
238

THE CLINICAL DIAGNOSIS, PROGNOSIS AND
TREATMENT OF ANOREXIA NERVOSA

By R. W. EMANUEL, M.A., D.M., M.R.C.P.

The diagnosis of anorexia nervosa can usually
be made from the history and physical findings
without the assistance of elaborate investigations.
This is no new observation as can be seen from a
study of clinical accounts published before the
beginning of the present century (Morton, I694;
Whytt, 1768; Gull, i868 and 1874; Lasegue,
1873). Recently however, anorexia nervosa has
passed out of the sphere of the general physican
and has been adopted by the psychiatrist and
endocrinologist. This step has provided a new
and impressive array of therapeutic measures
but leaves the prognosis of the disease unaltered.
The treatment of the individual case is no more
scientific and often less successful than that
practised by Morton.

It is still, however, the practitioner or general
physician who first has the opportunity of making
the diagnosis and it is with this in view that the
present series of 24 cases is presented. The
instance of the leading symptoms and physical
signs is discussed and compared with the findings
of other authors.

The Criteria for the Clinical Diagnosis of
Anorexia Nervosa
The criteria that were required before the

diagnosis of anorexia nervosa was accepted were as
follows, anorexia or failure to eat, loss of weight,
amenorrhoea or oligomenorrhoea and the absence
of organic disease.

Psychotic patients, particularly those in institu-
tions, may also develop anorexia, loss of weight
and amenorrhoea, but the diagnosis of anorexia
nervosa should be avoided in these cases, for the
physical symptoms are clearly secondary to a
major mental disorder. All such patients have
been excluded from the observati6ns made in this
paper. There is no doubt however, that patients
with anorexia nervosa are mentally abnormal.
Their mental symptoms however are those of a
neurosis or psychoneurosis. These symptoms
alone are rarely responsible for bringing the
patient under observation and are never sufficient
to warrant certification.

Twenty-four cases of anorexia nervosa were
collected from the records of the Middlesex
Hospital. All living cases were seen and examined
personally. In io of these, the disease was still
present, symptoms having persisted from 5 to
25 years. A further 9 patients had recovered
as judged by the return of normal menstruation.
These had been followed for periods varying from
one to 13 years after recovery. The remaining
5 cases had died.
The diagnosis was made clinically in all cases

and although many were subsequently investigated
to determine the activity of various endocrines,
the only investigation which played an integral
part in the diagnosis was a chest X-ray to exclude
the presence of active pulmonary tuberculosis.

Observations and Discussion
In the present series. 96 per cent. of patients

were females. This figure agrees closely with
those found by other authors. Less than io per
cent. of all cases recorded occur in males. Patients
who develop anorexia nervosa appear to be
physically normal during infancy and childhood.
Feeding difficulties during the first year of life
which were sufficiently severe to cause a radical
change in the routine, such as early weaning, or
hospital treatment, occurred in only 26 per cent.
of cases which was not significantly higher than
might be expected in other children. Rose (I943),
however, believed that psychological disturbances
associated with feeding difficulties were an import-
ant aetiological factor.

Menstruation starts before the age of I41 years
in 80 per cent. of normal females (Wilson and
Sutherland, 1950). In the present series, the
menarche occurred before this age in 91 per cent.
of cases. Similar figures were obtained by
Rahman et al. (I939), McCullagh and Tupper
(1940) and Bartels (1946); these authors found
that the periods started between the ages of 12 and
I41 years in 67, 79 and 73 per cent. of cases
respectively. Decourt and Michard (1950) noted
that menstruation started between the ages of ii
and 15 years in 91 per cent. of their cases. These
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figures show that puberty occurs at the normal time
in people who subsequently develop anorexia
nervosa. There is little evidence to support
Sheldon's suggestion (i937), that puberty is
delayed in a significant number of cases.
A history of mental shock preceding the onset of

symptoms was obtained in 46 per cent. of the
present series. It is not widely appreciated,
however, that voluntary restriction of diet is a
frequent aetiological factor; it was a feature of
2I per cent. of the present series, 58 per cent. of the
cases reported by Rahman et al. (I939), and in
15 per cent. of McCullagh and Tupper's cases
(1940). Although anorexia was always present,
it was surprising how many patients would not
admit to this symptom even after direct ques-
tioning. Anorexia was denied by 46 per cent.
of the present series and by 3I per cent. of
Bartels' (1946) cases.
Now that the differential diagnostic points

between anorexia nervosa and Simmonds' disease
have been established (Ryle, I936; Bruckner et al.,
1938; Van Balen, 1939; McCullagh and Tupper,
I940; Farquharson, 194I and Escamilla and
Lisser, 1942), there is no longer any dispute that
anorexia nervosa is a disease of psychological
origin. Yet, subsequent organic changes may
well occur after the disease is established, as shown
by the development of amenorrhoea. The exact
stage of the illness at which this symptom occurs
has been a subject of controversy. Earlier
writers considered that it was a manifestation of
underutrition and consequently occurred later in
the natural history of the disease (Lasegue, I873;
Moeller, 1924). It was recognized, however, that in
exceptional cases amenorrhoea might precede
other symptoms (Ballet, 1907; Comby, 1908 and
Faber, 1926). After studying 51 cases, Ryle
(1936) was convinced that in the majority this
symptom appeared before much weight had been
lost; in recent years this view has gained further
support, (Sheldon, I937; Decourt, 1946; Decourt
and Michard, 1949 and Hubble, I952). In the
present series amenorrhoea occurred before 2
stone of weight had been lost in 78 per cent. of the
cases. In these patients therefore it must be
considered an early symptom and.not a mani-
festation of undernutrition. Similar figures were
obtained by Decourt and Michard (1950) who
found that it was an early symptom in 75 per cent.
of cases.
The physical findings in the present series

conformed closely to those reported by other
writers. Extreme thinness was not always present
particularly in the more chronic cases. Sixty-three
per cent. of the present series were considered to be
emaciated or very thin. This figure is comparable
with that of Escamilla and Lisser (1942) who

found that 75 per cent. of their cases were
emaciated. In the present series, 33 per cent. of
the cases were thin but not emaciated and if a
typical history of anorexia nervosa had been
absent, their appearance alone would not have
suggested the diagnosis. One case appeared
normal although at the time she was 25 per cent.
below her standard weight. Here the diagnosis
was made on the history and symptoms and
confirmed by laboratory tests, many of which
showed similar abnormalities to those found in the
more typical cases.

Pubic and axillary hair were normal in amount
and distribution in 92 per cent. of cases; a similar
figure was obtained by Rahman et al. (i939),
while Escamilla and Lisser (1942) reported
similar findings in 85 per cent. of cases. In
contradistinction to these findings, abnormalities
of pubic and axillary hair are the rule in Simmonds'
disease and were present in 80 per cent. of
Escamilla and Lisser's (I942) series of Iot cases.
Ryle (1939) reported that the pubic hair might
occasionally be of male distribution in anorexia
nervosa, but this was not observed in any cases
personally examined.
Abnormal hairiness was found in 29 per cent. of

the present series and was seen most often over the
back of the trunk and the extensor surface of the
forearms. Similar observations were made by
Ryle (1936) in 23 per cent. and Rahman et al.
(I939) in 45 per cent. of their cases. This
peculiarity is very rare in Simmonds' disease and
was encountered only once in IoI cases that were
proved pathologically (Escamilla and Lisser,
1942). It occurs in starvation (Curran, i880).
Sheldon (1939) suggested that it might be an
attempt on the part of the body to preserve heat.
This however, does not seem to be a very likely
explanation as in 2 cases of the present series the
abnormal hairiness persisted for a number of years
after recovery. These patients were last seen
41 years and 2 years respectively after the periods
had returned and their weight was normal. One
case was 103 per cent. and the other 98 per cent. of
the standard weight. It seems unlikely in these
instances that there was any necessity for continued
heat preservation. Unlike the hirsuties seen in
adrenal cortical overactivity, in both anorexia
nervosa and undernutrition it is associated with
a low urinary I7-ketosteroid excretion (Fraser
and Smith, 1941; and Landau et al., I948).
This suggests that it is of different aetiology, but
its exact nature remains unknown.
The breasts are normally developed in anorexia

nervosa; their preservation even in the presence
of severe emaciation is one of the characteristic
clinical findings. This may be seen even in fatal
cases in which death occurs after severe wasting
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(Stephens, I895). The breasts were normal in
87 per cent. of the present series. In this respect
anorexia nervosa differs from starvation seen in
concentration camps where atrophy of the breasts
in women was almost universal (Helweg-Larsen
et al., 1952). There appears to be no explanation
for this selective sparing of the breast tissue in
anorexia nervosa.

Cyanosis of the extremities occurred in 25 per
cent. of the present series. Bartels (1946) found
the same incidence in his cases. This peripheral
cyanosis may be severe and associated with pain.
In one of the cases a bilateral lumbar sympa-
thectomy had been performed following the
diagnosis of Raynaud's disease. Another case has
been personally observed where the same sequence
of events has occurred. In both these the
cyanosis and pain persisted after the operation
and severe oedema has developed. The peri-
pheral cyanosis seen in anorexia nervosa is
constant, unlike that of Raynaud's disease.
Oedema ofthe legs is notuncommon and occurred

in 29 per cent. of the present series. Escamilla
and Lisser (1942) found oedema in 20 per cent. of
their cases. Berkman et al. (1947), reported
oedema in 68 per cent. of cases, .but they included
cases where oedema developed during the recovery
phase when the patient's food intake had increased.

Nocturia, as a manifestation of abnormal water
metabolism, is well recognized in conditions of
undernutrition and starvation (McCance et al.,
195I and Helweg-Larsen et al., 1952), but has not
previously been recorded in anorexia nervosa.
It was found in 39 per cent. of the cases reported
here. All these cases had normal plasma proteins
and showed delayed water excretion.
The blood pressure is usually low in anorexia

nervosa. The systolic pressure was below o00
mm. Hg. in 46 per cent. of the present series, the
average readings being systolic I05 and diastolic
69 mm. Hg. These findings are in accord with
previous experience (McCullagh and Tupper,
1940) although Escamilla and Lisser (I942), noted
rather lower average values for systolic (89mm.
Hg.) and diastolic pressure (59 mm. Hg.).
A bradycardia is not uncommon, 50 per cent.

of the present series having a resting pulse at
6 a.m. consistently below 60 per min. A brady-
cardia of this degree was noted in 53 per cent. by
Ryle (1936), in 37 per cent. by McCullagh and
Tupper (I940) and in 31 per cent. by Escamilla
and Lisser (1942).
There are many features which are common to

both anorexia nervosa and starvation. The
similarity of the disturbances of water metabolism
and the early appearance of amenorrhoea, which
is rarely absent in either condition, suggest that the

factors which control these symptoms may be
similar in the two conditions.

Prognosis
From the present series, in which 24 cases have

been followed up for varying periods between 5
and 25 years, 9 cases (38 per cent.) have made
a complete recovery and in none of these was there
a history of relapse. *A further io cases (41 per
cent.) continue to have symptoms and the re-
maining 5 (2I per cent.) have died. In 3 of
these death appeared to be due to innanition,
while in the remaining 2 the later stages were
complicated by tuberculosis. Previous authors
quoted the mortality in anorexia nervosa to be not
more than io per cent. (Ryle, 1936) and 6 per
cent. (Turner quoted by Pardee, I941). No
other figures are available and no mention can be
found of the recovery rate, which from the cases
studied is a little over one-third in 5 years.
Treatment
The treatment of anorexia nervosa makes

disappointing reading and the multiplicity of agents
used is a testimony to their indifferent success.
Irrespective of the remedy applied the results are
approximately the same: one-third of the cases
improve, one-third remain the same and one-third
deteriorate. Results of this order can be expected
in any psychosomatic disorder assumiing the
therapy is prescribed and carried out with
sufficient enthusiasm.

It is always desirable in cases of anorexia nervosa
to separate patients from their home surroundings
(Charcot, I890; Nemiah, I950) and for treatment
to be carried out under adequate supervision,
preferably in hospital. Enquiries into the home
background usually reveal an unsatisfactory
relationship between the patient and parents about
which little or nothing can be done. Today, the
usual treatment is directed towards reassuring the
patient and relatives that all organic disease is
absent and then increasing the patient's calory
intake with small high calory feeds, which may if
necessary, be supplemented by an intragastric
drip. In addition to this, a discussion of the
patient's ' difficulties' should be undertaken
(Weir Mitchell, i885; Ross, 1936); this un-
fortunately is often carried out by a busy house
physician or almoner both of whom are inade-
quately trained for the task. Nevertheless a
surprising number of early cases respond, if only
temporarily, to reassurance and an increased calory
intake, providing the treatment is properly
supervised.

Opinions differ on the value of psychotherapy.
Rahman et al. (I939) and Moulton (I942), re-
garded psychiatric treatment to be of considerable
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value in cases of anorexia nervosa. Ryle (1936),
on the other hand, considered the use of psycho-
analytical methods unwise or even harmful.
Endocrine therapy has been attempted by many,
but results have not been encouraging. The
hormone preparations which are most frequently
used are insulin (Wilson et al., 1946), thyroid
(Berkman, 1930), pituitary extracts (McCullagh
and Tupper, 1940), oestrogens (MacGregor,
1936) and ACTH (Greenblatt et al., I951).
There is no good evidence however, that any of
these preparations increase the likelihood of
therapeutic success.
With the exception of prefrontal leucotomy

(Hemphill, I944; Carmody and Vibber, 1952;
Altschule, I953; Mallinson, 1953; Sands, I953),
which has now been performed successfully in a
number of long standing cases resistant to other
forms of treatment, it is doubtful whether we can
add very much to Morton's (I694) advice given
over 250 years ago. ' Let the patient endeavour
to divert and make his mind cheerful by exercise,
and the conversation of his friends. For this
disease does almost always proceed from sadness
and anxious cares. Let him also enjoy the benefit
of an open, clear and very good air, which does
very much relieve the rierves and spirits.'

Conclusions
Anorexia nervosa generally develops in young

women who are physically normal in infancy and
childhood. Puberty occurs at the normal time.

In many cases the disease develops after a
mental shock. Voluntary restriction of diet is a
significant factor in a proportion of cases.
Amenorrhoea is usually an early symptom and

not the result of undernutrition.
The majority of patients are emaciated, but

many deny anorexia. Sometimes, however, the
loss of weight is less conspicuous and occasionally
the physical appearance is normal.

Pubic and axillary hair is generally normal in
amount and distribution, but abnormal hairiness
of the back of the trunk and extensor surface of the
forearms is present in a proportion of cases.
The breasts are generally well developed and

preserved in spite of the wasting of other tissues.
Cyanosis of the extremities occurs in a pro-

portion of cases and may be severe. The blood
pressure is low and bradycardia is common.

Abnormalities of water metabolism are sug-
gested by the relative frequency of oedema and
nocturia.

In 41 per cent. of cases the disease was of more
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than 5 years' duration and the mortality in the
present series was 21 per cent.
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