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Cirrhosis FIG S9
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Proximal Stiffening Leads to High Fiesio
Pulsatility Flow in Distal Vessels




Non-Pharmacological and Pharmacological Treatment Associated With Reduction
in Arterial Stiffness
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Pharmacological
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Intentional Exercise and
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Right Ventricular Dysfunction / Failure is Largely the Result of Increased
Afterload Which is Traditionally Considered in Terms of Pulmonary Vascular

Resistance
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RV Faillure Due to Elevated Afterload iIs the
Proximate Cause of Death in Patients With
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