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Noncompaction of the ventricular myocardium combined with

ischemic cardiomyopathy :One case report
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Summary Noncompaction of the ventricular myocardium is a rare congenital heart disease and its main clini-

cal manifestations are heart failure, thrombosis and arrhythmias. It can be diagnosed by echocardiogram and cardi-

ac magnetic resonance imaging. This patient was admitted to our hospital because of heart failure, and was diag-

nosed as ischemic cardiomyopathy by electrocardiogram, echocardiogram and coronary angiography. But the echo-

cardiogram showed cardiac hypertrophy. After cardiac magnetic resonance imaging, we eventually found that the

noncompaction of the ventricular myocardium was another important etiology.

Key words noncompaction of the ventricular myocardium; ischemic cardiomyopathy; heart failure
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Figure 2 Echocardiogram
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Figure 3 Coronary angiogram
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Figure 4 Cardiac magnetic resonance imaging

WG . BY7 1 JE 5 B R S E AR I K, B A Pro-
BNP 713.1 pg/ml, i B2 2 A~ H B 5 Jo IR fE Ik &
fEINR B3R 2. 3~2.8, 5 4 0 IE B 5 Al WL 78 %
LARFBMAE 32 mm X 20 mm, 77 B/, 5
WH = —IH, B BINS B EA R L B, %
HEFFRBEAT O JE A 75 A8 2, 7 o D BH o .00 I 285 4 &
I8 5 1 AR R IR B0 = 18 N S50 8 A L/ 2
K les Vg HLEH T 0 F MR #F— 2 K2,
2 itig

A B N AR B AR O T RER 2 R A BT
O H P B R RE LR RELC LB SE T RO L R AN
8 HE B BE A0 IUAE SE 055 sk, 177 968 Jik 2 5% TIE 52 11 B <
T B R A e G v B © 58 A P 2L ek s e A R S
O L ] 2 5 7 e AR AH A o FG A A 5 Jok A A 996 26 72
53 » 75 S8 DA ZE I ) e 4K, T R SO AR S e HEBR I 1 P4
FENTRE L 17 FF 38 A 2E 5 o gm0 LR A2 L e = IR
Ty fe i3 A7 B B S0, J#EUAT PCLIRYT HBR H 4
FARIGIT . B E A WIRYT AE R BB 4, 40
d J& B 70 8 L 0 2 B RE A4 A i /0N U R A
SR

A A B0 Ty BB N 4 i R 2 e 2 B 1 0 T
HeWaD 7T 2B 1IE. — 8k, OB F
VA RPN X (= DOl T N R (10 L e Y )
O WUBUCE AL R 4 Y 0 38 J7 k0L (ELO I 75 7 L 5%

LR K Ae U M BEAFAE R FR M o A rp BB 35 A7 0 R
AR S B S R A LN R L . — Ty
AT -5 768 75 AT % A LT 19 JRy R 4 A O, 55 — T THI T R
PRI 22350 0 A4 TR B 1 4 5 1T /N R B RS . if MIRT Al
PLFE N [R) i T 4 7 o0 U P9 3B 285 4 KO 45, %) NVM
WA B B BURE (86 %) LR S (99 %) L Al X
O JUE B 7 A B B 0 12 W 1 5 91 ik ik — 25 .
SO E MRI K4, 8 AR 12

MRI X F NVM 2 W H a3 C % — b il , £
20 I 7 12 W bR U B Jenni 250 3R 9 Uk 46
KAEE 0> WLJZ (non-compaction, NC) /B .0 ILJZ
(compaction,C)>2 Jytr ., {H F#E 75 T & P/ 5
JE P 2 VI AR B LA B AR R R FE S B R A G R R
Sy B2 W B w2 . 1 MRI & 7 nl SR FH 8 75
(932 WibR AT A 4 180, BRA7E O 20045 19 MIRT U DA
WLEE JIL/INGE ] B sy o S RE o 1 I R B b o LS
s Ak WU R B L R LA 2E 3 R DLET 5K R
NC/C>2 K NC/C>2. 3 Byi& Wihr #E= 7, (B 01 Wil
Fbs of o ¥ Bl = ROREAS 2 9 A7 58 S0 7 L 76 012 e HEBR
D5 T ¥ G ¥ AR 52 4 MR, OR A SC kR A B
NVM f#EIR NC/C<<2"), 454 H Rl &, £ & A
KARREHLLE L NC/C 1 HAEAE Ry i2 Wi sl HE R NVM
B 4 B AL 1R D BN G OB
FRAE OO L 3 3R, A2 == 5k 00 46 D B 0 55 5 ©



TREE S D LBUE AN 25 T B e O LR 1 )

FENG Jiahao, et al. Noncompaction of the ventricular myocardium combined with ICM

+ 921 -

AN = ok A N | R AP RTINS SR T SN P | = & o
JUL/IN 8 235 ey 1 32 JEG 3 1) 20 40 30 347 3 T2, 4 FE R 34 50
S HED AL A A R ml LR, 0N B2 T s N R D
ML FEAR T s O IEBOE AL L/ BEAE 0 IR K izt B g
B RE A L R B L A R AR D BN B @ 3
568 1 8 TT UL AL /N B PN 2R sl AR IR 5 Ak L O T B OR
B AE L /N 52 op i o BT L B R ) R IE
MRI A% CR AT 383 55 L LA 220 58 5 il 2 A0 i
WML, NC/CEAR LT 2. 3, (5 AE H A2 % N Al 3 280
S W20 LA, I AT & L ik NVM A9 #E G 4R
FRAE B B % B2 W NVM, % 8 & BB G 22
S A AR L BEL RS T 0 E R 7S & MRT WL L0 23 356 L/
BRSO WA T IR PR Y 3~6 M A A,
W0 23 0l A 9 2R, W] R A AL E R S MRT
FEE W DO RIS MIE A AR ik, W
TE B 0 R 32 B ™ H . FF & NVM FHE

NVM IR FIIE LR L NVM A1 1
b 2 A O R 0 Y i 3B A &, L DA O S5
SR AN 3h Bk e 28 A7 = XU 1 4R Z2 UL [ N A
il 0 WL BCE A 2 A IR k- D = K 1R
B JR R NVM Al fig 4 9F e Rk bk & & =
W A AR T M A R e ko A L
A L 3T i 5T 4 1A 2B HL B BN A A9 BR R S i 00 R
PE 7R DA ZE Bsf [R)AH 481 T AT S [) R Oy 4] 6
A TE] RS B AT A B X — 5] R ek S AR
T Ak 1% f B R 25, L 75 TA B 1 M o SR, kA A7 AE 5%
R e Jk 245 4 S L ML A PN B T R B A S R RE L T S
A A 6 R 2 )0 S T e ko AR Y E R L il L A
AF SR A R B RO — S AR T R LR
BN SR bk 58 T R8-S SO I B B MR O R
H X T RFEA &1 NVM 4 56009 14 BF 5% 4 8
R0, Stollberger 2N HRGE T — 4 I S7 M 22 % 0 L
BB ANBE, RIA 15. 4% (8/52) B & A It
JERINY o B e RN 2 N O e K o8 s S = N S N =
HEAE YT T 51 9 4% 32 bk 1 5 S5 12 Wi ok < s
PAEZELDIBFEAAN W EE, LS 39.2%
Gt o AT 6 g Ok 7 T O S B AR YT,
2% 30 S H BT, & ek 09k 415 3E 0 R 1 2 TH) 1Y
VR FE T /0 JIE B% A IsF [) L R o Y T4 B 1) &
TG B X AL NT-proBNP 7k 3 %t 1l J5 A W
S5 {EL 2 [ A BF 5 A7 A AR B AL 23 2 RE A A
AN TR B L NVM A 9656809 N BE B9 20 A L T 45
T L RREAS K T B D7 (4 B T A 5K SR IE

NVM HBE R 2 R BN OFRE O =
Uy IR R E O TR PR AEAE . AR DL ) 3 U
J W1 KA AR RS 5 S A K BN AR T A R AL A
G ZENVM SRR HFTE X5 AT L E
LB R LU R R D D RE L TR AR ZE
HELGAIRIT ARKBI ZEOEBM. 5 /N

AR B AIE ST 0 ) 2B AR 10 7 % 26 0 T RE B0

A M X, H NVM — i #i s A,

NVM hij 5 5 12 W 22381, xb 0 ) 2 ) 6 JF % 8

H9 R N E BEHERR NVM AT RE, 45 G0 I 75 g ik

R O HE MRT AF A fefis . i NVM % f 5

W R AL ), 6T EESE NVM (1 8835 B FURY 07 A

H—90Rm W & AR & R W2

It A SR AL B IR YT BT LR RS .

5% Lk

[1] FELKER G M,SHAW L K,O'COMMOR C M. A
standardized definition of ischemic cardiomyopathy for
use in clinical research[J]. ] Am Coll Cardiol, 2002,
39:210—218.

[2] SCHWARTZENBERG S,SHEREZ J, WEXLER D, et
al. Isolated ventricular non-compaction: An underdiag-
nosed cause of congestive heart failure[ J . Isr Med As-
soc J,2009,11:426—429.

(3] Xk, X SC¥e . 700 30 WL AL S 420 WL BF 50 3 e
(1], P RG24, 2016,31(2) : 198—200.

[4] JENNI R,OECHSLIN E N, VAN DER LOO B. Isola-
ted ventricular non-compaction of the myocardium in a-
dults[ J]. Heart,2007,93,:11—15.

(5] Mt THE . HH R, % Z0F 0 IEEEALN
MRI 2 Wi K 5 3 BE/NGE AL 1 S 502 Wi 1. v 4 g o
iR ,2010,44(7) ;711 — 715,

[6] PETEMEN S E, SELVANAYAGAM ] B, WIES-
MANN F, et al. Left ventricular non-compaction; in-
sights from cardiovascular magnetic resonance imagin
[J].J Am Coll Cardiol,2005,46:101—105.

(7] g, sy, O LB AL A 2 Y8 B KO AR %4 3L
L] EE%EA%3H K ,2012,28(7) :1411— 14140,

[8] DURSUN M, AGAYEV A,NISLI K, et al. MR ima-
ging features of ventricular noncompaction: Em- phasis
on distribution and pattern of fibrosis[ J]. Eur J Radi-
0l,2010,74:147—151.

[9] SRMIH. % 235 i) #7503 B2 W A2 = 0 DLBCE L
AN R S koA =8 1 FILT]. A AR 2 2
W2 ,2006,15(1):75—76.

[10] fem ik kA A ALEE 55 B A L2 A O O
MECE A 2T 22 R kA 0= 2 K 1 B0,
E B R R 2, 2014,12(13) :929—931.

[11] STOLLBERGER C,FINSTERER J,BLAZEK Get al.
Coronary angiography in noncompaction with and
without neuromuscular disorders[J]. Ir ] Med Sci,
2010,180:667—672.

[12] @mert, feEny, gk, 55 A F 0 LB A 2 B H I
56 PR Bl ko A8 A i S LU A B L) 1. A0 I 4 i 2%
#,2011,39(8) . 725—729.

[13] BERTINI M, ZIACCHI M,BIFFIM M, et al. Effects of
cardiac resynchronization therapy on dilated cardiomy-
opathy with isolated ventricular noncompation [ ] ].
Heart,2011,97:295—300.

O¥cAS B H1.2016-11-19;345 = B #.2017-01-14)





