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[Abstract] Pulmonary hypertension (PH) has become a serious threat to human health. It's
the only way to improve disease prevention and control of PH to strengthen the research on the
pathogenesis of PH and promote the development of new drugs. Therefore, the establishment of a
stable, repeatable, animal pathogenesis and pathophysiological features similar to human disease, and
the production of simple animal models is that we take as an important basis for the study of PH.
The methods for producing PH models at home and abroad are reviewed in this paper, so that
researchers can select suitable animal models according to the research purpose.
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