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PS5 7 A G TS RALBIRI RS i

FRA

i 75 %% (knee osteoarthritis, KOA ) 42 DL &I F T fiE
WAy 32 R PR — R M IR OG5 , At i 2,542
NZZWSEM ™, KR 2 OA M sl BE i i £ 2™, OA
9o DRI EL A AR IS M) IS A0 o B P AR AR DT AR
Fa 5 OA B JEARSCH, Tl IA N OA J&—Fl g BB B8 X
RO AP . AT B RE B 5 0A K
HEJAT K, B OA JE IR , B SO OB I S B8O T B A
Ul /L, B SR Ak B G JE LR O Y, OA MR IR YT
H b e fREIR s oG 1 DR SRR I B, FE0AYT
T BALFE 29 D Re B R B BT R TR, oA an gt vk
I7 SR EN ST B IR B R A R TR
FERFIGE D RED M,

PR A1 il 9% 96 97 (extracorporeal shock wave therapy,
ESWT) J& — i % B L &R G 0 &2 4 50 TCRNEIT
AR AR ESWT U R IR 7 18 M WU A< B
PrE A AR A Sk LB B i R ZE Y S S0A YT )ik, HEi
C A Z I B, X T A 5T R, ESWT 1] LAZE fif
PRI T B I RE 7, X T HBGE PR M AL A
Sy, e I T SRR P TS £ 4 2R B B IUIR S Rz AR R
T 1 28 JORC VAR 5 2R e PRI O 22 ik, DT AR A8 2 P fUake
PR [ B v B 1 S5 S SRR T 3R R A SR A 0 15
MEHTAE S A . bt d nT B = AR XA L 425
AR A ACFOGA 2R T, AT 32 55 ATP fILBE , S B 45 Fi
U LA I it A PR BT R A, DATIT 35 OA Y9
FEAR™ X0 T o O AR SR T AR O R LA 5
Ny, il ipl P RESE AR R A 3G B A S e
AR T, TR BN ORI R A5 T IE P RE B LR 15 ¢
W RAE SR o i I S B A R SR AR A D
T KOA ZH LA RBE R, SR ESWTiR77 KOA [#1lfi
PRALTR v TEmf UHIESE , H GG —milm RIAS T 55 o ASCR
BoE B T E BB AN ESWTIRTT KOA M 747IE

LES

1 BXTRERERRE TEHRGIE
OA Y JEARFAE 2 517 3B 0 S AR T B JE A A Dk
A HErp R R AR R B AL A R R AR A Y

REA A GHIHURT , A=A TSR RS .
NHC R 2 A Ak BB, 500 B 9 A B,
V10 2 240 M 04 7 e B A TG PR ™ R 2> LN 0K B
A, TR AN T ) 5 P B BT A A0 2 1 B i R 3
BEAARCR BOFHAE o DO AN S R HILARON T , A A A AR AE
P An A 2 R SRS DR A P R RE I TR
13, 9 BT MM AME BT RERYIRtE . AL NI A, A U
T TR FNZORL A T BERR AT AE OA HERE Hh 52 i 45 2
JELPR AT o B B 22 AR A R A ELA £ R A
T A R4 e T TR UORR 2 U, TR 2 2L 32 %
M LT e A, H s Ve R 22 , B BB AL i s
LEAh, BRI D, R ARG AR AR, TR R
il TSR RAEMGLREN TR LT AE AT
I AR N e e SIS SN R 2 N ket
eI ZE BE T H UMM B R E S S RE A
PSRN AR E A VELPEN /6= s g I E B PO R o i RE LT
JECAELAA MRS Sh BT IR BEA T o BRCBB S A W T
HRAELZH L B0 5 SRR B A I A N TE A E 0

MR Z AIESE 2 W, OA BUH T B I S W (e E e 1 7%
GO TN S IS ek 7 = gD d 1 5 6 o S e e
PRI PN ARG HCE AR E . B TR B R A R
TS B R I BE ST 3N T R R B R
PG, PRI , S35 3CR A S8 A O T 308 T B LA
Pho X FRIIRSCTT OA IR YT R UM HCH IS SR T 4
A,

2 ESWTXEHEBRIE TEHNIEAYLH
2.1 iR

ST AR R R AN R A AL T 4 R, A A R A
FhK I T D 2 1 PRI 1 20 . R b, A i
FiorFRIB AR TIRAS M. W2 ERKEFMEL
FUan 4L A K A - B (transfoming  growth factor B, TGF-
B K £ 4 )5 4 i 4F K A 7 (fibroblast  growth factor,
FGF) %% . 114 % -1 (interleukin 1p,1L-1p) .IL-6.IL-8 il
JEIRBE I T a(tumor necrosis factor o, TNF-a) %512 51
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TR B A R YT, Pdia-3 02 1o-25 R 4EA F
D3 PUH A5 53 1 1 — A SRR T, ESWT 1438 T Pdia-3 (1)
Feik T HEA B TV R4 KOA HP 455 40 i A B 40 i 1)
IHRE®, Zhao 251 % I ESWT 1677 i I 5619 1 P 9 — 4
LA (nitric oxide,NO) 7K -1 5 R, 200 A0 07 7 i 2 ik
Ao B SN wfes p vA 7 38 R AT NO 7K P FHER B 24t A oA
TR 4EZE KOA 1Y )i . Wang Pl Hofmann 25743 1) & 9
ESWT VYT J5 %8 o IL- 1B TNF-o 1 NO /K P-4 B A, T 4
BB WSS K I ESWT A S
B, BE WntSa/Ca™ (55301 , I & HER BRI P E
22 EHEAM

— S 24 it 4 5B 1 0B SR 1 RN BP R B T (osteopon-
tin, OPN) B & BLAL i OA rf RAE S 1 & A2, 55 OA Wk
B RA X, OA H3% OPN BERIL K TIE W e,
OPN [ VE N PEAM OA P B AR A (kIR HR™ . B4 R E A
fit} (matrix metalloproteinase, MMPs )Jg: [T 75 Jig Jit == 2 1) A A
fitf , &2 N ST AAE RIS TR 5 5 AR, —SERFST A
4 OPN B fiff MMPs 3k 00 3 o i S R 41 i 125
PRSEH , Zhang Y 2500 % 3 OPN A |3 MMP-13 [y 353k , {2
HEAH LR B, AR A AL B . Wang S8R B
BTG, & B ESWT YA Y7/ 7 s v MMP-13 1 1T
R IR, MR D15 96 KB BCE B el B R4
YERT . Wang 2553 % S ESWT VA YT I B/ INGE A X A FR A B
FERRAR, B4 B3 0, MMP-1 Il MMP-3 2635 T I, M i ik
ESWT a] L& 35 %08 o MMP-1.MMP-3 & 1k FI3CE R B 10
TR, BB B IR R T B LA TE . Hsu 262
KRB 2 JA ESWT IR T 52 i DRk B 8 1 1) PR 7, G 20
AME ST T 1, OPN . MMP-13 2 5 3514 i, M iE 3
ESWT 76 513 OA w8 5 5B 41 I A s 15 240 i 9 A 0 2 o
g, WUBE N CREAGRZR T EROMMEERZ
BT R 2 () —FhHL B 7, AT DISRHULT 15 86 A S0 R
W, WF7E & B BE B ESWT VA7 10 R SCE PRI E A C &
ik B AT R B LT BE S HEE BB E R, R
WG 3 #E85 19 1 (chitinase 3-like protein 1,Chi3L1) 28 H4i
i =4, 76 R OA Hhr R 2235 , Chi3L 1t mT LAgE R 1 B 7
U1 TNF-a, IL-1 /> 77 4 . 5% & B ESWT VA7 10 A 5
Chi3L1 A g AG I 2], F B ESWTIGYT IR , 5 HCH #5405 fR AR
MBI A4 T EHA,
2.3 miRNA

A[E] ) microRNA (miRNA) B GE7E OA i B A2 H A7 |y
SANEVE A5 AV . Cheng 20Dk FUOATTSE T4,
WME T ESWTVAYT 55 OA i 15 3B I #CE N B miR-
NA A4k @ b N — AP R B & BT 118> miR-
NAFEIEH s B AL T 214 1 miRNA #U3ER it

1000  www.rehabi.com.cn

F BT I, ESWT V097 I B0l Fes T i H 8 4 miR-
NA ik B, Xt FH08 0 . ESWTIGIT OA BAEYbRC
FEIT RSP SRE

3 SN IBIRITRE AT RMNIGER R EEXH KR
3.1 ESWT WA RAMEITEH

A w0 B A T 1977 48, 4R SR AL S A2
WF5EH, ESWT BdRIE7E KOA b EA BB 34, 7T F 5
FFAELR Y ST RUERE . 3 3L G0 R meta 431 B 45 H
ESWT /Y7 KOA 224730 M™. Lyon 55 5@ 3 # 57 F i
AT BB B R XA T IS e TR S 2
AR N U BIA 00T , R B ESWT A] 42 w0 5 e 2%
FERIECE A R, Wang 255058 5 34 525 & 3 ACLT A&
J&i VR332 ESWTIRYT , T3 vh T BB Jt & b Aok 472
ESWT 41 5 =441, 4~ B v VEGF .BMP-2 FlI'B 5 R 304
TAAI3 N, H R AR R iR A, ESWT IRYT 5 4 )8
R RAARITROR . ATIER] ESWT 3397 ACLT R J5 4Kk
BB B S, BRI R PR s . AT TiE g 1T
AR ESWT YA Y7 IO K BROC T 30 B el B s, L
MMP-13 ., Il FRE 5L VEGF .BMP-2 NP 4645 , & AN [] 3T
MASPR A5 1E A —F, UEB T ESWT XK FLKOA My 3 E
PRI R TE AR B AR AR . Wang S5 LK U
WFFEXF PP T ESWT 7E BT B B s A A 561 R P iy
AR, BT A R e AT S A BRI R
CT W, S B T g A I 2 T J i 5617 AR R B 401 45
B ESWT 57 6] R BB 00 B s 1k T B 260 R IR 7 A
.

Lee %54 20 1] KOA & 4 RSP FRIGY 7 41 R ES-
WT A, W2 38432 — AR P R YT ESWT A /M
TSN s BRI o TRT 48 BRI 3k [ VAS PR 2
IR AT BRI 00, 8 ] WOMAC P4 PEAG 3218 % (1 3
B HEAS I LIE o494 W vk T . BT IR ALt
W ESWT A 5% JAL T 0 22 S i E PR E L. IEW ES-
WT e KOA & PO G LI RE & — R 2k
FARTHFBL, ChoZE M 18 (33 NS ) FiAT BN ai X
] KOA i 2 v JR F B ML 53 ESWT 4L FIXT BEAH . AEIRYT
B —UGRYT IR dRa —IKIARYT I 1JEIEAL VAS P74 Bar-
thel F8 %5 . Dy AR 37 PRI B 13 (FIMD) B 75 RRIE O 1 #0C)
R B hiE B, T BIRIR ). 45 ESWT 41 VAS 741
JF OA G PRT™ EE A B (B HIA AT B i . ESWT IR iR
SIS PR 75 225 335 s kg i, A TTTIE R ESWT nl 3%
P PENZE A R KOA B9 R BE , 8IS DX il 5 v 1k
3.2 ESWT 5HAhY 7k 4

Yilmaz V254l T ESWT AU IR K b s 17 Rk,
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Bt 24 H R 43 R 6 B AL AR50 BE Bk vh i 75 (low- intensity
pulsed ultrasound, LIPUS)Z{f ESWT 41, Z BT HCE T
T ML IS LIPUS £ )2 ESWT 412455 Tt BR 46 , {H LIPUS
R ESWT 4L %A 255 . WL RIS 30 N M 48
FRJC B 122 5 UE B ESWT A1 LIPUS 4 ]2tk 4B (1 19 4
PR B Y 7R0T0 0 % 25 5% . Chen % MLL 120 o7 2
KOA B FH NGNS G AT AL B, L T ESWT Al
[k ol IRYTT KOA MIRCR  JR B B R 440 . 41 1 -T2
8 JA A LTI 2, 4l T 4257 8 JAl ki iy 7 L 457 6
JE ohde BB Y, ALV R R RELE . PEAN HE AR R 5 I B
(range of motion,ROM) . VAS 741  Lequesne's 15 X FIHILIA
WA . A5 ALERF I LA 0 18, 20 R RE R i B
BuEs . SR, B A 40 R 7E IR YT )5 ROM B i ik
3, A A B H A UIRYT A ROM v Blgks . IH2H B3
FEIRYT e RBE T LA ) e e K . ATTIE A 7E KOA &
HRIRSEIRYT T AR GE Ty 10 ESWT AR Tk i s

Li %%} 105 24 KOA S FH AT T [ EPERF 5T, T4 ES-
WTIRYT KOA AT stk e k. JLrb 60 191 £ 35 #2372 ES-
WTIRYT 45 B2 HWOEIRIT o A BIEIRIT IR 55 1.6 Fil 12 )H
HEETIRAL , 4 WOMAC TEA4 i 20403 , ESWT AR T-H0
JRYT I NRS FI WOMAC P43 G5 AL, PR R 4

Lee S5 EL 4T ESWT IS5 i P 5325 B T IR 0 IR B
KT RIPEITRAE, /3 BT/ LA A F3ASH G 51T VAS
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JE A, HEAT B AR . AR 2 R 15
458 ESWT ] LUBCR J85E KOA fE % 5i IFH m ThRERY
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JUEEPA R B 41 40 T 72 (cartilage tissue engineering,
CTE) 7E R R D REE A2 e ot o 5 3 FLBRBA T /D 31X
— B LA A LA A 5 R R, AR i B LA 5
WA R BOlIE AR A K R Tz AR A i A Ak
A ON o LR S8 S R SRR SRR R B R
P8 R [l A 4 DR T A BRI, ESWT (/R HH S0 5 40 it (n ek
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JL ML S 0 2 B TR (4 kb X — (B0 S R ESWT X
CTEHH A #=VEM . R —{R 8 2UES: , ESWT Al fig
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OA Il RAEAR 1 Bt , VA 97 b 75 ] B 2% PR AR T B X
PIFR R A A B S RE T o ALFE ST el e T &
P AR S AR A R AR (o A5 A R BT ol AT
B SR A IE MR AE Y AT B X RIS AR E AR

Bt o B BE B FC BT T 28 L ((bone marrow mesenchymal
stem cells, BMMSCs )& J8 B 4l i 14, 7] BE & — A7 W5 |
JIH TR A 2 R AU B . ZE AR Z I B R R I
PRIFZE A, 10170 57 T 4 i St B A i ZH LA T R B
FELFIE A SO B AR T . R, e T AT AR X i
P 2 2B 50, fEE A, BMMSCs WH #iE#
FE R, M I A A M AR IR T . — LB R SY R R
Wnt/B 1% # 2 Fll Wnt/Ca™ {55 5538 5 A6 Wt BMMCSC 431k h
RIEFELEAEAD, Gao LT T304 T A A H-BELH L (retro-
grade autologous bone marrow cell, BMC) A5 ESWT
BT EPCE BRI, AT 69 141 S IR BBl
(Hepple 734 I - IL3H)) (49 58 70 4 41 4 452 ESWT FlI
BMC B LA IRYT L 28 24 1332 BMC A, il ol 270 2 4
RtV & BB G IR 9T 41 AOFAS P43 555 BE G 25 32 5, T
SR RO MR R 1K s MRI KA & U5 IR T AL R B i s
DU BRZH R FE Bt 2 o PRI IE I S IR T = — Ay
RiayT 2 A BT R E ARSI SRl AR 2
ARG IRAR 25 , B KOA IR AIRTT IR S

4 REEAERE

Notarnicola ZE*1 L2 KOA B & WHFFERT 2 LR T =
AN ) Hl X e Pl e e Y o A ZE R0 I 3 R KOA R 3
R MPER . kI 1L-10 N-F5ZHR> 1 B-45 B k431
G NI AR R AR 2SS . HiTMIERER
ESWT F & H= ESWT MEFPEE AL A IESE "™ Schmitz 55"
1 R G5 [ BUR meta 2T I B8 3 0K, AL 2000 7k, DA
HEREREZ MR R EFD A TAYT AT S e K2

WA — BETIF 500 b i 5 RE 7 %5 E (energy flux density,
EFD) 4 M AR A 8 =450, (AR bR A R AR o Jin-Kim
L0512 0.08mI/mm?> F1 0.28mJ/mm? H FLFEAT R4, Albert
LI\ N BARTE ESWT & K EFD A9 4 A L 3 A B 4 1) 3
i, {H EFD<0.28 mJ/mm2 F EFD=0.6mJ/mm>7E 52 55 v ]
— BRI N AR BE A e ESWT., R4S —SLfF5e i1
EFD i it , iE B 5 EFD () ESWT RSk 47— aAyT, B
ISP B EFD (1 ESWT AT AE I E A 0 = S o5 g i i
T REARTT 25 1K EFD #hifi il ol BB [RE XA T TR
I B35 0, ARG £ FE IR YT 1l A rh DR SR IR YT I AT B
£, Kim %744 60 6] KOA B & BEHL4 k2 41 - Ik EFD 41
(0.040 mJ/mm?®) FIH EFD £1(0.093 mJ/mm?®) , #i£H 3218 5
3z ESWTIRYT , 4L 12 J8 5 5 0m A B2 RN T BE V40 #5 i
kg, i 4 EFD 41598 7143 Fl WOMAC 140 B FAIK
EFD 41, Xt 5 Z i (O AF S AR AT , AT RS2 B 5 EFD 1 ot
SN Z R TCRERI LT 4E , T BRI . HLOGTT 3K
X ESWT (422 i & A7 R S AR M (1, i vh 45 EFD
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BYITRCEAE . Wang 2595 B ESWT iGY7 AT RE N 40
0105 , NS5 iR . 47 1,36 24 EFD A ESWT % KOA
TRIT LA R,

5 NG

ESWT Al F8CHE S| T BB &, o3 KOA i
HHPIR BNRE . T HAE B M ASB o, Z R0 4 i e 1
ik 7 2B R miRNA ¥ 5 5 H g ESWT 8 H
KOA VAT ez — . [RIIF ESWT 7] 68 5 HAb A kA B Je
W N EBEERIT S S NS AR . HE )
KT ESWTIRYT KOA MBLHIHFR A4, T OA ki
R T B B O & ESWT B4R FIAL I 4 75 F— 25 B
F¥o MRS i 2 AR AR B GRS T , PR TIE B
EHEARFEA o T HOE R S T B 1 A s A9 O ot G
gi—m b EM AR bR o RIS T wials A 7 IR 51 R A O
BB I D , JeB A, BRI T ESWT AdIG IR
N, AT R AT
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