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= SINCOPE VASO-VAGAL RECURRENTE
= MIGRANA

= OTROS SSRD

= ANSIEDAD GENERALIZADA
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TRATAMIENTO

= MEDIDAS HIGIENICO-DIETETICAS
= PSICOEDUCACION

= ATENOLOL
= PSICOTERAPIA —en su provincia de origen-
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AJUSTES DE LA MEDICACION







MARCANDO LA FALTA
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Descenso de la Oliva Cerebelosa de 120 mm
(en el limite de la normalidad)

Correlacionar con clinicay PESS
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Hypothalamus

Corticotropin-Releasing Factor (CRF)

Glucocorticoids
Hans Selye
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EXPERIENCIAS ADVERSAS
Y DESADAPTACION DE LA
RESPUESTA GENERAL DE ADAPTACION

Vulnerabilidad geneética
Vulnerabilidad adquirida

Situacion no resuelta

Superacion de los recursos defensivos
Inadecuado sostén vincular
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cuna “imagen” vale
mas que mil palabras?
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MUCHAS GRACIAS



1IComunicacion bidireccional entre el Cerebro y el Sistema
Inmune.

linervacion directa de los 6rganos inmunes.
INeuroendocrinomodulacion de la Inmunidad.

iLesiones en areas cerebrales producen alteraciones en
respuesta inmune.

iLateralizacion interhemisfeérica, hemisferio izquierdo
inmunoestimulador.

iCitoquinas modifican actividad eléctrica y neuroquimica del
Cerebro.

1Receptores de Hormonas en Cerebro y Sistema Inmune.
1ICélulas Inmunes producen Neuropéptidos y Hormonas.
iNeuronas producen Citoquinas y Hormonas.

1IEmociones relacionadas a modulacion
Neuroinmunoendocrina.
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~ WIRS PARA EL PROGES. DEL DOLOR
VIAS PARA EL PROGES. DE LAS EMOGIONES

Medscapea www.medscape.com
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B E McEwen: The brain under stress:

Dialogues Clin Neurosci. structural remudeling
2006; 8:367-381.

Hippocampus
Prafrontal cortex — i

Atrophy

Hippocampus Amygdala,

hypertrophy
and later
atrophy

Figure 4. Brain regicns that are involved in perception and response to
stress, and which show structural remaodeling as a result of stress,
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Research Article

Negative Mood States Correlate with Laterobasal Amygdala in
Collegiate Football Players
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Altered functional connectivity of amygdala e
underlying the neuromechanism of
migraine pathogenesis
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Experimental manipulation of infant temperament affects
amygdala functional connectivity
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Amygdala and hippocampus volumes are differently affected
by childhood trauma in patients with bipolar disorders and
healthy controls
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RESEARCH ARTICLE WILEY

Cannabinoids prevent the differential long-term effects of
exposure to severe stress on hippocampal- and
amygdala-dependent memory and plasticity

Noa Shoshan | Amir Segev | Hila Abush | Tomer Mizrachi Zer-Aviv | Irit Akirav
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Essential role of endogenous calcitonin gene-related
peptide in pain-associated plasticity in the central

amygdala

Kei Shinohara,’** - Ayako M. Watabe, 2" Masashi Nagase,'” Yuya Okutsu,”* Yukari Takahashi,"* Hiroki Kurihara®
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Abstract

The role of the neuropeptide calcitonin gene-related peptide (CGRF) is well established in nociceptive behaviors. CGRP is highly
expressed in the projection pathway from the parabrachial nucleus to the laterocapsular region of the central amygdala (CeC),

which plays a critical role in relaying nociceptive information. The CeC is a key structure in pain behavior because it integrates
and modulates nociceptive information along with other sensory signals. Previous studies have demonstrated that blockade of the
amygdalar CGRP-signaling cascade attenuates nociceptive behaviors in pain models, while CGRP application facilitates amyg-
dalar synaptic transmission and induces pain behaviors. Despite these lines of evidence, it remains unclear whether endogenous
CGRP is involved in the development of nociceptive behaviors accompanied with amygdalar plasticity in a peripheral inflammation
model in vivo. To directly address this, we utilized a previously generated CGRP knockout (KO) mouse to longitudinally study for-
malin-induced plasticity and nociceptive behavior. We found that synaptic potentiation in the right PB-CeC pathway that was
observed in wild-type mice was drastically attenuated in the CGRP KO mice 6 h post-inflammation, when acute nociceptive
behavior was no longer observed. Furthermaore, the bilateral tactile allodynia 6 h post-inflammation was significantly decreased in
the CGRP KO mice. In contrast, the acute nociceptive behavior immediately after the formalin injection was reduced only at
20-25 min post-injection in the CGRP KO mice. These results suggest that endogenous CGRP contributes to peripheral inflam-
mation-induced synaptic plasticity in the amygdala, and this plasticity may underlie the exaggerated nociception—emation linkage
in pain chronification.




ARTICULO

Hippocampal and amygdala volumes in adults with
postiraumatic stress disorder secondary to childhood
abuse or maltreatment: A systematic review S\ 2

Fatima Ahmed-Leitao, Georgina Spies. Leigh van den Heuvel y Soraya Seedat

Psychiatry Research: Meuroimaging, 2016-10-30, Volumen 256, PAaginas 23-43, Copyright @ 2016 Elsevier Ireland Ltd




GENETICA Y EPIGENETICA

Genes, Brain
and Behavior

Genes, Brain and Behawior (2012) 11: 869-878

FKBP5 and emotional neglect interact to predict
individual differences in amygdala reactivity




Individual variation in physiological responsiveness to
stress mediates risk for mental illness and is influ-
enced by both experiential and genetic factors. Common
polymorphisms in the human gene for FK506 bhind-
ing protein 5 (FKBP5), which is involved in transcrip-
tional regulation of the hypothalamic-pituitary-adrenal
(HPA) axis, have been shown to interact with child-
hood abuse and trauma to predict stress-related psy-
chopathology. In the current study, we examined if such
gene-environment interaction effects may be related to
variability in the threat-related reactivity of the amyg-
dala, which plays a critical role in mediating physio-
logical and behavioral adaptations to stress including
modulation of the HPA axis. To this end. 139 healthy Cau-
casian youth completed a blood oxygen level-dependent
functional magnetic resonance imaging probe of amyg-
dala reactivity and self-report assessments of emo-
tional neglect (EN) and other forms of maltreatment.
These individuals were genotyped for 6 FKBP5 poly-
morphisms (rs7748266, rs1360780, rs9296158, rs3800373.
rs9470080 and rs9394309) previously associated with
psychopathology and/or HPA axis function. Interactions
between each SNP and EN emerged such that risk
alleles predicted relatively increased dorsal amygdala
reactivity in the context of higher EN, even after cor-
recting for multiple testing. Two different haplotype
analyses confirmed this relationship as haplotypes with
risk alleles also exhibited increased amygdala reactiv-
ity in the context of higher EN. Our results suggest
that increased threat-related amygdala reactivi

represent a mechanism linking psychopathology to

interactions between common genetic variants affecting
HPA axis function and childhood trauma.
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Emotional maltreatment is associated with atypical responding to
stimulation of endogenous oxytocin release through mechanically-delivered
massage in males™
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Empathy: Generalization Across
Cultures and Effects on Amygdala
Activity
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Abstract | Full Text

,a’-'u_l_llmlllatlluq vidence -|||:||:| sts that the III-'IIFIIF-I-'[;.-’[IﬂE oxytocin (OXT) can enhance empathy although it is unclear which
peC 5 ther the effects are murllllatwd I:“-, culture, and trait

on thw amy quala in an Asian (C hlr:::| pnpnlatmn and
lrl-'l'i ’[hH mnrhllatur'. r||| l'lf Sex =l|||'| tralt EIII’[I M an thl-' affects. We first conducted a double-blind, randomized
n-subject design experiment using a modified version of the multifaceted empathy t to determine whether
facilitation of EE can be replicated in Chinese men (n = 60). To further explore neural mechanisms behind and potential

sex rliﬂ"ereru‘:nﬂ.::. functional MRI and skin conductance measures were au_.|:||_||ru|:| in an independent P*'[:-Primpnt iru:-n:nr[:-nrating
ed EE ac -~

L : ] timuli but attenuated |::|:n.|p.-lir|!;| for
negative valence stimuli. The effect of OXT on amygdala functional connectivity with the insula was modulated by trait
autism rall, our findings provide further support for the role of OXT in facilitating EE and dem rate that effects are
independent of culture and sex and involve modulatory effects on the amygdala and its interactions with other key empathy
regions.




Fig. 2. FMRP is expressed in the amygdala
and influences fear and stress response.
FMRP is present at the synapse and regu-
lates the translation of numerous proteins
important for synaptic structure and func-
tion. Absence of FMRP at the synapse af-
fects amygdala circuit function and there-
tore ultimately behavior.
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