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CORRESPONDENCE

The Correct Position of the Head and Neck for Rapid Sequence Induction

To the Editor:—Goldberg' raised a very important
question about the proper position of the head and neck
for rapid sequence induction in a patient with a “full
stomach.” Should it be full extension of the head and
neck, as Sellick? described, or can it be sniffing position
(where the neck is flexed forward and the head is ex-
tended backward)?

When Sellick introduced the manuever of cricoid
pressure, he suggested that the patient lie supine with a
slight head-down tilt with the head and neck fully ex-
tended. This position increases the anterior convexity
of the cervical spine, stretches the esophagus, and pre-
vents its lateral displacement when pressure is applied
to the cricoid.

The lateral x-ray of the head and neck of a normal
subject in either sniffing position® or full head and neck
extension® shows that the anterior convexity of the cer-
vical spine is about the same. This implies that extension
of the head plays a major role in forming the anterior
convexity of the cervical spine. The esophagus com-
mences in the median line, at the upper border of the
cricoid cartilage, opposite the intervertebral disk be-
tween the fifth and sixth cervical vertebrae.*® The mus-
cular coat of the esophagus is composed of external
longitudinal and internal circular fibers. The longitu-
dinal fibers are attached to the posterior surface of the
cricoid cartilage and the fibers of the inferior constric-
tor. The origin of the esophagus is also the first of four
constrictions. This is produced by the tonic contraction
of a specialized band of the circumferential fibers of the
lowermost portion of the inferior pharyngeal constric-
tor muscle, called the cricopharyngeus muscle.

As the result of this anatomical relation, the esopha-
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gus is fixed to the cricoid cartilage ring, and is always
posterior to it. Thus, we need not worry about lateral
displacement of the esophagus, which is also stretched
when the head is extended (the larynx moves cephalad
when the head is extended), and the esophagus should
be occluded when pressure is applied on the cricoid
cartilage against the cervical spine.

Therefore, I believe that the correct position for
rapid sequence induction is the sniffing position. This
position will both facilitate endotracheal intubation and
provide all that Sellick wanted to achieve.
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Ketamine Addiction

To the Editor:—There is a potential of developing tol-
erance to ketamine, but reports of ketamine addiction
or dependence are few. We would like to report the
case of an individual who has been taking ketamine for
5 yr and has developed dependence to the drug.

A 31-yr-old white male voluntarily registered in the
detoxification program for chemical dependence.
While waiting in the outpatient clinic, he chanced a last
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“farewell”” injection of 300 mg ketamine, im, before
being admitted to the program. Loss of consciousness in
a public area promptly attracted the attention of hospi-
tal personnel. A half-empty, 10-ml ketamine bottle was
found in his pocket, and an anesthesiologist was con-
sulted concerning emergency treatment of ketamine
overdose. The patient regained consciousness and re-
lated the following story.
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He began taking ketamine 5 yr earlier while working
in an operating room. Initially, this was limited to mix-
ing the drug in a soda drink. During the first 2 yr, his
drug consumption gradually increased from occasional
50-mg doses to 500-mg doses, four to five times a day.
The large dose of oral ketamine intake caused epigas-
tric pain, “stomach clump,” as he called it, which was
controlled by 10 mg metoclopramide (Reglan) by im
injection. Two years later, the patient switched from
oral intake to intramuscular injections, both because of
the unpleasant taste with a large dose and to get an
effective response with a small dose. Within a month, he
was injecting 300-750 mg, im, five to six times daily
(6-15 ml of 5% solution) using a 25-gauge needle into
the anterior thighs and the deltoid muscles. After injec-
tion, he experienced slight hallucinations characterized
by colorful kaleidoscopic pictures, double vision in the
central visual field, and blurred and distorted vision in
the peripheral field, slow speech, transient amnesia for
less than 5 min, and a loss of bodily balance. The dura-
tion of drug action became shorter as his tolerance in-
creased. Even with a 750-mg injection (the maximum
dose in this case), the drug effect lasted only 15-20 min.
Within 1 h from the time of injection, he felt normal in
his visual and motor functions, but he felt mild weak-
ness for 2-3 h following each injection. Appetite and
weight loss (about 30 pounds) occurred during the pe-
riod of heavy usage. Although he took ketamine during
his regular duty hours, it was never noticed. During the
5-yr period, he discontinued the use of ketamine on two
occasions for a half year each. Stopping the habit was
extremely difficult, but did not cause any physical with-
drawal syndrome. The tolerance to ketamine quickly
dissipated after cessation of the drug use; however, on
restarting the intramuscular injections, his tolerance de-
veloped at the same rate as during the first episode; a
month to reach the maximum tolerance.

Subsequently, the patient was admitted to an alco-
hol/drug detoxification program and received appro-
priate counseling and rehabilitation.

Development of high tolerance to ketamine after re-
petitive therapeutic doses has been reported,'? but re-
ports of ketamine addiction are few.? Addiction to this
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drug is characterized by development of strong psycho-
logical or mental dependence. Withdrawal from ket-
amine in this case did not involve physical pain or
agony. Ketamine addiction is seldom detected because
of the short duration of the drug action when tolerance
has developed and minimum physical effects. Existence
of long-term effects of ketamine on the central nervous
system is not clear.* Oral ketamine has been described
as an alternative method of administration.®~" Since ket-
amine is not a controlled substance, pharmacists and
anesthesiologists tend to pay less attention to inventory
of the drug.

This case report suggests that ketamine is capable of
causing mental and psychological dependence, and
should be considered the same as a controlled sub-
stance.
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