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[ Abstract ] During the healing of diabetic wounds, prolonged inflammation, difficulty in angiogenesis, and decreased
epithelialization ability of keratinocytes often appear, which lead to delayed wound healing. Autophagy is a catabolic pathway
that degrades intracellular proteins, promotes cell survival, and maintains cellular biological functions. Recent studies have
shown that autophagy affects the healing of diabetic wounds through various mechanisms. This article reviews the potential
mechanism of autophagy in diabetic wound healing: autophagy may delay wound healing by causing a decrease in the
phagocytic ability and polarization of macrophages, a decrease in the angiogenesis ability of endothelial progenitor cells, a

decrease in the migration ability and proliferation of keratinocytes, and an increase in the apoptosis of fibroblasts, which may

provide new ideas for finding therapeutic targets for diabetic wound healing.
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My A HE EA B, BRIk / &5 . HI5E A
22N o 1Bl Th o e iU 2 W 2 AN T il | =
4 /N L LA T RN A 4 AR I EEOIE A
RAEILIMAE I S B350 0 1235 6 R 8
B AL Bl A5G 2 115K ( damage-associated
molecular pattern, DAMP ) | 4l i sl A AH
7 F #5230 ( pathogen-associated molecular pattern,
PAMP ) . DAMP Fl PAMP i iz 5455 1R 51 52 1A 4%
B, G NI RAEE B, A5 Th YR EOE 2
LRI L A BRI IR AL, BEBOEPES (reactive
oxygen species, ROS) . Himifik. H KM, 25
BRIRBE A SURI AR T AR B R D e 4
Wz e, BIE S ASEGEI, A4 48 R 2% K
N ZF IR RN b B A . M2 Y I 240 i 3 ot
UGS N B A A F ((vascular endothelial growth
factor, VEGF ) , {11l N K 40 3T 7% 2 1, Jf
PAZEAE 7 s EAT M 722 o BT 4 240 il
I HE R 4 & & F1 % ( matrix metalloproteinase,
MMP ) [ i B 27 2 85 11 R /N BB B i B 25
B, R E S A A AR
PR 12 BB P 24, ke e .
FA U AR MRS AT, AN 58 -2 i 7 5 B
wY L B RS RO, BITEA B, A0
AP ) T A it 2 1 2 4oy 1 R 2R
AR T LU AR Y RS TTA AT 1B AL,
ESCRE R, RO RS N AR R T
5% {& (vascular endothelial growth factor receptor,
VEGFR ) #4546, TWHIMAE AR, MR kA i
s A LT S RIBIR I A 4 B i 5
I IeE Py

1.2 HEhksmtl maa e aF & BRI R E RN H
TAAENEVESRAE . P27 | AL IR I A=
PEf, QA1 3 AR EBCARZ BIREAS, I
A A RME W PRI A T A AR Mk At A
Wi A0 B, e BERR IL-1B. IL-6 1 TNF-o 5| 61 1
TR SEAE R o BRI 2 A 23 5 | T
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JSEOK S T T e A ) T A 2 i )
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fE, FEEMEA A WERE ST N . M ZEAE S,
PET AR AL BE Sy AR L X — R AN AR AL I
T M2 B A M LA, SOl VEGF 3 WA
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oxide, NO ) A EFHAHN T, BT 20N B 4
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AR, BEIRMS RN T A A R L, 3

Bl AT o
2 YRR

2.1 fmfe B R LA 4K YA R 40
WNAZ I A LA . BRI S 0 B 1 BT A AN T
B A B 2E 53 1 0k I B AR TR L 3 R RN
FEPEPR YRR, B —F e v i A S 0 o0 A Gl it
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Wil 5 FEVS AR N R AR AR . S5 E AMEASIE], ol 1A
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YR, RS A R A G 1 (ysosome-
associated membrane protein, LAMP ) 2A iz £ %
A PN, B BoK MR > . e 2B,
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Fl W A ¢ 2 11 (autophagy-related protein, ATG )
P, RN ES AN AT, AL H TS
FIEATE . WA WA 15 e ' 1 2k
HORET, WAL EmE R EEALS
¥ 1 ( mammalian target of rapamycin complex 1,
mTORC1 ) i i B R 1L Unc-51 #F [ Wt S L 1
( Unc-51-like autophagy activating kinase 1, ULK-1) &
B, AR AT WL A
E2H ULK-1 28905, (Edifiska . USSR
BT, mTORCL i Pz 2], FEULK-1 &
BIBERAKCP RS, AWK 1M, RS, ULK-1
A Y wE R AL IS5 M LS 3- 36 (class 11
phosphatidylinositol 3-kinase, PI3KC3 ) &%), #4i&
f) PI3KC3 & & Wi i 354 Atgl2-AtgS-Atgl6L £
RAAFHAEFCHE H4%5E 3 (microtubule-associated
protein light chain 3, LC3) T & AWEAR -, /-5
FE I A RS P 3 JR R B2 252 ey 1 WA 5 e
WRAERG, X B8 L ORI B A 28 2R
iz, 25 EEEAWTE LAMPL, LAMP2 il
PUEANAR B RIN R 1 . X, AR
T N YT K IR VE T T B, TEARZ
HXRER, pe2 HAR—FARECLER, BE—
i S R RIS &, 53—t LC3 4B i A W
WIFAET AN, p62 R H R A

3R NIE = T
3 AMBERSHEKEEECUERS

3.0 Emme it mie A% EEANIA [
W A7 Bl T A W 45 10 R s S AR, By 1k 3 B R I
NSRS, FI, FERITH A R, A
i EL A I B 240 B P SR BB . R S A4 S i A
T A9 S BAE FH o B s S8 3 AR NP AE R i 1Y
i B R AL 28K 77 W) (advanced glycosylation end
product, AGE) ; {RIMHHISE 40 & M, AGE BAR
AT LA 5 B R O g F WA, {H0 B3 T ARLS
B (A DSg s B E AL & ) 7KF, M
il A AR SRR RS, NI I8 L v A Y A
W, ) AR ARG 1 W A R ) A M L X 21
E— DRI e IR, A THT R G 4 € ) 2 K T 1

B, ARJE5 7 K5 IEH K EAH LR RIS H K RE
W20 N p62 £ KV B THe, AR5 10 RIE
B R BRI TH A AR IR LY 1.56 1%, R
WEDRIG AR BRUE A M ) [ Dl e sz 23, A ik
DAL ) A4 P X AR A S K, g B T A AR
JSE, AT 5 A O 7T 43 3R . Yuan 45 P4 O BFSE 2
7, PRI /N BRI I M 1R S e 240 G L 451 24 A S
AN 348, B i IO P LAS S E R AR L 53 Ak
PR R M1 A il s i M2 B Ak RSM 4
WSS W7, B RE R /N BUE W 4 L ROS 77 4
Wz . LC3 A4y, fefli HpE RS,
ARG AL SR R T E 40 Y
ROS =A%, @i il Sebidk A s, (2 (0 v
Je ) M1 B Ak, IF o WA A A B IL-1B, IL-6 Al
TNF-o, WA 9 iR Y . Dai % % B,
SRR ALAR L, M 2 B PR B2 e 1
o3 B 0 B2 R IR AL T PR 45 B SRR LA Y
I FEZ A 1 3 (nucleotide-binding oligomerization
domain-like receptor protein 3, NLRP3 ) % JiF /MA
W%, caspase 1 Fl IL-1P KE T4, HAFHLHE
PR BHER A A 7 AR Y R ROS #1712k
LUK F W, TS NLRP3 RAE/IMA, SECFIF
caspase 1 Fll IL-1p (R38N, JnRIAAE S, iX
SORF oY RUIFE R SR, B WA ROS AE i3
fn, ST ANA AR, RS IEAVERE S TR M
TR I 240 A A 34 5% LA A NLRP3 48 5iE /IMA T
LR AR AE SV, SEZA TR G -

32 eEHAELmBAE EOmAAEREP, N
JALANME ( endothelial progenitor cell, EPC ) 23 M\
W2 A B BGHRAL, 3k R U N B AR, 4
AR TR B BRI S AR AR, R EPC
TE B T A B0 A 3 A oy B R A B B
Fetterman %5 7 % B, 5 ARME IR A6 M H A 1L, IR
I BB N B2 A p62 BRI R . NO AR
KB, Ham A L sk DiRe TRE; RS SE
55 oK, ST R A pe2 H R,
SN A NO S gD, HEMS | & A 48 D e
Pty TEMEHRE e (—FP A RS R ) BB,
A2 20 L A D B A4S B ek, R SRS,
I P R 20 M W5 ] e BT TR D RE R A Y
TR, Dai 5% LB, FEMERRT/NEUT B
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o L ZE 2 i 3 3 0 o R 6 200 00489 B 2 v TR
i PP AR 2 T Ak 3 AR PR /N B s (R 71 24 L 55
R, BB EPC 62 B RIS B T,

H Mg, vk 57T 5, EPC M - /b,

HFE A A WA 3- AR TS, POA% 57T X
EPC MR VE PRI ER, W PUARS 51 7T 1 R
H 2 15 AL 35 1 i ( adenosine 5'-monophosphate-
activated protein kinase, AMPK ) /mTORC1/ULK-1
FOOE B GR T EPC N, SR T, IRt T
ML HiE . Shang %> kL HFIT R B, SEHRALLE
PR A AL H5 1) EPC A8 24 R /D BB T, HC
VEGF /K25 4% BRAH (R TIRSAAL B EPC 24 ) 1Y
2 4%, 14 d Q0iH A AR I T R RS
SR, E AR LA R EPC HAFTE R A
A5 A= B8 13408 X B A, T A (R 1 A i 551
3- IR, Wi TiX—ME., HAaFHLGE &
BERERE 5 EPC RAE P T, ZRAEALIH) EPC 42
# 1 circ-K1hI8 (—Fh ¥R RNA ) ik, JEid bil
DUER A5 B A5 A 7 (silent information regulator,

SIRT ) 5 By FRILME#E 1 EPC [ Mg, I 38 1o 1 i H:
PR SEIMAE B A RE ), HEMTSGE TR PR R I

AT . Shi 45 R B, B /N U 28 mmu

circ_0000250 (—FhFRIR RNA ) &1 i i i 1 41 i
IR IMIMAIGYT Ja, 7E55 14 KRG L-F 258
WA, AT FH A MMATG ST RS RS /N BB TS
KRG WIMIMSCERY], bR T EPC 1Y
T2, MM S T2 B, (HAEZ A v
Tl AL IS, FRIES T EPC T, HAor+1l
L 2 SN ISR AL B] 5 EPC 1 3 3 i1 SIRT1 (4 %6 14
JKF, 399 T EPC H RSN By FRIE, I,

PRI A B A, ek TR RIS
SIRT1 J&AAR A EERE AR SRS A% TR (nicotinamide
adenine dinucleotide, NAD™ ) #Hfifit 2= Z kAL Y,
NAD "/NADH Lt 51 o] D8 45 Ho 6 4, 24 NAD ' %
A INEE, SIRTI Bsis, b Ja A SIRT1 A] RLE
ST XSLHERE 1 O (forkhead box O, FOXO)

2O, P51 A R Bel-2/ Bty # E1B
19 kD AH 54 4 11 3( Bel-2/adenovirus E1B 19 kDa-
interacting protein 3, BNIP3) [¥)3ik, MIAEIEZ
M EmE Y yin 25 RRSE R, RN B2 I
TG AR R R i IR T B A i A R R RN R (R
TSR R R AR IR /N ) BT TR, B 21 R

Bl 2@ A, EXRATRTE DA R I
ST R W, AGE B 57 0 EPC £ ik 1Y p62 & H /K F
. AR ARSI T AR TR, FEAE
FHRRR RS 17X —I 4, HZ: [ Wi il 55 s
EPRSE, THER TRRRR R AE . HA AL =
BRI 2551 17 AMPK/mTORC 3248325 T EPC 4 [
Wi, AEE TR ML, SO TR PR A Y
B0 XEOHIFST AR EPC FIN K 40 MO Y ) 1
i, Al LAeksE EPC N B2 A0 ML B g . 446 EPC
AP, TR 6 T I A 1 A2 B, e PR A
ARG -

33 AREARmILL mieaeE {EM, AR
TE A MBI TR S 201, 120 5 7 25 A1)
TP fefb, HAE R A G fe b R 15 A
F. Feng 25" HFoyFeW], b 519 A A BRI
YL LC3 kAT RRAR, RIS Sl A
JROE 20 M 1 e, L2 R, MR R A
I AR LC3 A p38 Ik R, p62 &
HERE E . LT RE 10855, 4 MAPK i 6
(AT AJTE p38/MAPK {5518 % ) AbFH )5, LC3 K
HZIA i 0T RE Ty 3o, (B2 F gl
7] siAtgS 4L FHJ5, MAPK i 6 f LR/ FH B 1
R o Lo ML R = b 15 77 109 71 B0 B 40 il p38/
MAPK {5538 % N 98, T F WA DG 1 AtgS
FILC3 I Zikuwb, MG 7 40 M 7 w98 55
TR BUE AT AL RE Ty, T SE MDA e B T 1)
fe ShiZE BESE R B, ARAAL B B E 72
J T 20 B T LA A SR RO e A S A R e,
A3 F WL 2 1 1) 7 o T 200 L e s Rk i AR
AT 1a (hypoxia-induced factor 1o, HIF-1a) £l
TGE-B1, #4i% HIF-10/TGF-B1/SMAD 8%, iR
JEOE AN A 1 e f, AR I B I A
BEAR, FERE PR/ R A AR, BFSEE—2 IR S
T AR A Y BN A, T DL PR B
A . LIRS R Sl SR SO B2 A
H sz 2], HI5S T AT REERE ), AT
AR o B TR 9 A o

3.4 RAFgmiel min AeE  FEQN A 3G
B, T 4R A0 A 43 W MMP [ I ) 3L 5, K e
BicohE s agedsan. MRRREE S MEA
ZRMERI R ZFA L, R HER A 1A ) i 7E
SR, BCEF AR A O A R WURCET AR A, 45 1
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W, TN ARAMEL T b T8 e S5 1 el By
I I DA E D05 O Wil e = I v 2l T SR 30
Qiao %5 BF 5 & B, TEREIRIE K BB, gl
18 o 2 R A B AR B H B (receptor-interacting
protein kinase, RIPK ) 1/ RIPK3 {55 %, T I#L
CTYEANMLY) B W B, e LT 4RGN R B T, O
PP R RO NILF e, Song 457 HF5T R,
SR R EE, s R B P LB ZH 21 b i 2
HEARH R TR BN, LC3 Hm A T AU A
IR R RSP R, R SR
AT 4E A mTORC1 {5 538 B #fls, LC3 14
PR TR, FEAEATHT A W0 77 5 0 2 3R i i
TIX G, RUIEHHDE] T LT 4ELN ML F W,
AR [ g AT DA A AR AR R g T, T
IR NN B7 . Zheng 25 B, %
P30 3 1 mTORC] {55 53 B L 1 L eF 4 40
LY A Wi i, fEdE TR K BRI A . X
SEHFIE SR S 1 RLET AR A Y A,
SERLET AR F W, AT LA R R A o
3.5 almid b gk gl BRI EHE B TR
S A AGE HERR, 5 EAA P S84 17 8 iy 48
i, S EANH 2R DNA FAE AL AE A 45143,
AT KRS R, NS R eSS Az ] e o A S
BEAEAF R, A5 T B W 40 i ROS A= i
o, A A LR A 1 W e, (R v 2 e 1]
M1 T Ak, AT S i S i 4 X 4
R, KT 2% 46 R 38 5 OE PENT 5 5 e B 1
( PTEN-induced putative kinase 1, PINK1 ) /Parkin
FOE R, RSN F v, DTG SR I
20 L )T g I REAR L T8, de 0 B X
WML P9 Bz AR 455 . Hu %5 5V BIFSE o, 7EMEIR
I /N R AR R R R T STRT3 B ksl ad 3 il
FOXO-3a/PINK1-Parkin {5 5 %, R Riik A
WiiE i, R A L AR e Ty, ML b
BRI/ INER I b B A L o XSRS, A
SN E 2R NI =R C AR 0 G S A NI B P M AR E2 4 TR S
Y M R, 3 ML BB R A ARG L i
PN A S 7T R B L e A LAY S RS e T ek s, A
LN BE PR ) I AT o

4 N %

LR LR, R AN N A T — ) i

R, ERFCIRA R R LU s At pe i . i
PEAR AR, L UEYE SRR ] W 24 s B T
WA REREREAEM . R EE T ROS Al
AGE HJHEFR, mTORCI {5538 i 4 s, H [
A B PR T A A T A e
BT UE, 51 E A A W RE T R A AR B |
EPC L4825 B8 108055 . R JB0E J 4 i A 7% A 3
BERE ST B LA AT A A 148, 5200 i
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PRV A WEAEE R B I A A R SR b, bl
R 2] T XA A 2 s PR R RE R I 5 T DG T R
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