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The attempt to detect macrophage subsets specific for atherosclerotic plaque
development and regression.
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i i . We have established a mouse model of atherosclerosis plague progression and
regression with gain of function mutation of Pcsk9 gene delivered by adeno-associated virus vector.
In this model, hypercholesterolemia and subsequent atherosclerotic plaque formation can be easily

induced in any genetically modified mice without crossbreeding with atherogenic ApoE- or
LDLr-knockout animals.
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