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Late Gadolinium Enhancement of Cardiac Magnetic Resonance and
Computed Tomography of Skeletal Muscle at Lower Legsin Female Carriers of
Duchenne Muscular Dystrophy

Katsuhito Adachi, Takashilwase,
MasashiAkaike, Miho Saito,
Setsuko Kashiwagi, Shuji Hashiguchi, Masataka Sata, Shoichiro Takao,
Masafumi Harada, Hisaomi Kawai

Abstract

We evaluated disorders of cardial and skeletal muscles in female carriers of Duchenne muscular dystrophy (DMD) by
late gadolinium enhancement (LGE) of cardiac magnetic resonance (CMR) and computed Tomography (CT) of skeletal
muscle atlower legs. Seven female carriers of DMD with (45-62 years old) were examined.

In 5 of the 7 carriers, LGE was observed in the subepicardium of the posterior wall of left ventricle, and it was noticed al-
ready before cardiac function deteriorated. The myocardial fibrosis in the posterior wall was suggested.

Inoneof 7 carriers, muscular atrophy of lower legs was not observed and left ventricle ejection fraction was not worsened,
but LGE was observed. These findings suggest that CMR may be a useful modality for detecting cardiac involvementin
DMD carrers.
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