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[Abstract] Nuclear transcription factor TAR DNA-binding protein 43 (TDP-43) is a DNA/RNA binding protein commonly
expressed and highly conserved in evolution. In physiological state, TDP-43, when localized mainly in nucleus and cytoplasm (no
more than 30%), may play a physiological role, such as participating in mRNA transcription, splicing, translation, transport and

maintaining the stability of mRNA, while its mislocalization in mitochondria might play a corresponding pathological role. Recent
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researches found that, in addition to produce a marked effect in neurodegenerative diseases, TDP-43 also plays an important role

in the pathological process of tumors, male infertility, osteoarthritis (OA) and other diseases. Therefore, the gene expression,

subcellular organelle translocation, function and the relationship with diseases of TDP-43 have attracted more and more attention.

The research progress of pathological effects of TDP-43 has been reviewed in present paper, so as to provide more help for diagnosis

and treatment of related diseases.
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