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A study to elucidate the mechanism by which sterile chronic inflammation occurs
in arterial wall and perivascular adipose tissue
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We investigated the mechanism by which life style-related diseases cause
chronic inflammation in the pathogenesis of atherosclerosis and diabetes mellitus. Overeating,
dyslipidemia, and hyperglycemia induced death of vascular cells and adipocytes. Experiments using
cultured cells and genetically-modified mice revealed that cell-free DNA released from injured cells

stimulated TLR9 on macrophages leading to chronic inflammation in adipose tissues and arteries. It
was showed that inhibition of cell death and the inhibitory oligonucleotide against TLR9 would be
promising as a new treatment strategy for life style-related diseases.
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