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Epidemiological characteristics and risk factors of
benign prostatic hyperplasia: an update
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[ Abstract] The representative literatures on epidemiological characteristics and risk factors of benign
prostatic hyperplasia( BPH) in the last 10 years are reviewed. With the increasing aging of population,
the incidence of BPH is rising worldwide, as well as in China. Multiple factors are associated with the
sex hormone, PSA, cytokines,

occurrence of BPH. The age, gene polymorphism, metabolic

syndrome, obesity and chronic prostatitis are all incontrovertible risk factors; however, tobacco and
alcohol consumption do not increase the risk of BPH.
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