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Abstract

Diabetes is now recognized as a serious public health problem worldwide, with the clinical ma-
nifestations of metabolic diseases characterized by hyperglycemia. Long-term hyperglycemia leads
to cardiovascular and cerebrovascular lesions, renal lesions, retinopathy, peripheral neurovascu-
lar lesions, diabetic foot, diabetic chronic wounds and other complications, among which chronic
diabetic wounds are one of the most serious complications. Inflammatory cytokines are endogen-
ous peptides produced primarily by immune cells that mediate a variety of immune responses.
During wound healing, due to the inflammatory response, the body produces a large number of in-
flammatory cytokines, and different cytokines play different physiological roles in the inflamma-
tory response, which can be manifested as promoting the progression of inflammation or inhibit-
ing the spread of inflammation, and the amount of cytokine secretion determines the time cycle of
wound healing. In order to better understand the mechanism of inflammatory cytokines in chron-
ic wounds of diabetes, this article reviews the relevant mechanisms of inflammatory cytokines in
chronic wounds of diabetes, aiming to provide new insights for further research.

Keywords

Diabetes, Chronic Wounds, Inflammatory Cytokines

Copyright © 2023 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0/

1. 518

BE PRI (DM) & —2H Figi A% . A B AR BE 45 55 R DR 3 A B FH S AR AR IR 00, 90 110) 5 2y 2
P PE M, 32 B TR B 3R W S AR R AR S, B IRAE[L]. B AR R (1 R AR AR 4 K
JEFE P RIBE BT, AR 10 (2011 4E~2021 4F), A E R R A N B 9000 7 i F
1.4 12, H80E N 56%. HAET, A 5.37 {LHFEN(0~79 &) EH R, HEBRAM 10.5%. [FprbE
JRIGERG 2 T, 2] 2030 4F 11 2045 4, 4 E0E R I 58 3 S 20k 38 i 21 6.43 12\ (11.3%) F1 7.83 12\ (12.2%)
[2]o KHAR S ol S 2 A B AR AR A D RE R o B PR, UBE A S S R I I RE v 4
AL A A (/I ML S ) R K LA AR (B B 497) Al LB 2 PR RH DR T ACIE AL B - 400 A J i A A
GRNAE ORI 780 0, 45 P 100 A Ao IfILEF 5 [ 3] 0 G H A L A7 28 T e 5 500 PR 12 1 6] T (DBW)
[ J&. DBW BRIEHLEIAT e 5 R i B 1 — R AV E AR O . ARV 220 A CLFE A4 P 76 260 B A 69
S, SRR R S w R S G, DL R 2R M) (AGES) TR R [4] . £E IEH 1 UL R, AGES
EARNAR R, (IR RCIET 2218, MAERFSL M SpE A AN A AL R, AGEs AR BB 3E 38, 9 in0) AGEs
T, WUEH R T, SEREA S 2O OB, P EUH A D RERERS, ) A% - B
MaThae, AR -ForbgRl, FFE MRS, FEOM IR S KA, AR R AR R E M 5
WATHE, JRZHS BB R T, LR AR S N AAE K, X BOR R K
iy LR R ALY RIS IR R,  ARA T FUr] Gt — 0 K R T 80 VR G e 1 2%
BEAE 5 I R, BIARME A o B PR B 10 L B S A RN RR S SR S, RREETE:
PIIRE SR SEG ARG EE LR A5, RIEMBAG DA, FRE. TElEZNBH
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Y, HA A RGN T, AR RO AR EE SOME R AR ARG SORE (ML g, A BLIE RE o S BUR AR A1
T 240 AR B, SRR D, SBUSA R AL RTE R I, B E G B BB OAE—
PR E¥geesmaty s, SEG HER @& A[6].

2. {RAMLHAREF
2.1. MEIFEEF-a (TNF-a)

J IR R FE R - (TINF-ar) A [ 155 200 M R B A S L 3 7 A 1) 22 R MR -, LA 5 M 0 0 e B
BRI 2 N5 2 T AR TE L[ 7] . TNF-0 5 IBIRFER 15244 11 (TNF-RIN 45 & F B0 T kB (NF-B)
BRI JREBE, D@ 5 R 2 B (ROS) A ok i T 40 ZURe S 1 OE (1 R 2E[8]. TNF-a 1E MR 24
BRI, ST R e 1 G d R v ) SRE SO 2 DG EE (9], Ao )R TR T A % 2 A PR P A
W MRS NUE T A AR, X RO AL T R, KRR, HsH &
A[10]. PR AL (DFU) &I ME @A 11, TNF-o /AR AT B AR R AN R 7, ]38 i 42 2R
BRRRILBIR B S R A5 516 S, S 503 RPN 2 BB IRI%(T2DM) K & E[8]. Kolumam %5 A[11]
KW, SAERERP O DAHEL, TNF-a RlfEE AR KR 16, 18, 22 Fll 24 ZEPR-F)ERE IR 1 1 sk
ik, SERAERNINE, 508 HIEK . TNF-o K 1A] 2558 £ 5 5050 P2 40 M ) 5 2352 i A e
JRE, WEFCERB, FERERRIF R TNF-a 2008RET 4E 40 i /3 W A & 6 (IL-6) AN % 1 (IL-1), fER
REIASEE R0 B DR i I, RN AT E AN B FF SR R ER T IL-1 A TNF-a N SECRAHE Ay CD40+
FRET e A0 B SR (o WA R AT 44T D), S0 TE 21 IL-6 A 3R 8 (IL-8), JlL&T 4 4t it it 2 20 4 AR i iod 444
B0 IL-6 AT IL-8 o3 uhsk A SR 20, I T8 O &5 24 [10]. 7E DFU AR, S imK
SFWREEANZE-18 (IL-1P)H TNF-a 5 RAU 2, FEEAL P IRETm, 8 0m A SO 25E [
N, B A [12]. X LS R AENE R AEAE DFU X DL & AR G E R, R 1) S
S AN WA I R A B BR A B B PR SRR RE— 2D S8 DFU &2 4t. RTERMEREREH TNF-a
S G HAD S VEGN PR T i BN, RIS TNF-a 88 5 5T 106 B VA7 & X [10].

22. BT &E-14 (IL-1p)

I 2-18 (IL-18) 2 R MR ANE . EMEANA . T4k A AN f S5 2t i 55 22 b4t i 7= A 1 — Fi i
RAMEF[13], RIERMMEENT, ©S5ZMAMMES), SFREMEMEHE. SAET[14]. 1L-18
F Tk &M RORE(S 55 S8R, SOELRTW LT 25518, NniENERS, IL-18 5H 244,
&, FEERAMRIEL, Sz s A s 6 & A 8], el £ 518 1 4 i PR 2 DA
R, BAERE R BhBKIEFEREAL AN X AR TE R B, 7R/ RS R T IL-18 M E EHEE, RoR IL-18
o445 1 v ) LA 2R i B B TR SR [13] . IL-18 FIT TNF-o 78 R Rra i 45 L e 1900, TNF-o B A
R, AT IL-18 MW, SBUCERRSIGIR . X H00 B 2 AN 52 4% 00 AH BAF FH Al A 5 8005 1
AR, SRR R B L, BRI RE N IL-1p AKFSERIN, e 7R R0 B i R % 5
. BT O AR AR E AR, I H BT SMISF R A B, SR IL-18 IR,
JE IR AT g B T2 4R R AR (MMP) R IA T BEAR IS [15]. IL-18 A2 4 48 B WG4 A (ML) 28 AL R R v i e s e
RN T o ERESRIP OIRBE R 8= 28 IL-18 RIE N IE S5 R % R 4k RE A 2% B W4 R 8 2 5 BEL 1k 1%
SEAMKMEEMBRER. E2alored, ¥ IL-18 BBHUA RSN H ARG, RIENH 1IL-18
YR 28 EEAN MR B E R PR N SR R A TR TR R IA R O R e R A [13] . B MR
S R AN T 98 RE SN A N SR (U s« B PRI AN 2 ) 1845 O & N bR & . IL-1p %
RAE BRSSO RN B - i I S Al e % BRI R Y, 4EREIS M 1 S
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HFHEEAR . FFEERASMELLEE, M IL-18 RIATH T SEEHENG . IL-18 S ERUE S
PEAIT ) F EBORIE R, FErE R BT IL-14 BFE 5T SR AT s 18 1% 81 i & & [16].

2.3. BEBEKEER BL (HMGBY)

ENE AR H BL (HMGBL) & —Mii% DNA 4565, FESRIE T IRFRA Mg B, DA Az 4t
. BN AR AN P R AR 2 B R . HMGBL & — R I SE K1, 8 40 M AZ R0 40 o Hh b Ak s
wEMEAR, EREERARKEAFENRRZ —. 1EA—MHGHEE S FREH, HMGBL AMY
HSEFIEE T, mEgARAL)-1. 1L-6 F1 1L-8, 1fj HiSHIEIRSEHE S 4AE[17]. HMGB1 i
B E A AR T RS2 A4, K)o W R b 2 R =) 32 AR (RAGE) F Toll FE3ZAR(TLR), R 3EEAZE4H M (4
JAK/STATL Al MAPK) A J5 44175 T 1) S A o 1 AE (S 5@ B . RAGE BCAA IS A HAE ML Hh 1
W5 S P SORE M0 A C[18] 0 MEA—Fh 2 501, T H 40 AL R A R K D Re . FEFRAS 25 AT
T, HMGBL 775 T 4%, FEATE A AR E 2. EHLUART, HMGBL #E il ik, FH1E
R fE R AH 5 o T U (DAMP) R IR R s RGUR AT Bl o KRG 7T 175 S U8 155 /) BROFIRE JR 995 /s B
HMGB1 /K-F5 8 T . 245 &t fedr, HMGBL 7] A/ SAE EERGE, A S T 4 4
L R0 B )9 i B B2 AR A A T A B (R R T R ) R HMGBL (1 91 i 5 B0 P R 4 iR
TR B AR 0 Ak 0 i i sk 5 800 1 PR S nd . SR B HMGBL 78 B2 JIk - AE rh ] BEA71E
TELEIRTT . FESE BRI A A AR A ] HMGB1 AT REE N5 & & 7 AT R T )1, IR
HMGBL J& 1) F 44 [ B (B2 i, ReJbk b R 4i e s HMGBL /b 3 BUE PR 5 1 i & 38 B2 [19] . 7E
PR R R R I T B K HMGBL, R AT BEFE RS R 35t 920 I R JEe HR R AR D o KRR AE T
A, BARM HMGBL S8R /NMOJEIR, 58 i A7 1 24 B R4% 1 IR R 2R (& . TR BRI HMGBL
ANFCARAR 28 40 B DX 1 ] R T8 A 1 G 7 AR BE 2 AL [20]

3. R MARRET
3.1. HIFIRRE E2 (PGE2)

RIS RE E2 (PGE2) M 2 FPAl =4, ALHER R AR E AL . 35 B7 P 2T 24 4 it R g 448 P (R )
M1 ERE4if) [21], & & M2RA04 TR (Gl i 164 DU R (0 A 42 7 AR I IR S ), Hod it # )
NF-«B AT I BT R A, IR PGE2 SR B R 45 R [22]. PGE2 & —FZ 57 RAE I R BLE
ST, TWRESMEAFSE KA ENALHERESE . £ ORI PGE2 (R IAER MG
A LT, FoA S IndE ekt D @A fE . iRy UIEIE R DO T R BRI R, AT S S
AFRREEE SR, BAR, REMEER, R EERERIKIDIEE. ¥ PGE2 S A7 EEK
B, LYRIT R IR A% 1 /N BRSSP [ 32 A58, PGE2 AR T i A3 B, it ELE F 37 i) B3N
B M R B 58 1 2 A S I e R S 4 . PGE2 /K kI I 78 52 75 007 175 5 LR 4 i A M1 R AL 5] M2 R (1)
Wetts, o IR R IR PT 2 AR A AR RRIVE o SEEE L2, PGE2 W] LAY/ WURGET 4 40 i 7l (1 3 12
YA AMEE R (ECM)DURR 51 FR BB IR T A, 32 B kD> T HUSRCZT 440 M 921 . PGE2 A& B PR 51 2
(100 1 g JoR A 11 85 PR I A BR3P B PN R 0 LT 2R L T b P 24, 3O R
MG REE. RN Y PGE2 1 & &XT TS IR N &2 CHE, N&EN PGE2 M Rg4E
Frfh 1 BRI ) AORE R Y, AN T 0 B 6 T S 5, PGE2 i RUEE 1t R A 28 M SR RATT AT 38 22 1034
%, DRI LFIEYT AR [23]. PGE2 1E 4O0E [ B HHR S L AR BUR LA LA &7 5K, X PR fE @&
RS EE[24]. FEHHAK TS OEAREIEMRK. FEBITES DR MR T REBAR AR,
T RRAEHIR . HTRIFIIRR B PGS AT ENE, CAIFRMFZE PGs BRI T IRIK R o
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PGE2 1 PGI2 KUK &R BT HIEE . BATFIEE. AHEET 51 280 DT 5 2490 4 TVa 7 B R+ 200
AR 2 7 AR [25]

3.2. BZEREATER-10 (1L-10)

F 20 A 25-10 (1L-10) 2 FH A0 1 o e 4 i = AR 1 — PGB 4l B K - [26], B e didifER , il
2 MALEIS] TLR 1555 SAE R AR 71 r=4[27], BICFEFEREAITRAIER[28], drl 75
L2 ST RN 25 A A R AR BT (K- [29],  $ibi] S&RE [ B2[30].  1L-10 skl A 2 B (LPS) ¥ i =
Megs 2911 %oF T A0 R O B, IL-10 S A AR AR OC . 7R &) e B O SR IR EE H,  1L-10 FTRERE AR
NP R i, LA 1 B R A A R IR AL A S s 4% . IL-10 T B S EORE IR R A T
AT S, 0L f R A AT A R4 1L-10 HT R AEVbs EVRIRIE K, (RIREZM
IL-10 £S5 350 R BB 0 I A A 08 o (H3 0 IL-10 St RAEMFREMRIE, SHEH GRS EXHE
F[27]. B VRN M 28 N 4 MOEE R 25 BT (M 1) B AS B B0 BT R e B 14 B4 i (M2)
EIEFEAY, M1 BRI G R85 £ SHAL, F25 R0ER B, T M2 EVEAH e 1% 2
A AR o5 S S AL, JFRAERT 09 S AR B SR I BOR $EOCERE FH[27]. 1L-10 53R DA iE sh 1
M2 FEEREA A DG, FRRHEPTR B MR S S, AT 8 PR o8 A kst 2 (P 1 1 4 T A [20]. ansi
TEAMEHG QIR BB A8 G T = B O S B i O TS =30 Nt IL-10 sReg, W BA¥RYTE 71[27]. IL-10
XA _E R AA R [31], RTRIEHAEG D EANEERE, FNEMRIEDRERAK. 1L-10 i
DRI 14 2 B 1) 78 5 T (AMM) 48 Bt 38 ik 22 b A 4702 RN (358 s 0 7 A s 18171 & RN 1% 4 Pt 0k o o
)RR AL D AN . 1L-10 A& 1 RE B 18] 78 53 20 (M S Cs) i sk 18 15 98 JiE Sk 19 77 384 A= P 9 IR T
[29].

3.3. HUEKETF-pL (TGF-p1)

FEALAE KN B (TGF-p) 3 2 H I /MR SR AZ 0 L 5005 400 PR R 3 J P R 4 B R T A K TR 7 [32] - TGF-
FRAFE =N (BL, f2 A1 p3) [33], =Ff TGF-B WAL (4 —Fb, fE45 D & i A ¥ EH . TGF-41
SRR @A PR AR T [34], MR, JOE. LML A PR EZ/ER35]. RIE
SRR T, R D @A RN B L, 3R R RPN AR [36]. TGF-1
TGF-B2 #2544 BT 4 40 B A0 G2 40 il A BA i L B A3 P10 G 55 4R B 32 40 IX 3k, AT 2 3 PR 28 4L 2R T
ORI S5 2 T ) ) [36] . TGF-A3 nl kb B AN IRTE R, L BRI LB RIR & [37]. TGFAL 2 5%
Fifn AR, BRSOV . AR BRI BT 2 AN AN £ 5 T A A 3 B DA R 4 i A
JRECM) I FAE, 548 5 T EE(MMP) ¥ ECM H¥[32]. TGF-AL 7r b2 dha fRywifs 1 f&[28], H2
TENE R 2 1507 75 P BSR40 1 R ik 2 BT % A A K DR 7 (TGF-R) I L (1 3R o W R 993 B THI 1) Bk 2T 4 20
M, MR 1, R TGF-p 15 546 FZHA ECM 4 ik [38]. S8t N @A .
EOEAENERT, TCF- S5 AR, F4Eik L& ECM fl gy (BLHE £ 7% B (A R i 2 1) i = AR R
YikF. TGF-B A PR (L1 MMP)FRIEFE T, MMP ERE R O g . 78 IE 5 145 0
A, BRGNS WA TGF-1 RN ZFAHLE R, IR FTE MM ECM HH[38]. HAE A —MZT)
ReAE K7, D @a Bl 2 ER .. SR H T4 0 @A [39]. TGF-B w3k 1 5 2 4 i 75
AR, WG| AT AN B B BT AR, R B T 440 M 15 5 IR R AR (1 AR . S R4 A A RN AT Ak
R ESCEBEMIRE T, TR L4IZE ECM SR U, X200 10 @A P L FE[40]. 7F
A7 1 1) 20 i T A AR DR RN A0 B DR 7= A e i IO, ALHEXT TGF-B1 [ S % TGF- 1%
NACES B A S R, KA AT 2 5405 1A RS S (0 A3 b 4 A S8 25 109 1w ke OGS E I [33]
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4. 458

Hil PRI LS AE R AR R IB A L3k, FPEEON R EOGEM AL DA R, ka2 5t kA NERE R
GAHE o i PRI 1 2 1) T2 PR B ™ LI I AORE 2 IR M ME BT (M R BV 2 BRI B, B
AL IR A R A, SRR, TR R LU N Z — € AR OR RN s ) 0 PR 3 B 48 ) Bl e A2
MR AL, RAERN A o RAERMGX — T RE o, AU 2 W K E R AR 7, AR T
RIT s SIERNERE R ZF A A J A D e PR S 1k B T A H AN R, LA R LR
BAKE, EEXHERINLEI B R — M. D @E e — M R Z TR, ki,
RAE - HETAANE IR Br. 81 QU AR IR iR T AR P OU N R A, BIIIEE) . KA ZG . AhHTEORH LR
FARIWGIT, FGIT FEAME, (EREREET KRB MEOVEAERIGIT ik, 23 BT a4 i o)
TIRMEBE PR, RICHIGaTT ik,
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