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Abstract

Kupffer cells (KC), a kind of nonparenchymal
cells and defenders in the liver, release various
chemical mediators to induce liver injury, and
play an important role in many pathologic
changes of the liver. Hepatic fibrosis is the
common pathologic process of varied chronic
liver diseases, and it is also a “transfer station” for
many chronic liver diseases lapsing to cirrhosis.
As important influencing factors, cytokines
secreted by KC are involved in the occurrence
and progression of hepatic fibrosis. Therefore,
lucubrating the role and mechanism of KC in the
progression of hepatic fibrosis, and investigating
the KC-related therapeutic strategies of anti-
fibrosis have practical significances for the
prevention and treatment of liver injury and the
raise of patients’ survival rates in clinical practice.
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[Al-¥-(transforming growth factor, TGF). JfJE3A%E
[Al-¥-(tumor necrosis factor, TNF). I/ P 57 41 i
KR -F(vascular endothelial cell growth factor,
VEGF). Ifil/MRTE K T (platelet activating
factor, PAF). IL/MRATAAK K (platelet-
derived growth factor, PDGF). [ —/fi(leukotriene,
LT). F14rZ(interleukin, IL). N Z(endothelin,
ET)4S. 3)peshfit: KCHAPUREIIAE, it S
TR EL A S 0, 3 3 i g o S P 52 A S A e
A (4B SR, Bl R R R
AR AR
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HF 7 8 1 s i Jee ok JHHE A 1) 0 2593 B i
F, At AN i 713 i (extracellular matrix, ECM)
5 U 352 3 1) B o e ORR R ET Y. ECM:
25 T AL 2 40 M (hepatic stelate cell, HSC)f~=
A2 A, EC MR il D) 2 B2 ph 5 5 <62 g 2 11 il
(matrix metalloproteinases, MMPs) LA & 4> J& &5 4
P ZH ZR 40 K (tissue inhibitor of metallopro-
teinases, TIMP)Z: 5 {513, oAk, 40 fe il
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JSAPK/INK-P385% % 4 5 MMP-13 HIMMP-9
mRNARIE K, (EHEECMBEAR NI IEEHF
FERE. HFFE R, KCAMTIMPHE N, [RIAKC A
WK TGF-BJR A B INTIMP I AE 245 P, A
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B#fit. Jiang et al™ 4 ]k SCTIMP-1 8415k 4% s
NKERL, RE 2RI TIMP- 1461k, 4 I it il 7% 12k
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