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Dr. Omar [1] provides a valuable description of the mea-

surement convention for the QT interval when prominent U

waves are present on the ECG, as in the case presented in our

paper [2]. As he correctly highlights in Lead I, there is indeed

actual QT prolongation by measurement convention due to

T–U fusion. However, other leads in the ECG (i.e., Lead

aVF) are more suggestive of a discrete T wave, wherein a

conventional QT interval can be measured. Our intention

was to highlight that the presence of prominent U waves

caused by hypokalemia can mimic the appearance of a

markedly prolonged QT interval, but closer inspection of all

leads may reveal that a normal QT interval can be calculated.

In the otherwise healthy heart, there is little evidence

that hypokalemia alone causes dangerous dysrhythmias [3–

5]. While Dr. Omar’s references point toward a correlation

between hypokalemia and QTc prolongation in special

populations, those papers do not mention if T–U fusion

plays a role in the measurement of the QT interval. Fur-

thermore, the risk of Torsades de pointes (TdP) is not

specifically addressed in these studies, particularly in

patients with QTc prolongation secondary to T–U fusion.

Indeed, from an electrophysiological standpoint, it is

unclear when the risk of TdP is truly elevated, and when

the prolonged QT interval is merely an artifact of the

measurement convention because T–U fusion is present.

Thus, his statement that ‘‘the phenomenon of hypokalemia-

induced T–U fusion…represents a form of QTc prolonga-

tion, not pseudoprolongation, and therefore can be associ-

ated with the serious form of polymorphic ventricular

tachycardia’’ may actually be an open question [1].

Regardless, the cornerstone of clinical management of both

pseudo and actual QTc prolongation due to hypokalemia

are the same, which is potassium repletion.
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