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The condition known as cardiospasm has been attributed to many 
causes and many names have been offered by the proponents of the 
various theories to take its place. But the name cardiospasm has re-
mained the one that has been the most frequently used, partially because 
the various theories advanced were not altogether convincing, and 
partially because the names suggested were too cumbersome. The most 
recent term, achalasia of the cardia, sponsored by Arthur F. Hurst1 is 
being used more and more in the English literature and is appearing 
more frequently now in America. The term is short and easily used and 
the theory behind it has considerable merit. 

The earliest case was reported by Thomas Willis2 in Pharmaceutice 
rationalis in 1672. He made a dilator of whalebone surmounted by a 
button of sponge which the patient used on himself for fifteen years. 
The early literature classifies these cases as Idiopathic Dilatation of 
the Esophagus. 

An excellent and complete review of the literature has been made by 
Sturtevant3 and the earlier theories have been well covered by Freeman4 

so I will make only brief reference to some of the better known theories. 
Cardiospasm. This is one of the earliest theories and has been the 

most popular. It was sponsored by Kraus, Meltzer and Mikulicz. It 
would account for the obstruction to the passage of food into the stomach 
and for the beneficial effects of belladonna and atropine. It does not 
explain the marked dilation of the esophagus in the later stages. Such 
dilation is not seen in obstruction due to other causes, such as scar tissue 
stenosis, even after it has been present many years. Opponents of this 
theory point out that there is no definite anatomic sphincter muscle at the 
cardia. Recently, Lendrum5 came to this conclusion after studying 150 
human specimens. On the other hand, Knight*' has demonstrated a 
physiologic intrinsic sphincter at the cardia in cats which contracts on 
sympathetic stimulation and relaxes on vagal stimulation. 

Phrenospasm. This has been advanced by Jackson7 who tries to ex-
plain the condition on the basis of a spasm of the diaphragm which acts as 
a pinch cock on the lower end of the esophagus. Although he has supplied 
an anatomic sphincter in this theory, it still does not explain the marked 
dilatation of the esophagus in later cases. Then, too, the obstruction to 
the passage of food is sometimes below the diaphragm. 

Fibrosis of the terminal portion of the esophagus. This is the most 
recent theory of Mosher 8. He feels that there is a tubular narrowing of 
the terminal portion of the esophagus in the crural canal and crural ring 
due to a fibrosis of the periesophageal connective tissue and of the 
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FIGURE 1. Typical roentgenogram illustrating cardiospasm. 

muscles of the esophagus. He believes this is brought about by infec-
tion of the coats of the esophagus. The fibrosis of Auerbach's plexus re-
ported by Hurst1, Rake9 and others is interpreted as being of secondary 
rather than primary importance. He reports three cases which he has 
studied from the standpoint of involvement of the plexus. One case of 
five years' duration showed no involvement of the plexus. One long-
standing case showed some involvement and a man of seventy showed 
marked involvement of the plexus. 
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Achalasia of the cardia. This term was introduced by Hurst9 in 1915 
and has been gaining in popularity ever since. He and Rake are the 
principal champions of the theory that the condition is due to a failure of 
the cardia to relax and open during the act of swallowing rather than due 
to a spasm. They found that this theory had first been suggested by 
Einhorn10 in 1888 and again by Rolleston11 in 1896. According to 
this theory, the cardia is normally closed when at rest and opens as a 
result of a peristaltic wave passing down the esophagus. Normally a 
bolus of food is swallowed, the peristaltic wave passes down the esophagus 
to the cardia where there is a momentary pause, then the cardia opens 
and the bolus passes into the stomach. In achalasia, the cardia fails to 
relax and the food remains in the esophagus. This, they feel, is due to a 
neuromuscular dysfunction resulting from pathologic changes in the 
vagi and more particularly in Auerbach's plexus. Hurst, Rake and 
more recently Lendrum5 have reported numerous cases in whom careful 
postmortem examination has revealed a striking loss or complete absence 
of the ganglion cells in the myenteric (Auerbach's) plexus. Freeman4 

and Moshers report one case each that showed no involvement of this 
plexus. The clinical and roentgen picture has been produced in 
rabbits12 and in cats6 by section of the vagus nerves. Symptomatic re-
lief was produced by subsequently sectioning the sympathetic. On the 
basis of these experimental investigations, a number of reports have been 
made of resection of the sympathetic supply to the cardiac sphincter in 
the treatment of this condition12 '13. 

That there are psychogenic features in most cases of cardiospasm can-
not be denied, but whether they are of etiologic significance or are by-
products of the condition is another question. Winkelstein14 feels that 
a certain number of cases are on a psychogenic basis and can be helped 
by psychotherapy. Most of these cases are extremely nervous, and sud-
den nervous tension or strain does make them worse but it seems to me 
that the condition itself is enough to produce nervousness. The psycho-
genic factor could hardly enter into the cases which have been reported 
as occurring in the newborn by Segar and Stoeffler lu, Aikman16, and 
Bogert17. 

Although cardiospasm is most frequently found in young adulthood, 
it has been reported as occurring from the first day of life to old age. 
The symptomatology varies with the severity of the condition and the 
length of time it has existed. In the newborn it may cause vomiting 
during or immediately after the first feeding. There is no gastric juice 
in the vomitus. A barium esophagram shows the typical picture of 
obstruction at the cardia with dilation of the esophagus above. 

Usually the patient with cardiospasm does not consult the physician 
for some years after its onset. At first there is the sensation of food 
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sticking momentarily in the lower end of the esophagus. This is inter-
mittent at first. As the condition becomes more established and more 
frequent, there often develops a pain or feeling of pressure which is 
substernal or in the epigastrium. This pain is increased by taking food 
and may become very severe and may radiate through to the back. 
Regurgitation is a very common symptom and the regurgitated food has 
an alkaline reaction and may show some putrifaction but no digestion. 
As the esophagus becomes more and more dilated, a shortness of breath 
develops on exertion or on lying down. The closed cardia will support 
a column of water eight inches high and as much as 2000 cc. of fluid 
content has been aspirated from one dilated esophagus. As a result, 
the patient has much difficulty resting at night both because of the 
pressure of the overloaded esophagus and because the liquid contents 
often leak out and spill into the larynx, bringing on severe paroxysms of 
nocturnal coughing. Most of the patients discover that they can attain 
some small degree of comfort by voluntarily regurgitating as much as 
possible. They also find that in the earlier stages they can aid the pas-
sage of food into the stomach by taking a sip of hot water or sometimes by 
taking a deep breath or twisting the body one way or another. Because 
of the esophageal irritation, there may be increased salivation which 
may be very annoying to the patient. In extreme longstanding cases 
there is loss of weight and strength, and anemia. 

The diagnosis is made by esophagram and esophagoscopy. The 
roentgen picture is typical but esophagoscopy should always be done, 
for the cardiospasm may be secondary to a peptic ulcer of the esophagus 
or an early malignancy. On esophagoscopy, the dilated esophagus is 
always partly filled with a frothy liquid content which may contain partly 
decayed bits of food. The mucosa is a gray or mottled red and may be 
ulcerated. There is always an esophagitis. Carcinoma has been known 
to develop20. The Jackson dilators meet with only a little resistance as 
they are passed into the stomach. 

The treatment must consist of a definite program which the patient 
must adhere to in order to obtain the best results. Every one of these 
cases can be very definitely helped. Complete permanent cure is ques-
tionable. In the newborn the passage of a small catheter through the 
nose and esophagus into the stomach where it is allowed to remain for 
one or two days for feedings is usually enough. This may be repeated if 
necessary. 

The patient is put on a diet of bland liquids and soft food. He is 
warned against eating any highly seasoned food and especially against 
foods with seeds or pits that would be irritating. As his condition im-
proves he can add more solid foods to his list. 

In spite of the frequency with which the published papers insist that 
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antispasmodics are disappointing, I still prescribe them. I use them 
because I have seen patients make better progress when they were used 
than when they were left out of the plan. They can be given as tincture 
belladonna, XV drops, t.i.d.a.c. 

A mild sedative is also very desirable. I give phénobarbital gr. ^ 
t.i.d.a.c. One can combine the antispasmodic and sedative in the 
following prescription : 

In addition to the above measures the cardia is dilated mechanically at 
intervals, depending on the severity and the reaction of the patient. I 
like to give a dilation about once a week and then lengthen the intervals 
as the patient improves. Many dilators have been designed and are in 
use today. I prefer the mercury filled bougies and start with the num-
ber 28. This is done one-half hour after giving the patient l 1 ^ gr. 
nembutal and anesthetizing the throat with a spray of 2 per cent cocaine. 
If the patient tolerates the procedure well, I pass the next size, the number 
30. Each dilator is left in place about five minutes if possible. As the 
patient becomes more used to the procedure, two can be passed each time. 
When the largest size, the number 34 is reached, I like to have them 
swallow the Mosher bag and pump it up to four pounds for five minutes. 
This produces a larger amount of stretching than is possible with the non-
expanding type of dilator but it is extremely difficult for some people to 
swallow. The periods between dilations can be lengthened from time 
to time. After the largest dilation is reached, the patient is instructed 
to return when he feels the need of another dilation. 

Bruenner18 advocates treatment with the high frequency current in 
conjunction with the dilation. She uses the dilator as one electrode and 
the other electrode is attached to one disc on the front and one disc on the 
back of the patient. 

Very severe cases with marked esophagitis may run a septic tempera-
ture following any manipulation. These should be handled as advised 
by Canfield19. He does a gastrostomy and then irrigates the esophagus 
with 1,000 cc. hot physiologic saline solution one to three times a day. 
Temporary gastrostomy is at times very helpful in controlling a far 
advanced case. Many other operative procedures have been done but 
it is not within the scope of this paper to discuss them. Thus far it would 
seem that they apply to only a very few of these cases unless the recently 
devised sympathectomy proves to give a permanent cure. 

Sod. Bromide 
Tr. belladonna 
Tr. hyoscyanus 
Simple elixir q.s. ad. 

3 IV 
3 IV 
3 IV 
5 I V 

Sig.; 1 tsp. t.i.d. one hour before meals. 
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