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Abstract: Intestinal toxin trimethylamine N-oxide (TMAQ),as one of the important metabolites of hu-
man intestinal flora,is considered to be associated with cardiocerebrovascular diseases, Alzheimer’'s disease,
chronic kidney disease,type 2 diabetes and so on. It promotes the occurrence and development of diseases by
promoting endothelial cell injury, inflammatory reaction, oxidative stress, plaque formation, etc. This article
reviews the research progress of the relationship between TMAO with the occurrence and development of kid-
ney injury-related diseases in order to explore more possibilities of prevention and treatment for clinicians and
patients with kidney disease.
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Research progress on correlation between sarcopenia and cognitive impairment and its mechanism’
ZHANG Jinying \CHEN Chunnuan ,YANG Yingzia \CHEN Yafang .YANG Meili“
Department of Neurology »Second Affiliated Hospital of Fujian Medical University ,
Quanzhou sFujian 362000,China
Abstract; Sarcopenia involves both complex genetic factors and modifiable risk factors such as lack of ex-
ercise, malnutrition and diminished neurodynamics. Cognitive impairment refers to diminished or impaired in-
telligence and/or intellectual functioning. Sarcopenia can contribute to the development of cognitive impair-

ment,and cognitive impairment can cause sarcopenia, which are mutually reinforcing. This article elaborates
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