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WFZERR R OME (A1) « KEREAREMEZ AV TOT 1A ¥ X (TNX) OEEFEGEHIE
(ELISA) {EDBHFE & | M4 B B O R A HGE M OB E 75 O R B AR 7 a7 4 3 7 A fifkr
AT 512, FOFEE, ITEE R & i U CAIKAILREINRS (CAV) FERRIZIBV T, INK 23
LREBOTHEAETHDL ZENALNE o7, o, IEEFEICHTOEEKE)
WS (AAA) FERRC M0 RENIRIE (TAA) FERRIC BT 2B E R E OB ERE IEOMITIC LY,
AAA JRZSRAKR & TAA SRR O FIZB W THBABIEAE & LCRESNE 121 [HoEA'E
DN, TFA > C (INC) %ETe 58 HOE A DFBL N Z — A AM T 2500k & TAA TR 25540
M CTHRBICERD ZERHLENE o T,

e R OMEEE (33C) © We developed ELISA system for measurement of serum tenascin—X
(TNX) concentration and performed proteomic analysis of vascular lesion tissues and sera
in patients with vascular diseases. In calcified aortic valve (CAV) tissues, TNX showed
the greatest decrease in expression compared to normal adjacent tissues. Furthermore,
fifty-eight proteins including tenascin—C (TNC) in which expression patterns were
distinct between abdominal aortic aneurysm (AAA) and thoracic aortic aneurysms (TAA)
were found among 121 differentially expressed proteins identified in both of AAA and
TAA compared to normal adjacent tissues.
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HANZ LT IBEIEORBENME L 2> TV 5,
ik, MRS~ R v 7 X (ECM) - 7
FA T (IN) 77 I U — (7 %A C(INC) |
TFA YR (INR) . %A X (TNX) .
TRATW(INW) ) IZETDHALNN—Th
% TNX #[FE LTk (Matsumoto et al.,
Genomics 12, 485-491, 1992; Matsumoto et
al., J. Cell Biol. 125, 483-493, 1994) .
TNX OREREDMEAZ H5 L. in vivo R & in
vitro SR D ) G RENT 21T > T & 72, TNX
VA A PN R BB IR T~ VEGF-B & & L. TNX &
VEGF-B O H:7F FCTlik. VEGF-B OHLDTFET
W I N A O HEgE 2 R S 5 2
ERFALNERY | OINX SRR 5
5 IN 773V =R R_R—=ThHDI EIRE
X7z (Tkuta et al., Genes Cells b, 913-928,
2000), F7-. O L—F 1280 INX 2
e KB REERE O MG CEEE RTHEDS
RENT- (Zweers et al., Circulation 113,
1702-1707, 2006), —K4. TNC {IT7 72— A
PEEARAE (L DB L (Wallner et al.,
Circulation 99, 1284-1289, 1999). 17X
gk B (Majumdar et al., Cardiovasc.
Pathol. 16, 144-150, 2007). M5 HJR{b%
P> TORKEWRFIEZEES (Jian et al., Am.
J. Pathol. 150, 1349-1360, 1997) %%z ¥
T B E WL ST,

2. WHEOHM

N 7 7 2 U —%, MERERBOFEDOHEITIC
BELBEG LW Z N El ST, L
MUZEN G, TN 7 7 2 U —DIi &R EIZBT
5@ FER 725y L LT O VR R R o i B
WTEEBIN T2 T, RIFFRIZEWT
I IN 7 7 2 U —ELS Bbo TS Z &N
RN E N5 MERBOS T L L TORK
BEHALINNZTH0IC, FTaT A 7 AR
Frickv, INZ 7 I U— (§FlZ TNX & TNC)
LRHBMET A EABEORE L iz, B
973 25 I R <0 FR T LY & W Ca iR
11727z,

Fo, KMEHEEBBEEOMIEE HNT, TN
772V —DOREELMERBOIRREL O
BHEARRDZEAHMELT.INTZ 73
— (FFlz INX) i HRR EE I E OO 72 8 DR
G HIE (ELISA) RO EIT/R -7,

3. WD Ik
(1) Mg INX OREREDZDD, o K
A~ F ELISA {EDHESE. (Satoh et al., Biol.

Pharm. Bull. 33, 1898-1902, 2010)

Ot by INK 2 HTE 2 2 FEOHUED
VR & 7 il

EhTINX D7 47T aRxrFoHA7 111
BE(FNTTT)EESI D 2 2 P (85 30 & H O FNI 11
FRZ &5 31 & H O ENIII BE2F1) @ cDNA 48
Wa/7a—=27 1L, ZOEBOMHE K
EAE (hu30 ZHE & hudl EHE) 2145
7= F72. ¥ FA v F ELISA HIE R OZ
HEWE L LT 5 hu30-31 & B'E % 4]
FRICHEL L 7, wic, MR L7 hu30 &R
HE hudl BAEAZUYFICHEEL, B B
A TNX (A B D @ Pl 2 15, B
T4 =T 4—ma~< b T TT7 44— L
D 2 FEEEHO TNX Fifk (it A - —hu30 Hiik
R - -hull HUik) 2L,

@% > FA v F ELISA i

FHHE A TNX HUR (- ~hu30) & 96-7 /L -
~Afr7uaXAH—7L— MIEMHLELT
W, FDO®BFDT L — b % Tween 20 &5
TePBSIZ LD (PBST) ¥hEigft, v T v7
Y BSA) KKV ETSL—FroTRrYF
VT EATo T, D%, PBST THadiz, I
BHREBREOME 6 HEHNK) 28U
JVZERAIIL, |IRTH V= VICEMR{EBS
7=« —hu30 Hifk & 1.5 BRSS9 7=, %
D, KV T NE B PEELR, VA ¥
A —+¥ (HRP) #Z=&#k L 7=kt TNX Hiik
(- ~hudl fLif) ZEHML. 1.5 KRS
SH, FLT, v v B kg,
HRP ¥ HE TH D
tetramethyl-benzidene AL . 3 45
MO EIT -T2, D%, 450 mm (28D
W DRIE Z 4TV B b I TNX 35 o]
EEITH T,

(2) REBUOERT v T A4 I 7 AT

i 3 P FBIP 2SR D JT 05 155 R & b
mLTo7aT 47 AN Matsumoto
et al., Int. J. Mol. Med 30, 417-429,
2012; Matsumoto et al., Connect. Tissue
Res. 53, 460-468, 2012)

145 7% F8 CRE0 R EDIRIEE (AAA) - Bl K )
ARHE (TAA) FAA. A PKALRE R K EhARSE
(CAA) - Mt KEIIRE (CTA) AHAk. AKX
{EREDIRFALRR (CAV) %] DFRZSHRE & =
OFFIEFHME I . BAE A L,
Fxr DEBAE L AN &, 7rxk,
NU 72 E bR, & e D isobaric
tag for relative and absolute
quantitation (iTRAQ) BIEIZ &V ik
TV, RSN B2 O T aiRE
WD iTRAQ DFRE LT F KDy HE D
eI, A A/~ NI T 7 4 —
ATV, 6 BN A3 T T2, RIS, K0 E %
F WK v~ 57 4 — (NanoLC) IZ
L0 171 53 HIZ431F . matrix—assisted
laser desorption ionization (MALDI) Hi



~hU w7 RBETHD

—cyano—4-hydroxycinnamic acid ( - —CHCA)
CIRE N B [EHE, MALDI-FRATIRF A &
43HrEt IMALDI-time of flight (TOF) /TOF ]
D7 L— M T L7z, I, MALDI-TOF/TOF
B E5HEF T mass spectrometry (MS) fi#AT
. L TRWTMS/MS it 241> 72, D
MS/MS AT #E 2 Fe-3 % . ProteinPilot ¥ 7
N =T & W CRBEAEE HEORE %
1772 o7,

@& ¥ FBRE OTR - 5% I 2 VT o
7T A7 AEHT CEER SCERR )

JESRENIREE (AAA) B 7 4 & Hai K E)
RHE (TAA) JBE 7 400, Fifiar CFE¥ 7.1
H) & Fifitgk CFE¥ 9.3 B) ORFEFEBEDORE
ROMGEE-, F/-, 2 ha—L e LT,
RTUT 4 TORFN4LOMEE, £ 28
MOMETHEL, gL, MiFHIcEE
WCIFET AT AT I oo mEra 7)) v

(Ig6) . TILT I v - lg6GEAL LI T
LRV BRE LTz, W, & BIF H RO,
Wite o7 E B B, 7%k,
MUY R, & 2 B D iTRAQ RIS
K VEGRZITO, S x 07
IR, LR, Gl ~ 7z 48 % s A2/
MRCBIF BT 0T 4 7 A ifHT & RRED T
BT, TR & itk g ik VW T, &

MEBOH 2 EAEDREEIT>T2, S HIT,

AAA B TAA BBE DK 2T 4 6 4 0L EICE
WTTHSEIZRIE S, 0% % DEAE O
% /AT iTRAQ Eb2N 1. 3 %L £ 7-1% 0. 77
BRWOMEEZ T TERAEEZ., ABRBBLS)
FEEELE LCRIE L, 51T, AM B M
1E & TAA B B IC B W TRE S -3 HLLE
BHEAEON, 44 OREE NOIMGON 2 4
PLED o 2 RS O Mg ¥ o 77/ O ik
BT, ZOBEAED iTRAQ S 1. 3 2L 1
F UL 0. TT (5RO EE 2 7~ LI A 1.
FOEAZIIER NCBOTHAEICKE
F#a T EAEEAML, TN o60LEHER
HEZBI LT, EHITE- - LEEAED
N, BE I N—T LN N— T THER
HHBEOZENRONTZEAE (p <0.05) %
IR ZB AT,

ARFZE T L 7= 4 T DI AR B O JRZE
LR o TN BE MG v 7 VE, K
TFFEFE D AR R I 5 A B A W 2R 4
R - R T B L 0 S A2 T T,
KIFgex, (%4077 2 ) —KOSKRE
TE R BE O R BLA BT EATIC X S T58R
FRIE B DOIREMRE & FBIZWT - TeRIE DR
) (REE - s R s IR
fit—) OFEES T, BIRKFES - EOfM
HEBSNHLAREZIT T,

4. FFEEE

(1) HEHE R Eh R £ 2 Mo OV 5 R Bh ke
BHEMIEICRBT 5D INX JEEOME (Satoh
et al., Biol. Pharm. Bull. 33, 1898-1902,
2010)

BA%E U721y TNX OREERIED -0,
B+ KA o F ELISAVEIC X D 37, s
ANIiEZ4 (2> ha—uff) (N, TNX O
MEREDOHEEIT-oT-L A, 271.2+
7.2 ng/ml ThoTo, FHITX LT, JEE
KR (AAA) BFEOMIE INX BRI,
260. 1£10. 2 ng/ml T, MoEB KENIREE (TAA)
MG O TNX B IL, 255.6E7.7 ng/ml
Thot- (K1),
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X 1. ¥ > FA »F ELISA BT L A IEFEK
BN RIS AR M OV 0 R B R 98 FB 3 1 i
@ TNX #2E ORI E

N: = b — i

TAA: S KBRS B M

AAA: FEER K ENARIS B M

— 7. AAA FHR KON TAA f#R N D EAE
L, TN OFRE L~V TORBL %
JITAZ T uy MENIZ L DT, #
Ot R IE 5 ML HLRR LS A~ TNX OB,
AAA KON TAA OFERRICBWTCTTE L T\ 5
ZERHLMNERoT, BEDZ XD,
KENIRIE L D MLTE TNX B 13l A oD #=
NEFERCEERTZE (X 1) S1THE
720 JEES - M R EN IR AR T, TNX
DERENPARONDZ ENRHLNE -
7o b Z & X0 KEWREHE IS T
% TNX OFELTUEL, i~ TNX O
FRIEE ISRV ENHLMNE 0T,

(2) FIRACHGED « W S Eh RIS RE Rk oD 7%
HWEER T 0T 4 I 7 2 Matsumoto et
al., Int. J. Mol. Med 30, 417-429, 2012)
A IRAL RENRIE DR IEICBI S5 5 E A
(g ar ini e NSV N N RPN oY O €1 ) & (4
JEER K EDARIEE (CAA) - il KENIRIE (CTA)
FEA 2 T, TR O IEF AR & 38
EEhZ T REEO UG R B 20T



OT AT AR R T T2, FORE., IEW
HERE & He T CAA KRR I IV T 138 D
F 72 CTA KRR ICEB W TIT 134 O R B A RE
HEZRE Lz, Zodicik, BRI KEE
R A IRABICBE 59 2 2 &G
NTnWs 1 8asg—5r <= w7 X Gla
EHE. 747V /—=Fv -, «, +, 7=
Faf NERRE I, S51TiE, ¥
@ m PR OSAT o) ZffT
L7 Z A, CAA MifiCRBWTIXA > 727V
UV T T IVRER IR OE A, CTA ik
V23U T i iR 2 [ R B 5 D 2R V- IS R B
WML TWAZ ERELMNERoTZ, —H,
CTA FARRIZI W TIX, PR A A
Ve NA YT FANERIER B S DE
HEMNEBEBD L TWDLZ ERALNE

ST,

(3) AKALKENRFPAEFR DR BLAZR T 0 T
3 7 2 fFEMT (Matsumoto et al., Connect.
Tissue Res. 53, 460-468, 2012)

Lol D KEINR IR A KA D 57 86+ % B &
MZTHHT, ARKIEKRENRS (CAV) @
—¥hZ VT, TR O IE R KREIIR A AR L
AR HLASE) A R R FUE O MR e 38 B e
HBTaT7 47 AT {772, TORER,
FKEERNE SN 105 HMOEAEAFE L
Tme TON, BHBBEERNRON 73
BOEAZEZFE L=, CAV ARz T
HLRAMWML-EAEIE 7 =T =214 A T,
OB LEEAEITIN ThoTe, &
T SAY T AENTIC L0 | e R g
DEHEORBEEMMS, —HFA 77V v
7T MR RS O R BE O BLEA 53
LNk ipode, Fiz, HBREW LT
T ViMag—rr Fal)r 74
TaEeYa ) UEOaT— BTG R
HEAE ORIV LHL N E o1z, &5
2, 27 —5 URRHETE EGRET R BB OB
DX, TaT AT ATV oo T
fth D KBRI A PRAL B Sk D CAV R %
Wiz AF T uy MEFTIZEB W TH A
mBEnz X2), 27— riEmbt+i%
< O EM OFRBDBH LN E 2 | AlRAb
KENRIP AR T O KB 2 ECM O EE A 7RI
ST,

Type |
TNX Collagen

*k ok

14 . o

0.5 0.5

ratio ( CAV / NV )
ratio ( CAV / NV )

e

see o

NV CAV NV CAV

Decorin Fibromodulin

ik ok

0.5 0.5

]
-

ratio { CAV / NV )
o @pe o
ratio ( CAV / NV )

0
NV CAV NV CAV

[ 2. B REIRS AR (W) & AR b
KEWRFAERE (CAV) 22O L EAE
AW, vz AT uay MEITIZE D,
CAV #Hf#RICHI1T D TNK (a) . ITHIa T —4
v b)) . TaVy (¢c) , 747 0FEY
VY (d) Oz —7 ek E A
B DR BLID D

(4) HEHES - Mo KBRS O B3F O Mg %
FNT, FIfraT & Pz oI i & 3 E % b
i L COFRBIEEE A E DR E

JEE - B R EhORE O A O ffraT & itk
DI % VT iFaT &A% o s & Al
g LT, KA o 7T
DO 6 H TN EIZBWTCRE S =%
BAEEAE O, EHMRKEINRE (AAA)
BEMFICBNTIE 78 H, M KENRE
(TAA) BEMIEICHBWTIL 86 i, ZDOW
LEICRIESNTEEHEIX T TH- T,
X5 EFEON, 4 4O NG OW 2
£ LL EIZEB W T TR iTRAQ 3
L3ELL EFE 130 TTERMOMEE R LT
HELEBOREREAEERET D &
AAA B MBI BT 63 1, TAA A M
BIZBWTIXTLE, 20N 61 HOEAE
I AAA BB IYE & TAA BB Iy oo 5@ 12 [A)
EEINT, &6 EGRON, itk iieio
iTRAQ LE2S 1.3 fFll LoofEz~m L., BE S
N—T AN N—T THRBERBEEE
DFEHER UT-EAE X, BEIIC, AA B
FMIBITBWTIL 6 i, TAA BE MIEIZE
WTIE8ETH o=, TN HIZEINEH
1. Serum amyloid A protein Z1R¥ T
L LT, & THRIEM~—T—EAY (acute
phase protein) Th o, —JF., itk
AT iTRAQ LEZY 0. 77 AN DA 2/~ 9
FERAEEAEIL, AMA BEMFICBNT
112 fE, TAA BEE MIFIZR W TX 17 8T
Hot-, BIE, ZNHOHKBUY LZERA
HOW, BLEREWEE O R B8 O3B E)
Ze . o> AAA FBEEP TAA B O, ik
DOMYEY > TV EHAWTHERL TS &
ZATHD,



(5) JEHES - Mo KBRS A AR DI Bl =
0T A 2 7 AN

TR IE B AR & bb X T oo i K B IR s
(AAA) HERRCHE KBRS (TTA) FEARICES
FARBER T 0T A I 7 A2 1T o 72
LA, REAEREAE L LT AA FZEMEAR
IZBWTIE 55 EORRA R EAENFE S
AU, TAA SR ZSHEAR IC 35U Tk 68 B 4 il 72
EAEMNEE SN, £72. AAA AR &
TAA FREFRRI B O CHRIC R AL B EAE
ELTRESNT 121 HOBEAEDON., T3
A2 C (INC) & b8 HDOE A DS, AAA
A KA & TAA R RRE & TRBL X —
HEN R O, TFEEFMARICEXTO
AAN JRZSHERE T INC DOFBLEIT, 12Tk
72y (0.936%) . — ., EFEFHRRIC
T TAA JREHEE TO TNC OFEHLEIT,
1.86 fF L BEAN L T 7z, AAA FEFRSC TAA FE#HR
FRRMRBLIERE B, A MR E TAA FH
DO TRIL Y — NZHEN R Sz TNC
Z o de 58 E O FHE 2SN, AAA KR & TAA FER%
DIFZEDEIZE S L TV 5 Al REME S R
hiz,
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