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Identification of the target molecule to control the intraocular pressure: A study
of Vav deficient mice with ocular hypertension
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We tried to identify the target molecule to control the intraocular pressure
(10P) with Vas-deficient mice, lead to an ocular phenotype. However it failed to identify the specific
molecule, because the molecular mechanism of intraocular pressure control is complicated more than our
initial assumption.
Therefore we decided first to clarify the relationship between the intraocular pressure and the retinal
ganglion cell (RGC) of Vavs-deficient mice. As results, We demonstrate here Vav2,3 KO and Vav2 KO mice

show not only the pressure-dependent RGCs death, but also under the normal I0P level,
pressure-independent RGC death. It implies that Vav2,3 and Vav2 deficiency in mice may cause RGC death

apart from that of pressure insult.
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