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[ Abstract] Wound healing is a complex process
under precise regulation, including multiple stages such as
inflammation, anti-inflammatory, and regeneration.
Macrophages play an important regulatory role in the
differentiated process of wound healing due to their
obvious plasticity. If macrophages fail to express specific
functions in a timely manner, it will affect the healing
function of tissues and lead to pathological tissue healing.
Therefore, it is of great significance to understand the
different functions of different types of macrophages and
to regulate them specifically in different stages of wound
healing to promote the healing and regeneration of wound
tissue. In this paper, we illustrate the different functions of
macrophages in the wound and their basic mechanisms,
according to the basic process of wound healing, and
emphasize the strategies of macrophage regulation that
may be applied to clinical treatment in the future.
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S B E R 4 (monocyte macrophages,
MoM®) Frn %41 4 = # E ¥ 28 J (tissue-resident
macro-phages , TrM® ) {8 & 7 A1 T 41 44 & 2 # 1 [7
RIREH E M, TrMD £ ERJE TR L & a2
HH I E R, DRI TR TR A
e G0 5N 7 TrM® 5 MoM® & JE T 2 ANk S iy &
BARG%, BhEFH AN BERAT,ERAM
ErA TIMOH ENEFEE KM E H MM, BH
40 8 4 1 TrM® 0165 T 40 R AR A% J5 2 B v 48 e
B AT, AP B iR =4, M 7
B MR M R R A 4 M A, BT 2 B R UR B
TIM® 7 £ 7 TH R+, T B b fk i 24 40
i 3t A B A B F] 3R A AL, 1 R A% 4 A
(4 Ly6C"™CX3CR1™) & %k ik # b H ¥ < 1K 2
(CCR2), 3 7t #4 10 B T CCL2/T 4% JE HEAT i 4,
HEBREEF WU I A RBGHAL, £ H
FelmmEERREZ A, MAETELHERE
B4 th 2 40 i (4m Ly6C™"CX3CR1"™) 3% # 1 4 4
MEEM 2 F 1 RAFE-4FCDT3 F I E B F A
SRl sAREaRETBERESEZHEEL
LHRGWA, RANRBEXRAS, 481G,
B M RBALMTEFT 2NN KRBT RN
SR TSR e s N Il
TRFFR2M AR T8, X E L RB T 2% A
JiL R L 3 B By 4 4b

B RT AR &Sz e B A ek REARTE
A B R Sy B An o ik R AL KB A M
M1 A Fa M2 AL (R 3k AL B ik 4 A BR o ML AL B
WE4E A, 3L Thl 40 B F (I y T3 % [ TNF-) fn
RSN 15 5 BE , Rk B TR 7Y e A
kM, RBEE S @b fh M2 A E 4
M, EELERR R EER. YHAR
KU EmMRERA S MR, A EERIANA
WA RE, XMERRNE —FHRFGE — o
%o AT EMA L, AR ST IE A ML A Fo
M2 A k3 B4 i R R B AR R Ao ML AL
M2AE @R @EER T RET RN
b, B W e M TE i A M1 AL S (L oy M2 AL, R |
AR SFEREPREREMIEA.

1 M1EEEABMERER
1.1 TM® R fa e f5 5 B i L E F
EHEALRGE ECM K LR @& £ E
WO, BE R E WIR A SR R 4 S,
A& 4% 48 K 4 F 4 K (damage associated molecular
pattern, DAMP) . 5 W [&] B, 4h K J& 0 & ) N 12
A, R A R TR A SRR R T AL A
JE K A8 % 4 F 4 R (pathogen associated molecular
pattern, PAMP)"" . #L{K & 1t K 48 %, 0% 2 40 /% Jo 4
S JE IR 2 M e fF 5 R R E R AR
WHEXRERFRXEFEOE T RELT LB KE,
ZHRA L T TIMO # 3 KX A X RFRAE
(pattern recognition receptor, PRR) 2 7| X 2 /& [& 5
5, & % i PRR Z & & 45 Toll # % R (TLR) .C &L %%
EXZURMNERFFEIES | F2EMRTR
FRAEMBAE L, B TR LR Z T
Kz 50 kE. PRRGAIGERE T &, BE TR
FEE GRHAREANFMECAFSFERNX
3K, F G P VR 40 B A MoM % K JE 4 ML, E TR A
W S RIE ., T AL P TIMOD 3 ¥ B, R B
R B AR
L2 SMEAEATRERERNERE AT
ATMO = AL EFHERT, KEF K
20 L IR R, Y R A A6 R B, AR A B IR I
B, R A E A = AP R R A A E T
(#7 CCL2.CCL3 A1 CCLS5) , & & # 4% 41 g 7 % X &
wf A FHE R AW EF A ER L ERMG
AL BBy i SR AN SN B R IR N6 T A
G BRI R R A A ARG AL TE
i /N A A i 4 3 CCL5 .CXCL4 .CXCL12 .CXCLS5 %
#ACE F ¥ R kA K ARy AL e T 28
RIEMMAEEERGHL, #NQTE, L HE
40 ek M1 B B v 4 e, R Al SRE TR A o
BT AR ML A E w40 e ¥ & R 3k £ AL A A
WA A A %4 F .CD68.CD80 A1 CD86 4 % H
Fr A, A AT DA A B A TL-12 IL-1B  IL-6 .\ TNF-a
g S ANOSF MM E T, 55 RER AR,
1.3 MI1AE %% 8 5 3K R # RE KM
BT 78 M1 AL E v 40 e % 1 kR 3K PRR, B #
RA2HERES , FhRXLEEREFTHKRE,
M1 A E v 20 i # % 2| PAMP J& , & % N\ 12 89 75 &
P, I8 1 A A ER b DA BT A R o I B R
WA FEEEMEEERERANRERE
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B Geng ML F] N RA A M1 AL E w5 28 3R 5
LPSE BB EHAZEaRBMEE A HoE-
Mst1/2-Rac %5 3 % B 75 48 0 6 & v 3 46 JF 38 o 78
Mg A ARG JE A B DAMP A T DL
7B g g, ) 4 30 50 4 IR R B R R B iR R B
B1, #3811 0 E B v 40 Ji  TLR4, %% % E "k 20 8 1Y
Frw T, WA ENES LR EALESE
vk 20 B B P2Y A P2X R, B v 40 M N 45 B
55, B 08 B v 40 J v IR 4 e el B

M1 A E = m @ 3t 4 W KB4 B F  AME
B O B R BT RG] R MR 4 M R
4} IE R R JE R BL. 4% B F kB 3 B A7 Notch i
BT B W7 AR O U A B AR R PR E v M o 0k 3k M e
M FAEAEFHETRE, LPSH L@ TH
oAb B F 88 R M e 2 3E IR W11 3 42 7E Notch
W, B T e EE B kI, e TNF-a IL-6 % %
ERFHERE™, B F«BAERERZHNRE R
FEREE, ESMBEPRRIZA A EE B, HE
% 18 B IF P A R M L R AR A A B

Edmp e ER AT EE, L ERA TP
e il ORI B i) Ul )
WEE, R B BEREEFLAL T o5 R
FEWALMRE, BT R kB T A K R
B WERAMNFEREIERES HNRES
2 i 3ot EHEAT B A AL Bl e, A E o T
URkFavB3BELE BERLEARTERE XU T
5 T B A M 4 B b T Sk 3R e A BB R A
FhHensmEEmad i,
1.4 MIAESMHENFHRERERZERGE
2 o ik R

B IR RE R BL B 45 7 e R0 4L 48P B R R K
Fo A FME A B — BB R ERRE
PO E R R E AT R R ML E
W ERERFREE NS TR RELE,
ERPGHAL B EEBRRRERERBEE . BR
i fn R A 4E B AE BN A R TR A BN R G
ROE MR, BB M1 A B g it R LR
I E R RIEN T, T BObE R om G m A JE R A A B
Faal,

FRALFGHHEZFERE ML A E 4
AT FEARS K WERG R RAE. M1 A
B v 4m A B B A B R % R M, OB R
ERARAKEE FRATERNEKE BLFLE

M, BB RN SRALHGHARERENRE
FEHE(wBENEF T4 a . BEawmH)
fEEA(n—a A TR THBRE) Eaml (b
AR EAH ©2BEAWA LIS e FN
B (4w g it A 4 7 B & B2l MR E LA
F ) Fn 28 j B F (48 TNF-o IL-1,1L-6 \IL-12 IL-18)/
# 4k B F (#7 CCL2.CCL3,CCL4 . CXCL1) "™, 1
tw, Wu " NR RS BRI R A
B 2B B 3 PRAR T 447 3 3 E v 49 B el M2 A
WA, T Y M1 AR A, $ BT WiAME n E , 4
R A A% A0 R B B R T

2 M2E B RIER
2.1 Rl A M2A E 5 40 i e kIR

BT A M2 B E v 40 iR b 3 SR B AR MR A
# IL-12"1L-23"1L-10""TGF-B"", [ it £ 41, ik & &
KHBEREZER FERZEAEIER K, K
ERMEH, AERNESmEkI N R, &
T 4 IL-10 % 4k B F LA & TGF-B. VEGF Fn
EGF % 4 K H 7', % ¥k 4 T % 4F 9 8 Fo 40 40 3 —
FER FENCTOE,

EARGAR P, B — B BT LRI
TXRME, e HRRME, XBERE LA
SR I T B B AZ A MR R T A% 4 e By R AL T
fe 25 b, T A 2 L oK 78 3R 3 3k 0 ) B A AN T .
Amold # 3 NRBEFWMNEH kR EFEBF T
KA EFEEARNARE R, EREZH B A0
Aotk e 2 B A% 0 MR R FE AR BB B L
Hoo TR AMERE A KA+ i dE 2 S 5
MUY E B 2dEHTRNEIANELH
MoM® 3 5 tH FL 4 € 4R 3T ; 77 K 15 26 o il 22 41 3 g
o L AR e e )5, R T P B AF 42 8 B MoM @ U 5k 3
H % AR .

HHE R, AR R E N
TREE @B IF ST T HR, TAADERE
B 5 4y & % AR y(PPARY) 2 B 5 40 8 F B A 4
RAFE AT E T, E4E AL I FENTRF
R, M2 A B v 4 AT 4 5 PPARy R 3k B E M
X, T & P PPARYy ¥ & 1 # 1 35 FEBE 3 P B i 21
L3k RAE R A K A T b, TR AR A% R P 3 TR
M2 %k AL, S 66 45 F S A% AT R 40 gk AR R M2 K
AR R E AR H AR E IR E 4
By R IR R B, X i b M2 AL B e e A i
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MRS AL AR T R X TR S AR
YA S B G R g B 2K A Ok, A B e AL
MEH—F TR

2.2 B4l s M1E A i\ M2k A 8 el

% FALE & B e B v B Rk AL B AL, B v e
o B R i il = M i P =l il e
R4 R 0 & B 5 B, McCubbrey 2/ 8 R 1 4h 52
L NER ER AR E R AT ARG, A S
ZOR T 04 IL-1B Fr IL-6 th S (R 3% A JR el R 3K
Bao % 14 4 4 T A2 AR 2 P 0 ok 40 B - /MK
BN TRN P AR A RA TR, ERER
% F BA AR T B e i M2 & AL R R
FORAER B REET AR HAE TG B S LT
el Z .

Enmpm kA EREREARTN TN,
WZERNEFHABFOLH., R EREELE DR
oM Ak R AE B EE F . Hilgendorf 257278 10 AL
M A A o B I)LAZ %R 4A1 7 Ly6C™ 4 &
H Ly6C™ 3t /2 B K 4B F EA4E A s NRIAT Tk /N Bl i
T Ly6C"™"MoM® 1 & % & 5 Ly6C""MoM® & Z /)
RAECHAEILE LI NNk ZHR,

DNA ¥ 2t 4% % B 7 £ DNA & £ ¥ Z b 540,
T AR E By KL, Flan, DNA W £ H
B 1 B /N R 4 47 %) PPARy B 3/ 7 DNA th ¥ %
b, TR 3 B 5 40 A 1 M2 & AL B L, 41 B
Jit, 2. Bt B R 3 2 R A MR B R KT R R %
& A % 8 3% MoM® & & . Mullican 2 #F %
KA K G KB 3 R P M1 A AR AL S
MikBhxB#RAEEF HBALENR P HEES
R AR A L4 W KRN E A £ OB, 3
BIL-4 98 0 2k O 0 3% 5 M B AR AE BT L

/N RNA (miR) 7 DUIR 1] 9F 45 & % RNA & 37
JE A X, 3 1E 5] & RNA B & A7 ok 4 ) 2 /B9 %
# _ miR-9. miR-125b, miR-127. miR-155,
miR-181 % %35 F B, B 20 f At M1 R AL, T
E v 28 ik A 4 4L BT DL _E miR k35 T . miR-124,
miR-223 . miR-132, miR-146a, miR-125a-5p % % i
FHEHES M EAM2EA, AT LRI
7 25 0 miR X S48 2 K B 2 % v B v 40 R E B
HEEAFN, ERNUETELNFELT, BHA
% # miR 3£ E1E A, F F miR 6 @ X E 74 40 1 &
R R Y AW NG E i e e
MBEEIMMIREEW KT ZRMEEH—FEHA,

G b Pk, B dn e N A% % X E F .DNA
WAL 4R B miR 5 % 7 K R 3k A
Pk A H B Rk 78 RE B, R K I Rk
URFEHGRER KL, NFTUTANE %4 E
RXRFAEM T REA,

2.3 M2A B dm e B 15 A P a4 R

B MEREM. PR ERE S AR
X 40 H B8 4 b TL-10, TL-10 72 41 %) 3% 5 KM & 4%
oG 1B R, ST B A S 0 e RO A A K AR AT
FAE A, B b TL-10 48, M2 A B o 4m g X ok &
ik H Z AR IL-10R, IL-10R 3 7F #8 K 3R IE B F AKF
HREP K EF %5, Shouval £ 2 2], /N R
E w40 ffil & 3K IL-10R 3 % % B H 4 3 1L-10 £ 41
REFHATE, X233 —F BB MHE A RIERMN
%k 7 . Bernshtein 2t % E M i B Fn R E
MmN RAER S — SR KA M2A B4
IL-10R 5 & xf #1415 2 M 3k B FIL-23 k£ £ X
FE, U IL-10R & 3£ 8 L R kK B FIL-23 i %
ik, (R HE R 0 T Mk e e B e, B
AREMEME. REIKRBEREZE RRZ 0,
IL-10fE Mk ERA L RIERBETME hWRE
F . Jung &0 IUAE BL N RO AL E AN ORI
1L-10, 2 2| [L-10 38 3 #1 7& M2 AL E % 40 #77 Fb,
HEIH T RBRE,RICNEEFGEIKE

PR IL-10 15 5 B9 0 3k 16l 2 4, B v 40 e i 77
MR . ERE B EEAMK AN
HRPEZEVEEEIGE A 4% 35wz H e E
B ,De Nardo £t XX, B F L B & A L 3T
FREMARTETE R REXHEERF3, TH
TLR B % % 5 018 K 0 i B 7 % ik, (R 3 B v 40
LR TR K AR AE AL o R A 3R 4a e A T4,
M2 A E v 20 fE B HE A R AR A M R E R B AL
GR = IR A - M = ) )
ErEmpE R RN R P REER AL UE
5 b E AT R A IR D S 3 A Ik R
il NSRSl R v R B o S R R R B
B8, T4 B3 M 20 KA KB, M2 B v
20 LT DAGE T G A R R M R 40 MR F R IR
FHEFRY I, RN RZIFE AR Bl , M2 A
Eait R Eamill, KERRIAE PR
AR, T M1 ALE w20 R AR F B AR O T
£ —F A, X B EMI A E % iR A S, AT
B R RRL o
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3 B mEREREm

ARSI RP, Bt i F A& TR K H
EmEHEALNEERRLE R, hBEEEEF
Hmpamt s dBREERMAMEAA.
M2 A B g 4n e B K VR 30 3k 1 LA, 3 fb R AR AT
AP MERE, AT LELERNEKEERNT R
FGF2 f1 VEGFA . Kim %" F 45 3 (R % 7& M2 AL
E " %0 0 5 , 8 B N VEGF %% i 4 4 &% H T 2~ i
B EFTCEALEEFE MO T AL,

EAGMEREY FHER L ANEARBE
16 09 M2 2L B v 40 0 K HE £ B4R L A SR R A
REW MBE S Wt K EETRNER.
Willenborg % '8 72 & 91, A BF 4 AL/ BB 61 @
H 4B B F4/80°CD11b E # 41 i VEGF 5% 1k 3 A,
il CCR2 /N B # 41 48 9 & K VEGF & 3k KT R 1K,
B A 7 M1 & LB B % 20 i 6 4% 4 3 VEGF BLE
W= R A WA VEGF B £ E kR F
Mantsounga % /4, W, 22 2| 38 JE [ F IL-1B 8 4% 1 3
WE M1 A E w40 ff el STAT3 Fn 4% B F B (% # {2
48 & B B F VEGFA a By & 35 . {2 Ganta %7 3f
Mok EALAER N RARE &, L% & K EF
VEGF-A b 6 4% ¥ E v 40 3% 5 4 41t 4 4 i
MIE HEH DA LZEZFTREFIRELE
R, ke, ®RAMI A E % 40 f 7 fE 7 fL 7F AE
KA R, 18 A e AL AR R O

EARERY Ao HE LA DT 2RAA,
HREEWMLEEE., RBAR P L EHH
URBEMER FESZNTERERQA, AT
) VEGF % 3 4 & A F oo 4 4 &% 2 3L W 2 (7 #
BHEERMEEZRRE, Xiao EVEF X+ F AR
VEGF 24 4 &6 4% 91 & 30 | % 22 M 20 40 Bk & B 37 &
mERHEWAHEFENREBREL K. %L
Prak , B A M1 An M2 & 2L B v 40 g & B 0
ERAERIAER, B3 E 4 e R B g 4
RERH LA S ENRE, F D E E R AR A
FTERBTER MMM KA AR, BLIF 5 H
E " 20 Mok 3h (7 L A R BT B9 KR B R IE TR
a4 kB B 4 B8, St D A At R A S
HEEWE L,

4 EREYR XS ZH R 4EL R M
HABGEEE i AR K EL
R & B E B ECM A Ry TR B A S

“UFH A A b R AR B B A SRR R RO 2 B K B
ML, B B A BT DA S M AR AR R, AT
MG A LW EHRE. TCF-B, 2 R T4
R EEWN AR E T, B R LW
TGF-B, A T ¥ Fb # 1t % AL Fb, 3f 2~ W K &
ECM™, RHE,UFRALENNERE T, E
v 4 A 0 T DL 2 I AL 4R % RN R B R 4
B 4L, Borthwick /4 1t 72 IL-13 15 F 4 45 1t
B NRAEA P AR B i, AR A8 R A R
SER AR R NAKTHE T B, s, B
AR AF 4 AL B B A 7E R B B4R & o Meng 1
HERBTTHEALGREFENRRT T E %S0
e B BN AL FD, M 8 B R A xt  45 96 HEAT
T %Y, TGF-B, ¥ DL i 3T Smad3 #2116 I T # &
3 B F Poudfl, {2 3t B vk 40 j 15 AL Fb By 3 2 1b .
Shook %A} 2 KL Z B /)N R 2 B ik B 47 3 L 2
Rk EEH 34406, CD301b'E 4 20 f 3
HAWBEEEREKEFIALIRTEEKE
F C 1% 3 A B 71 1< 4 B 161 AL Fb 21k

HUENABERET, EESEBRAELLH
B BHMARM IR E . AR ESMBIA A
BN EALH B Ak AR R A, R
ot R P REE B S R A AR A
Ko Abe FHIREWH , B AF U T AN NRE
WEE LR o W IE B A M, H A% HE
gp130 3 3 , 3 46 4 W5 H AN 5 3 kB B A
T B 2 30 4| 48 A% 1 Smad2 By AT, 3 — F 47 %
TGF-B, &k VLR Fb & . % 2, B 40 fi 8 iF
% FRANLE] A 4N A KT, B RCRHR
AR K A RES S AN, 3
Sh AR B K 3 T BB A M B R

5 DERMEMmABSNETIS

CNARSE: N =R el o8 R A el Wl R -8 ik
WO E T F AR 3B Ao s T
KV L lm KA G K AR R AR AT, R
THEYEARPME S AR T Y ME Sk rE
HRE YR TALNRATRE, EXEARER
| % B F 1(CSF-1) #2 CSF-1 % 1K 12 5 38 % # 4 (%
AP EME G AR A, R E R
HF % F |, Stutchfield %W 2 2| 4h I8 M 248 F CSF1-Fe
R EZAMEREUR AR EFE %48
A, B AT AW R Ao BE 3 2 W B N RO K
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S, AXMESAEBELZDEERFAREF, Wu
W R B Rk A, WA E S M RK
TRO87 AL R E W W E R WM FEEFFFRE
TR 3K &M, B o 15 B 8 RBE R ML, W5 B R
MM EE N ERMEER, R ESEE
0 E .

WA FERFRING E @ E AR,
TURHFAESE DM EARB AN, #l o,
TLRO ¥ 7% # 9 (2 ¥t B % 20 f M2 AL AR 4k, 7 16 )R
oW o M A Rk B % fE F TLRY ¥ 3 Al
cobitolimod &t % R ¥t E "k 20 g RN A& KA, A
MFHRHEERREEE", A, BT RE
E v f ok A AL i B F (3B 47 % RNA)
W AR H E v Mk A AT, Zhou VI &
B, 4/ T 46 RNA #1402 M1 BLAR 16 69 2 F i 3%
RO E 4 & 2, B B AU TG B K
4 AT miRAF AR T80 B o 20 f X 2
HEXETF, EEERA 8RR ENER
B RAY, B ERAST, % EF«BEEWH
s ER B ENARENEERARE, B %
Fi 8 TNF-a KT 75, A4 E & e, Lig A
JH A LA B BRI B AR F AR 4
DRI T A E v 40 AR R 4E A B R O B
I AZ B F wBABE AR HEFMIE AR
Bl g5 T RAE B FRAFF S E S A E M2k
AR, AEKEERFDNRATHREED, K
XU ERENATHEKRETEAER KN KL
ONI101 2 —# A E = Aok A 2h 4, 3t
# #) NLRP3 3% JE /N R o T i % JE B F % 34 90 41
M1 A E % 40 i A Ah, Ao 68 38 3 38 Ao A R A A R
Fb # 78 fn KC &7 if % & % 7% M2 A E % 40 e .
Huang 4" B M 8 16 KRR B £k W, F 4 4
ON101 5 % # % oM BORH A8t , 8 R O =6l v 8y A
LEMEAFEHEARERS.

I 3 I Ak A e A A B F BB R R K
W E v 40 Tl A LB B SR ek, E R R BN I K BT
W E KR A . 4, Lopes 27 78 R 4h 2t
EdmmA T EREFELRALM2ER KEEH
M2E B R R NE S &
RAEAN RAR A, B8 4 15 ) KOE IF PR 1K 7 38 4 4 1L
ERBEMERE, MuEV R EAREEREH
LN ENAESX AR ERNES AR

(tumor-associated macrophages educated macro-

phages, TAMEM ) , TAMEM ¢ 4 & % 1k # 2 4 % 0
% £ K H F (40 VEGF ,PDGF fn i 4 % 5% % ) 0
%, 9% ¥4 48 i B T (4 1L-10,CCL17 # TGF-B) , %
HAHLERAGMIAMAEL AR ELTNBEE
R, B E mE B RAERFATNRE, £
S AE A W AR 2R 1 A I 2% 3 TAMEM, %36 7
PR & H R A E A

6 KEKEZE

R AAHE NN, TR E %K
W % F A B o AL BE S A SRk R R K B v
MRENFR PR AR RA LR, 4, Bk
WAL FERTEN A EEER ., EEE
BEWR, ESAN AL FEMFENLERLE S
HEXSESABN2HARMREFLTH T
R AL & X E 4 4R B o aR A RN, MUY
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