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Abstract

Under normal conditions, wound healing is a dynamic and complex process including hemostasis,
inflammation, proliferation, and remodeling, involving a variety of cells, extracellular components,
growth factors, and cytokine interactions. In diabetic patients, one or more stages of wound heal-
ing are inhibited due to various factors such as abnormal blood glucose, thus wounds heal slowly
and may develop into diabetic foot ulcers. Diabetic foot ulcers are a type of disabling ulcer that
causes amputation and a high mortality rate. In view of the complexity of wound healing in diabetic
patients, this paper summarized the characteristics of different stages of wound healing and the
pathophysiological mechanism of wound healing in diabetic patients, so as to provide a starting
point for the treatment of diabetic foot ulcer.
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1. 518

B PRI A A S5 B ) RO IS4 T, T E 2030 4E, H LG PR RS RO A A 7.7%, 5
Wi 4.39 A2 A N1 HAG RGeih, BlPRIE B3 2B I B, e T 1 i 8 Js 5 S W PR
JETZ (DFU)EZE N 25% [2]. SHEIRp B HAR IR R AEAR L, 3% K DFU R JLE K [3]. [FRT,
DFU 35 F 4RGP BRIT AN 44,200 £ 70, 2RISR P2, Kethai kB RIZHT
fia[4],

A RN AR ISR, AFE AT A B (A K R 40 DR R A R T R AR 5 (ECM)
AANFLH R BB 2 W0, AT BN LSBT BE: ST aarBe by B FAHIR A SORE RS WO, Al
TV BT LR R 2T 24 200 i i A= SR AR IE A%, [ Bl 7 LA A e RN 66 Jo R s e 300 60,458 3 iy B SR RN RS B R4 [5]

M AR Bk, BT AR 9 B AL R (EPCs) I BRIk, DA T 24 200 B 0 5 T F 200 A 1) 8 e
TR, SRR R R A BRI [6]. [FINE, R B R A KT 2 B, X
M AR ARII[7]. Bk, BEREEE G DA . RUEE S IR RIA S, BT xR
o N B A BN T AR, R4S DFU B3 10i6)7 7 R B2 R R KRS . % DFU BT
AL ATRINATIE S, DARBE IR B E M DA SRS Z R EM, AUl DA R SRR R
I3 AL B0 A IR FE AR FE ML HEAT 50

2. hOREHIE

PiR@ e A mE RN, WHLE BB IE, &5 0 N4 EE AP B
MR SOREIA . S AR S

2.1. EIEA

eI R R AR O IS BN Y, MRTED DG s — DB il s 2R . 3R /R
G THALNRIEER, FBOUE. RETERM T 320N R[] #tfid BEus s, fd4EEn
SRR AR, FFRARAL RIS, I 4H /ML BT (ECM) RIS T %, 3 26 g HGAE 240 B\ 12 55T A%
T BRI, NI A TR, SHER, i MREEN, BRBUECE R, Sk
20 FRL R A A (P R ARG B o [R5 O kb B — e AR KR, anifil /MR AT AR 2B K Rl (Platelet de-
rived growth factor, PDGF)f1#4 b 4= K [K-F-p (Transforming growth factor-g, TGF-g), SRAZHEAG O & A19].
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2.2. FHEM

U5 A R RAERT BAEZ 0 )5 SLETT AR, FREEpis =k, B R ZMai. X —mHeysn 7%
BrA T B R, TS BRISTEAL I R e B R A B B i R A 2 0 — M SR B A LA [10]. 15k
BRI R0, TS24 AL U Bl P B3R (KRG B 20 50 - Rl e Pk 4
JRRT LIRS PR £E P AR o PR 20 B % I AR 1 B A I B A B AR TR TR, gt — 2D i A
HAAH . Eh i A e RGP ZURE G i 2R, B2 5 0EadiE, iz EMN
AR 55 JHL = A 1) a3 200 08 B ) A A TR R0 A 0 B 35 5 1) 2 1 A DR [11] o PR A B i i 1 N 2L 21
6], R Y AR B . M1 R R A (e 8 AR )i A e AR A TEER DT DR A . R
Yo BT R AR A S A AR gy, DABHAEA FT R EE— B i . eAh, ELWRAR IR ZRIE 2 R A
JRATAHAR IR o NERARNT A 345305t S BT , 7 G i A i A ekt o S AR A [11] [12]. AEK4R AT
PR AR MR/ E T R g, AR 7, 5 IR r SRR . T kg fE 08 SR )
JrSRENGITH, X2 B R A [13].

2.3. HEFEHA

QR — AN, JOEHIR, M1 R B E M2 B B (T A AR ) AR, R 1 S SR AT
XTTUG, AR PIR = A2 3 B RO & R IR S G, GRS R InbR . A B A T
SR S G AT AR A MV IR R T 2 T B R T T DA A A 2 2 4 B T g o
/15T 4 T A 8 B P U RT DAt B B AR [14] [15].

2.4, EYBHA

QI @& R E R BOTHA TR IR IR AP R =, ARGV N BRPRR L 1. £ U 30
P IFaa WISl O Wi A2 4 130 2o A= (R ULET 4 BR A i) 2 B A T SRS [14] o 10 JB2 S BRI
MY A E AR o MR ZF 2 AR IR A A e R b £ 2 T A R T DA AR Do R F 455 AT
I FRIRALIIN B SR AT 4 & AN HE S i B, (LA T AN e gk 9 5, TS B 2 B T BE[10]
R J5 B, (1 9 1 R (R PR A 25 0 48 2 (Y B (MIMIPs) R4 £ 56 I 4 i 2 (Y T 8 77 (TIMPs) 2 ¥ [ 14]
EIWEAN, RN, AR AN ATRT LAy A [11]

3. BRbRR BB B & & AV KL H
3.1 =InHE

W SR AL 4R P ) (AGEs) R il B IRE R R 0T« IR 7 S AL TR ) S R AE A P9 A AR I M A s B )7
Yoo BEPRI R N R T R BR300 AGEs 1E/R N &AL 2 . AGEs &I 22 U 2 fill B A% 2
PEDREVS AN, S i AR ML IR T IO RE S T B [16]0 A R 20 0T -0 10 o5 1 YT F) O 6 2 s T 5,
TR A 5 AGEs 45 & HE A, 2 TN AR, eyl Sk AEMT[16]. AGEs
WX R AT AN A7 R A M, Lu Z5[17RH MTT 35K AGEs xF N AT 44 B 775 R AR, R 3I
AGEs AL 5 et AL B AP R A2 T, X BIH ARIRIRE . R AT SLR W] AGES
MAERB T A —E M, Maurizio [181 Bl MUHEE W5 1L % MBEE RAHLL, AT 4edi A A1
(FGF-2) B BEAL B RAT iy LB /IS BUH 3 IN(P < 0.001), BEIEAUAE RSN E R T FGF-2 Bt Fl K LA
PR R I A R T o KBRS TR T R U AT E 2 T EUCR S A A TN B A AN T AN i R L IR
it
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32. RIERMNFE

B PRI 1) — AN RF AU PRGN JORAS, 055 2RE IR N RF SRR (I AE A, AR T i a . 181
BRI FJE RS S ke T 48 PR3 £ 3 1 P B2 R 496 HH DL IR B 1l 2 E B3 0t a9 N A0 11 BRFIUT £ v o 4
TE DFU 35 P R LRGP A, 3 S350 T 0 JAR 8 R34 1 W 5 SRR A [ 18] o I ST 9 SEE BRI 2 2 1A,
R PR3 £ TR FR 0 R R B /N BR A P A PR A R AL . MRS B T PSR AR BB [19] o 53— ANAE 98 RE IR
TR AEE EAE R B E RGN, R R B AR R IE R ThEE . Mirza S [20)80 (0 TAERW, 18
K ENFEAN/INBRRE R0 1 1 AL ZRE A b S8 RE A0 B R 7 T A 3-8 (IL-18) 84 00 . i U] 1L-13 Je 2 m] LA s
i, SRR n] e I P BN ML/M2 A8 Sk 58 i . [RINE, 78— RORE B B v M1/M2
HAARK G RE, XSBEMAREEEETRRRE, MG IS ERARE[21]. thah, 7EME R B 1%
CUR LR IR ik, Fr Rl YmL B2/ [22]. K5 B 0 D b R TRk Rk B s, A
YA 17 (IL-17)F1 F4HM0 A 3-20 (IL-20) 2 &3 m[22]. HAfE R4EME T, mEABENZ=-1 (IL-1).
40 Z-6 (IL-6) R IR LR T--a (TNF-a) (7K Pt A5 3 2 19 [ 18] [23].

PR R A AR A R 7 R P AE AR R T R, ok T B ARG, LA £ 5T T R4 A
TR P R AN . DFU R85 495 1T A B JH 40 i 22 Bk Ak DR 1 A AR KR 3R I8 S8 [24] . LR 7K 5
o PRI RS B IR ST, 5 D@ A I . A KR R (R DS A g 5 . B
VEFI[15]. FERE R BT A A FL 1, I P R AR K D F(VEGF) A 5 2 it il A2 K TR (KGF) 4T 4
YL KR T-1 (FGF-1) FGF-2. B4k A: K K 7B (TGF-B) & 3L R £ ik J A5 R . 5 {0 B B AR L
PR QITH o KGF BRI RIA TR [25] . KGF 1A i 2 T3 5 HA A0 5 S0 A SR R 4B i3 5 . 3B 5 70 ik
ZRNTHE, MMREZE O A,

B2 AR S SR IR AR R A B A7 RS 4 L R R A R 7K T (R T v 3 A 3 A8 S ML S
iy BB R K [18] 6

3.3. MEERFHR

I A RSN TGS P ZF AL AR A LR, RIS W] DO A A R S E R SRR 7o X —
TEFRAERE PRV 6 A 32 B0, 1 L3 A R AR KR 7 (VEGF) & & I8 — AN S 2 [H[25]. EPCs 25 %
MPLHEE, BB LR T, B 2B A &, N BT, AERR A R AR Y e 4
PE[26] o H1 3 ey MURE 3 B0 AL K B P AR B S, S22 EPCs [ 58 52 453 th AT S B0 A 32 433 [13]

HABERLR B A RPTL R, EIEFEI D EERAT, RMEE S EEETE B 71 (HIF-1)8
P A, HIF-1 2 A B A, B e g B BLR I 1255 [27]. /£ HIF-1a
B PRI RN SR, IR AR RS2 AR, P B A AR A S 1 D SR [28] . FERE R AN, AR
B JEAFAE T B ERAR, (R HIF-1o S LSRR K ) R IX BRI A R B [27] [28].

3.4. ARASMNE R

YT 7122 5T (EC M) A2 4 R ) T A i p — AN BB R 7, e A I A VR S e,
B2 AR ) A K AN T AR o Bt W B 60 T PRI RS2 28 9 , MMPs (1) 2E i34 0, TIMPs 980, MMPs 5 TIMPs
I EL B AN REGERFTE IE 5 /K P [18] 7EKIIAE A 15 119 MMP-1. MMP-8 F1 MMP-9 7K~F )7t &, [AJH
TIMP /KPR AR o 5 1E 8 A AH EL, B8 PRI 15 11 Hh A PR 20 B >R 5 9 MMIP-8 1T g ik 50~100 ££[29]
T FE AR PRI G T PR B Hp 36 8 PR 1) 4 R 5 /0 BB T+ ) MIMIP-9 R DU x4 7E I PR VA YT Hh el DLd i
T MMPs [7KFIA B (e 3008 R 7 45 10 @A 10 B B9[18] [29]. EHIRBE, MMPs 5 TIMPs A P14 i
TR AN AR, TR A R I R, TR A DG A PR IR T RS 2 A0
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3.5. HEKIESZFMH

M2 PGRREAAALS QI A LRI FGROR 10— DT, skl 5 BBk b o R i L e e
ARG EERIER], XA R AN BRSO AN . B BERARL . AT 4RI AT A Y
JRARE[24] o "E AT I R A R AR S A BOE IR L BRI, S BN G EAE S SO BN .
Bk 6 Jel [ A 22 £ A AE 32 05 )5 SERD 2 BRI I 95 BRSBTS LA 22 IR . R ik e P 452 (SP)
FRZEIR Y (NPY) AR5 2R3 KA S IR (CGRP) SEMA L R AH M . P9 B4 . T 44 AN A BT s e, I
25 U A0 A A B30

FERE PR [E 3 B B PR Sh AR B IS S8 4 R L2 IE W HL B IR 2 A S i 22 ik 25 R B

S O A IELZ[24]. 10 Chen ZE[31 RIS XS REZHAH EL, I SP (15256 400 R 995 K B3 1 -4 B 2
PR, X BRI T A BRTERE R G R E AR . BkAh, R KR T REHE — R T W
TBIT J71E[13].

3.6. RIRMEEH

B PRI R E T A R 0 e BRI R, S8 LRI A% b el X SR L HG DNA FE{ L&
i AEABHRAES D RNA F£I5[32]. & SET MM & A F R 4R A F ISR — 57, 7fEHR
TR N, SET BREVER IR o TEVE ST BEIRVE B 26 (STZ) WIS s /) B E vt i, v bl vl 5
SET Mg#tAr, (a8 T8 NF-«B JH3) A1 S8 A 3 HA R 4 (H3k4) A4k, i Az dnpatt i f 1
(MCP-1) UL KB 73 F-1 (VCAM-1)% RIEFR G 2 =381k [29] [33]. SAEARICH) 5 RIE L T2 540
O EEE R, SEHEERE.

BRZA R UM Ah, Y. Peng 5 [34158 FHABE 514 ARTE STZ 75 5 FHE PR 73 K BRA ThT A A A 0 £1) 83
AN FRIA ) MicroRNA (miIRNA): miR-146a 7E & SEHN G 5 A HEAER],  TEE RIS A\ DA 1 900
B B ) 28 A B B T U, X T RS 0 PR A IR 18 M 2 A B R [35] - miR-146a A LI E A |
NF-kB 7KF-LL K TNF-a Fil IL-6 [#)7KF S 7 A 55[36]. miR-21 XSG fn&H ZMIER, Hrp — gkt
A A R AN B E RS R T L b ZERE DRI B T, miR-21 (3 BT & U 1155 S i 38, (HE R
PRI FT A B R IE B2 TR, IS S T 2212 [18]. miR-29b 1] DL B H4E ] 4% ECM J&[H,
WMAFEE A | BRI S AR I BRI AL A, 1 H R KRB PR A1) T 2 PR IR [35]

4. &EiE

gZib, iHEaER - NERNEYZEERE, WARKERMRRE., ERETMAMEE 1. RN
R D a2 AR S BE G210, BEVTTNERAN, A0 BRI AL 507 K A ML A
el B, IX L TR PR A2 X JE IR ACRE Kt B A4 T BER A, ONTT AW IR T AR T U AL
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