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Extracellular volume fraction based on cardiac MR for predicting
major adverse cardiovascular event in patients with
left ventricular noncompaction
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[Abstract] Objective To observe the value of extracellular volume fraction (ECV) based on cardiac MR (CMR) for
predicting major adverse cardiovascular event (MACE) in patients with left ventricular noncompaction (LVNC). Methods
Totally 118 patients with LVNC were retrospectively enrolled who underwent regularly follow-up until June 30, 2025,
and whether MACE occurred was recorded. Univariate and multivariate Cox regression analyses were performed on clinical
data and CMR parameters to screen the independent predictors for occurrence of MACE. The optimal cutoff value of ECV
for predicting the occurrence of MACE in LVNC patients was obtained through receiver operating characteristic curve, and
then patients were divided into high-ECV and low-ECV groups based on it. The cumalative MACE-free survial rate was
compared between groups. also those with or without myocardial late gadolinium enhancement (LGE). Results The
median follow-up time was 33. 5 months. During follow-up period, 27 cases experienced MACE (MACE group), while 91
cases did not (non-MACE group). Among CMR parameters, left ventricular ejection fraction, ECV and the percentage of
LGE myocardium in left ventricular mass were all independent predictors of MACE ( HR=0.92, 1. 14, 1.06, all P<<
0.05). The cutoff value of ECV for predicting MACE in LVNC patients was 32. 10. There were 40 cases in high-ECV
group and 78 cases in low-ECV group. The cumulative MACE-free survival rate in high-ECV group was lower than that in
low-ECV group. Moreover, the cumulative MACE-free survival rate in patients with high ECV, no matter LGE (+) or
LGE (—), was lower than in those with low ECV (all P<C0.05). Conclusion ECV based on CMR could effectively
predict the risk of MACE in patients with LVNC,
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M&E S (MACE) [ E . 775k WY 4E 118 4 LVNC, ¥4 2 U BE T = 2025 4E 6 A 30 H,ic &M 27 & 4
MACE. VHHEE KR ZHE Cox [l HrilE R FE K& CMR Z4, i & MACE Byl 57 15000 B 7 5 2 i 32 105 T/ RR4E i
23R ECV Bl LVNC B & £ MACE 9 e R I (e, 98 0t 40 73 5 ECV 41 5% ECV 41, e 4 [a] B FUJC MACE 4
FHRER IFETH TOO PUELXT R SR (LGEY #7400, &R Az BEV AT IRl 33.5 A~ A 11E 27 6l & A= MACE
(MACE 41) .91 i & & 4= MACE(JdE MACE 41), CMR Z%0h, ZE.0F $ 1350 . ECV & LGE 0L ki 805 & 14 1
1% MACE 7 #i B ( HR=0. 92.1. 14.,1. 06, P ¥]<C0. 05), ECV Filill LVNC % %k 4 MACE [ # Wi & & 32. 10,
OB 40 ] ECVZ=32.10 #0055 ECV 41,78 fi] ECV<{32.10 Ak ECV 41, & ECV 4 B MACE A £ R 1% T1&
ECV 4; HIEE LGE(+H) Bk LGE(—)H i ECV #H 1 R MACE A FRHMFM ECV F(PH<<0.05), &t HTF

CMR (1) ECV BEA R T LVNC ## %4 MACE X% .
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