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9 T DN REREAT PE WAL, TR 25, R FE R . 727G )y H %K, ALF
FERZGY T, Hord 5w W 254 6 2 Bt 2 3 Cacetyl-
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e R A ¢ 4 T B 2 (pathogen associated molecular
patterns, PAMP) i) 8 i , DAMP il PAMP i Kupffer 4 fifg J&%
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Hi5E A RERR MR AEE T, ELUENTRE S,
ST iy LW A B8 — B O Kupffer 40, (BT JLAR 1)
WS I, ST v 0 I e 4 B S B AR A PR 2R U
BD P [0 1%y 5 o 4 (R wp e 200 i ) 1 B4 24 i Sk YR 1) I e
4l ML (monocyte-derived macrophages, MoMF) , ‘B I T 15 I8 15 i
hBE LA A,

(D Kupffer il : Kupffer 40l A K H iy JBE H R EHHY
R R AT R R A E R . Kupffer 405
MoMF By X IHE T EA1585 T il S e sk i 1 Bh AR D 454
4 ke A 2 B Z IR F R A 4R . Kupffer 41
AL LI a3 0 8 B IR T (i HIF-200 F15# 4k K7 (i CCL2,
CCL5 #I CXCR2). i Bj APAP % & 9 2 1 JiF 4t £
(acetaminophen-induced liver injury, AILD), 3 {& 3k AT I &
8251, Dafna %% B, Kupffer 40 i if n] fE @ 13 % % APAP 5
SRS BUITIEE P 1 it /N A 285 B 4 1 o A o A 0 T 5 AR
ATLT B30 52 B B E‘JHT‘EEE’EEW o

AR, Kupffer 20 i 38 A 38 53 43 W6 4 i B 7402 32 T 4 15
TEfRZ 05 (LPS) 2 51iF TE'FE’J/\EE\ ALF tf, LPS A 1 $#
TLR4 #76 Kupffer 48 ¥, #50 TNF-a, IL-1b, IL-6, IL-12, IL-
18, IL-10 F1 IFN-y #9& s A EE i, H LPS Fl TLR4 454 W] &
;e A B R ) b T (myeloid differentiation factor 88,
MyD88) . TNF 244 AH I Rl - IL-1 52 4445 5 J B A1 TGE-B %
T M2 EARE S NIE R, ZE G YAl oJun 25
R U (c-Jun N-terminal kinase, INK) Fl p38 22 24 5 1% b7
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TNF-o 1 IL-1B), ‘#‘éif?ﬂﬂﬂﬂﬂﬂ‘mﬁﬁ 1, i Kupffer 41 il ip
TP PEA ST 1 (programmed cell death 1,PD-1) I 156
THR/A 1 (programmed death ligand 1, PD-L1) 5800, FEAK
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SN . Bt Ah, Kupffer 40 M 38 0T 38 i APAP #) AT 35 1.
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Chen 48 & 3, 4 M SN H B (1 H3 A58 5 1T RRES & FISEER
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domain associated protein 3, NLRP3) 4 iE /MA AR 1 1T 40 it 42
M7, BRikZ A Manakkat 25 % 38 % A= ALF i, 2 L) Toll k¢
ZAK 9(Toll-like receptor 9, TLRO) M1 J7 X ik 28 T 5 W 4
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M ATE R e T 40 M S A R AR 5 CDS” T ik
A0 MR EAE FH 4 4516 5 P MoMF # T 1, 18 & M8 405 ) 1 BT
eSS il 5 BRI
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TL-17 (4 ST 2R 7= A o 18 i o e 200 58 i R 2 457
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NP HY 33 S v MR AN I F Gk AR R AL AN R 2 AHOC I
2(nuclear factor erythroid 2-related factor 2, NRF2) #£ 5% [H T
RILT A M AT A % K 7 2 ¥ 2 Cerythroid derived 2 like
protein 2, Nfe212) , i 5% H F 0] 15 Hr AL 5 S e P, 31X
B PR AIIETE ALF th A Z RN Z —. @
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1. NKT 4 : NKT 40 i[5 if 2R3k T bk E 40 32 7R Fn NK
M BZ A L S B S8 A IO S8 22 i) A MR 2. 7E ALF
i NKT 40 nT 5 NK 4125 & fF T 70 TNF-o, IFN-y 4§
YERE P TSRO G 0y I B S e A 03 0 AR . NKT
2R L BB 114 /) B4R i €8 28 P450 (eytochrome P450, CYP) 2ET
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invariant T, MATD) 4ijfd S &FFFF T MR K —45, 5
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