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Research progress of IncRNAs in the pathogenesis of osteoporosis
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Abstract: Osteoporosis is a common metabolic disease characterized by osteopenia, degeneration of bone microarchitecture,and fracture
risk. The occurrence of osteoporosis is not only related to the imbalance between osteoblast-mediated bone formation and osteoclast-mediated
bone resorption,but also closely related to the differentiation of mesenchymal stem cells. At present,the pathogenesis of osteoporosis has not
been fully elucidated. Long non-coding RNAs (IncRNAs) are a class of RNA over 200 nucleotides in length without protein-coding function
that control gene expression and various biological processes. Accumulating evidences indicate that IncRNAs are widely involved in the
molecular mechanisms of osteoporosis pathogenesis. Therefore , this paper summarizes the role of IncRNAs in osteoporosis from the perspective
of osteoblasts, osteoclasts and mesenchymal stem cells,so as to provide new ideas for the treatment of osteoporosis.
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Research progress of TAB3 in prostate cancer
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Abstract: Transforming growth factor-B activated kinase-1 (TAKI) binding protein plays an important role in many physiological and
pathological processes such as tumorigenesis , inflammation and autophagy ,among which TAK1 binding protein 3 (TAB3) is a key protein in
many signaling pathways and is involved in the occurrence and development of various malignant tumors. It can activate MAPKs and NF-kB
signaling pathways. Prostate cancer is related to a variety of factors and signaling pathways (such as MAPKs and NF-kB signaling pathways) ,
and TAB3 plays an important regulatory role in prostate cancer through MAPKs and NF-kB signaling pathways. In this paper,the effects and
related mechanisms of TAB3 were summarized and the relationship between TAB3 and prostate cancer was discussed,so as to provide further
research ideas for the diagnosis and treatment of prostate cancer.
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