2018 2019

Neuromedin B receptor antagonist as a new treatment for Cushing disease

Kameda, Hiraku
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To find a new treatment for Cushing disease, which is caused by pituitary
ACTH secreting adenoma, we investigated the effects of neruomedin B (NMB) receptor antagonist in
AtT-20 cells. NMB receptor antagonist successfully suppressed ACTH production and cell proliferation
in AtT-20 cells. We have obtained the Cushing disease model mouse (Corti-EGFR mice) from
Cedars-Sinai Medical Center (USA). We will treat them with NMB receptor antagonist and clarify the
effects on pituitary adenoma in vivo. We are also performing clinical study using the human
pituitary adenoma samples. We are now waiting for patients entry in the clinical study.
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Neuromedin B receptor antagonist suppress Pomc expression and cell proliferation in AtT-20 cells
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