (7.3 kPa <LSM <9.7 kPa) , F2 -3 group (9.7 kPa <LSM <12.4
kPa) , F3 -4 group (12.4 kPa <LSM <17.5 kPa) , and F4 group ( LSM =17.5 kPa) . Related data were collected, including age, sex,
liver function parameters, and gastrointestinal hormones. The independent samples ¢ — test and the one — way analysis of variance were used
for comparison of normally distributed continuous data between groups, and the nonparametric Mann — Whitney U test and the Kruskal — Wal-
lis H test were used for comparison of non — normally distributed continuous data between groups. A Spearman correlation analysis was used
to investigate the correlation between LSM and liver function parameters. Results Comparison of liver function and gastrointestinal hor—

mones showed that there were significant differences between groups A and B in alanine aminotransferase ( ALT) (Z = -3.778, P <

0.001) , aspartate aminotransferase ( AST) (Z = -3.320, P =0.001) , gamma — glutamyl transpeptidase ( GGT) (Z = -3.040, P =
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0.002) , cholecystokinin ( CCK) (t= -2.944, P =0.003) , and lipopolysaccharide ( LPS) (Z= -2.317,P =0.020) . There were sig—
nificant differences in ALT (y* =23. 113, P <0.001) , AST (y’ =23.415, P <0.001) , ALP (}* =15.962, P =0.003) , GGT ()’ =
20.172, P<0.001) , and CCK ( F=2.687, P=0.031) between the FO —1 group with 161 patients, the F2 group with 89 patients, the
F2 -3 group with 46 patients, the F3 —4 group with 16 patients, and the F4 group with 14 patients. LSM was positively correlated with direct
bilirubin, ALT, AST, alkaline phosphatase, and GGT (r=0.128, 0.266, 0.225, 0.137, and 0.213, all P <0.05) . Conclusion Liver fi-
brosis progression in NAFLD can affect gallbladder contraction function and gastrointestinal function, and measurement of the serum levels of
CCK and LPS has an important clinical value in the early diagnosis and treatment of digestive diseases related to gallbladder contraction function
and gastrointe stinal function in NAFLD patients with liver fibrosis.

Key words: Non — Alcoholic Fatty Liver Disease; Liver Cirrhosis; Gastrointestinal Hormones
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