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with the brain cortex, as it has been described in densely
granulomated somatotropinomas (2). In one case with T2
hyperintensity, the pituitary mass presented the same
imaging characters as multiple brain metastases from a
bronchial carcinoid. In one case, T2 signal was isointense.
In 3 cases, tiny millimetric T2 hyperintense images were
disseminated within pituitary hyperplasia. In several cases
where pituitary MRI was considered as normal, correlation
of the patient’age with pituitary size could make suspect an
enlarged gland. In a case labeled empty sella, T2MRI signal
of the pituitary remnant was hypointense. When coupling
T2 and T1 gadolinium enhanced sequences, no pituitary
adenoma was visualized and normal pituitary tissue was
never identified along with pituitary hyperplasia.

In conclusion, T2 MRI hypointense signal of the pituitary
gland is a better hallmark than pituitary hyperplasia for
the diagnosis of acromegaly due to

GHRH ectopic secretion. Analysis of T2 MR signal in these
cases 1s essential to avoid unnecessary interventions to the
pituitary.
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Exposure to stress during the life-course has consistently
been associated with neuropsychological disorders, but
the precise role of stress released glucocorticoids remains
unclear in this context. We aimed at using hippocampal
gene expression data from macaques to identify clusters
of genes sensible to glucocorticoid exposure and create a
biologically relevant polygenic score to investigate emo-
tional disorders in a child and adult humans exposed to
early adversity. RNA-sequencing data from the posterior
dentate gyrus (pDG) of adult Macaca fascicularis females
treated with Betamethasone (glucocorticoid) or saline
injections for 8 consecutive days were analyzed from two
cohorts: Singapore (reference) and Vietnam (replication)
with N=12/each. Weighted gene co-expression network
analysis (WGCNA) was used to identify clusters (modules)
of co-expressed genes associated with betamethasone. In
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Singaporean animals, genes were clustered in 52 modules,
in which 5 were associated with betamethasone. Two
modules were preserved in a replication dataset (Vietnam)
and in data from female rats treated with corticosterone for
6 weeks, being the black module (557 genes, P=0.01, r=0.7)
the one having the highest correlation with glucocorticoid
exposure. Gene ontology analysis (FDR<0.05, Metacore®)
revealed that this module is associated with transcription
processes. The SNPs derived from genes within the module
were used to calculate an expression-based polygenic risk
score (ePRS) in the human samples, weighing each SNP
by the slope of the association between genotype and gene
expression (GTex). Linear regression analysis showed a sig-
nificant interaction between ePRS and early adversity on
the Dominique - major depressive disorder domain (3=1304;
P=0.003; N=65) in girls aged 6 years (MAVAN), in which a
higher ePRS was associated with more symptoms as the
adversity scores increases (simple slope analysis,P=0.004).
A comparable interaction between the ePRS and postnatal
adversity was also observed in adult women (UK Biobank),
in which there was an increased risk for early depression
onset (= -424.3, P=0.04; N=13899). In the adult cohort,
whole brain gray matter volume was also associated with
differences in the expression of the genes that composed
the ePRS-black network (main ePRS effect, 3=1865776,
P=0.03, N=10902). Glucocorticoid exposure affects a specific
group of genes in pDG of adult female macaques and rats,
influencing transcriptional processes. Variations in the ex-
pression of this gene network sensible to glucocorticoids
were associated with susceptibility for the development of
depression in girls and adult women exposed to early life
adversity. These show the importance of glucocorticoids on
the development of depressive symptoms. The gene net-
work affected by glucocorticoids can guide future pharma-
cological or mechanistic studies in other samples or species.
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Kisspeptin as a biomarker for pregnancy complications
Background:

Placentation (invasion of the placenta into the maternal
endometrium) is hypothesised to be critical for healthy
placental function and is abnormal in two thirds of mis-
carriage. Kisspeptin has emerged as a putative regulator



