Silent corticotroph adenoma with adrenocortical choristoma in an

11-years old boy
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BACKGROUND

Silent corticotroph adenomas are adenomas composed of corticotrophs but are different from corticotroph adenomas because they are not associated
with clinical and biochemical evidence of ACTH production or release in vivo. Despite being silent, they show more aggressive behavior than other
clinically nonfunctional adenomas.

Adrenocortical choristomas in silent corticotroph adenomas (the presence of adrenocortical cells in the heterotopic location of the sella) were reported In
three patients 16 years or older until now. Here we report, to our knowledge, the fourth and the youngest case of silent corticotroph adenoma with
adrenocortical choristoma.
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CONCLUSIONS

The lack of biochemical and clinical evidence of Cushing syndrome despite ACTH expressing cells in the adenoma indicated the presence of a silent
adenoma. The presence of a second group of cells similar to adrenocortical cells In this heterotopic location Is compatible with choristoma. The origin of
adrenal cortical cells within a pituitary adenoma is unexplained. Previous reports suggested the possibilities of either an abnormal proliferation and
differentiation of uncommitted mesenchymal stem cells within the sella or misplaced adrenal cortical cells derived during embryogenesis. The younger age
of our patient than those of previously reported cases and clinical significance of silent corticotroph adenoma in general make this case of rare entity more
remarkable.
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