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Research progress on abnormal metabolism in progression of prostate cancer

GU Yue, XUE Mengxia, ZHOU Fang, WANG Guangji, PENG Ying
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Abstract: The incidence of prostate cancer has increased by year in China, seriously affected the health of men. The first-line
treatment for prostate cancer is androgen deprivation therapy, however, this treatment always face the dilemma of castration
resistance. With the development of metabolomics in the field of cancer, the phenomenon of metabolic reprogramming in prostate
cancer cells has attracted more and more attention. Understanding the metabolic changes and the related molecular mechanisms in
prostate cancer cells can help us better understand the pathogenesis of prostate cancer and find effective diagnostic bio-markers and
treatment strategies. Among them, the abnormal metabolism of glucose, fat and amino acids is widely considered to be related to the
disease progression of prostate cancer. Therefore, this paper summarizes and analyzes the research progress of these three aspects,
with a view to providing new ideas for the early diagnosis and adjuvant treatment of prostate cancer.
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Fig.1 Sketch of glucose and lipid metabolism in prostate cancer cells
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