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Cardiac amyloidosis can rarely mimic hypertrophic cardiomyopathy with asymmetric septal hypertrophy.
Dynamic LVOT obstruction may occur in these patients and can potentially cause syncope.
Syncope in cardiac amyloidosis is usually attributed to arrhythmias, conduction abnormalities, or autonomic
dysfunction.
The role of dynamic LVOT obstruction as a direct cause of syncope is less recognised.
The clinical significance of dynamic LVOT obstruction in amyloidosis with an HCM-like phenotype remains unclear.
It is uncertain whether this obstruction directly causes presyncope or syncope.
A patient with primary AL cardiac amyloidosis developed HCM-like hypertrophy and syncope.
Provocation demonstrated dynamic LVOT obstruction that reproduced the patient's presyncopal symptoms.
Echocardiography was used to assess asymmetric hypertrophy and LVOT obstruction.
Provocation was performed to evaluate whether LVOT obstruction reproduced the patient's symptoms.
Dynamic LVOT obstruction was provoked and accompanied by presyncopal symptoms.
This suggested that LVOT obstruction was a direct cause of the patient's syncope.
Dynamic LVOT obstruction should be considered when amyloidosis presents with HCM-like echocardiographic
findings and syncope. Provocative echocardiographic assessment may help identify this potentially important
mechanism.
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