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ABSTRACT: TAnimal Model of human diseases is animal experiments objects and materials that used in biomedical science study.
In recent years, with the research of animal models of human diseases, all kinds of experimental models widely used. Acid mammals
chitinase (AMCase) as one important member of the chitinase family, and the downstream signal molecule eosinophils chemokine

(eotaxin-3) and interleukin-13 (IL-13) cascade immune response, in recent years become a hot spot in the study of animal models. This

article summarized the progress in study on AMCase, Eotaxin-3 and IL-13 in animal model, and their clinical significances.
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Table 1 The physical and chemical properties of hEotaxins
Eotixin-1 Eotixin-2 Eotixin-3
Amino acid residues 74 78 71

kDa 8364.9 8778.3 8386
Gene mapping 17q21.1 7q11.23 7q11.23

Isoeletric point 9.92 10.86
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