
Etomidate and RSI:
How important is post-
intubation hypotension?

To the editor: In a recent issue of
CJEM, Zed and colleagues1 and also
Sivilotti2 outlined the controversy sur-
rounding the use of etomidate for emer-
gent endotracheal intubations. At the
root of this matter is the relevance of
post-intubation hypotension (PIH). It is
thought that etomidate use results in
less PIH than other sedatives used in
rapid sequence intubations (RSIs), such
as propofol and thiopental. Unfortu-
nately, although there may be short-
term gain by avoiding PIH with the use
of etomidate, there may also be delayed
effects by causing relative adrenal sup-
pression.

I congratulate the authors, as this is
likely an important issue. However, I
disagree with the suggestion by
Sivilotti2 that inducing PIH may be
“beneficial, signalling marginal hemo-
dynamic reserve (cryptic shock) well
before a central line is inserted...”. Few
would agree that inducing hypotension
in critically ill patients would have any
benefit; rather, it is likely the opposite.3

Although PIH has received relatively
little attention in the literature, prelimi-
nary results from Halifax indicate that
it is common and may have a signifi-
cant effect on patient outcomes.4,5

When 218 consecutive emergency de-
partment (ED) intubations were re-
viewed, the incidence of PIH was
found to be 60.9%. In addition, patients
with PIH required significantly more
invasive procedures and an additional 8
days in hospital (9.0 v. 17.4 d). Al-
though these data require further exam-
ination and may only describe an
epiphenomenon, they highlight the po-
tential importance of PIH.

I would also caution against the in-
sertion of central lines and the measure-
ment of central venous pressure (CVP)

for the diagnosis of hemodynamic re-
serve. Central venous access is appro-
priate for the infusion of vasopressor or
inotropic medications, and in some in-
stances, volume resuscitation. Unfortu-
nately, a single measurement of CVP is
unlikely to provide reliable, treatment-
modifying information in an acutely ill
patent. I would advise against using
CVP measurement as the sole determi-
nant in the decision for or against vol-
ume expansion, and would suggest that
this decision be guided by combining
other variables, such as patient presen-
tation, comorbidities, vital signs, inves-
tigations and clinical course.

Sedative medications used in RSI
should be tailored to a patient’s condi-
tion and physiologic needs. Do we need
etomidate? I have not been convinced,
as illustrated in the fact that I have only
personally used it twice in the last 4
years, which includes approximately
5–15 intubations per month between
the ED and the intensive care unit. But,
avoiding post-intubation hemodynamic
instability makes sense on many levels,
and should be a priority. Other medica-
tions are available, and their use at
doses that minimize PIH should be at
least considered until the relevance of
etomidate-associated adrenal insuffi-
ciency is better clarified.
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[Dr. Sivilotti responds:]

I thank Dr. Green for weighing in on
the etomidate commentary.1,2 His skep-
ticism regarding the need for etomidate
and his reluctance to use this drug are
eloquent testimonials. I also congratu-
late his group on their valuable obser-
vations on the association between PIH
and in-hospital outcomes.

I do wish to clarify one apparent mis-
understanding however. The quotation
attributed to me has been modified
slightly, and the casual reader might be
misled into believing that I recommend
inducing hypotension in critically ill
patients. This is simply not true. In-
stead, I believe that a fall in blood pres-
sure shortly after endotracheal intuba-
tion represents not only an adverse
event, but also an opportunity to recog-
nize and correct circulatory instability
that might otherwise be missed. This
contrarian view was intended to illus-
trate how brief hypotension might not
be entirely bad. Indeed, the argument
that, since PIH is associated with and
precedes negative events, any medica-
tion that reduces its incidence must im-
prove outcomes is a typical example of
the post hoc, ergo propter hoc (“after
this, therefore because of this”) fallacy.
Green concedes that PIH “may only de-
scribe an epiphenomenon.” Indeed, I
think that the balance of probability
favours this view, namely that it is an
early marker of disease severity.

The causes of PIH are multifactorial,
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