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Reference Ciass of drug Relative risk reduction
Breitner and colleagues® NSAIDs or steroids  0-24
Breitner and colleagues® H2 blockers 0-14
McGeer and colleagues® NSAIDs 0-50
Stewart and colleagues’  Aspirin 074
Forette and colleagues*  Calcium-channel 0-50
blockers

Wolozin and colleagues®  Lipid-lowering agents 0-60
Jck and colleagues® Lipid-lowering agents 0-29
't Veld and NSAIDs 0-20
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Agent AntHnfiammatory activity Antianglogenic activity
tovastatin - +
Simvastatin -~ +
Pravastatin - +
Sulindac + 1
Diclofenac + +
Indometacin  + +
Aspirin + +
H2 blocker - +
Nitrendipine - +
Nimodipine - +

+ and - denote the biological activity of each agent.
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