%546 5 5 W ST (AN =S
« 572 2025 4 5 A

JOURNAL OF HEBEI MEDICAL UNIVERSITY

Vol.46 No.5
May 2025

N

* N ERE -

CXC T Eafb R ¥~ Ko 332 ATEBE IR 9 12 15 9% 1)
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KE R (R, HaRFED (FR)
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[HE] R IE 2 5% (diabetic foot ulcer, DFU) J2 1 B4 R 78 8 & BB EZ RN fE 2Bk, Bt A 3
A DR 58 5 R A 15t 9 T O B B . 2 KB Y F 5T UK R A BE 8 7% T CXC(ceysteine-x-cysteine chemokines.
CXO) R # AL P 776 DFU % AL o 89 £ T 5 SR 100, DEU G825 S 1 S 4 1038 1R i 43 CXC B IR 7 B %
WG BR L W A DFU A5 10 P S I0EE RAE 5 SO L LA A R % 46, KR I T DFU | 45 D@ &
S 3R H 2 B0 R o AR SORE X £ CXC BB AL K K2 (R TE DFU 5 11 G 2 32 v it 22 3515 00 S0 7 4E
ML AT 45 58 . Lo DFU 35 32410 &2 (080 1) 3497 7 2.

[XB|AT MR LN 7 .CXCs i D i &
[FESFZES] R587.29 [xwtirEB] A

Wi PR 9% 2 15097 (diabetic foot ulcer, DFU) & —
Tl EL A ) A i B 40 W PR s - A K s BIL
B, ik 20 45, DFU M 0@ & 5E 0y =2 T4
Fh AR X B E B B ER . SR,
Je E N FH AR A DR 7 1 I R 285 2R 5 R 4y BRARL 5 1
A R PL EEE  E  T EE E HA o) AL
il . B AT DFEU 65 0 1y @G it
PR ALAE AL HE 1 A0 M ARG B0 3k A 2H 2R T I A
A5 B RS, BT CXC BB F 3% DFU
0 G B EZ AR AR SO IR DFU B35 50 4 I
At B (E0B WO WA TR CXC B+ Mz
PRI S 5 7K g B g v @ v DFU 45 11
CXC AU 7 246 ] AL IR e e e R
DEU #8 [m) 3697 19 ¥ LW (6 O 5 J5 B4 T &% L BiE
FH T 1l PR 4R A3 B Al ik 4

1 DFU B9 i&

DFU FZ R R 0 O @A R, 1B
15 C B 52 3 B — 43 A BRI S L 184 B R 9 pg A

(Ui H 172024 —04—08

R4 H IR A D EBCH B R0 H K5 B 5% RIS
(24BSH530)
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BB, A EAE R > 715 5 (R AE R A
Tt O NS85 LR R A T T IR
TRATT A P G o 15t 97 8 200 DY 2 Al T R
DFU &G D @mazmp iz —., CXC 2iEfe
By 2Bl ZET K — 113,25 DFU 4
Hma P BB, a4k, e HAl R R AL A 1
CXC B A ] 1 FE AR 22 200t 18 2008 | I A 2E BT
T EL A R P AT B I ST . SR A IR
BT FHE R CXC AL 7 2 H A2 K 38 DFU
BEGHBEERT, RF T DFU &0 0 &
IR B B U B KR . 32 SO Ik A T
TEATS A a9 A P 2 A G A7 2l A 2 o
7O EAR KRR b DR 4 CXC B fk
W¥1e DFU i 1 & b i B AR T8 T g7+ o>
AR,

2 CXCEHBUEFREZME

CXC B 7 2 7 & 500 H 20 N,
1t DFU 15 FU AL A W By BOR A . A 7E R AE Bir
Bt . CXC Bk PR - 32 22 5 | vp Pk 48 1 R0 ik 2 48
fl. T RZH0 CXC BEL X . —3Z K 2
A RS A AR R B T RE T R B A
PEFENE Y VAR SN o o) — O T G A N R 4 i
(endothelial cell, EC) 3 ik 1Y [F] J5 32 (4 A0 B AE H
CXC YA PR i J2 T 4 ol o 45 A= il i) G 5
I B 2 5 IR S DA A i Lk i SEAE (3 5
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I A DB,

R A8 26 — A2 Db 2 R Hi 2 5 % A ELR (glu-leu-
arg, ELR) J¥ 51, CXC # a1k A F 9% 70 & ELR™ Al
ELR™ Wi, a4 4 iy ELR T — CXC Bk
F 4 $5 . 4 KM 6 B I (growth-related gene,
GRO;CXCL1/2/3) ., L Bz v 5 i 40 g 3% 75 ik 78
(epithelial neutrophil-activating peptide 78, ENA-
78; CXCL5) . Hi 40 ffl # fk & 11 2 (granulocyte
chemotactic protein 2, GCP-2; CXCL6) . H M %7 4
it # 1k £ 1 2 (neutrophil-activating protein 2,
NAP-2; CXCL7) . F141ifi 4+ 3 8 (interleukin-8.1L8;
CXCLS) K 5z 4f i 117 4 Kl 7 1 (stromal cell-derived
factor 1, SDF-1; CXCL12) % ; 1fii ELR-CXC & fk
PRI 32 08 1l A8 AR SR 1 R AR T AL Al Al
T 4 (platelet factor 4, PF-4; CXCL4)., T & v
(interferon-v, INF-v) i 5 i 28 % [ F (monokine
induced by IFN-v.MIG;CXCLY) , T &£ i% FH
10 (interferon 7Y-inducible protein 10, IP-10;
CXCL10)%, CXC BEafeN il it 5 CXC il
RS2 A8 4, T T IR0HE T Wi 0 8 R 5 2 AR )
BE. B T CXC 5 32k 2 (C-X-C motif
chemokine receptor 2, CXCR2) & —F G & H 4 BE
AR, L85 4 CXC A fk B 7 CXCLI-3 Hl
CXCL5-8, s 5k tEAH X an e N (5 & .
il % 4 3£ 11 #5 CXCR1.CXCR3, CXCR4, CXCR5,
CXCR6 4§,

3 CXCEBUEAFRZHIE DFUFHRE RIE

3.1 #HfER T CXCL5 5%k CXCR2 1 CXCL5
G % 1) b Bz vt 20 8T K 78 2 — b il b B A
JF= A BNy PR R, EE S5 ORE Ak ik
YER . CXCLS5 i@ 1t % &k CXCR2 {1 7 v 14 ki 41 i
T IO ST B ANORE ks B At A
5 bR AN ATUREL , 38 2 5 A% AR R A I /) Al K
I O LA I A R

B Z ST 4R 0 CXCLS Al AE 58 F s 1M 4
JERIEA &, B9 K M 4 tE DFU B8 4 113
WP 1) CXCLS 5545 171 %8 3R i A& il 5z AH 5¢ , 7]
WA DFU & 05 1A w5 mom 5. A
B s 53— gE 3 B 2 BB PR R (300 BO I 3K
5 W & fH 48 iY Cendothelial progenitor cells, EPC) 1%
FRHE Y CXCLS W W T, 5 CXCLS 454
1) CXCR2 3= E7E £ BT 5 4 il | i 8 N B 48 7l 1
FEIR 05 1A A AR R Y A0 S AR L A
A LT E R, KT CXCR2 32 1k 1

DFU #7515 8 5E 400 &2 EPC 1 () R ik 1
B S ESY . TR SE DFU BB 35 4 8 1 5 455 1
B CXCLS J CXCR2 63515 I K 7k — 4 i B¢
CXCL5 Xf DFU 44 [ & v i) s 2
32 #fEIRF CXCL6 5%k CXCR1/2 CXC 4
I F B 6 (C-X-C Motif Chemokine Ligand 6,
CXCL6) i i 2 e —Fokidniafafb & 2. 52
T2 B | Y #a Ak A 52 1k CXCR1 F1 CXCR2 454,
FL4G 1 B2 ANAE L P B 40 B L 2T 4 40 i A A 28 e, BE
FE 14 0 B4 200 B AE 0 86 B 3 ELAT I A A B T

TE R Kk A AR v L CXCLG YA 1 1l 45 28 i
VEJH T BE 525, AH 2, X T BRI 45 A= o s 1 3
(AP 1, o Bl CXCL6 7645 1 A a 7B FHBL
Tl 5T . Wang 5 1 R T DFU 45 0B H
Brh CXCL6 #AKFE DFU GO AN XRS5
Pkl A M, RAA40 03B HYHh CXCL6
(-3 7K OF B8 2 AR, X AT g2 i TR G KR @ &
DFU & 3 15t 7 10 AR I 4 8235 in 55 10 488 4=, CXCL6
FEAG DA g0 BE T RE . A2 . CXCL6 ol g & R iR
57 DFU BT 166 7 38 mi L8 1 KCF W] 4R bl IR
I KB 3 1012 15 R LT A I AR A R
3.3 #fkHF CXCLS 53z {k CXCR1/2 CXCLS
WIS E N AT R ), 5 CXCL6 HA7 258l
MAER, 5 CXCR2 Efi g mE M. 252 /84
RAE VA SR 5 AT AR il A AR S R &
2 LN

Theocharidis %" Fl i st A R T
CXCLS8 5 JRAw 17 11 3E 3R @ & =22 8] 47 7F — 52 LBk
FE— T LL BB PR R E R MO 0 (2 ) T
180 DI aMEF ARG 1 (Z M5 13 DB 1P it
g, 18 MR R N 45 0 CXCLS BA & 8 b,
CXCL8 == 58 2o 14 i v 1 47 48 Jf A0 5 48 e 35 Vi
5 DFU H i RAE RIS N, 1 DFU B2 ik it 2
) CXCL8 Mm% DFU i) 48 E J I L 4F ek,
7EH Al 7 1 L 5 B9 CXCLS i 5 35 34 £ 98 i
0L AR RS RO BB . PRSI L R W] CXCLS fig
LR IO T 8 40 3 B L R AT 22 4 4R R L B S 1
M A SR 10 pg/ L 3k S g5 KO L v IR
2 0.1 pg/L HREBAKEN 0.6 png/L BRI A] R H
A S M (P =0. 0D, {H 2 TL-8 XK
2F 2 40 M Y 5 e AN R L PR HRE , CXCLS i & Af
FEUR AR AT 4 A0 M B BRI A S e iT .
HLF R, 5 CXCLS 454 8 CXCR1 fl CXCR2 7£
T O h R R AR, R b N ¥ RO R R
IRTEG OB AA B TEAR—SE L . /ARG
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AT A B b, g % CXCR2 1 3 P Bl 26 540 1
CXCR2 Yjfig £ b 45 HE B rh PR b7 20 i i 5545 L o2 £
J T B A0 L F 458 B, O A R 45 TP A iE— 2
B CXCL8-CXCR2 % i) IF & ik &0 0 @A i f#
AT ED AR AE
3.4 #fbH T CXCL10.CXCL11 5%{k CXCR3
CXCL10 5 CXCL11 ¥ % ELR-CXC % kA 7,
HLAG i 4 A s E A . CXCL10 5 CXCL11 H
22 240 B 1A 3R RS 7 A AL A0 L 2T 4 4
i TP B 4R, CXCL10 /11 3438 5 5 40 i 3% 1 #4 1k
HF32 & CXCR3 454 1EFH T 40 .

FE/NRURT N ZE 05 1 L CXCR3 32 44 R H: i 1A
CXCL10 #l CXCL11, 3= % iy 3£ 5% A 2 Bl 20 o 3%
ik, CXCL10 i B 4 B2 A L 3R 5k, E 82 55 0 1
1Y b Bz P 0 A 5 0 9 B B 1) 24 it A 1) T I
CXCL10/11-CXCR3 {55 & 3 £ 238 o s m-45
A Ok 38 R R 40 A Y A0 i T RR L B =
CXCR3 /N Bz 105 J5 b Bz A 0 35 i I 1 A ) B 4
R OBE R 5 1B Wk CXCL10 AT CXCL11
K BEARSE 05 0 A R R e 2 —- . —
WOCF B DS DFU 4 H @& ks, &
M DFU ft CXCL10.CXCL11 £ 8 [1 )2 f 7w
KA, o5 —J7 11, DFU 455 1 b s & 58 22 09 4 i 4R
A S A% L (H 2 ™ T B = AR RE A % A DG &k AR 1Y
WGt Mz ks R — R LR T
CXCL10.CXCL11 #afk N F &£ A KK 4 55 DFU
16 1 1 11 A S AT B AR RE R F 328 A el /D R R
Ja k.
35 #fkHF CXCL12 55k CXCR4 CXCL12
M FRA SDF-1, & 1 57 4 2 tH 4 s Cendothelial
progenitor cells, EPC) Fl ‘B %8 [8] 7¢ Jit T 4 ffd (bone
marrow-derived stem/stromal cells, BMSC) B I
BT BB, CXCR4 E 5L 3 ¥ b & 1%
BRI CXCL12 24k, CXCL12 454 CXCR4 #1E F
A 5 A% 5 o o 3 1 40 A 55 4 B 20 SV 40 0 7 o i0F —
AR I N R Al B SE B L O 1SR Il R R
Ft

7 = B 26 85 v, EPC 8¢ BMSC %1 ) CXCR4
ZARF R T, Bk CXCL12 B Fp AS W] A8
&, B SDF-1a 1 SDF-18, 7E/E&Y ) DFU ik #
TEFR I A SDF-1a kK F L PR, H4
ZURE S A B FRILT 0.5 5 (P<<0. 005,
[, DEU & & M i A 45 1 SDF-1 19 7K - 1 i
FRTIE® A, i, X 2 T & s A48 5 A
FByak BE Ik N T SDF-1 [ B B Rl B BE, 1

P g BAA TSRS — B E5E . sl
PEBE IR (db/db) /N AESZ 05 7 d R IKEAR K F
) CXCL12%%

4 CXCEBUEFRZMHREMHGOPREEIET

W% 4 DFU ff CXC B 1k K 7 1Y 5 % K
L (an DFU A8 2% 13 3 2 19 CXCL5, CXCL6 .
CXCLS8 F1 455 H & W i 2> ) CXCL10, CXCL11,
CXCL12) , s /4l CXC A a1k K7 0 b F 37
(15 515 S EF Z V4 DFU 45 1 A g 88 1y & %
4.1 X T DFU & & &b i b i & 59 CXCL5/
CXCL6  Es A v, A B 55 g FH v e 4 410 161
it & CXCLS5 W & 3038 4 Rk £ 11 v EPC J)6E
Jfi i CXCR2 F# ERK/p65 % # bt & MAL 1M 4
He AR S — ks T 1 R/ 2 RUBE PR /N BRI 05
A A i BV X R R B R
MBI 5 b, i BMSC il £ 11 TG 40 fits 24 £ ) BE A 8075
5455 11 ek A1 4 9 88 455 1R CXCL12 #1 CXCLS
(835, EL . [8) 78 5% 1 290 it A0 £ o 2 s 400 i 1) A
P S8 CXCL5 k88, i 78 % BMSC a] ]
THAHA N EEEEG OGP REA —Eh
SV BRI B AR N I A CXCLS & 1 2
et DFU 1 & J& 9 2838 45 11 @ & 47 75 33F — 25 of
5%, CXCL5 7E45 H & i s Aok i 16 23 - HL i A
Rt — RS B € . DFU 5 0 K ik +
R BE A AR A s AL 5 35 E 7K OF A G 3 52 3]
FoAt 4 A PR - 0 2R R M SRR i S e, FE DA it
T, Bz bk v R S M 2R 8 1 B 1 T K % “ Demokine-
B”7E i & fh BRI R A0 B P oad B % 3K, Hasegawa
S i BT Dermokine-B S i M Ik 1 B BRI 55
FE iy A IR 40 B B CXCL1,CXCL6 Fl CXCLS8
FR 2 1 3 U/ v R 40 T I 20 g 475 11 IR
A0 0t A A R I 403 10 e UL T A 4 Y
JESR L R kA5 A A . T Vistejnova S50 IE B
TR XA A3 5 B B TR (4 3000 AT R E R A
TR BT 2 At b i 4% 4 ML P CXCL1.CXCL2,
CXCLS6 #afb N+ 5 K ik, WA 545 0 @6 o f2
4 9 9 o B
4.2 XF DFU B #4103 % & CXCLS/
IL-8 #£ DFU 13 H&E & A 35 58 Fn F 98 B B, 841 K
Y TL-8 X T 45 0 @G e b @5 1Y, I HL7E 4 g 1 J
T S R OR A OREE T . T CXCLS 3RiA 1
H5A@AWNE M DFU MK, 35 i BR il 1L-8 43 Wb 5%
i IL-8 T UFES 5 1% 55 D R I 0 2D 43 Wb P
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LT 24 40 M 22 0 L AR 3 DFU 5 1 58 USRS 1AL,
A EHESE . DFU o 11L-8 43 i34 im % 5 Toll
FESZAR O LM R Al B AT A2 1) o B R 1. HNP3
1 HNP4 | 00905 5610 26 7= Wy 19 22 35 1 A o6,
T1-8 (1) 43 Wh o T fii 8 o 468 10 156 38 35 40 ik A1 5
T B (extracellular regulated kinase, ERK)1/2,
p38 22 24 J5 PG B M W B ( Mitogen-Activated
Protein Kinase, MAPK) 2% 5 . Zhou %1% i§
i3 T Toll KEAZAR 9 FIARLA 2 1o A1 MR YR K A
T o IR IR A F DFU o 11L-8 43 0 149 34
3 Ah . ffi 1 CXCL8 %5 41 7 9 il CXCR1/CXCR2
(1L-8 W32 1K 58 I Janus 0 2/ 5 S 480 T
TEAs 515 5 et /N BRUBH PR B 0 R 2R IS 453 43X —
FA T EE T IL-8 IR DFU 4 0@ &
()4 I PR 5 L 1 470 8 PR 9 245 %) — VR OBUI AL, e % 41
il CXCLS, B g ik 7 #8 m) CXCLS /47 Al DL 4%
DFU R AE AR HE 05 1 A i W
4.3 X F DFU B # /0 0% w2
CXCL12 CXCL12 ¥ K45 5 (A 40 i a1k 1
40 i B R0 A S 4 s Ak R T e A ) T T A
JitL B B4 1, 015 S IR A AR K H A2
AR K B 7R R A W, % o PISK/ Akt
(Phosphatidylinositol 3-Kinase/Protein Kinase B)
il MAPK/ERK Witz 2 5 DFU f OE &, 1E
25 db/db /NS CXCLI2 #5507 5 . B E 3 E 0
AL A o 36 48 45 11 2 B 0 5 A i 20> | 1A 2 21 2108
D RAE KRN L HOR R O A A R R B
i B4 Ok CXCL12 J5 Rk K 46 0 475 1 A & B
B (M 55 d 45 %8 &= 23 D, R EE, il FH 98 >k 9%
CXCL12 g ot 4 &b 2B FR s /N B A3 11 ) o B b A2 ik
53 11 L 7 40 B 358 58 R A 2E A SO R

X CXCRA AZ (K 35 N ], DL = 0 g — & At
AW UCUF-9657 3K, J& CXCR4 1Y A 50 3h
F A BF5EFE AL 10.0 pmol/L ) UCUF-965 A LA
H8 i DR 5 /N BRURSE AR ep ) 1 A A AR B I
1A A i 1) 46 e 36 9000 . K [) 8 A9F 5% /0N 44 ) 2
2 CXCL12 M7k B il S48, U S8 T iz #a Ak R 5
R 6 ;T DA s 1 G B )T Tl IR
OIS N A
4.4 HAth CXC BT KT HAMIER K CXC
AL R F 78 DFU 4 11 o sk A0 & i o 53 % 238 1
W5 MR R, i CXCL1,CXCL2 #1 CXCL3, /&
Fila b H 1 CXC WK BB A 548 H v 20
MR RG] . B F REFAETURTE, &
R FFEE L TR 2. e a5 bt ik

HF U FERCS 25 200 5 e 5% 40 L T 40 i 14
fEVE I M AN . A28 CXC Bk T 5 B &
BEPR ) [R) P AN A [R) IR 7 WFSEXEE . e Ab
A TE A B 2205 78 S B DF U, 30328 3 0of R 1 £
K29 S (distalsymmetric polyneuropathy,
DSPN) Al [ #2890 4% . Ho v DSPN J2 i 5 L 119 28
Y, 24 (5B PR A 2200 A8 1Y 75 %6, e L i oK o8
2, CXCELH ¥R g2 H A DFU g 2f
YA 205 72 38 i o

5 :E\ gé]:

ZREMIESE 2 1 CXC #a b K 7 5548 7 48 E 1t
FEFN A AR B P kR AR ML P4 DFU £ 1
WA . DFEU M5 H i 58 RORE K F I A8 P B 1
45 B W E KB CXCL5, CXCL6, CXCLI10,
CXCL11.CXCL12 B B A%, & r CXCLS 5%
KA CXCR1 1 CXCR2 5 30 % 455 11 K £ o B
JSC 200 6 18 B ) 0 o v R 20 ) Y R ZE B, 3B S
ORI 05 P K S5 P T fE 6% K i R B DFU
K1) CXC BB . RK MBI 7). D4
bR E A ZHFHR G Sk 2 R A )
S Z 5 DFU & M b &8 @3¢ BAE
JH W 245 B F4 #8  F 95 R AL TR 7 5 H Al 4 TR L R E
TR HEAEA, B DFU £ 2% JALH ; © 1 &
) 25 90 (0 BIE 9 o T EL S ] 0 e B ) T 9 2
FEH T/ SZ AR 1) 58 3k

i3 AW 58 CXC B 1k X7 K H: 32 iR A
DFU kg8 F L i) LS B 3t B0 e 05 11 o 4 P 1 1) &
ZeAL I I il Bl i R L BT L2 WL iR JT DFU
P AL 4T 1 ST
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