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WFFERE SR OMEEE  (Z30) @ Atherosclerotic diseases are a significant public health problem
to prevent. Atherosclerosis is associated with an increased risk of death, especially
in coronary heart disease and chronic kidney disease (CKD).We investigated the mechanisms
of atherosclerosis proceeded with the focus on angiogenic factors. We revealed that VEGF-A
and VEGF-C progressed atherosclerotic lesions of ApoE-KO mice. We also revealed that CKD
was associated with an increased risk of coronary heart disease caused by the acceleration
of chronic inflammation.
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