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Abstract  Prostate cancer is one of the most common malignant tumors in the male urinary system. Androgen deprivation therapy
(ADT) is the mainstay treatment for advanced prostate cancer, but nearly all patients will develop castration-resistant prostate cancer
(CRPC) during treatment. At present, there are many studies on the formation of CRPC,including the relevant mechanism of the tumor
microenvironment (TME), which all provide important help for the future treatment of CRPC. This article reviews how TME has promot-

ed the progress of prostate cancer to CRPC in recent years, summarizes relevant mechanisms, and provides reference for further re-

search in the future.
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Research advances in the pathogenesis and treatment of type 1 autoimmune pancreatitis
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Abstract Autoimmune pancreatitis (AIP) is a rare disease, which is characterized by rapid clinical response to corticosteroids. AIP is
divided into two different types based on histopathological characteristics: autoimmune pancreatitis type 1 (AIP-1) and autoimmune
pancreatitis type 2 (AIP-2). AIP-1 is a pancreatic manifestation of IgG4-related disease (IgG4-rd) with high serum IgG4 concentrations.
Its histological features are extensive infiltration of lymphocytes and plasma cells and clustered fibrosis. AIP-2 is characterized by gran-
ulocyte epithelial lesion (GEL) and its serum IgG4 level is low. According to the investigation, in China, the incidence of AIP-1 is high-
er than AIP-2. Although based on the existing scientific research, we have a preliminary understanding of AIP, but the pathogenesis of
both is still unclear. This article mainly summarizes the relevant research results of the pathogenesis of AIP-1 in recent years, and also
classifies the existing treatment methods of AIP-1.
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