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Active controls all significantly reduced platelet aggregation | EExfBIIWLVFThEm/NMugEEZZELHNIFIL. H
and prolonged bleeding time. meFfEZEERSE 1=,

These results suggest that Drug A inhibits growth | CNOLDFEEMNS ., FEF| A ITRAERFRIHIZLS
factor—stimulated cell proliferation. MaEEAEETEEEZOND,

Drug A is an inhibitor of platelet activation and aggregation | Z&l| A &, ZDEHRE WA M/NMRED ADP ZF&
through the irreversible binding of its active metabolite to | A5 X P2Y12 ICAR[#EHIZFEETHEICKY . M
the P2Y12 class of ADP receptors on platelets. INRDEHEIERVREZEET 5,
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Similar to our earlier findings, in the vehicle—control animals
middle cerebral artery occlusion caused a transient, mild
hyperthermia that returned to normal by 4 to 6 hours

postocclusion.
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Arteriovenous fistula (AVF) was created in G57BL/J6 mice,
and matrix metalloproteinase was administered to AVF and
sham—operated mice into peritoneal cavity by minipump for

4 weeks.
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Our study suggests that anaphylactic ventricular dysfunction

is attributed mainly to vasoconstriction—induced coronary

flow reduction and resultant myocardial ischemia.
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The rat carotid artery balloon injury model is commonly
used for investigating morphological, cellular, biochemical,

and molecular components of the response to

experimentally induced arterial injury.
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Drug A exerts anticoagulant and antithrombotic effects by
decreasing the activation of prothrombin to thrombin by

coagulation factor Xa in the prothrombinase complex.
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Drug A reduced the overall infarct size by 30% with
protection to the cortex, white matter, and subcortical

structures.
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The active metabolite of Drug A selectively inhibits the
binding of adenosine diphosphate (ADP) to its platelet

P2Y12 receptor and the subsequent ADP-mediated
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activation of the glycoprotein GPIIb/Illa complex, thereby
inhibiting platelet aggregation.
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The active thiol metabolite binds rapidly and irreversibly to
platelet receptors, thus inhibiting platelet aggregation for
the lifespan of the platelet.
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In contrast, at therapeutic doses, Enzyme X-specific
inhibitors do not inhibit the synthesis of prostaglandins by
Enzyme Y.
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