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Advances in Establishment of Endolymphatic Hydrops Animal Models

CHEN Xi—xi, JIANG Li-yuan, CHEN Hua-de
(Zhejiang Chinese Medical University, Hangzhou 310053, China)

ABSTRACT: It is generally accepted that endolymphatic hydrops is the main histopathologic change of Meniere’s disease. The

purpose of this paper is to summarize the relevant publications on the development of experimentally induced endolymphatic hydrops

in the animal model over recent years,and to provide a better basis for the further study of the mechanism, diagnosis and intervention

of Meniere’s disease.
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