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Abstract In recent years, the morbidity of prostate cancer in China has increased year by year, especially for
old men above 60 years old. Worldwide, it reached the second place of all malignant tumors in men. Clinically, the
main treatment for prostate cancer is radical surgery or radiotherapy. Androgen deprivation therapy is the first
choice for patients with metastatic prostate cancer or who are unable to undergo radical prostatectomy or radical ra-
diotherapy. And in recent years the importance of intermittent androgen deprivation has been recognised by most

surgeons. In order to provide some new ideas for the treatment of prostate cancer, we collected and summarized
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the latest research results.
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