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[ ABSTRACT] Atherosclerosis (As) is a chronic disease that seriously threatens human health and is an important path-
ological basis for cardiovascular diseases. =~ The research on its pathogenesis highly depends on experimental models.
However, the existing models may have shortcomings such as long modeling period, low success rate, and insufficient simu-
lation of human pathological lesions, which restrict the mechanism analysis and translational research.  This review aims to
elaborate on the current mainstream As model construction methods, systematically compare the technological innovation
points of existing models, and construct a multi-dimensional standardized evaluation system and interdisciplinary integration
strategies, in order to explore more optimized As research models.
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Table 1. Comparison of conventional detection methods for atherosclerosis
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Figure 1. Decision tree for atherosclerosis model selection
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