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g5, o R BN FL R I, 7£1E 1T 48 B (hematopoietic
stem cell, HSC)K B 5E 2 1, B VR4 RN AA7E T A6
SRS AR, BH RSN 3 I T4 PR R AR PR R AT
RE K E BRI, (B — R,

HArAK, EWEAILN K B 1EHC-X3-CH 7
LI F 522K (C-X3-C motif chemokine receptor 1,
CX3CRDA SR =R < — ok Bk
T/ AR (embryonic stage, E)7.5K 110055 AR
J2, I 5 v B B JE A A 40 i CSF- 1 R 41 B Al 1A 4
Ji(erythro-myeloid progenitor, EMP)ELHz#k it #4%4H
MO B, TERCEE —FPOp e B ENEAH AL, FFAEEL0.5TE K
N SR, R B 2 2 5 A 4 2 4 P 1
P T OR B R BLTEER.S, Bk I P R 4
T2 EIRE HIMyb ™ EMP—J7 T EL 2 % J 55 — F O 5 3
ELWELH N, JFAEE10.5 7 5 5% 21 21 R sk E e i
77 TH W AEE9.5~12. 538 ik 1 A6 3K %€ 58 T IR i B
WE, FEREE— MR A, I TE14.55 5 ik
ANBR AN LA FAt N E v . B =k E
TR E R AE T EL10.5IRA E k-1 IR -0 5, BT &
(i C-Kit"Sca- 13 I 4 38 i 1 70 78 3 3 7 2 W iR
FERE, T RS iR S A% 40, FEAEE18.5R 4 2R
JE A7 WM P f 2 ke Y. R LA E L5 1) B B E B,
T MRS 7, TR B R A% N e
E17.5 % B4 o 8 i 18 3 & 4t m) 2% 20 245 1% B
An'.

RIE R B IR, 2025 W40 i 7T 4y g 9 3
Fe. RBG AT BE BE = FoRIER M AIN, EATEAR
A AR AT AFAEROR 22 S (). B, /N
J ARV T L ICSE-1R " EMPATAS (1 55— O 34 38 [
0, FE10.55Salll, Sall3FIMeis3%554 56K 1-H4%,
I B IEFE R R ARG (ST, I IR D 0 SR 5 (1)
EL ) 308 JV JFF 5 A U e et i ) 5 . R
TR FEAE. B RESRASURUA oY e B B A R it s
AR, T AT SRR 40 i R Y0 P [0 £ P ) ol = B A . R T
FAAZ AN M S Py R, — A AR AR T R
Wk ZH RAEE12. S IR G FHEAE TR 1, F T-E14.510) % 2028
SEFE AN B R 43 [ R 5 A% 40 B SR YR T E10.511)
F B k-1 - o B R C-Kit Sca-1 718 ML F 40, ©AT]
EE12 5T BT, FFEE18.5H &L i, A
R TRVEN R, ME E Vi (Ppary)™ . BRI
W4 M(Arh, Runx3)”. G R4HAEAdI, 1d3, Nrlh3,
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Spic)!" '\ B I SR L 20 M (Irf9,  Nfat) V&2 2 fir
EWRA AR T (R 1), IR U5 T IR 21 1 4
M RPASEAE A2 JR A RAE J5, FERRSTE O T A3 E
BEUR L B AZ A 58 2 AR, AT A R T8 J A B e
I A BT, TR 2 = 2l 18 A 7 20 2
Y FE AN SRR ) E W 2 7 /N 6RO AR S R H
PN R Rl P AR A R AR, S BRI 4
ZIE MRk B TSR, OO A
Ji 423 B R AR P SRR R o S 2. AR B T YR A
R 200 A H A T ED RV S SR A A P B AR, (H
R U P A 0 0 U P B 200 L ) 5 A R AR X 2
18, FE/NEHAE2AN H SR e k. T ML 2B R
F N SENSRAL T B 124, A8 A S A A R U
AN R AR R A E AT R 7 ok
OB 2], (HEACMAE RS AH Rk IE
() E R AR AR AR e M, XA S T R =
L .

B N IR 2H 23 I A R e o a4 B R
B MR E S 2 AR 2 5 4 B A R A
NEEHER AL EEMN. 1 RRER. iRt
A DA B BRSO A AR I H TR, B8 K
R T B LA, FRSMALS BRI A BIRE
Wriae A1, EAIAZ AR REm, A T &
BE ARz b e, RUEEAE RAEMOA AR
325 120 A R B 43t K B 1 R 4 i e s A 2L 2R
SRR, HFALR) B W gE MR R ORHF — i€ 1 B R
1, AR ROAERL VR B BRAEE R A, e
FMafBHlc-Maf7e 42 5 W 40 38 58 Hh & 45 < B
BT A 78 B R S BRI, E B R i MafB
Hle-Maff sgeAie i35 40 M 15 3588 AR S I 2 R A KT, c-
Mye, CCNDAERIE. A BRI, LS N I ) — Lefst
AR 52 4 (pattern recognition receptors, PRRs)TE JF 5))
HIREHr R EE LR, WA1ZKEE RZ K (sca-
venger receptor Al, SR-Al)/c-Myc/) Wil o] )~ 50 JIE
A E NG i, R R L 1 B
A B TR B S B R AL, B AT R e AR
PR BRI B

A1 2 W 2 B P A R I 52 A A i ) [ R 4 L S
HeHIsEmE, HR2X — R 2218, ER LT A i
b, FE SRR SRR G I AT A O it E R A A, AT
B 0 BRI [ 412 28 L A0 AL H) 1) P B, B N
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Figure 1 Developmental origins of macrophages. Tissue-resident macrophages originate mainly from Yolk-sac (YS), fetal liver (FL), and bone
marrow. The first developmental wave occurs at the posterior plate mesoderm in the extra-embryonic YS blood islands at E7.5. These CSF-1R" EMP
give rise to the original YS macrophages and colonize in all tissues. The second wave arises from the hemogenic endothelium between E8.0 and E8.5
in the YS. These Myb' EMPs are directly differentiated to the second type of YS macrophages and colonize in various tissues at E10.5. At the same
time, they also colonize the embryonic liver through blood circulation at E9.5-12.5 to form the first type of embryonic liver monocytes. They
participate in the formation of all tissue macrophages except for microglia at E14.5. The third wave occurs mainly in the embryonic aorta-gonads-
mesonephros at E10.5. They form C-Kit Sca-1" hematopoietic stem cells and then migrate to the embryonic liver to generate the subsequent embryonic
liver monocytes as the primary source of tissue-resident macrophages at E18.5. Embryonic liver monocytes also colonize in the bone marrow at E15.
These bone marrow-derived monocytes constitute the prominent macrophages of various tissues via circulation since E17.5 to adulthood
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Table 1 Characteristics of tissue-resident macrophages in healthy tissues

AR 0 44 B FEFHT AN e R
i} /N O AL Csfl, IL-34 F4/80™CD11b" Salll
JFFRE JEE A R 41 A Csfl F4/80 Clec4F " LXRa
Ji i3 [ e 4 Csf2 CDI11c¢'SiglecF'CD11b"" Ppary
" il 4 Csfl, RANKL TRAP'CD61 Cathepsin K* NFATcl
JLE ARAEL ) o) Csfl F4/80°CD11b"" Spi-C
M R A i Csfl F4/80°CD11b'ICA" GATA6

HABEDRMAL EEAE. AR —d ks JiEvE R &, (Hh T B il 2218, HRR R
18, EEMICEASVERET LR, ORNAY AR E LI A 580 A = e AR 1 25 PR 3k
RHREEMER. XS RITR, NONEEAEE AR EARENR, 4LLUR A E AN & 18 14
R 2R L 1F e R TR AT REDR I TP SOE SRR B AR A B RS IR R, R N A,
T2 i, FERPCDIIL ERRA /e A SR A IO A R G T AR R e R, LR AL E R
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JAE AR J5 Bl B 4. LA R A L ) S
TES B Z RIS, AL /N B 5 248 i ]
WA Bk R RIE 22 SR DU AN R, T BE AN 2R
AT PRI 5 A BB AR /)N J o 4 L A AR 1)
FARCRA FE A sh e T ER, e
T 72 S U AE S AR B v (R 2R B A
(22 FEE S FL ML MRS BRI IR, A Rridt—
AR

12 OEEREANAE

RSO 2 E RN AL o 18] 5T 40 ML 1) 7%, 43
i TRAGCHE, 5IEMLAT, 858 THSR%, MO0
MR B RN RaA g B EEREMTS FR A
FARILAEF AN A A SN E R R IERE, fESL
PG IR G R IN, O WELLZH A () E VA T 0 A
PSR Y W Rk 0 eSO, R
FAAZ A0 BT P YR R A P B = 4 R LT JE B R A
F. RS 25 PE T, PO YR WG 20 P T el Y B
AR AT AR, JLThREth kA= 0 T AR AL, N FH 1 R OR IR
FiARUER, /RO O UL BE(myocardial infarction,
MI) i 0 I 5L A7 5k 44 i ) 26 06 20 = 42 R N 1 B
60%, Fifl J5 4% 112 9 B C-CHEFr#afl K 152K 2(C-C motif
chemokine receptor 2, CCR2")5L4% 2 A I 14 [ 105 24
B, IR4ERr RIS 528K, AT PRI 1 JEAL R 4
K 2O RO IR Th R e Sk LG o,
/N B I TR A7 [ Wk 4 A 8 B B TR >,
K E Y5 AR 28 7Y E W A B A, (ELPE 50 i A 4
BIZWIRE, REHASUEEMERY. Lo AL g4
A 5P B SE AN R PR Fh R, 2 A A e ) T e
P B AR TR /N BRI O T 2H 23 A i o R YR T
RO TE, A0S E s EAEP) s B
A EE 4 Mg IR SRR B v iR B AR, S ECOME
BREIREIZETE K. IR LM 24 W
SR SN ON B B B R AE M AH AR A, UHA /N BRI
22 1) 5 0 P ) SRV ARV 7E AR R B8R, R
T A VR I SRR 1 o B SRS Wt 241 i T R LA A 1R 1 3
REARFIE, R4l X 4y LB A 15 R 0T BE A2 2 5 155 7177 W).

/N BROBAE S5 IR 2 253 5 e 2 e R U 1) R
¥ B 4T i (Mertk, F4/80, CD68%% 15 )WL,
KU ERIGHE . A, M H e S, Bk
1 RN S T i E I = N (I R = e TR N
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s AL I i (Ly6c ) PR it B 40 (Ly6c ) >, 18
NAE MR T, 43 A% A (Ly6c ) A2 e 32 B
RSy, 21595%. fE/NRH, Gt A% (Ly6c ) S
B2 $1 PRAZ 40 A (Lyec ) ) EL B SE I 65, i34 295 1
W LV A% 40 I K 50%~60%. AL R ARIC N BE RS
WEH, 7RI R & AR = 2 N TR, S
NS, 7T 4 s AR L B AZ 40 P, 3
PRI KE TR, FEThRE b, 2 ML B N i
5 G5 F0 S AE AR OC, FRIWH B 2 1 48 e 2E T
BB, T 2 s i PR 0 i U S R 3 3 B R A
F B AT MUE N R A0 Hp 8], DR 4 M A0 ot A (g i A
HAFAR Y,

Bz, O AEA R BN IR R R B SRR,
HE RV SR1S 5 AR O 8 B St 2R R 3
ISV LSRR O Th R o2, 76O AL 23, A 1] A
R Zn] HE 5] LA [F 2R B Wi i i 2 B4k e 8. i,
TEOTERLONEA,  RCET 4400 7 WA T g = -17A
(interleukin 17A, IL-17A)#% S Ly6CM e s 41 -
MerTK B 7%, IigE L m e 2 8 B RE g 1k, AR
&, IL-17AT] LU Ly6C " R 40 i A0 R H s 5
T E RN, S0 OIFRAEDY, R BT S BARR, K
/N BR o U 5 24T P R 2 AT A — o B S 1 e R e
fA v 5 an, a4 B AR 1 2 Ak 7T T R T AN TR 2K
Y BAZ AR 24k, BIAE K B I il dm bt S0EE i R
HRIMOA R T s O R AN TR R W 4T B 1)
REm Gt AR R e, HIIGeE R AR, i
23 AN ) SR 5o I [ 5 200 A B 2 A2 R R MR X TR
ZIEE A O fE B R A A B AN DRI S B e B OC L B

1.3 AR B

FaAS I 5 B Bk AL BV 40 i 32 B4 A T4, 7
/NER AR, 2960% 13 fik 6 40 f Sk U5 T G 51 3
FENICX3CRIT EMP. 7EHEGHI2F W, EATHFI3 K
HPEHSCORIR G R FRAZ A0 A PR AR 21 A=, OF
FIORE E VR R E20% A 4. A DRIES
1 7 B w5 AT 5 00 A4 F  EEA A5 T 51 4 e 4 7 3
[%]-¥-(macrophage colony-stimulating factor, M-CSF)#
C-X3-CH: Fi#atk A FHt 4 1(C-X3-C motif chemokine
ligand 1, CX3CL1)/\ 345, gEFria. 753 iz i
IR FEAN o5 17%. AR 2, 78 B O 5 e A i
IR 1Y) B 20 A A A AR AT B IR B RE T, ARt
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Lyve-1, 5 4 ¥k B W40 A L W fe 0 D). 78 1 4%
AR, KRG A A0 IR & I B, oA E
W 4 e ) 5 SRR

2 ERAuIhResrk
2.1 RIE

RAE S — AN ARSI AR B, T B
TE R AN e A, T BRI A, Ry
F IR BB ERY . O M S i A R
AN E AR R PE SORE, RE IR RE R I T 5 5
R 5 EEAREZEL, T BUY R — P8 AR F R 1) 98 55
N RE SR E R R NAAETB KR FF
SEITIR] . OSGEEE DL RS R S ANE, (HPE R
H LRI G AE . 5 S mBRARS 2 70 Ax
ZWF A RN, R R A R B R 28 PR AL 2
PRI/ E BT, B 2 A T A
VISR AN i BUR ) EZZL g et} PN ae IN E R B
SER R, 2 4ERFLAR G 9% R 40 N RS T4 1 32 2240
roec]

BN B A = T, 1552 B4 R RO S
S JE R A e 2 R R, AL AR 2 (R SLTE AL AL
R U SR GRS ALY B M 4m 7. g ¢ Y i
2 i A] B 8 £ M (lipopolysaccharide, LPS)E( Tt & -y
(interferon-y, IFN-y)HI# 1k, B RFE A T a(tu-
mor necrosis factor a, TNFa), IL-6, C-Cia{k. X 7 {42
(C-C chemokine ligand 2, CCL2)%5:AE % 41 iU Rl 7 Al
WIRF, 5 RIER KA. HEUWEE R E g B A 12
BERAEVE IR M GBI AER],  HIL-48RIL-13 Rk Ak
Mk, PAIL-1055 5 R AR, 25 RAEHB A
A I FECTY A R A X 2 R B R
SEAEER W, Hor (g 2 Y B R A 5RO 1) 4
B, S5 ZMEEARTER, EdERER B
HMEREE T B, ool R, J N 20 i
N HEMEE R E G G 3 SRR, R k2 2R
B, IO AE, MREGE, SEE, kR % 5E
SR, PRENUR RS T (IR, B
A AN S B2 H 32 KR SRR 25 R, B
MIENLAAR N 28 RE AR 20 4%, AN RE Al S 2ot 1
FAR AT R AE T DA M, 752 F SRS 40 8 75 %
M2 A FEIR NI FE.

22 KM

ELR AN 2 ML AA A B 2L ) g M, A % 1R A
T2 M, GFERES. WM. /MR
M AR, OGS I AR AN T 00 R o IR
T )R 2 o A B R 3

(1) FWAREA.  EWgiRsilE & A 5 sae
RANML, X BN A ASTEHTE B i) 7 AR 2 1 A
TEF G HL T B4 i 30 % B i 5 1 32 & (low den-
sity lipoprotein receptor, LDLR)FEHUE % i A5 &5 11 (low
density lipoprotein, LDL). %A 11 7E .3 40 fL T it 72 51,
21 P, P L i 1K P 7 e T 47 I LD LR % 310,
PRI, LA 2 et R SAL DL A 2238 i M A1 FH (pino-
cytosis). MUK SRR IGIBAR N A, A2 4 A W 40 AR
FMILE R — AR, B ULEh & B Ty
Rz, 5RARLDLAE, &5 FILDL ¥ 2l it
SRS T NN N BN, IR AN T R
M EE R, I IE R ARAE R — R AR 52 A 32 2
K& TEWRARELR, #ef% R EmEmEED,
SASHIR A R BR R BT I8 KRR R
FEAFESR-AL, 5 RE S5 R 1 B 48 i 52 44
(macrophage receptor with collagenous structure, MAR-
CO), CD36, SR-B1, &4 ZH A EALDLAZ /4 (lectin-like
ox-LDL receptor-1, LOX 1)1 P Ji 1& 18 K 5244 1 (scaven-
ger receptor associated with endothelial cells I, SREC1)
S BEFESE,  70% M1 A AR % i 2 1 (oxidized
low density lipoprotein, oxLDL):&HCD36FILOX1iR
A RSO T R A LA 5 I 2R (minimally
modified LDL, mmLDL)¥: % i LDLAZ /&M AEi5 i K
SAIRHYT. HoxLDLANF, KZI80%H £ AL MK %
JIE 2 H (acetylated LDL, acLDL)/&ilidSR-A1/r S A
FW AN 4 RAE SR, SR-A LI W% &
FIAH ) N 75 45 A FracLDL. KA 5 6 55 1 (ag-
gregated LDL, agLDL)WN| it 175 5 2B A e,
agLDLA% 38 3] — AN ThIAH FLIE 2 16 191 B gk A S,
X FERR 2 9 B A F (phagocytosis) ™. B i
N LRI A 5 A i B 1 RT A% i VR AR, S EUIR
SR D JOEL [ R S A AP ol i OB ] R T TR
i 12 L I P P AP P 3 1) N Jot oA B A 18 L T T IR
TR, BRZIV IR, 8 R A M A AR R A 4T
b
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(2) BMEFIT AN, R R B T4 i
FEFR 2 M B (efferocytosis) . TEVF 2 TR 118
PEARIETEGR H, BRI M FE R R AR RS, 23K
KRBT MR RAE R, R KEI T4 X 2
SRR EHLINIE . B B g% SN DL A B
S R A o R E AN B R )
PTG MAH SR BCAAR B 324K, @i i B 28 s, 45
B T SRR -IE AR &, AT B AR T
g, 7ERRERE TR AR R, BN A
R AT 4 (B0 TNFo, IL-1F11L-6%%), {23kt 4 K
TR ZUE SR 7 1 A2 BB Tl - 10F0 3% b A= K (R
(transforming growth factor, TGF-B)%%). 4 i ZE LN RE %
RN, LR A TG 12 SR R S AR s 48 R It sh e,

MBI FE TR TEIEAS Bk 2L #0154 i 1) 7
Wik R P X . M ZR R R AR R I T A 4
Er R TG RE  UR TE BE P AORT U T i R S D R
FE B — W B, U T A M R TOE Ak BT (4
CX3CLI, 1-f#R%% i (sphingosine 1-phosphate, S1P)
R 1fiL 1% I B JIE 55 (Iy so-phosphatidylcholine, LPC)%%)
PRyg i S B Eh 510, BEJE, AN M o
JH SR T 52 A B4 45 6 U T A B B e M e 1 42
5T MRS S, fe B G T 52k
F Stabilin 1, Stabilin 2, K% B li 5 A Z AR E ]
(low-density lipoprotein receptor related protein 1,
LRP1). @EHEn T 5T MM & 2 haiEE
HEC R R IMBEFTYRO3, MERTK, #4 Ravp3flavps,
CD36. TR EZEHM > T2 A KRR EH6
(growth arrest-specific protein 6, GAS6), & [ SHIFL A5
BRZE A KA F-8(milk fat globule-EGF factor 8, MGF-
E8)™. TC BLIELS A3 L IR A5 AR T4, B4
Ji SR THD 52 AR AT DA A & T I RHO KR B /NG TP I
W, ST AR AL, B, AR S B A
A% 1 %853 1 (microtubule associated protein 1
light chain 3-1I, LC3-1II)5 &R RS A,
JA B LC3FHRFFIR, LC3AH TR MR i) LA ik 7 Wk V75 1l
TR RIRAK, 5 AR T 40 e .

23 DEEMEATRE

o U I A AN 3 =2 7 22 S 2R ) I 4
e, WHRIEM AT, WA R AR R A S AN
TFWRRE I RE ), B — L 5 40 MR IR AT 5% A s ik
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(1) LECCR2 ERE4HAEIIRE. O HECCR2™ B M4
B4 — SRR ThAE, BRSO BES
FE5, FmEC AN BHE AR R P o 4 R AR iR
B RO FEE N, OB
38 3 3% % 2R 1143 (Connexin 43)[A] P& 82 5 O LA E
PR, 55 B SMe g ak, ko
T Lt e 8 5 o LA P ) R b T B B 2, I
AL S TR, EBROE B W20 M B A A 1 51
Fx EWESN i Connexin 432 S8 m =4 HA LS
AR, TERLCIE LN IR 5 R O R SRR, BORT
WEFEE R, O ILZH B w0 2 7 AR = 4 a2 b
e FLERSEY) il ik 40 M eV HE . A R i
R RE, TR AR R O AR L SOE
PINATEAL I IR LV 0 JU A R S P

Y1) 240 B SRR 1) G 40 2 TR B ik & A I R
TN ST S0 R B R BN LA EERT
A A B Gl DR T J5 0 ) AiT A 40 B R T UL )
AR 5t bR 2 ik P R 4 i (1) B AR DIAE O, B
1 B 3 o R R S A AR K Rl F-(insulin like  growth
factor 1, IGF)-1AIIGF2E-40fuR T, 5 R 3 ik &
BA. BRI R R RG B AN AR T 5]k e IR 2 Bk i &R
G S RIS . FEBAE ) LO IR AN B e b
P i), B BESRYE ) LV 40 A A 2 O I 4B
s R RO (R, AR A M e Y B
IREMANE 4. EREEOIET, 5CCR2'MHC-TT""E
Wi 40 AR B, CCR2™MHC- 11" Ei W40 fia #1CCR2™
MHC- T1 ™" 0 41 ) 48 PE AN 5. % Pt IR T
Mo TR IA e UK, TR E RS FH
B, /N ECCR2 MHC- [ '*VFICCR2 MHC- 11 "'
W A T A IGF, B (i e A A L 1,
O U [5G 200 D 17 7 W 3 0 348 5 P R BT 4R OO 4
MNFEE. 1245 RN IE, B M RPRIET R 4k i 51
2 PRI L CCR2™E MR A (1 ThRE 2 A1 2 5, X
RILCCR2 MHC- 11 ™" 20 i HA Bt J5 5k 2 Fos
T 3% (i R 4710,

(2) L IECCR2EMELNAR I ThfE. L CCR2E
WG 200 A 3 SRR T BV B AN, B AR T DT
1% 45 6 55 TR A5 ) 4R 52 14 B2 A1 3 (nucleotide-binding
oligomerization domain-like receptor protein 3, NLRP3)
BN PIL- 1R R MR R IR, BRI



PEBNE: ARl 20224 2% S5

CCR2 'MHC- 11 ™" E e 41 il O 65 V11 T R ¥4 o 5 4 el 9,
ELAE O FIL SR I - P B A 453490 J5 WO 5% 1) R ¢ 5 e 41 i ]
AT A R 0 PRI DA S AR B SORE R IR — I, $2
7N A R RE SR BN o I 98 0E T 48 5 3 1 — FP R B AL
Hil. DRI, T VLA B R R 4k A
DNA ] Ji# i Toll 52 44 (Toll-like receptor, TLR)9HK i
BAAWOECCR2 MHC- T ™ E W4, {259k ki 4
ML Ty #afk B FCXCL2MICXCLS R .

H B CCR2 MHC- 1 ™" [ I 40 o 8 425 2 A% 4
AR DL AR R B A L 0 T AR AN IE 2
5 CCR2™MHC- I1 " g 41 i A 264, CCR2 MHC-
T ™8 50 4 o 7 A A/ S ot S5 % R S50k S ATk
ELA S R, (ER E AR O RE A 2R A (A F A
SEATERE, N TEAR S R B AR B R X — r) L

3 BRI A
3.1 ERERAE(S 5

AL NAE T IE S 2R (5 5 A RSN 4
. EWRAAHL SORE(E S M g RS T 1B
(nuclear factor-«B, NF-xB). #3574 A 1(activator
proteinl, AP-1){55 @, TH KA K F(interferon
regulatory factor, IRF). {4 1% 5 A ¥ (hypoxia induci-
ble factor, HIF). JE52/AMY M2 R & HME /A 5%
J S 0% Rl - (Janus - kinase/signal transducer and
activator of transcription, JAK/STAT). #fE/MAE(in-
flammasome) A % i3 15t L BE-3- 34 B (phosphatidylinosi-
tol-3-kinase, PI3K)/&5 ¥4 EEB(protein kinase B, AKT)
58]

i 53 T -7 NF-xB/AP-1 252 % Tol IFE 32 1 5 Ik
(TLRs)~ IR FER F 24k (tumor necrosis factor re-
ceptor, TNFR)FIIL-132{4&(IL-1 receptor, IL-1R)HI{5 5
e NIOTO = A s AR SRR R R (R LA ), I R
Ui R BREEEG SN, T A 3% S PR NF-xB, AP-1HMIT4L K
5 [&lF (interferon regulatory factor, IRF), 1812 B 41 iy
LR AL AR S R R g 23k TLR A4S S adad ke
I A N 25 3L R 88 (myeloid  differentiation factor88,
MyD88) K i 14 FTMy D88 3 A9 i 14 3 42 v i g e TR
A% R F«BI#1| P (inhibitor of nuclear factor k-B, Ik-
B), Ik-BRE1L 5 R NF-«BIF#E, NF-xBHF5 241 iy
118 I 45 5 5 8 I DNA T FIE 3E 28 5 A G 55 [ (1)

Fik TN ETLRBEZ K@K, TNFZ A %R T
(TNF receptor associated factor 6, TRAF6)/& F Z {15
G, I B 5SROz FAIE T N -«B I
P, Bt e T AP-152 Jun Rl Fos M4 1 1 57 — SR k.
TE SRS 5 RN, TNK) I 2 1 R I 2 LI 1R
AL B AT AR 23 MK K 7 FIMK K 4 B[R0S . 35 1E
HIINK 5 c-Jun 3G T g I 2 Rim 454, 5l ic-Jun
R 22 IR IR IL. c-JunfffRIL 5 S c-Fos4h &
FR U IR, B S AR I R O A,
FELPSEdsDNAVHLTLR4, TLR3Z3Z ki, 5lie
EMyD 88U HiE %/ S TBK I MR fk, It —25 5]k
IRF3FEIRIL . AL AL TE WL AR, (RH3FIFN
DL S ¢ A fry ik,

JAK/STAT{5 5 i % il i i 5 STAT 1 #1STAT3/
STAT 6 [H] 1) - i 5% il 55 Wik 244 P 1 Bl A0 0 3% 1 24
ARUS 224 o0 i [R5 0 MO 26 T 2 R 45 5 i 51 R T AR ST
Ftk, TEINIAKsS & STATsIFSH2 45 /445, {2 ik
STATsBEER AL, JF RIS B I8 — RIATE AN, JA3)
MR RT TR By SRS S G, AL
JAK15JAK2TE B I — B AR FIRERR L, Jdt— 0%
FSTAT U RRAAN — Ak, NIZJE 3 T 2 #E 5
PRI 05, SR e 200 1) 2 5% B AR Ak, 51 S 80E S
RO S — 7T, IL-45 H 2 AKIL4%Z K (interleukin 4
receptor, IL-4R)45 & I 51 ALSTAT6 Y R Rl — B4k, ¥
T FISTAT 6412 33k 515k 4 171 2 4046 42 T A A ™,

HIF 2 15 B R 4 f A A0 1 B B s R 7,
FEHIF-1, HIF-2FIHIF-355 %08, EA13 & A ol 5 AR
WA, IEEAEGLT, HIF- 18 2 R 54 B (photorecep-
tor dehydrogenase, PDH)UIE (4 f#; SRS, PDHIE M
2NN, A B AR THIF- 10 5 HIF-1p4E5 & 1% B A U5
TR, NG S8 O JFE A (hypoxic response ele-
ment, HRE)%: &, i 8l SO e 5L R A, (e R Y
BRI, TGS R A 3 R, = SRIRIEFR ] P 3%
FARRMEAN, BRFARR AT (L BEHIF- 10k, i 28 PE4T M K 1
Sy st in ),

RN /AR 2 40 80 s S AN B i 1 BT
BN EEE S PG, HPNLRPIZHF TN 2L
E NGRS NLRP3 #ORENME T B R Z 8 EA
NLRP3. f##%5 HASC(apoptosis-associated speck-like
protein containing a CARD)VA S 33 2% & [ pro-cas-
pase-1 =770 42511 .  NLRP3 | 22 Fh %5 2005 IR A0
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Kot lashmEth, EEERERN: (1) [aPE. $ME
{5 5 U NF-kBIl B8 Jo, {2k A 44 & 5 WINLRP3,
pro-IL-1BFlpro-IL-18%FK 1A, (ii) ZHZ%FEL. NLRP3
5ASC, pro-caspase-1454, 56 INLRP3 % i /M H
% Mlpro-caspase-1 H F BT 1751k, pro-caspase-1f]5¢
A5 T B Ylpro-TL-1BAlpro-IL-18, {2 & A A
IL-1BFIIL-18, 25 EmMggnfE JhE s " 54, %
{1t caspase-1 7] BIY]3H 7 = D(gasdermin D, GSDMD),
GSDMD BTSRRI N 5 4432, 72 B b
TE AL AT CAE 4 i N AE 02 -, 5 Bl IR 2,
fil A M AE T, A AR T A R S 40 I SOE A A
WASPIRETR, O FETBOR B 2 JRE SN, 0 =540
N2 3555,

5 A L 8 R e AN 52 200 e 2 T 52 A2 A R A
TP PR, A% AR KR, WORE R S
FAR . AR B B P B0 52 AR y(peroxisome
proliferator activated receptor y, PPARy)FITX=Z4k
(liver X receptors, LXR), ‘EfI1350] B #2ak a4 42
NF-kBEEHE R T I03E 1, 0 [0 20 2 o e oY),
PI3K/AKtE 5 il B e 2k B W40 i 2R A7 39 AL,
5 E R A AR ST, TLRAFNH: A Ji A1
AR AR R A AR R DL F e s AR B R TS
PI3K/Akti&4%. Pid FIPI3K T 7Y 13 2 1 ik i Mok AL
4,5- %R (phosphatidylinositol-4,5-bisphosphate,
PIP2)7E Jii i b A= ik Hig 16 LB 3,4, 5- — B 2 (phospha-
tidylinositol-3,4,5-trisphosphate, PIP3), PIP33#— %
AktHIE 115 2 & A %) (mechanistic target of rapamycin
complex, mTORC)2HINLHIHE &, (EZmTORC2EE
Akt PI3K/AKGE B 0T BA TLR AR, 2 Bk
J  TLRAINF-«BA5 5 il i (1 57 PR 1 85 PI3K B Akt
TR P30 B Rk B8 AL 5 W A O XS LPS I I B
P, I TLRIEOE 402 B PI3KAS 5 Al i S NF-« B
TEYE, S SR — S & & B (inducible nitric oxide
synthase, iNOS)FiA, ik 48 RN, BRI, ] =
WGk 210 I P AR 1 B 5 489 958 2E SN, PIBKONI/ B Ak
AU T F5 5T A E BB

3.2 EWEANAR RS SRR

M 4 = S i 49345 AH 5% 23 1 185 X (danger-as-
sociated molecular patterns, DAMPs)F5 JE AR FH 52 4 F
153 (pathogen-associated molecular patterns, PAMPs)K
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NS FUS S 13 DAMPsFRCN 4R B 1, ok
PRT 52 2 LIS 40 I A B R TR YR o T, AE
SR YLl T M R IER B LN K BRI, AHEATP,
JUR R I A 5, U [ e 4 . PAMPs ]
SR AT LA A % AR ST AE A, s 7
OB, ELERIZE A 2P XD AMPsHIPAMPSsfig
WoE E RN IPRRs.  H AT DA% € H 2 /0 SN AH
JPRRZE I, BITLR, CHYEEEZR 2R (WDectin 1-2),
NODFESZ A, RIG-TFEZ AR AIM2FE 214, PAMPsHI
DAMPs4E & E g4 _FIPRRs &, S SRS EL
G5 I0EE, F=AIEn i R FEAE 7, B E
A T

TEASBEHL AL, 0 41 A B 4 10 EHE [ e s A
75 S R AR T FERE I B B B T M 4 (reactive
oxidative stress, ROS), /£ &K NLRP3 4 i /M 0, S
FL-1pFIBFAM A, CD36#E 1 oxLDL, 7E Eil
B P A B T I f AR, [RDRE RE 85 A NLRP3 28 i
AMEP OXLDLIE AT 40 175 38 7% 52 44 A Tol IR 324 5K
R, ARG 2 R T B & A R AR
B4, mmLDLA]#CD14-TLR4-MD2A 5, 5|48
B EA A AR T2 A" oxLDLW #:CD36H
A, fEBITLRAFITLRO S5 — FARBUIENF-«Bf5 5 1%
7, R R T S A B P R IS iy e v
CD36MITLR2, {2k e i -,

R RE 14 Hig P 2H 08 0K &= A0 Bk AR R B A A5 S
(obesity-related danger signals), BEFRROS . ¥AHEIA . it
2 I8 W7 M2 (free fatty acid, FFA)ZE, FFE ] LA B B 4N
FIPRRsA 5, {EHENLRP3 % AEMAKIS0ES" . BT 45
BRI, NERER AR P LPCE &I N, & REBSR-
AV, (et EWRn R 5 5 B 4, IS 9 0 IR,
FEUE S B A R AR SR RIRE 2 R B SO i
Jori 4H 2 1 W 4 i 1 B R R 2R, HIF 1o it R A A 5t 1)
L) 0K A 150 4 P e A1 48 A 4 1OV PR AT R
FFARITE LT, SR RERS T2 18 om B 41 i 98 F S M7,
PEHE R AER FTNFo, IL-1pFIIL-6FIRE, TR S &
?Eiﬁ[l(u]-

3.3 BRSO

Bom ) E R AR A 2 s R 1A R TR R A
1, IO, MAEMIEITH LA, MR .
TE JE SSE Y, R b Ly6c™ 8% 4 i 43 f Ay fie 4
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EWEAfE, oW KERAME. wEE. B8R T
(CCL2, CCL7#ICXCL12%5)F1%$4E K F(TNFo, IL-1B
HIL-655), 2t Jm Bl Al 4x B S0E S B, 3 B A 2344
R B EARH P A SRR RS, Ly6e™ B A% 40
N A B B R E AR, KB TGER. ML A B
A K A-F-A(vascular endothelial growth factor, VEGF-
A)FIIL-10% R 7, #0205 e b, {RHEHLUER.
TGFBAMIL-10i4 88 75 542, VEGF-AR] LA{E #E 1L
BHE, R4 )8 E Al (matrix metalloproteinases,
MMPs) 4 & £ [ i 2H 23404155 (tissue  inhibitor of
metalloproteases, TIMP) vy [F] 1 42 21 Bt o0 36 3R &
E‘[IO&IOS]'

bR 7 2 S A R R SOE R 1 BLAR, iR T 2H 4
W 4 5 A 23 Wb — R AR T R 1 2 5 R4 HLARAR
W, EIENREC R NI VEGF-BAE. IR 72 1 9 Bk & 2 B
T O RS 4 A AT VEGE-BINMR 3 i 75 1
B A A IXEFA, #5475 N B AR &7 5k Dhfe, 25 L
Ak s o AT RO RERER, G 4 4 4 s T
SY U E ETMIR 1S5 AN K, 255 i Ak,

3.4 ERENRR A S AR A

2 . 2 AT L o A 2 ] A 1 Tk 4 R P S AR )
ARERE ", BRI R R . =R
1% (tricarboxylic acid, TCA)/EH . NENTERA IR
W, BT RS R 5 SO I S DIAR O, A I A A
TES IR A BAEH.

A1 48 7R 5 R 24 i P W5 L TP A A QT 39 e R 2k
RSB LK O B g 2 AT ). Gl A 5 R T 4
1l Fl 2 Bk ¥ 4L B (prolyl hydroxylase, PHD)F14E H B4
Fefd, BEmEeEHIF-10, 7578 4 M52 8 H 1(glucose
transporter 1, GLUTHfIAF T, feskpimem " 2Lmk
A B2 (pyruvate kinase M2, PKM2)HA (& i H 441
I v R AR RSN T A 14 28R (Waarbur g N, 7 A2 K&
ROS; [AIIFPKM2BERE A A M, SHIF-1oadk F{E A {2
BEIL-1B, TL-6%5 4808 BT 33k, S5 (B I A
AR FGATP,  AE45 e 40 i e 56 1) 23 W R 7 g T e,
TR R MR AR, AR T 2 ) S SRR I B B
JF AR R UL NADPHAY F fIROS & k.
L L[, TCATEIR 240, fEFT IR J5 AR AR 5 T
PRI KRR SR AR ARSI, A
TARRBE R FHEARIIER . Mot DALl o1 i 22 55

AW R SR TR AR ) RO AT SO A i R
43 F0E ] 5 AR, RO R A T A S ) S A
AU BB M A U T A HEHIF- 1 e R S 2R
JEPEROS(mROS) A=, 1 — IR A 5 W 4t Jfd [l {2 98 IR
B p

5 {72 78 Y E Wt i ) AR IE AN ), R
G 4 M 404 50 B8 I TC AZIE A RN 3 538 1 4 b 14 S A Tl
BRALBE 1, I 2L K FRIADP! Y s e
H & B 52 f4(mannose receptor, MR )& S8 52 4 1) 4 &
Ak, A8 LR Bt B RN i . Uk R AL R B8 B 3 PRI AE
53 7% E A 4> - EliE CD206 F1CD301 ik 12,
AL, TCAE EACU ™ Yol [ — 12 (a-ketoglutaric
acid, o-KG)ita] #IH|HIF-1afMIL-1p[HI =4, #EPHD
IR BIEAL !, 8 7R A R 45 b i S A
FR A (L BE A e EORE. SRTTIT AR 745 SRR 1,
0 R ] RE 2 18 B Y 41 B A AL B IR 1L 1 RE 2

RAEMRICHEREIR . SR B MR R 6
L EEIA G RS, 1R E RGN, F &R IE T —E A
(NO) B & 12 FIKE & IR - 1 (arginase 1, ARG-1)i&f%
S I 40 L PR A A 7 2R SRS TR s> — T
Fa A RRAE NINOSH R ANOA g fe, ZH5RK
R EREAN R AL, BN EBZ, INOSAS & it 22 &
HEVEA A EE YY), 55—, AL BT B
Y, ARG-UEL-FEZ BRI NIR R AIL- SRR,
PRI TSR FH TNOMI & k. S&E Rt — Bt NF
W 2 W U 2 R A R 12, A 2 T 40 i 3 5 S 4 21
BE.

4 BRSO PN
4.1 BG5S Sk oRAEREAL

(1) ErgEgnfAs Qs X a8 SO, VR
M2 ASBEHRIE BB bR &4, F W 200 i xod I (3] 7 5%
AN A DL R RS R s . BT R Bk
ViResZ i, LDLBIYIRESNKEE R, FE4 40 B o138 i
KT HENEEN. ShEKEE AL ELDL
PRSI, BOE E VR4 iR L LU 2 k. JEiE
KRN e R— PP EZE PR AGR B2k, Beig R Flid
FEHHLDL, fEASH R AE B E R

5 I 20 et 24 Py L [ s AR e 25 L T 2 Ak T 30 2
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AT IEHE LT R AR BRI S AR E i T DA s
AL, 2 i R R D) DA TR ¥R 1 TR A AR
AN, A4n R P R R S R 2, MR HERRRE
FISZ ORI, LN N ACAT 1] BEAk 0 B iE [ i, M
TR/ FCHERS, DA FLAm B R SR RN £ L [
it 7 68 W 4 PR A A7 25 &, A P 2 R A B A
I 25 U 2 L e AE At P R T AR SR, ACAT L R AL
HFIRE I UG T F%, DRI X — 20 s AR, RATE
0 P R b () Ui = A ] B e 0 TLR FINF -k B 28 5E 15
ST g e A st 22 i L A RO i {1 AL ]
FHE R AN, (ERARAH L H, ABCA1, ABCG1HISR-BI
Z 5N R A, ABCA VR IH [ EE 47 2
ApoAl, ABCGUEiFH[EEEAMZHDL. 4 Ehgh i
PR L R 7K SR B, TXR sy, A i L 3] e ik
ABCAI1FIABCG14MAL A Hi 4 HofE 0,

(2) ASIEFEH E R MUt A S S . ASBEH A
/DLW EE R , BIE 4 BYFNZH 21
s MY 2 LB Hch VR I AN DA 2L S UE
SRONE, PR NI EA R MZERE 77,
YRR RE D L R e k. FE S KRG T 3, 4 g
RAET RS, REBMEEMpERLASEES
HuA 32 WM R A, BRIt T ASHsERE . Emk
0= A2 FIMMPsidb v B AR AR P AR IS BT, B IR B A Bt
YeoAsoe kS0 AR T I RS, G 4 e g 8
JEPEXT AS I R ) e A R AR 5 4
o, HEUEE Y B VRAN A AT fe (e i BB o AR A
IR R, SRt i A v, RAE ik, — il
I 98 Y [ 240 B oy b B A AR IR A R AS T
PE, T2 ZUE ST R B R AN WA I 40 L (R 7 RE B H it
ASKJE, (RIEBEH A4k 2H 28 %

SR Y) )1 BB iR B AR & g e 4
iE SO, [ B ST LA P R A B ¥ P 40 P B2 4 P s
I5 ML 20 5 B 41+~ 1(vascular  cell adhesion mole-
cule-1, VCAM-1)FI4H g [ % P 531~ 1 (intercellular ad-
hesion molecule-1, ICAM-1), B ZE0EH 1 Ly6C™e" ¥ k%
MR NS IR, 52 F0E S BT R s
EREANAE. pbah, 2H 2R A I AT A B R P T
JULEIH A 1) 5 4 R &4 L 1) 0 A A2 B ke e e 4 L 1)
FANEA IR, FEASHEEIA, BRI 3 EORYE T
JBE W gn A 3 5. B R 2 70% M B
WG 20 SRR TR A SAZ AU . MBI JE, B4
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it B /D A R B I B R, 2045 87% 1) [ I 4 D
JRE R A IGEE. AR R LR O E B, BT A 1
E G20 B L st R SR B AR S5 AR, X RIARRES
I e I A B 2E 4R LA I A T B 2R k4 T
(K12).

J§ FHLDL 32 #A i 5: / B R Apo Bt /s B
HEAT ASHE AR X = h ik 40 B EEAT S 4T RN AT 4
T, R T R ol s 200 ) T S Rk v KT SE [
T 1 98 T T AR 40 i R Rk = K Tre L 4B B
Cd9, Ctsd, Spp 1 HUILZKF 2 i K1 Fy i R 4 . A = iR
(1142, RN M RIR B 1 R AR R 7, 1% 5 A A1
G 2 52 () VLA [ e 4 L 908 R 67 A (0 B AR A,
— P GGl FR R R A 3 R B R R BE e A (1
CX3CRIUMIIEAT o0 M, RBIHLEREAM . ER
W 41 B DA K Tre 2 2345 55 W 41 i w0 1 4 T il JR B
P e B B . CX3CRI1 & 374 B W 40 i 7 B m]
YERFIITERAS, TRRBEE IR AR IR, BEHROA S AT
CABR BI04k, SR iR M g 4h | E BT
LY/ RS NIRRT A A NS TR S

(3) ASBEHR I ERELE T, AR N RE
FHSERE BTS00 12, o] WL BEBR AR, o AR R
AR, TR T R TT R b A LY B A A AR B,
1955 48 Hp 98 VRN L B O SR SRR K A M s/ R I B
P B R At T R R A, SR 4 i
FET JT 7= A (4 A0 S 7 A A [0 T AR FE P
TR e AR 2 S N R BE Bk R BB TR, AT
P JORE /MR BE AR D¢ B FE AR 2% I 4l BB T
W, TR A RS, SRR T
IL-1BAL-18%5 2 Fl N E VIR T BN H e 4b. SRR
TR — R PSR BE, E AN B ok R A i 1A 75 1
IS E IR T SRBEE R T 5 SO M e 2 DA R 5%
T N 2 OB T, 045 2 FDAMPs!7, SRFE P
To7E NRANRE E BEE Al s LS phsh, i
BRI AR E S, BRI E T 7E—
SEFEE b8 A0 AR TR M PR A, SR A
RS BR DI RE. TEM B , 4000 B e sZ 20406, &
L FEIRFCA MRS, BEHCA R e M3 .

(4) ASEEH I E RN ZE. fEASH AL,
T AT P 5 N L ] 2 3 T J i L [ g . L RF ok
fEFI B IEFE T K E I TCRUATP, S EGEH ALK
RERBET. SETAN M IR A T A A ik e 2R A
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]
HREEEE &S
g CX:CRT'EMPs | Fit3+ it S.-ST% | emmmEEs
= R®E O~ SRR UX
=B éfﬁé’) \ s N (OGCR1-EMPs
+ iz HlR
________ cx;cg:ﬂ;mps gg i . Egigﬁ
-------- Flt3+ S Apa [REHEE %
e RftiseiR 60% 30% R
Ry HER2R HERSH EHBBHR B HABEIR
REmE SRR EETE(EBHR

B 2 AR A B, /s B A IR o A R v R A B SRR T O B, AR A A 2/3 4L 2 A A B
BRI T B AR, ASE ISR b i) AR O SR R I AL E MR A I(70%), G 39T 9K 5k o ) g 24 = 82 oy i o 16 i

1E(87%)

Figure 2 Macrophages in the vessel wall. At birth, most arterial macrophages originate from yolk sac. In the first 2 weeks after birth, 2/3 of yolk sac-

derived macrophages are replaced by bone marrow-derived monocytes

in the steady-state. Most macrophages (~70%) in early atherosclerotic lesions

are directly derived from monocytes. In advanced plaques, macrophages depend less on monocyte recruitment and ~87% of them are derived from

local macrophage proliferation

FIT LA R SR T AE ASTRAZ frt R 30, I o
ZE T REAEAE BRI, 410, ox LDLIH I 5 1R T 41 i 35 4+ &5
W 32 AR (WSR-BD) A2 70 F-(WIMFGER), B B W& 4H
MufZEINRE. oxLDLI& A] 38 N TLRA 1) ZRIA FF 1G58 A5
SES, RIEERREF oW, FRTLRAT S —5 i
LRPIRIE, HFEMRIEIIRE. FEkiR S5k ™ E
FISRFEAN S RE SN, R L E B 248 T 6 52 12 R A S A8 ¢
SRt 2 ML BB IR, 5 3PN A% O A T 3
K, Fase M R, B BB LI 5] ke i e

4.2 I Y ELR AN

W 4 i B A [ S e, AR T TR B
EZ5EMERRRERE. RATRSI R, &
JE S I A AR R I R B R AR, i
FORED TR B R Bt 2 e i Tk
#(angiotensin, Ang) [[EERBAIH, JERRE M0 AT
DA B b o e T, st L8 P e AT 0 UL i 2

BERERS, JER A ROSTE A, [ 40 iy 3 B 5ot
fRAENOS3 AL, WIEROS KA MK, R4 T8N
B A REORN 25 1 U BEL L B A 0 ) B T
DLV Ang T 553 T8 8 M5 420 52 )5 Bl (deoxy corticoster-
one acetatel, DOCA)ZL 5 F I K DhREFRaG . (&
BRRE A R, DR, A A - i K
& A Yi(renin-angiotensin system, RAS)% & )& L&
HECEEBURIEH. MUARAS RGMBUE RERIBE
W 4 i 7304 22 P 98 E R, AN TNFofHIL-1B5. TNFo
A LA B2 40 ENFkB A5 5 i TN ADPH %8 AL g%
P, HEIMROSHIA K, ] Py B 47 BRNO, 3 1 N B2
Thfgkarg! 1 s 0 SR R I N AE B RAS
RGBS, BRI FEAERIEAng 11712 (an-
giotensin 1T type 1, AT1)S24&" . SR B B840 E W 21
Jfl b AT 152 A4 2] DA ) 42 98 B 34k, dslsb 28 E
DRI A B, 9803 v L 32 ol 1) /0 A R 1) B ) 40 35
(B T I A0 A B S fry s>,
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REJRERS, 45 F A I 2H 23 Th e S, g s DR 23l 2k
17, 72 A KB R AR T (TNFo R IL-645), 1458 i 4 Bk
EAN KT E (leptin)+ N fIE 2 (visfatin) LT
F(resistin) ¥ Al 5] & I 5 BE 46 RE e B A I BE B
R e e R e R A P AN B 5 20 A A E PR T
SIS TEY R BT LA RE, A AT DLE L 5 R 40 A
T DAL B0 43 (8 2 R g Bk 28 250 ) i) B i L 5 B
Ry ge! > A AT AR e R R 4L R
WG 7= A 4 WA VEGF-BI B34 £, {28k i A R 72
M P R A0A, 51 N B D Re R A AN I s T . B0
E VR4 SR-A &2 v] LA VEGF-BKIA, FHIEAE R
75 S 1 1 R T

4.3 OIEBEHE ) B2 A

(1) EVEgHiE S5 myE o lem L OERA. /£
WAL AR, RN R E R AR
RN EERZE. 20 RER, oRBIERSAE D
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Figure 3 Macrophages in heart diseases. A: Macrophage origins and dynamics in myocardial infarction[ws]; B: macrophage origins and dynamics in

dilated cardiomyopathy[ls]
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Chronic low-grade inflammation plays a critical role in the progression of cardiovascular diseases. Precise regulation of inflammatory
response has become a new therapeutic strategy for cardiovascular diseases. Among the immune cells involved in cardiovascular
inflammation, macrophages appear firstly in organ development and dominate the trend of inflammation with the largest number.
Despite a hundred years of intensive research on macrophages, their roles in cardiovascular homeostasis and diseases have not been
fully elucidated due to their heterogeneity and extensive tissue residence. Macrophages exhibit diverse functions. For example, they
show a pro-inflammatory or reparative characteristic in the disparate microenvironments or at different stages of the same disease.
Therefore, further dissecting the heterogeneity of macrophages in cardiovascular inflammation is of great significance for
understanding the pathogenesis and identification of new intervention targets in cardiovascular diseases. Based on the introduction of
macrophages’ biological characteristics, we review current achievements concerning their roles in healthy and diseased
cardiovascular microenvironment to gain insight into the inflammatory mechanism of cardiovascular diseases.
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