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[ B Y] BHENENREAZAE 1263 2 Wingspanla 5l O R HIpAE 2 Gt L7z, [J571£] Wingspan
EERE L, 1VEULEORBEIZRLY U1 2ERI13RZAL CRIINAOHE, mEREICED 7 ru—
LM ZER I DA EIZOWTIRET L7z, [FER] BrEof. Fn51-84 7k CEEI6TRR) . H oK)
AR3GY, PNSHEWARSHIORZ, MEFEIRIGI. FTRTmRS:0, 1. B4 & PR AL & AREEaRs 25, )ia pAgE
3, BRI 6 WA, BFITHEITAME). itk LFI—m PR M 2580 7. INAEEkR
Z23R1%79. 7+9. 3% (mean+SD) T, fIE#121%20.8+9.6% (p<0.001) [ZthFEL=. 3-64 HIZ
IXTIRE CIRAEIN ST LT — R Th o 72 (1451427, 318, 4% vs TRIERT p<0. 001). 144D
AT FNESRZEIXIBITH o 7. 20, 413, T4 H OBIEIAR P IS ZE D HIE 2 380 72
>7=. [FE#] Wingspan®H@BHTIT L 2ITHEIT TX, VHEHRO AT > NINFERAS R TR0
72 R ZE TR NH 2 SR IT R A Ch o 72,

e Abstract

Objective: We examined the long-term incidence of in-stent restenosis(ISR) on angiographic follow-up
and ipsilateral ischemic event after Wingspan stenting for intracranial arterial stenosis.

Methods: Between July 2014 and September 2015, patients who underwent Wingspan treatment at our
institution and has been followed for more than 1 year were retrospectively analyzed.

Results: 13 lesions of 12 patients (average age, 67.1 years; 9 men) were enrolled. Lesions treated
involved the 9 internal carotid , 3 middle cerebral , 1 vertebral arteries. Wingspan was successfully
placed in all 13 lesions. Mean£SD pretreatment stenosis was 79.7+9.3%, improving to 20.8+9.6% after
stent placement(p<0.001). There was one temporal periprocedural neurological complication, and no
ischemic stroke (mean follow-up 20.4 months). At 3-6 months, aggravation of stenosis rate was occurred
in 7 patients, but in all, improved at one year later, that resulted one ISR lesion (8.3%). Conclusion:
One-year clinical and angiographic outcomes of Wingspan stenting are promising for intracranial

atherosclerotic disease.

Key Words : Intracranial atherosclerotic disease, PTA / Angioplasty, Wingspan stent, In-stent restenosis
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(=1

7T v — AMEUIEIC X DAEGEEBRENENREAS I, B OES L NEHER T W T b iMas
I ERDN2~15%/4F &\ < 1-3) , RIEITIRIFIRGIE CTh 5 B2 A 1Tk 2 A8 NTEHRIE,
M 2GR A BT A 2016 4) (2B W TR RZERIRILA 2y (7L — RCL) & S5,
—EDOIEFN DWW TIIBABENENRAZ OUGEZ B & U CREZMIIMAEJLIENT (percutaneous
transluminal angioplasty : PTA) 23T SV C&7=. LML, elastic recoil CFFFAEDD
BT B0, »)—AEER A5 o N T&h b coronary stentdoff-label T X411 T
T, U 7 ML BHENICHFET D ICIIMETH - 2. BilREE(LEH OBEENENRA 7
v hTHAWingspan AT > AT A (Stryker, Kalamazoo, MI, USA) 1% B CIEER CHIHD
BRI X BAF CTH o725, 6) 13, F D% DOSAMPRISERER2, 3) I\ TIE, Bk 72 U 2 7 &8 %
T Tl BORNFHRRREICLANTAT » FRBEHICHERICEHENZh-oT 2 L2 5FE R, K
HC DM IPTAR I A U 7 i & R BEC 2 PAZEIZ X9~ D rescue stenting & PTATR D FFFRAEIC
TRE ZIT), 20144ET A DB TRIRE & 72 o 72, AlBl, F 4 iZWingspan A7~ M EEEINOERIRY
IR INE & et E G LTz,

(x5 & J5ik]

@ T GUE

XGT20144E7 H 2 52016410 H £ TORNZ, HF} TWingspan A 7 > M EM 2 i1 T L 7238 ie
IEFIIAIRZED 5 6, BIEHIM D 1HE 2800 L 7o 120EF13R A 2 x5 & L.
OPTAN VAT > N D)k

UENCR T 27 T v — AR NE RO AE 0§ HPTAD SEARTTEHILL T D & B0 TH
%. Warfarin-Aspirin Symptomatic Intracranial Disease (WASID{E) 70%LL EDORRZEIZE U
T, DNEHAEICEDI L CORMERZ 252560, H 250 E2) 2I-IMP single photon emission
computed tomography (SPECT) & &2 T, BREAZIEZE A BRI D £ Ff P I 37t #5273 34m1/100g/min
LU, 7»Dacetazolamide &I & 2 AT ER TIREEN+10%LL T (W ioip Dmisery perfusion
72\ Lhemodynamic compromise) ODRERIS) T 5. WingspanDiEhialE, AFU%3IFE (AR
fizerp sy BRI B, B AR M E NIEEFSS) IS X 2BEBENEIRAT & (B
WREEALIE ) 8 EAE ST IR Y PTATA U7 & fREfkE 72 U AAERAZE - OB RAZEICKT 35
rescue stenting & LIZH RN ZRTEHEIED 720 &Il S HPTAR DFFFRZE T, 1RIFEZ Y L2
AR EE & Do b & ThdT L7-.
@Vingspan&HEMTO7a ~a—L
I B SRR X e 72 i A S HAIBERE 2 495, Allura Xper FD 20 (Philips Medical Systems,
The Netherlands), 20154512H Lif#idAllura Clarity FD20/15 BiplaneZ{fH Li=. 77w —
FIIKRBREVIRIRER CTdo 223, REER]CId EBashIREE B 2R BHBINR O EH 22l IE A IR L, ACT
DMTRT & D 2-3fFICHE R U7- B ChafT L7z, WingspanA&GBLAREDPTAIX, AT > F OFHE - R
WD ENE AR 5 7=, SHUTTLE 6Fr (Cook Medical, Bloomington, IN, USA) 72y LI%CELLO
9Fr (Fuji Systems Corporation, Tokyo, Japan) . & ASAHI FUBUKI 6Fr ( ASAHI INTEC, Aichi)
Dcoaxial systemZ U 7=, Excelsior SL-10 (Striker, Kalamazoo, MI, USA) & ASAHI CHIKAI



O -1 Ok Wb

10

12
13
14
15
16
17
18
19
20
21
22
23
24
25
26
27
28
29
30
31
32
33
34
35
36
37
38

0.014” ( ASAHT INTEC, Aichi) TIRAHSZ @i L7-tk, ~A 7 a7 —7 V&2 TE L1 @M E
THHE L C300ecmH A RUA ¥ —IZRZH LY AR — s HZ2@Ediz. Gateway PTAVN)VL—2 BT —T
JU (Stryker, Kalamazoo, MI, USA) %, 1IE®W MEEDS0%LL T THEOERE % D /3—F 54
A X5,9) T, WEHE D> VIMEL, BENEINRTIZ6 XELL T & L7z, rescuex #9535
BltGateway ik E LA RUA ¥ —IZihE TWingspanZ & L7-. A AT ET 5 EFIN
BREDO0. 3-0. 9mm A —3—T, L bIRAF s O 1L 2 2 Fh3mbl kAl —3 5 ¢ d5)
ZER U7, RIGEET Lenwz E&2JRAIE L.

T TSR A S DOFUIL ARG STV, 1RO THLL ER2Haspirin 100mgds &
Wclopidogrel 75mg® 2 FHIGFHHEEE (dual antiplatelet therapy;DAPT) & L, T&¥E1%6 4 A [k
fE L7c%%, clopidogrel DHLAIE L7z, F7-, PrlkEIRIEFCcilostazol NARF O BFIE, 17IF
%1y HRENZZ OO L, 1RE% 485 Xargatroban (60mg/24K5H) DR s EHEETT -
7o U/ A O 2K B E AR ZAT 22 o 72 v o 7. A THMPN R 35 BN B o0 (R BE ARt £ =
Z VT EIT, BRI - JEERAEELO - D AIRE/R R 0 2 I L L7203, INAEER TIRAE(C
T D72\ W R NIRRT R PR EE & 7T & L7z
@itk 22

it A8HERI LAPNICMRT HEE R ®if% (Diffusion weighted image :DWI) CMAHEZED A 4 % e
U=, &3 s A, 64 H, VFERZRICHRFRIFHE & CTZ20 LMRT & RIREZR R ¥ M S 217 -
72. AT v FINERZE (In-stent restenosis : ISR) 1%, EfIMEFE L Y WASIDIE TH0%LL o
a2 B, OfTE % & il L T20%0L Edluminal lossZ @@ 5 D L EF10) L7z, ISR
DIEZE TR ITImodified Mehransy$11, 12) 2 W TR L 7-.

@1l H

RERT A ANIRAME T, FHEE L, FIREIRGE « B8, 2T, iRE. ETHILpE
FAE TR IS SRS O IMA FE PRI 3R, MeZE RO b & FARZER AR, ADL, ThD. {RIEDRIH
K O¥ollow up \ZBIT AFEZEZE, paired Student’ s t—test ZWTEeEE L, P230.05LLF
TR R B L HE LT, ADLOFEIC 1Zmodified Rankin Scale (mRS) & fHu 7=,

(5 R]

Table 1,2l RDOE LOZRT.
@ HFEHER

MU D84, P67, k. FHIEIBI, LetEsfl. BIEIMIE12-25 A D220, 4%3. 7
7 H (mean®SD) Th o7z, PRAFALIL, FRMKEIR M1) 341, BHZENNEEBNIRSHIHZ (9
HIEEENC22320[ %), HEFEIR (V4) 1 TH -7z,

AfCEmTE, HERE, BEREFIEOWTNNER L TCEEMRFET T, HaR o011
B (92%) To o7, Wingspanz B & L /oW A TBLSMTEASEER 36 K QAN A8 [ PRSI 25 &
AL, BEmERE 2 L2 b 00861 (67% HY, 5 H3FIIFHBMNRAT > bbb D \VIXFHAEN A
7 b (coronary stent) MNEfT STz, Case 41, IMATENREE[LOZGFRIZINEECTH - 7=
25, SHAIVAZSPAZE L TV 5 72 EBHOMIC I 1T 2B ML U R 7 23 E b 0 L S 4T ot &
ol LEOEREDOE &, Wingspan!BERTOmRSIE, 028 74, 123654 Tdh - 7=.
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WingspanD R EHLH 1L, AREEARZ, ULEPAZESHNA C, PTAREIRROIRNA Th o7z, ME—,
T0%LA T ThEfT L 7zcasel2l, 14 H ORI THAEFED319. 0%7> 558, 0% HEST L7272 D™ E L
7o, @JETH AR

B TAT U FPREEICKI L. SRR ITIRBEAT 79.729.3% 70 b 15K B %
20.8%9. 6% (t—HRE p<0. 001 ) ICHEIZekE Lz (Fig. 1) . HfM: M OV et s f i o fix i
EEOGHEZRBD 2D > T, Itk DV TRMEHIHENEEE S5 5 6] (42%) ITRD b,
27T 3mm BRLL T D spotty REEFILT, 256 4 HIl% 13 Fpr CHIER Cho7-. @mE N
10 EPTICERO B 1 B ( case 5) 1X, EEZRNETHE LEIEZ BN LZIER T, &0F
L CW= R O SEER N FREN IR A2/ 212 LT filter protection FIZ 2 @ Carotid
Wallstent (Boston Scientific, Natick, MA, USA)BEE &9 B T4 IR T - 727238
Y A7 @b bR E ol AFREOMBIEREEZ 2 LR BICIEE L. IFFTo
SPECT C hemodynamic compromise & ZZWr I 7= 6 Bl Cl, BEEEEZD D MNEEZAIFE OB H
BRI IWFETEERE 2 5RO e o oL BTz e iR 3N o 72 b D172 < IBPERED mRS
TR & FRkCTh - 72
@ = Ik

116 CHE &6 H LI clopidogrel A & 72 V), ISRZ 2 L7= 1 ] (case 11) I 144% & TDAPT
e L7o. 3420, 43, 77 A OB CHIEZECTIAZ R Lo b Old7e <, mRSHE(L L
b DI Tz, BT RO B b B GEMEO 2Rl /e & QN R R AR ZE 13 7 o 7o & HIlr &
ni-.

@74 (Fig. 1)

MAEREIE, SR DES SN (case 2) W -11HI120828 CTHifT <41, 34+ A6
2, 67 H100HZ (37 H L6 HDOWT B HfT6WE) , MFI2RAETH 7.
BAERIIAT v FEAZITEHART3 7 1 (33.6+121. 7%, p=0.20), 64 A% (31.4+19. 6%, p=0.15)
WEVWMERRA AL, (WTFRLbAEZERL) . A7 ME£ZR XD $3-60 H THRAENETL
HOITIRE (7/1164%) H o208, 1THEBIITIINSG TR TORE TIHRERIIET L
7o, FETANER LD VERZISHT TAERLIE U720 M655A (6/12 50.0%) TR Lz, W»
THNORFTH AT NEEF & Wi L CTHRBRZEEZ Ffo TIERBHER ST\ 37 A
p<0.004, 64 H + 14F : p<0.001) . 34 HEFEOISRA2HZ1T% (Case 1 (Fig.2) , Case 11)
ISR LTz, FRAER (JREFRE) 1XFNF51% (IB: focal body) , 65% ( II:diffuse
intrastent) T, 64 H TWALH AT, T THEEDNFEO b2, 1HFEZ TIENTH3
r AREL D NEEIIGE L TR Y, 1HERICBITHISRIE 1HE (8.3%, 11:diffuse intrastent)
WA Lz, 512, HERTIEAT v MEZ XD MENERILE L T2 O065RZE (6/12
50%) Tads biiz (Fig. 3,Fig.4) .

[B%]
SHENELH AT > b T DWingspanit M4 417> & Y IEHIHPTME O & B 72 A 25 N Bh R AL 14
PRASIFIZ D3I C, BCK I B A 72 S S S S AU725, 6) . JRAZZR 1174, 9%)> 531, 9% Zck#E L,
MR ZE 0 « FE T VX% 30 H CT4. 5%, 6 7 A T9. 7% & il & 5) , ARF iR HE eI 5 coronary
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stentfilf HEERGREL3) (12.9%) ITEERTREIFTH 7=, ZiuIWingspanD E Vv trackabilityll X
DEPHEY A7 BRSO LRSI, A THRVWRANEIE I T,

L L7252 D%, WingspanDiGHEK %z H g L7z & &35 SAMMPRISFRER2, 3) 23 Ttz
23, B & IZIZPTA and Stenting (PTAS) DA FITEIXEE SN D FER L 72 o7z, VEMORMAEH
FIHCOEESVPTASEE CTHRICZ L, ZOEFEICEAMMOGESE (WRHEES. 7% , PTAS
B14.7%) XD bDTho7z. LaL, REBRIINEZEDREE DI ME 3 MR & 12893/4 &
% <, FIERFOFLI/ A O IR 65%LL e £, SEYNERIRFIEDN LI & Shie o 7o 8N
R E K& B> TV, EIENBPTASE TO HENFEHTH & 2 E TORBRS, 6)
EHEARTEESL - THEBITH D, FIEN ST HLUNIZHEAT L 72 PTASEE O AR 235 1 2 VRS R & 7
S7214) . LTV Z ZOFRBRD A X7 MIKRE L, KETIEIWingspan & %2, WEHER FIZTIA
o E WM A CRAE L 7270%0L EOBRZRIZx L, FIETH BUBRIIRFEEZ1TH &5
BE15) S STz, ARFTIE, PTAGFTRRCAE U7 ek, SrkPAZECULAMZEICRT 5
rescue stenting & MIZTEPRIED 22\ PTAR O FEWRICIRE ST a GRS &, & BIZIRIR
ZHY LR WEEPE & OB RIS T B D L0 D gk 2 R E15) T20144E7 A L 0 iif T3 4h
F o 72, SAMMPRISLARE, AFMTOMEIS TIZH T 52 EMRENREEZ®RETHIRERIIRETNVEEZ
5.

PTAS D ZE kL SRR D 1 MM A 0HE & LT, PTAIC L W BkHE L7= 7T — 7 23 U 7= 2kt % B
FETDHZ LR, stent strut EEMRAVICEAZET 2 Z E MBI TV DAY, FESEAR[EIREEIT A2V D
DHIRTH D, ZOT ORI TILZEEFL DG TMCA & BAOTEHAAIE1336. 6%13) T, Frx DIHE

(23.1%) &[RRI D72 <TRRICIEE 2 A HELE S D, & 2T AN, SAMPRISEERS) Tix, %
NE TOHE2, 5, 16) LERFIR & 1% - TMCA, BAZY63. 0% %< & iz 2 SIZMBET, fERAI
JETHEINCEEF L= EPHED 9 Bix b 2 WIRIKN SN ZdA PAZE & 72 5 7217) . Wingspanicoronary
stentiZH_XTstrut NN E WS BRIER H D03, T 6 BRIk L CIdRiE % R
7~ ECOEBEREENSZHROOINDL Z LITEDY I/, MCAD3FIZSPECT ) H WL
hemodynamic compromise & B2 SIVIZREWI TH o 7275, FHEBNIRAEMEHRZDHREOFH T,
hemodynamic compromise% S92 1%, FWIRFIMEN L <, 2P HIEERIT30%/FIZHH-5
EENI8), PTAORWHEIG EEZBND. SBHIIREET 7 — 7 O REERHEAIN R A RIER
T THHIRMINIIA TV NEEZRET 5 2 & HSAMPRISOZEGEN & L7 < Tidde H7200.
ISRIZBE3 2 13k DAL T1d24~35%278 H1729-10, 19-20) & SN D0, 2 b D% < 1314
HIM B8 H AT, Lonw2-3p HDLORD RN T EENTNSH19-20). AlE], HFEHET
OREFEFFHE CIX, A7 > MEFZ I D ©3-61 H CTHRAENHEIT LI b DIXTHRZE (7/11 64%) &
STEN—HHT, 1EZIIFHAICAEEZIT RV OO (3Mvs 1Y:p=0. 080, 6M vs 1Y:p=0. 085)
INHDOTRETHRAERIME T L, FMTEE X0 VFEZICOT TREDSLIE L7 02365/ A

(6/1250.0%) TRDHOLNTZ. EORER, 3-64 ARFRTURAE ThH o7 ISRIE, HFZITIZIRE

(8.3%) ZHiA L7-. HEINRIC KT D Bare metal stentf% DWIFEEICEI LTI, 3» H TAT
v R AR OHSE L 7= NI CE D ERT D3, 64 A O TRIBED 70 WFEE D
WIRHESE X2 O Of%E TIRAE T2 2 & 03521 ST 2. BEENEIR TldWingspan & [ U
FTAF =NV T o NREBEBRDO AT o FIRAED A 12T HIRIZBHE L 7o #i522) 238 5 73,
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AEDOFE R HIE, FHBENBIARICIB VT HISRO K E RJFE TH 5 NEILE23-6 7 A LIFEIZIE
LEAL LE D% BIREIR U7 aTREME DV RIE S, 1% &0 9 SR TR & 2> D B I 70
ISRZZWrd 5 ECRYRIFHI E B DD, Fox FERICHERMNZ L72Yub23) 1%, kD
HCISRANG. T% T, 48%TAT ¥ MNEA LV NENILIE L7 LIk R T Y, SRIOFERZ SR
HZHDTH-T=. £72, FHEIXEES O A TINCA L BADEIA 7366. 6% & fii 6D TEd-> 7273, 3
% A DDAPT & % D% DaspirinHif] T, B HILIED & 144 £ THBZEITERO 2o To b L,
Wang24) & HMCA168f1 D230 4 H D& W2 TIRUAIMMIEZE 134, 8% DRSS & i LT o,
Fex 1365 HRIZDAPT & L7223, 3220, 4 4 A OFR% B4 T 2E3s L OV o JEE B ikt
EEROT, ZEEEAE L S DB COMMEZED FIREMHEIIMD TIRWEB 2 HD.

ISROBFEIZ AT > FINDJRFTHI 7B %2 03 %< 19, 23), U A7 13665 LL T, A fEER (Rl

EER) R, BEPRIFEE L iE25) STV S, AEIFER TISRE RO T-ME—HI L, 51k, W
FENIRC1-2, FEIRIEOFEIEROMEIC—HT DD Tho7h, &0 biFiRFEED 1 FIX
HbAlc:8%Riife & 2> h— L RETHBE L TW=Z b, SBRDHISRY AT L 7go - aTREMEA
H5D.

AWFFEORIERIE, B —Higx TO®% GRS T, D2RWEFECCHSGH R 22t 125 +53
TRWARBEMERH L Z L THhD. —FHT, R—ERBECBNTEEBIRA T > hCHERE LT
FHZENENRRAZIE R & O M CHERFI A 22 S =72 51, WingspanDEFRIFHEA & 5 12
WZixolebDEEZ L.

[FEE] A COMBIGHEAED B & TWingspanB B O WL NEMBGEILIRGF TH-T-. 3-6
7HTXT/kW&@#EﬁLtﬂ,*%%TE%L%%LK.

[F 254 S B R

IR R OB H 2B AR T R EREH T A0,
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Table 1. Patients’ characteristics (D

Table 2. Patients’ characteristics @

Fig. 1

Changes in the percentage of diameter stenosis on the angiograms obtained before
(pre-Wingspan) and immediately after (post-Wingspan) treatment and at the 3-month, 6
month, and 1 year follow—up. There is significant reduction of the stenosis rate between

the pre—CAS and immediate post—CAS angiograms (P<0.001, paired Student’ s t— test).

Fig. 2 Case 1.

A: Aflair image MR showing hyper—intensity lesions on the bilateral fronto—parietal deep
white matter.

B: MRA showing bilateral M1 stenosis

C: CBF study reveal hemodynamic compromise on left MCA area.

D: Digital subtraction angiography showing 82.5% stenosis on left MCA:MI at presenting
baseline.

E: Angiogram immediately post-stenting showing favorable dilatation (residual stenosis
of 13.0%)

F: residual focal stenosis of 51.3% that is classified into ISR at 3 months

G: residual focal stenosis of 53.8% at 6 months showing no exacerbation.

H: 1 year improvement of residual stenosis (44.3%) showing out of ISR classification.
I: 3 month CBF reveal no hemodynamic compromise.

The ends of the stent are indicated by arrowheads

Fig. 3 Case 3.
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A:
B:

A flair image MR showing hyper—intensity lesions on the right prefrontal lobe.

CBF study reveals stage II hemodynamic ischemia on right MCA area

C: Digital subtraction angiography showing 80. 0% stenosis on right MCA:MIl at presenting

baseline.

D: Angiogram immediately post—stenting showing favorable dilatation (residual stenosis

of 5.0%)

E:

F
G:
H

residual stenosis of 11.1% at 3 months.

: residual stenosis of 3.3% at 6 months showing farther improvement

There is no residual stenosis , indicating luminal gain 1 year after stenting.

: 3 month CBF study reveal no hemodynamic compromise

Fig. 4 Case 9.

A:
B:

Angiogram after initial PTA for symptomatic left Ml severe stenosis

13 months follow up angiogram showing severe restenosis than the prePTA baseline

C: Angiogram immediately post—stenting showing favorable dilatation(residual stenosis

of 34.8%)

D:
E:

residual stenosis of 30.0% at 6 months

there is no exacerbation at 1 year.



Table 1. Patients' characteristics 1

Medical
Background

Qualifying Event (QE)
SPECT

Past History

Timing QE | mRS | Anesthesia

to procedure
/PTA to STENT

z
o

Interventional
procedure

1 DM Minor stroke Minor stroke General
Hemodynamic compromise

2 84 /M HT,ASO TIA Minor stroke 2 mo 1 |Local
Hemodynamic compromise

3 55/ M HT,DM TIA 4 mo 0 |General
Hemodynamic compromise

4 62/ M HT,HL MR TIA Asymptomatic X 1 |General

5 71/ M HT,HL Minor stroke Hemodynamic compromise 1 |General

R CAS

6 64/ M HT,DM,HL TIA TIA 1 mo 0 |Local
Hemodynamic compromise

7 69/ M HT.DM Minor stroke TIA 1 |Local

8 mo

8 68/ M HT, HL TIA 3 mo 0 |Local

9 79/ F DM, HL Minor stroke 13 mo 0 |General
Hemodynamic compromise

10 64/ M HT, HL Minor stroke Minor stroke 20 mo 0 |Local

R CAS, R IC supraclinoid stent
11 51/ F HT, DM Minor stroke 18 mo 0 |General
12 65/ F DM,HL Minor stroke Minor stroke 1 mo 1 |General
B&EEDEHER

HT:Hypertension
HL:Hyperlipidosis

MR:Mitral vulve regurgitation
DM:Diabetes mellitus

X Preoperative preparation for mitral valve replacement




Table 2. Patients' characteristics 2

Lesion
Location / Length

Lesion Characteristics

Wingspan
indication

Wingspan |DWI (< 72 hour)

Size(mm)

high signal

Percentage stenosis (WASID %)

mRS
(month)

Lt M1/7.1mm Tubular and moderately eccentric |Dissection (=) 85.9 13.0 51.3 53.8 44.3 ( 250m0 )

Lt IC C4-5/5.6mm Tubular and moderately eccentric |Dissection 4.5%x15 3 spots 1

> . 73.7 15.6

post dilatation (25 mo)

Rt M1/6.1lmm Tubular and extremely eccentric Impending 2.5%15 2 spots 80.0 5.0 1.1 3.3 0.0 0
i . occlusmp (23 mo)

Lt VA(V4) / 12.0mm |Diffuse and moderately eccentric Impen.dlng 4.0%20 (=) 90.3 18.7 20.8 1
. occlusion (23 mo)

Lt IC C3-4/13.3mm [|Tubular and moderately eccentric [Dissection 4.5%20 10 gpots_ 76.9 14.0 16.4 10.8 1
: . ' post dilatation (23 mo)
Lt IC C4/9.1mm Tubular and moderately eccentric |Dissection 4.5x15 (—) 89.4 33.5 21.6 31 79 ( 210mO )

Rt IC C2/7.0mm Tubular and concentric Acute occlusion| 3.0x15 (=) 80.9 37.5 34.4 18.0 1
RtIC C4/8.1mm Tubular and moderately eccentric |Retreatment 4.0x20 73.4 16.7 41.3 40.0 | (20 mo)
Lt IC C4-5/12.0mm |Diffuse and moderately eccentric|Retreatment 4.5%20 (—) 8.7 20.9 36.8 39.1 33.6 ( 190mO )
Lt M1/ 6.6mm Tubular and extremely eccentric |Retreatment 3.56%15 (—) 94 4 348 30.0 30.0 ( 180mo )
RtICC5/12.1mm Diffuse and moderately eccentric|Retreatment 3.5%20 (—) 779 13.9 39.9 39.9 ( 180mO )
Rt IC C2/5.9mm Tubular and concentric Retreatment 3.0%20 1 spot 75.8 99.3 65.8 69,9 65.9 ( 180mo )
Lt IC C5/12.6mm Diffuse and moderately eccentric|Retreatment 3.0x20 1 spot 579 941 151 181 175 ( 121mO )

average 79.7 20.8 33.6 31.4 27.3
standard deviation| 9.3 9.6 21.7 19.6 18.4
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Fig.2 : Case 1



Fig.3 : Case 3 |



Fig.4 : Case 9
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