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The role of Selenium and Selenoprotein in Inflammatory Bowel Disease
HU Ling Bo, SUN Guo-gen, ZOU Yi
(Enshi Tujia and Miao Autonomous Prefecture Central Hospital, Enshi Hubei 445300)
ABSTRACT: The cause of Inflammatory bowel disease has not been known so far, and many immune cells are
associated with diseases. Studies have revealed that trace elements selenium and selenoproteins have the ability to affect
inflammatory signaling pathways in disease pathogenesis. In particular, two transcription factors, nuclear factor kB and
peroxisome proliferator-activated receptor y, which are involved in the activation of immune cells, are also involved in
various stages of inflammation and regression, respectively. This article reviews the role of two transcription factors in

immune cell activation during IBD.
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