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IL-10
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T BRI LU A
SEEHYAMIE. IR

B RSN

DUk, defF et

fiif, B SIZHH L

1 EBRMaRLsE

KR EVEARM AT A, FERAEBUIIRES T B
TR SRAZ A AN SE S YHE Gl
Wk S AL 55 0 RO RFEL R AR 2

I 200 7 S P A e, i —
%ﬁ'”ﬁ%ﬁﬂﬂ@%, @ﬁiﬂ*ﬁé%%%—a ( tumor
necrosis factor-at, TNF-a) . FI4HfI/~ZE (interleukin,
IL) -1B. IL-6 5, Hoidh BE RS 4722 1 R AE SN
AT SRE R AL TR R R R B
S ORI MRE I S AT R, R e A
MIP= 4 TNF-ao, IL-12, 1L-23, A[iES40HE T 400
A B E T 408 ( T-helper cell, Th) 1, Thl7,
Th22 734k, 2 E N E Bz 0] 32 B AT /%, ik T i sk
FA I AR M B, TR Z2 5 A G2 40 I F
B, R RSCBERER, g ke
3 E R AR AL T TR JE fs B s TR AL

B g e — R LB A0S R S e PR, A
A A s AR T R OGO H BRAR A
SR B2 A0 O b T R B I A 0 A O 2R
B, RIEN BORHOMA S M1 BIE vEdn i fe, il
HoP W E AP E e A e -, it 2
SPEI ) S S BT AR L L I AE PN B A L S
G M EAKRE W, R R OR BT R AR
Ak, WTREAEE R ANt M1 BY ) M2 LA Al Y
PG, I A AR PR, RS R A
PR A R PRI 3R B 2 55 8 I o ) BRIL A 18 T P
BIAERT, e A e i 5Lal
3.1 XmEBRm  TEAFEFRIECT, BT
3040

Ia] M1 e M2 B AL, FRSRPUIAfE R | BT iR
A VA, RS B, MI/M2, M1/M2a, M1/
M2b FCAETEE, FFEEEBE A M1 B,
RRESC R, o |20 M B Y AR AR AR M
TR 20 M A A O AE SC IR T, L T 0 M Y Y
Toll #£ 52 A& ( Toll-like receptor, TLR) 7. TLR8,
TLRO itk P00 A2 8 5 ik e i P e AR A s . —
JrIm, BRI B (imiquimod, IMQ) YE-& TLR7 3%
SR, TR/ SRR R S M1 BUAH G Y
A T MRS RN, Th e M1/M2 e fE; 5 —T5
1, M1 BIEEA Y TLR7 . TLRS, TLRO PR
PERCHARREE Mtk fbfs , SG#E—2 B8 TLR7, TLRS,
TLRO ik S H AU, AT A e 453 P A6 5 i S
) 112 K2 0 e O < M| A =N i R S s A
RURTRESZMN ] TLR S0 i 51 & 00 45 i 28 I 2 1
AR R, 15 Wk 20 A 5 ) SR E S 5 % TR 1
kB (nuclear factor kappa-B, NF-«kB) 155 il i %
A K, M NF-«B 5538 % Xl Tk C-C 2278
fEH T Z & 2 (C-C motif chemokine receptor 2,
CCR2) Kik, fEiksREAnERIE & B vk M1
RIMAL . WRIE R, R R R, IR
A2A ZAK (adenosine A2A receptor, A2AR) Wi
id NF-kB/fi#E 1 16 (keratin 16, K16) {5518 %
AT M1 B E AN ML, 2 T AT S 5
4, FF T Thi/Th17 4oL, MITEZMERE ik Y
KA R e Ah, AMAR N 3 A 32 (response
gene to complement 32, RGC-32) SR M2 U W
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MBCRL, SR ML/M2 2 At — A
FREMIAEEEEL, SEMTNERE . 5Lk, B
IV 0T R P 3R B S ML/ M2 B AL S T i 4 4 J
N, SFEUZRALWI;, S 50mREA KR,

3.2 ARMtEZ ML A M2 AU A SR I A
R TRI B ACEHRRIE , BT OB BE AR AL RE , JFAER
SRR PR FEAR TR & A S5 R LU BRI L
HERET ) BRI T I 40 e e Ry 2K AT
i) H: ¢ AU 6 k. 4-1BB BC {& (4-1BB ligand, 4-
IBBL) J&T TNF P KB 5L, A5 TLR A E A
F, s B N0 O ) M1 B A, S R AE
Z, S5 E g A0 A A AH 5 % 240 A R
ST AR DR 5 ARG Y 2 L BT, AN g i
B 1 (glucose transporter 1, GLUT1) . JEHGR
& (fatty acid synthase, FASN) ZFE£ikn i S
TNF, IL-23, IL-6, CXC #U#a b F Rtk 16 (C-
X-C motif chemokine ligand 16, CXCL16) =4, Jf
HERF 4-1BBL _F T RS0 240 M PR RS M, A
FASN {fi £ ] BLIT 4-1BBL {5 5% 5, JE M 42 4R
JE /N BB JR A S AR R B 6T o 45 TR,
AE A QX L 4 PR ARG A 9% 08 7T 3 5 e e 4
75 2R M B2 )18 o R AE S

3.3 mAalEaR AE IR RE LRI I = ) 3
o G e A A B R AR AR AR
T ISR L P 308 3 A VR 428 1 W A P R A A i i A
TR, X ER B R A R R R, R B
Gk lG, A AN 3E00 (extracellular
vesicle, EV) TEE WEANMIB0EG . R fbid fe b & 4%
FEAE, Jiang %V HE CBRAZ e 41 R F
EEH A THP-1 52 H BN F (a mixture of five
proinflammatory cytokines, MS5) 4bHEAy A7k A4 1k f
B A0 L HaCaT BT R EV LR 5%, KW
THP-1 4ifg IL-18 . TNF-o 7KV Fhi, o AR
JE /N By B Ay BV R RS 2 ) &/ UK
W, WEE B R AN IR I O e M1 B9 EeAE, R
SE TR T, RBBREN R, EeminiEl, £ b
Jrid, A O AR R BV 5 B R AR I 2 1] Y
INAE—EREE B2 M1 B M2 B 5 20 i 1)
WOE Sk, IF AT RERE M BOE SR S p S 5E
5ok, #MZ 58 IE R AR RE .

3.4 AVZENLB A ML BB KA T
ZRG, WA RS, R R G HIHETY,
PR TE 5 B N IR AR, T e - AR R
1 ( hypothalamic-pituitary-adrenal axis, HPA) #%34

I, DIURMNZE-N I MA- e 45 (0 N B 2 A, kT
FEAE AR I R RIS Ge SFU R, I ORI K
ER B9 /N BT B2 BB ( corticosterone, CORT) 7K
FIbE, S E RO R MR 32K (glucocorticoid
receptor, GR) ik MM RRIZRE | B85 | 215
BAMKGHE, PSR CORT rIEH]T E Wk
A, PEdERAESN, #E— BRI, mKF
CORT 5 GR Z5 3 )5, I L5 5 7 5 5 e sl
[A¥ (signal transducer and activator of transcription,
STAT) 1 BRI/, feik M1 RS w2 i 1k
) M2 UG AL H5 /s ] GR #0512
e [ Wn—% L& A 2 (nitric oxide synthase
2, NOS2) . TNF-a, TL-1B] ZK-FFEAIL, BZRK A AE
ek, JaAh, RESEIR AL ST IR AR /) BT
PeAT b M BB EWR AN R, 51 I M
(reactive oxygen species, ROS) . IGPEZ& (reactive
nitrogen species, RNS) KT, A2 fd F W40 i
AW R BRI IR B LR, DT A A R I SR
RUUSE LR B TIR, B 2P G T 58 T 45 1) R A
B A RO S M1/M2 B AR SR, ST
IR RS K IR SRR, DA AR B e S 4547 1Y
JEERRE
3.5 e PAET AN KR T R AR
A S [ 0 —Fh AR A ZE T Oy 2, DX
T IRFE R AWED . ARE e 45 P A SR 4
LR SEA B, SRAE SN I, TS A M E O
TORIRR IR L Ak, #EMIE R ERAET, 7EE MEdH i
Wb & FEAE Y . BT S5 Erastin 7
P 7 B A0 MR AR B /KPR AE R -, 4R
SREE VMR, FE E#R C-C By ki
FHEAA 2 (C-C motif chemokine ligand 2, CCL2) %
ik, JFH Y E W05 22 T 4 Erastin b3 %) A 5
TE A AL VR, B M1 BUR AR e ; Z2K5E
TG Fer-1 420 BRAY A BOE A ML)S, 55 M1
RUEGAV I RE T B Wl 5, Z8 B RTIR, #RAET AT
SR L A0 AR A T 1), 5 R R e R A )
i P
4 HZHiEE E AR R AL T TR E R (E A HLE
MR BT A, HhER G
BB SRR SR T T R A
WE” RN BB SEIEWE, 20 AR, BB EE
MAPIER IR < e, R B AL R
B, MUNIMIEIE AL, BT RN, K
R EOR ST AR A, TR IR E N 0
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UL, FRIM, JFFEmURRE . X fiRsF, EAa o
FUUESE, v 2 ] 5d i 22 ol g 48 R 1 19T 1 Wk 200 L A
fb, HEGREERG -, S CBEHRT B
WA A Bk, TR B A A R
JA TR 2 A B A RO 22—

4.1 FHRS

4.1.1 ZEE HSRENIS PRI EG
W —FKIE e, BA RIAFRET AN . B
RAE . BUEALAE . Lin 25 7R 8 8 9 /)N RS
RIP R, 3 —SA A S8 (inducible nitric
oxide synthase, iNOS) {if4 S B W40 A% sl 41 il P
“F (macrophage migration inhibitory factor, MIF) , H
A EIEE T 1 (monocyte chemoattractant protein-
L MCP-1) K5, M1 0 20
%, Notch [F 5l EHHOE, MAMS R THUE L
AN T KRR, A 20 M1 RS k4
B /b, M2 B AT R S, Noteh {55
S B IE], BBRALRIE G . £ ERTA,
Z 3 3 BT Notch {5 3 i R /> M1 I
MiEfe, BA—ERPHE R,

HRE SRR A . B RS A N —FZ
By i x4 Wang 261 BF 58 & B, A] D
CD11b" E WA E , il M1 BUAH S fe R A0 A
T YW ARSI R, BT O I R
A6 2 FH I ( adenosine monophosphate-activated protein
kinase, AMPK) {5538, 77 5 200 0 1 At
T R A SR
4.1.2 FR INHRBHH R IR T EE AR
WEBEE 2 —, BAARRIMNE, Mfidr, s
PEF . Yan S &3, ST 0/ U R4
Zirh M1 RIS IR, S n M2 Y A A
MIMTFEARZ TP RAE 7K, (RSN SERR SR B, B
REBEWT /)N B H i >k U B W 41 9 ( bone  marrow-derived
macrophage , BMDM ) 1 22 24 J5 35 46 £ 1 % ( mitogen-
activated protein kinase, MAPK) {5 5 il £ 5,
PETTM ] M1 BB R RR AR o> T30k, MGE RAE
S,

LR R RLL R RS, AT LIRS
SEPRAESLNL  FARLRL . BRI S5 AR R
M4 Wang 55V BF 5 R L, B BB AR S 9 /)N
FEN RN R Sy A (o E o8 2 B 5 7 o A 8
Forh M1 B M2 TG AL, If TR R D
(gasdermin D, GSDMD) ikl £ B 4 i
FETG R
3042

4.1.3 EEIR TRER AR THES, B
R, BUMR ., M LR BUR RS AE Y. Ma
USRI, B AWM M p62 AHEAER, BHI
NF-«B {5 538 #%, 0 M1 B E WE4IL 5 Thi7 40
Mo, BEARRAE R Tk, A8 o A DG A
S,

REBFRBADR, P, Py a2
IR BRI R B, B AT I STAT3 #
FRAEKF-, 55 STAT6 Wil Ak, KR M1 A g2
LI AEARDCHR S o300, THvss M2 Y B W 40 i AH G
SPAEEER TR DT S 3 DA A2 46 1) e 4% R 10 1
e, fEiERIEGAR

R FORIE THIGSAE R 52, H2G B E RIS
FEAE TSR, Préafb, PUES RN S mESY
Kong %51 KB, HANAEY-12 AT BSR4 fE
1, L PIE] Janus B ERE PG (Janus kinase,
JAK) 2/STAT3 {55, MIMFEAR M1 24 554 i
PR, T M2 BUE RN bR SR
4.1.4 WK CWEBERTIOCEEAE TE AR,
HARRMZAMED . (IBES R, Eaem
il L Al n] % 5 A C B BEE R (macrophage-
inducible C-type lectin, Mincle) 7KK TifES
JLTE Z R P4 B ( spleen tyrosine kinase, Syk) /NF-
kB G S BTG PE, FEARRAE R 7oK, Wl E
AR, JFSCEER R/ R RLLRE . B85 | I
JEAERIN, LUK WA A 1 RAE SIS

WM Ee8], BAyeEE, &
FERTT . ONER AR AR DY IR, ©
AL AL ] NOD A 32 AR A 25 M R G 1 3
(NOD-like receptor thermal protein domain associated
protein 3,NLRP3) /-5 F WA e A5 7, BRAIRAR JE 95 />
BT T B IR AL b Z AL A 1K g CD11b”
IV 40 6 3 00, AT B85 2 ok A B
4.1.5 MR FERFMNEFEMRZPRIR, BA50
R PR PUESEAYIEE, TN T R R
FRITAYTST  Tao %% BEST &, & 0T 3 5 410
MAPK/ NF-kB A A5 53 A 6 3 1 s 2 g A A,
FEACER 8 % /D B IL-6, 1L-18. T 4 & (interferon,
IFN) -y, TNF-a 58 4f Jfd P 7K °F- &% TLR4, p65,
p38. AN B ANME 5 R Y I B ( extracellular signal-
regulated kinase, ERK) . c-Jun & 3R UG (c-
Jun N-terminal kinase, JNK) &%, Tl &k & mR G-
1 (arginase-1, Arg-1) HAFKIL, RIATIAREFREIRE
Wi 240 5/ BRI 2L s 3R 5 M1 BUARIC Y CD86 3£
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ik, ThE M2 BIRRICH) CD206 ik, FEMRNAMER: R,
M1/M2 Lb 1 9 20 25 i, DT 2435 4R S s R IE HRWLE 1,
®1 HHEFERDEEERMEMERLTRRERIERILE
ZFR i WraExt4: B E B AE ER I SCHR
&% & HRIEREEE BALB/c /NR(IMQ 5%) 20.,40.80 mg/kg(H#EH) 1 Notch {5530, FEAI iNOS \TNF- [ 40]
o IL-6,11-20 7K1 MIF ,MCP-1,F4/
80, Notchl, Heyl, Hesl 2 ik, 7t &
CD206 IL-4 /K-
FREEE AL FR B AT C5TBL/6) /NEL(IMQ F5) ;5 20,40 mg/kg(H#EH )50, K CD11b,1L-6 1L-18 , TNF-a /K [42]
RAW264. 7 4ilff ( 75 PE 5470354 100,200 pwmol/L S FHE AMPK ik
WWZEBHT 2 B CSTBL/6] /NEL(IMQ 5 ) 5 10 me/kg ( # k3 45 ) 5 F#{IK F4/80,CD86,Thl Th17, p-JNK, [44]
BMDM #ififl ( LPS/IFN-y $l3) 10,2040 .80 wg/mL p-ERK F&3A A1 IL-6 1L-12 TNF-a  IL-
23 IL-17 /K
AHKRYE  amXK B HIEEL C57BL/6 /ML (IMQ 155 50 mg/kg(HEH) AR TNF-o IL-6 IL-1B . IL-18 /K- [46]
M MHCI .CD86,GSDMD ,Ki67 ,IL-
10, Arg-1 YM1  Fizzl £k
TRKE A WHH BRI C57BL/6 /N (IMQ/IL-23 i 20 .40 .80 me/kg(HEE ) ; Ml NF-«B {5 5 30 %, F&A% 1L-12, [ 48]
$); BMDM 40 it ( LPS/IFN-y #| ##%); 2.10.50 pmol/L 1L-23 . IL-6 IL-1B \TNF-a \IL-17A 7K
RAW264. 7 40 ig (LPS/IFN-y $3#) ; THP- SFH 1IKKe IKKB \NF-kB p65 ik
1 2t ( LPS/IFN-y H34)
KBEZE 4L % RAW264.7 40l ( LPS/IFN-y ¥ 3; IL-4 5.10.20 pmol/L A p-STAT3 iNOS | IL-6 IL-1B 7K [50]
iACE S} ) F, 7 ¥ p-STAT6, Arg-1, CD206,
CD163 1L-10 /K-
B E-12  RHERAES: RAW264. 7 40 ( LPS/IFN-y ) 50,100,150 pmol/L %A% p-JAK2 p-STAT3,iNOS, TNF- [52]
o Rk, TS Arg-1.1L-10 K-
WHEBEREIC WHEBEN BRI C57BL/6 /NR(IMQ/IL-23 5 25.50 mg/kg(#H ) ;10,  F#{K Mincle .p-Syk .p-NF-«kB IL-13, [54]
) ;RAW264. 7 20 i ( LPS #ili#) 20 wg/mL IL-6 . TNF-a 7K
W R WK HUBEIEA CSTBL/6 /N (IMQ 55%) 12.5.25, 50 mg/kg (#  F#{% CCL2,CCR2,CX3CL1,CXCLIO, [56]
H) NLRP3 .CD11b 7K
L g BRI BALB/c /NEL (IMQ #5555 40 meg/kg(# 8 ) 515% 7 4l MAPK/NF-kB {5 538 %, B (% [ 58]

RAW264. 7 411 it (LPS #l3#%)

2 IME

IL-6, IL-18 . IFN-y. TNF-a, TLR4
p65. p38. ERK. INK, Arg-1, CD86
K, THiR CD206 ik

4.2 A% WIERITT AR S 2 LA RS i
W, A BT VR EE O Ak R sk L
SO R B, B ATRAR RN BRI R
S EREANMR I, FEAK ML B SR A UK, 2
E M2 B4 M B R, SRS, SR H IR £ 6
(lipopolysaccharide, LPS) 1 1L-4 535755 RAW264. 7
AR AL M1 LRI M2 B 255 R AR E Rtk
i AGE A0 NF-«B | STAT1 f5-55@ %, Mfiiisib
M1 AL A0 A R 7 R, ) B 0 s
STAT6 {5l i, M4 fin M2 #Y F g 40 i 5t
gE LT, ARJE Ry e e R A ik Ak
WG MR ST, NI DU B R TER

i AL A 2 R I PR _ 3R T AR B I ROy
N, SRIELEM MG A IERE A4 MR 2 vk, el
BEAR/NERU P 2H 20 P p38 . ERK & IR 1L /K,
WD Ly-6C" HA% B W 4 ML . Ly-6G* rf M4 4 248 Jfd |
CD3"T It 41 i 76 28 52 v i3 0, AT A 4580400+

HHRAEVERN, BORLIRE, BERRER B

TR B 7 LA 8 T SR 7 I ARk

TEVR YT 0 B AR 9 I FAIE D7 T 7 AL U0, NS
SFCVRIL, TR AR R EZ R, B
M]3 R ¥ (macrophage colony-stimulating factor,
M-CSF) . L% M B4 K A+ (vascular endothelial
growth factor, VEGF) | IL-6, IL-17 /K&K, H
- B WA 531 B T 4k U 4 i S 2R 4 32 S o
T4 A AE S L, I S e T, EL b i A7 3
B, REARCR,

BEHOMGAF VAR SR FQTH AR %t - FRAR S s £
HIRARITRL, KIZIT RERAR LTS MCP-1, L2
MR 4 # H-1a (macrophage inflammatory protein-lat,
MIP-1a) . M-CSF 7K, il Ryl R4 Rz, I PR
U ETE

HARILE 2,
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F2 HHEFEEEEMERLETRERBRFRIERVE

K il Wroext4: BEHE P dEiztan SCik
BERATT AREE R FRAY BEFE AR RIS BALB/c NEL 1.2.2.4 4.8 ¢/kg (WEH ), FRAK p65 . STAT1 TNF-o IL- [60]
b NREY 3 (IMQ % %) ; RAW264.7 5% .10% ,15% &5 25135 1B.iNOS /K-, F+ & STAT6 .
Yfiffa (LPS 5% IL-4 Hl#) Arg-1. Ym-1, Fizzl, IL-10
K-
M FRmAE R AR AL H U RERATE BALB/c /NEL A (60 kg) FlE B K FF{E p-p38. p-ERK, Ly-6C, [61]
By KT A H FES I (IMQ S NRVE ' &, PRl oI Ly-6G.CD3 #ik
B EEA XS LRE A REEZy i, = 7 R R 1
AU T i AR AR R AT
kB ED A W SR WIm FEARERIIGERYE  BK1F AR 1L-6, 1L-17 K FF1 M- [62]
JBE IRAT ER KEA LK CSF, VEGF, CD4*, CD3*,
Z WiE A Sk CD4*/CD8* 3k
A
WY S, 1K 400 ml &A% MCP-1 MIP-1at \ M-CSF [ 63]
AT

K

5 HiEERE

BB S 2R e LT e E R, Heh
I A0 e i A A HL e A T B B v 4 T S i A
@, ARSCEM, BEWEAMnT 285 RN, A E S
T AN RTENGS | BT E 2RI
M1/M2 B4k, 5 2 M Re i, RAEN BT &
S FAREAEAT, AR SE A O AN ) S8 4 5
5534k, TRZIF M ER S e OGS B R . B 2
WAL 1 REAR T o5 A& LE AL AR, 38 i
RURYT Wi 2 S 25 R PRt TR ARG hgl
EfEZHE . 2k, ZA0NIE, BERTE
WEAHMIR bt B rh 2 A B 2 5 R i 2R
5, AT A ST M1 B M2 B v A
eI Thee, Mimscsl «alfmE " MEUR, &
SORF|REE B RS, Wik, ST
JE R 2 PR AR B S B SRR | I RIFIY B AR
MESMHE X,

JRUAE 24 R ] 5 4 AR A e R i R RIS
AWIRA, BHEMEE—E R, £—, k£
B 5 i L 0 4 T ok TR T A AN A A SR
TREREE A 434k, BV 24 56 5 0 40 R A B 352 g
REANUAE FH T H A B |t 95 B ) J 5 1ok 34 58 19 e
A NTTE T RO O L 783 A D[P SE TN
B BT, BENEA AR R — A SRS T R
M1 BU5 M2 B2 (8] 77 76 A 5% b sl e AR A7 0 ¢
#, XSPERAHEGANEZE, A TEZ
BITHRIER T R 2 RE TR —RBW AL, 45
SR, B2 0 R S S B N R R Y
RGBT, =, BRE B ANk AT 3
PR T MI/M2 8 X HALE A A = B
MW 4 AR ARSI AR PR T 2 AR AL, AT e RR I
3044

T XA AR 2T, 50, BUA PR
ZIRRT Y MK, ISR, 25
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