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Abstract The article summarized the signaling pathway with the confidence level of NF-«B greater than
0.9 and its connection with diabetic foot ulcer (DFU), and surveyed research status of TCM prevention and
treatment of DFU via NF-kB signaling pathway. Inflammatory response mediated by upstream receptors of NF-«B
signaling pathway has widely participated in the formation of DFU and its healing stage, while TCM therapy, with
the advantages of multiple levels, multiple targets and multiple pathways, could prevent DFU mainly through
inhibiting inflammatory reaction and promoting angiogenesis.
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i R 2 1% (diabetic foot ulcer,DFU)
2 FE R PR A R 0 IR, 5 B AR
L 3508 B2 O 35 o 2 B R B 5599 » DFU H A
B, a8 REREERF S . RS ES:
1M 85 S it B, 32 BUELHE 1k I | 98 6E | 3G 5 A 9
. 2MERENEEREISE P A R RS
P& Sk, DLIA S 2 3k B2 Ik A 1) A T e 56 B
A B B, TR JEER K M 5% (venous leg
ulcer, VLU) \DFU. [ #4545 51 &2 i) 1 % 153 977 3 5 7
BRSPS 0, B 5 Jh R R
B 2R T A R RT3 1 B A 55, M DL 3 Je )
BRI — B B, 3T s A TE K
HMEE TR . IX O AR R Z 6 18 Y 1 TH P 17 I
() e ) R U, R T DFUAS &2 i i rp
(1) 98 i S Ak G, o503 1) THD AU A K It T e 2 B
1EDFUA & B J5 R B RAERIZ AR5 WL
RIL, H B2 FE DT 48 o83 O T OO A | 2k G T
WEETHAA RIFERY . A0SR H
[ 245 T i #% K T kB(nuclear factor—«B,NF-«B)

15 5 38 B B 16 DFU B AR B FOAE — 2238, LLIAR
HH [ 2557 76 DFU 32 (it 37 JEL 2% o
| NF-«BESBE

NF-«B B85 2 5 MUK G 28 B2 9808 RN, 1
TP EK ot e EW A S
AN KR BB : RelA (p65) | RelB. c—Rel. NF-kB1
(p105/p50) Al NF-kB2 (p100/p52) » NF-«B [F) 7%
T P RS A S I I R AR A RN & LR AR
2 M NF-kB 15 58 % .
1.1 NF-kBZRIERAL G NF-wB K 7 L= —A4
FH 300 /% JE 8 2HL ¢ (1) N 3 45 M35, #R 4 Re L[] Y
zE )3 (rel homology domain,RHD). 1% %544 45
2 5 DNA 45 & I S FE 0 3k — B Ak, A8 A 50
RMEGESHRL R RBFERFE KKk, Y
NF-«B 1 #l 55 (inhibitor of nuclear factor
kappa—B, TkB) & [ Jii 45 & f#f NF-«B &b T Jo i 14 IR
AP, NF-«BH R X o N A TEZK % : Rel 25
[RelA(p65) \RelB.c-Rel JHI NF-«B £ 4 [NF-«B1
(p105/p50) I NF-kB2(p100/p52) ], H 1 Rel &
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HEA R, BEE R A, H B C ot 5%
W% 3 (transcription activation domain,
TAD) , BEAEAZ N IE [°1 30 5 %€ DNA 7 B30 % 5%
T NF-«B & A T4, & BOR TR R [ (p105 1
p100) J& #f— 35 77 A4 il i 1 (p50 Fl p52) , p50 Al
p52 AL E TAD, i = J& Bl 7% 5 R 7, M AR & B
p105 F1 p100 H A C i 4 25 H (Ankyrin, ANK) H &
SER IR, 5 RUD J7 41 AR 43 1 AR B4R A DA BEL Wy
NF-«B &P,
1.2 NF-kBEEESHWIBELMIKKES
¥ 1kB [ SRR NF-«B HH] 5], 1% 8 3 B A &
H &E & 45 #J3 (ankyrin repeat domain, ARD),
kB EKEE A NE L TkB(1kBa, IkBB A TkBe) «
B 4 IkB (p105/1kBy A1 p100/1kB8) 1 #% 1kB
(Be1-3, IkBZ, IkBNS, 1kBn) o £ it 1kB Al i 14
TwB = B0 i F NF-«B [ 25 1 40 g 5 b 2 R i 4
ARAS , NI K 35 55 NF-«B {5 53 #% i 4 il 6 5 1
¥ 1xkB i it 5 DNA | () NF—«B . 3 ( 32 32 9 p50 1
ph2) 4 G AE A A% b R IEAE R

TKK & A9 SUFR 1B 8 , 7 4% 22 F 4 i 4 )
OB FEBE R 1L ThB 88 3 LI T 40 M S B . TKK
5244 P R (TKKac AT TKKB) A — AN 38 715 1
FENF—BUFEPTIFINF-xB essential modulator,
NEMO) ( L FR TKKy) 2H /. TKKa A1 TKKB 45 #) b A
Bl IKKB /& 2 5 1xB B IR 1k 1) 3 ZL S , 1T TKKa
FE S 5IEZ J1 NF-«B Il % , NEMO B TG AL g 1
H W 28 1 NF—xB 38 B AN ] B 358 430
1.3 RHMEIEZBNF-BES@IE 4 I NF-«B
15 5 18 % SCFR NEMO A 4 14 388 % , 3= 224 5 p50/
P65 WiT . ZIRRER T IxBa BRI S, B 5k
B 2 AR [ Toll FEZ 4K (toll-like recep—
tors,TLRs) AU/ 1 (interleukin—-1,IL-1)
SFAK L R IR BE Rl (tumor necrosis factor,
TNE) 32 52 b A 0 3 (CTNF L IL-1 2 AN R R 5 L )
A SRR S Bt J5 B G S g s, m
BEFE LR 88 .8 T & TIR &5 iy Il e B A1
S50 5 AR A e R 1 2 (R AE AR B R TR A R A AR
KB T BIEMEME 1 5 &% (transforming
growth factor B-activated kinase 1,TAK1),
TAK1 #F— 35 B 1B BB T BT AL 1) TaB 3 5|
2 TrBa IR M2 24k, 13 TrBo B, I i NF-«B
A IS I SRR R ) R e

JEZ i NF-kB {5 518 % 32 A T p52/Re 1B
W ZIBABOR T pl00 KN LS. dE4 ikt
1% 5 VR WO b JRE IR B DR 52 AR S0 A B
TNFSF3.CD40) , ;= A Hill ¥ 5 ¥ NF-«B 75 3 J il

(NF-kB inducing kinase,NIK),ffi NIK i g 1k 3F
BOE TS 5 [KKa, DU & p100 B8 B 10 A% A
A2 R p50 M , WIS L P

25 B NF—xB 38 4% 2L A7 T P17 R 452 B 1 2 119
AL FLRE TR 2 RIE R B RIR A, RN A 5 O
SN 5 P S N, M3 5 S A A SR T s i R
NF-«B i % 5 A 4 5 2218 10 RF 22 0 (8] K 04 £,
HEsE A A R, Z S5PUA R REE .
2 NF-«BESEESOFURIXR

NF-«BAE ‘T i B FUiF 52 T 10 9ORE SRV
ZZ5DFUME R L @A ISR, %R RGRNIE
AR AEINAZ S —TE B 2k, 7E S gl i (i B
W 20 B B A IR &5 bRk s RS2 AR [
PO F5 TLR. f& # NOD ¥ %2 f& (nod-like
receptors,NLRs) \RIG-T FE 5244 ]Il 52 45 41 21
T U Al A6 975 i A& B 5% 4y F # X (pathogen-
associated molecular patterns,PAMPs) Bk 45 1% #H
7 4y 7 f A (damage associated molecular
patterns,DAMPs), % 5 TNF-a. IL-1.IL-6 Z5{ %
Y1 o PR - 3R 02, AT S B 9 DR AR R B S i H
20 DASU £ T R B, w4k TLR4 6 (A A /b
DFU /N R, IL—6 A1 TNF-o 3 , LAY 4% DFU 1) T 25 27
PRE IR HE 597 A, TE TLR2 SR [ 1 DFU /)N B AT
AR TR R, SINGHE R LK, 5
JE DFU 44 A4H Lt , DFU 2H 6] [ TLR9 A1 TLR7 23k E i,
HOOE JE 5 5 NP-«B B INF %1k, 5] 42 DFU 18 1t 4
fiE [ B, 31X ] B & DFU 61 T AN @ 4 i JE A .
RUZEHAJT ZE1 70 58 32 W, NF-«B 15 5 18 % 5 4295
b5 E DFU 1) T 98 5 (K 70 WA 184 I, T 410 1) NF—«B
5T EER IS B TH 28 RE AR HE A N , $E78 NF-«B
55 S E DFU A R IA TG BR , B R ) NF-«B {5 5
T I S PR 25 W0 T R AR VA 9T DFU A3 J5 1) . YUAN
SV ST R B, DMK SR BT (2 28 IR 7 TL-18. TL-6
TNF-o R IE T+, H DM 4K R A1 T P-NF-kB(p65)
p—IKKae/B~P-TKBa R IA ¢ 1F 5 4 Tt 155 » U B NF-«B
5 5 8 % 7E DFU HH 4 B8 , 136 B 4 42 2% D - 73 DFU
KEG MR TRIEWD , HNF-B(p65) .p- TKKa/B+
P-TKBa 35 N [, 2 B 4k 4E 5 D B % 310 1] NF-«B
15 5 38 B B, V8% DFU K SRB THT 280 SN 7] B
PERE I AR il BRI, HR 4% NF—«B 7 DFU 1) Til H 1)
15 MR AE 2% DFU A B ML, #0151 NF-«B A5 5 3 i
(P8 ) 2459 — € 2P b AT {233k DFU #8565 o
3 PREINF-«BISSEBIEHAROFU

1B R A IR (KRR 98 0E IO L 3 A B A
S5 % DFU M A 1 2 B BE ML . DFU S & 4
M g H AR I & S EURE T AR E
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AR 2 . 1 P B 2 BE 0% L 1 4% NF-«B {5 5 8 1%
o0 DFU G T 400 , 22 ZARIAE LR JLAN 7 TH -
3.1 HPHIRRER B A ZAE 24 5 (1) 1 A 2
25| 5 1 e IR A, R G A7 1E 1 20E 40 e o
PR 4 B R0 S I AT i R L P AR R 46 TR
IL-1.1L-6INF-a) FF 43R 1A , & JE 22 45 11 i A 1Y
KBER RN, ATZGH I AT FARAT I 2 B RO
2 B PR A R VR A, Al
PN SN B BB B A 3R T B 4 A AT RS, ek b
Y AR T, AT 2 2E DRU A0, SUN VR 78 K
B, A5 2451 RE il DFU K B 46 Bl 52 44 (Che -
mokine receptor,CXCR)FKIA , 1| NF-«B {5 5
i g, I I PEAIC TL-18 IL-8 A1 TNF-a ik ,
2 DUF KR A #ERBEMEER S . FRK
L, BB X B BENS BRI TkBa HI IR 1L 7K ~F K P65
Feak , JH] NF-«B p65 V. 3 M 21 ffd 5 5] 40 B A% 5
AL, 331 Uk A B THD 980 Je Y. HLB R 2 BE R
% (1 J0E N 7 Jok RS 2T 4 200 34 1, AT Jm 3 440 e S
WERE , AR RefR s 2 R T Lan 1 A K KT B8,
(transforming growth factor—8,,TGF-B,) At
B4 4k 4 B A K B F (basic fibroblast
growth factor,bFGF)Fl13 ¥ 4E KR F (epider -
mal growth factor,EGE) 14y, 312 i3k 6] 1 &
Fro AR ETYH 2 F A I F T DFU K &R, 5 AR
RV AR EE, 24 V30 17 25 K BRI 3 % B T 87 2E A
L TNF-a  IL-6 Al IL-18 R iA B, % 1] 24 )5
HM L7 AT ) DFU K BRI 28 5 , {1 1F PR 27 3 2
W %l ST 50 R B, AR WL K 4T R E i e it
DFU J5% 57 40 27 vt bFGF \ VEGF 35 i Sk {1 i3 6] Ty 1, %
AR LAgE L A e . PR L, 38 T FUNF-«B
&Sl LR AR RIE A R T TH 2
JiE » AT Y5 97 DFU

3.2 REFMEFHE CIHBELE - NEHMIE
SRRk R S 1 O TR A A B AN T I AR R, I A AR B
R R ZE L U R A i DR i 3 a7 0 A 2
BITDFU M k2 — o R ESE R R, B 7
JE 977 - GE 1% 3 i 15 458 RAGE/NF-«B p65/VEGF {5 5
I, 50 DFU K BR A T 280 , 35 3 I8 87 26, B
L RNTH RS . Z 7 2 P T REE PR 2
AGEs/NF-kB p65 & 1K 1A , il % AGEs 55 %2 /& RAGE
S L5 5] D 1) 41 AR SR S S A 98 0 S, 3 T
141 NF-kB 0% « 1T NF-«B B00E £ (2 4 61 %
PE R R, 13— 25 il 3 RAGEs R 1A 5 Tfif p65 . % 7E
NF-«BAE ‘F il i o A B ) A FH o, FL e e it
RAGE X4t %8 PA 5 () 0 k1l 4 FH , [) B 84 o i 4 A1+
W M S BB T RE S, R H LB R . 5

—J5TH , 8B 5 & 5 °F e £ VEGE ik, B hE 5 H
52 A VEGFR2 45 & W0 2 26 AR 3t I /8 A= 1 1) Ui
55, T S I #4182 7 A2 95 1 5
PRI R BRRZ R 35t 9 61 T A 12 B 4E 5 AGEs.,
RAGENF-kB p65.VEGF 1A 3¢, [A I i #% RAGE/
NF-«kB p65/VEGF {5 5 18 % 1] G 42 B ¥ DFU 45 4% 1
B . FETZ4 DRU KR 70 N1 M5z 4 2
EMAMEEETH, SR RIAFETEHKRKR
VEGF.CD34. I i B — %A . & & B (endothelial
nitric oxide synthase,eNOS).p-NF-kB p65 3%
IR 7P F AR R 2 T 57, 1T RAGE A I8 240 Jfa 286 Bt
53 F L.NF-kB p65 KIEKFH MG A HEEH
KR T HE D0 208 AR I, A R T B T P 2
HAER R ES. WHAFEERRAT
RAGE . IfiL & 4H s & BfY 43+ 1 .NF-«B p65 Fl eNOS
mRNA 32 i 4 1M A i, AR 30 A 5
RAGE/NF-«B 1 VEGF/VCAM-1/eNOS 15 5 il i 5 % o
JE DL 2 4% A N DFU HE DL A 1 28 A0 HL7E T
CRETRIRR” PR R SR AN IR W, A5 T
CREEAIETT T REE T DEUST B . AR
G I 5 A AR 7 T T DRU A KRR, R B A
S AR T7 20K BR AN TH A % 4 2 AGEs \RAGE . p—
P65 50} /2 3k T % , T VEGF L CD34 . eNOS ik
T, 15 B H AR 2 i A HT AR 5 AGEs/RAGE/NF-«B
SR IEBE YA . £WE KT AGEs/RAGE/NF-kB
5T W B AT S YR 9T, T A AR 3k DU B T 4H.
UM BT . R RR I, R CE B
o 1 4% NF-«B/ JNK/P13K 15 ‘5 38 4% , 5 Wi DFU 61 1]
RNE K M H A . A EIE T B L1, 1L-6.
TNF-a 25 % 5E R 1 22 32, 41 NF-«B. JNK.PI3K (&
5 %, R B3 i A AR R Rl - CD34 AT VEGE 3£
5. Ui BH SRR B X DFU KRB E/EA S
NF-&B+ JNK. PT3K 15 51 % % VI AH 5% , iX 7] G A2
2412 33 DFU B THI& &2 1R8I B 2 o
4 I\

NF-kB 15 518 % 5 DFU A ZME B %YM 5, iX
25 DFU BT 25 i A F At 7o 7 ). s R R 25360
J7 DFU JJ7 S A& A, HR 25 BT i ~ 2 FEVE SRR 1, U
B T 25 E T T I TR A5 2 2 IR 2 R 2R
AR, BefE I 2 5 TH R 4% 45 538 B - il DFU &
A2 IR PP 980 SO LA AR S, R R B AR
AR 2 SORE IR IVE - B H BT < Hh 25 1 7l
NF-«B 15 5 18 #9697 DFU (I HF 78 520, 4 Ja N fn o
NF-«B 15 518 2% 1 v 2= 24 JE il Al PR 9T 72, 4 DFU
(YR TT A B8 A 77 (1) S0 R R 54 R B D 42
1 DFU () i & SR A8 VR IT 7 & o
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