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[Abstract] Tumor heterogeneity is one of the characteristics of malignant tumors, which refers
to the molecular biology or genetic changes in the daughter cells of tumors after multiple division and
proliferation during the growth process, resulting in changes in tumor growth rate, invasion ability, drug
sensitivity, and prognoses. Pituitary adenomas (PAs) are generally considered as benign tumors without
obvious heterogeneity, but the identification of reliable heterogeneity markers still plays a key role in
clinical diagnosis and treatment. In clinical practice, the heterogeneity of parenchymal PAs includes
differences in imaging findings, histopathological findings, and molecular information. This article
reviews the research results in PAs heterogeneity so as to provide better enlightenment for clinical
research and practice.
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