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EPEHRESHHITH (L8 200032)

ThE MBE
REHALNE . W06, RBHXTRERS
SENKFARNEABEN KB AMINER (extra-
cellar matrix, ECM), I F XV HBRAXHESER
MABERFE, HEFNBRLESREBIRRE X,
EXRVHEAHTFRS, L ZINH, RTRIER, HED
EOMEHRESER. 5, AHARSEAAREF.
RiIFIRE. EEHESYARRENREAERAES
5TRVHBIR. B —8ABNER, B4 AXHE,
WEIEH, EFE FRARES G RMIER, TR FKE
BB E AR, AT, &R E ROEEEATH MR
T4 MmAE .,
XNESASERECN
KEEFRAEEZHIBESE, IEBTES
RIEH RAM . MG BRARKF AT BC. R
FEEHER, EOMUS MNREY. OLEAREAW
(serine proteinases); @ H B B/ B M (cycteine

H F &x*

proteinases); @HEFERME M (matrix metallopro-
teinases, MMPs); @X[T4EME LM (asparti pro-
teinases), H 1, ERMEAMUMLEARE ML IFHEF
BHhPE, BATHEAM. A TREEREPHER
¥, BhPHEEOR, LHEEREABERERY,

1. ERBOMMFAERRE SMEARENW
ELRA 138, EMNHITFERHELN, HAFTUTH
it: Q&M T EERET: QW I5ELE, MECa?t; @
YRR R0, 23 ARE T HE R MM, 5
RREWMOSEMEHIBLA, OFFRHMMY . R
FHENREEAEREARNREE DY KER
BRAETLHN . OKFBEE (MMP-1, MMP-8, MMP-
13); QUARMHN (MMP-2. MMP-9); @X R MM
B (MMP-3. MMP-10); @R EREHR (MT-
MMP); ®@HEW (MMP-7. MMP-11. MMP-12),

®1 MMPs A BREFFRE
42 MMP & B ERERHE
BE R R B MMP-1 (6] R ¢ IR I, 1, ¢, A X RURIR, AR
MMP-8 B33, I, 1, TEERMEARE
MMP-13 e g -3 I, 1, §, N, V, v, XBIRE, BHE
B RE R BY MMP-2 B RERE A I, I, NEARE, v, Vv, W, XK
MMP-9 B BL R B I, VEBIEE, NV, VERRKR
EREHBE  MMP-3 R EORNE, A4NEES, EHES, 1. N, VEHR
B, B, NV, V., IXERFR, §ERK
MMP-10 HE R RE-2 I, 1, N, VEEHE, I, VN, VAR
LR MMP B MT-MMP R 1 [
EE MMP-7 matrilysin BHESH, 1.1, N, VARRK
MMP-11 stromelysin-3 HAEREERN
MMP-12 metalloelastase WMHEQO

2 EREAMMSUSERRT TAMNERE
BMAEERERAR AR, HoRmRe R —#,

-

Wk 2 R, BRI, N R A 4
W EEAH MMP-1, MMP-2, MMP-3 i MMP-13,
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MMP-7, MMP-9, R LT R BB EEEER
# £ EH MMP-1, MMP-3 fl MMP-13. &R E 8 H
AWHMEEEVR— T EEERAIR. IL-1. IL-6.
TNF. REHSKREKETF (EGF). /A KETF
(PDGF) % ZF 4 M E + , LR K5 M\ 4 BE Py 1) 40 B
SEEK, HEDNA K¥ LMEBHELE. €REAN
FENFRENHY, NHAREREORETHY (tssue
inbibitors of matelloproteinase, TIMPs), TIMPs &
MMPs ER %4 FREGK, MHBHORERS, E8
BITEVERRME . B MR, REN AU MBS BT
B, HMEEFEARE. ERERNOWMAT, mEL
BWE . MMP 74 RIEHEHM R T TIMP, BlEE
KTMRE, MBRBRR.
X2 SREABHSW

MMP ¥ 5 sS4

MMP-1 MM, KEHR. EMAKR. NEAR
MMP-2 SEGHMR. KEAKR. EWMAR. HEER
MMP-3 SHEBER. KEFHAH. BRAK

MMP-7 ERARE D REAR Mak

MMP-8 T N 4 A

MMP-9 YR A, EWAN. BEEK. BEK
MMP-10  #4H

MMP-11  HERER

MMP-12  EW4H

MMP-13  ZLHHA. HEHR

MT-MMP REHIM. #4854

3. EMEBEABBRKEMNE EEMNWER
B, WM R+ MMP-3 fREE, KRBT &
(RA) BTFHEXRFTERBEWNEXTR (OA), FHHER
TR, SMEEERF LS, BH CRP il MMP-3 % &
R, MiF MMP-3 5XFH$ MMP-3 IRE XS,
MMP-1 ERERERRPEEEER, BKBRE
B, RA KR OA BEXV AP MMP-1 BB A&,
fMRABEEHR, OA BFILFH MMP-3 HHi B &
F2BE A (99ng/ml: 32ng/mb), BE M — I RUEE,
MMP-13 7£ OA B P H & BEF MMP-1, BX IR
85> RVE & MMP-1 #) 10 &9, RIT, LX A
MEBOBEFERNFESE EMHT, Mol
LI THLEIthEER . 85, MMP-3 B3 & £ R PG
(proteoglycan) Z5#), {ER AR, BIAE — KFAH
(MMP-1,MMP-3) 5 5 B JR gkt , (7] B 36 05 B A4 D5 4
B, MMP-1 f1 MMP-13 iR G735 B R SR 45 1

o 77 o

#TI 5 PG Byt —H B #HE MMP-2 RRE 2K
RABEE, HHEE. 20X 38, BRESMFNRE
WkEREE, SHATEHRETHE. 4R, I—
B 23 TIMP ¢9il#l . R TIMP 5 MMPs # %4,
X—#BAEBUZRS.
BFRRSX TR BER

B4, BIFIARE (prostaglandins) 45 377 ¥ BEAY L
EHERE. . REBERF AL TFIRERLUBIEE
A2 KRR B R B 7 A A TR A TR R Y RO,
| LB (cyclo-oxygenase, COX) % — A FIMHEH
TrEsd. FEABEERIRECBREIRER
B S, TR AR R
H,"2, 4, ERIERFWAIRT 5 COX-1 (PGHs-1) &
IR 89 E T8 COX-2 (PGHs-2). 7£ RA BE i H
MR, MmN, REER. REEEARPEH
K& COX-2, IL-1, TNF, EH KK T # 5 COX-
2mRNA B4+, =% PGE,. PGF.. PGl,. TXA, %
BT R YD, %R COX-2 4+, PGE, KB4,
PGE, ERIFIREEY T+, REBRKMIERRHA,
AHERSHRE, ERE5%E, HTRELERE.
EXTRFERXEYTBEAPEEEER. HEMHT
BB E, W PGL AR MEEAE M, TXA, & 501 M
A%, BE5XVTBANEXENEFEAHEZ L.

— ik, IL-1 B PGE, B4 it B8 L ¥
¥ PLA, Ml S COX-2 M =AW . R AR AL
F,PGE, HHWRF BT IL-1 MEE A /B
FLBE P E ., 25- (OH), 4K D, /Filsk, &
B PGE, &5 (VR &R UYL, FHiBd cAMP KR
EHMM (proteiokinase A, PKA) IR KBIEMFES
IL-1 503, EHERE. NEKIL-6 ERXRLS
PGE, 2 E{K#i#t, PGE, BB ARER+ ., 5L
HMPEFHERRE, EEAEHNEEEM.

7E RA R RSP, 3%\ H, PGE. W ETIE
. BOEA ARY, N\ RA B EBRMATHRMR
SHEMET,FE—FS PGE, ¥ E RN E N EH
Ml 4 & A F (vascular endothelial cell growth factor,
VEGF)""’, VEGF R R & R#MEHEERS, ME
(R Ca® I, IR ERUSER 2 E5XTKE
MR, B—FE, HbHHEETTNEH COX ¢4
W miE AL T 40 7 B 20 4 300 ) 48 SE A0 G 58 Y Y 1L~
13, T R 40 M4 1 COX, M PGE, f7=4 ., M
EEHRE; IL-10MBEEEWARE, FMH
COX-1 S, Mk Bk COX-297 . 82 ,PGE,
EXRVEIRHNEH, TERAREFHEY.
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1980 4, Furchgot %% 31, ZBtIHB 51 2 % £ 35k
kL TE N EMM (endothelium cell, EC) BJFH#,
JERAEE, EC B B Fdy R R 2 0 M £ 5k 19
M S1EH, BiXFY R4 2Z N EDRF (endothelium de-
rived relaxing factor) , 1987 8% & ¥, EDRF S & —
E AR (nitric oxide, NOY, MTGXF NO #E Xy 41 Hu g9 15
BEBMREREN . NOBKNL—HER L—
Arg) £/, EYWFEBERRE 88, 5HEHER
WiE, REMBREF (NO #EAMFFME R, —
S EBEE (nitric oxide synthase, NOS) £k NO 4%
BOXBER, MEAYYEMEAEEEYEENE
H.

1 —HAREEYFEER (D BEERER: NO
T¥IESHMIALE (guanylic acid cyclase), H GTP
H B, cGMP, cGMP T ##% cGMP KBt B B8, B
RIMFREMEFIE, ) MRIEER. FENRE, B
T[H NO 5 Fe 850, NO R[{HELR kY & 74
BRPEEKIL I RS LMEE (aconitase) K, f
ATP TR, # DNA SRLMB TR — BEZE
BRIL )R8 (ribonucleotide reductase, RRs) 23%, BHIE
M. (3 MRFAEH: O5KE (amine) MK
B (thiols) RN, XM AABREEHW EMEILEY;
@NO 5 07 ki, R84, Hd ONOO-,
* OH.NO, « HRWEMASRGELEE B R ELEY.,
T 1 40 R B 104

2. —EAAAMUMABELEH NOSER—F—
ALEE, HERRE=ZMNOS £EH, HImAHEH
8 R 4 B NOS (constitutive NOS, cNOS), F B4t
Ly cNOS B KB /RSB, RS E
4 #] NOS (neuronal ¢cNOS, ncNOS), ncNOS L — Bk
EAHFETHREN, HRESFBY 150~160kDa, ne-
NOS 2y Ca?*/CaM KB R, RIEHAE R BH,, EHFHE
FHAET LR ERERMENRST. BRI, B H
. BRERAR. FTENESHAKS; B —F NOS
R\ M0 P9 B A0 B R AR Y, BRP9 B R IR A A NOS
(endothelial ctNOS, ecNOS), E# G KT Ca?*/
CaM. ecNOS RFEGZE S REH, HBAKSTBY
133kDa, H N—R#gH — M+ WL L & ERFY,
MELETHREESEXRBER. 27 —FHEEHE
P4 B NOS (inducible NOS, iNOS), M /)& 5 " 4 it
FAL B INOS U RBEBXGFETHREAN, K1
fk5r-FB % 130kDa, iNOS RH&#h Ca’* /CaM, 3% 41H
BER-LPS R IL-1, IL-6. TNF., IFN. &R ¥4 MK

FEGH 19985 AS 11 28348

FHFESMSH W, 94 nmol/L KFH) iNOS, iNOS
AEFZ MM RE, MAIEPRAN. MR,
e, M8 B AL R A, DAL
HPH,

3. —HAREXRVHEIE NOXMXWBIRIEMY
SFHLE, BRITIR 0 EE, B RTEAUT
Ll OMEBREBREEE, OQERBRHARP R i-
NOS, #x NO M B B AHMH; @K FHARPHFE
iNOS, NO M A HMA S FHMFIER . MEELRE
R, WEKEME S,

£ RA SR ILE 5 R 43 NO gl
74 NO, EF, %4F NOS HHH/F, NO =R AW
#l, XY REBEREZ . RA BEREXTB S NO,
BB RRE. ERERER (SCWF) EIFHRAT R
KERTTHBLEH INOS ik, BBEAL ™4 NO. RA
1 OA BEBHE T NO FRILME+ R, HESNEML
FMXRTEABEPARKTH S—MEREAR, BRBER~
H#) NO 2 RA WBWERY. ZH RT—PCR Kk,
£ OA NRRBB XK ES, R T NOS gy
Wi, MRS AN, AETRFLBETHAR,
NOS k81 B Z B/ H .

IS |

KEMBEIIBHLER, SHERESHIHS
5, FEMEEWR. EXTFEYEFRTS, BRLEAEE,
HiFIBRE NO %550, SHMEFRAMIEFHY.

EWRBBIRIE BT RN SR TREWET
FEEREENEL. WHRSFRWE MMPs &8
% MMPs/TIMPs f§ 2547 . NOS M3 tn L-NMMA #]
B BREE SCWF SR KB XY R AME, MiH %
WREHRBMWEIEIER. EEXVTHRERANLD T
EYERRARERA, ¥ RA M OA FLUKEHERK
o 3 B ) B 6 BE ALK R — B B
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