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“Positive” HCM Probably Pathogenic | MYBPC3
Genetic Test (EPV>90) | 98(9599)
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1)Overrepresented in cases & (e.g. nonsense, frame-shift, —> Yes
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history, Echo, etc.) and the EPV
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Sigmoid Reverse septal Apical Neutral
septum contour HCM HCM

Septum concave to Predominant mid-septal  Predominant apical Overall straight or
cavity with pronounced convexity toward distribution of variable convexity,

septal bulge; ovoid LV cavity; crescent hypertrophy neither predominantly
LV cavity shaped cavity convex or concave
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CENTRAL ILLUSTRATION: Flow Diagram Summarizing Applications of Ex-
ercise Testing to Diagnosis and Management of HCM

' Noor Small LV Outflow Gradients at Rest

| Exercise Echocardiography

Nonobstructive * Provocable Obstruction*
rug Refractor) Drug Refractory Mildly Asymptomatic
(NYHA class /) (NYHA class Il/1V) \
No Treatment Medical Metabolic Medical Mo Treatment
Surveillance Therapy Exercise Testing Therapy Surveillance
‘Surgical Myectomy
Transplant (or alcohol septal ablation)

Rowin, E.J. et al. J Am Coll Cardiol Img. 2017;10(11):1374-86.
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(Surgical septal myectomy, SM, EA1975FEMorrow#IEMERZ AKX, MSXAED
Bk IE T 5 5 =R AR ER AL/ NMRIEFZ A AYIBREIMorrow R, BAHERRBREXRTX
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septal radiofrequency ablation, PIMSRA, X/MNiZEELEEMNEHR. BRTXMNEER
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