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Elucidation of the pathogenesis of atherosclerosis by focusing on the
interaction between spontaneous lymphocytes and macrophages.

Ushigome, Emi
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In this study, we used Rag2-deficient mice in the absence of acquired immune
system cells to focus on the innate lymphocytes responsible for innate immunity. In the Rag2-ApoE
double-deficient mice, the interaction of spontaneous lymphocytes with macrophages led to the
formation of atherosclerotic foci, and when ApoE-deficient mice were fed a high-fat, high-sucrose
diet, which is a model of a modern diet, the development of Dyshiosis, a disorder of the intestinal
flora, and the formation of lipids in the atherosclerotic foci was disrupted.
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