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Abstract ;
role in osteoarthritis. Objective To investigate the role of metalloproteinases in osteoarthritis, and to explore its expression

A computer-based online search of PubMed database, CNKI database, VIP

Objective Background Metalloproteinase, which causes the degradation of cartilage matrix, plays an important
mechanism and influencing factors. Methods
database, and Wanfang database was performed to search related articles. Osteoarthritis, Proteinase, Cartilage, Cartilage
matrix, and Metalloprotease were used for word retrieval in the title, abstract, and keywords. Papers concerned with pulsed
electromagnetic fields were selected. Literatures of the same fields recently published in authoritative journals were also
included for analysis. Results At the beginning, 206 articles were included. Then 134 were excluded because of not
conforming to standard literatures. Conclusion Metalloproteinases plays an important role in osteoarthritis, and a variety
of factors are involved in transcriptional regulation of its gene expression. And its enzyme activity is inhibited or activated by
inhibiting factors or activating factors. In addition, the mechanical load is also involved in the regulation of MMP activity.
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OATFENSBEAM HRAEFT RV RKE
FWG 15 3097 OA BERIchsgfin "' ZEAhBLB R 4
ANEAER A, AR i MMP-13 %35 1] L S BUMR,
KA B, MMP-1 tfE A AT 1T
YR, BB AE B 1Y & B 1R R BB R A/ RS A
INLABRSE, B R 7 /N B MMP-1, H 5 A ) MMP-1
ZHRKN . dk, BRATALIE S, MMP 0 LUE i
MR ERBEFORE NTHEARENEMIES
R E RSB, MBI & X T R R,

2.1.1 £EEAE-13(MMP-13){23 OA. 2B E
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Bl BRI LAy R 3 25.2 228 1 HDAC 148 =325 NAD
+ ik #itk HDAC, EABFRIEM™  EALKEHN
ffl , HDAC $HIFI AT LU b & R F i 5 &k
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MMPs #94E ], HDAC 1 i 77 &8 BE 0 /I BSR4 5%
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4t Syndecan 4 FHMT B G T RB KB H G
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MMP-13 % K & & 7= 9 MMP-13 B 2, BEMR 1k
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FEH ECM R Grl B BLAE OA WEH, R BUK
GRS T HRESEOAIERFREKETAR
oo 15 S, — {8 MMP-13 B E k8,
MMP-13 [ ff fie JB . T I , #5 4R 45 #9 3% % f& DDR-1
1 DDR-2 1E A B R BR S M 5 e R S A A, ¥
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2.3 i MMP EgiE
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I, VST SMEHE B9 TIMP-3 , i R o Sh 4 44 58 5%
AR B OA REEI b i B A0 BB B AL AR ™) . TIMP-
3 3 B B2k /0N BB 4E 3% < B 18 AL A4 2R A bR
DA R %/ BRI A T R B B IR 8 9 06 15 A RVAK B
B EBREMIES T TIMPs 4K & {54
Fi. 78 OA %3 #% &, TIMP-3 mRNA /K& A B
A, T TIMP-3 & {41 o8 40 el L
F7 g AR 4k TIMP-3, 3 % B TIMP-3 Xf %Kk & # 4E A
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0 1 B8 B A R K B A 41D ) 4K B 40 R XT TIMP-3 B9 4
FYER , AT M4k & TIMP-3 W& &, MH%KE
B AL ARG TIMP-3 f 3% F1 J7 5 A 100 4%,
— S RPHRE

TIMP2 AEMBER ALK EBHE PR E
R BRI, T TIMP -1 B 8 3L BA 88 36 4 #0  A 283K
BHATEREEOBER . 7 0OA XHKEF
TIMP 4 FixWAM  HHML 5 TIMP4 % H 3'3E 4
BX— I AEERISEEE XS,

PR, B TIMP -1 # i — SRR & B A B 6E
1, W 2L 3 4 4 4 % 14 F TIMPs ( TIMP -1,-2,-
3, ) HERIMNHSBREOMENE R, Btz
b, TIMPs BB A BE L M EH , B REEH £
$5(ADAMTSs) , T A E R MW R F BB E
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2.4 HEhn MMP E§i5 1

2.4.1 E4EH C(APC) :APC 2O %0 M9 BE Il 2 B
RN —fM2EREAR,H Jachson[m%%,ff
KW RKE XA APC WERK, A EEKEN
WA EEREIMEEREASNEER APC 883 N4
MHFREOEAZSEMERNEL. 3% MMP
700 7] LAER 4 W APC B9ARBHYER . ik, APC
f 1 R O 3 0 MMP B35 £ S2 B, {B APC JF
AEVERTHRANESRBE AL, APC HEEERAT
MMP-2 1 MMP-9,

2.4.2 2 EPRE M4 75 B8 (the serine proteinase
plasmin) : R FFE A1, Hfh — B E BT LI E &R
FER MMP -1 K& MMP -13 35X 6 78 (5 B £ 45 2 R
MMP-3 M EME AT ERNE, 55 b REBER S
BRI EY (uPA) F140 2R 4 5 B8 R 3OS N
(PAY =™ BAMBEIESLTE OA XH G
MMP-3 #1 uPA 7l tPA FESA MM, 754 g
REIMERERRETEARENRRREESE—
AP, TR R B M SR & At S5 W n MMP
T 3R G 22 S R 2R 1 B 4T U5 B T LA fF MMP 4k
BB BRI R A S — A R A B e B
FTERBREOBARE, AMIIEAR L EER LN
FREAFE HBERRERERBENRESL R,
2 F R B £ v 40 R BT LA ) MMP G i
P B, 42 BRI R T R A 0 MR K
& MMP 7E 80 & o T 1, (1 h B R B X A7
TEH) MMP -1 & MMP -13 8 LAiE 4k,

3 HHRHX MMP g{ER

PR AR ERSTAEE, BEHNH
RWE T IR N cAMP R i T4 4 B A
(CITED2) #E Fl F 3 &, MM A2 B % 5 & 1 1E
RN, SzEe B 2 BT ME N 5E BE 60 HLAR B AT AEE it
$& & CITED2 #97K F#) il MMP-1 F1 MMP-13 ) %
ik, i K BUG B, CITED2 £ ik w4, 55 MMP-
1 #1 MMP-13 Rk, RA MBI R FB&k, BF
S 50 3% B 40 S A0 L 5 A LA RS R T K 4 B Y
SRR, LA 4 A A K -2 (FGF-2) FE MR H:
RIERBRT  ARMFERIEH LT RERF LN
AEKEFERBRO/NRAZBINENIE; T
A %8 # FGF-2 af LRl ¥ MMP-1, MMP-3""! f
MMP-13"72 gy 283k . FGF-2 % 8K 8 40 I /2 14 15 5 1%
PR EE SRR TR A A B SERE,

BZ , AR EFERAXTHRTLURSIRER

-7 WLAR R B (X B 4 R P Ao B 69 ) BB A
il Cbfal™>*""  MMP-1, MMP-3, MMP-13"%* iy % ik,
11 38 8 B9 BB £ 757 8 378 o 41 o X SE R B R A TR AF 0
TR IR E

4 RE

BEE A O 2 WL B ZE 72, OA HY & o R M R
.18 OA Bk Z AR MR T, B RTX T OA &Y
TR AR R AT, EEHREERY
EREOAMA OA KEFNBLUIEFETERNE
P, B AR LA AL % KL 7 4k P B 2 08 0 755 A 40
SREFFHFEHRNIRUSBEEABNELK
BT R OA WA AU RFTHI 7 ] o
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