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Clearance mechanisms of activated hepatic stellate cells and related antifibrotic therapies for chronic liver disease
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[Abstract] The activation of hepatic stellate cells (HSCs) is the key step for liver fibrogenesis and progression. Increasing clinical
and experimental studies suggest that hepatic fibrosis is reversible. One of the major manifestations for reduction of fibrosis is the
decrease of activated HSCs. Thus, how to clear the activated hepatic stellate cells has become a focus of study on treatment of hepatic
fibrosis. By now there have been two potential pathways for reduction of activated HSCs: reversal of the phenotype of HSCs and
apoptosis. This paper reviews the anti-hepatic fibrosis strategies based on the clearance of activated HSCs.
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P HARRL, 45 ) 2 1k B HSCs i B 2 3K R 07 A= 0l 7% 5
F, % 5 W F C/EBP ( CCAAT/enhancer-binding pro-
tein) ™8, 3 A2 £k 4 T 44K 184 7 335 Ak 3 1K (peroxisome prolifera-
tor activated receptor-y, PPAR-y)™, [& B4 35 Je 14 45 &
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FO 4b P AL B HSCs, LR AE HSCs ' 53 i % 35 PPAR-y
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HAa ARt . B0 5 . HSCs 18 1k 1 B il 28 1 i % i
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HSCs &b J5 431 55 5 4 J& 25 1 i 28 (matrix metallopro-
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B TIMPs M, 3f B, TIMP-1 (47 75 fE 0 3 482 w5 15 4k %
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lated apoptosis-inducing ligand, TRAIL) A 5 A9 I T )52 b7 8L
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K ik, TRAIL-R2 #4305 68 95 45 5 M i 5 06 Ak B HSCs &
AT R RO, At A i PR F A INF-y ™ B SR AR -
(tumor necrosis factor-as TNF-o) 5 ik £k B i B¢ & ff 2,
WA LLE 5 HSCs T,
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killer, NK) 4t i T I AH 5¢ W0 7% DL R BT 5 5 1k vo T 40 i
(NKT) 78 T 2F 2 A 0 3R v il 0% 7 25005 B 16 Ak AL HSCsM 4,
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