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(interleukin-5, IL-5 ) i#1d IL-4/STAT6 {538 P& AR F R AL
AR LR AN CD206" F WA LA B Al,  HETIA B T ML
OTREMIRAE 1, TL-7 VO3 AF 34 15 40 ) 9 i R fesh
B, I LN - PR T TL-13 1R E A
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( hypoxia inducible factor 1 o, HIF-1 ) Fl 5k %8 155 5 A F
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T, RN T LA IR BR IR 5 55— i, BTk
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MR AL, IT75 5 W20 M 2 TR A WA DG AZ 1, DA T 34 5
FWEIRE 22, pesh, WAL, MIRMNEZ EGF HEERE
FRRGEH TREBREE 4 3 (EDIL3) A, Ardbkidi i 2 o 2 i
RAETEZ N ORI, 33 2R A I G2 25 Al (01 v A 4
MIFMREBE (NET ) /e S A - bR - AR B iR
fiti ) EEALAMBIER AW (Mertk-MHC-IT"™ ) I 2
P A A o 3 — FR AN ARALAE B i, - FERE AR rhoJC 2
KA EATTRE 8 IO LR 3 Bt B2, AT A Bl T s
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2.3 HfttZBha 5 B4R

L /I B 0 1 43 8 ) £k Rl T CXCL4 (C-X-C
chemokine receptor type 4, CXCL4 ) fEWgfEt Sppl+ F W4
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GYF . DMRIEEOE BT 4 AN, M LT AL U A
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P AR O ok NI T 200 6 P PR 200 L 0% 306 2o 400 1
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5 & SH2 # H (cytokine-inducible SH2 domain-containing
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SERELNM R M2 S AREEAE, AR M P, Ak, EVs
A 1 B0 ) 33 % 2R K Ar B IR 15 ((growth differentiation
factor-15, GDF-15) 1] LI TR Ig R4S & 8 H 4 (fatty
acid-binding protein 4, FABP4 ) Ry#ik, fEif Smad2/3 1wk
WAk, S USRI B A T S g, AR
OB E P,

TEGRAEIEFIARIET DI EAMNB A 25 Rk HIF-
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LPS) AbFRAGSMATERSMER M2 ELRRANMI AL, MiiA
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AEIE L IR WA P AR B A2 — IR (NAD+) (9
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M, /N REFEEE I 1 (recombinant calpain, small subunit
1, Capnsl ) 482K BE #5381 4k 355 2R (AR R3S IF 90 6 A
/MR NLRP3 55 38 % (9 0 R I MI 505 Capnsl 1
A Calpain-1 Fl Calpain-2 2L [F] R ¥V AL, Xt T4k 7 5
it EEAEE R EXEEMEM. FREYW, 5EA
it 1] BE 7E SRR 5 R E /MA NLRP3 22 [A] & 4 i/ A 7
Caspase FEEELI KGN 9 ( caspase recruitment domain
protein 9, CARDY ) 7E5ER & ik SRR (55 Gk
RS2 AR, EEA CARDO RESSfE BE IR 28 1 AH OCHE
fii A2 (lipocalin 2, LCN2) BRIk, M52 M 2 ot 4 )@ 26
F i 9 ( matrix metalloproteinase-9, MMP9 ) 1 /K 3, X
— i PR A AT BB ML S OO BE R B AL RS B YO I
¥y B, BERM LR RREAREZIRT ( myeloid-associated
immunoglobulin-like receptor II , MAIR- 11 ) AJ&if 1 Toll
K 3Z K 9 (toll-like receptor 9, TLR9 ) 4% 5 AY MI . I 41
JTE AR B A RE , I BOR R 9.0 I F A A TUS B
EDIL3 [ SiE REAZ 1 o b MR A0 I 0 554, IRl F 10
{24 MERTK-MHC-IT"™ E Mg i ik, A3 dt MI
PR I BR, AT 03 0 D A B0 15 I 40 i e B2
Axis | #£H 2 (axis inhibition protein 2, AXIN2 ) W3 i
THHE RS, W MG MMEE, I LR E S N &
ZAK -1 (lymphatic vessel endothelial receptor-1, LYVEL ) A
K, xR ] DUIE R HE T MI S B9.0 D eI A
EWEEA 1 (NPM1) 2R ERTFWEAR, E252
P AR, AR REA S R DNA it 52 . B msdn
JRURR S PR G NPMI RS (2 feff.Co JIFE 152 e 200 f 1) 468 2 R AR
1k, Mg MIS B9D IR 1B i 1,

5 RNA if#= E B4

K 5EAE 981 RNA (IncRNA ) Malatl 750 JE 41 217
Fik. fEMIJGE, ‘42 HE B AN A4y 9 TIL-1 8 L IL-6
DL R R R FE ) T - (TNF-o ) 2 P8 45 0 JUE ) 0 g 2ot
%%o 16 H W40 i o, Malatl 7] DL E 4% 5 BZH2 B 4% 45

., JE I Malatl/EZH2 &%), X — &2 & Wik — L2 i
H3K27me3 (&35, DA 3 Jin ask 46014 00 T 4K 44 7 0 80
ZAk vy (PPAR-vy ) WYBUR, B2 S 80RAE RV IR 7,
MicroRNA ( miRNA ) 1Eh—Fh BaE 5 41 4 fd RNA, @4
WA e S AR S A5 RNA (mRNA ) S 3845 2 R 2E Wy ad F
miR-146 FK % & 55 — > 4 i 2 5wl FL 3 1 5 9% 98 5 1Y
microRNA ZEf5E 8 5 . miR-146b-5p fEMS L W4 55 5>
WMES . 7E MIBAI Y, JRfRidi% miR-146b-5p #5457 E
B E WA AL R ANAET S, [FI b JRAE AE O ILIX S8
B M A BOE G M E WA, AT A RO SO IR B

raRnhE .
gi bRk, BEWEARMLE MIJR il il e N 5
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