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Why does hyperkalaemia stop heart failure
and kidney therapy?
Several cornerstone heart and kidney therapies act on the renin-angiotensin-aldosterone
system and raise potassium. When potassium rises, therapy is often cut back, and patients
lose the protection it was meant to give.

Andreas Fercher, CEO, Elyte Diagnostics · 15 October 2026 · 6 min read

SUMMARY

RAAS inhibitors reduce death and hospitalisation in heart failure and slow kidney decline, but they raise
serum potassium. After a hyperkalaemia episode, therapy was reduced in 25–57% of patients across
four European countries. Patients whose therapy was reduced spent more time in hospital, stopping
therapy has not been shown to protect the kidney, and KDIGO 2024 advises lowering potassium before
reducing or stopping these drugs.

25–57%
of patients had RAASi reduced after
hyperkalaemia
Germany, Spain, Sweden, UK [1]

1 in 25
fewer patients hospitalised within six
months when therapy was maintained
Four-country study, observational [1]

4.0–4.5 mmol/L
the potassium range with the lowest
mortality risk
CKD Prognosis Consortium [5]

The potassium dilemma
ACE inhibitors, angiotensin receptor blockers, sacubitril/valsartan, and mineralocorticoid receptor antagonists are
the backbone of treatment in heart failure with reduced ejection fraction and in albuminuric chronic kidney
disease. Each reduces aldosterone production or action, and with it potassium secretion in the distal nephron.
Chronic kidney disease, heart failure, and diabetes impair potassium handling further.

The dilemma follows from this. The patients who gain most from these drugs are also those most likely to
develop hyperkalaemia, and withdrawing therapy in response may lower the immediate potassium risk while
raising the longer-term cardiovascular and kidney risk.

The risk is common and it recurs. In a Danish population cohort of 31,649 people with newly diagnosed heart
failure, 25% had a potassium value above 5.0 mmol/L within the first year, rising to 44% among those with stage 4
kidney disease [6]. After a first episode, a second followed within six months in 40% of people with chronic kidney
disease and 49% of people with heart failure [7].

elyte.at/insights For healthcare professionals · Page 1 of 4



//  B E T W E E N  V I S I T S  ·  N o .  0 1 Why does hyperkalaemia stop heart failure and kidney therapy?

What happens after an episode
A recent study across four European health systems followed 40,059 adults with chronic kidney disease, heart
failure, or both, who had a hyperkalaemia episode while taking a RAAS inhibitor [1]. The researchers compared
prescriptions in the 120 days before and after the episode. Therapy counted as reduced if all RAAS inhibitors were
stopped, if a class was dropped, or if a dose was cut by a quarter or more.

The share of patients whose therapy was reduced was 44.4% in Germany, 24.8% in Spain, 34.7% in Sweden, and
57.1% in the United Kingdom. In the UK, more than a third of patients, 37.9%, had every RAAS inhibitor stopped.

Figure 1. Share of patients whose RAAS-inhibitor therapy was reduced after a hyperkalaemia episode [1]

Spain
2021–2022 · n = 4,392 24.8%

Sweden
2018–2020 · n = 17,404 34.7%

Germany
2018–2022 · n = 11,677 44.4%

United Kingdom
2018–2021 · n = 6,586 57.1%

Reduced = all RAASi stopped, a class dropped, or a dose cut by 25% or more, comparing the 120 days after the episode with the 120 days before.
Hyperkalaemia definitions differed between countries. Bars are scaled from 0 to 60%.

What follows a reduction
In Sweden, 41.9% of 20,824 patients had their therapy reduced after hyperkalaemia [2]. When those patients were
matched with similar patients whose therapy was maintained, the reduced group spent 33.6 days in hospital per
person-year over the following six months, against 24.7 days in the maintained group.

Across the four-country study, maintaining therapy was associated with one fewer first hospitalisation within six
months for every 25 patients [1]. In a separate US cohort, the six-month rate of heart failure hospitalisation, heart
failure emergency visits, or progression to kidney failure was 17.5% when therapy was stopped and 18.2% when it
was reduced, against 10.6% when it was maintained or increased [3]. A meta-analysis of kidney disease cohorts
found a 48% higher risk of death when treatment was stopped because of hyperkalaemia [4].

These are observational findings. Patients whose therapy is reduced are often older, frailer, or more acutely ill, and
some reductions follow a decline that would have happened anyway. The studies adjusted for this in different
ways, but none can fully remove it. Most of the European data cited here were funded by a manufacturer of
potassium binders. The direction of the evidence is nonetheless consistent: across countries and study designs,
reducing therapy after hyperkalaemia is associated with more hospital use and higher mortality.

Why the decision is hard
Hyperkalaemia rarely causes symptoms before it affects the heart's rhythm. The relationship between potassium
and mortality is U-shaped: risk is lowest between about 4.0 and 4.5 mmol/L and rises on both sides [5]. At 5.5
mmol/L, the risk of death was 22% higher than at 4.2 mmol/L in an analysis of more than 1.2 million people [5].
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A clinician who sees a single raised value therefore faces a trade-off: an uncertain short-term risk of arrhythmia
against a longer-term loss of protection. The potassium result is immediate and visible, while the benefit lost by
cutting therapy is delayed, so the measurable short-term hazard tends to drive the decision, often without an
equally reliable process for rechecking potassium and restarting treatment. Once a patient is stable, guidelines
schedule potassium checks weeks to months apart [8, 9]. Between those checks, the clinician has little
information about where the patient's potassium is heading, and reducing the dose can look like the safer choice.

What the guidelines now say

“Hyperkalemia associated with use of RASi can often be managed by measures to reduce the serum
potassium levels rather than decreasing the dose or stopping RASi.” KDIGO 2024 [8]

The KDIGO algorithm for potassium above 5.5 mmol/L starts with correctable causes, then diuretics, bicarbonate,
and potassium exchange agents, and places a dose reduction or discontinuation last, noting that discontinuation
is associated with more cardiovascular events [8]. The Austrian Society of Nephrology's 2026 consensus goes
further for kidney disease: stopping RAAS inhibition because of hyperkalaemia is indicated only when serum
potassium stays above 6.0 mmol/L despite all potassium-lowering options [10].

What stopping therapy does and does not achieve
Stopping a RAS inhibitor lowers the immediate potassium risk. The evidence does not show that it protects the
kidney. In the STOP-ACEi trial, 411 patients with advanced chronic kidney disease (eGFR below 30 ml/min/1.73
m²) were randomised to stop or continue therapy; after three years, eGFR did not differ between the groups (12.6
against 13.3 ml/min/1.73 m²), and kidney failure or kidney replacement therapy occurred in 62% and 56%
respectively [11].

Two target trial emulations point the same way. In 2,305 Japanese patients who developed hyperkalaemia (5.5
mmol/L or above) on RAS inhibitors, stopping was associated with fewer episodes of severe hyperkalaemia but a
16% higher risk of death, with no difference in kidney outcomes [12]. In 1,434 French patients with advanced
kidney disease, stopping was associated with twice the three-year risk of major cardiovascular events and a 34%
higher risk of starting kidney replacement therapy [13].

P R A C T I C E  P O I N T S

A single raised potassium value is a reason to look again, not automatically a reason to stop protective
therapy. Very high or rapidly rising values, symptoms, acute kidney injury, or ECG changes need
immediate action.

When therapy has been reduced, a plan to review and restart it matters as much as the reduction itself.

The decision depends on knowing where potassium is heading between visits. The next paper in this
series looks at what the guidelines say about how often to check it.
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