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Abstract

Objective: To summarize the current research status on the action mechanism of warm needling in
treating knee osteoarthritis (KOA). Method: By searching the relevant literatures published dur-
ing the recent years, this article arranged and summarized the current research status of patho-
genesis of KOA and the action mechanism of warm needling in treating KOA. Result: Currently, the
research on the action mechanism of warm needling in treating KOA has involved inflammatory
factors, matrix metalloproteinases (MMPs), and transforming growth factors (TGFs), while miR-
NAs and gene sites have been rarely studied. Conclusion: The action mechanism study on warm
needling in treating KOA still expects expending and deepening in the future.
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B 25715 78 (Knee osteoarthritis, KOA) & H 24 N5 WD BRR 2 —, PR b ARG /&M . 8
W MK, FEThRERERG N FERI, EFH A HIOCT R, WY, ERRE, WM 7R e
W VR FEEEIRATYESN, BEEFRIIGK, KOA BN ZWI G . #iHE, 50%/f 60 %
DA EZAENE KOA, 70 % DL E AR KOA [ &0 % ik 78% [1] [2].

2. KOA By & imH#l

KOA 95 Al M A BB, (ES DN EES . IERE. 8L, . WaWRal. B B3R FEET R 2
FEKOA RIRMIER R 2 [3] [4]. BRI FH 7 %M AR ML = ZA MM 72 0. A EEE A
Ul H N RESEUL AU TR, E e AUl e LSS AR EE KOA RImALE], Kk, KOA
R NERM. ZIRE. ZRANERE. T HCR 325 B HCE 9 R 240 B /5 (Extracellular matrix,
ECM)ZH il o F4) R IH 4I B A1 38 5 1) 2 B S M AR K o 7o T LI SR AR (SR . e R S AR
FEANT B R E R R R B T R EEE N . Harm R REH, RARNF. SEEAME. 4%
WA SRR 5 AR AT DA A 3K e B R0 A R Bl g0 3 A R T RE (5] [6].

3. BERETT KOA B{ERHE

AT TR A ER R, e BT R R I Th R T RIGIT KOA FIRCHR B K & IR PRI IE 52, TR,
FHSUIE IR AT R IGTT KOA HIEEALHI MR T 2 77 #7271 [8] [9] [10].

3.1. YIEREMIEN

PRI BN B 2 25l kK2R, 5 MR G PR RS, BRI (2, WIlE RT3 R A &L, B
RS, E N RS et g, IR, Wb E, B WE RN MR, i
T AR PO, R KOA KB ZMW R 8 .. BHFFTUER, W 2 AN B 5 Bl 5615 h ik X T Bg (1%
2, RfR/NEEZRE, el RIBURRIVLAL, RO RS S5 M A A B2 ThRe AR e « R R BRI K
FEAT micro-CT FH, 455 B8 KOA HRIH K R RIS AR, BRI OCTIRIBRAR 4, Wl )G Sy o 4
. HEE IR, BANRIG, KRB EE, ST MR IE S, SE Mg g e, o
AR TR B — BB EM[11] [12].

3.2. FIEEREBEBEE(Matrix Metalloproteinase, MMP)

MMP k8 —REE W E KRN, | 2T S0, aI#MFE ECM, ER5 & g T
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A2 FEECM & S B R AT SR N . TR KB ALK, MMP FRTE KOA HI R3] 1
HEAMEH HA, MMP-1 EZEl A 4e4i i o, vToiE v 1. s VI, X3S R B . MMP-1
P37 T 18 55 S 20 R PR A SRR M IR o MIMIP-3 72 S 80 IR (R S Bl . BF 7 R B, JRIK
IR KOA B T &I H MMP-3 IR FER R & T &, H MMP-3 ¥R 5 5 Jm R FE s ZUAH 0%
MMP-3 ()31 38 15y T 5 SO HCR R DA ST 98 P SO, 44k i ] DRI I8 s P 1 T PR IR 2 R G, B2k
FMAIRAL, I AT AR HIERI[13] [14] [15]. MMP-9 SRR AGHEE B, =52 o] R 4m b e ki i . |5
WM. BRI N R A s, FEEAEAT L N0 I R R . IE % R 4R R e A A
MMP-9 ik, KOA B KB HE Fi3RiEk MMP-9, FERIATHERE, 1EHRITRRITHE LT
HE4L ™ (1 [X 35, MMP-9 mRNA &% %1k, MMP-13 & S 2000 1 R J 4 Al ml 20 i i JA = M2
WELER, FLRRAR 1 BB SR 2T 24 1) e 7 e FLA R SRR (1) 10~30 £, 1 HLILARYFZ MMP LA 1 BUAR S
B At 5 LB MMP-13 12 5[16],

4 J@ 25 A BE0 4 R T (Tissue inhibitor of matrix metalloproteinase, TIMP) &4t %t 4 & & (4 g i) — 245 7k
PRAPEDR 7, P DUFE SE S5 S A2 I 407 <6 Je 2 1 Bl IR A O e SR R BT lg,  BEL LR gk — B AR SR B
HHRIANEERT, PR ICTT[L7]

S ST N IR AT AR v] LA 3 FEIK KOA HUE o MMP-1. MMP-3 LL & MMP-1UTIMP-1 7K T, #2758
TEF AT LB 7% MMP-1. MMP-3 BA& MMP-1 5 TIMP-1 2 [ ({47,  4Ed i 25 & RS 4
fE1E) (R Bh AP A, 42 Sl I B BB R T, BRI R, -1 KOA Ji BEECA i /E A [18] [19] [20] [21].

3.3. EERERF

RAEKF1E KOA I RAFKR Rt R IEAE EEAEH, J2 i R RPCE A M A 20
1, AN BB E B  EBIR Ry kg 24,

FI1 2 (Interleukin, IL)A& B2 Fhaf ™= A4 IF-VE T 2 Fh4b i i) — S A R -1, o] DASOE 55 0 755 4o % 4H
1, /03T BAMANEN . WS04, 2R OB B AR .

IL-1 F 1983 415 Jo/E N AT SR M h e R B0, Hodh BLIL-1B 3, s 6 RCE A, b
JE R AR B TS R 11 SR PH M S R o 2 J5 K B B S S A A1 B 3% BRI FEAE S IL-1B 7B K715 R I
RIFIERE A CEEH, B T1E S MMPs. NO 14 B, (e S 24n i IR 7 F0 28 iE A Rk, 5 SR
SHRLJE T, IS R R R R R R AN B 2 BB S R [22] [23]. FEIEE AR, HBIPE T 48] 2k
IL-2, F5 IL-2 2RSS & R R E R, il RIAOH AN A, A3 B0 IR Im PR
UESE KOA B35 I35 1L-2 7K~ A6 001 28 it Jg W 38 s, 3R I IL-2 1T e 2 5 7 KOA ik [24].
IL-15 J2& B V& A0 I k% WA A 2% 52 40 B AN Rl 2 24 4 o 55 22 P 4 i 7= AR B LA T 32 B AR ) 2 P TR 4
K7, BRI T 4080 & B SR 41 g (Natural Killer, NK) 3546 53858 5k & HE 2 R A 1L-15 dl it
XPORTTHE L T AHM 4%, R0 R A g PR B R F--o (Tumor necrosis factor-a, TNF-a) 2 1L-6 552 Ff ¢
P DAl IR, X E i 90 ZH M R A LR 30, e S U G IR S5 M MR A B DT R IR AE . b
Wotion, B KOA B AR AU INE, Mg IL-15 AT Z#i . RS T & B H g
IL-15 7KV S8 A MO FE B 5 R 38 IEAH9E[25] [26]. IL-17 S —Fhal R MR 7, FE G T 40
M= A, JEAEVESIEAL T G, R SETE IEGR M 200k 1L-1. 1L-6 S5 22 Fham i Al 1, 00 4 4 o 2 J 3 ok
SRR AR TS R, N B R AR SE AN DG REIR,  AE ST SORE Hh 4 R R - SR A8 AR 4 i 4 2 B A 7 T e
EM . IL-18 T 1995 “FH AT, A&—Fh 28k A BA N 2 8 Be SORE MR 7. & 32 2 el vd A0 1 B v 4 i AN
Kupper 0=, IS T REA M4 y- T3 K (Interferon-y, IFN-y), 55 Thl KB, E& R sk
PP~ BRE 1 B G M B SR e R G T AR o BT R I, 1L-18 IR AT B A,
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HOHCE NG T, BN NO =k, BRI SR 404 FE MMP-1. MMP-3. MMP-13 54 3 8 41
U AR [27] [28] [29]61L-22 E Y Th22.Th17 K& NK22 4i 43k, 5 52K 45 4 i v DLURAE JORE M o
HEE R, 1L-22 /£ KOA B MK 1L-22 /K00 S T IEE X, [JI 1L-22 K5 IL-17 K2
IEASE, R IL-22 AIRES S T R R AW AR . L nT AR o (e b i B s 4 R4 . Py R 4 55 2
WIL-6+ 1L-8, FIFAAMEARSCT R R EVEAEH . AR RAHHE 7 IL-1. TNF-o, 55400 A= 8 N 5z 40 i
AR, RIS, S EMETE 4 MMPs 8% 2 55 567 & IERE[30]. 1L-32 &1
N RFAUEJUEA R I — R AR R K7, AW 7R BLUE BT RE X Hot e PR 772 25 B (1 VR
IL-32 J2 il i 0 NF-KB. P38/MAPK 515 5 i B T8 (R 3 S e 40 i 3 9 IL-1B8+ IL-6+ I1L-18. % TNF-a
ERT, IR RIE R A FURIL IL-32 1R8N & B OSTR h RIS B2 IEW A 2 £,
PORE R R IR RAE T A5 1L-32 #H5[31] [32] [33] [34]. #£ KOA KIK¥HEFEH, TNF-o 1] LL%ES
IL-1 25 98 RE PR 7~ (7= 26, 38 8 F e it R i 40 B (2 2 MIMPs (9233, AT RS 3 . SR 2
PERIRL R, (23 KOA IR JE.

WF 9 S s i At 2 T 10 mT DA B S 400k 5 ) KOA BREA eh IL-1B. TNF-a (283K, {3 {40 1 A [ fit
PEDR T2 8] 1 SR R TP [19] - 5 22 Ul R F0E 52 KOA 35 &R 23677 )5 » i A 1IL-1.1L-17.
IL-18, KT IL-1. TNF-a. 1L-6 55 REK + HIRIA R TR, Ui iRET 72 T DL 28 40 fa K+ 1)
FEAE, IXAT e IR A A R A B AE FH L 2 —[20] [21] [27] [35] [36].

3.4. EIEEHEKEF(Transforming Growth Factor, TGF)

TGF-B 2 HH 2 Pt i o3 b= AL (4B IR 7, P ARG oA Al S e Dhae &6 7 T 2 1T EH .
TGF-B1 X R MELEMIR 740 IL-1. TNF-o FFRAHPUEM, % MmHREiRE, RitRenEsE. §
FNHN, TGF-B Re#S{Lit TIMP-4 RNA HKiE, Mififld] MMPs f3ENE, 98> MMPs B4R, #2E]
Yl R IE L ST R R EIAE . B4, TGF-p b a] UEHEHCE 40M DNA &R, 1BE KT R
B AR [37].

SEHG WS R AT 7 v] LU 7T KOA FRCTTHCE H I TGR-BL /K-, T SE IR S& 5 3 B E A
H, IAEIATT KOA I HR[38].

3.5. EIEEBE R FELEKEF (Insulin-Like Growth Factor, IGF)

IGF 2 A KR A A B L R b 7 i) — PSR R B 2 IR0, AERE R R B A R, 4R
WEEE et T, BURGE RO R ROT T EAT T . IGF-1 2 Bl & AR I 1 A 7, AL RER]
AL G 5E, M SRR ThRE, 0 HLRE(R i AR IR S SR B B R, BE S DR R B G A L R
AR B AT, BSCE B G - FERWT SR, B R R ECE A, IGF-1 mRNA KA. IGF-1
75 KOA B 45 ™ B (KL B0 58 B AL B W R 489 22 5 T /E 9 2SR AR [R] R Bz o S A3 0 s R
RIEW RN BB UM, IGF-1 RiMm . XYY IGF-1 5 KOA A AL LA R i Rt e % VI < [26]

[39].

W LR B ET 2 AT LB I 7 KOA BT H 1 IGF-1, SEELX R E B ZAEH, INiMiiasr
KOA [38].
3.6. Hit

NO Sz M7= My m] o5 0 G A T2, S0l B 2R 5 rh i 1 2 WA 5 s (2 2 1 22 WA B 2 1 A B
fife, FLACT R BCE AR ML U T H DB T R EARFE ARG . BT SIARER E2 2 b B L 5 A
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o, RAEVUGERRMARW e —, R—MEZENRIENT, 1T SEEREAWMEY 5K &R, AN
FE i RO ER H R R 22— [40] . A7 S E SR AT 2 KOA KRB SC 5 ORI 375 NO AR 51 iR & E2
FISENA . 25 BN, 16975 A5 BN ILiE T NO MIRTHIIR R E2 & BB MUK, R &I
I7 B PR R L 2 — R am i ] NO KT AR 2 E2 £E K17 A 1B Sk S K [41]

B itk B4 AR -2 (B-cell lymphoma-2, Bel-2) 2 £ Mo 78 T F 7 b e 52 AL ) JE Kl 2 — . BCL2-associated
X (Bax)7Z 5 Bel-2 [AVEAI/KIETEMEE A, & Bel-2 JER S h I 4r I T2 3 3L K . Bax (L R iAw]
FEPT Bel-2 AR 2B M AE 4 a T-2ET- . Bel-2 £ Bax JE R & SCE 4 APE TS, Bel-2 mRNA %Kik
(T e mT DA B SR A s 4E B R T, 1 Bax mRNA 1 FF i U 23 i i 4 B R T2 %6 [41] o SEERIESK
IR AW Ll Bel-2 B2 3R0E, ] Bax 81 3RE, {# Bel-2/Bax MELAE EJt, X AT e im e & i 5
1 KOA A ML 2 —[5]

4. BEERE

i BATA, HATREN RGBT KOA ML BT O3 K 2 B R RER T AKFF. WEHT. &REA
Wi, LLJCH HAERSEI TS . SR, BEE KOA R HLHIT FL A WA N, FATAT UE BI7E L FaX L4508 4T)
WL TR A ZZ A B, B RERIEE MMPs (I e 2 £ ZFHIR T MMP-1. MMP-3 L4
K TIMP-1, T4t & %T KOA HIGIT =75 & MMP S H A i 58 A f it — 5 & 8. 1L-22, 1L-32
R E B SO RN T, A RIEIRTT KOA [t FEh B ExT e A s, WHEHT.

MIiRNASs J&— U1t JE 2 A g i 8 /N0 T RNA, EITRILZ T miRNAs e E AR K S
SRR B EZAER, v LRI B O R SR KRR RGP R A KR . FEAINE KRR
B I HCE T C % 2R 1 miRNAs, i miR-223. miR-146a. miR-140 %5 CUIFSL 58 L3 &
RAE R FRAFAEAR SN [42] [43] [44] [45]. UTAE 5T Wnt 13 5388 8K 76 5 55715 48 R0 o (0 /E WL 1 IR AR
F, RIL Wnt/B-catenin 55 38 B 5 55 HCE RS . A0 R TR E BRI, SRR AN R )
U EEE[46]. HATRRCLHFE N KOA B R 2 nl 5 103k K 2 150 % UK i e iMs 5
SEBEAT TR, (HHCREMFEAR /N, HAMRRAAFRIER KOA HRFERIEFIEZE R, Al
DAHERRBIF 70 45 5 AR5 SR [10] [47]. T4 Fo 5t KOA B9 %502 Al i 817 miRNAs Slkeseil, g f7ik—
I FCIE S

T4k, BARIEE RIGYT KOA BIRUR O K E I PRI FLIESE, (FAH GG PR HL LS FEATIAAAE A 1 1)
AL REFRENRIAI RS, ERE. TR LR AT GRS ACH e AR HE R4
PR Z G — 55 . XL ) TR AN [ R R TR T O HE A R G X e ] R AR A4S B e, A
WA 2 TR AT RAEWGPR R I HET N, $E R IEET RIBTT KOA HIIG AT 2 LA K BT 2 5t KOA 1 FH ML
FEHIUER I o

E&mE
g BR 2GR TR A T H (2yj201626); BT PR FERIH (20134Y148).

SE3#Ek (References)
[1] 5KkES, BEZF, K, 1T 10 FRRIEIEIT B T &I ILAIG RO 78 Rk 7O A AT [3]. P EEZE R,
2015, 32(2): 118-121.

[2] Qu, H.Y., Wang, R.H. and Liu, J. (2015) Clinical Observation on Warm Needling in Canicular Days for Knee Os-
teoarthritis. Journal of Acupuncture and Tuina Science, 13, 63-66. https://doi.org/10.1007/s11726-015-0825-y

[B]1 T&ER, WM. BERTRERFEZRWITASELD. EEZ, 2014, 35(18): 32-34.



https://doi.org/10.1007/s11726-015-0825-y

IR &

(4]
(5]
(6]

(7]

(8]

(9]

[10]
[11]
[12]
[13]
[14]
[15]

[16]
[17]
[18]

[19]

[20]

[21]

[22]

[23]

[24]
[25]

[26]
[27]

[28]

[29]

[30]

[31]

FEHEAT, Amete. FRE 1T 28 [E N AMNRAT R 0 7 BOR A gt 0], B R 1 RHA4 R, 2012, 20(6): 81-84.
Mrife, T22. HE RS AMIEITIRE ST RIWBT T R[], WiR P EE4eE, 2016, 32(4): 186-187.
S

Zhang, K.Y., Yang, Y., Shou, Y., et al. (2016) Warm Needling Moxibustion Plus Functional Exercises for Knee Os-
teoarthritis. Journal of Acupuncture and Tuina Science, 14, 412-415. https://doi.org/10.1007/s11726-016-0959-6

KRR, EATHE, TR, 5 AR—RZo0 BERMIERBFERD]. HARARTERLE G 4E, 2016, 11(3): 440-
444,

JE B, TR A LSRR B ek B LR B s M AT R[], P 4k, 2014, 34(7): 675-677.

Wiss %, 2R, WILE, & BB R RGBT FIL0]. 37 R 2R3540, 2013, 15(8): 129-131.
EARF, RETE, BRER, 5. AN RIBTIRIT RS R ML Sk RET SRR [D]. R SR, 2011, 17(1):
103-106.

B IBET RS KOA Rl T5E TGF-p1 M IGF-1 /K FHISLIA[D]: [t 224718 30]. Jbat dbRTrhE 2 k2,
2015.

fokrs, TR, WIZE, & IRET RSTHRE KT R KR IATY
179.

RSP, SORPR-SESER, WRIEVE, &5, IRE RTS8 AN R0 A7 25 00 4 J 25 X g 3 1 3Rk S R L[] 10
BERFRS2AIR, 2013, 34(3): 411-415.

El, pVRE, BtE, S BB R RE R IL-18. MMP-3 FiA/KF K —FH MW RI]. BT h
B4, 2012, 35(1): 73-74.

fkgxily, FERGE, X BE R REFME MMP-3. TIMP-1 /K FARL M A SPERE 7L [3]. 2R Rl K 22243k,
2012, 47(9): 1066-1069.

HEH], KRME. I RA R B 4 +-RNA A1), St paEE L & 43, 2016, 16(2): 28-30.
THE, k&l BT 5 B A SRR b K AR T[], P EEZIRER 2%, 2011, 23(6): 530-531.
Brasft, D4R, SEFE, & R RN S E O AR AL T 45 8 2R B S A U S Rema (¥ SER R S [J].
HerhEEZG 2], 2011, 29(5): 1060-1062.

BRaaFt, BRAEF, &ET, 5. RS R I VERT R B O AR T 4N i R ¥ 2 5 57 4 8 2 1 Wl 2 o 1) LU St L[],
Fh E B B 22 2% 7, 2016, 26(1): 42-45, 64.

BLRAE, SRR IRET R AP BRI E MR R EE IL-1. TNF-a. MMP-3 [f520A[]. 25 54K,
2015, 21(15): 64-65.

B, IR S BB 2T 4 AT 2 U B AT TNF-an MMP-3 £ B [ISEIAD]: [Ai 2567 3], dbat: b
T EEZ KA, 2016.

XHT, FOCEE, ZETE, %5 TLR-4.IL-1 58 O 2 MG IR R FE[T]. AT b RL4 R, 2013, 7(4): 481-
485.

BREBA, FEILA, Y6488, & BE R RECE T RIS TR Q40N -1 S 2B ERA[I]. FEEIE
‘&, 2016, 28(4): 9-11, 15.

SLRER]. B O 48 (A I8 R PR T 45 LB AR A G R IR SC R D). 8 2 B 22 Be 224, 2016, 33(7): 626-628.
BV, WA, FERREE. ME O ER-15 KPS T R B E AR OB A E]. AR AT, 2015,
35(2): 164-165, 170.

BRI, BEeMe, SOLE, . B -T2 R M IR Tt sk R (3] KUK 5 265 4%, 2016, 5(11): 74-80.
BRI, SHaES, R IRET RN E T 4 B ME R IL-17. IL-18 B M M AL []]. R 2 &, 2013,
40(5): 864-866.

ARHE, T, XNIRE, . RO RICTTRANE B IL-18 5 MMP-13 (3R IE Kk R S[J]. g 7g = %, 2015,
26(15): 2227-2230.

SRR, FEH, X, S MUE IR AN R-17 KPS BE O RIBAS RUBRARRE W AE OCHERT R []. R
24554, 2016, 13(33): 84-87.

ik, Z2aa, Mt & g AT R M b 1L-17.10-22 BT8R R 2 S[J). ILTE ERLR 4R,
2014, 45(3): 183-185.

M, BRI, R, S IL-32 A IL-18 TEARE RAT R A IR K= X [J]. P EEE AR, 2014, 22(4):

T

B RIEASRRE ). P EE &, 2016, 36(2): 175-

pus


https://doi.org/10.1007/s11726-016-0959-6

IR 4%

[32]

[33]
[34]
[35]

[36]

[37]

(38]

[39]
[40]

[41]
[42]

[43]

[44]

[45]

[46]
[47]

22-23.
sk giln, FEEIE, X, BT R EEME IL-18. TGF-4 484k FAHSSHERT 72 [I]. Y178 P 5 2 B 244, 2011,
23(6): 29-32.

VR, B 00T R RO IR AR ST R IL-32 HIRE L[], BARe W 51R7T, 2013, 24(14): 3228-3230.

SN, . BRERTTREHNE TNF-o 5 IL-6 K TAEMHT]. ESLIRZ K2, 2014, 18(3): 461-462.
A, PEH, F4hE. BEXRTRPEEMSRERT IL-6. TNF-o RIEMEMFFFL]. LT HRERE,
2015, 42(7): 1167-1179.

FRER. IR4T 7013 51 AL B KOA BB S i 5635 el MMP-1 A IL-18 BISZIA[D]: [t 224 ]. dbst: dbsih
RZ5 K4, 2015.

Almasry, S.M., Soliman, H.M., El-Tarhouny, S.A., et al. (2015) Platelet Rich Plasma Enhances the Immunohisto-
chemical Expression of Platelet Derived Growth Factor and Vascular Endothelial Growth Factor in the Synovium of
the Meniscectomized Rat Models of Osteoarthritis. Annals of Anatomy, 197, 38-49.

mst, BRER, WP, 9RER, &5 IRET RO N KA R AL AL K N LRI B 3R AR KR LUK R
W[J]. &FRITIT, 2015, 40(3): 229-232.

7%, ADAMTSA K IGFL FERE 55715 2 38 ST R IERIE[D]: [t 2 Anie 3], Kb hrg k%, 2012.
R, 258, RIS, SR AN [F B S o0 A O il B4 R-1 5 — A AR S 2] P EZ
5K, 2011, 11(10): 1154-1155.

PR, IREFRIGIT IR % K IR R S HLEEAT AN [I]. YTPEHEEZY, 2012, 43(12): 72-74.

fkER, LW, 277, . miR-199-3p 7E Ml T R ECE T RIE R HE X [J]. MBS ZERE B %1k, 2016,
37(12): 1289-1292.

Miyaki, S., Nakasa, T., Otsuki, S., et al. (2009) MicroRNA-140 Is Expressed in Differentiated Human Articular Chon-
drocytes and Modulates Interleukin-1 Responses. Arthritis & Rheumatology, 60, 2723-2730.
https://doi.org/10.1002/art.24745

BB, EIRAE. R DG AR ST miR-140-3p FRIA R R LR ST R R[], B TRERF AL, 2016,
20(35): 5277-5283.

BREHK. WRE O 2 B O miR-140 W3Rk R Hlm R & L[], AT PR 45 & 2% &, 2016, 25(13):
1422-1424.

Roledz, WEE, FE, % p-EREASRE R SRR A[]]. RHERIRZER, 2015, 36(12): 120-122.

I, E5r, ¥, 5. 586 BIE 1 2 i RS SR A L S5 RAR R C R [J]. 10 T H R 25 K22 543,
2012, 14(7): 52-55.

Hans iXlth

BT B E R E R T RS

BRanr RS (QQ. ffA. MBAE & )
NIV HC f5 4538 1 1 T

24 /INIRF DL Y AR 2 S5 FR) P A e ]

KU AR L 50RR S

B R AT P

FIPAE R

40 2% 78 s oA S R

Noabkowpr

PefgiE S http://www.hanspub.org/Submission.aspx
HATFIHEAE: tcm@hanspub.org

(=)


https://doi.org/10.1002/art.24745
http://www.hanspub.org/Submission.aspx
mailto:tcm@hanspub.org

	Analysis of the Action Mechanism of Warm Needling in Treating Knee Osteoarthritis
	Abstract
	Keywords
	温针灸治疗膝骨关节炎的机制分析
	摘  要
	关键词
	1. 引言
	2. KOA的发病机制
	3. 温针灸治疗KOA的作用机制
	3.1. 纠正异常解剖结构
	3.2. 调控基质金属蛋白酶(Matrix Metalloproteinase, MMP)
	3.3. 调控炎症因子
	3.4. 调控转化生长因子(Transforming Growth Factor, TGF)
	3.5. 调控类胰岛素生长因子(Insulin-Like Growth Factor, IGF)
	3.6. 其他

	4. 总结与展望
	基金项目
	参考文献 (References)

