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Abstract

Kupffer cells, residing within the lumen of
liver sinusoids, constitute 80%-90% of tissue
macrophages present in the body. Upon
activation Kupffer cells release various
products, including cytokines, prostanoides,
nitric oxide and reactive oxygen species. These
factors regulate the phenotype of Kupffer cells
themselves, and the phenotypes of neighboring
cells, such as hepatocytes, stellate cells,
endothelial cells and other immune cells that
traffic through the liver. Therefore, Kupffer cells
are intimately involved in the liver's response to
warm or cold ischemia reperfusion injury (IRI).
This review summarizes the role of Kupffer cells
in the pathogenesis of liver IRI to explore the
reasonable therapeutic target.
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PE AT AE 2 AG) B Ah, 38 0] oE fa T N I
A0 JE g A0 A, (RS v AN 2E, S
R TE AL B TR ASE . KCEA S 4R
(K12%, JIF40 8 500 15%, HILECH #1054 5
L% ELE AN I R S R R 11980%-90%, 2T
JUE 2 b A R R S A 5 ) e T e 2 4
At KCZ S dupe AM AN, a0 itz £
HRRICER P AR, KCHE A B IR Bk 5
i, L2k (filopdia) s Ok £ (lamellipodia)
B3 JHTF 1L 5% P B2 40 Jild (sinusoidal endothelial cell,
SLE)# I, JFn] LUE SR 77 i N i o ALl
R BN B DisseiE . K CH] =ik K&
IS4, s 2 Db 2 s 18 K 52 M (scavenger
receptor cystein- rich, SRCR)#EZ K. CD1632
SRCRBFK RN 2 —, WAPLFRA ML E 5 E
K=Z Ak (hemoglobin scavenger receptor, HbSR)+
M1308p155. /MR ICD163 AR N ED2HT R,
O Z TR s 418Uk % e, CD163
Py S FEATSE SR 30 &P EiN
RAFUNIL-10A SIL-6f8_EICD163, TMifd 5/
Ji N fig 2 B (lipopolysaccharide, LPS). y-T-3 %
(interferon-y, IFN-y) L X TNF-alJ#1HICD1635%
k. RE A A KCAELE, (A ALY,
HAFEAK CH A B A I 40 L PR AN S
FHIE]. KK CZ AT 5 S i i Y5 M B S i) JH /N
AR DI, AL /N e S X NKCC A AR
W A JHAH B, HATAR v PRV Il AT P S AR R )
MK FWERE ). KKCRER £ KR M TNF-a.
MCP-1. PGE2AI A4 #-1(interleukin-1, IL-1),
M /NKCIfE ™ A2 K ) A (nitric oxide,
NO)®.
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ANTFIRR BE K B B ILAE; FER, A HEDD e 280 g1
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(pathogen associated molecular patterns, PAMPs)
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PR FAIMD-2RE AR 5B 1, (HTLRAX Y
HARG: A, A BB TH AUMLPS 5 54 1.
PR I TLRAEAT & F ot @ R (1 R 45
oy 1 1) R I Ak &5 3, DA A B MIT L - 132 4
TR K 292005 56 R F B B} I TLR/TL- 1R R ¥
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LB 1 p38(stress-activated protein kinase,
p38)FH A il 71 5 1 15 ¥ (extracellular signal-
regulated kinase, ERK). MAPK J;NF-xBifift 5
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T, 0P E T I TN F-ou B e S TR TR JEE 1) 1 B ik
B TNF-alfid 21k HE S BSLEM M. AT
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KT M) R AEIRSE. RS R ATk A7 T°0-4 C
A7V PN TP T 44 1 1 74 SR ML P 40 5, A
A3 (YL i DA HE S ST 40 i, WISLESS. SLEJHT:
(PR 5 LT Re 45 A2 5 2 UIAH O, SLES R I
hy 40 M B8 A I A R AR, T B AR
[l 4 19 F 3 O 4 e B 1 i T A2 1 S LE
i, S FSLER T I SCHER T, KA FR7A TR
A7 )5 FRHEVE, SLEXVEH 1-(FF#EVE J530-60 min),
T JHF 2 B ATY e DR FR A Ar IR TS, R R AR 1 T
A M 5495 FL 5 SLEAZ 41 ¥ 4k 2 1k 4 24,

FEJUE A i 5 P, TS K CRE AR R
S R FE AR B B R s 5 IR O A, §
B Ha D BE IR, HE— P TR TNF-afF 5 18
PR (450403 2008, A R4 M T2 TNF-o i H 4
IO B 2 T PR S 32 AR TN E-R145 4, B0 2 e 24
IRl Caspase-8, M) T2 — R 15 NS 1L
(PIRAT OV Al R A T A5 5. B e BIE E AIBidJf
W LB B bk, A RO RCRIORS &
T FAPAF-1. ZKE GBI T2 Caspase-9.
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A AR, 4
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BAF, BATIRAF
3 RAMA.

R T8 18 LR TR A T AR AR, T0 75 I I
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A8 A 55 H AR e 2 BORU D BN R AR AL S
TRV, FFAN M T2k A (3-6 hyif HL 2B,

WS MK Cik e 55 A & XSLE, ek A
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F RGP FSLE: 35T i b 40 a1 45 22 (-
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TRII (1 PERE 1 40 v S0 E, S 3XSLE+R
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A8 A B 1 0T B B B AE TR AT AL Al rp LA
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xanthine(FEFH 1K CIITNF-o & i -5 B i) T4
PH, B TNF-o A B B 22 e A 25 ol e JHE
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307, W N FeBIG T, WS TNF-o 2 F b
Oy HER IR S, 2 O T TR ) 5 7 22 R
DRl —, 0 400 3 o 1t 5% G S H B 24 B8 e 114
G SHAEHE 7 ATK C 1A 33 ol 1 A7 3o 48 A0 45 47 1
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PG SHIK BEIF110001%), 1 Fh 6 PE LR 47 7E
WA PR, bR, FLICAM-1 55T ] 522 el e i
J5 140 M S SLEMZE B, BH s P 2345 0 12
J£. 004 2 (atrial natriuretic peptide, ANP) B SR X
K C7™ A iR 8 A = 0 A A AR 4 ) £
W sk 4 A 453 47 110 40 L ) 855 P9 A AU S TNF -
TR, A BEIRAEK C B I EIRIE,

4 B8, RERATAEIRIBYSRES

MZ 5T, % A BE IR ANRITK C I B 35 AL AT
IRTE AR ZR, WAL OCHE T 1 P AL e FL A4
IR, 45 2 e DA 70 e R R A el R v TR TR
TR R 25 IR R AT B 52 [ B IE AL, HAT

5 4518

PR R LP SA5 DA 3R 5 A K CHGS P 80l
FNE SNV S T BUF AT TR I fe R 22—,
TN F-out fiil 5 TR TS 98 i VAT 280N (1) OB DL 1,
TNF-ou 0N, & AR AEAE T T 40 6t BT 38 27 20
() R B, DAL sk 2 - IS L P S XTK C IR
i, BHWTKC A 5 2515 55 Sl %, /D TNF-o
B TRBAIRIIAT R H Ar 2 —.
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