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	Association
	Reference
	Year
	Population
	Preventing HK occurrence/recurrence

	SIN/SIMI/FADOI
	De Nicola et al. 1
	2024
	On RAASi
	Check serum potassium prior to initiating RAASi treatments, and then regularly throughout treatment.
Educate patients on HK, as well as the risks of discontinuing their current RAASi treatments and the need to avoid excessive dietary potassium intake. 
A potassium intake of <3 g/day is recommended in patients with CKD and recurrent HK, while maintaining a healthy diet rich in fruits and vegetables.
A successful combination of optimal RAASi plus potassium binder can avoid/delay the need for dialysis and other serious clinical outcomes.

	UK Kidney Association
	Alfonzo et al. 2
	2023
	Any
	Prevention of HK in the community:
Consider low-potassium diet for patients with persistent serum potassium >5.5 mEq/L after non-dietary causes of HK (constipation, acidosis and poorly controlled diabetes) have been addressed.
Consider sodium bicarbonate in CKD patients with a serum bicarbonate level <22 mmol/L with or without HK, loop diuretics for the treatment of chronic HK in patients who are non-oliguric and volume replete, and exercise caution in prescribing trimethoprim to patients with renal impairment or those taking RAASi.
Consider patiromer or SZC (initiated in secondary care only) for persistent HK with a confirmed serum potassium ≥6.0 mEq/L in outpatients with CKD stage 3b–5 (not on dialysis) or HF receiving a suboptimal dose or not receiving RAASi therapy owing to HK. 
Discontinue patiromer or SZC if RAASi therapy is stopped. Calcium resonium may be used as a short-term option to treat chronic HK in non-hospitalised patients who do not meet the criteria for patiromer or SZC.
Advise patients regarding the risks of AKI and HK during acute illness and measures to avoid these complications.
Prevention of HK in hospitalised patients:
Review medication that can cause HK in the context of the current illness and level of renal function both on and during hospital admission.
Consider low-potassium diet for hospitalised patients with moderate or severe HK after non-dietary causes of HK (constipation, acidosis and poorly controlled diabetes) have been addressed.
Evaluate the risk of recurrence of HK before reinstating previous medication that may have contributed to the episode.

	KDIGO
	KDIGO CKD Work Group3
	2024
	CKD
	In people with CKD and the management of non-emergent hyperkalaemia, a systematic approach of treating correctable factors (e.g. correction of severe metabolic acidosis) and understanding the role of diet and medications may provide a pragmatic framework.
For people with CKD and severe recurrent HK (potassium >6 mmol/L), balance the additional cost of potassium exchange agents against the health benefits and net savings of healthcare costs resulting from potassium-lowering treatment. The key is to implement a successful affordable strategy for HK management that allows the maintenance of other therapies.
Provide advice to limit the intake of foods rich in bioavailable potassium (e.g. processed foods) for people with CKD G3–G5 who have a history of HK or as a prevention strategy during disease periods in which HK risk may be a concern (the guideline does not endorse restrictions in early stages of CKD because high intake of foods naturally rich in potassium appears to be protective against disease progression, and dietary restriction of foods naturally containing potassium, such as fruits and vegetables, may be harmful to cardiac health)

	KDIGO
	KDIGO Diabetes Work Group4
	2022
	CKD and diabetes
	Moderate potassium intake, avoid potassium-containing salt substitutes or food products containing the salt substitutes.
Review medications and avoid drugs that can impair kidney excretion of potassium.
Avoid constipation (sufficient fluid intake and exercise).
Initiate diuretics treatment to enhance the excretion of potassium in the kidneys, especially when there is concomitant volume overload or hypertension.
Treat with oral sodium bicarbonate to minimise the risk of HK in patients with CKD and metabolic acidosis. Concurrent use of diuretics will reduce the risk of fluid overload that can occur from sodium bicarbonate treatment.
Consider treatment with potassium binders, such as patiromer or SZC, when other measures fail to control serum potassium levels.

	KDIGO
	KDIGO Blood Pressure Work Group5
	2021
	Hypertension and CKD
	Use caution in implementing DASH-type diet or potassium-containing salt substitutes in CKD populations, especially in those with advanced CKD, hyporeninaemic hypoaldosteronism or HK from other causes.
Consider dietary potassium restriction; discontinuation of potassium supplements, certain salt substitutes and drugs that cause HK; and adding potassium-wasting diuretics and oral potassium binders.

	KDIGO
	Lindner et al. 6
	2020
	CKD
	If the risk of HK remains an ongoing issue, provide dietary instructions regarding low-potassium foods and avoidance of potassium-rich foods to patients with moderate and severe kidney disease.

	KDIGO
	Clase et al. 7
	2020
	CKD
	Unable to provide evidence-based recommendations or suggestions on preferential strategies because of a lack of evidence for most of the strategies, the absence of evidence on comparative efficacy of alternative strategies and the potential for harm with at least some of them.
Approaches include dietary potassium restriction, permissive approach (no additions or changes to management despite awareness of HK), discontinuation of medications elevating potassium (e.g. RAASi), use of potassium-wasting diuretics, gastrointestinal potassium wasting and potassium binders.

	ESH/ISH/ERA
	Mancia et al. 8
	2023
	Arterial hypertension
	Do not combine ACEi, ARB, or aliskiren.
Consider a potassium binder in CKD patients with HK to maintain serum potassium levels <5.5 mEq/L and allow optimal treatment with a RAASi.

	AHA/ACC/HFSA
	Heidenreich et al. 9
	2022
	HF
	Use newer potassium binders to maintain serum potassium <5.5 mEq/L.
Avoid MRAs in patients with HFrEF and NYHA class II to IV symptoms if potassium is ≥5.0 mEq/L.

	ESC
	McDonagh et al. 10
	2021
	HF
	Potassium binders can be used for acute and chronic potassium lowering. In patients with chronic or recurrent HK on RAASi, an approved potassium-lowering agent may be initiated as soon as potassium levels are confirmed to be >5.0 mEq/L. Potassium-lowering treatment should be maintained unless alternative treatable aetiology for HK is identified.
Discontinue/reduce RAASi in patients with potassium levels of >6.5 mEq/L on either maximal or submaximal tolerated, guideline-recommended target dose of RAASi.

	ESC
	Rosano et al. 11
	2018
	CVD treated with RAASi
	Review diet, supplements and medications. Consider a low-potassium diet and loop or thiazide diuretics that increase potassium excretion.

	JCS/JHFS
	Kitai et al. 12
	2025
	HF
	Educate patients on a potassium-restricted diet
Reduce or discontinue medications that increase potassium levels of have nephrotoxic effects (e.g. non-steroidal anti-inflammatory drugs
Considered maintaining or initiating potassium binders to prevent recurrent HK, and administer, reintroduce, or uptitrate RAASi


ACC, American College of Cardiology; ACEi, angiotensin-converting enzyme inhibitor; AHA, American Heart Association; AKI, acute kidney injury; ARB, angiotensin receptor blocker; CKD, chronic kidney disease; CVD, cardiovascular disease; DASH, Dietary Approaches to Stop Hypertension; ERA, European Renal Association; ESC, European Society of Cardiology; ESH, European Society of Hypertension; FADOI, Federation of Associations of Hospital Doctors on Internal Medicine; HF, heart failure; HFrEF, heart failure with reduced ejection fraction; HFSA, Heart Failure Society of America; HK, hyperkalaemia; ISH, International Society of Hypertension; JCS, Japanese Circulation Society; JHFS, Japanese Heart Failure Society; KDIGO, Kidney Disease: Improving Global Outcomes; MRA, mineralocorticoid receptor antagonist; NYHA, New York Heart Association; RAASi, renin–angiotensin–aldosterone system inhibitor; SIMI, Italian Society of Internal Medicine; SIN, Italian Society of Nephrology; SZC, sodium zirconium cyclosilicate.


Supplementary Table S2: Summary of studies evaluating RAASi utilisation with potassium binders
	Study / 
Study type
	Aim
	Potassium binder
	Study type
	Number of participants
	Follow-up
	Effect of binder on RAASi utilisation
	Effect of binder on potassium levels

	REALIZE-K, 202513
	Evaluate the efficacy and safety of SZC in optimising spironolactone use patients with HFrEF and prevalent hyperkalaemia (or at high risk).
	SZC
	RCT
	102 treated with SZC
101 treated with placebo
	6 months total
	More patients received spironolactone ≥25 mg/day on SZC (81%) than on placebo (50%; OR: 4.33; 95% CI: 2.50 to 7.52; P<0.001) (secondary endpoint)
Patients on SZC took longer to require a decrease or discontinuation of spironolactone due to hyperkalaemia than those on placebo (HR: 0.37; 95% CI: 0.17 to 0.73; P=0.006) (secondary endpoint)
	Patients on SZC were more likely to maintain normokalaemia on spironolactone ≥25 mg/day without rescue therapy for hyperkalaemia compared with placebo (71% vs 36%; OR: 4.45; 95% CI: 2.89 to 6.86; P<0.001) (primary endpoint)
SZC (vs placebo) also improved the following secondary endpoints: normokalaemia on randomization dose of spironolactone and without rescue therapy (58% vs 23%; OR: 4.58; 95% CI: 2.78 to 7.55; P<0.001); time to HK (HR: 0.51; 95% CI: 0.37 to 0.71; P<0.001)

	ZORA, 202314
	Investigate RAASi utilisation after an episode of HK in patients with HF and/or CKD
	SZC
	RWD
	565 (USA), 776 (Japan), 56 (Spain) treated with SZC 
2068 (USA), 2629 (Japan), 203 (Spain) without a potassium binder
	6 months total
	Patients on SZC were more likely to maintain guideline-recommended RAASi therapy at 6 months following an HK episode compared with patients not treated with a potassium binder (OR: 2.56; 95% CI: 1.92 to 3.41; P<0.0001)
	

	OPTIMIZE I, 202315
	Evaluate RAASi modifications among patients who initiated SZC for HK
	SZC
	RWD
	589
	Mean follow-up = 244.5 days (SD: 98.9, median: 229.0)
	Most patients (77.4%) optimised RAASi therapy after initiating SZC; 69.6% maintained the same dosage while 7.8% had up-titrations
	

	PRIORITIZE-HFa, 202316
	Evaluate the benefits and risks of using SZC to intensify RAASi therapy
	SZC
	RCT
	92 (SZC)
90 (placebo)
	12 weeks total
	No statistically significant difference in the percentage of patients at RAASi target dose at 3 months between the groups (P=0.43)
	Mean serum potassium concentrations during the treatment period were numerically lower in patients randomised to SZC than those in the placebo group

	DIAMOND, 202217
	Investigate the impact of patiromer on serum potassium level and its ability to enable specified target doses of RAASi use in patients with HF and reduced ejection fraction
	Patiromer
	RCT
	439 (patiromer)
439 (placebo)
	Median follow-up was 27 (IQR: 13–43) weeks
	Discontinuation or reduction of the target MRA dose occurred in 61 participants (13.9%) in the patiromer group and in 83 (18.9%) in the placebo group (HR: 0.62; 95% CI: 0.45 to 0.87; P=0.006)

	Patients on patiromer had a lower total number of adjusted HK events/100 person-years (77.7 vs. 118.2 with placebo; HR: 0.66; 95% CI: 0.53 to 0.81; P<0.001) and lower potassium levels at study end, with a between-group difference of –0.10 mmol/L (95% CI: –0.13 to –0.07; P<0.001)

	AMBER, 201918 
	Evaluate the use of patiromer to allow more persistent use of spironolactone in patients with CKD and resistant hypertension
	Patiromer
	RCT
	147 (patiromer)
148 (placebo)
	12 weeks total
	More patients in the patiromer group were still receiving spironolactone at 12 weeks (86%) compared with the placebo group (66%) (P<0.001)
	

	OPAL-HF, 201519 
	Evaluate the safety and efficacy of patiromer in patients with CKD who were receiving at least one RAASi and who had HK
	Patiromer
	RCT
	55 (patiromer)
52 (placebo)
	4 weeks run-in and 4 weeks randomised withdrawal phase (total)
	More patients in the patiromer group were still receiving RAASi at the end of the randomised withdrawal phase (94%) compared with placebo-treated patients (44%) (no statistics provided)

	The estimated median change in the potassium level from the start of the randomised withdrawal phase to week 4 of the phase was 0.72 mEq/L in the placebo group and 0 mEq/L in the patiromer group, with a between-group difference of 0.72 mmol/L (95% CI: 0.46 to 0.99; P<0.001)
More patients on placebo (91%) had at least one episode of potassium >5.0 mEq/L compared with those on patiromer (43%) (P<0.001)

	PEARL-HF, 201120 
	Evaluate the efficacy and safety of patiromer on serum potassium levels in patients with HF receiving standard therapy and spironolactone
	Patiromer
	RCT
	56 (patiromer)
49 (placebo)
	28 days total
	Significantly more patients in the patiromer group had their spironolactone dose increased compared with patients in the placebo group (91% vs. 74%; P= 0.019).
	The patiromer group had significantly lowered serum potassium levels relative to the placebo group (difference between groups of −0.45 mEq/L; P<0.001)
Fewer patients in the patiromer group developed HK (serum potassium >5.5 mEq/L) compared with those on placebo (7% vs. 25%; P= 0.015)


aThe PRIORITIZE-HF study was terminated prematurely owing to the COVID-19 pandemic.
CI, confidence interval; CKD, chronic kidney disease; COVID-19, coronavirus disease 2019; HF, heart failure; HK, hyperkalaemia; HR, hazard ratio; IQR, interquartile range; MRA, mineralocorticoid receptor antagonist; OR, odds ratio; RAASi, renin–angiotensin–aldosterone system inhibitor; RCT, randomised controlled trial; RWD, real-word data; SD, standard deviation; SZC, sodium zirconium cyclosilicate.


[bookmark: _Ref160185710][bookmark: _Ref160185707]Supplementary Table S3: Causes of hyperkalaemia
	
	Reversible
	Non-reversible

	Reduced excretion of potassium
	[bookmark: _Hlk153374071]Acute kidney injury (e.g. acute tubular necrosis or interstitial nephritis)
Reduced glomerular filtration rate owing to secondary causes (e.g. acute volume depletion from dehydration or bleeding)
Drugs that impair renin–angiotensin–aldosterone axis, such as renin–angiotensin–aldosterone inhibitors, or act through other mechanisms (e.g. trimethoprim)
Constipation
	Chronic kidney disease (reduced glomerular filtration rate due to loss of normal kidney parenchyma [e.g. immune and non-immune-mediated kidney disorders]) 
Impaired renin–aldosterone axis (e.g. Addison's disease, aldosterone deficiency or aldosterone insensitivity) 
Diabetes (hyporeninaemic hypoaldosteronism) 

	Transcellular shift of potassium (intracellular to extracellular compartment)
	Cellular injury (e.g. rhabdomyolysis from crush injury or excessive exercise)
Metabolic acidosis (e.g. diabetic ketoacidosis or secondary to decreased tissue perfusion from sepsis or dehydration)
Tumours lysis syndrome
Drugs (e.g. succinylcholine)
	Diabetes (insulin deficiency or resistance) 

	Increased potassium intake
	High-potassium diet
Intravenous fluids (e.g. total parenteral nutrition)
Medications with high potassium content (e.g. potassium chloride, potassium iodide)
Massive blood transfusion
	–





Supplementary Table S4: Tools for predicting HK
	Population
	Authors
	Setting
	HK definition
	Prediction
	Demographics
	Laboratory
	Comorbidities
	Drugs
	Other

	CKD starting lisinopril
	Johnson et al 201021
	Health maintenance organization
	>5.5 mmol/L; or diagnosis code of HK
	90-days
	Age
	eGFR
	Diabetes, HF
	ACEi (starting dose), K supplements, K-sparing diuretics, ARBs
	–

	ACEi or ARB initiation
	Bandak et al 201722
	primary, secondary or tertiary care
	>5.5 mmol/L
	1 year
	Sex
	eGFR, baseline K
	Diabetes, HF
	K-sparing diuretics
	–

	CKD
	Sharma et al 202023
	Population passed (insurance records)
	>5.0 mmol/L; or diagnosis code of HK; or prescription for K binder
	1 year
	Age, sex, geography
	Baseline K, Hb
	CKD stage, diabetes, HF, hyperlipidaemia, osteoporosis, PAD, malignancy, COPD
	ACEi, MRA, Calcineurin inhibitor, RAASi dose,
	–

	Advanced CKD
	Xue et al 202224
	Tertiary centre 
	>5.5 mmol/L
	6 months
	Age
	Medical acidosis, previous HK
	CKD stage, Diabetes, HF
	RAASi
	–

	Advanced CKD
	Chang et al 202325
	Outpatients
	>5.5 mmol/L
	Next clinic (within 3 months)
	–
	Baseline K, BUN, Hgb,
	HF
	ARB, calcium polystyrene sulfonate
	–

	HD
	Mei et al 202226
	Tertiary
	≥ 5.5 mmol/L
	–
	–
	Na, Ca, Phosphate, BUN
	Diabetes
	–
	number of HD sessions


ACEi, angiotensin converting enzyme inhibitor; ARB, aldosterone receptor blocker; BUN, blood urea nitrogen; COPD, chronic obstructive pulmonary disease; eGFR, estimated glomerular filtration rate; HD, haemodialysis; HF, heart failure; Hgb, haemoglobin; HK, hyperkalaemia; PAD, peripheral artery disease; RAASi, renin-angiotensin-aldosterone system inhibitor

[bookmark: _Ref160050837]

Supplementary Table S5: Recommendations regarding RAASi therapy in HK
	Association
	Reference
	Year
	Population
	RAASi therapy in response to HK

	SIN/SIMI/
FADOI
	De Nicola et al. 1
	2024
	On RAASi
	Check serum potassium prior to initiating RAASi treatments, and then regularly throughout treatment.
Treat chronic HK first before reducing the dose or discontinuing RAASi treatment if serum potassium levels exceed 6.5 mmol/L.
Treatment should involve the use of newer potassium binders (i.e. SZC or patiromer), based on evidence that these agents can allow patients to effectively achieve normokalaemia while optimising RAASi treatment.

	UK Kidney Association
	Alfonzo et al. 2
	2023
	Any
	Assess urea and electrolytes prior to initiation of ACEi or ARB and use these drugs with caution if serum potassium is >5.0 mEq/L.
Avoid initiation of MRAs in patients with a baseline serum potassium >5.0 mmol/L or eGFR <30 mL/min.
Consider dose reduction of RAASi in patients with serum potassium between 5.5–5.9 mmol/L and cease RAASi in patients with serum potassium ≥6 mEq/L who do not meet the criteria for treatment with patiromer or SZC.
Withhold RAASi during acute illness (e.g. sepsis, hypovolaemia and/or AKI) at all severities of HK.
Minimise the duration of cessation of RAASi and communicate clearly after hospital discharge. Involve specialist services, and renal and heart failure teams, to facilitate safer re-introduction of treatment.
Consider patiromer or SZC (initiated in secondary care only) for persistent HK with serum potassium ≥6.0 mEq/L in outpatients with CKD stage 3b–5 (not on dialysis) or HF receiving a suboptimal dose or not receiving RAASi therapy owing to HK.

	KDIGO
	KDIGO CKD Work Group3
	2024
	CKD
	HK associated with use of ACEi or ARB can often be managed by measures to reduce the serum potassium levels rather than decreasing the dose or stopping ACEi or ARB.
Consider reducing the dose or discontinuing RAASi in the setting of uncontrolled HK despite medical treatment. Review and restart RAASi at a later date if patient condition allows.
Avoid any combination of ACEi, ARB and direct renin inhibitor therapy in patients with CKD, with or without diabetes.

	KDIGO
	KDIGO Diabetes Work Group4
	2022
	CKD and diabetes
	HK associated with the use of an ACEi or ARB can often be managed by measures to reduce serum potassium levels rather than decreasing the dose or stopping the ACEi or ARB immediately.
Reduce or discontinue ACEi or ARB therapy in uncontrolled HK despite medical treatment.
Avoid any combination of ACEi, ARB and direct renin inhibitor therapy in patients with CKD, with or without diabetes.

	KDIGO
	KDIGO Blood Pressure Work Group5
	2021
	Hypertension and CKD
	HK associated with use of RAASi can often be managed by measures to reduce serum potassium levels rather than decreasing the dose or stopping RAASi.
Consider reducing the dose or discontinuing ACEi or ARB in uncontrolled HK despite medical treatment.
MRAs should not be used in patients with high risk of HK (e.g. hypoaldosteronism or Type 4 renal tubular acidosis).
Avoid any combination of ACEi, ARB and direct renin inhibitor therapy in patients with CKD, with or without diabetes.

	KDIGO
	Lindner et al. 6
	2020
	CKD
	Consider temporarily discontinuing RAASi therapy.
Search for and treat any underlying condition leading to HK.

	KDIGO
	Clase et al. 7
	2020
	CKD
	Discontinue medications that elevate potassium levels (e.g. RAASi).

	ESH/ISH/
ERA
	Mancia et al. 8
	2023
	Arterial hypertension
	Avoid reducing the dose or discontinuing RAASi.

	AHA/ACC/HFSA
	Heidenreich et al. 9
	2022
	HF
	Discontinue MRA if potassium cannot be maintained <5.5 mEq/L.
In patients experiencing mild decrease of renal function during HF hospitalisation, GDMT should not routinely be discontinued.
In patients with HFrEF, if discontinuation of GDMT is necessary during hospitalisation, it should be reinitiated and further optimised as soon as possible.

	ESC
	McDonagh et al. 10
	2021
	HF
	The addition of an ARB (or renin inhibitor) to the combination of an ACEi and an MRA is not recommended in patients with HF, because of the increased risk of renal dysfunction and HK.
In those admitted with acute decompensated heart failure, oral OMT (class I recommended medical therapies for at least 3 months) should be continued, except if there is severely impaired renal function or HK, when a dose reduction or withdrawal should be considered. Optimise therapy before discharge.
In patients with chronic or recurrent HK not on maximal tolerated guideline-recommended target dose of RAASi, an approved potassium-lowering agent may be initiated as soon as confirmed potassium levels are >5.0 mEq/L. RAASi should be optimised when potassium levels are <5.0 mEq/L.
Discontinue/reduce RAASi in patients with potassium levels of >6.5 mEq/L on either maximal or submaximal tolerated, guideline-recommended target dose of RAASi. 

	ESC
	Rosano et al. 11
	2018
	CVD treated with RAASi
	Titrate RAASi to maximum tolerated, guideline-recommended target dose.
Consider initiating an approved potassium-lowering agent as soon as potassium levels are >5.0 mEq/L.
Discontinue/reduce RAASi if potassium >6.5 mEq/L. 
Carefully reintroduce RAASi as soon as possible while monitoring potassium levels.

	JCS/JHFS
	Kitai et al. 12
	2025
	HF
	If serum potassium is 5.0–5.4 mEq/L, consider potassium binders, especially when uptitrating RAASi
If serum potassium is 5.5–6.5 mEq/L, consider potassium binders, and reducing or discontinuing RAASi
If serum potassium is >6.5 mEq/L, initiate appropriate urgent treatment and consider reducing or discontinuing RAASi
Considered maintaining or initiating potassium binders to prevent recurrent HK, and administer, reintroduce, or uptitrate RAASi


[bookmark: _Hlk164654177]ACC, American College of Cardiology; ACEi, angiotensin-converting enzyme inhibitor; AHA, American Heart Association; AKI, acute kidney injury; ARB, angiotensin receptor blocker; CKD, chronic kidney disease; CVD, cardiovascular disease; eGFR, estimated glomerular filtration rate; ERA, European Renal Association; ESC, European Society of Cardiology; ESH, European Society of Hypertension; FADOI, Federation of Associations of Hospital Doctors on Internal Medicine; GDMT, guideline-directed medical therapy; HF, heart failure; HFrEF, heart failure with reduced ejection fraction; HFSA, Heart Failure Society of America; HK, hyperkalaemia; ISH, International Society of Hypertension; KDIGO, Kidney Disease: Improving Global Outcomes; MRA, mineralocorticoid receptor antagonist; OMT, optimal medical therapy; RAASi, renin–angiotensin–aldosterone system inhibitor; SIMI, Italian Society of Internal Medicine; SIN, Italian Society of Nephrology; SZC, sodium zirconium cyclosilicate.


[bookmark: _Ref160052353]Supplementary Table S6: Potassium-monitoring recommendations
	[bookmark: _Hlk164404403]Association
	Reference
	Year
	Population
	Potassium monitoring 

	SIN/SIMI/FADOI
	De Nicola et al. 1
	2024
	On RAASi
	Monitor serum potassium levels prior to initiating RAASi, and then regularly throughout treatment.

	UK Kidney Association
	Alfonzo et al. 2
	2023
	Any
	Patients known to have CKD, HF and/or diabetes, who are at risk of HK, should undergo regular blood monitoring at a frequency (2–4 times per year) dependent on level of renal function and degree of proteinuria.
Repeat serum potassium within 3 days, or as soon as feasible, if an episode of mild HK (potassium 5.5–5.9 mEq/L) is detected unexpectedly in the community. 
Repeat serum potassium measurement within 1 day of an episode of moderate HK (potassium 6.0–6.4 mEq/L) when detected in the community.
Arrange community blood monitoring on discharge for all patients who have required treatment for HK during hospital admission.
Assess urea and electrolytes at prior to and 1–2 weeks after initiation of ACEi or ARB and after every dose titration.
Assess urea and electrolytes at 1 week after initiation of MRA or after dose up-titration, then monthly for the first 3 months, 3-monthly for the first year and 4-monthly thereafter.
Increase frequency of monitoring in patients treated with RAASi with a serum potassium between 5.5–5.9 mEq/L.
Consider weekly monitoring for the first month after every dose titration, and then monthly thereafter for patients treated with a potassium binder.

	ACEP
	Rafique et al. 27
	2021
	Any
	Close follow‐up after an episode of HK, ideally within 24–48 hours.

	KDIGO
	KDIGO CKD Work Group3
	2024
	CKD
	Monitor serum potassium within 2–4 weeks of starting or changing dose of a RAASi, and every 4 months after starting patients on non-steroidal MRA.
Repeat serum potassium levels within 24 hours in unexpected moderate HK (potassium levels 6.0–6.4 mEq/L) in adults who are clinically well or without acute kidney injury.

	KDIGO
	KDIGO Diabetes Work Group4
	2022
	CKD and diabetes
	Monitor serum potassium within 2–4 weeks of initiation or increase in the dose of an ACEi or ARB. 
Consider earlier monitoring (e.g. within 1 week) in patients at high risk of HK owing to low eGFR, history of HK, or borderline high serum potassium concentration. 
Consider longer period for monitoring (e.g. after initiation but not dose titration) for patients at low risk of HK (e.g. patients with normal eGFR and serum potassium level).

	KDIGO
	KDIGO Blood pressure Work Group5
	2021
	HTN and CKD
	Monitor serum potassium within 2–4 weeks of initiation or increase in the dose of a RAASi, depending on the current GFR and serum potassium.

	KDIGO
	Lindner et al. 6
	2020
	CKD
	Timing of further monitoring of potassium concentration, and whether as an inpatient or as an outpatient, will depend upon the severity of the HK, the severity of its manifestations, the likelihood of recurrence and the patient’s overall clinical context and response to treatment.

	KDIGO
	Clase et al. 7
	2020
	CKD
	In patients at risk for HK, testing potassium concentration before and 1–2 weeks after initiation of RAASi therapy is recommended.

	ESH/ISH/ERA
	Mancia et al. 8
	2023
	Arterial HTN
	Closely monitor plasma potassium after RAASi treatment initiation and, depending on individual risk and the CKD stage, at least annually or at 3- to 6-month intervals thereafter.
Repeatedly monitor serum electrolytes within the first 4–8 weeks of treatment (depending on baseline kidney function) when initiating treatment.

	AHA/ACC/HFSA
	Heidenreich et al. 9
	2022
	HF
	Patients at risk for renal dysfunction or HK require close monitoring.
Regular checks of serum potassium levels and renal function should be performed according to clinical status, approximately 1 week, then 4 weeks, then every 6 months after initiating or intensifying MRA.

	ESC
	McDonagh et al. 10
	2021
	HF
	Follow up within 1 to 2 weeks after discharge for acute decompensated HF to monitor electrolytes.
Follow up at intervals no longer than 6 months to check electrolytes and renal function. For patients recently discharged from hospital, or in those undergoing up-titration of HF medication, follow-up intervals should be more frequent.

	ESC
	Rosano et al. 11
	2018
	CVD treated with RAASi
	Monitor patients on RAASi according to their clinical status. 
Closely monitor serum potassium whenever potassium-lowering therapy is initiated for efficacy and risk of HK.
Maintain potassium-lowering treatment unless another aetiology for HK is identified.

	JCS/JHFS
	Kitai et al. 12
	2025
	HF
	Regularly monitor serum potassium and renal function


ACC, American College of Cardiology; ACEi, angiotensin-converting enzyme inhibitor; ACEP, American College of Emergency Physicians; AHA, American Heart Association; ARB, angiotensin receptor blocker; CKD, chronic kidney disease; CVD, cardiovascular disease; eGFR, estimated glomerular filtration rate; ERA, European Renal Association; ESC, European Society of Cardiology; ESH, European Society of Hypertension; FADOI, Federation of Associations of Hospital Doctors on Internal Medicine; GFR, glomerular filtration rate; HF, heart failure; HFSA, Heart Failure Society of America; HK, hyperkalaemia; HTN, Hypertension; ISH, International Society of Hypertension; JCS, Japanese Circulation Society; JHFS, Japanese Heart Failure Society; KDIGO, Kidney Disease: Improving Global Outcomes; MRA, mineralocorticoid receptor antagonist; RAASi, renin–angiotensin–aldosterone system inhibitor; SIMI, Italian Society of Internal Medicine; SIN, Italian Society of Nephrology.
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