
When 1:1 conduction to the ventricles is present, the arrhythmia
can resemble sinus tachycardia typically with a P-R interval shorter
than the R-P interval, particularly when sympathetic tone results in
rapid AV nodal conduction. It can be distinguished from sinus
tachycardia by the P-wave morphology, which usually differs from
sinus P waves depending on the location of the focus. Focal AT
tends to originate in areas of complex atrial anatomy, such as the
crista terminalis, valve annuli, atrial septum, and atrial muscle
extending along cardiac thoracic veins (superior vena cava, coronary
sinus, and pulmonary veins), and the location can often be estimated
by the P-wave morphology. AT from the atrial septum will frequently
have a narrower P-wave duration than sinus rhythm. AT from the left
atrium will usually have a monophasic, positive P wave in lead V1
and negative P waves in I and aVL, indicating an activation
wavefront away from the left atrial free wall. AT that originates from
superior atrial locations, such as the superior vena cava or superior
pulmonary veins, will be positive in the inferior limb leads II, III, and
aVF, whereas AT from a more inferior location, such as the ostium of
the coronary sinus, will inscribe negative P waves in these same
leads. When the focus is in the superior aspect of the crista
terminalis, close to the sinus node, however, the P wave will
resemble that of sinus tachycardia. Abrupt onset and offset then
favor AT rather than sinus tachycardia. Depending on the atrial rate,
the P wave may fall on top of the T wave, or during 2:1 conduction, it
may fall coincident with the QRS. Maneuvers that increase AV block,
such as carotid sinus massage, Valsalva maneuver, or
administration of AV nodal–blocking agents, such as adenosine, are
useful to create AV block that will expose the P wave.

Acute management of sudden-onset, sustained AT is the same
as for other forms of PSVT, but the response to pharmacologic
therapy is variable, likely depending on the mechanism (Fig. 248-3).


