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Research progess of Lnterleukin and its relationship with tumor
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Abstract: With more and more extensive studies on the role of TNFLs and TNFRs in regulating apopto-
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sis and necrosis in the immune system and non-lymphoid tissues, LT and its receptors have been mentioned

more and more as a member of TNFSF. Lnterleukin « (LT o) is a kind of cytotoxic substance produced by

lymphocytes stimulated by mitogen and special antigen. LT « can bind to the corresponding receptor and cause

apoptosis and necrosis of tumor cells,and activating anti-LTRR antibody has the same physiological function as

LTaf,which can inhibit the growth of tumor cells, reduce lymph node metastasis and enhance the effect of

chemotherapy drugs. In this text,we will review the progress of lymphatic toxins and their receptors.

Key words: Interleukin; tumor necrosis factor;
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Research progress on trimethylamine oxide and common chronic diseases
SUN Gong peng ,GAO Yuelan \WEI Jiayan ,CHEN Tianhong ,JIN Jieying ,WU Junzhu”
(Experimental Teaching Center of Basic Medicine .Wuhan University ,Wuhan , Hubei 430071 ,China)
Abstract: In recent years.the relationship between intestinal flora and human diseases has become a re-
search hotspot. Trimethylamine oxide (TMAQ) has attracted much attention as one of the important metabo-
lites of intestinal bacteria. It has been found that TMAO plays an important role in a series of physiological

and pathological processes,such as protein stability,lipid metabolism,inflammation, thrombosis,insulin resist-
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