©
2018 2020

Development of diagnosis methods for autoimmune dyslipidemia
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Autoantibodies against _lipid metabolism-related molecules were
investigated in the undiagnosed dyslipidemic patients with whom we were consulted by medical
institutions nationwide. Among them, we identified two cases of hypertriglyceridemia induced by the
autoantibodies against either apoC-11 or GPIHBP1.

We also determined the clinical significance of anti-apoB-100 autoantibodies. First, we found that
the serum anti-apoB-100 autoantibody levels were significantly low in diabetic patients with
macroangiopathy comparing to those without. No clear association was found between serum
anti-apoB-100 autoantibody levels and diabetic microangiopathy. Second, serum anti-apoB-100
autoantibody levels were positively correlated with plaque stability of culprit coronary vessels in
male patients with stable angina. These results suggest that anti-apoB-100 autoantibodies would be a
negative marker for the onset and progression of arteriosclerosis.
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