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6. Prostaglandin E; at clinically relevant concentra-
tions inhibits aggregation of platelets under syner-
gic interaction with endothelial cells
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7. Growth regulation of bovine retinal pericytes by
transforming growth factor- 52 and plasmin
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8. Functional proteomics of transforming growth
factor- 5 1-stimulated MviLu cells: Rad51 as a
target of TGFb1-dependent regulation of DNA re-
pair
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9. Leptin causes vasodilation in humans
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