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Al k=12 ek EvEY, G EE2
DOVIC g2 v = v o fRHRE, D@2 & &Rkt fEse R
WA — GBI T I N T TH F W IEH ENT I hd o2/ LR, HEELEILALEOTFHR
FTHHIEMUIL, WhREBEPTVD, —F, EFRMECEEERTIEEDS < AORIG R
AAFTRERGE LTHbI, TR E SNTELD, HEZOL OO TFHAOHEL &3

IZENTWieblFTldaeh oz,
RED—RER L L TIRIES 1,
5.

PAE, AR OGEBE T, AEOT A AR
C O T LA LROEEM: E Z 0TI HILINODH
COERIZE, HOAREIFREN 2O IEMHIZEHE T & 2Imaging modality DSR2 H ), 2D

AR

FREZES TVLO0LEMRIE V2 5. CIEMRIUFEZNEZ A5 2 & & OB - ik -

OFEE ZFHET &, B b MiE R 3D E

LV R P OSSR LIRE AT B, R HYEMET

2 ENEERIZDS, EHAETHLEHE L) —BOWEHIIIFE S 14 Imaging modality Tdh 5.

*—77— K ! Cardiac magnetic resonance imaging, Right ventricular function, Congenital

heart disease, Pulmonary arterial hypertension, Tetralogy of Fallot

3ILHIC

Je RV E (CHD : Congenital Heart Disease)
FEIIIGOE L 1E % CADRY. BEDT2ARAIIL
EAERTE72% L OCHDOIREIZIL, (2134
FiTEBRBREN )1 & L COHLENEG L Twa,
Fontanf§ERIZSEMOLG LAELE L VI DH L, 77
I — W #E (TOF :© Tetralogy of Fallot) @ 4505
DEEZTHRATEHPILZZ & REEICH L.
BLELLTOLRERBI TR EL T A21E1E
KIMEEAIE (cTGA : Corrected Transposition of
Great Arteries) <°«(»53 [ ML 28 #4720 K UL i
fIfiE (TGA : Transposition of Great Arteries) 3B
s, HLEOFHFEIZOVWTOMR D BE  EF
SNTET.

—7, A TITHOCENOBEKRIZIRR ) T
<, EIHLTHTHROMBICEEMEG T2 L0E%
Hb & T AIIENELE SN TE . FRIOBEDOA
%o, HLEZDOD OPRIMFRN R ANE X R
3 <, Imaging modality TEEflix L3 WIET
HotzZl MG LTWAEESL). DWRIEE TH
= - HE - 2R EOLHLRIFE I AERH DT
HY, FEULREBRMENEEZ 25 & EZ08%<
DEFOHOOEDT, LFLEERURY T THY
5, ERELTLEOFEERZRYT L IIEET
Hovz.

Lo L, &, EUAEDOTRRETF L L THED

FHIEECTHD I EARENDL LI ko727,
Groote 5 1F, HHE205ER D R LA EEHZ DB
RS, HZER % (RVEF : Right Ventricular
Ejection Fraction) 2°NYHA 4%, %peak VO2 &
b ATHERELAEOM L2 PRET & ik
LCcwaY. 72 Ghio b I3 BHLA 4 B 5
37761 % X RICRVEF O & 72 & FREBARIE 07 L
T2 7T Ak L72Y. £ 512, Nath
52 X id A EER = (LVEF © Left Ventricular
Ejection Fraction) X°RVEF, &k = (PAP:
Pulmonary Arterial Pressure) |2/l 2 T, =77
3% (TR © Tricuspid Regurgitation) @ EJE 3
M L7 FHRETE ST, S0k LRI
OVWTEZOEZEMEPRECHABEEINTYS. X)
HEMBRESERENE S 3 2 E L LTI MiBh IR
@I+ (PAH : Pulmonary Arterial Hypertention)
W AH. PAHTIIIEIIRE R mEEILL 0 &, B
BHOHETH 2L 0EDOKBAEDTRICERT
BT EHIRENS, JREE PO ERICE Y R LA
EHRREFHE L, WESCHEZHN TS 2 E2%& D
HTEEL SND L)1k o729,

L OROBEZEEDHH L7201, JRENZRO AL
ERERZ, HLOEORMERCHKREY, IFREND)DIE
FEIZERAC % % imaging modality D23 - 72
MO IZFEVZ L, KRR, MOEE L TOHLE
BEAE % SFAH 9 5 1224 72 o TOBMRI O 372 4 % &l
\Z2WTReviewd 5.

&S Alll K—, CVIC DiEEfgo U v JiRmiE,

RREFEXFV/NIEIT-14 U=T L v I X - EX4F, E-mail : yishikawa@cviclinic.com
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AR TEOER (ACHD: Adult CHD) 126
% 4 EHERE

ITAEDOHLEMFEEOERE, S, ACHDIZBWTY
FHEEENEH SN TWwb. M.J. Schuuring 5 1
911> CHD-PAHIEGI OIENTIZ L 1), (AL ABE 7%
& Dclinical event & 1) & NT-proBNP B X VA =
e HE (TAPSE : Tricuspid Annual plane systolic
excursion CaFAli) O J 2SS A Ay T 15 % L3
% &gt L7210, 4 5 OFENL Y 4ER426 & CHD
ELTIRRREMO 7V —TIE T 5H, 8IELT
3T EFHRETHY, L) EM»EZofh 0
EFE=F—L, NAZKHFHTLI LOEEMLZRIEL
TW5,

F 72, TOFMi 22 DWW IR AEFBIIC 22 R %
RO D &% o 721970 & PR KT DM
DATOINTDS, BERZY T A AAVNE FE
WHEETH o 72, [IFEH & ) FilrFHe N DA
DEFHHIEE Y, WERBGESREENIZH B35 &
YINHA REKEL o 72D, EBERRE D EREH
b LEEONIHEREIZOWTIE, EMEICHREZ HE
T & Zmodality?37% <, WIS ETNII EHET 2h o
7. Z0 X9 IRWT T, b #EGazoulis 5
D FE L 7Sk L FFZE 2> 5 QRS FE[H 180ms L
DG T - AEIRO THRET LB L2, 0
fiEMRI (CMR: Cardiac Magnetic Resonance) M5
b E &b 12, MOEREFER VIS IFRE A D

Table 1

EHCERTES LD 104212 EHOH—
fER% 12 & A7E5 5, CMRIC X 2 EEOLZEK
R LEREREIL T 2%adverse clinical event ® 7
HRT& s, QRSEHICbo THAINS L)
127 5 721510 g 4 A DB O HEE TR BEDS
AFGr & ENz720, KEKOLHEETOF L 2 A b
1) — (INDICATOR) A%g%a7 &, ERR#EfE, L&
EFIEM - CMRT— 7 ICE DS WL 5D TOF
MRFEGI 2> 5 ) A 7 @RALE b7z, £ DR,
87361 (F3924.45%, BEF MR hILE1.94F) O F — %
O HZLHERL (RVmass/ivolume), LVEF, [
B 4H4A (AT : Atrial Tachycardia) 75, EmFH B
L OVLEHH (VT : Ventricular Tachycardia) @)
27 ThDHI EHHW L1, FEPIZCMRTTOR
Wit DFFAMIZHESEZ N TV 2 IHH % Table 1127R7F
13 = e, CMROISIEE, FHBIIR A0 A LA 4
#f7 (PVR: pulmonary valve replacement) @ &5 5F
il d K€% WIHHE TH 5 & [FR T %7l
BELTHPHEIN TS,

LHOEDOFRHE L PAH/CHDIC 1517 5w BAETT
UAERPAH, TOF7% & O CHD D FHADAEE
EEDOBE GRG0 % 572 5% 121%, imaging
modality, #IZCMROH#EHRIZE ) FH o 23K & W,
AR L IRETE A LE0EE R, HOEIL
SAHERC, AR & RS S 72 v (60-90°

Criteria for PVR rely on CMR-measured parameters

Xmk12) L W5IHA

Indications for pulmonary valve replacement in patients with repaired TOF or similar physiology with
moderate or severe pulmonary regurgitation (regurgitation fraction > 25%)
Asymptomatic patient with two of the following criteria:
a. RV end-diastolic volume index >150 mL/m2 or Z score >4,
In patients whose body surface area falls outside published normal data, RV/LV end-

diastolic volume ratio >2

b. RV end-systolic volume index >80 mL/m?2

c. RV ejection fraction <47%
d. LV ejection fraction <55%
e. Large RVOT aneurysm
f. QRS duration >140 ms

g. Sustained tachyarrhythmia related to right heart volume load
h. Other hemodynamically significant abnormalities:
e RVOT obstruction with RV systolic pressure >2/3 systemic
* Severe branch pulmonary artery stenosis (<30% flow to affected lung) not amenable

to transcatheter therapy

* > Moderate tricuspid regurgitation

* Left-to-right shunt from residual atrial or ventricular septal defects with pulmonary-

to- systemic flow ratio > 1.5
* Severe aortic regurgitation

e Severe aortic dilatation (diameter >5 cm)
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TND)., SHIZ, LR TEREIZITORER 2 &
ZIA) 229 B A M O AR ASECS) L, DA T &
J8 X I R AR LT B 18 fEs T
IR b B S Bk & 2 019 HEo—
Hx b > CUUERE X FFli 34 2 L 3L Vv, F 72,
DRI ERI BT EELaryTIA4T7 VA
WENT20, HHEOFEZ T3 <, JLREIX
V3 LD OO RRET 2 DI Tld v,
TOFHF % CIATh OBEIL A T L 229 ik 2D & iy
FILOHERERE % (Restrictive physiology) & D HE
VM INTVD L, MkoECHE 72 Sl
PODOEFELEBRT A0 Lt v, OHMEIZK X
BEER WA, b orWAERIZRIAMNIE RIS
I ZRRRIS B T A 25, REMIEKIIEmEDS
<, BREMOREWRIERIZ L) B TR
T5.

PAH R e U DB A AE O Bilis e 12 & 54500
AREpHERIL, BEMIC X BRI E
TN T BERTLIEDPERIIHLEEZON
Tw222 I L rOERIE, FARNORE S
T, BEAMPLHNREOLHERE IS, TERZE
X2 EMeI by RYTYETY VO, M
R PER S - RIEIRE O, BRI EREDSN
bOELSE SN B2 R EAEIRRELS
dyssynchrony % /£ U, HZEHLE S L OHEEEA 4,
SHFPMR O E L TR L, AR L m)

9 (Figure 1).

ODAZEOFFH - GRERZ WS 25120%, GO
VETY L) TS 2R R R 2 L
BRI RTH Y, ZD7HIZCMRIZ X 54 =M
ZEDOTEETH .

HDEDimaging & L TCMROEN T
(Strong point) ~IEMEPE (Accuracy) &
M3 (Reproducibility) ~

CMR OEAMEIE Window 12 & & Ze Wil H4,
ZeM o fERe & T ED RSB L OUEBIEET
H5H. FFIZCHD TR 72, AERBIIEM T, &
BRREL EBITKRESHEDLN T L. ZIGTED
FLZE % IEREICFHET 5 720121, Sy
ZHT, Window 2K Z 2 HIROH % T — DR
LENBETH A, LT I—1F, FildRs/NE
<, Window 25450 3 W TR W2 R Al /N Tl
RARZEOLKIMEHEEE TIEoEZVMETES
B3, FEMILE, & ISHTRER] T Window 23]
R4, CMRIEEIMWICHEFRTH 5. LB
FLE # 2O CTHEICHME S NLZ LT, Yo FE
F O LEDOYE (5 - D EE - BEEE) 2350E &
LTSN, LebEehHEEI—HLTBY,
BB L - CRHMEBE 2SN CLE) Lra—L
WL THEMEE W) STHRELAELHFLTWY
%. Mooij 51 21E, 60/NRMBI (s - LB HERAR -

Anatomical
Coronary
Issues

RV pressure overload
RV volume overload
Intrinsic myocardial disease

M RV Wall Stress

Altered bioenergetics
(ischemia, mitochondrial remodeling)

Neurohormonal and
Immunological activation

Myocardial remodeling
(matrix remodeling, apoptosis)

Genetic determinants
Role of miR-1,miR-204

Maladaptative Remodeling

Ischemia

Scarring

RV dysfunction
RV dilatation and TR

Dyssynchrony

\ partially causing

Protein losing enteropathy

Figure 1

Arrhythmias
Sudden death

General mechanisms contributing to RV failure with CHD

RV ! right ventricle, CHD : congenital heart disease
X#k23) & WEIH, —8HE
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TOF) ®CMR7T — % %6, H=EILRAMEFR - O
HEEOMENB L OB R L& RL6.4% B L O
11.3% L, EZED3.6%7510.5% L K& LD
ShholzE WAL TWA, F72, Grothues 524
3, [R5 6.2% & 8.7% & Hi5 L CT\w5. Clarke b
25)|%, CHD50%I Cshort-axis plane & axial plane
L, GEIGERIERDUAL, WE IS EEE
Za7ro 7z iER L 72, Blalock 52011, TOF30MBE
BIORVIFEN 225, 7 - O EE - EFFOEDFH
—IEB ORI DT 7 2 AR TH EFRIC—HT 5
ZEaml, M—EAORRNZELZ L5252 L
WT&5LEERL.

DX HIZCMRIC X A2 RVEFiA &, R T
X WVAEDORVOdata IEFEICIHA T ENTEX 5.
INEHWSLZ L TTOFD AL LT PAHR AL
HE BT O BERE R VG IR R R O RE IR Y FF i 25 7] fE &
%0, 4 HTIIAHE - D EREOGoldstandard & &
nTwns,

—HT, HIEZOFEMTL AR — M EREE &
—H LB, HAELVWOPELVWEW) ZEE X
CHIZT A, CMRIZER - OiERE % IEMEICHE D
TE 505, FHIAEDHEY) TRIFIUE, SREfE
EAEMEE 20D, BEEECRAKOZERIE, LHEHE
GHEAEREF BLOAEBHO ML —AFEIZH L &
EZ D, DEO =5 BRI AL T
L7290, PR & PHE R TIER & {AED R

HihsR R

—

4 chamber

Short Axis

B, FOREE, WERRIICASE TS - 728l <
b, WGHEAMICIARE L2, &) a0 T
3 % (Figure 2). AR & Dphase TOHELHE%
RS, BEILHEZ ML —ATEH5RETH S
WS, BB NI NEE B0, HELHAHE
D50%LL FEAFT 285 A 1 EROLZ 78 %E L, 50% A
DEE M T2, L) EELFEEHCLEE
bdHo. 72720, LELOAT A ALLERFED10
—15%% HHHLEINTBY, YT LI L THIEG
DAEDNEL LT EZH > TBLLENRDH L. HH
= BB HY$ % 72012, Axial plane TO#E D
SEMEHETATELHONS. F72, FLEHO
ML RO DL ETATH Y, FLEW & — LR
T2 EEZBIZOWTIIEMD6.5%HEART L LS
%20 OB RORNEETEOBEIKE L,
BRENHER T A 720, pixel-intensity 20 5 LI &
HEIRIZHBI L, AELSENT 2 Y 7 b aHnd
Z L HEo b TW52 CMRTEHI % B2 4T
ATV DY ITOREORHREIFEEM
12155 2 &N TE D, Figure 31X HERBI DA R
% CMR & Angiogram CHEX L 72 TH 5. Blhf7%
HEPELNTEY), SF THWTEU AT 0
W X AR ARG & 2 IZFEAEOREREE T, X
D IFMERBEDOCMRIC X AHEAEE R AL 2 &
NTEA.

R A

—

Figure 2 AEEZOFETE H EMHE L BESHAIC LA
TVA : Tricuspid valvular annulus

E#ABICZRAREHIEI 120, HIRKEICAEZTREISTH > =51
IHERERICIIARBICK ZHE T, EHICAZE FL—XTB3DENHS.
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Figure 3 CMR ¥ & Uangiogram TEHBI U = AEHAR KR HABED LR
CMR : Cardiac Magnetic Resonance

A. N=83, morpholigical RV &tifI£EH!
B. N=57, pulmonary RV chamber T BVR physiology (= fRTE

CMRD % 5 U & DD BN (Strong point)
~ZBERETE (Versatility) ~

CMR® & 1)k & 72 Advantageld, Z ®Versatility
(ZH&fEME) (2B % (Figure 4). CHDIZBWTIZZ D
SHEREIEIZ BT, (LRI TZRE (Figure 5), /LFERE -
MATENREIZ N 2 C, R 9 11E4D MRA (Magnetic
Resonance Angiography) <L PEIKFFAT £ W]
HeCdh 4. Figure 513 TOFA{£4EH] D Whole heart
MR Angiography CT& % . &% LZEHIRRIBEOFTE
RLWAEOR D I LIC X 2R, wERE
REZ BRI STV B

CHD#Z e BT 5 CMRITFE Y — 7 LY ADH T,
SHICEETHIIRZ 5N nwb DL LT, Phase
Contrasti: (PCiE) 12 X At EOFHNH 5. H
T, EEFA oMt E % EfE2 DO IR EMICE
1T % 5 Imaging modality (EMRI L 2> 72\, B
FEB O E %251 2 O HEMREETH ),
BB L UOROIOBENIE LT IUEMEIZE T IEMTH
529300 773 R L & 72 B U0 T IR A AT
Kb L IE@ENMIFHI S NG Z L2 ) EES L
PThbH, Bonl-MmE0fiici:, BEZ0DH
DD Validation & EFARNDERIIFET 25 L)
PR MRRET & 2 EROERVEETH 5.
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MM O Validation (£ 58 72 % HRALCTR&E & 72 5 1%
FTOMBEDS L TWDL0E) P THIET 5. B
ZAXFRTENIRIMGE & LG MENIRIME ORI TH 5. F
72, fEE AT AT RENR (AAo: Ascending Aorta)
= LBk (MPA : Main pulmonary artery) O [fil
MEERZHIETTHY, ERIZIGHT 20712 H i
DEBEMNIELCFHTE20MEEL TBL 2 &R
23 L. PCETIEHIRRDFHARETH 5. #H
KERIE AN Y — 2R L, 216 0%
A (EREIR + T REFIRIMGT) 13 v~ bRV
B TIZAACIIIZ—3 T 4. Fontanfli % EH] Tl
AAo & REFIROBFIDI—F L 22 &b, KAl
KM AT 5 2 L HI L7230 % 72,
Volume data & ODEGWELRFET 5 2 & TLER
HMOIEMZENB L UOEERVROER D ITHE L
b,

HERAEFEMIICHE L CTld, cine MRS OAEREH
MO R 6, FRBIR <715 6B IR O I = <
WIDIRREZHEW S 2 FA32020 £ 7% % L, Volume
data®validation & 72 4. Volume data & ) 1551
72RV Stroke volume = MPAJEAT M M1 (Flow
data) + =5 FE (Flow data) TH 1), TRAVNE
WA IR L T B\, Figure 613 HE&BIIC CTE
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b2 S8 L zmitE () &k L9 AEGITIXIRIT - SLIKOEHR DS 20, E

MM & & R o (i) otk tdh 5. DIANIEHE & 72 1) Volume data & OFEEED A U
EETIEMEEEIL, GETL2 %) ORET— W, FO L) RGEITEAEIR GEE ORIRIZT

HLTWB I EDPDhID.

FHERAEL L T 5 V) OF % v CValidation = 479 .

CMR

r Whole heart IDKMEEE
’ﬁ% N Al ST N— I
?IT_&:'I; L T2/T1 Dark Blood IDARIERE, Scar/RERAIRTE
P : DB DERE BRHE
ERLL cine MR DHEE, BEH
EhRE tagging cMR fi&E
Phase-contrast miRE
Whole heart DRMEBE
MR angiogram miRs %
EEHY
O { perfusion cMR FE M
(32 Late Gd Enhancement R | ZE-EH

Figure 4 CMR O Versatility

TOFfiT & fiE 51 D Whole heart MR Angiography T# 5.
BRODEFRRXEBOFECHAROEVELUICKSIAERBIREE, BEIRTEEGEMNEERICHEIN TS,

Figure 5 Whole heart MRA [ & 2 FSRERTi

A. 3D VR (Volume Rendering) Ei{&.

MR DRIEDRY H U BEIRIEIVBBEICHEE SN TW5. HIEE—TEIRA.

B. 2D Coronal Eif%.

BROERRRIBILCAHBRESBARICEE SR TV 3.
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A EEHEHE

Phase Contrastj%

B. AEHHE =

Phase Contrasti%

Aolflifi & +MRE PAIRE+TRE
10 - 10 1
8 8
6 6
L/min L/min
4 4
2 2
0 0 ]
0 2 4 6 8 10
cine MRI cine MRI L/min
LVEHEZE(L x DA% RVERREZEIL x D%
Figure 6 CMR THIE L -BiE L MAEDEESMHE
A EEFRHE B AFRAHE
PCi% : Phase Contrastix, Ao : Ascending Aorta,
MR : Mitral regurgitation, PA : Pulmonary artery, TR : Tricuspid regurgitation
A EBRRERH D TR FL®

CMR TOHZE % & &bl 22 O R RE AT BN HE D FF

filiiE, LT o &) ICuEMICIT .

<3k #protocol >

1) Whole heart MRAIZ & .0 KIE @ (3D) FhE
DL - HERR

2) Cine MRIZ X %45 - 4ch7: & F WA O B 2>
5L FERE R B RE & JUR

3) Phase contrastiF|Z & A FEEIRAL O MMk & O &1l

Vi E

<j&xsprotcol >
4) 4D MRA % L < (ZPerfusion study

5) EIE &R (LGE) 12 & 5 Myocardial edema,
fibrosis® 2.

K. 2251 TH 5 (TOF).

Z @ protecol THRFE T 1LIX, T —HLHE
(azygos connection & I fili IR % it 225 2 £ 5
JEBI 72 &) 2B &, IEREZORERE - AT BN O FFffl
MHRETH 5.
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CMRIZ & W A=A, LHER, MiE s \vworz
TR DD LIEESIEMICHE TS, BERIE
R 2 5 OFEADload M D WEEE 2 D, D9
Z, A ERNICE T A EM R E, BIRSCR
Y 72 { Window2 5 51 4. HE> THEMEDNE <,
AN - B MRRE S /NS v RIS Y R LR
Ha2T5HIENIHET, WEERLIHFRIROERTE
BRCHRECTH 5. RAIIRAED X O ICHEH & &
MEPLELRZETHY, & IHmETOEFEH
WD BRESET LI RS R R . BPE
THLEHHRO—BOTEHPINRFEINS.
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Quantitative MR imaging of right ventricular function
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Abstract

Recently, the assessment of right ventricular size and function have played a key role for
guiding clinical decisions in adult congenital heart disease. Even in left heart failure due to
acquired heart disease such as ischemic heart disease and cardiomyopathy, right ventricular
function became viewed as very important. Among the diagnostic imaging tools available to
clinicians for right ventricular imaging, cardiac magnetic resonance (CMR) has emerged as
the reference standard. Because it allows comprehensive assessment of cardiovascular
morphology and physiology without radiation, CMR is ideally suited for the assessment of
the RV. I will review the evidence about right ventricle and CMR, highlight how CMR data
are used to guide clinical decisions, and discuss the feature of CMR.
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