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The DeBakey roller pump is the devicgétﬁat made possible the first successful opéh-hea'rt' b Thamy S,
surgery in 1953. Almost forgotten i%Qfﬁat it was invented for use in direct donor-to-patient

transfusion by Michael DeBakg\gﬁs a medical student in the 1930s. Citrated stored blood

became available soon thereag‘g&r and the roller pump became obsolete for transfusion.
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