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Drug therapy for benign prostatic hyperplasia and individualized drug regime
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[Abstract | Objective To review the drug therapies for benign prostatic hyperplasia (BPH) and provide a reference for
clinical individualized medication regime . Methods The mechanisms and clinical indications of commonly used BPH medica-
tions and some new drugs were discussed . The challenges for BPH therapies were also explored . Results a-receptor inhibitors

and Sareductase inhibitors have the best effect for BPH . Surgery is needed for the BPH patients who are not responsive to the

drug therapy . Conclusion Individualized medication programs reduce the medication waste and give patients the best treatment

options .
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