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[Abstract] Spasmolytic polypeptide-expressing metaplasia (SPEM) is the initial steps of gastric precan-
cerous lesion (GPL). The animal model study as the carrier for exploring the mechanism of occurrence and de-
velopment of SPEM and gastric cancer has the profound influence on the GPL study,at present,SPEM is rare-
ly involved in the animal models of GPL in our country. This paper reviews the existing studies on the SPEM
animal models induced by different drugs and infected by helicobacter pylori (Hp) or helicobacter felis (H.
felis) in our country in order to offer more methods and pathways to the GPL study.
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