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e In mouse corticotropinoma cell line, AtT-20, we also
0O aen Observed a significant overexpresion of In2-ghrelin,
|_Iﬂ " W 72 mouse Inl-ghrelin counterpart. Ghrelin did not

Altogether, our results Indicate that ghrelin system components are present and
markedly altered in human pituitary tumors, where In1-ghrelin variant, particularly,
could play a relevant functional role in the regulation of adenoma pathology, which
pave the way for using Inl-ghrelin variant as a new tool to explore novel
diagnostic/prognostic biomarkers and/or therapeutic targets Iin these human
tumors.

-
=
o
L)
L

(" of control}
Cell viabilrty
(% of control}

ACTH secretion

mRNA copy number/NF

- significantly alter basal ACTH release or cell viability,
& ﬁ < @ maybe due to the lack of Ghsr expression, while
& ﬁ‘”ﬂ o treatment with In2-ghrelin peptide significantly

Acylated increased basal ACTH release and cell viability.
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