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Relationship between serum adiponectin, matrix metalloproteinase-2 and
liver fibrosis in patients with chronic hepatitis B"
GUO Ruizue ,WEI Xinliang ,WEI Sichen
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Abstract: Objective To explore the relationship between serum adiponectin (APN), matrix metallopro-
teinase-2 (MMP-2) levels and liver fibrosis in patients with hepatitis B. Methods Totally 60 patients with
chronic hepatitis B in our hospital from March 2018 to March 2019 were enrolled in the study,in which 30 pa-
tients with liver fibrosis and 30 patients with cirrhosis diagnosed were served as liver fibrosis group and cir-
rhosis group ,and 30 healthy subjects were selected as the control group meanwhile. Entecavir was given to
the patients in the liver fibrosis group and cirrhosis group for antiviral therapy. Liver function and levels of
APN,MMP,HA and PCIIl of all the subjects were tested and compared on the day of enrollment(0 week) ,24
weeks and 48 weeks,respectively. The correlation between APN,MMP,AST/ALT and liver fibrosis markers
were evaluate. Results The APN and MMP-2 levels of the three groups at 0,24 and 48 weeks treatment were
compared, with the liver cirrhosis group, liver fibrosis group and control group in descending order, and the
difference was statistically significant (P <Z0. 05). APN and MMP-2 levels were positively correlated with
AST/ALT and liver fibrosis markers (P<C0. 05). The APN and MMP-2 in the improvement group were sig-
nificantly lower than non-improvement group (P<C0. 05). Conclusion The levels of serum APN and MMP-2
increase with the progression of liver fibrosis and cirrhosis ,and the levels of both were significantly correlated
with the degree of liver function deterioration and liver fibrosis. APN and MMP-2 can be used as indicators for
predicting and assessing the the severity of liver fibrosis.
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