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HERFEERHERIECHBERTRER

#om L wRD AR REW
(L ZRIPBEZ R 25240, R HLDT 65050052, RHIAY: ARVERAMILEHEHEASRE,
ZRA R YIRS KA (L S A SR 22 b, 27l BT 650500)

E B AREEO T LR CRALRD BTN ALT AP AL FRATEGFL
JE B R SR S M B R R B R BRI R B3 G T A S 5. AR s T S0 %R
TR IR A B, RIRALE R T AR, B 2 A A8 T Rk 3B R R R K R I — IR k. BE Bk
T S T B B A B U] FE R AE SO R, AGRBE IEH 6904 7 7 ik, 3R AR T BUBURUR I g %
BRI T MR B 09 B B B A K R AL B S AT 08 9T SRR W AR R AR T, M Sk B R 1R
P R K AR A 6 TR Bk B R AR 69 e RS T T R R AR

SRR HE SRR T P 5 o BN s KR 5 8 T TR

hESZES:R69  XHEIFRE:A  XEHS:1672 -8513(2024)03 -0325 - 11

A PR ( diabetes melliitus, DM ) J&=—F B PR_L 3 WA MEAISHE SRR , I R IE S , Ko I8 K g
. [ BB R I W K s , 2021 AE ARG (20 ~79 %) ABHEHUR R M 10.5% (5.366 1ZN) , 5
10 AR S | ASBERAG R, B A5 2 e U Pty i B 1 K U B J 457 ( diabetic
foot ulcer, DFU ) Jik— i [ (14 22 IR 2B , MR I e 0 P2 T 1) R E 22— , i P B PR 1 Lt 2205 2
A LA 9 78 1 L B e | 597 s R R L RS R B, M PR B — A P DFU [ R AR R 24 19 ~
349 . M2 AR LA B MR S DFU R AR D DFU 225 o vk 0 L il
HRCEE IR AL, St S, B AR T 7. 3R L DFU 5 10 A5 5 5t S R 6 ik 40% , U
J& 5 AERPRBEAR L 70% P VAT I, 2R A . DFU SR E RMUTE B A B2 T B O/ &, O BRI 2
Jr WL T B R A7, HL 5380 3R 50 0 PR F 8 A L, DFU SR PR TR ad v ™. DI, I B L T
DFU fi 5, B8l DFU f9 &R HL , A BT IE B4 TR0 8 R IR0 T B it , 15 42 7 DFU #3697
IR, I RFE T .

1 FERERRFERZH S B ER

HE PR AL 15t £ 22 A LA A S DR 3R 5 DS, JH P s 3 AL 98 3 S DR 3R L o J] L i 2 72
S Bl ik s Rk
1.1 #HZfHKE

B P il i 2299542 ( diabetic peripheral neuropathy , DPN) JZ45 iy T U R 3R B8 520y, 5 SOHLAA G
2L, T R AABERRENT, 36 A 2R L S S M T3 - 5014 2 i 3 A ML 4 1 B A I 22 DI RESZ 0. IR
3 o 25 A o ] B SRR B 3 SR ) o 2 A AR R B M S X B 2 R M b g

175 B #A :2023 - 03 - 30.

ESTE : Z 4 TR L0 (202202AA 100004 202302AA310013 ) ; 75 f 44 i B SR B 42 it 139 H (202201 AT070079) 5 7
B TR E AR ARMN R N G4 A (202305AC16007 ) .

EE R 3BHH (1996 - ) , B Wi A 8NP P2 25 FEF5R.
EAB(1998 - ) Lo, A5 AE . M F iAo,

BEESE (1982 - ) 5 184 Iz, 2 g2 24 B R R b 242
RN (1983 - ) , 2, BITFSE 5t . 2 N 25 Bl R .
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T PR 2R R B 2> T PRI AT AR 938 S DA T {6l S8 25 X A6 58 S , (A 14 13 11 Rk 240 o S5 TR E AR L
PASEATT P I 0 SR XU, , 6 W PR B T 4k 22 0 O L VE 0% , AT 8 % DFU Ry B R iz 3l
M2 2 T SO R DX it F RIS RN BRI M AE T, S BGR3 SC 1 1 B 32 IR, Bk | 2 BR A AR AL R T
Js 3 R0 T e T BB R ABARE . 328 2l AR o 2 7 e I [ S O T AN B AP A A 22 4 PR AN SURK
T T RIS S0 A7 JEL IS AN BT BB 483 , - 25 T (0 RS R Ffa Aot 8 L Rt i R JE . B R i R ) 4
U AR (VYRS (2 Pk e R P 11 JRUR: -, 5 SO0 T4k R S e B O DA B B o e
G WA B BRGSO, A2 25 2 S B 2T 8 FE ARG B A 324t
1.2 5MEBhRK IR TS

SN BB ( peripheral arterial disease, PAD ) J2-4i5 82 Wi AR JE T BK AR 51 P9 3l K 1 A5 9 25 b i 4 5
5 X PG FEL TR BT RSN B ke 4 A3 2, S B SN B AN I AR R R T LT
DFU (4% (A PAD, SCHIIN T R I , 005 M A A BB KUK - CaiH 25 B9 R B, 5 1805 T Bl e
T FRHRE DR S8 AR LG W P ™ B sl ikop i S8 L3 LA KPS 28 T i i W ol P 5 S S50 IR SR L
IR BRI HE LAt S A A, RSB S A 2 A= e 2K P36 1 S 7 R AR R e 22 5
Sy ks o AL A58 M T LA 28 2 0 B LA 19 L9 B o IR T 3 SR T, 5 i P o
L R O A R I RS R SRR A L I, T R g R R I
1.3 R

DFU Jgedfe 233t — it @4 B2, K2 58% (1) DFU Hi xR AR R 240 b 8 2 AR 50405 11 1
BRI, H TR B0 DRI 18] 2 5 AR S A B NIRRT g LA A S PR &R (4 2 2 0 AR AR T2 ) LA
B 5578 F AR M S B S 25 5 P BB 1 S AR AR B R B B s R e BT RE S A TR R A
S BB RGBT 5 R0 DFU F8 4 i DPN 25055 3 R 5 546 30 1 Bt MOt e,
AR 1 TR T BUB AR IE B E S UM A B 58 [, FE B DR H % rh ARG T LR e i
W, B 5 8K 22 5 B G A O, (LT DRI F A XS 1 ) SR R A L L R it 2 S A
= EORPE AR BORPERAE YA T TR B L. e DFU B rp @ 7 ol KAACEE 3 2] 5 AR
TR, v 8 22 R PP ST (4 B 0 A B, R B AT A BR A ) BR A2 3 3 DFU S35 01 i JaR e 19 de
LB B , B LEBR T BB S FE T SRR e 1 R P bR A A R

BREL L 3 A E A R P 2R S, SCHR /R ) DFU e gl R 38 b A0 456 < 13 2 RO PR A8, 10T U
S AL, R TR TR AT, AN A ) A B R (BMI) RT3 07 , A5 52 4 1 v L TP 15 0 o5 MBS
S5, PRIRUTRS R (9 ST 2 S B, ™

2 BERTRR SRR AILE

DFU &2 2% (19 A S AL -5 S ME BR8P 32 P FERILIAS DR 3 AT A 5, JHE oo A g R O DR 38 A 181 e B F) e 1
HREA T B
2.1 suERHERE

ZTURE AT A R PR AN 2 R0k B R A PR 2 TR i B AL — D7 TR 2 40 M (5 A
2L 3 2RI ) AR RS I (aldose reductase, AR) B , o )7 4y LLALRE RIS S5 0 RESR 46, 3L
HZ A SN I8 75 e o G , 458097 1o 22 B B 2 5 9 B 2 A SR I YU A (A 26T | Na ™ - K
— ATP B35 T B2 U bl 2 40 L P9 R 58 A a2 FAR B P A AR . 50— D T3 i R A e 1
(NADPH) K i TS 4E , B 73 B H K  glutathione , GSH) (5% A6 32 BIL, 5 i KR T e, 5 BOCR AR RIS ™, A
S P AN, S T DFU (e & ) R, B9 & B 2 U Bl 5 AL 3 25 S 503 HE A0
HONT =3 5 IR R R R R (NGE) 5/l | A i 2830 & kb, 808 IR it bt 16475 1
ZERhG A PRI A SR AR T
2.2 MpEAREEULARTMRIFA

T B RPR5E 1)  2 S BORE O B S TR AR AL ) S 28 1F R 5 SR RN 3 1 B IR 2R A IR 5 1
JR i B A, Gl — R BV EAL BRSO, A BT 1 ARG TR A S BE AL 2R 7 ) (advanced gly-
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cation end products, AGE ) ( F L 2 & 2 SRR IR R LIS s ) 7. AGE 1Ex I B B 40
A AR A0 G 1) s 5 R S e DR SRR AL 20K P2 ) 32 1K (receptor for advanced glycation end product, RAGE) |
% RAGE) 56774 — & 5445 MAPK ,SAPK/JNK . JAK/STAT ,AKT ,TGF -8 — Smad fil caspase —3/7 &—2&
SR I AR AP 8 R JAE AR T BN, AT 5 DM DR A8 0 T A A R L B Ah, AGE iR LB 51
PRI R AT F 0 (CFE A R AR5 ) & 2B 38k IRAE S i FL 25 F AN R, s ma LR I AR ML
TR R ORS00 B ™), AGE 1A= AR 32 FT RE S BI0ME PR f8 & DFU 1 & 4.

2.3 SR

13 AL 45 B B S S 19 30— M4 (reactive oxygen species, ROS) ' fIRZK P9 ROS f 2 2 %T4¢
N TR R AR A 1 A BV R O T s U S R A B ROS 72 SR S A , 2 5 0k PR
CUTCHE A 0 BB R 22— IR PRBIF ST & B, R A A PR 17 1048 80 38 S A P B 598, A 7
BI85 L 28 P ISR G5 A RS R 22 G BT 2 5 0 2 2 R 7 T 1 M A 22
RS Z0% ) REEAL, 51 DPNY . i R ROS 22k 40 TR0 A3 A B 40 M ML i
R i 0 P9 2 T RE R A 3L, T 245 DFU (9 & £ ROS A2 it 22, 3R 1 = B 1 H il 15 0 iy
(glyceraldehyde 3 — phosphate dehydrogenase, GAPDH) F3E M, B40TE T 5588 PR W6 S80I 48 505 M T K GE K AR W&
JEA KHIE S TR (ZItBRite ( CRMG& T PKC B2 M AGE JEAAE) 7 | Al i iX 26 42 i 3L L &
S QW IANA) CO8: )| R
2.4 mi RNA BIRIZEEXRE

BT A A5 miRNA (IR MEHC R 5%, miRNA (19 G (56 45 3 B2 [0 70 055 40 L A S0 Al 400 it 698 40
LA It 5 4 BSAE S 41 M A S5 AR B DT S 35 A2 408, 1 Al IR 4L LA T2 DRI 003 0 . I A 1k P
miR - 155, miR - 191, miR - 200, miR - 15b, miR - 200b I miR 205 - 5p KJ/KFTFeE, i miR - 132 F1 miR-
NA - 146a 7K R4 miR — 155 .miR — 191 F1 miR - 200b {15 B 1% 16 S B0t 1k 46 P (MPO) BH 40 i
A C RO KT, NS B AR s SRR 1 A K 5 (GF) B 1 #l o = ~F- 1B WLALS)
HE A miR -200 \miR — 15b Al miR -205 - S5p 93 B2 H0E 2540005 48 ) B¢ GF il % ; I IS8 X 152 4k
FACH T 6 (TRAFG) , A4S 3R — 1 SZAAAHOCH G 1 (IRAKL) Fl toll # 52 {A7E miR - 132 I miRNA - 146a
IOV FFEAR R B0 s 7 X SR AR e BSOS S B AR AR R AT T, AT J2E K 8 i 399 3 23R 5 11
IR
2.5 MMP/TIMP % &

TEQE & S T, 254 8 45 H B ( matrix metalloproteinases , MMP ) F1 4 J& 45 [ i 45 25 #1111 71
(tissue inhibitors of metallopro — teinases , TIMP) 2 [A] {3465 22 ¢ B 32, 78 DFU A, SRR O EE Figs O P2 A5 58
PR S5 1 S S PR3 BE R, MMP (MMP —2 MMP — 8 \MMP —9 MMP — 14) {1 B 38 fin, TIMP
(TIMP -1 TIMP - 2)) % & (1%, 38 i MMP/TIMP HEAE 254577~ BFFE 6 0 , i K P MMP - 1,2,9 23 3E3R
DFU {4y, 1 MMP — 8 7EAL 1t ¥ 8 3235 ] DABGE M @7 MMP/TIMP LU (I 0 23 S S04 i 402 i
R A ZETL , M0 L B SR ET AR AN 5 A= W) DI RE 3 2 3 £ T S A0 M v 4 10 S P S A 0 4 2 I AR T Y
A, JER G 1 i AT
2.6 RERGEKE

KA A AT R BUR MU e 2K, e DUREAR . 1 AU S —Fh B By S PP, HLAE 2 B
BE RIS I Rt v 2 S e T BE RIS AT S B BRI 2 B, DFU 038 3k K P15 K I R 0 4 J2 38 14 B0 B
AR BT A B I 5 2R, W DR S5 LA B A T S 5 T BB R AT T B S M < J ¥ o 4 M R 1P 0t 97 1Y) o B PR R
Z 1 A AR B E DFU 5 1 @A il A st 2 DAy 1 40 A At S R DG A L £
BVENREREAG , i S RE R 7 (IL — 18 INOS %§) 7 DFU B fif () 43 1 38 22 82 sk ] ZE 4 DL AME2 3 400 8 16 1 )
NRE, T BUMA P A AT AE AN DI RE T I B 0 1 A SR GURIE 2 B i D i A i 2. )
i, oL R K R B DFU B 1 4 5 R 1 i
2.7 Hfth

TRt e oA e B s 1 B A AR Ak, 2505 00 B ad A TR 2517 5 aod WF 5 W PR K B
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195 1 4 A ) A 30 P 200 ) Sl 2 A8 AR 11 R A4 3R DA T 4 B i 336 1 8 T R i
1 A ) SR 22— 75 A4 B ] 2 45 A 8 1 (angiomotin , Amot ) Xof I 57 /4= A A A1 17 8 4 A5 1F 1) I 15
VEFT, BRI I PN B2 AR IS 0T % , AR RS IR M (TR B 4 H 302 ) IR 5 S OB DR /N B Rtk L P 95
PIHGZ4L Amot m RNA {323k B i /F 1E % 41, DFU [ P25 5400 T Amot (323510 8% (Leptin) J&—#f
B8 Bl ST 1 i R T T 2 — R B A MR 05 10 A A AR A R PR 0 A 250 RS R R, W IR
37 0 AT FE 3 KA R Leptind MUAE , 7RI 105 2 2 B2 IR 4140 Leptin [ 527K m RNA f) 3R FEA%, H.
THURE T I BELAS T 6 1 A 4 (015 515 5, BAS T R0 0 IE AT RN A A i A Ik P IR
(substance P, SP) i 2T 45 240 M A 1 TR T 32 3, 2 45 9 5 2 i T 400 0 9 94 5 30 8 A0 Ak, 412 0 1) T 7
AP T DR R SR B Uk H W TR Bk, SR T SP A b AR, B S B A L
@%[52].

DFU E0 HLi 205 2%, 76 FBE R EE B S T HLARAC T, N PR R BRI 350 14 LR o e L
B 1. BB FRR I DFU &b A 15 BT IR AR IR R FIBFSE.

A K GAPDH
GAPDH 254 RAGE
e
AR~ |1i50 . AUAE
-b 6——

iy

—  KdghRE

e Bl
R REAT | 1 RIS B
- (IL-158. INOS%) L M s
Fineemi | i

AR : R 5T ; GAPDH : = BIR T INE I 08 5 AGE : WE IS (L LR 7= s RAGE : BE B SE AL R 1) 32 1
MMP ; & i 4 J& 25 1t ; TIMP : £ & 28 PG 24051770 s DPN 8 RS J8] Bl #2695 45 ; PAD - SR 3h ko 5
DFU R 2 5 5 Amot: L Pk AT 24856 B 11 3 SP: MK P 1
1 DFU & f&EHLH
3 HBRFEEEREHETT
3.1 ERFEEEHTRAT

DPN S48 DFU P A il — N R R R, R IBURGE I 5 i 5 0 LS5 2 30852 B i 81405 , n et
AR, R ITBHE DPN —> 50 A5 BRAS FE I P 26, M 42t S8 I B DPN 4 B A 32 B0 i R A
TR T, BN AR BB BV 2 2.5 250 b, A 5V 52 1E e T Py O — 0 A7 7. — BB 5 36
W], DPN (8 3% 132 IR RS ARG YT 5 , 32 S FIUBCRE I 285 70 6 301 P A BT il , EL DT IF 92 2% GG R I A
% Hj [53-54] .

LSRR R A TUEALRIE Y o - LR, MCE M S MAE R 2RISR R EL LB 250 L & AT
AR M2 R R A R 2 BL B2 R e P2 1 TN 2 K R T4 L S = 2 e I PR
BB LSRR, H B TA 7R MR R T BT A A B I MG ER B 28 30T L (R R I
PR B R R 0 e TR AR VA g — TRl 50 A 07 1 1 ol 228 DR L8 A48 107 7 3 5 Ly e Stk
(19 A BT o LR UM R S 4 M A, A2 R 5 D R AR o, ARG A5 11 SR e i T > g & B,
FICEGYRATT RIS, A v TR A B AT, T LU B 5 G A 7 RCR

HEEIAYT DPN (7 B Ve 2 IR EE R A BE A R e v 2 T 16 B k15975 L /K i £ 28
F s IR 2545 B 16 2SI A VB MU P SRR IR T 2 25 RN AT 48, HLh EVER RIS
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1A T MELLGE— s B A3 T RIS EE T 2% i P A T8 AR R RS DR 0>

LT, 50 P U 11 6 01 4L 89 1) S0 5 M A 37 A R 2 1 DPN TR IR YT T . ik Sy ik m]
2 AR I A B R 2R AP R PR B 72 A, X 1 A B U S i . 53 — 07 1T, 8 PR 42 T
—6 PYA WY ik IR I AT LA Il 38 e B R D/ A8 Ik A, I [ p e £ A 4R R TL - 6 AT RE
BAE WS O3 AL/ K A Bl 2 T e A Ry T O ik
3.2 SNABBERHET

PAD J&—F gl Jik s R AP 5 e 7 b 2 S B0 S R Sl M3 32 BELIG 3 TG , R 29— 2K 119 DFU £
HIRHA7AE PAD ' PAD HA7AE-5 2 ¥ 05 M A 18 (SO ) | BRI , B i 00 i 1 A7 20 0 3ok
FRTFE 56 Z U1 R P ER 0 T/ NS (B 4 LA ) AR LA (Sl Ik Rk ) I 37 8 ik /0 A A
P/ T BRI, T 0 Ao b I A 7 DX R Bl Ik i i i R R YT, DA S R A A I R R TR R ) =
40 mmHg,TcPO2 =25 mmHgEl It [E ) =30 mmHg e84 1 DFU A4 9 T k" . 4T, DU 4P & 14 5
A5 0 T2 T — R XU I TR, TR SR BRI 1 XU 25 EE A 1.

FIAT B IR S DFU () F 25 00RO A2 52 0o I DR A5 B, A0 M 45 LA 3T 786 0L F AT LA T
K2 ARG ] ] DE Ak S A 2 I PAD Hh B HL T T IR R L B ARG
A 25 WK P2 125 4%, EBE EP KA IR 0 bR 07 B B 0 S g 2 B
5 ML7E N B ML) RE 00 i ZH 2R G A S AR SO S T, PR PR PAD 2 B0 3 B3 I V0 B Ui
IRV
3.3 RpSEAET

DFU £8 2 180 At 3 B2 S D R g | SR T FE 2 A R O M R v i 50% 119 8 5 kA2 I8 B B4 1
JE&YL. DFU JRYL (B 38 75 15 e e 2 SR ME BT A RIA YT, B Jo AR 8 40 781 155 5% rh AR A5 1 45 SR 0 28 5 M A0 3 S5 1
BRI IR R Y B BT CUIRDUA Riay7 | ~2 JA, S RYSAIT 2 ~4 JH, Y R a4
i, 5 R A KBS I 7 B PEH AR BRI SR A AN DU bR bR 3 B 5 P A s 4
TR, T R )3 7 v 85 2% + F I/ B0 PUbR B PV R KA T Sk J 8, T s s 7 i 8 %
+ iy EL SR/ R B P AR L PG A T/ MR R e R sk e R A T EAE R . 4 DFU R g
I P T RS > ER B P T S SR 72 2 B — VA IS I ok 7 A 26, B Ak o PR B R PR 24, L T iy
G EA P2

R R B A R T, 4 B A S A T U RIUREE A TR, DR 0k R BV A ) T ) SR AT B 2 2 HE
37T T JE 5 B0 e 1) R RO 0 T B 0 QIR T T Ul 0 T 0 B R A K PR A ek, ik
195 10 4 1 [ S 8 T L A ) T SR 38 T3 7 3 B R B AR AR 22, A W B B R (BRGS0 o/ BRI
A BRI O KT R14) L A TS RIAR (G AR (9 8 AR (R ) Sk i R (i
AT E) 7T A DFU B IS B T B4 AE I, BUBHEAT MR 1 A A AL TS BVA YT B — AN
TEFE.

3.4 ShEER

FETE BIARG , A T IS FH RO A 26 , IR A 2 00 114 (KK 00 200t 0 T 8 B 58 919 890 L B o i
O A KRB A, JRE— e R b R SN B, ARG O TSR e Al R 7 SRR Ok A T D
IR IR KIS THEIBE T3 20 R R B IR, JFL b /K B I RN IS SO T 012 32 01 A 5 L AT S AR T 5 B
RO AR B TR} S BUBORE | R S R SOk P ORI B ORE , L P R B T SOk B 1 S Al
A AR 1 A A EREE T AL R SRS T 5 10, 4R R I JE M DFU R 7 SR
WOoRHA ZHZ TARAE ORI OBk 3 IR0k} 37 B o 2 okt R It 2 B0k Y 52 3R 0K} 4P 4 R T
Bh 22 ZE VR AR BOR S 2 RIE A0 S S BB, AR BORL N DFU YRR 3 (AL Ad & B R B 2
TORLIE LA BB 25 BRI 55 SRR ORk 25 G i il VR R Ok}, 22 0 Be N RIGR] , 745 b BE B N L3S A T4
RIS BS54 W B, 22305 24 2 W P BE T 24 BBl DFU £ DU Ao
3.5 HEEES

Delbridge 27 A Ay BN S —A> T EAYEORIN K, H45 H S BOLIR IR A LU0 i i 3252 S5 R S 57 1)
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NI T AS & T B G7AT . A58 & B DFU S8 1) 2 I B VI E g K J2 N6 s g A e, DPN 3 J G 59 17 g be vk
HERLH 77 DRI 3k A AL R B HI) I 3 AR S A PR A P S 2 A A
SR ATE R (IR AEME DFU) (TR EAE SR ORE T TRYT PAD FERYLrE DFU) BB e (fa
— UL 67 TGP E ) e A A A 2 50 B SR A LAt 2 B S AR T L 3 AT RS RO EDIR
TR — BT 35, LY R G RS TR SFIA T R, Al T AR e ™
3.6 HBNAST

AAMPERITE D@ G B B2 R, B2 5 TR B A R AN B b R AR P A A
bR A ST O IR R R AR T R R ST R SR IR T DFU 7 R o HLE T 2248, BF 9T
SR R ST AT AGATT Wagner3 SRR 4 Zh iz ™ A AT DA v P 20 I 1 S A RS R, 8 m
OB SZARALL W JE IR DFU 8% R @A ™ ) R S 7 ik ST (8% s SOkt B2 1 805
T AR, 80 1T 4 0 B0 S8 S0 0, DFU g 5 i ) 4

T HJ7 1% (negative pressure wound therapy , NPWT) a] Fj F-32 4% H BTG AR LA 51, I RETH bR
P53 A IRFELHGVRNE H ) , 0B R P 2 2 8 A i, D00 2 T R, AT 4 J DFU 1) 5 I 1), 153 HL
T A T NPWT SO IR H AR L3005 11 5 O 8 e 0 1Ok I SR A3, O L4 8 1
IR
3.7 Hf

B EARITEES , T AT 2RYT DFU — B MR TR, BT 40 MR8 TG 7 DFU el R iz, K
HERFFT A EBE R B R L T A T A M ek 5 R ST AR A R AT DFU R
A AR R A FE 5T A0 A A 4 A R, B I R BT WA AS BB, R RT R Bl T iR T
FHRAE (G DFU BB, (ER e f5d A0 40 M 2R e 9% 28 2558 A2 MR 7 Tl ) A — 2L Bk, LT 40 g
BRI RO IR R A E -

TR A 15 G PRI SO A R AR R AN PR AN TR MIMIP S E 200 i 2T 2 200 i A Jo I i 4 i
TN B AN AT AR bR AN [ 25 AR K I TSR s e 2 K, 2 5 A 1 B B f B B, 2
KN T B L4 1 A AEfE g DFU iy i f b R i 1~ e KN Tk B Bl i e 4k R e Z A )
PR R T I R A D3 b, HLZ2 800 (K IR T RS A A LA 4 o I

AT IR B HLHE AR IR B AT RE 5 IR AR KB 7~ 093 BURLRE ) MR A8 85 i SR K
A, BRI (R BB A RESAYT ) BEH SR i DFU 45 01 e AR i3t , IR B R R oh ol
P JF 1 (extracorporeal shockwave therapy , ESWT) #1A A 7] LLiE ioF VEGF FlN 2 — S AL &S e 3k i 45 4F ik
KRB 11 Ay, TN B AL 6 S I 24 AN AT A 4N g 5 ' DFU SR 763632 ESWT AT IR s 4
fif il o) BB ). R Celectrical stimulation , ES) TS/ Ky DFU S BITATY , A A8 4 5 1 i 4
U IRAMIRGE 2 B, ES SEIT R 2R 5 05 1 S SR AN EE RS AR K IR TR L ES IR B
MR

4 FiBES5REE

AR S O DFU (AR 85% 7 T 26 B RS AR P, L 30350 1 % 5 SR AR 5. DFU & 2Bk
TR B PR PRI R CE B LR TR R . DFU 25 B8 10 BP0 3 B T At S AR TS SR 45 D TR R T
ERE . W FGYT DFU fR 2 2 2R 2 05 LR G it , 7 2 MARAER & DG WD J 3 SR St 1 i s
& DFU iy fa i B &R BOmALEI A7 A B T A A HIF R BUR AT A B S W BA R, DA T d5 K
JEFE I DFU f%% 5. DFU B8 FGY7 FES A0S Bl T ol PR 5 e H A AL &2 2 2748 i i 3 B
EHE ORI LR 5 R YT R B B IR 16 AR , SR mia U, 1l (8 B U S PE T 3 1 de A 4% [l i)
DFU S AL A A B 1k iR R B R AR RAZ I, T AR X697 I i, BRI S — ik
S 30k
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