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Mechanism of Traditional Chinese Medicine and Its Compound on Liver Fibrosis
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[ Abstract | Hepatic fibrosis refers to the pathological process of abnormal proliferation of intrahepatic
connective tissue caused by various pathogenic factors, resulting in the excessive accumulation of extracellular
matrix (ECM) in the liver and the formation of fibrous scar. Its continuous deterioration will gradually develop into
liver cirrhosis, liver failure, liver cancer and other serious liver diseases. Because liver fibrosis and early liver
cirrhosis can be reversed, it is very important to control the reversible process of liver fibrosis for the prevention and
treatment of liver cirrhosis and liver cancer. In recent years, it has been found that traditional Chinese medicine
(TCM) has the characteristics of multi-target, less toxic and side effects and good effect in the treatment of liver
fibrosis. In this paper, the mechanism of anti-hepatic fibrosis of TCM and its compound was summarized. TCM can
regulate transforming growth factor-8 (TGF-B) , platelet derived growth factor (PDGF) , vascular endothelial growth
factor (VEGF ), connective tissue growth factor ( CTGF) and other growth factors to inhibit the activation of
(HSCs) and induce the apoptosis of activated HSCs, promote the expression of adiponectin and inhibit the
secretion of leptin, inhibit the inflammatory reaction of liver, resist oxidant stress, inhibit the capillarization of
hepatic sinusoidal endothelial cells, so as to effectively prevent the progress of liver fibrosis. Therefore, TCM can

inhibit the development of liver fibrosis through multi-mechanism and multi-level, and is one of the important means
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to treat liver fibrosis.
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B (AMPK) (19 38006 4 5%, 1l AdipoR2 {5 5 1%
55 5 A T ARG 5 TG A2 AR (PPAR) y %
HE AR
2.1.1 AMPK 5 fiF£- 4k AMPK J& — Fh i# 15 41
H AR A AR (S 5 4 1, KWLk — B A R 2 A
SRR R RS F AR R 0 Oy
TV B T AEAR P 1 AN, AMPK {5 515 G 1
VFZ KR 72 W) 5 B9 Bi 25 4 4 8 FH b i G B4R
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(1) % S AR MMP &k . R ah sz & m,
PR R FE R T o R T3 S C AR ( TRAIL) AT gk 5
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TR AP L E/ | A A R TR R (i S
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1% B 45 25 W) T LA 3 8 4% TLR4/NF-«B {5 51
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A (ROS) NP fL i U J& . Wi B, 2 14 B fl DNA
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BT Ak I B B2, R A 32 B % N T NF-
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VEFH AT L3 % o BEL o TF £F 4 4k i % . i 5T 4T
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Z2 gk by 7 AL AR AR A T T 0% A A S I 5 NI
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