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Cilostazol, a phosphodiesterase 3 inhibitor, elicits dilation of porcine retinal arterioles
via a cAMP/protein kinase A and AMP-activated protein kinase dependent mechanism -
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Cilostazol, a phosphodiesterase 3 inhibitor, elicits dilation of
porcine retinal arteriole via a cAMP/protein kinase A and
AMP-activated protein kinase dependent mechanism
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