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O M ¥R (cardiovascular disease, CVD) 2 &
BN FE T R o P D DR 22 0 1A 5 s 1 o B
JEL R 2 Bl K 9K BE B AL Catherosclerosis, AS) , i 9] 8%
KA R U7 A2 A ) o R AR P B, SR, A Ok
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1.1 EREAM ARV B R MR TR A A W A
MRS A AL T RE TR o I Y A 20 i 2
o 1M 4 RE E A HILAA 2 25T O3 Ak o B RN L R 4R BT
JRRGE TR N G A Y A — R EAE .
1.2 B4R LY EW4fzss
FERR S 1 S g AR S S AR AR R S fe b, &2
B IE A AR WA 2R KRN B S A A 5 A 5 R
i S 5 TEARE 5V o e v 32 B R AR BT I 4 5 0 g2
PR . B W 20 A X 47 A 1) 5 — £k By A v
L BT T 98 Y LA RS S R ARAE S

L 40 i v % A ) B0 5 ) AR AR O AN [R) AR 2
M R B A S8 7 AR B0 25 A D e SR E 2o 2
WA EEEMY . Hrh iR BAURE N R 2 M
) M1 BRI TE AL 9 M2 BB A . B I A
Mo 7E Thl %4 9k B 40 i . 5 22 B (lipopolysaccharide,
LPS) . T ZE v(interferon-v, IFN-v) 25 [ T , [
M1 IR AL L 8 2 I8 5 B — S AL R A W (inducible
nitric oxide synthase, iINOS), CD86, Toll ¥ & &
(Toll-like receptors, TLR) %, 7£ &4 Thl BI{E %
K. g3 W R 3R FE I F o (tumor necrosis
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factor-a, TNF-o) | 1 40 il /& & 1B (interleukin-183,
IL-1B) . 4/ & 6 (interleukin-6, 11.-6) %54 48 A
1 (R B o 30 3 3 7 A 3 PSRRI R 0 PR W o, 4
SR K PR 0 i T R T A BE KON . AR, M2 B
M 2 AE Th2 B 9b O 40 M0 & (1 o4 il A & 4
(interleukin-4,IL-4) . F1 40 g /- & 13 (interleukin-
13, IL-13) SR F R B I, w3 KA TE i R 2k H 82
Wi Z 4k, CD206 4§, Jf 0 W 140 i A &R 10
(interleukin-10, IL-10)., % {b 4£ K F B
(transforming growth factor-8, TGF-f) . 1% ™ 2
A K B F (vascular endothelial growth factor,
VEGFE) #1358 7 4 & A F (epidermal growth factor,
EGE) S 470 A 40 X 1~ JUHAE RAE SO e ) & #E 4T
RAEW R BRI GEZ @A . R E RN
25, M2 BELWgE A M AT DLk — 2540 4 ST, J
M2a (A s A F AR D L M2b CIR TS 1 15 e 4 )
M2cCGRAPE I 16 I 240 D R M2.d b g A SG E I
A 45 . M2a &y IL-4 il IL-13 P I . i %
B CD206 A TL-1 Z K45 55, 25 Th2 g%
i S LA 12D R 0 g3 WA T 4 AR T 5 M2D
YW 200 i — > 1 A o H B S ) R i D AH G
4 7 B2 (pathogen associated molecular pattern,
PAMP) 5 ., 7 A2 g & 40 N 5 10-1, 116 A1
TNF-a, 75 # 0 7] LLE 46 Th2 40 B, 7= A 5t & 40 Bl
Bl 1L-10; M2c A F W 20 M 2 5 B & i PR WA,
M B BOMCR A TL-10 5%, 77 4 TGF-B R B 4K
W 3(pentraxin 3. PTX3) , i #F 20 411& & ; M2d
ELWgE At TLR 55 355 02 3F 148 A6 i, 6 7T 4l
PR R AS BEHCE RS

PR A 52 56 32 WY 5 A4 A Ak A A8 E R ik
FE b T Bh &, OF B — @ v S, M1, M2
T W3 20 L ) e R T R Y R A R L A Y
ALYEE BAT SCHE IR T N (E . S ARAE B —E R
JEE R 5 20 L Sl Ak ML AL DU X 3ROk ik
TNF-a IL-18 F1 1L-6 %, 4 T By 1k 4 i R 2 Fp 22 s
B2 A, M2 7 I A0 2 3 W R i T 4% A
TR AW R AE AL HE A LU B O R BR
TR M1 AL M2 RBILLA, 75 [R] Y 41 20 s 2
FAFR g2 A i AT A A 5 % 0 SR 48] 40 i I
LLAE HE SR 5 AR 3¢ 1) Mhem FL W4 A, B 4
LW 1755 1) Mox B BEZH M . i 4 Ak R ic R 15 5
B M4 B RELIE .

2 EBRYREFZFE R
L 2 A S LA T AT S e R e ) — D A

JRCER 3 A A V)R — 7 T R AR B T RE L 4k
KRGS 5 53 — 5 T SCRE W 38 i R Tk A% e R
PRl 5 | S 2 ] 20 2R 3R e 2 ol i Wz i
2.1 BEWEANR S AL BE B EE S
K JH 98 B K A e Je AR G . T W A A X A Dt
AR 26 — 38 7 42 S 32 AR T Y 45 40 B AH B AR T
22 YJJ e 1 I 240 i 38 2o 7 050 D AR T B O T o R kL
YL | 7 A R S AR R E T AR A T (specialized pro-
resolving mediators, SPM) fI# Ak M2 £, & %
PRI,

TEF W A GUR e K AR, 258 b B Ab AR A
W 00 o Wk A Y 0 A P 5 22 0 A 11 40 i
RARTE B 1 2F JE A T X B A R O T 2[R
Y4518 F —EY Z B, T8 B, oF JE 2 21
F18y e 24 i 308 e A2 SR 32 1k 5 A R 00 7 2 T T
WA F4E B & s EA N ST,
£, L 5 AR TR A e AL DA S80I B e D R AR
i ok 48 i (polymorphonuclear, PMN) 2
BT 55 3 40405 AR G R A 00 o — e e AN i, BA
APEBTIER G RN R AE T 78 A% Wi R A IO IR AR S 2%
F i T R RCH F A . B e A R ) A
TCAA R T 5 1, AEWLEh 8 AR TR R 0 T i £
L AL M ZE A 28 T B T A

FEE 5 A4 TR 531 R g S A R T ) PMIN Y
[l =4 SPM, H R E M9 SPM 3 22405 71 1R
% (resolvins, Rv) | If /L & (lipoxin, LX) . {7 &
(protectin, PD) . B W 41 My {2 % iE 1 B /v Ji
(maresin, MaR) DL J& 241 21 A4 b iy 4 5 SPM
LBl IR AN K B, SPM ] A S I 4 Jifg % AR
WU | R W RE 7 o R R b R 20 R L U T i
IR L ORI I = O e i Y = R
RE o 2 7490 1) 2 S L WD i W . SPM X 4 1 2
JAH A B R3S R AR RAAE .
2.2 EWEYHHRE R R T B R i
BEF TR R R 3l R R H UL 2 TR BOR A
Wk BA il 4 ( porphyromonas gingivalis, P.g) . B 4% 42
FF & (fusobacterium nucleatum, F. n) . #& 3% 1H
(tannerella forsythia, T.f) %, 4 A4 kK 4 &%
S I L 6 A0 K e 4 22, O A B0 A5 5 B A i
WA W Z R A M 2 5 RAE SN . HAPTL-1,
1L-6.11-8 7& °F Jil 20 U0 34 f il 0 22 4F . 1 3
PMN 1 - ¢ 40 i 1) %6 B 23 7 35, T PMIN 3]
BIFRAEFHRAL. S5 RIER =4, Mgm
il % M (oncostatin-M, OSND i) B L , 155 56 5 42 J
# H 4 (matrix metalloproteinase, MMPs) f) % 3%,



- 436 - WG BB K 2 2 it

8545 B B4

T A 4 G 2 2 i i SR

25 R 0B SR RO TR R 1 — KRR AE 2
TR VAN ST 1 R A . T B Z R
AL F 4K (receptor activator of nuclear factor-«B
ligand, RANKL) —# K + «B 3 & i £ A ¥
(receptor activator of nuclear factor-«B, RANK)——
H R ZE (osteoprotegerin, OPG) #ll 77 ‘B H 4 357 1
oo R VR . A0 A AN A A R
3% A T . RANKL #1 OPG B85 T . /0 AL T Wl
B AR R A R RCE R R S
H L TR R I R AE R A IR A LR K = Y
M1 B9 W20, 7= Az K a9 TIL-18 il TNF-a,
RANKL 3Rk , i — 0 A8 #F 5 Al e lic. B 44
if 3 3 LR S (9 TLR-2 150 531 ZF i i obk 2 i 7 T
774 TNF-o, 23 % TNF-o XAE#F TLR-2 (I3EIA,
Fimg e il TLR-2 A 380E , 5158 TL-1.1L-23 /977 4=,
HE—2 5 F I Th17 e i, Beah, Fh 3 iy
(outer membrane vesicle, OMV) &2 &5 22 [ 4 & %
AT 3L 1 % i 2 A L I 40 0 A i OMLV L 38
T kB (nuclear factor kappa-B, NF-«B) 1 k. IF
BT TNF-a I1L-8 A1 1L-103 2520 i K 743 3, i & 2F
R W

CD14 J2& 8 T 2 Ji 19 G 5 3 41 ff 32 44, F i
A Ik BEL 6 BT T RIS O T 4 i R T CD14 Y Rk, S
BB W A0 5 0 T 40 2 R) A AR e
PRI 5 5 40 B TR 310 O R 3R O T 4 L Y e ) A2 L, =
SR AL FE AT L AR HE R IR
23 BEFRAMRA SRR E AR JE R
W ¥ Z VR AL R A AR . BEAk  FEAS
[l PR 2155 B 40 i Ak 3 I AN 8] ) D) B
T, Hh AR RIIRER M1 R E w40 il /i 2o
LR DIRE R M2 B g 40 i s HAC Rk B 2 R
PE AT G R G o3 ) T AR E I R R AR B B

OF JE B0 B AT LR s 1 I A0 e A A Tk R T B
1E FOREAN i M2 IR Ak, A E M R A, S B
ST IR, 1 2 A A2 2 O SR A 2 e
e PR 52 55 2 B o 5 0 BREAS AR AH L, 18 1 2 o] 4% B 3 oF
W2 2 g A L Y B e ) CD68 3 38 18 i, [w] B
M1 %I B W 40 B FR 0 16 Rk FH . Pog il it
BE TLR2/4 @42, 4 #F M1 BY B w40 i #% 4k , M1
T [ I 240 i 3 s 7 W A AR 2 9 R S B L R
TR bt b 4 MR T 48 M B 3 A, O 7 AR TL-18.
IL-6F0 TL-12 S842 48 ¥, & 13 W iNOS 1 i1k
L-K5 &8 7= 45 NO F L- N 2 , 38 3 &k b R 7
CCL24 ,CXCLS8 48 %% Thl 4 iy % 40 41 3 1 3% 5% 15

FAMERBON S, Ak, M1 RS 40 58 1 g
e Thl RSz N7 0 4 B DR, i 985 mir A i &4 L 98
% NF-«B {5 il B , A 25 85 40 i 0% 1k, 5 BOF R
HAWIR,

M2 # 5 A0 i = 222 Th2 &40 M 4 s . il 5
e M1 Al PMN 9 08 T2 26 1F 8 0F i & , 38 3 4%
Fhie 48 IR 7 R 47 2 U8 52, 9F mT LAV 1808 4 i LA
W BHA, C-C EJF BN F R 2(C-C motif
chemokine ligand 2, CCL2) & T 2 8% /B W% 41 Jig
TR WA B E TR A 8 e M2 R AL 5
. CCLZ Al fg #F MO 5 M2 3 7 5 g 40 il %) 48 i
AL 1Y B A M JE TE R RO S M2 R B 1k
Zhuang Y AE/IN BUF ] 96 B R o Gl A 45 R Ok
(microparticles, MPs) Ja#Bi$ % CCL2 & 7 J& 41 41,
SRR, EWRAN M M2 R B R B B,
M1 2% B R gl /D[] i, 28 R B v v B 4 i 0 i
BFEWA . T AN N BUA T A2 S A 5
M2 40 w7 40 1 ok 32 A 8 S A0 o B R 4
SR FE TR /N B TR R AR B2 M2 A
LW 400 7 AR 3 2 2 48 52 TN RS 2 B R A2 1A DG B
fEHL.

3 ASTNEIEZMAE

AS i3 U AR SE | A1 A Il e Y
B . AS J&— M LG B A 2k A O BE Al bR
o JIEL T e 1% i 240 i A 0 ik R B R BIK ) AN S N A
P8 I 5 FEE BY 5 LA DAY B B JEE R B B O i Sy R AE 1 g
SEPE A RAEPEB IR . 7E AS R AR N
F kN E A SRR B N T 20 £55T L AS BEBR
rHOFE T JIEL T P A %) L A Y UK 4 R AS
Abm ks . B2 P 5 A A s R A, R
JRE IV » 24 A () 38 T A K o 4 Je 2 1 i Y h T
i 45 3 B R AR AS I U i AR
3.0 EWR4NMES ASHY LKA K RE  AS Ty B mEAN
i DR 22 ok 5T 1AL AT B b ) R A A L S S A Y
PN B A0 L 45 5 O 3 A% B P BT T B 5 4 30 8
i, —HAFTETHNE S, B SR G HAE
Wt 40 0 PO R AE . LR AN — P B AR LA BT TE AS 1Y
RAE B ] . R A0 M 3R T Pk B R O R
F R f& 1 (P-selectin glycoprotein ligand-1,PSGL-1)
VPN B 200 i 3R 3k 1 8 % 3R 22 B) Y RH ELAE L T
BRGET TN RSO R
M5 P Rz i i B I A A 8 B 4> 7 1 (vascular
cell adhesion molecule-1, VCAM-1) % 21 Jift [&] %k B
4+ F 1 Cintercellular cell adhesion molecule-1,
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ICAM-D) 854, BB s hm 2 [, — b B 3] 7
PR N B 2 b B AR il 23 7E A B A0 i =2 1) e AR
B NTITE A P B a5l K BE Y e N . A A
#4k %5 H 1 (monocyte chemoattractant protein-1,
MCP-1) 5 HZ 1k CCR2 MAHEAEMZ 5 TiX — &
LR . B TR M DI BE SN, PSGL-1 5 1L A
TR CCL21 8 CCL19 AHEAE FI I A7 280 H 3% £k
() CD4" T 51 B 5 40 BB X 26 CD4 " T
2 M 7= A TEN-y A1 TNF - AT S0 55 25 T 1

TE 05 20 i 45 7% 311 3% ) F- (macrophage colony-

stimulating factor, M-CSF) 28 R F I IK zh T, i 7%
BB I FRAR A0 L o3 Ak S LR A B, A
Wit 5 IR [ 2 ) A1 %% B2 IR 2 1 UK i v 2Kk 40 e
XL I R A B — 2015 T — R G ARAE S, £ i T
2 WY N AR BB 4 i b R 548 R R 2k 19 18 1 R
iE Qe HE AS 1 K& A KR it >R SOAR aE BAA% 20 i 1Y
E— D PR A A, X L A0 Y 7 A S IR [ R
A CSERAE RN R A P B DG 2 H [ Y 3 A R
ikt Ak 38 i R (SO 3 920 )L I I A A 2 A Ak R
B B TR U UK 40 B, BDAS BE b iy i A 2
JL0T I b B A% A AN G 3 5 7 A MIMIPs 7E B
R = S I A (1 G S A i A2 St X (W
MMPs AT LA fiff 20 1 S0 2 57 . I\ T 38 5 38 R 1) £ 4
e . 53 Ab, S Ak AR % B iR B 1 Coxidized-low
density lipoprotein, ox-LDL) #f — 4 75 5 ¥ vk 44 i
WFE I IR BE A% 0 5 B0 1 BE BOR B E RN Bk
-
32 EWYIEERME AS E AS KBRS,
L 20 i 3R RO B & AR e, AR AS LI R
M2 E BEA M 7 325 147 JF R e B b s 4R L DU
R RAE R HEH BB E SRR E . M1 Fl M2
L0 200 A7 78 T B B 1 S [m] X8l M1 W 40 Y b
Y)Y 2 )R BR T ) il R B R 7 o BEH Y SRR
R 1Y X 3 =z — AR 0t B0 A B e Y oA B DX 3,
M2 Wi 40 b 35 = A A T I A AP IR RS E B
Hek g R M2 B F g 40 i 2L A T R 1 DR AR
.

Wit o 6T 9 78 5 24 i 3 R RN D RE B R T A
B M1, M2 3R E w20 i LA Ah SO E T AR Y
BEYURR S M B 40 L % A Mox, Mhem , M (Hb) FI
M4, MLRFEFHERALFE M(Hb) 1 Mhem , i
b BT A J5T 5 BOR A ) 44k IO 38, 5 T R HE T A AE
BE4h . Mhem [0 40 i 38 o 53 9 5T % I F TL-10 Al
#Jle & H E(apolipoprotein E, ApoE) FH i il Ik 4 il
TR, BT ASFERY . H U A i IR 75 5 1 o ]

A Mox 7 BERE /7 FEAL, JF Haf i Ik e AS ik
Y REMRRIIBE. /o e B EAR S
b M4 k40 il 32 35 11-6 , TNF-a 1 MMP-12,
AT s Re

4 EWMMEET AKX AS FRER

VFZWAT i SR s R T 28 R 5 3 ko #E
Bl Al 22 ] 8 AR OG22, R B2 ) R 2 5 B8l ik ok
R A & 1 il 7 i s DR BRI R E 5 RN 8 A
B C I L 2 JR O T LA A0 P B 40 v 20
1) e N [ S R R 1D SR f s e (SN o < e
FARZ AN S A B A N FBE IS AS BEHAYIE i b
FRED S () RN O = E 7 3 (O N - Nl
HeJE LA AR [ 2538, 2 A 9 5 kS 32 3 ik Y B )
FE P 15 L S0 Fk I AN B B, N AS 19 R RN,
(] B, 76 2l Jok ok5 5 B8 b 30 e o o AT DL K B 2F R B0
B BIAEAE I ELF JR G 7 6 1 G 38 A i ok 3% B —
SEITRL X R R T e S 5 AS TR
. R 3% 9 g g 2 [8] 0 B AR BE R H BT 2
o AL — o O R AR AR A I Y R L
il o 53— B2 A J R 51 K 8 4 Br 98 0E SR 4 18] $2 AL
il SRR AE A BT o . (H A BARHLSN A Rk — 2D
RV ASHIRWEHLEAE R E2. 2R A S
Horp i S 25 A WESE e BLF JE B0 T AT LA SE )
VFZ A MAE AS TR TIRE, 7T LIS 5 9 B T REBE g
AR A V6L VR 4 A 04 T B LA K i A - 9 JUL 240 L %) 34 5 A
AL JF B0 Y T 40 MR B T i i iy 2k
M WA R — 2 EL A R A I R ) BT
S35 DI RE Y PN R O RE A M, AT O A e E TR B0
PR RIS G A 2 FE BT RAE T A0 I R A I -,
VIR AN MY B A 3 AS BESRRR E tE RE S
H5%#%.
4.0 ZF R B0 T O B A0 A S O e e gk At
S5 R, Pog W LATE F W5 240 B v s 5270 PR 1 o 4
I BTy ik G WA LR 050 . P 2% B RE S 1
T3 R AE T W A g S e A R AR
P.g 8 0 6 B WA M TLR2/4 15 5 38 5% 1 3%
I I ] 58 RE /N 9 A8 TR A S 3 A] i 5 3R
iz I H (cyclic adenosine monophosphate, cAMP) 4
SR H B A G5 %S, M6 TLR2/1 it 31
NE-«B B Fl— %8 A0 &0 A L 30 5 W 40 113 Ak
JE4E e Pog AT R MEE S . P.g YU TLR2, 5%b
K 3Z & 3 (complement receptor 3, CR3) 454, I uf
A WA, 40 M P A P.g 38 o H 3 1 R B o i
TLR2. iy P4 [ S S {5 5 8 . i Racl/PISK ¢



- 438 - WG BB K 2 2 it

8545 B B4

SLAE SRR R R R CR3, X AT A T B
ML SCTE 21 Pog, ) A TR B G e A i
AT CR3 AR AR FRAW B AT A P35 24 A9 TL-12
(p70) Y 7 2B, MTHT 0 ] NK 20 L 35 {6 F Thl =
Th2 KAV, X RBIR T 1L-12 4 5 19 e g%
TR IR AT S B 30K S 6 2 T o 5 B0 5L A 15 2L A
Y,

4.2 IF RSO AR W 20 MO SO TR A I
IRAAAE A AS J5 722 i bR 35 F J8 2o @ 8 B 3t B
W 20 it R WAL ARG %% ) I6 3% 1 (low density lipoprotein,
LDL) JE A3 0 40 0 . 5F JA B0 B8 LPS a3 ik gk
240 L v %) i B AR B O/ L [ I 1 . R A
IR ANAEA 4 DB 9R il CD36 & U & A
JK A R [ B2 38 ok ATP 45 & & 5538 1k A1CATP-
binding cassette transporter Al, ABCA1) #1 ATP
4 & & % i & Gl ( ATP-binding
transporter G1, ABCG1) ¥ 77 Jii¢ 25 AH [& B i 1 . LA
T L o JOE T P R R W A A R O R A7 AR
A(scavenger receptor-A, SR-A) 1 CD36 4% F £
WML A ox-LDL . A& #E 40 A P JIE [ e 4 AR 2R L 95 5
JOER T Tt g 5 2 % Tl AR e P JTEL [T R R K e i X2 £l R [
BEmEAL . A T 4R P AR BT G A0 A N TE
R Z K Bl(scavenger receptor-Bl, SR-BD) . ABCA1
FABCGL AR I T il 22 A% i JIEL 8 it 3 -0 . 24 JIEL ]
it 5% HBCR P A 1 I A (RO A Jai 98 20 B, B I 240 A A
LA R W IR A Y, DR R WL Pog T B TE
c-Jun-AP-1 #% 3 3 NF-«B 3 /il CD36 1 ik, {2
HEE WA b B R AR . Pog LPS Jdad 1 %
E A MR LA T ABCAL & A A9 Fa 2 PED) AR
WK AIE i[RI BAZ AT I GroEL W af LA
PEHEL R A0 ML B B . Fon 3l 33 34006 INK B 1k
- B A AR D R 45 & 35 11 4 (fatty acid-binding
protein, FABP4) (2 1K » W17 5 5 15k 200 i X Jlig Jo
PRI G0, e 200 O Ik 40 it . A IR Fon
B ApoE —/— /NI C 2 N & [ (C-reactive
protein, CRP) ZKF i, 3f H A W5 i CRP W] LA
5 ox-LDL 45 & M1 32F E 5 48 e 1) 36 7K 28 o 1 %
B R Fon Al5E 5 1 JH CRP SR 0 45 i ot 4K 18
Mt AS By & .

4.3 I JEI SO A AR i L A0 M O R AE SN A
SRV FAAZ AN L/ W A0 L el A i 9 R A0 BT R
BELE I A PN B2 20 M B TR 5 NF-«B i 1L
VCAM-1 &35, IF i 8k o TNF-o 5 5 1K
M RIENS . AS 2 — A8 P R AE PESE N, NLRP3 &
FE /MRS 7E AS B B AE B 2E rh R R EAE .

cassette

RN T LPS WO B AN NLRP3 2 P/
A5 . i B NF-«B {5 5 77 4 & vk 40 i X+
IL-18.1L-6 . TNF-o'""', 7E TNF-a fl IL-6 [ E H
T TR 200 %0 0 A RN Dt 5 B R T A BB  H g
A7 B[R] AL A 08 5. B A IR B Y TNF-«a
IRV {7 v i I R S S I 2 T i i 2

(endothelial-mesenchymal transition, EndMT)"% |

NLRP3 %P /NAHE 8075 J5 1 0 406 308 1 40 e o
G R THCEN BE B IR BT v 08 R 5 BR Y R 40 i IR A
s, N T BEH A AR R e D . BeAh, Pag 1T AU
ADE R R CD14 193835, L /b B vk i 5 94
T 40 M A LA L S SR T A A R s

P.g 78 B W 40 M P A7 15 L i S 1 0 40 i b G
PEBEWL IS A ML Ak, P.g OMV JI 34 W 41 iy
TLR j# /£ MMPs, G % U1 %] LDL UKL 1) 215 & H
B-100, A3 A LDL (B4 . P.og 75 5 F 40 g
R DA ST 1 A 5 72 Sk 0 TR A DT 384 58 T 7L TR
AR T DB /0 T R A RE S o 30 T 3 o A O
Wt LDL iy, Ak, OMV 5l 30 1w 20 i
A4 R TL-18 TNF-o 25 42 & 1, W8k 20 Bt %
IL-10 (20t . RSN SE 2 B, P.g LPS 7 3 i
B 2 40 M fish % =2 4K 1 (triggering receptor expressed
on myeloid cells-1, TREM-1) }z H F ¢ {5 5 i % 55
SEWEA M M1 BB AR DA HE 22 B 520 X 1 4
WA AS HEfREY

5 [ <]

FE 9 AS Z ] i AL i A BB A0 i
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