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[Abstract] Adrenocortical carcinoma (ACC) is a rare disease with a dismal prognosis. Currently surgery is the first choice for treating
ACC. Medical therapy and radiotherapy are adjuvant treatments for patients with unresectable metastasized disease or incomplete resection. Mitotane can
inhibit the proliferation of ACC cells by inhibiting mitochondrial respiration, causing mitochondrial membrane dysfunction and inducing endoplasmic
reticulum stress, and inhibit the secretory function of ACC cells by inhibiting the function and expression of several enzymes in the adrenocortical ste-
roidogenesis pathway, which is recommended as the first choice for adjuvant therapy by multiple guidelines and consensus. For patients with advanced
ACC, mitotane can also be used in combination with etoposide, doxorubicin and cisplatin. During treatment with mitotane, drug blood concentration
should be maintained between 14 =20 mg - L', while related adverse drug reactions and drug-drug interactions should be monitored.
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