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CORRESPONDENCE

Cardiac Arrests during Spinal Anesthesia: Unexpected?

The recently published analysis of 14 cases of cardiac arrest in healthy
patients during spinal anesthesia’ suggests a relationship between the
occurrence of cardiac arrest and administration of opiates and sedatives.
In approximately one-half of the cases, the administration of two or
more of these agents early in the course of spinal anesthesia yas followed
by sleep, then cyanosis and circulatory arrest, all within a 5-25-min
period. Although spinal anesthesia, by its effects on the circulation,
could have played a facilitatory role in the genesis of these arrests, the
temporal sequence of events implied that sedation-induced respiratory
failure was the critical precipitating factor.

Why did sedation apparently have such a devastating effect on res-
piration in thesé previously healthy patients? Both the authors of the
report and the writer of an accompanying editorial speculate on this
crucial question,? but neither provide an explicit explanation.

Although the details of individual cases are not available in the report,
it appears that most patients who displayed evidence of respiratory
depression received the following opiate/sedative drugs: 1) morphine
as a premedicant (dose and route not given), 2) fentanyl 25-200 pug iv
during the first 30 min of spinal anesthesia, and 3) one or more of
diazepam 2~-10 mg, droperidol 1.25-7.5 mg, and thiopental 50-200
mg iv during the same 30-min period. Not surprisingly, several patients
then fell asleep.

How would this combination of agents, together with sleep, affect
resting ventilation? It is well known that opiate analgesics reduce ven-
tilation in a dose-related manner, especially in the absence of noxious
stimulation—as with successful spinal anesthesia. It is also known that,
as opiates depress ventilation and impair chemical mechanisms of ven-
tilatory control, they render ventilation more dependent upon the state
of wakefulness. Thus, sleep in the presence of opiates potentiates ven-
tilatory depression.> What may not be so widely appreciated is the
magnitude of this potentiating effect. In the occasional individual who
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is free of pain and receives a typical analgesic dose of opiate, physio-
logical sleep destabilizes ventilation markedly and produces severe hy-
poventilation (fig. 1). Thus, the agents and conditions that were ap-
parently present in these patients {i.e., two opiates without pain and
one or more sedatives sufficient to induce sleep) would be expected to
occasionally precipitate profound respiratory depression.

If one employs opiates to provide sedation during regional anesthesia,
two facts should be kept in mind. First, opiates are more potent de-
pressants of ventilation in the absence of noxious stimulation, and es-
pecially so if sleep supervenes (whether that sleep is spontaneous or
induced by drugs). Second, the occasional apparently normal patient
can be exquisitely sensitive to opiate in these conditions (fig. 1).
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by the Health Sciences Standing Committee on Human Research at the University of Western Ontario.) During wakefulness, this modest dose
of morphine caused only moderate hypoventilation, as indicated by the small increase of Paco, 30 min following administration. During the
subsequent period of sleep, however, its effects on ventilation were profound. The ventilatory pattern became unstable with many episodes of
non-obstructive hypopnea and/or apnea and the Ptceo, climbed to 65 mmHg.

629

20z ludy 61 uo 3sanb Aq ypd°G£000-00001 886 1-Z¥S0000/0662€9/629//69/4Pd-01011e/ABO0|0ISOUISBUE/WOD IIEUYDIDA|IS ZESE//:d}Y WO} papeojumoq



