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Introduction

Hepatic fibrosis represent a key pathological change
In the progression of chronic liver disease (CLD).
Various forms of CLD, including metabolic-associated

Figl. Comparison of relative abundances of gut microbiome

between healthy control and patients. Fig2. B. caccae improves DDC-induced liver injury by suppressing inflammation and fibrosis.
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Figure2. B. caccae improves DDC-induced liver injury by suppressing
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