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Advances in Active Targeting Drug Delivery System for Prostate Cancer

XU Jing1 , YU Jlngmou LIU Yonghua HE Mlng (1.School of Basic Medical Sciences, Jiujiang University,
Jiujiang 332000, China; 2.School of Pharmacy, Nanchang University, Nanchang 330006, China; 3.Department of Pharmacy,
Affiliated Hospital of Jiujiang University, Jiujiang 332000, China)

ABSTRACT: OBJECTIVE To introduce the development of study on active targeting drug delivery system for prostate
cancer. METHODS To review the domestic and foreign articles in recent years and summarize the active targeting drug
delivery system based on the action sites of prostate cancer. RESULTS The target sites included prostate specific antigen and
prostate specific membrane antigen. Active targeting drug delivery system, including liposome, micelle, nanoparticle, prodrug
which was modified by antibody, aptamer or peptides, could effectively delivery the drug to prostate cancer tissue and cells, and
improve the antitumor activity of drug. CONCLUSION There are broad prospects on the study and exploitation of active
targeting drug delivery system for prostate cancer.
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ABSTRACT: OBJECTIVE To review CDK inhibitors and their use in cancer research or therapy, and help researchers to
search for small-molecule CDK inhibitors which best suited for the specific purpose of their research. METHODS Seventeen
CDK inhibitors recently developed were reviewed. The targets, commercial availability and ICs, values of each inhibitor were
also provided. RESULTS The potent anticancer effects of CDK inhibitors had been revealed in cancer research and clinical
therapy. CONCLUSION  With the further research, CDK inhibitors will be new anticancer drugs.
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