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Decreased cardiac contractility / pumping <
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Pulmonary congestion Decreased tissue Decreased cardiac

perfusion muscle perfusion
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Normal EKG

60-100 bpm >100 bpm

[] P wave (atria)
] QRS complex (ventricles)

<60 bpm
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[] T wave (rest) . . . - -
Sinus bradycardia Normal sinus rhythm Sinus tachycardia
3 Cleveland Clinic ©2021
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