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Abstract

LU Jianxin

Prostate cancer is one of the most common urogenital malignant tumors in male. The conversion
from testosterone to dihydrotestosterone can be suppressed by 5-a reductase inhibitor. Thus, the biological effects
of dihvdrotestosterone on human body can be blocked. It is found that 5-o reductase inhibitor can be used in che-
moprevention and treatment of prostate cancer, Its effects on chemoprevention of prostate cancer have heen con-
firmed by two [amous clinical trials. Furthermore. great attention has been paid to the curative ellects of 5-q re-

ductase inhibitor due to the announcement of outcomes in REDEEM study. In this paper. we review the utilization
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of 5-¢ reductase inhibitor in treating prostate cancer,
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New progress of mechanisms of calcium oxalate crystals

and renal tubular cell injury
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Abstract  Calcium oxalate is the most common chemical compound lound in kidney stones, Renal caleium salt

crystallization is one of the key steps in the caleium oxalate stone formation, Moreover. renal caleium salt forma-

tion is found closely related to renal tubular epithelial cell damage in recent years. Here we provide a review of the

mechanisms of relationship between calcium oxalate stone formation and renal tubular epithelial cell injury.
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