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In Reply:—Dr. Rosenthal raises two issues concerning our re-
port— alternative treatments and the possibility that the hypotension
resulted from acute effects, and not long-term effects, of tricyclic
antidepressants (TCAs).

We focused our discussion on the controversy of whether direct-
acting or indirect-acting sympathomimetics should be given to man-
age TCA-induced hypotension, an issue of major importance to anes-
thesiologists dealing acutely with this problem intraoperatively,
rather than focusing on the various therapies. We agree with Dr.
Rosenthal that the American Heart Association (AHA) guidelines are
a mainstay of treatment, and we followed the guidelines; our patient’s
arterial blood gas pH was 7.47 and the PaCO, was 30 mmHg, thus
the pH was in the target range the AHA recommends. Reporting the
blood gas values would have provided readers with this information.
Instead of using bicarbonate to alkalinize the patient with TCA cardio-
toxicity, we induced respiratory alkalosis by hyperventilating the
lungs. This approach has the same end-effect— it decreases the free
form of the drug in plasma. However, even this approach does not
guarantee the success, as was seen in our case and in the case pre-
sented by Sener et al.* Another treatment for TCA-induced cardiotox-
icity is the administration of glucagon (10-mg bolus followed by an
infusion of 10 mg over 6 h).* The role of glucagon in managing TCA-
induced cardiotoxicity is a dose-dependent increase in intracellular
cyclic AMP synthesis and reduction of calcium efflux from the cells.”
Sener et al.” found that administration of sodium bicarbonate and
volume expansion in their patient with TCA-induced cardiovascular
collapse had no effect, whereas administering glucagon immediately
normalized the low blood pressure.

Although we did not emphasize the possible acute effects of TCAs,
we acknowledged that such effects may be important because for
the subsequent surgery, our patient had not taken his TCA dose for
24 h and did not experience severe hypotension. However, an acute
effect cannot account completely for the cardiotoxicity of the aborted
first surgery because, as we stated, the blood pressure and heart rate
were still low during the subsequent surgery, never exceeding 110/
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65 mmHg or 80 beats/min. We then concluded that discontinuing
TCAs, even 24 h before surgery, may be beneficial because the plasma
TCA concentration has a dose-dependent inhibitory effect on sympa-
thetic nerve activity." Whether this acute effect is a result of TCA
centrally inhibiting sympathomimetic actions” or blocking the periph-
eral a, receptors’ is not certain, but we did not ignore the possibility
of an acute effect, as Dr. Rosenthal implies.
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