[ BE A AR AR 2017 4E58 33 % 2 ] Chin ] Med Imaging Technol,2017, Vol 33, No 2 e 299 .

0.0 2':‘-1 J‘i-;'

o =R

Progresses of cardiac MR in hypertrophic cardiomyopathy
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Dalian Medical University, Dalian 116011, China)

[Abstract] Hypertrophic cardiomyopathy (HCM) is the most prevalence heritable cardiomyopathy. Cardiac magnetic res-
onance (CMR) has an important role in diagnosis and prognosis in HCM. The progresses of CMR in recent years, inclu-
ding structural-functional evaluation, detection and evaluation of myocardial fibrosis, evaluation of myocardial deformation
and myocardial microvascular circulation of HCM were reviewed in this article.
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