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Antecedentes traumdticos infantiles, impulsividad y disfuncion del eje bipotdlamo-bipofisario
en los trastornos de la conducta alimentaria. Un estudio piloto

Summary

Introduction. Some studies bave stressed the importance of
childbood traumatic events in the etiology of eating
disorders (ED), suggesting that the abnormalities in the
response mechanisms to stress and in the functioning of the
bypotbalamus, pituitary-adrenal axis (HPA) could be important
in the physiopathology of eating bebavior disorders. Some
preliminary findings suggest that some ED subtypes, as the
post-traumatic stress disorder, bave a hyperreactivity state of the
HPA axis with increased sensitivity to dexametbasone.

Method. A total of 25 patients diagnosed of ED according
to DSM-IV criteria, without any major depressive episode or
history of bipolar or psychotic disorder were included. To assess
the HPA axis, the dexametbasone suppression test was
performed with 0.25 mg. The patients were administered the
Bernstein childbhood trauma questionnaire, the Green trauma
bistory questionnaire, impulsiveness specific questionnaires
and the SCID-II questionnaire for personality disorders.

Results. 12% bad a traumatic background that did not show
any relationship with the ED subtype. The most impulsive
patients with more borderline traits bad a significantly greater
number of traumatic backgrounds (p <0.005). A significant
relationship was found between cortisol suppression and
presence of traumatic bistory (p <0.005). The most impulsive
patients with more borderline traits had lower
post-dexamethasone cortisol plasma levels (p <0.005).

Conclusions. Trauma in ED is associated to greater
impulsiveness and presence of borderline personality traits that
entails an HPA axis dysfunction and is translated into
enbanced suppression of plasma cortisol.
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Resumen

Introduccion. Algunos estudios han destacado la
importancia de los acontecimientos traumdticos infantiles en
la etiologia de los trastornos de la conducta alimentaria (TCA),
sugiriendo que las alteraciones en los mecanismos de respuesta
al estreés y en el funcionamiento del eje bipotalamo-hipofisario-
adrenal (HHA) pudieran ser de importancia en la
fisiopatologia de dichos trastornos.

Algunos ballazgos preliminares sugieren que algunos subtipos
de TCA al igual que el trastorno por estrés postraumdticos
presentan un estado de biperreactividad del eje HHA con un
aumento de sensibilidad para la dexametasona.

Método. Se incluyeron 25 pacientes diagnosticados de TCA
segtin criterios DSM- 1V, sin episodio depresivo mayor actual

ni historia de trastorno bipolar o psicotico. Para valorar el eje
HHA se realizo la prueba de supresion de dexametaxona con
0,25 mg. A los pacientes se les administré el cuestionario de
traumas infantiles de Bernstein, el cuestionario de antecedentes
traumdticos de Green, cuestionarios especificos de impulsividad
y el cuestionario SCID-1I para trastornos de la personalidad.

Resultados. El 12 % presentaban antecedentes traumdticos sin
encontrarse relacion con el subtipo de TCA. Las pacientes mds
impulsivas y con mds rasgos limites presentaban de forma
significativa mayor niimero de antecedentes traumdticos
P <0,005). Se encontré una relacion significativa entre la
supresion del cortisol y la presencia de antecedentes
traumadticos (p <0,005). Las pacientes mds impulsivas y con
mds rasgos limites presentaban menores niveles plasmdticos
de cortisol posdexametasona (p <0,005).

Conclusiones. El trauma en los TCA se asocia a una mayor
impulsividad y a la presencia de rasgos limites de la
personalidad y ello conlleva una disfuncion del eje HHA que se
traduce en una bipersupresion de cortisol plasmdtico.

Palabras clave: Trastorno de la conducta alimentaria.
Trauma. Cortisol. Eje bipotdlamo-bipofisario-adrenal.
Dexametasona. Abuso infantil.
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INTRODUCTION

There are many prevalence studies on traumatic child-
hood background in clinical samples, with very unequal
values ranging from 7 % to 70 %.

Prevalence in eating disorders (ED) is similar to that
found in other psychiatric disorders, although it is grea-
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ter than that found in the general population'. The exis-
tence of a traumatic childhood background in ED is co-
rrelated with its greater seriousness and with the exis-
tence of more bulimic symptoms®.

Childhood abuse also contributes to certain psycho-
pathology forms, such as personality disorders (PD),
which, in turn, have a frequent comorbidity with the
EDs**. Patients with ED and childhood abuse have grea-
ter comorbidity with borderline personality disorders
and dissociative symptoms’.

Several studies have demonstrated that impulsiveness
is increased in impulse control disorders (ICD), in bor-
derline personality disorders and in some EDs. Within
these, greater impulsiveness is observed in bulimic
forms than in the anorexic ones, although the latter also
have an important percentage (28 %) of impulsive beha-
viors in regards to 51 % of the bulimic ones®.

In bulimia nervosa (BN), almost all the biological find-
ings indicative of serotoninergic dysfunction that have
been associated to the presence of high impulsiveness
and ICT have been retorted. On the other hand, repea-
ted association between BN and borderline personality
disorder could also be explained by serotoninergic hy-
pofunction that is traditionally associated to impulsive-
ness and that is increased in both disorders’.

This comorbidity with borderline personality disor-
ders, that generally have a higher rate of traumatic back-
ground, has given rise to the fact that some studies have
tried to relate EBDs with post-traumatic stress disorders
(PTSD) and with alterations of the response mechanisms
to stress.

Some preliminary findings suggest that some ED subty-
pes® as well as PTSD’ have a hyperreactivity state of
the HPA axis with increased sensitivity to dexamethasone.

The suppressor response of cortisol was study in this
present work using a minimum stimulus of dexametha-
sone with 0.25 mg in order to investigate the relation-
ship between different ED subtypes, the presence of
traumatic background, personality traits and response to
stress of ED patients.

METHODS

A total of 25 female patients with ED according to
DSM-IV criteria from the eating behavior disorders unit
were included. The patients selected did not have an
associated diagnosis of bipolar disorder or psychotic
disorder in their life history and did not have a major
depressive episode or active disorder due to toxic depen-
dence at the time of the study. The patients had not re-
ceived drug psychiatric treatment in the last month and
no occasional consumption of any drug was permitted
in the week prior to the study onset.

All the sample patients were interviewed by a psy-
chiatrist with the DSM-IV diagnostic interview for axis I
and II (SCID I and ID'. In addition, they filled out the
Bernstein childhood trauma questionnaire (Bernstein,
1986), the Green trauma history questionnaire (Green,

1996) and the impulsiveness specific questionnaires (Bar-
rat, Karolinska, Columbia).

Blood was drawn at 9 a.m. to measure plasma cortisol
on the first day of the study. That same night, the patient
took 0.25 mg of dexamethasone orally, and blood was
drawn the next day at 9 a.m. to measure cortisol. Sup-
pression criteria were considered to be the usual ones in
the clinical aspects, that is, post-dexamethasone cortisol
less than or equal to 5 pg/dl.

Statistical procedures were performed with the SPSS,
version 10.0.0 statistical program.

RESULTS

All the patients selected gave their consent to under-
go the suppression test with 0.25 mg of dexamethasone.
No adverse effects occurred during the test or in the sub-
sequent days.

A total of 12%" of the 25 patients had traumatic back-
ground that had no relationship with the ED subtype.
The most impulsive patients with more borderline traits
had significantly greater number of traumatic background
(p <0.005) (figs. 1 and 2). A significant relationship be-
tween cortisol suppression and presence of traumatic
background was found (p <0.005). The most impulsive
patients with more borderline traits had lower post-dexa-
methasone cortisol plasma levels (figs. 3 and 4).

DISCUSSION

EBD trauma is associated with greater impulsiveness
and presence of borderline personality traits and this en-
tails HPA axis dysfunction that becomes enhanced sup-
pression of the plasma cortisol.

The idea of investigating HPA axis functioning with
low dexamethasone doses in ED comes from the fin-
ding of an enhanced suppression response in PTSD pa-
tients''. In these patients, a cortisol suppressant respon-
se has been described with 0.5 mg of dexamethasone.
The relationship between ED and PTSD is a conse-

p<0.005

Traumatic
background

Impulsiveness (Barrat impulsiveness
scale)

Figure 1. Correlation between the presence of traumatic
background and impulsiveness.
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p<0.005

Traumatic
background

Borderline personality
traits (SCID 1)

Figure 2. Correlation between traumatic background and bor-
derline personality traits.

p<0.005

Cortisol following
dexamethasone

Borderline personality
traits (SCID 1)

Figure 4. Correlation between cortisol levels following
0.25 mg of dexamethasone and borderline personality traits.

quence of the relationship between ED and childhood
trauma. Some studies have found a high prevalence of
childhood abuse in the history of ED patients and have
correlated it with their greater seriousness and with the
existence of more bulimic symptoms®. Although this
does not mean that all the patients who have experienced
abuse in childhood have PTSD symptoms, the biological
investigation of the same phenomena may give an idea
of the relationship between both disorders as well as the
role that trauma has in the ED neurobiology.

The results of this pilot study suggest that there is
some biological characteristic in the functioning of the
HPA axis, related with some ED subtypes that cause an
enhanced suppression response following dexamethaso-
ne. This hypothalamus-pituitary-adrenal dysfunction has
been supported by studies with a more complex HPA
axis methodology'?, coinciding with more recent studies
performed with the dexamethasone test".

This response indicates increased response for re-
troinhibition and is probably related with an increased
density of glucocorticoid receptors (GR), as suggested in
studies performed in the PTSD. Use of cytosolic radioli-
gand analysis has made it possible to describe an increa-
sed density of GR in the plasma lymphocytes of PTSD pa-

p<0.005

Cortisol following
dexamethasone

Impulsiveness (Barrat impulsiveness
scale)

Figure 3. Correlation between cortisol levels following
0.25 mg of dexamethasone and impulsivity.

tients'', which is considered to be an indicator of the GR
density in the central nervous system',

The alterations of stress response mechanisms and in
the functioning of the HPA axis are consistent with se-
rotonin activity dysfunctions described consistently in
some ED subtypes'>"”. Serotoninergic pathways consti-
tute one of the main HPA axis modulators. Thus, the se-
rotoninergic activity alteration associated with impulsive
behaviors of patients with ED could alter modulation
and its HPA axis.

The study is limited by the reduced sample, from
which many conclusions cannot be obtained. In spite of
it, it is deduced from the results that hypersensitivity to
retroinhibition of the HPA axis could be an element of
the EBD pathophysiology (differentiating the more im-
pulsive patients with more personality borderline traits
from these) and this should be more extensively investi-
gated. To do so, larger samples of patients are needed. It
would also be necessary to know if these alterations re-
flect a factor of the ED state or a trait factor. Since the
dexamethasone test is a simple test to perform, it could
become, if the results are confirmed, a valuable indicator
of aspects of eating behavior disorders.
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