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Clinicopathologic features of silent pituitary adenomas

GAO Weixu', ZHAN Hua’, JIANG Wei'

(1. Department of Endocrinology; 2. Department of Neurosurgery, First Affiliated Hospital of Harbin Medical University,
Harbin 150001, China)

Abstract

Non-functional pituitary adenoma refers to the pituitary adenoma that lacks the secretion of pituitary hormone

and causes clinical symptoms by excessive secretion of hormone. Among them, silent pituitary adenoma is a

type of non-functional pituitary adenoma, which means immunohistochemically found pituitary hormone

immunopositively, and they are usually found because of immunohistochemical results or accidental examination.

Different types of silent pituitary adenomas have their own clinicopathological features. This article reviews the

epidemiology, imaging features, clinical manifestations and postoperative recurrence of silent pituitary adenomas.
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Table 1 Classification of adenohypophyseal cell lineage in 2017
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Table 2 Histopathological types of NFPAs
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