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Research Progress of Traditional Chinese Medicine Ingredients in the Treatment of Prostate Cancer by
Regulating PI3K/AKT Signaling Pathway

LUO Jiacheng!, RUAN Haonan', WANG Lulu?, ZHANG Jing"?*(1.College of Traditional Chinese Medicine, Jilin
Agricultural University, Changchun 130118, China; 2. School of Medicine, Changchun University of Science and Technology,
Changchun 130000, China)

ABSTRACT: Prostate cancer has become one of the most common cancers in men worldwide. In clinical practice, it is mainly
through surgical resection treatment, radiation treatment and drug treatment, but it will produce side effects at the same time. In
recent years, traditional Chinese medicine ingredients have obvious curative effects in the treatment of cancer, and relatively few
side effects. PI3K/AKT signaling pathway is one of the most classical pathways in cancer, and it is involved in tumor
proliferation, cell cycle operation, and migration and invasion. This article summarizes the protective effects of traditional
Chinese medicine ingredients in the PI3K/AKT signaling pathway on prostate cancer treatment in recent years by domestic and
foreign scholars, aim to provide a basis for the use of Chinese medicine ingredients and drug combination to treat cancer by
providing new ideas and treatment strategies.

KEYWORDS: prostate cancer; PI3K/AKT; traditional Chinese medicine ingredients
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