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during coronary manipulation, and allow sufficient time to achieve optimal 3 Myocardial oxygen consumption decreases as a consequence of reduced afterload. In
and complete revascularization'- 2.

Aspirative Deflation Ejective Inflation =] diastole, IVAC2L ejects the volume of blood stored in the extracorporeal dual chamber
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increases 1n diastole and improves myocardial oxygen supply. The cardiac output of
the native heart (innate CO) decreases as 1IVAC2L assumes part of the systolic
workload. The optimized hemodynamic setting induces improvements in TSR and in

Growing population of complex High-Risk PCl who could
benefit from hemodynamic support?
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Continous vs pulsatile flow* Criteria for High-Risk PCI3 4 « LV-to-aorta support
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There 1s a difference between pulsatile vs continuous flow. Continuous ; |

flow reduces the motility of the aortic valve and may increase the aortic v Poor LV function: EE < 35-40%
impedance. Furthermore, it has been related to worse end-organ perfusion. '
In contrast, synchronized pulsatile flow as found in the iVAC 2L system
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