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[Abstract] Objective To determine the differential diagnostic value of myocardial delayed enhancement of
cardiac MRI on suspicious cardiac amyloid. Methods Six patients with suspicious cardiac amyloidosis were scanned
on a Siemens 3. 0 T scanner. Late gadolinium enhancement (LGE) was performed 5-15 min after bolus injection
with gadolinium (0. 15 mmol/kg) in the patients. Their ventricular function, morphology and LLGE characteristics
were analyzed. Results Cardiac amyloid was confirmed in 4 cases, in which LGE showed concentric subendocardial

enhancement. The 2 cases without such LGE type were also excluded from cardiac amyloid by clinical pathology.

Conclusion Late gadolinium enhancement of cardiac MRI is an effective diagnostic tool for differentiating cardiac

amyloid.
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Table Cardiac MRI function parameters in patients with suspicious cardiac amyloid

LAAPD  LVEDV LVEDVI LVSV LVEF &) CICL/ RVEDV RVEDVI RVEF AS PL  LVEDD LVSD LVmass  LVmassl

(mm) (mL) (mL/m2)  (mL) (%) (L/min) (min+ m2)J (mL) (mL/m2) (%) (mm) (mm)  (mm) (mm) (g) (g/m2)
No.1 non CA 66 73.1 42.52 30.4 4159 2.98 1.73 177.5 103.26  35.61 13 11 35 28 100. 6 58.52
No.2  CA 50 N/A N/A N/A N/A N/A N/A N/A N/A N/A 12 10 59 16 N/A N/A
No.3  CA 43 148.1 82.69 43.4 29.3 3.91 2.18 191.7 107.04  38.29 12 5 51 16 82.1 45,81
No.4 non CA 41 116. 2 72.85 38.1  32.79 3.5l 2.2 90 56. 43 38.22 18 12 45 41 134.8 84.51
No.5 CA 39 177.3 94,61 116.4  65.65 13,27 7.08 142 75.77 54,79 17 9 52 27 279.3 149, 04
No.6  CA 44 115.6 74.63 40.7 35,21 4,07 2.63 80.8 52.16 26.36 16 14 48 41 229.7 148. 29

LAAPD: Left atrium anteroposterior diameter; LVEDV . Left ventricular end-diastolic volume; LVEDVI. Left ventricular end-diastolic volume index; LVSV. Left ventricular stroke volume;

LVEF: Left ventricular ejection fraction; CO: Cardiac output; CI: Cardiac index; RVEDV: Right ventricular end-diastolic volume; RVEF. Right ventricular ejection {raction; RVEDVI: Right

ventricular end-diastolic volume index; AS: Anterior septal; PL. Posterior lateralwall; LVEDD: Lelt ventricular end-diastolic diameter; LVESD. Lelt ventricular end-systolic diameter; LVmass:

Left ventricular mass; L.Vmassl: Left ventricular mass index
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Fig 1 Typical LGE pattern in a patient with cardiac amyloid
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Multifocal myocardial delayed enchancement Fig 3 Normal

myocardium, No myocardial late enchancement. Red arrow showed the normal myocardium

1A: 4 chamber view of myocardial delayed enchancement. Red arrow indicates the subendocardial enchancement; 1B: Short axis view of

myocardial delayed enchancement. Red arrow indicates the subendocardial enchancement; 2A: 4 chamber view of multifocal myocardial delayed

enchancement. Red arrow showed the enchanced cardium; 2B: Short axis view of multifocal myocardial delayed enchancement. Red arrow

showed the enchanced cardium; 3A: 4 chamber view of myocardial late enchancement; 3B: Sort axis view of myocardial late enchancement
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