EPRIGRES 2025 F 7% 10 #A
ISSN: 2661-4839

el il wat 15 Sk e

BEfE* RBFE BFE KM

TEEMXZFEEREGERERR TERI 750004

=

u

NIk N 15 AR

(EEN

B89 ABER G RN EE ST AR#IR A L (HUVECs ) &% A R a9 4E A, %%Cmﬂs%wmm—mmm
155 BIEA L M SR A AR P e E A RWIAE . Tk ESBEAREAHT, AR, P
B3 F HUVECs, £JA CCKS &4 M 4ot /7, TUNEL] 52 3600 2K 20 ien 69 28 = 7K -F, ELISA #i do

10, 20umol/L ) #|&
AR EAEEE T

VEGF.VEGFR2.eNOS #) % 4, Western Blot 4] fe % & %, K42 B F A Wntfe 5@ PHLEOM AL ER ESELHT,

BATEEENE I ERST wmnig KR (P<0.01) ;
RFELIRA AR ERI T VEGE, VEGER2,

]o

GSK-3B #9&ik (P<0.05) . % HUVECs 3614 Wnt 374 7

eNOS #) £ ik K-F (P<0.05) , i@id WB %,

LR EUE S S

BB TUNEL 520 2 753 2432 0] B 54K T @ jety 8 K-,

ENEZERME D FIH T
LU AN ATR MR, 4k FE L@ GSK-38

A~F-69 Wit/ B —Catenin 15 5 B4 00387%E, RUILANFHAR A & 2006, (HUVEGCs ) #3854, 3t mATat N % 20 0 de 8 & v, %A%
A RN RS AR B SRR BT M A9 VR A LRI B T — e B

KR FEL; BERBH; Wnt/ B —Catenin 15 58 %

S

]

i

PHIRIATZ (diabetic ulcer, DU), $EHE 2 HF R IR

SEBERIR I — P I I A, B AMER, R,
L SEGHTERIE " 15 1S AR IR 5 [
TR A — > IR PR R R, W a5t @Aéﬁﬁfﬁﬂ]m%ﬂﬁT
SEAIEAE, (] REEL AR SR AR S N S L AR AR AR

JBE D s A R 2 TR fﬁfriﬂﬁ’ﬂ‘mﬁff UL 45 11 A

ARIBLE, TT A AT RE RS PR R At
T3 SR A RN ol HE

B Z (Shikonin ) J& M EERIAR L LU ) — R iR
PRI S W), R B . B R AAER
I MR IIIRE, Wb . BUt . PUASEIIRE
HOL IR S B AT AR T, 4R AT LT A AR M AT Y
S MG T AERS , ARk M AR ORI S E 9, DTN R
Uinda . CAEMBIRERY], B /OERRYORIBR A K
BERE, BARRKIRFIE-SIIRE, AT TVARYTREIRE 1
Ttz M AN B B R O A A R R — i
BRI IR, AT TIRYT SE AR I8 20
SR, SR R IR AR U O A, LA IS 4 TS,
FPERIBLE,  H RS A ETEEE

I A A — A PR RE, 2P MR

258, XK

“ 284

240 0 &/ S A A i P 55 2 b DR BR B R S [10-13] 1t
SMRITE A ey S 2 I RERH L I AR AR VR T,
AR FUE AL (- R ) | e AN (25
AMISNEE R SE ) KN AN (SRSl AR M B
B RRAR T REAR AR, P22 B RER SR D @& 1R
TR BIBISE, Wt (5 Sl N2 —, YA S
BRRE . BIGAA SR m D) T BT YR Rk e LR
JEARIEE , F R RIRM IR KA, P B AR
Ko, R R AR N b R I AE 2 0y e " IR
AWFFERY, Wt {5 Sl S 5 T M N A R34
TE LRI N B 20 LRI P B AL I ¥ D g v R 4 T AR
P Wt fF Sl S RI A A A H U C R, BT Ll
SOROE 2L UNEZ IS RNE 2L o ERibblE e S i ol [1p et s
JRATIE R P A N B A RS AR 2 SRR A A . P,
TE IR W A5 530 % 1T BE L I8 4 P9 B A A v R A T
TR, EEE R R BE A o YA P 20 B R M I N B 2
B DTG HEHE PR 15 O T A1 o e 2 — 25

P, ASBEFE AR N0 H 5R Ay TR A, 45
REFRAEMAT A AP R TIRE, B 7E PSR R R
I P B AR M A 384 £, AT R M 15 01 i A 1 £
FHBL



EPRIGRPREE S 2025 £ 7% 10 #A
ISSN: 2661-4839

1 LRHRt A%
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HUVEC 208 ( 1 F 20053 38 A= R BOA BR 2
CL-0675) ¥i 3% T % 10% i 4 1L . 100U/mL ¥ %5 % .
100U/mL 75 R 1 DMEM };773 ( Gibeo, 11995-065) Ht,
IFEIE IR FEAA T L 37°C, 5%C02 VL R A G 400 F s
Fro JMCRAS RAF . AbFXPECE RN AT 5 S250 S0 A -
Y K AT, HE50 6 4 NG 4 (5.5mmol/L F4IHE ) .
HG 41 (50mmol/L #%iHE ) . HG+ SRR (50mmol/
L A0 45w mol/L B K ) | HG+ %5 2 P34 ( 50mmol/
LA +10 w mol/L 28 HE K ) | HG+ 48 H 2 =5 i 4H( 50mmol/
LA +20 w mol/L 28 E 28 ) | HG+Wnt 3 A1 157 ( 50mmol/
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1.5 Western blot A5l i 3 5 A= A O B (AN 2R A it

4 HUVECs £/ T8 3R L, FRAH sl & s 3k 21 80%
B, T AFEALEL, FRHG R, PBS WA IHUE 2 KA,
IR, BT UK 2 # 20min, LI 12000 rpm 5 L> 20
min, W& LT, R BCAEMEEHRE, SABEA
2% SDS-PAGE WL Vk 7 ¥ J5, ¥ I 2 PVDF [ ( Millipore,
IPVHO0010 ) . PVDF [+ 5% 4-W36) TBST (EHAIH ) +
PEATERA], EIRFEREA 2 h, BEE M IIINA—T, T 4%C
RN, TA—HELMT (¥ [ Affinity) : VEGFA
(AF5131, 1:1000 #i%¢ ) . VEGFR2 ( AF6281, 1:1000 Fikt ) |
eNOS ( AF0096, 1:1000 Fi®E ) . B —catenin ( AF6266, 1:1000
i B¢ ) . p—PB —catenin (DF2989, 1:1000 i # ) . GSK3 B
(AF5016, 1:1000 # % ) . p—GSK3 B ( AF2016, 1:1000 FiF ) .
HASME MG, H TBST YEME 3 K, £HK 10 ming A
HRP #7101 — 40 (1:5000 # ke ) , FIRPBEE 60 min, FHIK
FH TBST BER 3 ¥k, 43K 10 min, 4] ECL 12 & R A
e, BRAECREE, BRI R G TE A A5
Bro BEEZEHE , FH TBST FE40 Uk PVDF B 3 1K, Smin/ X,
RGeS, PRI TEFA], W20 E ( GAPDH-—-1:5000
Fke) . =i, .
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2.3 ELISA Kl 4554

R AR FT BN A F T HUVECGs 40 i 43 3 [ -+
AL A A 98 5 VR T, R ELISA J7 ¥ 42 Il VEGF
VEGFR2, eNOS =F i Y Rk KFo WK 3A iR, 5
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AR R R (K 3B) , 5 NG AL, mbEd (HG
41 ) " VEGFR2 2 /K F-[F A i & R F (P <0.0001) ,
M FE (10pwmol/L) ZhBI4E R T VEGFR2 & Y #ik K
W, HEFAREE (P>0.05) . eNOS E KN4 5 5
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2.4 Western blot Kl 4%

TR SR FR S P B A if A AR S IALR, R
JH Western blot % #Il VEGF, VEGFR2, eNOS. B —catenin,
p— B —catenin, GSK-3 B Fl p-GSK-3 B & 1K KFE (14
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eNOS, B -catenin, p-p —catenin, GSK-3B, p-GSK-3p &=
BFizATE, A EAH Western blot #®iUIER; (B-H) ZEAKE
WRIEKFE, ns: TEBZEM, *P<0.05, **P<0.01, ***P<0.001,
3 it
BRI (diabetes mellitus, DM ) J&—JS4BkE & 11
PO, CEREEEE R SO . BB DM Y —
T WIF AT, AL K 22 Fh AR LA 234 P42 P9 1
TEADIFE ﬁﬁ“”f%T%%%Emfﬁﬁ%ﬁf*
FETEDRE, LSO R e TR 37 HUVECs
ST R IS, R L R R AL 3 AT 2 HE HUVECGs (1
WHPE, JFRERI TR SRR TR TR, R
F AL B E E VEGF Fl GSK-3 B %54 T R 1K 7KF,
R TR RIERT DU IBTER 7 THLE, R RRIG)T
B S 1T A B LR T A BOR Y T HE R
SR FRMCT h EE G 2y 5, JFERAERT . T
RIENE . LR DA AR ™ AR,
FNTEE R PEAEE T, rTRUMEsE HUVECs RYREFHE,
FHMHIHT: . HUVECs BATF M E B g,
TAEASMERUN A G FE ™y AT AIREN], HRR
TERHEREE T P B B (ki A i D RE , X R 5 HST
il A DR L RANAT P, (ELo AR5 T 58 2 R ARl PR Bt 9

HhETEESIREAIE I 5, it — P IR S R AE 2 T
R ERGITAE . E—PEIPT R BN, SR R AT G

VEGFA . VEGFR2 il eNOS (931K, Ji& & J2 I8 A i) G
R P G, FRATTARFIT R IR R R N R i R
VEGFA-VEGFR2 FEXf 52, DL eNOS Bk, kgt
R, AT BRSO A T RE
PRI R, RERAME, BT ST
VEGF %5 N Je A K I T 1 Rk A, 1B 23 3 A GSK-3 B
Ml p-GSK-3 B BIFKiL, LIFERIRFIE RN, GSK-3B 2T
i 5 3Rt = R B FRARHC A B R 2 —, 1H] GSK-3 B
AT DM R L R 2 — P, SRR SR T
M GSK-3B MFRIA, #HE— U] T SRR AN TE IR
B P R ALH. S 0LRIEY, GSK-3 B i Wnt il
BRI, GSK-3 B il B iRfL B —catenin A
HAGE, MRS T2 0 Wne S8 B DI 6E =, FEAHF
FEH, A Wt S FEANHIRS , 067 04 4E A 7 VEGE
Fleak , SR S ) i A2 A AN £ 1 A T g B R,
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FeA TR LR Z it GSK=3 B /510 Wnt 10 &, 7o RIE
i g A i EE S AR g
BB AUL, AR FT A DE— A I S AR IR PR R

Btz 0 I RS AL b, SRAIRR T R R0 T 7
b, LBARBEG OAE B2 AR BLE . @ AR, K
LSRR ] UG 2t 1 A A R G R 1 TR R, AT
VEGFA., VEGFR2 fl eNOS. fE70 FIHFALMH] 1, 25z n]

A GSK-3 B, SRWIE N A Wnt 18 8%, MM ik
D e id e . AT A B 58 R AR IR 716 )7
BITNRENERT THEHT, R Ui 0 T3 R T e — A BT Y
WFEXR, JEIPRFIZY).
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