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Progress on the role and mechanisms of natural Killer T cell in liver diseases

GAO Mei-xin', HE Ling-ling', YANG Jun-ru', ZHANG Jian', ZHANG Fu-yang', XIAO Fan’, WEI Hong-
shan' (1.Department of Gastroenterology, Beijing Ditan Hospital, Capital Medical University, Beijing
100015, China; 2.Institute of Infectious Diseases, Beijing Ditan Hospital, Capital Medical University, Beijing
100015, China)

Abstract: Natural killer T cell (NKT cell) is one of an untraditional T lymphocytes, which expresses not only
natural killer cell (NK cell) related receptors but also T cell receptors. Recently, some new subsets of NKT
cell had been discovered continually, and these different subsets exhibited difference in terms of structure,
function and regulation mechanisms. The role of activated NKT cells is complex in liver diseases, and its
regulation mechanism remains elusive, further research is needed. Therefore, in-depth exploration of the role
and mechanism of NKT cells in liver diseases is essential to remit pathology process of hepatopathy.

Key words: Natural killer T cell; Inflammatory liver disease; Hepatocellular carcinoma; Immunity regulation
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