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Construction and research progress of hemophilia mouse models
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(1. North China University of Science and Technology, Tangshan 063000, China.
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[ Abstract] Hemophilia is a monogenic hereditary disease whose pathogenesis includes the reduction of coagulation
factors caused by mutations in genes encoding coagulation factors. The clinical manifestation of this disease is recurrent
bleeding, which can be life-threatening in severe cases and cannot be cured. Currently, gene therapy might have the
potential to cure hemophilia. In gene therapy research, animal models are commonly used. The mouse hemophilia model is
useful because of its convenience for transportation and lower research costs when compared with other large animal models.
It has become a hot spot for research using animal hemophilia models. After more than 20 years of development, technology
to generate a mouse hemophilia model has gradually matured. The aim of this paper is to summarize the research progress in
generation of a mouse hemophilia model.
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