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[ Abstract]
plays a key role in the occurrence and development of psoriasis. Traditional treatment can alleviate psoriasis, but it is

Psoriasis is a common chronic inflammatory skin disease. Interleukin (IL)-23/IL-17 cytokine axis

easy to relapse in the original lesions subsided after treatment. Tissue resident memory T cells (Txu) are one of the impor-
tant subsets of memory T cells. Studies have shown that Tru cells play an important role in the pathogenesis of psoriasis.

Therefore, this review aims to summarize the current progress of the role of Try cells in the pathogenesis of psoriasis,
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and the treatment of Try cells is expected to provide a novel potential therapeutic strategy for psoriasis.
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[ Abstract)

brosis. Inflammation causes pain, which reduces skeletal muscle function, and has a negative impact on motor perfor-

Skeletal muscle injury goes through a series of stages, including inflammation, regeneration, and fi-

mance. At present, Nonsteroidal anti-inflammatory drugs (NSAIDs) are often used to reduce inflammation after skeletal
muscle injury, so as to alleviate pain and exercise skeletal muscle function in the early stage. However, whether the inter-
vention of NSAIDS will disrupt the normal process of skeletal muscle injury repair, thus hindering the repair of skeletal

muscle injury. This review collects relevant literature to evaluate the effect of non-steroidal drugs in the treatment of skel-
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etal muscle injury, in order to provide relevant theoretical basis for clinical medication and guide treatment.
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