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BN, Bl B ARG AN, LT T A
HEAFIREH,

TE A Gy FE NV g h R AR M ME R o B i i vT i
FHORFIE] FUAPN RS | MBI AR . R R4t
TR T 2 FhOR [ 2R B 4o A SR R s
RN o AN[FIZEAI R B W2 B ARSI RAAE , BT R
VIR . AN SOt th R 7 oI S5 ST RE D TR A ASIR] o A
Ry WA MG E AR M1 B E BE4TH ( classically
activated macrophage, ZHLFEILAYE RN ) & M2 AIE WA
e ( alternatively activated macrophage, FfUPETEfLE KELN
i) o ARSI LRI AR, FDEE M2 4328 M2a. M2b,
M2c Fil M2d 4 FHIEAIY. (1) M2a BEBE4HMLH T1-4 88 11-13 55
FEA, Rk HBRZAR, EREAIERRZAA 1. Argl . MHCIL, 43
W IL-12, T-1ra . IL-8, 1L-10, BE{EHE Th2 BIGuEEN%, 55
TR N IR KA ERF A ™ 5 (2) M2b ELWEAN Y TL-1 B B
BEMFEFILAM, %315 CD163, CD86, MHC I, 43 IL-10, CCLI,
FES HHAE; (3) M2c BEREAIIIH 1.-10, B R R4
WRIER, WK EPTR AT IL-10, TGF-B . IL-1ra,
TS 5L T REETRTUR™Y; (4) M2d E BG4 Toll #£32
JA(Toll-like re—ceptors, TLR) FIIRFF A2 a IR FIPHFEIESIE
B, AU TL-10 FHMAS R AR K7, SRR A A i . R
AR, AN, MR E A RERYRIR], iR RDRE B AN o
Sy 3 FZEAIT ZEILE AN (ST M1 BB SR ) L 5
e E EWEANI ( wound—healing macrophages, #1X4F M2a /c HIE
WEANAE ) | T PEE RGN ( regulatory macrophages, #H24F M2b/c
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M1 S A0 AR A5 56 15 5 A — R AL A U (induced
intricoxide synthase, iNOS), CD86, 1/~ % 12(interleukin-12, 11.-12)
&, M1 BIEWEAN I A SR URIRZRE Sy, P — S A
PRSP, B W 1L-12 A TNF- o %5 51T
Thl BIGRENZE, BAEMERUR ORI, R i o i e 58
HF A TS 5 RAERN, 2T NIUSG %, F5/iE
Ak SAIERT . M2 B E WA IARAEY) R 2R I(arginase I, Argl),
CD206. TL-10, i Th2 BGup%, il /i gnpe s+
IL-10 1 TGF- B 8¢ FIRGEENZE , AIA AR RAE N M2 21
MR 25 0 (iR S bR A PR AP AON )y sk S . A
BN KRR RS, ORI B A e — AR, E—E
FAF TR LA R A A A, eI AT

M1 B E WA AAT M2 595 B o0 AL R AR [ . M1
T [ W 200 M A1 0 A 7 3% IR F  B(NF— w BYMRI: 48 M a1k TR 4
CXCL1. 2. 3. 5. 8.9, 10F1CCL2, 3. 4, 5. 11, 17 [lE",
M2 BB WA ATS A5 S — PR M1 B E g = A: iaie
HF. a0 1L-4 A1 1L-10 BERF Toll FEZZIA-4 F1 v FHLREMIMINY
CXCL10. CCL5 1 CXCL9 74, S A S 4" The K
1R, WTE M2a Hh TL-4 1 IL-13 & 5MEAES: CCL24 .,
CCL17 I CCL22 =g,
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KEBMPEA, BRA I TR N E A, M2 A0
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TE B RS R FE A i 2R, AT B AN A S R
A G AE ™, CXCR5 & CXCL13 1324k, JFNER AT
JAPGEFR T CXCR5+CXCR3-CDA4+T 4 il K 7 2 FF A vk HE R =
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REVOHERSAR S B VA BR AR M HE e Sy, X 5 E
ELREANMR) M2 BUSRMREA  ps> T K E AN . B
IFN-v . TNF-a . MCP-1 #l IL-10 BYZiRH0¢, Hm M2 BIE I
Y BB PEHE R RO s OB A IS P8 M T L 9 PRI &
SRPLHIEAE A, HANEASE 2R EHE VAR T, B
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TR, IR AT S B A R RS S 2 LR
WS M2 RS, ATRECA T IL-10, kA K-
B (Transforming growth factor- B , TGF- B ) SN S N % . TGF-
B 1 SR AR Ayl 2 FARAS R A R, AL A S B R
AR, TGF-B 1 AT B AUEAH45E . 73k, Ml 1gG
TgM R 438 o B YR Y T 200 0 == S AE Wi it v A0 4316 CD4+T
IR CD8+T AHAER AHAE ISl EI, X —1d BT TCR, T
TGF-B 1 AJ LA TCR /S0 T ML, IFARHE Treg 19774,
WY, S BETH 2™ Treg XIHLAREIVEFAEZRA T
YNMEFEAAANE, Treg BEANTERE M G5 SO K175 S S i 52 7 T K
FERWRAER, &R AR O A D VR LRI R 30 CD4+T
BOTEAL, BEAMBIPEDR T (40 TL-10, TGF-B ) KIS s
fif 52 . HPTRERW], Treg HREAM/INE D) B B S B,
T 152 A5 Treg P LA AR RS ARG 1 S HE R R ™, A5 F
FEZEW] M2 RIS RN Al DS T 1 (Regulatory T
cell, Treg)i7=AE ISR EE RN B B S M 45 2 i R
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