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1. R

[ B8 ] DEMBIET OFERE ALMEETHHA, WEEDEE risk factor
D1IDTHIZEBMONTWVS, T4V T4 LTS FRF (W) IXEBESh-
MMM SR Sh, M/MROBRICEELGRIAZRLLTWS, ChETOL
OMD|EIZE Y. DEMBTIHRARERICEA WF A LR LTSS EAHRES
NTHEY., WF ROEHSIZHITSMBERERED R LBETIERET—
A—ELTEZDATWS, HFE. W ILFI—4RBEMICHINT 2BETHD
ADAMTS13 (A Disintegrin—like domain And -Metal loprotease with ThromboSpondin
type | motif) BEIEIN., HAIZEEIZ, 2HDHFEEAMHICSLWToEDD
VWFREEDY S L ADANTS13 REEASEA LTIV S C & E$iE L. & 5T VWF/ADAMTS13

HASE L BRSO BRI M A R FREDFARFELTERTHS S
EEHEL, LHL. DEMENZH TS ADANTSI3 DREN=D\TIE, ShETEH
EH7EL, KHIRO BNIXLEMENCE TS WWF - ADANTS13 DEIRE, BRUFA LIS
BETHREAFITOVWTRETELIZH DS,

[ A% 1 70 BIOREMEDLEHEIEE (PAF) - 56 BIOBRMHLEMEIEE CAF), H&
U 55 BIDXRESE (control) IZE 1T HMEEFD VWF - ADAMTS13 JRE % ELISA FAIZT
BE LT,

[ %2R 1 mBWFRE mU/ml) IXcontrol BEIZLLXTCAFEE - PAFBICEB LWV CTHEIZE(E
#Za L (2103+743, 1930676, 1532555, P<0.0001 in CAF vs. control, P=0.001
in PAF vs. control), —7. IM#EADAMTS13;ERE (mU/ml) [Econtro| B¥IZEL X TCAFEE -
PAFEEICHBWVTHEICIEEE R L1z (795169, 860221, 9324173, P=0.0002 in CAF
vs. controls, P=0.04 in PAF vs. control), & (2, VWF/ADAMTS13LEILCAFEE Tl
PAFEf - contro | EICHERTHEICEEZ R L 12 (2. 81£1. 30, 2.34+0.92, 1.73=0. 83,
P=0.01 in CAF vs. PAF, P<0.0001 in CAF vs. controls), F7f=., VWF/ADAMTS13Ltt&
BRELDBTI—EOELER () &OMICIXEEGTHBENESD 5h (r=0. 275,
P=0.0002) . EHICIFBEREMET I —(CTEBIL-EOELREE (cn/sec) &IEH
B ER #2281z (r=0. 345, P=0.0018),



[ £ 1 DE#EBICEVTIImME WFREN LR L, TOYIMBEEE TH S ADANTS13
BEMETFLTOT, LY UETY VI OEFTLEODETETOEANBRN EAEL
=Y 1 S

[ &R ] DEMBI-KLZDEVETYVJICEEL T, M WF & ADANTSI3 BED
FUNFAREL, EOEMDAMBERICEEL TSI EATRBEIAT,



Summary

Introduction- Previous studies have shown raised plasma von Wi | lebrand factor
(VWF) levels in patients with atrial fibrillation (AF). However, little is
known about changes of VWF associated with VWF—cleaving protease (ADAMTS13)
in AF. The aim of this study was to examine the relationship between chénges
in plasma VWF and ADAMTS13 levels, and left atrial remodeling in AF patients.
Materials and Methods— We measured plasma VWF and ADAMTS13 antigen levels in
70 paroxysmal AF (PAF) patients, 56 chronic AF (CAF) patients, and 55 control
subjects.

Results— Plasma VWF levels (mU/ml) were significantly highgr in CAF and PAF
patients compared with the controls (2103%743, 1930676, 1532555,
respectively, P<0.0001 in CAF vs. controls, P=0.001 in PAF vs. control), while
ADAMTS13 levels (mU/ml) were significantly lower in CAF and PAF patients
compared with the controls (795£169, 860221, 932+173, respectively,
P=0. 0002 in CAF vs. controls, P=0.04 in PAF vs. control). The VWF/ADAMTS13 ratio
was significantly higher in patients with CAF than PAF or controls (2. 81=%1. 30,
2.34dt0.92; 1.73=%0. 83, respectively; P=0.01 in CAF vs. PAF, P<0.0001 in CAF
vs. controls). There was a significant correlation between the VWF/ADAMTS13
ratio and left atrial diameter (positive correlation; r=0.275, P=0.0002) and
left atrial appendage flow velocity (negative correlation; r=-0.345, |
P=0.0018).

Conclusions— These findings suggest that the imbalance between plasma VWF and
ADAMTS13.IeveIs caused by left atrial remodeling might be blosely associated

with intra—atrial thrombus formation in AF patients.
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4. mg—ii_

VWF: von Willebrand factor

AF: atrial fibrillation

ADAMTS13: A disintegrin—like domain and metal loprotease with thrombospondin
type 1 motif 13

PAF: paroxysmal atrial fibrillation

CAF: chronic atrial fibrillation

SEG: spontaﬁeous echo contrast

ULVWF: unusually large von Willebrand factor

RT-PCR: Reverse Transcription—Polymerase Chain Reaction
LAD: left atrial diameter

LVEF: left ventricular‘ejection fraction

LAA: left atrial appendage

CRP: C-reactive protein .

PT-INR: prothrombin time internationalynormalized ratio
ACE-I1: Angiotensin—converting enzyme inhibitor

ARB: Angiotensin Il type | receptor blocker



5-1. ILHEME)

DEMBIERL—BHICAOABIFERTH S, ML LHI1cEmL. BS
i 40 B SEOHITHMLIELH, 66 UL TTOBSRALEL Y, 40 FLL
LETIE2.3%. 65 MUEAOTIES. % TH-7= (B 1), BEEFE LTI, ok,
WRE, EREA, BLE, OHEEOBE. DFL. REENSHITFLAE, DE
AR ON R EREOEEARBRRAT T, DEMBEREC S IMEES
FEOURYIEHBRELRLTS 6 ETHY ., U I FHOBABECEH LD
BB TIL 17. 6% 3,

20

18

& Mayo Clinic Study

BRE (%)

# Framingham Study

] ¥ Cardiovascular Health Study

% 8B
o L T

T T T
35 45 55 85 75 85 95

B E@mAIcH O EHBERE

HREREBOFEAD HRITRLE.

AR hSORBENOROSGNEEERICBITEHREETT.
(Feinberg WM, et al : Arch Intern Med 1995; 115: 469-73)

DRI — IR EBEERIC L 5AEABENTOS, 7 BRMNICE
ABILT DLEMBE “FlEtE (paroxysmal)” EEEL. 7 BREMLEHEL. BAR
CREREBLELBZVAEDH/EXHBREDICIYESLEATRGEDZE “Hitk
(persistent)” &EFER, BRMEBICFHEITH- L DO, BREBZEA NG
DEMENIE “XKEHE (permanent)” EMFEIEA, XHEELIFERET “BHE
(chronic)” EWSAEHALLN DS



DEMBOREEMFE LTI, 55 100 FLLERTIC, BERER (YT
F—) & BEFEREAROERNLGEZAIRIBEIA, TOERLELOHAEHLT
HOATEEN, EETREBIYERBRO1IL—2a v HAEOEREN S, leading
circle &t°. spiral wave reentry R'GENRETN TS, T, DEMBRE
DEVH—EBEZEREREDZ N, MFREEDERZOESHOLABREE
DEEDESEHALELDZEMNREATIVS (K 2-3)5

Bd2 leading circlez%(A) &spiral wave reentrysi(B)
A: leading circleTl&, VI M) —D#BRITER THY . BE RO RIHA RGO B HAE B L= B i
ZEBULATEESICEET S, COETILTIEREMBRIXFEAEFELLEL, YIVMN) —DOHERER
OHRLBIEAEISOREROEAIZKYBICERNFIEDREIZH S,
B : spiral wave Tl&, YTV M) —[ZBESHRICRBELTEY. S7UXIVT (3L BBEREIT,
BRI+ RERRAFET 5. VTN —O PO ER (a7) IFRELTUVELAERIZE
HETETHY. COA7OFENIUN) —DHRFITHETH S,

(Nattel S : Nature 2002 ; 415 : 219-26)

LE kB

v (| -G
x 17\ /31
@) 7]
FEE @ !2,

6 1
TR aﬁTﬁ
0

7

E3 DE#BO Y H—EES0EEMMUEDRRIE

fERiR. 5 ICE EMBIRERARL Mo EHETh TS,
(Haissaguerre M, et al : N Engl J Med 1998;339:659-66.)




5-2. ILEME & MmieERSE

DEMBIZRIET 5 EEEDRBIMIMEIELL, DERTILRNS o
T5. BELORUENCEDEICSITAMRD S >HARLEETHD. £EAM
ROFHIE. BRELDII—DRIBHREIZBhA TV S, DE#EBEZETIE. £
BERICOENAZO NG THLEBRICHBTAIEEII—BZLALIXLIEHEES A,
spontaneous echo contrast(SEC : £ ®HL T I—) EFFIFNTILVS, COHPELP
ITO—([FFMHROERIZEYBEFRORFVPELTHETSEEZAOATEY., M
MOIOWETERTHIMRATHS (K 4), EEIREBMICIRMEL TLASELHTIEIOLE
AN ERBRICERCEBRRFEMRICE S2H5FRMREZTEHM, DEMETIEXEEL
HBERFNREINOTVEH LAY DHRNEERICEETHEEALNTIND,

R4 EDEAMmE () ELPELPTa—(H)
LA: &5, AO: KBk
SCE:spontaneous echo contrast (£4Hd>T3—)
ZDERIZmREZEHSB,

LHL., IBEEERET ATERFIAMES >HETTEENIEDSE
RTHD, &b, DEMBICEITIMERRED ) R HNEKET D EREEDHRE
ENERTHLATA SN, CHADS2 RaAF7HRIEBET A TLVS®, CHADS2 (X
Congestive heart failure. Hypertension. Age=75 #. Diabetes Mellitus.
Stroke/TIADEXFE E>TWMBZEIN-AIAT T, B4 D2NOEBEICIF 1 1E, KiE
ERIE') AT DEL Stroke/TIADBRFEICIE 2 AEMF5 L. BELTHEHET 5. A%
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PEVWEEREERED Y RIMNELSBY., YRV DEENBREEOKREZLRYRY
EHBIELHERLTLND, CORENGERT L. aEHIVETEME. #ER
RUEEEEHTHHTIE. BLORERFRmM/NMRALE ZEIIRYT 1B TEMEL
Sh, TAOHAMBEDS >FLEERICRAT S EICKYEERMEDEZ LGS
CEMNBRLONTLS (E5),

5 CHADS2 X7

. CHADS2 RaTZIZBI13YRY ERA CHADS2 RO7 & MEESFRIRAEFE

Hypertension 1 1 463 17 2.8 (2.0~3.8)
Age=75 & 1 2 523 23 4.0 3.1~5.1)
Diabetes Mellitus 1 3 337 25 5.9 4.6~17.3)
Stroke/TIA 2 4 220 19 85 (6.3~11.1)

5 65 6 12.5 (8.2~17.5)

6 5 2 18.2 (10.5~27.4)

(Gage BF et al : JAMA 2001; 285: 2864-2870)

5-3. DEMBICHESDEHYETIY VY

DEMBNIX, RET D EBRRICTOREHE. FREEAEBML, PN
THEHE - XKEHOEEBICESERALH Y. Allesie bIE, DEHRBADLEGHD
EREEPMEZELIE T, DEHMBZHGEIEOTCTEHLEVFORRT
R L1z, BOIXDEEBNVST-ARET S ELDEREBNRECYLT (BIRR
% atrial fibrillation begets atrial fibrillation (LEHEIDOERIR) &A1
(1= LDERBAGIZECTLENEREEZNELLE LTIE, OLDEFLHO
EE.QLEFGHOERFARKEEORE.QLENCERKHEOERNETF 5,
INOoDESEEZNELCILDEROESNYET Y V7 EFEN, DEMBIOR
- BRICEC(ESLTWSEEZ RTINS,

-, DEMBNEEKT S L. HFHAICK SN CBARIC K il
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BE. MITHERLEN LEREAEAICHE S EREE CHMIEIE 2", £,
SENERMISh 2388, DEEOBALHEIN, ChSOEMBEOELE
BENUETU LT EREND, Cho0Zbid, SHOREREETSE, £
MMRERERET o LIcL Y. DEGNTOEE IOy /L YRRICHY,
YT Y —OBELNBESAS (),

amEm, > -

_EEL
[ e

EREaEERE, [YETIVY | megs

\ /

C az+

Y g B :O > —E
—— IDEHE ST YT R
BRI e BEN w
veryvy| ) & YEFYLY
' CEAEY

/%3
mﬁm\ A aRFLY /l
AVTFATURL \ o

6 {DEMBICHSERR. BHENE LUBENUETIVT
(Allessie M,et al : Cardiovasc Res 2002; 54: 230-246)

5-4. HEMEENE#BEEES

&P ESEEREE LD ME € R FREERVERAH S, BIE -
- ERREEREE- B - SREENCAST 5 & NENEBELHREL S .
MRS5S & MRABREALT . DEEBOMEERED A H=
RLD12ELT, DEMBIHS OERNERERENIEEIATEY, ChET
25V DADHEIZ& Y DEME & ARIBEEE L OBENRELTV S, DE
HBEETE. TLFRETS T4 —I2& UFHEL =M ERRBERRAREEIC
HAFBICEESATSEY, REBTRARICET 5 &L NERRBEORENZTD
BNBC &0, FOENEBEREONRY—HA—THET+Y - T4 LTS
Y FREFALRELTAY. RRRICETSLETT L BBESATINS,
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5-5. x> -4 LTZ > FEAF (WF) & ADAMTS13

A4 LTS5 FEF; von Willebrand factor (VWWF) &, ME A KA
CERBRTEESNSIERES VNI T 200 5EDT7 I/ BILHEEHFEH 25
FDE/I—W, PFRETORALT 4 FEEZNMLTNFREAIE N KA, CKEAE C
FETELEBEWMIEELEIALFI—5HBRT 5" WFE/ 7—IF, MiKEEEI
HFOANR) U EELHERTHD , D3 FAL D, M/MRERES /87 GPIb PO
— B UREEHEERT S AMA FASY, HBVIEM/NMNRERES >/
GPIIb/11la EHEERTEHC FAMUIGE, BROBERA A VDEEAKT, T
FRAS VEEEET S, SHICWF TILFI—(XMENOMFRPICHOVTRET
3FYIEHICKY, BRREEN SHBEECHEEILT S LIck Y m/MrEEIC
5T AHEERAA UNBHEIA, M/MUEBENEESNDIDOTREVALHERSE
nTWWASEND

A B

No Shear -~

Shear Applied o 35 Dyn/cm? Applied
by AFM probe By Rotaing Disk

VWF1

VWF2

VWF3

VWF4

amm—ge e - —
Factor VIl GPib Collagen GPiinAlla
Heparin Heparin o un
Collagen
Globular Short Extended Extended
VWF Chain Chain

Cleavage site (842Tyr-843Met) by ADAMTS13
Soejima K., et al. : Semin. Hematol, 42 : 56-62, 2005 Siediecki,C.A., et al. : Blood, 88 : 2939-2950, 1996

BE7 VWFOH#iE

A.VWFDTILFRALABEES RN I(KES. B.VWFILFI—DEFEMBET. BETYIEH
T.BRREENSRBEMEITHENTL, P FRBIELQ TUOBER AU TR HLI/MRES
NERINBEHBRIND —H T, COMBEZELIZADAMTS 13D YIS BB S BT LITARY,
VWFO Yt & LB EITHD,
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WWF (ZMZEEFIREFORELCRFE LT, MRREENIRFLEESKRER
BRLIMPEFERLTLSEL. EEZZT-OEENSEE LE-RR THAB~ DM
INR#EE - BERIGDBEOIS -7 LOBELET S LT, I/MRMZRDIE
[CEELGRIZE-TLS, WF (X, IERNRMEANTITEED large TILF T
—&YEHITEDFED Unusual ly large WF T JLFI— (ULWWF) & LTHEET S
EDRHBNTLSA, MFRPAKEEIh D EFRONITHBAIMICTMKIBEIATHF
= 500~20000kDa DR EREICHHT HIILFI—NI—VERTLSI1TH D, £L
T. WF OIU/MR¥EE - BELGEDEMENEEE S FECEKELTEY. TILF
T—HIERFETHIIETEZTOFEEITHEL (K 8),

iz ||
ADAMTS13

PN B2 #iAa

SejimaK, et al. : Semin. Hematol, 42 : 56-62, 2005

B8 VWFHEA1%0) dn/Ivix ifn #2715 BR
EEEZTEREMSFORIBICE>THRESKEULVWFIL, ETYBAICEYBETILEEL. 5
BUEORNE TSIV EHEERALDD. BEShSEIFOREER AMVICEY ., £ X/
ROE EDGPIbaLEEAT HIE T, M/MRERBESE S,

DEMENICE TS WF (CBT 58EE. ChFETICHEVOAERSh, DE
HBEBEEFICHITHME WF REXRFAROGBEEICHERTEETHY., Solcm
BWFRENSETHSZENADEMRBESICH T HMEBERERED ) RV L&
FTHERESN TS, £z, Fukuchi Sl&, DEHEMERICHITHEDEDRE
HBRICTORNEREICE 5 WF ORZEElbPrEE s BRI L—FED
MICHELHBERNHSD L ERL, Goldsmith Bk, BEFEMEEZE AL T
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LEZDEORRIEGEORE L MERO WF ORESHSHEET LS EE2H|ELTL
% (E9)*%,

=9

4. o> «o '
to} =052, p<0.01 : ~~225

= 200
- .
= 150
2F ] wxe axkome - E 125
75 .

25

W R RTL—F
w
8
\
TU
.
* o OP .
uo* @ o

1 2 3 = I I 11
DHEOLREISHS ‘
VWFD e i b psE 0L —K

DEDREIZHSTAVWFD gL FEMN EDHEIZBH5DRERESTL—FLmig
FEEERUMLEBRBERT L —FEDBR VWFREE DB
DEOOREOREERICEL T, VWFORERR BFEREEZANT. ELEOLREBREDEES
LR SLDNERECOMM DR BETL—FE JL—RI~01 FTHEL, MBEVWFEEEDEFE
ORICITAEGHBRENRZEH . DRBIZST BELEECAODREDBEIRINNEY . MEVWF
BVWFORIEMRENEE | DRBERE ORI ML BRENEVWCESTEN .

FtERARLCEN RSN, (L. @7 —D7 (Goldsmith, 1., et al. Am Heart J, 140 : 777-784, 2001)

UBRERTTOABERBRILTHS, )
(Fukuchi, M., et al. JACC, 37 ; 1436-1442, 2001)

B, BROTI—TI2&Y WF ZREMICUIETT 5EB5R TH S ADANTS13 H
B E & h fz 2%, ADAMTS13 % . ADAMTS (A Disintegrin-like domain and
Metal loprotease with Thrombospondin type 1 motif) 77 S 1) —[Z[&9 B EERTI A
20777 —E T W O Tyrs42-WMet843 ZHEMIC T DB (WF HIETEER)
THAH"", ERELERBIFET. TOPTHLHEMHREOBENLIh TS,
LM L. Reverse Transcription—Polymerase Chain Reaction (RT-PCR) Z L \f=F1
FEFTIC & LIX ADAMTS13 0D mRNA [SEFRELISMC R4 DR TRESh TV S22,
BT E 5ICI/MRT HESWNIMERNRMRYTORBRL|MESNA TS, BKMK
(ZIE. ADAMTS13 JEMOETIE, mittdl/Mm A EEBS (TTP) . FFEZE, Bito
BEE. BOEB. BEOKELL THEOSATS, ADANTSI3 & WF HERE & A
HEEERICH D C EDFHEINTINSS,

ADANTS13 IZd= % ULWWF LI A H XL E LTI, FEICk > THHEhT
ULVWF 458 P—£ L& F U % LTIERRLIZF LAY 2T L, MEROTYIEAIS

15



KUYV THA—2arDERFEL, BELT- A2 FAALVAD Tyr842-Met843
HYADAMTS13 (2K Y EOMIZIKASBEIN L EHRIATLS (E10)Y,

i Expression of ULVWF and P-selectin

< e
d el el e d -

ii Anchor and stretch ULVWF strings by flow

R VN

iii ADAMTS-13 adhere to ULVWF strings

iv Cleave and release VWF

o 7&1‘??9

Blood flow

Ed10 ADAMTS13IZ&BULVWFEIBDAh=X L
HMIc k> THHENI-ULVWFIZP - ELOFUENLTOHE
AR LIZZUHIT T B, DTN T I2&>T, ULVWFIE
FYBHTERL. ADAMTS 131 &> THIME R0 <5,

Padilla, A., et al. : Blood, 103 : 2150-2156, 2004

5-6. ABIRDHEHK
DEHEIE ARBEERES EORICITRVERLAHIEZFZONTEY.

MERNEHEEES & RBT 5 WF (X, DERENICE T HMRERERED ) XY
CEETIERALBEY—H—ELTEZLATIS, -, HRITBEIC. 2D
FIEESMY - FRERMEICH O TmMREHPO WFREMN LR L. ADANTS13 RE
D LTWNAT EEZHEL., S5 WF/ADANMTS13 tEAABMLHEZER DR
ML R FREOFARFELTERATHAIZEEZHRELE®Y, L
L. DEMBNI-HITS ADANTS13 DFEBFNCDOLTIE, ChETHRENGL. Kt
2O BEMIZDEMENICE TS VWWF - ADAMTS13 DENRE, RUFIALICBEET HEF
[ZDOVWTRET S &IZH B,
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6. BIZEAE

6-1. W&
EREFTLRTOREDNBES (- 181 EHEZHEE L=, TORRI,
56 AEFIDE MO EHENEE (CAF 3 Bk 41 £, &tE 15 B, FHER 7011 5R).
70 EHIDRAEOEMBEE PAF 35 B 40 8.4 21 A FHFH 688 if).
RUZNENOREER-HAEEHIE 55 AOOEABOBREO L VHRES
(CTL &) T&H 5. CAF BlE, Vi< & 4 6 AR LORREEH T THERIZTLEMR
BAEHEL TS LA EESAAERE L. PAF BIEBHITODERICTOEME
MEBEE W= EAHBEME L1 RBRBIEARD) . FHEIZSLTE,. O
B HILE A R FOARLPIEMEESR QBRKROZOMDEE M REERE.
DERERE. OBRUEFFL ERNBEL L, KFEOEMIZHl > TEAZH
BEEANLDREEZIT. 2TOBENSA U IT+—LF - oty FEBE,

6-2. I#E VWF - ADAMTS13 2 0I5

&Y > FILEE TORERIZH L TREIERIZERM U, SR (R AOHNZ4°C, 3000
EiE RO B L, -80°CTHSE L, MESNDETEREE Lz, MIBEWFHER
SR (mU/m1) IXEL 1 SAS% (Asserachron VWF ; Roche, Tokyo, Japan) T3EI5E L . M $EADAMTS13
MRIRE (mU/m)) RERDFGHRIZEL, ELISNEZAWTARE LY,

6-3. IDRETREE

2HIEVWTEREDRETRRELZET L. £EEF (LAD) IXWEERE
EMTER CRIE L. ZERERH R (LVEF) IS R IR PuE M BRI TRIE LTz, F1=78
S (CTL 8% 5 21 6, PAF B ; 44 4. CAF B ; 13 B) (LB LTI, ERELMBEER
BEEWHT L. EOEMFEE (LA flowvelocity) ZHEL. ZhEZROEF &M
57 VWF JREEdS & UF ADANTS13 2 & DESEIZ DLV THRE L=,
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6-4. J74A0—F7vJ

YU TLERE, 2TOEMICEVTEELSREAS R ~(REBEEE.
ERMERMEEE, REBIIR/BIRLEE) . B&COREOFECONTIF+O—
7y FEFot= (2127 H AR,

6-5. HarFMEHR

FTRTORRIE, FHEEEEE (nean=5D) . & &k VBRI THEL
f=o CTL B - PAF B - CAF BRIICE T 2 Th ThORTFOLRICIE., —TEESHS
WEERWTEHEL, SELEIRE Fisher’ s PLSD %) 7o, 2 EHEOIEHE
DEEDOIREICIE. E7VUOEEMHEBIFZE I (Pearson’ s correlation coefficient)Z LY
f=. P 1 0.05 REEHE & #5%E L1z, |
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1. HIEHER

-1. BEES

HERREGO-BEORKMFEZRITR U . CTLE - PAFEE - CAFEEIC
EULT, Fin, HAl. S0E - BEERE - BR% - EDHREBOBREICHEEZZR
HLNEM I, MEEEEEC-reactive protein (CRP) [XCTLEE - PAFRE(C EL<CAFEE
CEVWTHEICEETH >z, Tz, DEEFTRRE TOLADIE, CTLEICHAPAFE -
CAFEICEWVLWTHEICHETH Y. LVEFES L TULAA Tlow velocitylXCTLE(ZLE~PAF
B BBV THBICEB TS | |

x 1. B85ER ~ ,

Control PAF CAF P &

(n=55) (n=70) (n=56)
FE ) 66.2+9.2 67.9 + 8.4 69.5£114 - 0.10
Bi/ZHE (n) 33/22 . 49/21 41/15 0.29
BE () 22 (28%) 33 (41%) 25 (31%) 0.72
FEEEEAE ) 23(42%) 30 (43%) 14 (25%) 0.08
BERE ) 10 (18%) 20 (29%) 10 (18%) 0.25
TEIREE () 9 (16%) 12 (17%) 16 (29%) 0.19
= 2RE CRP 0.11 £0.15 0.11 £0.16 0.22 +0.34™ 0.0028
PT-INR 0.99 £0.06 1.32+£052" 182 +046" <0.0001
EER® (mm) 36254 40.5 6.8 47.0 +7.0' <0.0001
EEERHE (%) 70167 63.6 8.5 558 +109™  <0.0001
EDEMmMFHEE 59.0+11.7 44.7 +16.7° 32.9+14.0"  <0.0001

MR FEYEEEERZE, b LUITHEFBTERR L,

TP<0.05 MR, $P <005 HhxtiEEE .

PAF, paroxysmal atrial fibrillation; CAF, chronic atrial fibrillation;

CRP, C-reactive protein; PT-INR, prothrombin time international normalized ratio;
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HRFICERE SN TWEREZR2IR LIz, T—7 7 V) VIXPAFED49%.
CAFEE T89% MR TIRE SN T =, 7R E Y UIECTLED 1%, PAFEND21%., CAF
BD21%TRE SN TV, ACEFREEE/ATI 22457 0 v 51— (ARB) [, CTLEEICHEA,
PAF & - CAFﬁl:a*sL\'cﬁ%l:%( DEFTEESNTW =, LH L, SEERFOE
B, ThoOZFEANLXMmMIFWF - ADANTSISBEICHEZE5Z TVl o1,

*x 2. ERICEHHSNRIKER

Control PAF CAF P {E
(n=55) (n=70) (n=56)
J—J7y 1(2%) 34 (49%) 50 (89%) <0.0001
FARE)Y (n) 6 (11%) 15 (21%) 15 27%) 0.10
ACE-1/ ARB 12 (22%) 31 (44%) 37 (66%) <0.0001
RABF (n) 7 (13%) 16 (23%) 10 (18%) © 035

R, —oT—DH LT EHIRTREL=.
ACE-I, Angiotensin-converting enzyme inhibitor; ARB, Angiotensin II type I receptor blocker.

7-2. ¥ VWF - ADAMTS13 JREE, 3 & TF VWF/ADAMTS13 kb

Mm% VWF - ADAMTS13 B, & U VWF/ADANTS13 LE# R 11 (TR LTz, M#E
VWF B BEId CTL B¥ (1532555 mU/ml) IZEE~ PAF B (1930676 mU/m|) - CAF ¥ (2103
+=743 mU/ml) l:a*sl.\'cﬁ,% :%‘Ef&ﬁf: (P=0.001; CTL & vs. PAF £, P<0. 0001;CTL
B vs. CAF &) ,—75. 1% ADANTS13 2 (3 CTL B¥ (932173 mU/m1) [T L~ PAF 3 (860
+221 mU/ml) - CAF (795169 mU/ml) ICE WL THEIZIEME TH o7= (P=0.04; CTL
B vs. PAF ﬁ P=0. 0002:CTL  vs. CAF #f), EARIX. SEIOKEEHIHS T, Mg
BB EFRTIEZESE LT WF/ADANTS13 tE 2 E H L TRLV=AY, VWF/ADAMTS13 tbid
CTL & (1. 73=:0. 83) - PAF ¥ (2. 34£0.92) [TEHe~X, CAF B (2.81x£1.30) ITEWLWTHE
ZEfET&H 1= (P=0.01; PAF Bf vs. CAF B, P<0.0001;CTL & vs. CAF &),
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=] <0.0 = = '
B | P < 0.0001 A § P = 0.0002 B
= 3000 - P=0.001 E
E — ]
2 2500 | %woo
# 2000 | 2 800 |
% -
i 1500 Z 600 1
£ 1000 2 400
500 2
& g 200
g 9
control PAF CAF control PAF CAF
P < 0.0001
P=0.01
4 — 1 C
P=0.013
£
o 3
:
g 2
£ 4]
0

control PAF CAF

3 BRI D n3E vWF SREE, ADAMTS13 SREE. VWF/ADAMTS13 LhoD LE$:
FRIZITHEHELERFE TR L=, PAF, paroxysmal atrial fibrillation; CAF, chronic atrial fibrillation;
I WERERDERBENICELWTERICE. —7. M ADAMTS1I3 RERFRICEBTH o1,

7-3. ¥ VWF - ADAMTS13 ;%ritnbﬁﬁ%ﬂiﬁﬁﬁj

DEHEEMCES TS LEYET VT LI WF-ADANTS13 REDEEZE
BEET 551 BREORETRREICLSLAD & REBOREEHRECE S LM
flowvelocity ZI%E L. M%F VWF - ADAMTS13 B EE & DFERERE R 45 LE (K 12),
M7 WF JREEIX, LAD & IEDFREIRR Z R (r=0. 253, P=0. 0006) . LAA flow velocity
EIXAOMEBEBEEZE LR O = (r=—0.436, P0.0001), ZHIZxt L. MIE ADAMTS13 JBEE
& LAD BEULAA flow velocity & BRLZHEBIIIROEA oF=, VWF/ADAMTS13 LEIZ
HULTIL, LAD & EDFHBEREFE RS (r=0. 275, P=0.0002) . LAA flowvelocity & (&
&0 ARERE R 2 R 1= (r=-0. 345, P=0. 0018) (& 13),
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7-4. J74A0—7 v THRICE 5 Miea Ry FORE

ERIELETOEMICENT., YOTLEREOFTELMEEA A PO
HEOFEIZOVWTERLE, FHOZ7+0—7 v THIREIE 21 #A(5-30 1 B)TH
Dtz TDHARHIZ 3 51 (1. 7% PAF BED 1 FEHI. CAF BED 2 FEBI) (CH LT, FHf=Ic
IEXERERDORELARO SN, TOMOERTIIERMmMBEA R FEIEDHS
nighof, RIEELERELEIEMNTE. HEZEOREERHEN>E-F0MOD
DEMEEGIIZEEA, mM¥E WF JBEE (29824211 vs. 1983+700) - VWF/ADAMTS13 Lt
(3.72+0.92 vs. 2. 52 1. 12) AFIMEMIZ&H Y . M5 ADAMTS13 BB IL{E L MER] (792
+206 vs.832+202)(ZHo71=,
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8. R

AHRIZENT, BRSO ERBESIZ &1+ S MR VWF - ADAMTS13 REIZD
WTERE L1z, BXRIC, DEMEBEEFICSITHME WF BRERAROMBESIC
ERTEETHLCEABESNTHE Y, SoICMmE W RENASHETHSI &
NOEHBEMNICETINEREZSCARNV FMREDTFARFELGY S5 EM
HESNTNSY, FE. BLAXODERBES ISV THE WF RENAEFLTW
S5 E(TA. M ADANTSI3 RENFDPLTWVWAS I EERL, EHICENLADLE
JETIV VI DEBEEENRHDCEERLT,

MEDOHEIZHENTIE, —RIZV4LEIVO=HOLFROET. @LE
B (WK OEE. OQENEEEFOER) ABETHS, LML, DEMESICSL
THMEEREZRET SEFICOVTIE. FEXMBHIATOLSRTIEARL,
DEMBEICESFTHAODROEERICEEAOMRETARLEELGRERFLELA->TWS
CEFBALHTHLN, MEBOBME, BERBE VWS -ES5MOKRELTHITLESE
CHEVT, £YS<OMBEREABDHONDE NS S &ML, BIIERROMRD
ETETTREEL., 25E0RFAORMEOHEICES LTSI LEERELT
W3, ARBERERIMEBREZ TO—LRECENT, RELAHZHNIZERID
TRERELTHARLTWSZENTERINTE Y MEITH T2 RECHIKES.
REROAELLEZELTVIEEZDATNS, — RIS, EHRIZEVLTIE. W
RAEEEE S h-NERES S S h 2 MEhOBL DY —H—%RET 5 C
CiIckYHERSHh, MEWFBEDLERIINEHEEEETZXRTHIEL LTLLFA
EhTwa, |

ABEIZE VT, PAF B - CAF HICHUL\THE WF BENEEICSETSH-
f=C &k, DEHEES TIEIBEICHRTIYETLE-ARBEEZEZEL. 5
MR EICHDZ EATREEIND, CNETOHRETEH, DEHEEIODRMRR
BRICDRBEIZE TS WE ORBFEDTTELNBEBR L TLS I ENREIA TS 2 &K
MIZHE T, ADANTSI3 [CK > TWF DEERDA L YNSHEFICHEShSZ LIS
LU, MFEHD WF OFEIMETT S, — RIS, BLDIFEET T WF & ADANTS13
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DEEITEDOIEREERIAFET 5 EAMHMESATHE Y®*, £ DOHEEEGRIIEREKL
[CEELREENHD. MW EEIBETH LI EPMBBROEREFTHD
S EMD, WF OEIEEERTH D ADANTSI3 AAEDEBBERTEETHS LIZ. B
ISIRTRO YRS EHAEESHT LIhBEER DS, Bifl. Bongers Bk,
RIEE 56 L1 8% CIENREE & L_MBHD WF OHEE L ERAEEICH
fETHY. ADANTSI3 EMITIEMEMER (B P EEEEAL) THRZ EERLE
?, EBIT, FHARIXIBEIZ VWF/ADAMTS13 LE AL FIEER ORI G MRS X
Y RREOFARTE LTEATHICLERELES, ChHOT &E, migs
D VWF & ADANTS13 E D/NT U RAA MR RICEE LRI ZR- LTS AR ET
295, Thpzx, BEARESHE L TLEHEESICEH TS0 RNIMZIZ ADAMTST3
AEER L TWD EER - ARRGDLERSESIZE 1+ SHIMEE ADANTS13 JRE Z4R 5
Li=#1HTHHMETH Y . EERIZMIE ADANTS13 BEIHBHICLRTHEEICEET
$ot. MZT. VWF/ADANTSIS HIE CTL B - PAF BICILS, CAF BICHLCHEIS
BlETH 1. |

DEMENC S L TMEE ADANTS13 RENMET IS EMAMGHFICOVTIEE
PTIEAC, &Ko THAIL, M35 ADANTS13 BEMEETH S Z LA MIE WFEED
ERICEAZDOM. B L < [T WF if‘—";waJ:?}l:J: Y HE I SE ADANTS13 BE
NELTLH5ONMDODNWTIE, HBFTEHIZELMTEHEL, CAETOHRSETIE, [
3% ADAWTS13 SEREAS Inter leukin-6 =& YMIHIZ N B C EMRERTHYS, T
EfE-s L TIE Inter leukin-6 ZEUREET—H—BLEELTWAZ ELHE
ShTUB“%, ARRCENTHMIEHBE CRP (3 CAF HCHEICBETH ST,
&2 T, LEMBICK > THIERI SN REA ADAMTIS FMZETSHE, 20L&
HPELGLmMBW BEEOLERICEAE L TWAARMENABR ST,

& (SR TIL, M3E VWF SREES & UF VWF/ADAMTS13 ELIE LAD & OORIICIX
EBLEOEBEBEEERD, LA flow velocity & ORIZIZARELSOREEE
BHONDEARENT, COZER, ChETORELRAKIC, KYVETY
VI DEFTLEDEY, KYEFROI NS EELETCIREmERRRECHL L
EXRHLTINDSS, | |
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AR T, Hul/MREZR OCHRERE X MEE W &5 & U ADANTS13 DRE
HEETEZRGEM oz, CNETOHRETEH. Matsumoto DANIERLEM CHRETL
EHMRICBWNT, FREYVEFIRED VI DEYEETHME WF F&LU
ADANTS13 BENHEREEIEH T, Li oMEEOEMBEFNTHRELELOT
F.T—7U2ICEHHBEEBETHNRE W BEORLIRD S hizh 1%,
J—2J7 ) Ik BHEEEED ADANTS13 BEICEZ ZEEICDWVTOHREILFH
ERERTVLELA, AFRICENTT—T7 U VARESHTOSEHTO
PT-INR {# & i3 ADAMTS13 2fE & DIEBEIBIR R L1=A5. MFIcHELIEEERK
FRDGEM -z, CDELSIZ, fﬁﬂ*}f;#ﬁﬂﬂd%ﬁ#ﬁiﬁ\bﬁ?ﬁlﬂﬁiﬁﬁmﬁ WF £ &
U ADANTS13 REICHEEZEZAAVENS T LK. BETAE, Mg W & U
ADAMTS13 REXDEMEBIOMIEMRIZET 5847 v TR M —LABEDIEE
ERYBITAHEMERELTNSEEZRELTILS,
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9. ¥

AHREIZEVTIE, DEMHBGERIZH 1T 5 M WF &5 & T ADANTS13 JBED
BRICDWTHREET o=, (DEMBIESITIERBRICLA, SR RIER %R
T HIEETHSH WE/ADANTS13 LEAFRIZEEZTR L. ENFDEDUVETIY VTP
ELEQENEBELRARNSH L LB, SO EKY, DEMBESICK
ZLEYETYUSICEELT, M3 WF & ADAMTSI3 BED T V35 Y RAME L,
ZOEMNDAMBHRISEEL TS S LTRSS,
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