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Drugs used to treat heart failure
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Atrial fibrillation
Narrow QRS complex
Down-sloping of ST segment
Inverted T wave

(‘reversed tick’
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T wave

It is characterized by
an descend ST

segment on the ECG
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~“Comparison of the properti
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Digo>in
Digitoxin

Protein
Einding

5o 100
Percent

action
o 20 — —
Minutes
Half-life
8] 3 - 5 - 2

Dﬂy"g
(according to Lippincott 's Pharmacology: 2009)




Pharmacokinetics of Digoxin and Digitoxin

Digitoxine Digoxine
100 % 75 % Bioavailability / PO
95 % 25 % Protein binding
++ Hepatic metabolism
7 days 36-40 h Half-life
Therapeutic plasma
13-25 0,9-2,2 concentrations (pg/l)




Metabolites of
digitoxin appear/
in the bile

/.
Digoxin eliminated
largely unchanged
in the urine
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Amiodarone
Erythromycin
Quinidine
Tetracycline
Verapamil

Increased digitalis
concentration may occur
during concurrent therapy

Enhanced potential
for cardiotoxicity

Corticosteroids
Thiazide diuretics
Loop diuretics

Decreased levels of blood
potassium
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Sites of action by B-adrenergic agonists a
—phosphodiesterase inhibitors on heart muscle

Binding of a [}-adrenergic
agonist such as dopamine,

Phosphorylation of a calcium 1 or dobutamine, activates

channel increases caleium s
- i adenylyl cyclase, which
Voltage-sensitive 3 flow into the cell, causing ~ produces cAMP.
paa—r increased force of Ad .
slow Ca** chann contraction of heart muscle.  P-Adrenergic
Ca?t ranaptc-r
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Increased cAMP activates protein kinase, : s
force of 2 Which in turn phosphorylates a iy
contraction calcium channel. 4 hydrolysis of cAMP and,
thus, prolong the action of
protein kinase.
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