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Regulatory T cells and drug-induced liver injury in type 2 diabetes
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i o Alterations in immune responsiveness associated with various diseases and
pathological conditions are important host factors, alongside genetic predispositions, in

understanding the susceptibility and mechanisms of idiosyncratic drug toxicities. This study
utilized a type 2 diabetes fatty liver model to investigate the liver immune environment. The
results indicate that self-derived molecules involved in immune responses leaking from mitochondria
in response to a hepatotoxic compound differ between diabetic and non-diabetic states. Furthermore,
immunological differences in gene expression profiles of diabetic liver tissue were observed. These
findings highlight the immunological background as a key factor in explaining the host
susceptibility to drug-induced liver injury in type 2 diabetes.
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