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Fig.1 Effects of PARl agonist peptides on the release of IL-8 from A549 cells
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Fig.2 Time course for IL-8 release induced by agonist peptides
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Fig.3 Effects of PARI agonists and their reverse peptides on the release of IL-8 from
A549 cells
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Fig.4 Effect of thrombin on the release of IL-8 from Ab49 cells
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Fig.5 Inhibitory effect of hirudin (H) on the release of IL-8 from A549 cells
induced by thrombin
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Fig.6 Time course for IL-8 release induced by thrombin
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