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NEXT GENERATION GENITOURINARY PATHOLOGY :
NEW CONCEPTS AND APPROACHES
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Abstract :

Molecular biology approaches have been introduced into the field of genitourinary cancers, and various
drugs have been developed. However, few of them target specific genes as actionable ones. This review
shows recent advances in molecular biology within the current genitourinary oncology field. Detection of
BRCA1/2 mutation status has become essential for castration-resistant prostate cancer. Since
molecular-based methodologies require high costs and excessive labor, most of them are difficult to apply in
daily practice. This review proposes conventional alternative methods to act as surrogate markers based
on hematoxylin—eosin staining. The current studies have demonstrated that intraductal carcinoma of the
prostate is related to DNA repair gene disorder, especially BRCAZ2, and some subtypes of urothelial
carcinomas respond to cisplatin—based chemotherapies. This review also shows their current concepts and
clinical relevance. Immune checkpoint inhibitors have been one of the major agents in the current focus on
oncology, including the genitourinary field. However, there is limited knowledge regarding the prediction
of their responses. This review also discusses the current understanding of the mechanism behind immune
checkpoint inhibitors. This review also proposes a prediction model based on morphological classification
in an effort to predict responses to immune checkpoint inhibitors. (Nishinihon J. Urol. 84 : 499-507, 2022)
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