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LOX 7E 988 A 5T i3

BER F k()

fE#& 07300051  RHEHT, K WA E B R EA (B EE)
300211 REEW, REEERHE (E5H)

P R I AN B B e B B R A W AR
EMBAG R EYF Y B ERERERERE - RAE
R HERHMBERENIUS, MEEBRAESEIER
ERTHWIEERRE, HRfCIELEE S MBS T AL,
BRERMEAREE SRR RN RTWHYE, FHER
OB MELIE &, H R B S L B8 (lysyl oxidases, LOX) & —F
BB 45 i 1L 48 M 41 3 i (extracellular matrix, ECM )7 15 (1 B¢ JB
HEMBEE )R EEN KB, SR RHANEE,
EHPTIGRE, LOX B 1 5 40 M A4 3 5 A0 4 4k, 8 48
BRI B O B AEI2 B S HT T BB T LOX 2 A [R] # frk 82 25 4UF0 e
AR REAEBENESR LOX FEA R B & o 7
BEREARMER, HERMENHE T, & LG R
R REMERNIEM, LOX EMBEMHRFHEETSE
BHAG, R, ¥ — 5550 % E 8 LOX #/E F HLH XHE R
it 938 B4 A 2 e IR MR IR IT BCR T RE R A —
B, A3CEE LOX 72l Bt IS it RVE— S,

1 LOX W&%#H

B 1968 4F—FhER N LOX By 43 WA W 5 1 1 1 R A A
oL B RS R X X R R NE, DL, BER
BEET 4MABEABEABEAEER (human lysyl oxidase—
likel, hLOXL), 4+ #] & hLOXLI hLOXL2 hLOXL3 A
hLOXLA, NS T &% 5 41 5t (LOX,hLOXL1~hLOXI4)
M LOX BREABE X TEERRARSAEFR I TEERTHR
BOLE ), B—MRBAFT NER, SHELN A8, N
HERALE MR T C AN, SHREMBRE, ik
K8, 7T L S A IR R — 2 S 5 T8 R S B B LA, LOX
ERFHERAREE NRBMWESIREE, %t LOX #4548
BEEEFEEZNER, ITMKBRESER, X N KRN E
SKEXEMEZERRET AR LOX RIEER LA RNFEEHH
NG o

B 45 4 WA AL X IR
LOX WEWHSCHQHYH:------.. DIDCQWIDIIDVQPGNY

1 LOX ZhRE&

2 LOXHEmPEH

LOX & FE I 2h b 2 S b C B 4 S e R A stk 2B |
HEEENERT BRI EE ECM, ECM BHFATAL P
MHE IR WERSMYBS , AR RS (BREY
BHEEAMMAED) EREA(AEFEEL BRER
BRI EFEE S T (EE R B ) %, 3 40 fe 3 78 fn
SR BRI B A 4 vk 2 B W 2 LOX M
TR BRI 28k, 2 AR E MR G5H , HP AR Bt
MO FK TR B A BRI R RY, LOX &
P a] i Bhosi e R, ol AR R B BB R HE ECM Fhi% ,
ECM B4R 88, [ (- Arb yed 40 1 1) J&) AR R A 42 B I AL %
%, B LOX R EHEREMWFLT ,ECM & BB, H T LB
ERNMRESE R, (R R ERE, & BEAY, LOX
R —fp R AR B, BT LUGE 41 e (o o B Y LA e % ) & A
Ha b 5L, 1 /] LS 3R 1l /AR I 4 4 1 B T BB (platelet de-
rived growth factor—-BB, PDGF-BB ) 19 ¥4k 1% M, H K AT i &
LOX W LA S8 AL 5 52 i 40 8 R 2% T 4 0, a0 o /D 2 R
T2k b, AT 3% PDGF-BB % | 19 #4 th 5 1,
3 LOX 5MEnEE

MR EAER—ANZSROEE, MRE LT 2B
W, —BFESADEFGBOE, B84 %2 E K 80E R
(EOMBWRERKKIE, KROPFFRIZH LOX &L/
EHEMEULEN KA RR T REEGHBER, 4N
1k, LOX mRNA il (S)LOX HE AT T £ 76 5K 4 iy
BB R JRRRA  STSU E Sk S IR 40 I D G 5
MIBESZHMBETHEME, EASLEARRE P AR
520 B R SVA0 R L AR Horas R ER
R ER K BUME M A 4 40 A H—ras JFU 36 I3 55 1K 9 /N L
NTH-3T3 S8 £F 45 40 1 (RS485 4l i ) ,LOX 2 B A9 5% ok K
RBEAED, 25 b FTR  LOX 78 b i 54 FR K ol BE R S BOE %
B EAERREEZ —, FatgREY LOX B A M &g s 1F
Rlo {HR 4 SCRRUMRE 76 B A B P LOX A H R b
WS, T H A B B, A PL AR 48 R P LOX i i
A2 T 958 240 O I 8 1T o e A B 23 & BT LOX R R
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A MBTIRE . X F LOX 64 b8 40 %1 Th 88 BT 7= A4 M 43k
AT BE R LOX B3 — T B 40 M b KR F] T R [R] , 3 7T BE 938
WA LOX S ERZRZENFIBAK P ERE, MRE
FEMEMH e, LOX ?W%'Jﬂq’@ﬁfm%m%ﬂ :LOX B M
i B R A (Ras) W F L5 4, BT XN Ras TR A
(Rrg), LOX Y T HRBARERE#AABRERKRNFESHEIES
Ras #[F 12 5% F GGC KAERNHMEFE, KN GTC, B
B Ras AWM 2 5HER(HER) T NHER, LM Ras
FE A GTP WK EER ,GTP REEK## N GDP, Hik—H
BT HRERS, ERAANGS B, XAREEHN Ras BEH
AELEWESER SRR AN E, AHRMSHEY
¥ 5 (extracellular signal-regulated kinase, ERK )38 # 9+ , & 1k
I Ras B Sc 0% 8 0 £ S B/ & B B B8 (Raf) , /5 & BH¥UE
MEK (Raf/MAPK-ERK #(#). MEK BA WE#H, EBEEE
ERK EHj— T BSEMBERR AL, AR — 40 M R IR B R
A, X S B AR L S B9 ERK B R L BUE T SRR 4
T B EEFE T, 1 c—jun c—fos .c-myc, X B 5% 7 H FIE#
AR E MR A EEE G LOX RA T M RET
WEBREBLALEE 3 LB R/ ERBH U X BELNFRE
IR ETE LR TE NF-xB, AT A UL o i, 78 A4k
&M D B TFTREARFHERLENREE LILH
Z—, AHRHFEYE L, BB LOX WRBKERETHE
B JFH LOX K&l TREAEF B LK 45 B 5K 6 il
B9, — BN BB B BRI i 7, LOX 3 3R F 35,
4 LOX 5MEmEEMER

B LOX fR#FEME BN MR T2 BR H Y
ELEEHEARATESRMEREREMBEERWER
JRE Z— 3 B g R 40 P ) A 4K P 2R 0 B 18 PR 5 B
SR, B Mg X BB, MR BE R IR SR
—RIERERXNENL, FBPERE EHEAEERE,
Denko i@ St A BB MR EHREN , LOX REE
AR ARG EAR %, H—PRPFRMEHR LOX WE3T
BE-MHENREENREANETH, REERETF-1
(hypoxia~inducible factor, HIF-1 )3 &3 3X 4~ it & b 2 5044 7] LA
7 mRNA K ¥i# S LOX #RE L, BT UESK HIF 7T L5
- B7 —R] o ¥ 40 7% o e 08 4t BT R ARG, 0 IR SRR
B MEFA REET, HIF-1 {24 LOX B a3, W&
K- LOX 6 Sk S0 B M b o K AT 2 I FLAR B 5
BB BEEE, REMH T HKS LOX SEEME MigEE
W% LOX MMERFHEBIERBEY, M4 LOX WARREE
HERBRBEKIH, RIEFEHMRIARI T —FH B M B
ME 7 Pdedd, BRI BRKEEFEFHEREET WA IRBH
M LOX Bk , HiX —i#i i A T HIF-1,

HAfE 8 e i E LOX TT LI 2L AR 8 . B AW R

RSN RE, LR b R LOX BB 455 55 B iR 4 i i
BEMES, THERANEKIHEAREERENILHZ
—o B REAR A, AREKMET ,LOX HEES N
BIBRE O EEM R E A ECM M E BB KTE., LOX 3I&
B ECM EH, RMBEMARZEHEE MR EREEBHER
Z‘—‘"(’]o

Payne R R B, Bt E &M T, & L1 LOX @ it it
FALE A T A PLH B TE FAK (focal adhesion kinase )/Sre & &
R VAN M . X A ARG S R A AR T 4
FHE N 50x10°, LOX B8 1 BMP-1 /K& B M Xt 4 F
BE Y 32x10° B 54k LOX BT, B¥E 89 LOX m 40 M oh & J itk
A AR, LOX LM ELATEHLE AR HLEE
HETFHBERREARERRBLSHEARE AEHEAR
EmBEARE EREEIEMENEKNE >, i 8
W 33 ALY B Sre BOMEBERR fL A1 G 4L BESS ,FAK #1 Sre
H— RIUE S W AR AR AT . Sk TE L LOX
WHEES SRS ERBENRIIMIANNESRBER KRS
IR Sre A F S @B, FAK ELE=HEEMHE
538, i FAK-MAPK .FAK-PI-3K .FAK-STAT1 % , i 41 }fu
B TR BT, I 0 S A R R
BRER, WA, FELK FAK B3 MG S EEE A M
BE AR AE R BHE A AEFES, B2, RS
£ 40 18 2 P40 M L5 A0 M L AT e 5 2 R 38 L4 A Y BB
BAMEY BRI (B B )R, I K B A SR
EMBERARE FEENBEFX REX—SBERE
2, AR BUOR B £ A TE 58 R B 0 PR 40 B B R B
REREBES,
5 RE

BRI Z A4k S5 By A0 2 R 3EE 3G T RO W B8 T R
P ERE R AR —EE BT RS, TR, R i
WiRYY, BAERTMERRITBRREBZMER, LOX
EMBEHNEL, BEXBNEARB oI BFHREEER
o, WIRER K AN IR YT B — MREFROFEE T, LOX f 48
ERIT A TR T BT EFB W N B R a8 IT 2
HFRHITTE
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(B 5EZER)

(L85 173 50

B, 0% B8 L MR BEKREY . (B,%)

113 WERAEHFTERHT CV Bi< 15%, (B,H)

114 REFEHEESFERELER D> 5% EEMRA
EOE, THTHE, EhAERTEIATEREHE.

(GPP)
115 H iR AR AR B 460 U R B 2R B 1 2 7 SRR S
(B,#)

11.6 EREEREA 12 H 24 DT HEZERINEEQRE;
S B B AR SE B PR AR AR BRI R /LB . (B, )

1.7 EENEBURRABRNENER . R 504 48 5 5
TEYHTRME, BEEBRE 2h RRrft& , BAE %ok (W
A IRE ). (GPP)

11.8 4N pR 15 8 H WK < 30 me/g WLET , HLAG B 5/ ek ik d %
(glomerularfiltration rate, eGFR)> 60 ml/(min- 1.73m?) & , i] 5
CHERRPRAELR, WEMERERREA= 30 mg/g
LB, B eGFR< 60ml/(min-1.73m?) , B 7 4F 1 52 5 L) i & it
MRAE. (A,5F)

12 HipnBEREEEHNRE
121 F B E B S R C RS & R F X DM BE — kL
fER. X 1 RUER 2 % DM #) % 5 K 2 5 16 K R B A /G 80
B REE HE A TYI. A e R fmiE C kA
By A5 1 EIFD 2 & DM, #5402 A DM 8 2% B B F At
(B, %)
12.2 005 I 395 B 5 R X IF A A8 3 040 I R A S I 4 AR
o WHEEAR MR X B E WIBIT k. (B,F)
123 HTHABRSRNEWEERT, FERELNE
M7 R DU SR EAE WG R S B A . (GPP)
124 HEC ZRIUESR STHREBR S E DA KW &/l % A 4 )
T DM BEKZE. (C, B
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