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Research progress in effects of amino acids on endoplasmic reticulum stress
XU Wenlong ,CUI Mengzhu ,LIANG Hongyan ,J IANG Xiao feng”®
(Department of Clinical Laboratory,The 4th A f filiated Hospital of Harbin
Medical University , Harbin, Heilongjiang 150000,China)

Abstract: The occurrence of endoplasmic reticulum stress (ERS) is involved in the development of various

diseases in human body. Accurate and effective intervention and regulation of ERS has become a hot spot in

recent years. Amino acids are the nutrients that make up the proteins that people need,and they are also im-

portant signal transduction molecules in the human body. Intervention and regulation of ERS stress by amino

acids is likely to be an important and unexplored area,and it is expected to become a potential target for new

prevention strategies such as malignant tumors and cardiovascular diseases. Therefore,in this article, we will

briefly review the research progress of the effects of amino acids on cellular ERS stress in recent years.
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