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Abstract

Diabetic foot ulcers are a common and serious complication of diabetes patients, which seriously

affects the quality of life and health status of patients. Studies have shown that cytokines, as important bioactive

molecules, are closely related to the development of diabetic foot ulcers. This article reviews the specific role of

different types of cytokines in the pathogenesis of diabetes foot and the mechanism of related signaling pathways.

Through systematic analysis of existing research, it aims to provide new ideas and perspectives for the intervention

and treatment of diabetes foot, and promote further research and clinical application in this field.
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QAR 7425, BISHE. T4iMiGa77 . i
EREHE. MBS S 4 EHR TR,

FERE PRI AL ST S L r 20t R 7 473 38k o o 2
it 2R 72 H e 2 A R AR S 2 2 20 T 14
B9 T, ERAE MEBE. RN, RIS
JSCRT A P 3 B S5 T A B A o IR AL R
PR PAL B8 JERE 20 B DR KT 3 T v, AN 3 9RE
SR, 3R] g 3 B AN S A TR
2 P R AR P 2 B AR R VR, S RETI
T TR RN O I PR B R L S I AR SR
R, A RN ST 2 O0E, DARERNE R 2 1R A
A, P B A R .

1 HEREEHEXMEBETFREDEE
1.1 RRAMEEF

fie 2 A PR E A e A0 an LR m A . Ak
EEL 24 i T P 7 0 B 55 i o 3K S 0 i AT T 7 R e R
0 J5 0 5B BOR FERBAE T, Rk 2R R AR .
i LR 28 4 B IR 1 0 45 iR PR BE Rl atumor ne-
crosis factor-o, TNF-a). 14014} 25 -1(interleukin 1,
IL-1)A1 A 4 is A 2 -6(interleukin 6, IL-6)Z:B!, #F 7%
RO, VR IEIRET, 12 R A MR 1)l FE R I ]
O R AT SE A B ) G . TR AR B AR,
SEA D E NAE . LI P IL-6 K S PR 2
B R A IR A7 A S 25 AH DR T
1.2 RAEEF

U 2% 200 it DR] - 368 ok 41 ) 412 9% 400 i IR 1 1) 7 A
A SR IF D RRE S o T 58 R -1 400 ] 2 4 By
AT, YD FEREN RS, AR a3E 58 hE Vi 1R AT ZH 21
BE. IR, PLR AR T R 2 Fgit
R DG . EATRENE IR 2 40 M IR 1 1 7= 4,
T ARG o3 350 A E S MR JEE BT B R 4B i IR 138 ]
DA 3 s 21 24 40 PR R I 7 P B 4 B 35 5 10 #%
HETIIE A O EA thAh, Bt g A M R 14 R s g
i 5z OB B Dy R, AR 2 R 4 ) JRI, B TR PR
i R R AR,
1.3 £KEF
1.3.1 AR 44 K F T (basic fibroblast growth
factor, bFGF)  bFGFZ S5 4MMINesE . Al A
FEE . bFGF{E ik AT EAH MU 38 58 . L #% AR i 2
HIE R, Rt O @& ", bFGRIE B AP RIEH,
IR0 B PR AL BB TR IS JORE SRE, AT ik 8 4H 245

5% bFGF [IAE F AL 3= 088 ik I 15 44 i 2 1 ) 52
RGO 2 5545 S 10, 2R T 2 24 110 384 5
TR IL . LERE PRI 2 B A G #EH, bFGF{iE ik
P B 4 i P 3 A I R TR 1, s A 1 A T
bFGF I ] LI it 1 15 4 M /1 3 J5a (R 2R s, 503 IR
T AL () JRI BB R 55, A AR K AT A AR A R 4
R JE A

1.3.2 R A KB T (platelet derived growth
factor, PDGF)  PDGF/&—FF £ Dy fg 140 L[5 7,
FEAE MM & R, 18 S R E 2RSS G, WS
AN 5 e Tl Bk, (k- JULZH PR R s 21 4 2
L ER 3G T SR8, IrodnE R 2 ) s U ERE R
I3 A2 [P Gt AR, PDGF 3 B3 i i 3 Rl 41 4 4 ity
HIPY R 40 M 3958 S5 A%, (R M AR B, o =i
g, (Rt O @G . ok, PDGFIERe% Il R 5
HE ARG SRE 0 E IR . R
PDGF(E 5 il % 7] it 52 3| 2 &5 22 RPN ey I ) 5
We, FECH DRSS , 2 T R MR PR 2 I A
PDGFiZ ] B3 S i A A i2E 2 i R IR, [
IR R 2 1 B2 R XU T

1.3.3 & &4 KFE T (epidermal growth factor, EGF)
EGF/e —ME W41, T2l 5% L AEKH
524 (epidermal growth factor receptor, EGFR)45 4,
fREAMIETE . AT, et D a1l
EGFilii 532k 455, Wos N iEE 58, (e
M AL RS . EGF5 EGFAZ 44 R IA K V-1 HE
PRI R 2 23 b B 2 B AR, P RE 2 3 B0 KR
REAEARK—ANHZER. Kk, K& HEGF, 7] g
SARHERE RS 2 G . AL, EGFEE 7 i i i
Aftss, it — R D E T,

1.3.4 I&/z%& & A KE T (collagen growth factor,
CGF)  CGFetauffusss . T MAHALHA, K
T EHLA 5L 1 AT 4 40 M 1 3G T AL AS | 3 5 i
A B DA S SR A e S A AH ST, BIE TR,
CGFnJ I 115 2 Fi {5 5 38 ¢ (W1 RASTE 5 i )oKk
3 B JR A %) B e Ay, AT DA 1 A ik
FE U JE O AT AE 40 AN A Bz 40 R 1S 5 5 0T
%, CGFREMS A R HEHT AL I T AR, o508 JR B
TEIR, J9bE TR 2 I G it R 4 B3R sE 0,

1.3.5 #£4b 4 K F-B(transforming growth factor-,
TGF-B) 548 fksm 2. TGF-Pit—2K L ThRE4H ia [l
F, 58 el e 2. TGF-B
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TELH LUE STI 2 Hp(IE H3E 5 2T 24 4 B 1 84 5 R D o
HIPA R, At D& 20, w5k, TGF-B
FEE TG . AR A R A B R
IO A . TGF-Biliid K2 AR BE0E M) Smad(E
S, SR A PR TE M, R R E AN
B, AT O @At 2. A, TGF-Bif 1 B
A0 B AR AR S | A8 3k M2 AR g 21 B ) T2 B, AT
] 28 5 FHAR L ZUB F Y,

1.3.6 A2 4 KKEF (nerve growth factor, NGF)
NGF & —Fh B 21 #f &8 FR 8 -, e ik 1 48 41 g
PR fAEA . BEFCER I, B IR % 83 1 f
22 45140 AL VR A B A ] fE 5 BN GF R 7K1 ik
b T2 2 S A RE IR S AR 22, A,
NGFAE 5 A ik A2 A i =7 285 OB, i 4 if 4 A
PRI GH BRLIE 72 55, 3K L8 A2 W) 24T R 0 A R 5 A2 T
AR R P, NGRS 2 S, WG T
WifE 5B, (e AN A K. BRI 2 B
HHEEREE AR, 50U R ORI
AW, MIMIEZEG DG R A, NGFRIS= &
FEMAHAERR T, s . NGFit
et a8 ok 1 1 R SR OB, (R DA . B
PRI 83 I 28 0k W] g gk — A0 NGF ) e,
TE R PEE IR P, )5y B NGF AT DA 3 42 i34 JR
s R 5t B G, I o0 S I AR T T 2P

2 HERRR X HEETFRE S @R

ST DR 7 T BB SO . ARE AT B B
T R 20 2 A F e R rh R 4 SR R
T L A5 5 38 B BRI 70 N B AR WL RN R 7 ik
PRAL T ARG 40P R A DG BG4S I B T B
JAK/STAT. NF-kB. MAPKPI3K/Akt. Wnt/B-catenin
FNotch%§ 27, IX (5 53l % AU AE A BDIRE R K
PR B IRE, IOAE L PR FLIRS T 5% 0, S 80K
PR FE . DRI, PRI F0IX S5 5 30 % 0/ F BL
HIA A BT S IR IR A
2.1 JAK/STATIESEHK

JAK/STAT{E SiE M2 MMM 5K S HE
B, 5 2R AEBEARESRE. 1ZE5H— R
P R R U A e ST T4, 4R T 5 2 Ak
56 a, IAK BSOS FH R 1L STATH H, b 5 STAT
AT AR, AT R Y, JAK/STAT A
5 PR NE RO B L R A A . B

SR B b, JAK/STATE 5 1) 5 3 os 518 1 4%
R LR B B A RS 2 DDA OC P00, I T
iE SN, TAK/STAT A 538 1 1] 58 7 5 PR3 J2 (1 2 21
T R A e PR R R B BRI, B
PRI AR AR 7 (W IL-6. TL-1B5% )/K~F T+
T, IX BRI JAK/STATIE B2 3E 1 4R 40 i ik
b, SERITH AL INE . RN, JAK/STAT# %
H S ST RE T I E W M &2, B0
Ao STAT3 (1)U T 1) 1 21 4 40 A 1 184 5 AT
e, emfn g2 . BRI EIR, B JAK/STAT @ %
(2540, WITAKINEIF, 6655 80808 IR I A ¢ 1)
PEE S, (LR DA . JAK/STATYE 5B K 7AE A&
SR IR PR L FH H B 3 32 (1) 9 R 7581,

2.2 NF-xB{SS@%

NF-«Bf& 5 i# % 2 40 M 5 115 5 % 3 1 3 2
Wy, WRZMAEY LR, BIEMEEE. 7
Wy RRE GRS S N 4% . NF-xBFESH M5 b LAAE TS
PEIERAEAE | 2452 BN, kB AR A MRk JE %
fift, NF-xBFAL 2140 M k% , 3 2045 e B R [ s B,
NF-kBA5 518 2 75 B PRI A2 1 20E R B A i i 72
Wl R . B IR R R I R LIRS 2
S B SLBORT JERE SN ()38 5%, AT 0 NF-kB
E 5 I, R 2 E TR, W TNF-oMIIL-6, 1X 46
DR 733k — 25 I R PR 2 B T 405 B3 TR I,
NF-KB [ RS0 2 0 B 2T 4 40 M (1 38 TE AT
S G R & B TERE PR 2 B, NF-xBE
5 P T R O 2 5 EO M A B SR A A I
A RS, HET R4 A Y, S YL 2
J BE 0% B I 0 NF-«B5 585, WA 0E R AL 1
FORE L, FAE A DAL,

2.3 MAPK{ES@K

MAPKAE 538 6 /2 4 5 715 5 7% 5 1) L 2
M —, FEAFEERK. INKAIp38ZEr A, %8
TESHMIIETE . A BOEUR BRI 1255 2 Fp A i
FE i R 15 25 AR BT MAPKAS 538 4% 0 8
WHAMBEE T BEREEN L MES S TS,
ST U 200 B R T B SR DR T 1 e R 4 i B
(IERR B8, B8 R 5 S0 A MRS 2 30 MAPK
G, B S TR R, AR M A
111 Ty Fit e 1 AR g 2255 7, AT o A PR s 2 1) T
i . MAPKAE 538 B 10 5 05 R 95 2 R 18 1 4
S S 2 R T R IR A B 5 DDA %, IxX
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DR 25 2k (R s mm 1 8 PR 2 I B S I AR A TR S B 7
B R IP A FIAIE 98 T, MAPKAS 53 2% 1 A [7) 4543 (dn
ERK. JNKA1p38 MAPK)# & BLEA AF HI1EH
ERKA 58 B R0 5 40 B 36 5 K A5 1 6 2% D) Al
5, MINKFIp38 MAPK I EE £ b 2 5 40 f o 17 F1 58
P SN R 2 HOY, R MAPKAS 5 3@ I R s A T
B D PRI 2 I A AR, AE SRR YT SRS AR TR
AWHRZE H .

2.4 PBK/AKtSS@EK

PI3K/AKt(E 5 18 I ££ 2 Fft A= B A B ok A%
R HEAE, JUH R 2 1R AR
J&H . PI3K/AktE 5@ %S 5 MG . A7
R SOE R 5 2 P A ThRe, TERER BE S,
PI3K/AktE % 1) D BE 2% 1 AT e 5 80 1 & e 1R
HIFERE I N . BhAl, PIBK/AKS 5 i i 4l
bR 98 RE S SRR Ak B, e B PR AR IR
TEFE ; BE PI3KY/AKE 5 18 1 e 06 (g i2F A Jofi 41 A 38
FEARERS, s g 0 @by, X ARE R 2 a7 PRt
T A,

WEFLR B, BE IR 5 BT = MR IR 7 2 0 il
PI3K/AKU(E 5 18 2%, 11 52 e 40 i AR A A K
MR EE T, PI3K/AKtS 538 1% 1) 95 3R 0
mTOR MG BRI, S 24N B M A7 RE ST R F%,
T JIE R R R 9 A2 ()3 BEEAR U2, R4, PI3K/Akt
55 IEES RIS S SO R T RIS I OG, &
i PR 1Ak P R G — P A5 T, TR %
PEIEHR . R, BT X PISK/AKE 53 1% () T ] g
FCARE BRI A IRTT I SN, v 2 OE W Th g
A HEENE R B TS,

2.5 Wnt/p-catenin{s 5@

Wnt/B-cateninf{5 5 18 B AE MG . 740 S 4
AR R IEEBEEAEH . W R I Wnt/B-catenin
12 530 B 3 T VR T A R R S B R R i I A AR
FS R S O T S ML, S e A PR A2 1) B
FE. Wnt/B-catenin{ 5 I B [0 BE 96 (2 12E 9 J2 40
SR TIRE, AT OGS ST T ML AR, IX6 T
WEIR R E A R REE M, b, Wntl5 5 1@ 1%
(1) S5 T 5 0 PR A TR M A E RN 2 AR O
SHEHBREAEAR ), R b 2o T LUl
71T Wnt/B-cateninf5 5 18 2R SCGE NS R 2 &,
TR TSR B8 0 8 i TS 12 A5 T 38 (A R
KR I A5 el

2.6 Notch{ZS i@

Notchfs 5 I8 I 11 57 5 W0k ] BE -5 08 R 97 AL 1)
Jos AL 25 VDA 5% . Notchfs 51 4% 38 i 1 42 40 g 14
B R TSR, S 5REREEE 0 s
2. Notch(d i@ H 2 2|0 F 800 0 @& 1R,
NN 14 OB R A2 (1) RV o« B 9T 48 H , DI14-Notchl
A% B ICE F0 R PR A D 85 . Notehfs
5 30 % (AT 5 5 A i ) ML B A, R
SN, A A A S R A AT DA I )
Notch{ 5 18 i S e E b8 PR £ V& 190 AR i 1)
Fo T4 M5 /A I 2 R BB B B FH .t R R
IspE PRI 05 0 fy, 1X 1 2] B85 Noteh /(5 518
P PRI T A R,

3 RE

TENE SRR 2 1 RR LA 92 oh | 20 B R T4
BRI EBEH . BRI R A RO i F i
WIS B BT S 35000 0 25055 A5 0 I 936 8, 385
ST SIS B U O 4 R DR 10 A9 0 S5 ) 3
VIR, AR S B T AR JRE A R
(BRI, AN T 2535 PR S o 0 i 40 M R 1 7K
AL SRR 0 R A SR . R, R
O 0 DR - 7 8 R0 A R WL eP 1 P, A B T4
RIS OB AR AL, SIER, 2 AHIE
SR IR 5Tt S N B S T B R v
BV, D TS Sl AR AR
SR AT TR A B Ay 4 T (05 B L 1 A

QMR TR % | & 20D T 2 1) AR
EATERE, H AT HBT 902 b T8 — i T (5
B, BT RAMG AT . FRIBE TR
T 8 S [F 4 L TR A5 S T P L R e
2 T (RAR L5 B, AT T8 4 T B8R AP 095 11 R
BN o SEEFF R 5 40 R R T 1 98 97 B
SR R AL ) T R 3 T S5 3 1 S
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