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CEEIAR

Eohm R SR EARERKEFHIFRER

IEMN HEF

FI 20 tH42 90 4R, AT A& BRAK Sh i 3 (extracorporeal
shock wave , ESW , MRS NEIE ) A5 S0 E LUK , RS M il g7
1 (extracorporeal shock wave therapy , ESWT ) {5 32 ¥ 8% Ilfa IR P $2
3. HAT,ESWT B & T # it B A% BT ER @ e R
JASR R RERIT PIER I me s | BRI | B AE K oA i B 4% 46
MIEEIMEAE TR, AR I 245 30K ESWT T
AR B S B IRFE]L ~ MY (Ficat 27301) BIPRSFIRYY . SR,
A K ESWT iRY 7 BB fe vkl BIPLEAS A 052 17
Z R TAE WA EREAT ™ | B AT IE ST 32 Z 4 P fE ESW
VU E A A KR A5, B ESW PR FIALE] S xS 2
a5 S A AR K R TR R SSR I

ESW HJ1E A#LE

ESW B—Fh3 R Ot J1A R LA . ESW 7EAN [F]
P W v P SR A% S AN [RD B AT L AR N
FH o oheh i BA R LR R, T DL 2o 45 8 109 2J 6 [ R 2 55
TN b MU R £, Gk B PN IR MRG0 VR R =30, o
2 h B AR = R AR AR B BRI BE R T kR
AR Y BAN B RS T IR o AT B TR
PIFEFPLELE A 43 W, ATI#125A 8 ESW BA LU ER .
(DRI bt e AERR T LR 39007 B B 5 A5 S ) 2 2 ) v Ak ™=
AR HILBEN 7 5500, XoF 240 Jf 7= A S T 4 7 1 3 F0R 1
P 3] L5 | R A 2] R A AR S SO A 5 R I T A fek 4 i
SPEARTE B AN A A, TS 2AIT B Y, (R Sh i ik i
S B G BB T, P2 AR A AL B A P FRONE 1 i
AT LAG R s B T, AR RE R AT LURISCE A i, B)A
PRGLZ b T B W R R A NS s 0 P R 2B K ok
24, B AR , 7 A o IS A AR, 3R s A
A T P FE AN M B 3 FIORG 3 20 SRR, (PR ST ifr i
A LA R AR A0 T o i SR 2 1 ) 7 32 A R e
A A T 2H B, AT AT TR 23 15 I 9 % 88, 2 A .

ESW X 5 B 4H Al 4 K B F 9 4E A

— JR L K A F-B (transforming growth factor-B, TGF-B)

TGF-B j2—JSHA LR RE Y 22 K, & 76 V8 7 i 40 i
WAAN A PR AR A LT A A R 4N i 1 S T 3 ) R
RIFEMTIRE, 5, TGF-p 5H 1T BIZ & (TRR- 11 ) — IR L&
EEAY WG TGF-B 1 BUSZ K (TRR- 1 ) LA = RIKEA S
TGF-B 454y, 4557 TBR- 1 i TBR- 1 f9 GS L5+ sk fk . TGF-
B IR ZIE I K — B R SE R ) B ok R LR WA AN . Y

FLTH R A RBLEELE BB E (No. 30371430) ; HARE 24 &
JERHIEE 4% B3 H (No. 2002-3037)

YE#5 B4 :100039 bt , B A BE B R (T T B0 T AR 2 ik
8662 HBEN)

TGF-B Z5 M40 ML 5 , TRR- 1 fEBR i ¥ Smads B2 £k, # ) 1E
Smads 1 mRNA 5% 5815, % 2 40 M A% )5 8 15 $0 R R 4% 5
TGF-B WA MAPK {5 5l i, HAE R B IE S A EH
(bone morphogenetic proteins, BMP) LR FEHIN R, TGF-B 1]
FRERAE A R A Z B 300 B Al i aoh A v 378015 8 2 ol R 1 ( alka-
line phosphatase , AKP) | I B Jii J51( Collagene II , Col- 1T ) M HE 2
GURFBR IR YK, Chen VT 0. 16 mJ/mm® 500 K 11
ESW YEF F e TS EB A7 , 76 A [ s 393 W0 it 151X 4 41
MM AT AR R TGF-B, MI#ik, 25 R &L ESWT
YEFJE 3 d, TGF-B, #Y mRNA ik RIBH R I HN (P <0.05) , F %
IS TGF-B, H74% 28 d Ja ity Fif,

TGF-B A 4 iy 34 58 4 AL B A T VR il S — Rl ik
R 0 BB A R fE PR 5, mT A Bl Al i i TGF-B IRk &
IX [ g A€ JEE X I8 B% ) N SR 45 . Wang 26000 WLBE T K R B 22
ESW 15 F 5 ni- B 240 4R 3 T% hL SR A6 5 5 400 4 95 T/ 1 Ao
14 I 200 8 45 ¥ T B BRLAE 14 38 BE RT 43 Ak, & B0, 16 m)/mm” |
500 SUCH) ESW X i P 5 A7 R T, 0 )5 & HEAE T, ES-
WT A (B FE BN - AKP (763658, TGF-B, BHMEF k3
T A€ TGF-B, 5% T, 1 25 o 240 Jf0 A AP | ok 1) i
AL, T I 7E ESWT A #E B 19 B b, TGR-B,
AT RE 5 A RN 0 8 B R T A A 22 A LR VE

— .BMP

BMP 2 H B T %0 ) ME — R A2 (- R W) 72 5T T 48 e o) -1
ALK T, BMP 5 51EH TE5 I 22 2/ 70 &
Fi% (Ser/Thr) WEGZ 1A IF 5 Z 45 BT MR Z Ik 1 7 RIKE &
W 3616 Smad 43T RN, T 82 (R BEwERRfL T B2 1k, i —2
FF LS Smad 15, BERR LAY 32 (9435 8 Smad ( receptor
regulated Smad, RSmad ) MR SZ 44 b i &9, 5 34 [F] £ Smad ( com-
mon Smad,CSmad) 55 G Bk A4IAZ% . Ff)S , Smad S RBIEE S
WHHE DNA S5EEANS S FEH TR, & # I
BRI 6E) . Wang 2557 i 500 #¥K 0. 16 mJ/mm® (¥
ESW IR BB T 09 B S A, F e 204k &% RT-PCR 407
AR B B FE T BMP B R IAE L, SRR, 4 Fh
BMP 4 173 F 23K 418 1w 5 B 1) 70 57 T 40 A AR R A
Jfirit BMP-2 \BMP-3 \BMP-4 ) 5292 41 £k e € 52 58 BH M 5 -8 o0 %
PO A B 4R BMP-7 PHAE R AW . Chen 2500 9 2h 4 512
I B BB GBI 2 B 1 ESW BEHE 0B St 7 B i A B 2%
JTRTE UL, 4 v B 3T A a8 4 T B 5 7 2 B T8 it
T TGF-B F1 BMP AR IA B2 3 =, H1 It AT UL, BMP 7
ESWT fi #F B 4t IO 8 F-B A8 03 sl h A HR AR

BMP 15 538 0] L4 38 a5 B¢ 25 40 Jifd Zh %5 it (extra cellular ma-
trix, ECM) 2 [, 0E 58 &5 R -K0 5 SRS -MAPK 38 I , 3 10738
RSB BRI B S RCE A Ak . BMP-2 AT LA 40 LM
S IH Y H P (extracellular signal-regulated kinase, ERK) A
P38 %, P38 /-5 BMP-2 i, £F % & 11 ( Fibronectin, Fn) .
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Col-1I 'B¥FH 1 . E 5% (bone gal protein, BGP) }& AKP %% |
1M ERK AL E3 Fn MIEBFE . Chen MUK ESW 1R T
B R AL 38 W iy T BER L AL T M, IE ST ERK
1 P38 WG , % T E MIE S ERK F1 P38 MBS IR 1L AL IE L ;
7T ELBT A= B 1 B R R B v BRI Tk ERK RE S A7 AE, T AR 11
P38 FEHE AN H I B B 3RV 8K, B ok ml I 78 ESW i &
U R AR T BMP-2 (Y RE 4R R

= K456 HF-a, (core binding factor-a, ,CBF-at, )

CBF-t, J&—FH7E R #4021 H R 5 8 1 10 4 53t o i 3
(R B 400 A3 A R AT Bl A G IR, FEAE CBF-r, B3l
R B /DN R 4 B i s P i/ R I, S BETE B 414, CBF-
o TS BN A3 Ak S D RE R R A 0 TR 2 B A A a1k
R R H R AR . CBF-o, XFIAR 2k AR
PR A S R RN R R A BB, S, CBF-o
SRR AT LU a0 B B G 1R Bk S B B R
ESWT Al figifiid MAPKs &2 LI HXT CBF-o, WH#5 LI BER
P, X R RERS SR CBF-o, ZERIAGF IR, LAEHE T CBF-q,
115 DNA W54 ), Wang %55V 1 2 ) 52 560 & 3, ESWT
AT LABE RS ERK 62, S0 B H B8 200 ) 201k 5 P AR S Ak Tl 375
O~ A PD98059 #llihil MAPK i ' ERK HIBEER Ik , 45 45 =
PERCE T R T CBF-o, Ml TGF-B, HYFILFEAL, AT UL ESW AT
fifi B S FR A - H9 MAPK 38 B35 , T 5 S O A9 7= A A
CBF-o, B3k, SR BB UMM Y AR KRR, AT FH B
B2 B B ESW 1 B TR AL, S min J5 20 M A58 & A= Pl
HBIAL,30 min P Ras REPEG,2 h J5 A ih385E ,6 d J5
AKP 75,12 d J& CBF-a, Hil BGP mRNA HBUFAHE K, 455
PERCE SN T CBF-o, HIBATER B ESW 5 4P A S/
Ras RFHIBER /8 CBF-o, ATAETE ESW R A4 i
HISELGATT B I B VB i R R 2 T

PO I N B2 4 4 B F (vascular endothelial growth factor,
VEGF)

VEGF J2 B Aif I J1 0 — RE4R S Pk 1 FH 0.8 P9 2 1 4 i
F.o BEIE ST ( hypoxia-inducible factor, HIF-1) SEH A
—ANFHEEAN RN A T8RS S A B A 45, VECE 1%
PR HOAE 1 I P B2 A0 i) T R s 2 T i g 2 A, HE 2 2
Sy AR I H SR L AE PN 2 A0 AT o P A I R T8 A
AIX T2 S IR I 0 6 M ek 7 M S AR 25 & TG, IR 4%
TRBE IR TL 1T & #4528 W 2300 ) . VEGF, Ji & VEGF164 11
VEGF188 BB Z , AL £ 5% i 1 41 4 B i B A A, 34 2 BELAS A
B 2T 2 0 R B A 40K . Wang 2510 il NADPH 4%
AL EFBH ML IESE , 28 ESW VERLS , BB 4i e HIF-1a AT VEGF-
A 53 WOKETHR T E VEGF 5 HIF-1a RIXZIEAHE, %0
FENAAE D) — T P 50 HARE S 2.5 ~3.5 kg BIHIPE 22 K EH
B I TR ) A A S B T LA BB A7 BSW AT, 22 i Ay ko HE A
REZ ESWIATT , SR 5 43 301 43tk 1A 0 JHL i 24 1l 45 7 it
VEGF J¢ [N Jz 1 — & AL R A B (eNOS) (UL, 45 R B/R, ESW
BTN I B A2 A B2 PCNA | VEGF F1 eNOS A3 35 B i 55
FXF A 3897 1 FS , eNOS il VEGF BN, 12 J& 5 A FF 18
/L PCNA FIHT AR L5 ISR 4 JE FF 4R 38 i, R RF 2k 2505 12 F
P L P AL e e T 5 S S B WA B A B A A A
BT S84 J0 - J 32E 67 o Y AL R, AR R L AT 5 4

VEGF 335 148 1] B8 55 240 MU 455 9842, 41 Smad 38 B 255 A 56, X
ATFE—LTRANIF

HESHBRXHNERETF

— i E#e A4 KT (Insulin-like growth Factor, IGF)

IGF BREAKMN—F T EF, IGF AT LA H 4 i
(R385 55 53, B8 AKP T& 4 {22 Col- T A1 BGP iy A HiH™
TGF-1 (14 322 P 1 5 0 R A A0 e , R 2 180 A 5 1 Col-

T K A0 s Do e DT A 2 s LK v 00 L %) 38 A 359
IGF- 10X S 40 A 1 i 3 TGF-1 32 M4t , L5 IGF-1 32
PRI SRR EAR, WO BRSOV B2 IGF-1 B8 £, IGF- T iy 4 %8
IR AR L A A S A SRR

A A A 4K P F- (fibroblast growth factor, FGF)

WFFE R, FGF R B 20 B ) A H -5 200 o A B4 s e 2
H %, B FGF W] {2 i A i i) il B 240 B 43 AL FH 35 58 | AKP iy
PR IR EIR A 4558 B, (HXIREe 40 T 7 42 ECM JE AN
Wy 3 AKP IR S I, FGF LIl i AKP (19235 F11
DNA (5, IF R 2B S A MM T, SRR,
YYBRA 2 AT LUK FGF 143004 , 34 1052 Wi 40 B i 4 981 534k, T
KRR 0w 14, RG] 5 B A 4 nir 20 0y 15 5, T s 74
N ICAR R B 25 2 0 B A Y H i

=M A AR AR K B (platelet-derived  growth factor,
PDGF)

PDGF J&—FhZ DI RE Y 4l i A= K R 7, Bl A 40 A5
I 2 SRR S AME 55 SR AR R AN N R Y B S A
o FEVFZ A BRI B B v A R A9 PE . PDGF J2 iR
Tt O 0 A LR S 7 R T LA e R A S A 5 SR
S1200 R A B 9 B TR 4 B 2 A0 L 0 R A AR D
AR5 8, SR Ao R R A L R A ke 2 i R
T, PDGF i i] LR 432 M 75 5 1L 47 PN B 400 0 6 B 5 L P
AT R T AR B (14 bk ol 75 e S5 ) BRIECT LA B PDGF
G, 328 T A0 19D 40 ) J i 4 AN A8 8l )

PO 2 Jz 4 K FF (epidermal growth factor, EGF)

Chien I FEES: MC, T, 41 A i 0 H 40 A 431 13 56
BRI, N EGF He G0 5 23 B2 40 0 53 Ak iy A b il /b 5 2 0
1EH ROS 4ITE EGF 324K, N A EGE/EGF 2 A% il 48
AT I S At RS RO PR

% iE

=A =]

TEA WA, 200 8 1] s 52 58] 22 Ao ol 200 M A PR S 3
T, XA AR R R AR 3 e e L A A e
i B T RO i A (B Ry U 2 5 N 1wt s L Ve N i
BIERUPE B, i ESWT 254250 07 ) N
W LR TGF-B, BMP CBF-o, \VEGF SFZFhE KK THYZ:
5,0 KRG S5 S, e Z A AR AR S, T2
BT IR PR R GE , ESWT X% R GE B9 R4 5 4507 5

RN R A A TR R B B A T IR ARIBESE
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R IR T ST

TR BB 6 25 A 6 T ROME AR B0 Il IR B

K& AR

il 2 v e o A N R R LS, LB R ik
72.5% ~75.0% ), AL AR KRR T, 1T FL4G K B2
LRI AT, T RRAIRER S 42 R 1 A A7 R
i, FRATI R B AT A 25 IR YT SR A BT R 40 1), B
BT RAROR, RGBT,

BRERHE

— Bk

2002 4F 9 H % 2004 4F 8 AAEFRFHIEBL Y S M i 28 8 3
80 141, I 55 49 1], 4 31 4], - HAEES S 55. 6 & 5 BT XA
BE 53 i, e RJZTEHALA (0.4 x0.5) ~ (2.0 x2.0) em®, 3,

YRR B3 1430022 BT, AR R R [R) 5 12 2 e B s 0 0 6 o
2B

T iS5 A A 27 ], B K2 I TE AR (2.5 x3.5) ~ (5.5
x7.0)em®, A B S RFG 4 I SR DU J I I A5 0 23 WU i
F 56T IR HESE A2 Wb 2] 97 2836 11 CT B MRIESE, Ak
B 2 3 d, iz sh U RE g K & D Re bt . HEBRATRIfE
A i R A SE K IR RRAE AT (95 B SR Bk 3 T KM 3l
Wk TR 5e stz  PRE I CERE R A UL (I
JE >200 mmHg, #75K K > 110 mmHg) , H 1k R et 9% % i 1 8%,
M /ML <8 1, 5 80 1l & BN /30 R e &g 4l (R &
21) G B, A4 40 B,

ZIRIT A

FEHHUIRTT ISR 2 4R B FHE (FHAR R 25) 4
F=)120 mg JITA 5% i oA BEER K sp ki e, & H 11K,
L2
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