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Abstract

Idiopathic pulmonary fibrosis (IPF) is a chronic, progressive and destructive lung disease with un-
known etiology, complex pathogenesis and multi-signaling pathway involvement. The only thera-
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pies to slow the progression of this disease, pirfenidone and Nidanib, do not completely prevent or
improve lung function in terms of reducing mortality. Current medical treatments are not fully ef-
fective in limiting mortality in patients with IPF, and new treatments are urgently needed. This ar-
ticle summarizes the relationship between MMP-1, MMP-7, MMP-9 and idiopathic pulmonary in-
terstitial fibrosis, and suggests that MMP-1, MMP-7, MMP-9 have certain guiding significance for
the diagnosis and treatment of patients.
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1. 518

15 9% M il 2T 44X, (idiopathic pulmonary fibrosis, IPF)/& —Fis IR BRI . RRHLEIE 200, 215 5@k
Z 5 (1018 VAT PERE I M BB . I AR AR R ML S 2 R R R A G, A S8R bR 405
TGS G RIAEER R, S EUT 4% 0 BT £ 4E A0 20 DS A0 R 48 i 4122 7 (Extracel lular matrix, ECM)JTAR 1)
RIE[L]o FORRIEAE T vt b R A, Feer4Eam il B e, KEan s 5 (ECM) AR B AR 2O0E
Bfhi, BHEGEMIAS T I AR, B 2% PR TSRS R I 3 B8 52 B 5 PP IR R0 . il D AN ] 3l
R S EHEAT MR R R A S TS Z ARG . AU AL B (ECM)ETE T AT A 8lh, RAMoes, AU %
HRALGECFER, W HICHKRS 53 hRe, Bl A maEsh, e, K
KR 710 0 A1 AU 5 34 B 2 i T [ 2]« 55 55 4 i 2 1 T8 (maatrix metalloproteinase, MIMP) 2 2 it A4 fifg 41 &
Ji 2 [6) 2 @ AE AL 2, BT T IR, DRI e AT 0 8 1 5o 4 e Ml 5 4 1 s e vk F 00 B
MMPs ] F8 C7E IPF P 3 2RIE, Bl e SBUM MR b = i B i R, AMUEAEAT
DIRe R ol r=2y, ARG E KR A 1, SEOTH . mE0E. 5. A RO 4H
T3]

2. EREREOBINSHMEIRTEE

HE i 4 )& 55 A g (matrixmetalloproteinase, MMP), RN, & —418E- 585 3 700 M i ik
BEN VIR, B OIS 7 32 2 0 e 5 r e 5 N IETER MMP SRR s E R, 2T BLRE
AR AT & 55 RNV 22 AR BE TR B L T A R T . MMIP AR 9025 T e 6 L2 PR R A I A 0 B T
BB EIR, FEMERA4EA . HETH 24 FONFEZRELR) MMPs fEE HESIY) ORI, Hd 23 N2 TE
NEE ERI[4]. MMP G0 F ARG HLAER SN SRS e 10 0 7N K3 [4]: 1) 1B R g (MMP-1, -8, -13
F1-18 [FEAEMTEHT), HUIED - BE R 2) BEREF(MMP-2 F1-9), W2 PE IR IR 2R 11 (W JK:)
MEECHE H: 3) R E RIS B A AR L R B R B 1 18] BV i 2= (MMIP-3, -10 FiI-11); 4) JEEAY MMP
(MT-MMPs), HAE 20 g 3 [ ¢ 1 730 B i e UL 5 (MM P-17 A1-25) 505 [l 45 1) 3 (MMP-14, -15, -16
1-24) 5 FER:; 5) BFUAILERMMP-7 f1-26), = BRI AKImSE WEOFRRE AR, EHEEA.
PMEE AR IV MRFEEA; 6) &R ABMMP-12), Al A @it E AR EE R, HAil
MMP (MMP-19. -20. -23 #1-28) [5].
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3. MMP-1 ££ IPF 94

MMP-1 5t 50 I 1 N BLRIBIR S, 7RSO8 R Aff . N S 4l F e dE A b R0k . R A
AEVME B EJTEIES, MMP-1 & A6 IPF EifE &R = K ZE R RIS F(DEGS) 2 —, HIEHKEH K
FEEEAEH . MAPK (L5350 B ) (5 5 18 B2 5 MMP-1 35 14 (1 18 15 RO DG IR B o 5 1 s 4R
BAE[6] . S AN LUk 2 45 SR B, MMP-1 TRl R 440 2 58350 3R, 5 12508 I RO LA A %
MMP-1 /K F-7E BALF l IPF B ¢ thFH 7). MMP-1 0] DL fR R AT 4R R iR 1, R 2T 4E e R R a7
IPF FH R ECM )5 TR KREF R, #E—D FEEF4E1L[8].

EEFIEAHRE o, S0IRAMLL, IPF EH 2fH40H MMP-1 mRNA RIEANIEH . 75 IPF [/ E 44k
Wi, MMP-1 7K1 i SOCSL (4155 1 B4l Rl ) ik T iAESE, SOCS1 /E A— ik
TREI SR TS S F[9]. RE MMP-1 7E AR HEME IR IR R /EH, (HILAE IPF Hid ERIA
— /N AR, MMP-1 EBAZAE T SN e b je v, AN A7 AR 30 5 ORI T (A T 53 R 1 -4 24
fr[3]. MMP-1 7E IPF filib i b7 e % ol ECM MICThRER B, MMP-1 2 Jm0 b 57/ 18] 78 J5 AR B4
B AT HEAHERE o b AT N E A 5 . MMP-1 A S A St b i 20 i e e s 1 i i ) s Ak 5
FEAELE B AMIEEE . ITRE . 1 DA FHIETA T A [10]. FRATAIL IL-18 T i collal mRNA 7K
-, [AIEHEN mmpl 5 mRNA ZKSF, AR T8 Al e 4EAn i b 0 | BURJE R 1 o X Bl e 4 IR R0,
IL-153 AT ARSAR R B ZRRE B, 4RI R BT AR A R Y, IR TE 27 44k i FE AN A 52 1) AR B AT B4R
HE[11]. HARRFFERM, pan-RTK (2RI 2R WM 40177 Je i Je A ] ARSI MMP-1, -4, -13 Fi-14
1) MRNA 23X, MEAEJE BT B MMP-3 F1-13 ] mRNA Fik[12]. 75 K40 il 41 R (LCC) I 4n i
BE R AV RAE A, MMP-1 [ 30k CUBE I8 155 5 T 4 400 it 5 22 R i %) i 8 (i i3k T o4 75 R [13]

B, IRESEYR SAE T MMP-1 7E IPF ER R 2 TR, I ize i T T 4 4 1 B A

4. MMP-7 7£ IPF FRER

MMP-7 ZEJifi b S4B, Bt 7 Wk 4 R £ B4 i rh 2k [14] . MMP-7 X 20 B A1 3 5t B 23 (1V A4 5
HE. BHGEEA. SEEA. A4EEEREA. PIRMERED)RA)ZRIRYISERM J[15]. Eid A
LRYEAGIT R R IE AT, RIL MMP-7 {E (R 4E Ak A R AE I £F 446 S A FH[16]. IPF &35 IiE
o MMP-7 724 R 3 25 1 BY(ELM7) L3 113% [17]. MMP-7 2% E-45H5 R B 3G BT AEC 351k
MMP-7 BRI TGF-B 278 MMP-7 fE£F4E Akt JE R B EAE . Ak, MMP-7 O ERIE N IPF (11
THADbR ERL].

TE54% H i b 5z 4 B B, MIMP-7 15 S syndecan-1 Ff Hid & i , syndecan-1 78 FoiE fée S 4% -3 77 CXCLL
TENTEY) . 1X '35 syndecan-1-CXCLL E &R, XX TR ki gi il i 4 b iR i 2 00 B 2. iX ik
i mmp-7 R PRI BRI (0 R AR, (LR 4EAG[18]. BEAL, FE IPF IR A,
MMP-7 5-& W& IHEM R ENTAH EAEH T REAE IPF iR F2EH . MMP-7 [ FE > 1.75
ng/mbL, EHFEANIGFE > 6 ng/mL T PFiZWi[19]. MMP-7 tb47 Bl T2 G 2T 4idb . fERDRE R
TRITJEHIRET 5~7 K, MMP-7 27 syndecan-1, {2 MMP-7 [RIA S ST EE 25 K. MMP-7 7E18
K RIRITIEY) 10 K, E-cadherin 58 5445 #45(80 kda) & 4=/ T 1 & (/K il 24/ . E-cadherin /& a e f7-
42 (CD103) I BCHA, JUTTERTA b 57 itk XL 20 i R 5 R 41 g (DC) R R IA[ 18] k= oE W HE(Itgae -/-)
XS BT B4 R REM/D REERBUE AP 4L . R, X R EE A /KR ZLE ) E-cadherin 5 5.4% DC i
PRI HE ELAE AT home H¥0i CD103+ DC A~ (1312, AT BR il itk 2 RE H: BH 1 27 4 4k dF f [18].

BRI — TR R, MMP7 RfUIEIEMES, SEaR —FEENMLE T, GT 9
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KRR [1]. MMP-7 5-& 88 (OPN) EA HHAH EAEA, A958R MMP-7 177 A2 FFA2 1 40 i (R 45 21
SEAN L) IR P9 R RGP RIS, 27 4R 42 2H R AT 4R A A AT AR [1] . MIMP-7 [R5 7 Il £ 4 A0 95 22
VAR . X RIET B MMP-7 B/ R 40 52 R 5 215 S I AR AL A 72 [20] . HA SEE0 R BH,
B A] DA SR SR A ) Bl e L, AR A 2Rk CD103, 4 FI T CDH1 1Y) %], CDH103 n] LA CD132
P AR M DA B ] 28 RE AN AR 44k [21]

IR LRI, MMP-7 B AR AT A EAEH, BB RA S RAE. R mi%.
T 60 08 T R T 4 8 B A % PR % A A 2 THRE[17]. MMP-7 3855 o o 20 Jf P4 78 AR R AEC, AT (2 k4T
YEAL IR s SR e W 5] G2 3] A0 B SR 5 AR A 1 L o VF 20 0 CUf i MMP-7 2 IPF I TE S
Wr AN TS AL VIbR EA[22] [23] [24]. ZHPAEYME B 07ERY], MMP-7 2R 5 IPF 15 FUR A S35 AH
*[25],

TE IPF BE I b f rogl g2 31 MMP-7 ZKF R, XK B] MMP-7 BE 18697 N R 4EA 500 7]
REEANE. 5 ECM B 875 H (1) =5 B2 4E A — 2,

5. MMP-9 £ IPF RE{ER

MMP-9 76T FIA0A0 . RRET4EGRM . b s 40 B A0 Py B 4 5535 3606 . 78 IPF B8 1 BALF #EAs T,
MMP-9 Rk B, I\PF il A0 S0 b R 4 i 6L R () 5 5 6 240 e P s 17 389 0 [18]. MMIP-9 7E ECM
HormBE iR BAEEIER, AR RS R (BM) 1) = Z s IV BURR 5 [26], /& ECM &
7K B A 1 2 B DT R . = RIA I MMP-9 B B AT 3 S IPF B A £ 4 A AH DG, B
Hermansky-Pudlak % & 1E[27].

5 MMP-3 244LL, MMP-9 t 1 SOR AR 10 TGF-41 T, X Rl iE Mk K HAE e 4T b b i e
EACFHIE T MMP-9 158 KA LT AL AF FH[28]. MMP-9 [{3634 52 Thy-1 (— Pk g ok UL 3% 32 b 25
ENFIAELERT AT o 8, Thy-1, —Fh7E IR b R EATE IPF i3k . 2 Thy-1 B ¥ il 47 4 40 i
Z 5| TGF-p1 (fELF4EAbA FR) RIS, R 4Eg fid Rt ERKL/2 /S5 5 Rk R IA L MMP-9 i,
M 1E 5 R Thy-1 48 J 6 3 Fh R A ROS[1]. teAh, 24 Thy-1 Bt et 44 p- 2208 (TGF-p 2 it bt
FAEERRS, I MMP-9 (13215 kD o X 26 ILHE/RAE Thy-1 BIPEREF4E g0t , TGF-4 5% 1) MMP-9
FIETTBEAE IPF HP AT 4 S 40t ] 5 ) — AN IR R

MMP-9 FHE I RER W] IPF P82, RINE SEENESAEE 2R EA K29, IFH MMP-9 ik
FIR g 5 4 e R ZEAH LE R ) IPF SR IR AE AR 4 [30] .

£ IPF ot MMP-9 5550 i 3 Jo ok 4 iR (5% T 4R ) — 2 2 55 BV 4 s 5 i 60 b iz 40 i
EMT [31]. W 7E & B IL-33 i it 155 MMP-9 Fil TIMP-1 2 [f] () 5 45 A2 33F PF [18]. IGFBP 1F N#ikE 4,
RAIFHX RS B AEK R TGP EsEM Sy, BRibgiiedK. Kk, MMP-9 Jlid F#{% IGFBP-3 (£ iA
RIRFR LT AEAIR DL, IX TR IGFBP-3 RIEHIIN T MK E bl s, B2 TR 44k BMALL 224
VBRI SO R T, B T S TGRAL {5 5 il %, M T EMT Al MMP-9 HI7=4:, ik T 4F
PRI K HAE[32].

SRIM, PP Lat R, o T H A0 PRI RS S E 1AT , MMP-O 75 18 5 it £ 4k A% S o2 TR/ F AN TS 2

6. RESRE

MMP j& ECM ZEfFir EE M. fhATEZ S 7 IUMAEMRIRELIR . SR80, MMPs §598 A7 1Bk
A PO EATTE R T AN E B T AR 4 R Ak o I 170 2 i {5 A Foe R 50 ik v s £ 8 WV T SR
EX AT T3 95 M AR AE T T IET Al . FEAFH 7% MMP 75 il 25 2500 s 2228 B 2 rh R % (9 BAR AR
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