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Applications of IVUS in Modern PCI Procedure
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[ Abstract] Intravascular ultrasound (IVUS)

intervention (PCI) procedure. It has higher resolution and repeatability, and more importantly,

is a commonly used technology in percutaneous coronary

it can make the

vascular structure visiable which shows the plaque morphology and component, compared with traditional coronary

angiography. Most researches indicated that IVUS can help doctors find out the optimized stent size, stent

malapposition, stent disexpansion, and procedure complication, thus reduce the incidence of restenosis and stent

thrombosis. IVUS has been widely applied in research about the predictors of PCI complication, these results benefit

us to make better decision on PCI procedure. In this article, we reviewed the studies based on IVUS technology

during the last 10 years and summrized according to restenosiss and stent thrombosis with BMS (bare metal stent)

and DES  (drug eluting stent)
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1M N#EA  (intravascular ultrasound, IVUS)
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BRI R I A 100 DL B H A8 I R Ak RS R4
Tl P2 R AR T U J L. AR T X Se oY
PR EL DN, AR RN T TVUS /] LAY/ it
WM S mH, Z90R 4L (drug eluting
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1 IVUS AR BN NARSET HISE
I8

KRN, FEEMEEIKCEAER TR
AR, A 70% ~ 80% A2 i T E A, M
B AR BE SR | AR S . TVUS
R AR R A AR AR R, T H 2 HA
KNGFA% . WL AENE S5 2 A BEH A RE 2P, 1
EHIETEER (MEY 5K, 5 7 eEm e,
TEE NS AR 5% . AR, HR IR E
. IVUS ZE R HE A i T ki 2 (100 ~ 200
pm vs 150 ~ 250 pwm ) , B YER, N [FEDEELE
SRR 2E S0, AT IR AT SR b A R TR
BEPAAfr SR AR, W A8 PR BT B E AR, X
S 4 5 e K Il U 6 A 3 £X (fractional flow
reservation, FFR) HATRMRAGFHOCH:, 48 FE AUk
7 >70% F f5e /D 45 1 B A L (minimum lumen
cross—section area, MLA) <4.0 mm® 55 FFR <0.75
BYIACE, Rk, R 25— E R B Bn]
DU B A2 A, X AR ATE R R S (/S
FTRAE . 43 SRR AT TR B AT R 2 .
IEAETE Kang S5 R BEEH 82, MLA<2.4 mm® 5
FFR < 80% A WA BAHICHE,  IeHbrfE s AT ko —
R4 WAL B BE . Ak, FE—TXT TAXUS
IV, V. VHAER 8 IVUS s3Fr g i, 228K )5 9
AH TP MLA <4.0 mm®  (BMS) , <4.2 mm?
(PES) & 3 a JLHEHG AR M4 H & (target lesion
revascularization, TLR) [ &fE FU 8 45®, b bl
Vi PSSR N PP A A BRARARE 1y ).

1.1 MA IVUS B BMS BERERMTAR

BRAE SKRAT FEREAE AL 107 ) Co P
BRI EERG A  HE HE AR FER R, M8
FEREAE JLF-JC— M3 SN I P el o 5 A= g I SR
SR AN 4 T BO R B AR D, S FiUR
BMS AJ5 FpeE fEZ e hR0. Rtk, A IVUS
T8 S E AR BRIl D R SR ik A 4 5 R Y
PR AR Z I R 581 H .

B, Albieto 25" 1997 4E/0 A 1 — 10 [a] il
PERT I BRBETE, AT T 173 6] TVUS $5 509
Palmaz—-Schatz SC AL E AR 173 15 WLE Ik i 7%
551 Palmaz—Schatz Y 2R E AR B FE, TVUS 415
B AT T 22859758 (post—stent dilation) .
GEREI, NeER ORIGENZ) 2w OR
J5 64 H), IVUS A fs/NVE R B (minimum
lumen diameter, MLD) ¥J KRFafkiEd. 5

IVUS 4 i #5878 R Tk bk i s 4 (9.2% vs
22.3%, P =0.04), RMFAHEEBKL, "hHE
Sl RAUBREEA 5. (HIGIA B AL S e p e
BRAESR (27%vs237%, P =10) . REX
SURANEREALAIENERF 5T, (H2h TVUS /b7 48
PR AR TS —FUuEHE, TVUS B T RE Sl
AR ATRTT AW, HE TS M R J A

CRUISE #F5¢M (i AL IVUS BE 75 52 i =2
mprak) B—AATEErE . 2 R BT IRBESY,
Ak 499 5] H F . IVUS 4H AR J B %] MLD F1
MLA ¥ Pk dl, XTSRS T 9 1A
JE B4 B H# R (target vessel revascularization,
TVR) FIFEAE (8.5% vs 15.3%, P<0.05), {HFZ
FET- . DA RS A2 (BET-LOBE/TVR) BA STt
225 5. CRUISEBFEHRCHE & (1 FHIVUS AT LAk
PCI FARZER , Ir R R AR £5 , e TR TG ZE Rl ALY
BRI PRIREE (RCT) #E— 25 E X A 45 5.

OPTICUS & —3i K AIBEALIG AR, 550 i
BAEPLHENLIT A IVUS $5 -3 F5eE k 1t 5248 51 2 48
BARL, 6 MAREERLY, WA LN FHRA
KSR MLD, RAEFFWHTHBZER. 124
AW FEZEASROME F M (major adverse
cardiovascular events, MACE) Fl1F-¥X PCl th o2
S PR ESIAS R S5E, TVUS 8 TR S48 E
ARFEA AL G T G XX A4 N
RIREE I, IVUS TEIG RS2 R B R T .

TULIP i3 ASE T 144 151 56 ik o 25 8 3%
(RZAE >20 mm) , 2% M 5L =3.0mm, MV
A IVUS ARk dl. 6 A~ H a5 %M, 1vus 4l
MLD & F il & &4l [ (1.82 £0.53) mm vs
(1.51 £0.71) mm, P =0.042] ; MACE HL[&f% (
23% vs. 27%, P =0.026) . ZIRKHFIE E NN,
5 R RS AR A (AR IS NI AE) AT LA
M IVUS $8 30350 8 AR 3k 43

IR IR AT B [T 228 TVUS J& 75 RB A AL
FEAIC BMS PR P28, —JrTa 2 I o iR 1Y
WFRARE WA AR, 5—Jr, Yaf
TR KRR E 2 Z W, X R
P o P b A PR AR SCEEVE T, TR T T
IVUS [PREAE . gk, 280817 8R H
IVUS 16 F A i 5296 5 PCI f#a3s, XAl REVE T
IVUS FE/NIAE |« AR AR B bioms 1M 4 45 0 15
AR AIRIT R, (R I R AR 5 5 220,

1.2 IVUS #t5 DES Bk E

DES 5 BMS A H i B B PE 357 F DES nl L]

BB A (In—Stent Restenosis, ISR)
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834 %

KA RN g A I B (target lesion
revascularization, TLR)US' R4, ISR 7%
HIHK, RFEPH TLR ik 10%1. FEF IVUS
£ BMS B AR P FBAER, AR IVUS
FIN P 2] DES B AR T, SZZ8ErEk 254 ] LA
B b 400 P A A TR I S 2R K R 42 iR DES
MRS A1 B E N0, — 51 449 IR (543 R
) EANEINERVEN LA (SES) FHRfY 6
FIBEZE R0, R JE B TVUS W75 (4 55/ 32 428 T
1 (minimum stent area, MSA) Fl1 2K F 2 SES
PR B B 0 [ 7. SRS 48 MSA<S.5 mm?
K > 40 mm, PSR AR BN, 50
i IVUS 85 SES AR J5 A7 g b, 82%11
BRI G 2L <5.0 mm?, 1 % B4
HA 26% (P =0.003) . RLI4558 M0 0T L
Ve 28 (PES) F zotarolimus 7 ZRHBFSE . H
WEX, —afE F AU KIS R B,
PR 12 A B AIK.

WA AN AR T3 DES AN FRAE R
JRRZ —. 7 SIRIUS {5 IVUS SEAL ™, 87 1
167 A ZHAL L. 78 8 N H MBStk
18 AT h ke AE . SR KA G AR I LA
FHEG, WS MAE R R, 5
HIEA/ B Mm% MLA sk, diisy,
TR SE L BN A SEOL G A, WA
IVUS 485 228 8 A0 LUk Sz G i & k.

fH 2011 4F, Kang i@ 11 IVUS X} DES B AR
Je WS HRN FEReE R AENLEIE T RGEF R,
JERZE T OR SR N MLA < 4 mm?, ¥4 ISR 430 )R
kb ZAERIORIE =2, BT N R AR e SOk P R
BRI > R 50%. ZER BN, AT
J& ISR W RZHH], LRI 4 K IR KR
KA ISR T Ir A n] e e N K. FHit,
I AARPE R IVUS F8 9697, RTFEAL ISR KAH
W25 4b.

ANFEI 2GR )2, R Iek ik P RS A= i o o) A
SHAFE. IVUS HEARLEAN AFH A 5T SR & 15
THEKRMEH. Kang S [F4EWXT ZEST i E T T
A A AR, X 162 5] DES B AR5 834 Bl ZIFn
RJG 9 A HEAT IVUS Biitfi, %P ZES Fl PES AU
JEAE R 2L, YR SES SZ 48 A0 P IS 4 5k
B, T H ZES 40 R SRR R DL HOR
[ 2591 SCHEAR G ISR BAR RS AH KA, %iF5
A X

IR L0 S R M AN 5 5 il B 3K Jy 4 R
25 e BE AT, ) PR 8 AV A . 3k

THLPY R e FHOCAFST R, SES BA
AR S ot A R A o SR R R A, T
HUATTZGPEREA S R4 IVUS 2L R X s (5 BA
FIF AR LG Mt REWRZE . %R
Bl 125 DR S IR A B et

IVUS #5519 DES 208 AR 5581 DES ‘&
AARH HERE 75 R 1 MACE, HH KBRS0
JL. TE— 58 (22 F T 8 B A DES [E
PEWFFE ), R & Ik AP AR 7k I R 25 SR
225 H—IRTHEETF SO E R B TVUS 76 & G
AR HIE T A AR RIS RUE 7850 & 5
IVUS YEF, Z4A ARG MSA 75 >5.0mm2. 45 i
N, IVUS 4323895k 6 ) FiBk g AR K T1E 5
FARMA [(164+1.7) Amvs (157 1.5 Atm), P
<0.001]; [(B3.1+1.1) mmvs (33£04) mm, P
<0.001]), HWAARGR/MEKEER (MLD) I
(2.87 £0.24 mm vs 2.94 £0.31 mm, P=NS) . 18
A, TVR Al MACE A Giit225% (6% vs
6%, P=10; 12% vs 11%, P=0.7) . 2011 4,
— I E TR A TR E R EURY. IZBFRA
TE 403 I E A 1 AEE 2 #5248 (crushing f2 T #13Z
) BE, TR ARG 9 A AT IVUS &
. ZEE Y IVUS 4351000 T LUR AN B

MSA: £ Wi B 32 FF E ( ostial left anterior
descending, OsLAD) , 7 [H] BE X (ostial left
circumflex, OsLCX) , 2 L X ( polygon of

confluence, POC) % POC it % 42 £+ (proximal
left main coronary artery, pLM) . HEREN, B
BTN ISR () MSA {EAE RIS Bedr il hy: 5.0
mm?> ( OsLCX) , 6.3 mm?> ( OsLAD) , 7.2 mm®
(POC), 82mm> (pLM) . flbbruE, Z=A—4k
FEAE SCARNE AN 42 0 A8 2H ¢ 2E ISR /LR (2
BT R SH (24.1% vs 54%, P <
0.001), HP4ERIIC MACE EA7R B H LTI 48
JEIRA 2. b, ZRERR, SCREIKA S
S MACE B0 s fi 5 -, st e 0L, fEA T
P A8 SCBRAR S IVUS T el IR TS AR
MACE.
1.3 IVUS %t BMS 3Z ZE (A M i& 2 B AU 52

I IVUS £ 7] fg8/0 PCI (14 55— NI & S
SN AT AL (stent thrombosis, ST) . 7F BMS
AR, Rk ST ORJG 1~30d) MKARN
15% ~20%". B SRS/ MR 254 (B3It
ARFIEER VT IE) 14l FH A0 v AR 8 S 2R B 1 )3
M, E—F A RERTER 0.9%. J355, BMS
ARG ST RZEKET 1D AN, 1A RERDEA



%8

sk A, AF. I R TE A ATRIT R B 163

POST BF5% (AP AR T 18 1 Tt 0 D5 -
H) PLE—AZH sy, BRI S5
B M A E R AR L, TVUS B ST A9MHE. 1 53
KA ST I HERE R, 94%HE E/0H 1 IVUS 5
R, WSCZEIRA S WEERR . WA /i
5725 (inflow/outflow disease) . MEIEZ . M, T
TG H R 32% 886 5. Kk, IVUS [t
M5 R LS ST AR IN. S,
Cheneau SFHRIEPY, 1k Walk ST HY 23 4 EE
i, 78% A IVUS ks A S0 kB, WA I AR
WD (<80%5% MAE HAR) &2 Mt Bl 2
Wi, XLEEHFIT R, BMSTE 2 EST 557 40 8 A Y
HUAE IR ZAHOE , IVUSHT LAFE Bhig W, B AR I IR
WFFEUE B & HLE FHIVUSTHE S AR W] DIRERST A
Az EARE Fabgh R, X X B IVUS S8 KRBT
DL, o] BEFR IR BMS W 2 11 STHY & A %

1.4 IVUS f DES 22 M F R B 5

TE— 0 R % R g R, 15 ] SES B A
Ja W ST M5 45 R &4 ST Y B3 A L
B, R TREKA SRS H 0SB AT
ST [y 7 T K B2, Okabe 2534 T T 2AUBSY
3113 5l DES AR J5 ST & 5 27 ] 7JC ST B34 %
Fo, &4 ST B ¥ MLD /NT XA [ (4.6 =
1.1) mm?vs (5.6 £1.7) mm?, P<0.05], Mm%
2 M8 B BB O fof W WA [ (66 +8%) vs (
56 +10%), P=0.002] . XFREto8mEE,
IVUS Kl A =7 28 1o A/ NI A7 12 10 37 (] 507 1A
ST B8 T X ¥-. HORIZON-AMI i 5 i — N F.
HBFFE, AL T ICTF Ak O B A S AR N 1
Fe ) TVUS ARSI R 7349, 200 98 28 22k O
HrR, X 12 4 30 K ST 1Y H A1 389 4l
Jo 30 K STIEE, ZBLST BEZ/DHZLT—
IWHAE: MLA <5 mm?, %% dissection, A ¥eGHE
AU (BB ME) R QIR
FERRAE R <4 mm?) , T A BE AN R IR 5 i 7 40
ST M k2.

X}F DES, BET WAk ST, B{H5 %K=
Ml ST (RJ5 30d~1a) FIRIGHI ST (RJG 1 a
LI E) . AF Daemen &F 3 a BMEL T, PCI ARJ5 ST
DLRFAF 0.6% )3 BEARE S Mol ST 19 & AL
AT, TR SN ALIER , I A REXS S48
W E e A R AR AE R W SER R A K. HIEA
PE ST AL, BRI ST MsZm N R E 4. WAtk
ST AHIEHY IVUS 54 2 UL T A RE fif Be g 30 ST.
TE— 0 R X B R ST, Cook 255 BI040
T BE AN R S AE A W) ST R wb L5, il

T8 13 1 A=Al 3] ST 19 3% 55 144 510G ST i
FHXTE, WS MR RL, HEERIE ST &
H I S A B KX IR SRR B
W R HE 29k TT%H1 12% (P<0.001) . EAR{HE
BT = ARG EIZ] IVUS %R, ARERE 32
RN REAN RS RS SRRl A 2 A4, HZ
BRI T SR BEAE R ST RSB, SR,
Hong S5E— 1 [z i FL S HE 5 DES B 17 =2 42 0 e
ANEIETRP R, DES RJF XN RLEY
AT (12%), ZWTFEAKIE, 2tk
FESE 208 B ARG FSE 2 280748, i 10
AN B MACE EAFTC K. 2010 4F, 7£ HORI-
ZONS-AMI 855 i — X FIEREAS B9 TVUS W4
ST, SUPE SR EE R )Y & AR R AE PES
(paclitaxel— eluting stents) FI BMS RERL, (HE
PES SCARA (1% M HA SR RE [ A% A 58T g B,
RUE S B RER [ 5 ST A9 R A5 i, 5
AR LLIVUS 1E48 Tl e BN R LG, A nlRE
WD ST KA.

Roy 51 W IE™, AR & M IVUS $5 %
DES B AN/ ST AW TE s Ab. MATESAA
884 il H IVUS B/ AIGITo N, 5 R I 48 i
N AIRYT Y 884 il NHEATVCECXS L, R B
IVUS 41 30 d B ST B B AL F i 4l (0.5% vs
1.4%, P=0.046), 12 H ST B2 L4 R Wik
((0.7%vs. 2.0%, P=00.014), {HEGHA ST JCH] B 25
5 (02%vs 0.7%, P=00.16), 124 HB#4H
MACE W H G it 25% (14.5%vs 162%, P=0
0.33) . ZMFEREE R LM, DES it AFAR A Ll
FHIVUS A] DUE BT S0 2P ST i —SEpL R £,
FERT LT DA RIIRYY 5 (HAEFEARRE I ST itk
WOROLEY, UEEIAUAEIR 2= A =M ST KA ¢
SHHIL.

2 IVUS EHEENEHRFETHhHN BN
=]

Mintz H34E— R NI 45 R XT DES & AL F2
B R fE AR i AR A T S 4, MR
e 6 DR R Bl B SRR S BT, A% S
YR BN K, AR T MSA iK% 5.0 ~
5.5 mm® @, ¥E SES 16Y7 A2 ETIRAE ) — 5,
86% . H N H IVUS 1487, K34 MSA 4 9.6 £2.6
mm?, —AERfVT, A 2 2 HRE T TR IS
AN I, FE—I SES VAT RIS s
ARFIHEGT R SR MSA 53 7.4 + 1.4 mm?, QSR
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A ETimmsz BN EAF KA. HA 51%%
HRATIENTRAS, W — 75 2 TR AR I
B, AR, /NI AE AR T MSA TR XL E)
5.0 mm? (—> 2.5 mm P IILAE AR AR S5 MSA ik 2|
5.0 mm?, FRAAENIIE 0; WRME < 2.5 mm,
WIFR BT A EO , BT LSRR AL 14 s
AL, /NIAE T4 SRR (MSA/ S2545 11 1H FY
S H 5 O ERARAS i FE TR 1) B A T 0 R 49,

TE—I01 Crush FARIGIF RIS /X5 M1 SRR 1
WFFE R, IVUS & R 449% 3% 6 3T 114k MSA
<4.0 mm?, 82%HFH MSA<5.0 mm: DES JGIT 5 X
AR B AR B IR, RENIZA RS ) &
PR, WHRRT IVUS Kl LA Bl S R 2
R, BRUR AT AR B SEIF  R SR, i
SRR AR

IVUS 7 20 Wrds A48 7 5 A5 8 5 T AR 58tk 8 ik
R, NILE S T2 TS . JF RS A A
AR PG . FEREEE LR, IVUS BN H
TAAFREIAIT R, 5 0/ B sl L HAE A
AR BN . SRS ARSE. 7E BMS B,
ATLAE ) IVUS $8 S 190 AR SeEIG RIS 18
#, {H7E DES B — R FIBFIT S5 i = Ui ik
Ji. RGN, BHEMAS IVUS X fai 28 F e
fE B BA A2 W RGN AL
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