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Short Communication

The eating disorders (ED) represent the emerging psychiatric
disorder in decades, with a prevalence of 0.1-2.1% for anorexia and
1-3% for bulimia [1-3]. Unfortunately, the estimated prevalence must
be considered failing for the growing spread of subclinical forms of
these disorders, with a frequency that is up to 5 times higher than that
of full syndromes [4,5].

These diseases have clear prevalence between women (95%) and
appearing on average between 14 and 18 years without predilection
of class or race, are now increasing cases prepuberal and it’s not
uncommon forms in old age [3].

Often ED is comorbidity with other psychiatric disorders such as
depression, substance abuse and anxiety disorders [1]. There are also
frequent physical complications, including serious heart problems
and renal insufficiency [1]. Subjects with ED presenting a risk of death
12 times greater than that of healthy subjects comparable age: they
represent a very important social issue for all developed countries [6-8].

The issue of eating disorders has been a problem for the psychiatric
nosography since the first description of anorexia nervosa was
considered as origin mental disorder [9,10]. Until the seventies, these
disorders were identified from the point of view of events as diagnostic,
or as a form of neurosis or psychosis. In 1977, Hilde Bruch proposed
a unified framework psychopathology of eating disorders (ED) and
clinical among them apparently varied as those of mental psicogen
obesity, bulimia nervosa and other forms of malnutrition psicogen
were collected in a category separate diagnostics [11].

The systems currently most widespread classification of psychiatric
syndromes, such as the International Classification of Diseases (ICD-
10) and the Diagnostic and Statical Manual of Mental Disorders (DSM-
IV), have fully recognized the autonomy of nosografic ED, compared to
major psychiatric syndromes, and distinguish the following diagnostic
categories: Anorexia Nervosa, Bulimia Nervosa and Eating Disorders
not otherwise specified (BED). All these conditions have a substantial
overlap of features and poor psicho stability: it is not uncommon that
a single person making a first framework of anorexia and bulimia
later, or vice versa. BED has been recently proposed to the attention of
clinicians and researchers but not yet formally approved as a diagnostic
category [12].

The current prevalence, similar to those reported in the literature
for the international segment of the population most at risk, namely
for women aged between 12 and 25 years, are as follows: Anorexia
Nervosa 0.3-0.5%; Bulimia Nervosa 1-3%, BED 6%. This last involves a
substantial proportion of the obese population, even adults, to varying
degrees depending on the degree of obesity and other factors (10-30%).
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The anorexia nervosa is characterized by excessive influence of
weight and body shape on the levels of self-esteem. They are constantly
present distortions of the body and pathological fear of becoming fat.
The person feels fat even if it is objectively underweight, or perceived
as disproportionately fat certain parts of your body (for example, the
abdomen). Therefore, to lose weight, says prolonged fasting, trying to
get rid of ingested food (through vomiting and / or misuse of laxatives,
diuretics or enteroclismi), or undertake physical activity too. The result
is a decrease in body weight below the minimum level considered
normal for the age and stature. The person test pervasive feelings of
failure and inadequacy, offset only in part by positive feelings arising
from the implementation of a rigid control of their hunger. Such
sentiments may push the subject to a progressive social isolation,
favoured also by the need to hide pathological eating habits.

The weight loss is often accompanied by physical problems
stemming dall'inadeguata nutrition. The most characteristic sign is the
disappearance of menstruation (or delay in their appearance, in the
case of girls age prepuberty). There may be also demineralization bone,
skin, gastrointestinal disorders, muscle damage. In very severe cases,
death can take over for disorders of cardiac function. The framework
psychopathology can complicate the emergence of depressive syndromes,
sometimes with suicidal ideation, and anxiety disorders [1-12].

The onset is usually taken after a diet in order to lose a few pounds.
In the early stages, the person test a feeling of euphoria for successful
fulfilment of the weight loss and then, with time and continued with the
weight loss, comes a time when a person completely loses control over
their food, so the weight loss continues without any possibility to arrest
him voluntarily. The course may be limited to a single episode of illness
or, more frequently, is a chronic low - to-continuous or subcontinuo.
In approximately 50% of cases, followed by bulimic behavior [1-12].

The bulimia nervosa, as well as the anorexia, is characterized by
excessive influence of weight and body shape on the levels of self-
esteem, with pervasive feelings of failure and inadequacy. The eating
is characterized by the presence of episodes of uncontrolled eating
(Binge), during which the person ingests mass wide variety of foods
and the feeling of not being able to stop eating. Binge is normally
preceded by unpleasant sensations and is often described a painful
sense of emptiness. It closed because the person feels very full or
nauseated or because they feared discovery or because he sold out
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stocks of food. Although binge can ease the tension and the sense of
emptiness that have deteriorated, the feelings of guilt which assailed the
person after the binge incident are such as to generate new anxiety and
tension which, in turn, can lead to a new binge [1-12]. The person tries
to mitigate the effects of food ingested during binges, implementing
behaviors elimination and/or compensation, such as self-vomiting,
by using laxatives, long periods of fasting and /or excessive exercise.
The bulimia is often associated with depression and anxiety disorders.
In several cases established abuse of alcohol and/or other substances.
Bulimics people often have a normal weight or slightly overweight.
Moreover, the consequences of binges are not, generally, as well as in
serious nervous [1-12].

Binge eating disorders

In recent years, between partial syndromes, has aroused particular
interest, even for the high frequency, a syndrome called Binge Eating
Disorders (BED). In this syndrome are present crises of compulsive
greed for food without the serious and dangerous behaviours
compensation of BN (DSM IV). The term BED is used today in
medicine and psychiatry to define a symptom which transversely across
the entire area of ED and the whole spectrum of body weight. It is
important to stress the high frequency of obese patients suffering from
BED. Indeed, the BED seems relatively rare in the general population,
with a prevalence rate between the 0.7 and 4.6%, while it is reflected by
common in obese patients, with values increasing prevalence, parallel
to the degree of BMI, (between 30 and 70%). Contrary to the AN and
BN, BED seems to be only moderately more frequent in women (ratio 3:2).

The psychopathology core in BED as in BN is the presence of binges.
In BED would be more correct to speak of days rather than episodes of
binge. The binge is characterized by single rather than several binge
crises. Complications related to organic BED are diabetes mellitus,
hypertension, cardiovascular disease, certain types of cancer, bone diseases
and their incidence is increasing in parallel to the degree of obesity. It is
found in patients BED greater prevalence of depression, dysthymia, DAP
and preventing disorder and borderline personality [1-12].

Cardiovascular alterations in eating disorders

Alterations in cardiovascular system occur with high frequency
(up to 75% of hospitalized AN patients) on the functional level
(bradycardia, arterial hypotension, orthostatic hypotension secondary
to hypovolemia, reduction of cardiac output) and structural (reduction
of ventricular mass and cardiac volumes, reduction of cardiac cavities
with consequent valve prolapse, especially the mitral valve, pericardial
effusion) (13, 14). They are usually caused by malnutrition and / or
rapid weight loss and alterations in the hydro-electrolytic state related
to vomiting, abuse of laxatives and diuretics. Many of the alterations
described are reversible with the correction of specific deficits and with
the recovery of body weight [14,15,38,39].

Monitoring with the regular execution of ECG and Ecocardiogram
is necessary.

The most common abnormalities highlighted by ECG in AN
are represented by reduced frequency, low QRS voltages, ST tract
abnormalities, QT interval prolongation, U wave appearance linked
to electrolyte imbalances, in particular hypokalemia [16]. The most
critical alteration to the ECG is the prolongation of the QT interval,
correlated with a high incidence of sudden death following arrhythmias
(ventricular tachycardia, ventricular fibrillation) [13-18]; the QT
measurement must always be correct for heart rate (QT¢), higher QTc
values of 0.44 are high risk for arrhythmia; in these cases a nutritional
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correction (conducted with adequate criteria) and the possible
correction of electrolyte imbalances, where present [19] is mandatory;
it is also necessary to evaluate the possible effect of associated
pharmacological therapy (serotonergic antidepressant species), which
in itself may be due to alteration and other serious cardiac complications
such as torsades de pointes and sudden death [20].

Bradycardia (heart rate (HR) <60 bpm) is one of the most common
symptoms seen in patients with AN (FC <40 bpm is a criterion for
hospital admission) [21]; it is a consequence of the reduction of the
basal metabolism and of the vagal hypertone; also bradycardia is an
adaptive phenomenon to protein-energy malnutrition, allowing,
through a reduction in cardiac output, to reduce energy expenditure.
Therefore a normal or increased CF, in cases of moderate-severe AN,
may be indicative of clinical risk [22]. Arterial hypotension (PAS <90
mmHg, PAD <60 mmHg) may be secondary to the increase in vagal
tone and to the reduction of the circulating levels of FT3, and also due
to the state of dehydration for purging behaviors.

Orthostatic hypotension is an increase in heart rate of 20 bpm
or a blood pressure reduction of 20 mmHg in the transition from
clinostatism to orthostatism; consequent to the altered functioning of
the autonomic nervous system [23], can cause lipothymia, if marked
may be indicative of need for hospitalization [24]. Congestive heart
failure may occur in severely defiled and/or re-fed AN patients (due
to excess volumes administered and/or hypokalemia and, above all,
hypophosphoremia) [25-27]. Finally, it should be remembered that
during weight recovery there is a rapid increase in basal metabolic
rate and volemia with increased demands for cardiac work, which is
however conditioned by the recovery of the myocardial mass which
occurs much more slowly; it follows that the lower the starting BMI, the
more gradual recovery must be in order to avoid exposing the heart to
a risky functional overload.

References

1. Practice guideline for the treatment of patients with eating disorders (revision) (2000)
American Psychiatric Association Work Group on Eating Disorders. Am J Psychiatry
157: 1-39. [Crossref]

2. American Psychiatric Association. Diagnostic and Statistical Manual for Mental
Disorders, fourth edition (DSM-IV). Washington, DC: American Psychiatric Press, 1994.

3. Becker AE, Grinspoon SK, Klibanski A, Herzog DB (1999) Eating disorders. N Engl J
Med 340: 1092-1098. [Crossref]

4. Cotrufo P, Barretta V, Monteleone P, Maj M (1998) Full-syndrome, partial-syndrome
and subclinical eating disorders: an epidemiological study of female students in
Southern Italy. Acta Psychiatr Scand 98:112-115. [Crossref]

5. Hoek HW, van Hoeken D,Katzman MA (2002) Epidemiology and cultural aspects of
eating disorders: a review. In: Maj M., Halmi K, Lopez-Ibor JJ, Sartorius N. (eds.)
Volume 6. Eating Disorders. WPA Series “Evidence and Experience in Psychiatry”.

6. Bruce B, Agras WS (1992) Binge eating in females: a population-based investigation.
International Journal of Eating Disorders 12: 365-73.

7. Agras WS (1997) Pharmacotherapy of bulimia nervosa and binge eating disorder:
longer-term outcomes. Psychopharmacol Bull 33: 433-6. [Crossref]

8. Sullivan PF(1995) Mortality in anorexia nervosa. Am J Psychiatry 152: 1073-1074.
[Crossref]

9. Lasegue EC (1873) De I’anorexie hysterique, Archives Generales de Medicinel: 385-403.

10. Gull WW (1874) Anorexia nervosa (apepsia hysterica, anorexia hysterica), Obes Res
7:22-28. [Crossref]

11. Bruch H (1977) Psychotherapy in eating disorders. Can Psychiatr Assoc J 22: 102-108.
[Crossref]

12. Spitzer RL, Yanovski S, Wadden T, Wing R, Marcus MD, et al. (1993) Binge eating
disorder: its further validation in a multisite study. Int J Eat Disord 13: 137-53.
[Crossref]

Volume 3(2): 2-3


http://www.ncbi.nlm.nih.gov/pubmed/10642782
http://www.ncbi.nlm.nih.gov/pubmed/10194240
https://www.ncbi.nlm.nih.gov/pubmed/9718236
https://www.ncbi.nlm.nih.gov/pubmed/9550889
http://www.ncbi.nlm.nih.gov/pubmed/7793446
https://www.ncbi.nlm.nih.gov/pubmed/9385628
http://www.ncbi.nlm.nih.gov/pubmed/872023
https://www.ncbi.nlm.nih.gov/pubmed/8477283

Milano W (2018) Cardiovascular alterations in eating disorders

20.

. Casiero D, Frishman WH (2006) Cardiovascular complications of eating disorders.

Cardiol Rev 14: 227-231. [Crossref]

. Olivares JL, Vazquez M, Fleta J, Moreno LA, Pérez-Gonzalez JM, et al. (2005) Cardiac

findings in adolescents with anorexia nervosa at diagnosis and after weight restoration.
Eur J Pediatr 164: 383-386. [Crossref]

. Roche F, Estour B, Kadem M, Millot L, Pichot V, et al. (2004) Alteration of the QT rate

dependence in anorexia nervosa. Pacing Clin Electrophysiol 27: 1099-1104. [Crossref]

. Roche F, Barthélémy JC, Mayaud N, Pichot V, Duverney D, et al. (2005) Refeeding

normalizes the QT rate dependence of female anorexic patients. Am J Cardiol 95: 277-
280. [Crossref]

. Katzman DK (2005) Medical complications in adolescents with anorexia nervosa: a

review of the literature. Int J Eat Disord 37 Suppl: $52-59. [Crossref]

. Cooke RA, Chambers JB, Singh R, Todd GJ, Smeeton NC, et al. (1994) QT interval in

anorexia nervosa. Br Heart J 72: 69-73. [Crossref]

. Facchini M, Sala L, Malfatto G, Bragato R, Redaelli G, et al. (2006) Low-K+ dependent

QT prolongation and risk for ventricular arrhythmia in anorexia nervosa. Int J Cardiol
106: 170-176. [Crossref]

Nahshoni E, Yaroslavsky A, Varticovschi P, Weizman A, Stein D. et al. (2010).
Alterations in QT dispersion in the surface electrocardiogram of female adolescent
inpatients diagnosed with bulimia nervosa. Compr Psychiatry 51: 406-411. [Crossref]

21.

22.

23.

24.

25.

26.

27.

Sicouri S, Antzelevitch C (2008) Sudden cardiac death secondary to antidepressant and
antipsychotic drugs. Expert Opin Drug Saf'7: 181-194. [Crossref]

Romano C, Chinali M, Pasanisi F, Greco R, Celentano A, et al. (2003) Reduced
hemodynamic load and cardiac hypotrophy in patients with anorexia nervosa. Am J
Clin Nutr 77: 308-312. [Crossref]

Derman T, Szabo CP (2006) Why do individuals with anorexia die? A case of sudden
death. Int J Eat Disord 39: 260-262. [Crossref]

Murialdo G, Casu M, Falchero M, Brugnolo A, Patrone V, et al. (2007). Alterations
in the autonomic control of heart rate variability in patients with anorexia nervosa or
bulimia nervosa: correlations between sympathovagal activity, clinical features, and
leptin levels. J Endocrinol Invest 30: 356-362. [Crossref]

Yager J, Andersen AE (2005) Clinical practice. Anorexia nervosa. N Engl J Med 353:
1481-1488. [Crossref]

Birmingham CL, Hodgson DM, Fung J, Brown R, Wakefield A, et al. (2003) Reduced
febrile response to bacterial infection in anorexia nervosa patients. Int J Eat Disord 34:
269-272. [Crossref]

Birmingham CL, Gritzner S (2007) Heart failure in anorexia nervosa: case report and
review of the literature. Eat Weight Disord 12: ¢7-10. [Crossref]

Copyright: ©2018 Milano W. This is an open-access article distributed under the terms of the Creative Commons Attribution License, which permits unrestricted
use, distribution, and reproduction in any medium, provided the original author and source are credited.

Cardiovasc Disord Med, 2018

doi: 10.15761/CDM.1000162

Volume 3(2): 3-3


http://www.ncbi.nlm.nih.gov/pubmed/16924163
http://www.ncbi.nlm.nih.gov/pubmed/15909184
http://www.ncbi.nlm.nih.gov/pubmed/15305959
http://www.ncbi.nlm.nih.gov/pubmed/15642570
http://www.ncbi.nlm.nih.gov/pubmed/15852321
http://www.ncbi.nlm.nih.gov/pubmed/8068473
http://www.ncbi.nlm.nih.gov/pubmed/16321688
https://www.ncbi.nlm.nih.gov/pubmed/20579515
http://www.ncbi.nlm.nih.gov/pubmed/18324881
http://www.ncbi.nlm.nih.gov/pubmed/12540387
http://www.ncbi.nlm.nih.gov/pubmed/16485270
https://www.ncbi.nlm.nih.gov/pubmed/17598965
http://www.ncbi.nlm.nih.gov/pubmed/16207850
http://www.ncbi.nlm.nih.gov/pubmed/12898565
http://www.ncbi.nlm.nih.gov/pubmed/17384523

	Title
	Correspondence
	Key words
	Short Communication 
	Binge eating disorders 
	Cardiovascular alterations in eating disorders 
	References

