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[ Abstract)

calcification, but the exact pathologic mechanism is unclear. At present, research is mainly conducted in animal models.

Calcific aortic valve disease is an active progressive disease characterized by inflammation, fibrosis and

Those animal models that best simulate the disease process help to clarify the mechanisms of the occurrence and
development of the disease, and may lead to the identification of effective clinical treatments. In this paper, we reviewed
and evaluated the mouse model of calcific aortic stenosis to provide a reference for the selection of other animal models of
calcified valvular disease
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Note. C57BL/6J, Wild type mouse subspecies. Ldlr, Low density lipoprotein receptor. Apoe, Apolipoprotein E. Fibulin/Emilin, glycoprotein. IL-1Ra,
Interleukin—1 receptor antagonist. Nfatcl,Nuclear factor of activated T celll. Cre, Recombinase. Cad-11, Cadherin—11, Intercellular adhesion protein.

REN, renin. AGT, Angiotensin. Notchl, transcriptional regulatory factor. Postn, Periostein. Egfr, Epithelial growth factor receptor.
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