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Chronic cardiorenal syndrome

Increased
Anemia susceptibility

Na + H,O retention = to Il‘ISUItS
Uremic solute retention

Ca and Phos abnormalities

Hypertension

Chronic hypoperfusion
Apoptosis

Genetic risk factors
Acquired risk factors
low cardiac output (CO)

Chronic B\ p Low cardiac output (CO) : i< | p
heart \ \ Subclinical inflammation 7 » Insult an
disease \ \ Endothelial dysfunction ’ e initiation of

Accelerated atherosclerosis <
kidney damage

Chronic hypoperfusion
Increased renal vascular resistance
Increased venous pressure

Embolism Sclerosis - Fibrosis

. Anemia, hypoxia
" RAA and sympathetic activation
Na + H,O retention

Hypertension, LVH

. Anemia ; .
**~.. Na + H,0 retention ' =c Progression
Uremic solute retention A\ Ty
Ca and Phos abnormalities
Hypertension




Acute renocardiac syndrome
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Chronic renocardiac syndrome
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