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Cardiac MR evaluation of the effects of mitral valve apparatus on left ventricular
outflow tract obstruction in patients with hypertrophic cardiomyopathy
HE Li' ,CHEN Daozhong',XU Song',XU Yongmei' ,ZHANG Mei',JIANG Jin®
(1 Department of Radiology ,the First People’s Hospital of Bijie City ,Bijie ,Guizhou Province 551700,China;
2 Department of Radiology ,Sichuan Provincial People’s Hospital ,Chengdu 610000,China)

Abstract: Objective To evaluate the effects of mitral valve apparatus on left ventricular outflow tract obstruction( LVOTO) in
patients with hypertrophic cardiomyopathy (HCM) and to provide reliable disease surveillance indicators for early identification of
HCM patients with LVOTO risk.Methods A retrospective study was performed in 40 patients with HCM and 30 normal persons in
the control group (NCG).The factors of measurement and observation were anterior mitral valve leaflet length( AMVLL), posterior
mitral valve leaflet length(PMVLL),left ventricular outflow tract diameter (LVOTD), mitral valve SAM sign. The left ventricular
outflow tract (LVOT) pressure gradient was measured by echocardiography in patients with HCM. According to the presence or absence of LVO-
TO,the patients were divided into two groups:hypertrophic obstructive cardiomyopathy (HOCM) and hypertrophic non-obstructive cardiomyopathy
(HNCM).The parameters of the three groups were compared.Results There was significant difference in PMVLL,LVOTD,AMVLL,AMVLL/
LVOTD,SAM sign among the three groups.Logistic regression analysis showed that AMVLL,LVOTD,AMVLL/LVOTD,SAM sign were
correlated with LVOTO and were the influencing factor.ROC curve analysis showed that AMVLL/LVOTD had higher accuracy in
LVOTO diagnosis and AMVLL had certain accuracy in LVOTO diagnosis. LVOTD had no obvious diagnostic value.Conclusion The
increase of long diameter of mitral valve is a characteristic of HOCM, and the AMVLL,LVOTD, AMVLL/LVOTD,SAM sign are
correlated with LVOTO and are also the influential factors. AMVLL,AMVLL/ LVOTD have certain diagnostic and predictive value
in the occurrence of LVOTO in HCM,and can be used as a monitoring index for the diagnosis and prediction of LVOTO in HCM patients.
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