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PEA R SEAR A K As FEHIE U FER R, K
25 AR A 1 (low density lipoprotein, LDL) K i T
TS NS, LG A I B A AR, 5 T 4R A B
240 B 1) S0 Jok PN B A Ak, AR B 10 T LR B S P
20 i 5306 K I 24 R 9% 1B F ( macrophage
colony stimulating factor, M-CSF) , M-CSF %5 5 FiZ 4f
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YA Z-1 (interleukin-1, I1L-1) {5 5 @& 22 10 5 FE AH
LI, Toll 75 SR 515 K G0 22 S 7 v A A 528 i 2
FINAT 1997 4R A7 W IE 1 4 e O ik T —
MO Y T B s A 1, DHHC 55 2R 8 Toll /)
F 1 [R] RO 8 3 44 M Toll #£ 324K ( Toll-like recep-
tors, TLRs) """ R[E A4 TLRs 7] 3 594 ] 54 95 544
AH I 43 F #5 X ( pathogen associated molecular pat-
terns, PAMPs) |, J2& 56 K e 88 0 b %) = B2 AL il 4 A,
TLR2 iH 51 ik 284 ( peptidoglycan, PGN) . TLR4 - %]
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i, G1E TNF-a 3 23K, 1 TNF-o A8 2o 8 7 41
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FeIR ik Al A HE % P 4 H B 2 (reactive oxide species,
ROS) A i, Fe 2 BUN I RE KL, N Bz 4
WUTE AL 240, 3k AL A BE AR 05 B i S R,
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B As BEHUE B, FF IR BE ARG 2 D I KA
RN, N B ) e 25 L M 3 Bl DK AE A AT AR As i
Rt MR AT anti-TNF-o I35, 1A 20008 N B2 i
WAV 3= S Dk R R HE |, D042 SRy S SR E B, DT 22 fi
s As JERRCY S BFSE R IR TNF-o FEAEE R B 58
KLU Je TR B 55 PR R 3k TR R E PR BE e 41
i A E AR S BEHAH L DA fl 3 3Rk
$&7R TNF-o (932 23K 7T J3 3 30 Jik s w6 sl AL JE i AL
il o 1 TNF-a A5 B T35 S BL /K (TNF related ap-
optosis inducing ligand , TRAIL) P34 ST 32 fA ik 12
FERNEAMAT- 25 As BANLH T % TNF-a
B As BIVEHIBLEIFTRE N As (Il RIZ W Bty 745 ]
B,

4 IL-1B 5 o Bk 6 A5 AL,

IL-1B8 2 IL-1 By E 25, 2 B A
JHL AR UL 0 B | PR A0 P B A | B ER AN B A g
20 S5 S I FVRR I . TL-1 B AE-S W) 1 58 A 31
kDa FK/NEIETAR, B Pro-IL-18, Z J& Pro-IL-18 #% IL-

1B Fe ¥l 5, JE /N R 17 kDa 2 KW 5, B
BCARY) TL-18, B FEw B il 22 40 M A0 - & #5222 Fil
EWETERE . TL-1B8 B A 20 P Rl i 5 L AH 1
IS A ) 324K (IL-1R) A S AR 1Y, H R 200
PP FE 1A TL-1R A036 1 %Y TL-1R (IL-1RI) A1 1T
RU(IL-1RID) , 340 T 5K/ 31 80 kDa #il 67
kDa, IL-18 BYA: 92436 P 0 5 [R) 8 SR T H pr
BRI 7 B IL-1B IR R AT,
VER SR 9 i SN A 3t , I F T 10078 P e 44 il &
AR E WEAIN R TS S 1L-6 5 A 124 IL-18 =
F Ik BE, FHORTHE A I W 6 PR R G OF 7 A Bk
YERP
HATHFEIA N IL-18 nlili i ZFiE S5 As
HERE LR . (1) 3 m A4 AR %% B AR 1T (oxi-
dized low-density lipoprotein, ox-LDL) M H 32 {&
(LOX-1) ik, 1L-18 Al i ox-LDL J LOX-1
Tk, S HRTEAN FH N B i G , f2
WIARA G 5E kAt ; bR 20 BRSP4 2R3k B4R
A% I W 40 o (el G )t A P B T Ak 5 S B A
LY T el I A Y TR 4 L 1 CD40 B L A %
K,55 AS KR KBEH@E A (2) 4 40 i A
Fo5r W, IL-1B Al A 2L e #F 1.6, 1L-8, TNF-a,
ICAM-1 ,VCAM-1 , MCP-1 & C JZ % & H (C react
protein, CRP) ik , NI hi s As Y, (3)iFS
I £ 7% il JE 385 1% 0 ) #-1 ( plasminogen activator
inhibitor-1, PAI-1) F1fiL /N 777 £k A 1 KL F- ( platelet
derived growth factor, PDGF) & i, IL-1@ 7] i 1
95 PAI-1 \PDGF & B, B4R ) i /8 IR b 27 &
GoRAS , W FE SR AR TE 1, A ISR R, Bk
SR RERE AL AT K FRLIMYE TL-1B8 357K KTt 3 3 ik
P IL-1B3 2R 3Rk /K P 1 J 250 1 0 R B, i
oA LU 245 R E— 20 W Bl ik ok A A A5 7Y
KT F Bk B2 8 25 38 B R Fe v R 4t A SR A O
T TS REF 1, NG PR IE | 1fn 5 RE S W LA
JiL G DT 2 T 5 3 £ A HER ZE L, Hh A T 4T 4
EHOH, VLB TL-18 2 Rk v] 215 5 8h Bk i 45 A
PRESF R 1 EZL R R I LA AE 2 3h Bk A2 T 1
Persson %[35] IR AL B S W B 20 oA R i o
X I IL-1B BRI 35 LR dn i, 45 R 0
7~ IL-18 ] d 2 il 3 B e 4 i rb g o AR i, )
I A V4 960 K 4 M T B, Rios 251 3 aid it
667 ks A AE B AT A58 & 3, ek ik s B e
AR5 G B AR B 5 H TL-1B-511 A5 C> T 248
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MBI, Olofsson 457 SR HI RT-PCR XF A ' 5
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b TL-1B8 9 mRNA ZKF- 1 3 TR AR . RAE
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