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[ Abstract] Pituitary adenomas arise from the anterior pituitary and are usually benign, and the incidence and
prevalence of pituitary adenomas are increasing in recent years, and approximately 40% of surgical patients have incomplete
adenoma resection. In addition to the effective treatment of prolactin adenomas with bromocriptine or cabergoline, the therapeutic
effects of other types of pituitary adenomas still need to be further improved. Understanding the molecular biological characteristis

of pituitary adenomas may lead to new treatments. At present, the specific molecular mechanisms of aerobic glycolysis and
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mitochondrial dysfunction have not been fully determined, but they are a landmark event in the occurrence and development of

cancer. This article combines the previous literature to review the therapeutic strategy of pituitary adenoma based on cell cycle

and metabolism mechanism, in order to provide a reference basis for the clinical diagnosis and treatment of pituitary adenoma and

tumor prognosis prediction.
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