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Relationship between lipid metabolism and liver fibrosis: an update
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[Abstract] Liver fibrosis is a key pathological process in a variety of chronic liver diseases, and it may progress to

liver cirrhosis, even liver cancer if not inhibited or reversed. The activation of hepatic stellate cell (HSC) is a key in the

process of hepatic fibrosis, and it is related to lipid metabolism. Metabolism change of many kinds of lipids in liver regulates

the metabolic microenvironment by affecting cellular energy metabolism, and extracellular matrix synthesis, etc., thereby

promoting the activation of HSC and liver fibrosis. This article reviewed the pathways (lipid metabolism, sterol metabolism

and phospholipid metabolism), by which metabolism change of lipids in liver activates HSC, and the relationship between

lipid metabolism change and liver fibrosis, providing a new perspective for preventing and reversing liver fibrosis through the

signal pathway of lipid metabolism.
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Tab 1 Indexes promoting or inhibiting HSC activation/

fibrosis associated with lipid metabolism

Function Index

Transcription factor: LXR™'*"

Enzyme: ATX!"

Lipid: FC"™"*, s1p!"”

Transcription factor: PPARY"**", PPAR ligand™",
SREBP-1C"* KLF2™

[23-24] [25]

Promoting

Inhibiting

Drug: statins
Lipid: 1,25(0H),D;*
Enzyme: FASN, SCD1, ACC1™, ACSL1%"*
Receptor: SCARB1™!

*: Related to HSC activation/fibrosis but the specific effect
was not clear. LXR: Liver X receptor; ATX: Autotaxin; FC: Free

, silybin

Related”

cholesterol; S1P: Sphingosine-1-phosphate; PPAR: Peroxisome
proliferator-activated receptor; SREBP-1C: Sterol regulatory
element binding protein 1C; KLF2: Krueppel-like factor 2;
1,25(0OH),D;: 1,25-Dihydroxy vitamin D;; FASN: Fatty acid
synthase; SCD1: Stearoyl-coenzyme A desaturase 1; ACCl1:
Acetyl-coenzyme A carboxylase 1; ACSLI1: Acyl-coenzyme A
synthetase long-chain 1; SCARBI1: Scavenger receptor class B

member 1
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