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The response is similar to any other cause of renal (or visceral) hypoperfusion
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ANP/BNP is rarely mentioned as a diagnostic test (for CHF).
They allude to it in setting of decompensated HF as a peptide with X, Y, Z properties (TBD...)

Released in response to myocardial wall stretch (volume expansion).




[ ANP: The Perfect Response J
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Afferent vasodilation with efferent vasoconstriction

Result: T GFR — { Renin (inhibit ATII, aldosterone, ADH)

Natriuresis: Directly inhibits Na*2 reabsorption inthe PCT




ANP: The Perfect Response
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Result: Decrease Na/water absorption
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Natriuretic Peptide Therapeutic Implications

‘ T ANP

Natriuretic peptides are metabolized by a ‘neutral endopeptidase’
(also described as a metalloprotease) - neprilysin.

Neprilysin Inhibitors prevent degradation of ANP with net result: natriuresis, vasodilation
Language: ‘an endopeptidase inhibitor is initiated resulting in
prolonged activity of an endogenous polypeptide hormone’
Whereas rx with Synthetic Natriuretic Peptide (nesiritide) did NOT produce favorable clinical
trial results, sacubitril (in combination with valsartan) resulted in:

Decreased Mortality and Readmission for CHF (HFrEF only)




PPN Heart Failure:
Implication: Arterial Hypoperfusion
Treatment Venous Congestion —> | Atrial Natriuretic Peptide

Endopeptidase inhibitor
PLUS ARB

Survival Benefit

Note: survival benefit is a different question than
symptomatic treatment.
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