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Abstract

Potassium (K) is an essential mineral that is necessary for normal cell and membrane function and for main-
taining both fluid balance and acid-base balance. Potassium is furthermore very important for normal exci-
tation, for example in nerves and muscle. It is widely available in several food products, with the most important 
dietary sources being potatoes, fruits, vegetables, cereal and cereal products, milk and dairy products, and 
meat and meat products. Potassium deficiency and toxicity is rare in healthy people, but dietary potassium is 
associated with other health outcomes. Results from observational studies have shown that a potassium intake 
above 3500 mg/day (90 mmol/day) is associated with a reduced risk of stroke. Similarly, intervention studies 
provide evidence that this level of potassium intake has a beneficial effect on blood pressure, particularly 
among persons with hypertension and in persons with a high sodium intake (>4 g/day, equivalent to >10 g 
salt/day).
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Potassium (K) contributes to the physiology of 
human health (1, 2), as it has a critical function 
in the resting membrane potential. Potassium is 

the most abundant intracellular cation, and the plasma 
concentration is strictly regulated within narrow limits by 
the potassium homeostasis, which is critical for the trans-
mission action in neuronal, muscular, and cardiac tissues. 
Furthermore, potassium is central for hormone secretion, 
regulation of systemic blood pressure (BP), renal concen-
tration ability, fluid and electrolyte balance, gastrointesti-
nal motility, acid-base balance, mineralocorticoid action, 

and vascular tone (3). Hence, potassium is important 
as the osmotically active element inside the cells that is 
needed for maintenance of total body fluid volume, acid 
and electrolyte balance, and normal cell function (4).

Potassium deficiency because of low dietary intake is 
rare, but hypokalaemia may occur during prolonged diar-
rhoea or vomiting, or because of the use of laxatives or 
diuretics (5). The human body can handle high intakes 
of potassium by regulating the renal excretion and cel-
lular uptake or release. Under normal conditions most 
ingested potassium is excreted via urine (2). With normal 

Popular scientific summary
•  Potassium is an essential mineral, crucial for cell and membrane function, fluid balance, and 

acid-base balance.
•  The main dietary sources of potassium include potatoes, fruits, vegetables, cereals, milk and dairy, 

and meat.
•  No specific biomarker of potassium status has been established, but repeated 24-h urinary excretion 

is the most valid indicator of intake.
• Potassium deficiency, hypokalaemia, is rare in healthy individuals.
•  Increased intake of potassium lowers blood pressure in particular in people with hypertension or 

high salt intake, and is associated with a lower risk of stroke.
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potassium excretion there is no evidence of adverse effects 
of high dietary potassium intake (6).

The metabolism of  potassium is strongly related to 
that of  sodium because of  the Na+/K+ -ATPase pump 
that maintains their extracellular and intracellular con-
centrations by pumping out potassium ions into the cells 
and sodium ions out of  the cells (1, 3). Renal sodium 
excretion has been found to be closely related to potas-
sium intake, whereas sodium intake normally does not 
seem to influence potassium excretion. Furthermore, 
potassium is interrelated with calcium. Potassium deple-
tion increases urinary calcium loss whereas potassium 
supplementation has been found to decrease calcium 
excretion. Similarly, there is a balance between magne-
sium and potassium (5).

The aim of this scoping review is to describe the overall 
evidence for the role of potassium for health-related out-
comes as a basis for setting and updating dietary reference 
values (DRVs) for the Nordic Nutrition Recommendations 
2023 (NNR2023) (Box 1).

Methods
The review on potassium follows the protocol developed 
within the NNR2023 project (7). The sources of evidence 
used in the scoping review follow the eligibility criteria 
described previously (7). 

The search was conducted on 14 September 2021 in 
PubMed, and contained the following terms (“potas-
sium”[MeSH Terms] OR dietary potassium[MeSH 
Terms]) AND (“2011”[Date – Publication] : “3000” 
[Date – Publication]) AND review[Publication Type] 
AND Humans[Filter]. Two qualified systematic reviews, 
conducted by Newberry et al. and Aburto et al., respec-
tively, were identified and included as the main source of 
evidence in this scoping review (1, 2, 8).

Physiology
Potassium is a reactive alkali metal. It is found as salt in 
nature, and 1 mmol of potassium is equivalent to 39 mg (3). 
The body absorbs around 90% of the ingested potassium 

through the gut (9). The estimated average potassium con-
tent of an adult human is approximately 135 g in a 70 
kg adult (6). Most potassium is found inside cells (~98%), 
and potassium is the main intracellular electrolyte, with 
an intracellular concentration of ~150 mmol/L (5.9 g/L). 
The remaining 2% is found in the extracellular compart-
ment. Thus, potassium is an osmotically active element 
inside the cells whereas sodium and chloride are main ele-
ments outside the cell. The concentration of potassium 
inside cells is approximately 30 times higher than the 
concentration in the extracellular fluid. This gradient is 
maintained by the enzyme Na+/K+ -ATPase that pumps 
potassium ions into the cells and sodium ions out of the 
cells. The plasma potassium concentration is closely regu-
lated at a level around 3.5–5 mmol (137–195 mg)/L by the 
potassium homeostasis that consists of multiple mecha-
nisms (10, 11). The gradient across the cell membrane and 
the strictly regulated plasma concentration of potassium 
is important for broad array of important physiological 
processes including the transmission of electrical activity 
in nerve fibres and muscle cells, the resting cellular mem-
brane potential, and the transport of substances across 
membranes (12). Furthermore, in the endothelial and 
vascular smooth muscle cells, potassium can affect the 
contractile state which in turn may influence blood flow 
and BP (13). Potassium also affects BP by increasing the 
renal sodium excretion (14). Moreover, potassium plays 
an important role in regulating the osmotic pressure, and 
in maintaining fluid balance and regulating the acid-base 
balance (9), gastrointestinal motility, renal concentration, 
hormone secretion, and is furthermore a cofactor for 
many enzymes and is required for the pancreatic secretion 
of insulin (3).

Mechanisms that help maintain potassium homeo-
stasis include shifting potassium between intracellular 
and extracellular fluid (internal balance) and retaining 
or excreting potassium, primarily through the kidneys 
(external balance) (15). The kidneys is the major organ 
responsible for the external balance, and around 90% of 
daily potassium intake is excreted in the urine, whereas 

•  This paper is one of many scoping reviews commissioned as part of the Nordic Nutrition Recommendations 2023 
(NNR2023) project (7).

•  The papers are included in the extended NNR2023 report but, for transparency, these scoping reviews are also pub-
lished in Food & Nutrition Research.

•  The scoping reviews have been peer reviewed by independent experts in the research field according to the standard 
procedures of the journal.

•  The scoping reviews have also been subjected to public consultations (see report to be published by the NNR2023 
project).

•  The NNR2023 committee has served as the editorial board.
•  While these papers are a main fundament, the NNR2023 committee has the sole responsibility for setting dietary 

reference values in the NNR2023 project.

Box 1.  Background papers for Nordic Nutrition Recommendations 2023
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the remaining 10% is lost from the gastrointestinal tract 
and sweat (12). Several endogenous and exogenous fac-
tors influence the transfer of potassium between extracel-
lular and intracellular compartments. Increase in plasma 
concentration of potassium, insulin, epinephrine and 
aldosterone, metabolic alkalosis, and drug activating β-2 
adrenergic receptors increases the uptake of potassium in 
cells. Whereas, decreased plasma potassium concentra-
tion, metabolic acidosis, hyperosmolarity of the extracel-
lular fluid, and α-antagonist drugs will promote transport 
of potassium from the cells (3).

Assessment of nutrient status and intake
The homeostatic mechanisms that help maintain plasma 
potassium in a narrow range makes the plasma potassium 
concentration inappropriate to assess nutrient status, and 
there is currently no sensitive or specific biomarker to 
determine potassium status (16).

Dietary intake can be assessed by self-reported mea-
sures using food frequency questionnaires (FFQ). A 
more valid measure however, is repeated 24 h urinary 
collection (17).

Dietary intake in Nordic and Baltic countries
Potassium is widely available in several foods. The most 
important sources in the Nordic and Baltic countries 
include potatoes, fruits, vegetables, cereal and cereal 
products, milk and dairy products, and meat and meat 
products. Food processing reduces the potassium con-
tent of  food and drinks, and diets rich in processed 
food and with a low content of  fruits and vegetables are 
therefore often low in potassium (2). The average dietary 
potassium intake estimated from National dietary sur-
veys among adults is 3.9 g/day in men and 3.2 g/day in 
women in Denmark (18), 4.0 g/day in men and 3.4 g/day 
in women in Finland (19), 3.4 g/day in men and 2.6 g/
day in women in Iceland (20), 4.2 g/day in men and 3.4 
g/day in women in Norway (21), 3.4 g/day in men and 
2.9 g/day in women in Sweden (22), 3.8 g/day in men and 
3.0 g/day in women in Estonia (23), 3.0 g/day in men and 
2.5 g/day in women in Latvia (24, 25), and 2.9 g/day in 
men and 2.3 g/day in women in Lithuania (26). 

Health outcomes relevant for Nordic and Baltic 
countries

Deficiencies
Depletion of potassium from the body and low blood 
potassium (hypokalaemia) is most often caused by exces-
sive losses in the urine and gastrointestinal tract, but may 
also result from an inadequate intake, transcellular shifts 
or use of diuretics (27). Hypokalaemia is defined as a 
plasma potassium concentration below 3.5 mmol/L, while 
severe and life-threatening hypokalaemia is defined by 

levels below 2.5 mmol/L. Symptoms of deficiency include 
weakness, fatigue, constipation, and arrhythmias, which 
impairs the hearts ability to pump blood (27). Deficiency 
because of inadequate potassium intake is uncommon 
because of the widespread occurrence of potassium in 
foods. Loss of body potassium was reported to be pre-
vented with an intake around 39.2 mg/kg body weight/day 
in one study (28), while another study reported that an 
intake of 1.6 g/day (40 mmol) was required to avoid loss 
of potassium and low blood potassium (29). Nevertheless, 
the lack of a sensitive and specific biomarker to estimate 
potassium status and the sparse evidence from balance 
studies does not provide sufficient evidence to draw con-
clusions about the lower intake level.

Toxicities
High blood potassium (hyperkalaemia) rarely affects 
healthy people, but can result from excess dietary intake, 
intracellular shifts, and impaired potassium excretion 
(12). Hyperkalaemia is defined as a plasma potassium 
concentration above 5.0 mmol/L (195 mg/L). Mild to 
moderate hyperkalaemia are often asymptomatic, but 
more severe hyperkalaemia with levels above 6.5 (254 
mg/L) mmol/L may cause muscle weaknesses, paralysis 
and cardiac arrhythmias (30). Hyperkalaemia following 
excessive intake is rare, because of the efficient increase 
in urinary potassium excretion in persons with normal 
kidney function. Studies have demonstrated that plasma 
potassium levels are kept within the normal range after 
dietary potassium intake of approximately 15 g/day 
(31, 32). Results from a meta-analysis also reported that 
intake of potassium supplementation between 1 and 5 
g/day (22–140 mmol), in addition to dietary intake, had 
no adverse health effects in apparently healthy adults 
(33). Although some of the included studies reported 
gastrointestinal disorders, including abdominal pain, 
nausea, and vomiting, it was not possible to identify the 
dose of potassium at which these symptoms developed. 
Extremely high doses of potassium supplementation have 
in some case studies been shown to result in potassium 
intoxication (34). Case studies have reported deaths after 
extremely high doses of potassium [see reference 34 for 
further details (34)]. Based on the current evidence, it has 
not been possible to set an upper intake level (UL).

Hypertension
The qualified systematic review by Aburto et al. was 
initiated by World Health Organization (WHO) and 
included 35 studies in the assessment of  the effect of 
increased potassium intake on BP [22 randomised 
controlled trials (RCT) and 11 cohort studies in adults, 
one RCT and one cohort study in children] (2). They 
concluded that there is high quality evidence that 
increased potassium intake reduces BP in people with 
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hypertension. On average, increased potassium intake 
reduced systolic BP (SBP) by 5.93 (95% confidence 
interval [CI] 1.70–10.15) mmHg and diastolic BP (DBP) 
by 3.78 (1.43–6.13) mmHg (2).

The more recent qualified systematic review was 
commissioned by the National Academies of  Sciences, 
Engineering, and Medicine (NASEM) and conducted by 
The Agency for Healthcare Research and Quality, USA 
(1). It included 26 trials (15 parallel RCT; 9 crossover 
RCT; 2 controlled clinical trials). Similar to Aburto et al., 
they concluded that potassium supplements reduced BP 
among adults with prehypertension or hypertension. In 
a meta-analysis, Newberry et al. pooled results from 18 
RCTs conducted among adults (1). The achieved dif-
ferences in potassium intake between the supplemented 
group and placebo group ranged from 17 to 120 mmol/
day. The analysis showed a significant beneficial effect 
of  potassium supplementation on both SBP of –6.43 
mmHg (95% CI: –11.06, –1, 80) and diastolic DBP of 
–3.50 mmHg (95% CI: –6.10, –0.89). The effect was 
larger among prehypertensive and hypertensive partici-
pants (SBP: –6.95, 95% CI: –12.59, –1.30, DBP: –3.55, 
95% CI -6.68, -0.42), compared to normotensive partic-
ipants, where the effect was smaller and non-significant 
(SBP: –4.42, 95% CI: –13.85, 5.02, DBP: –3.35, 95% CI: 
–12.79, 6.10). Several other meta-analyses have shown 
similar results (2, 16, 35–39). Overall, no evidence was 
found in the two qualified reviews for an effect in normo-
tensive persons (1, 2). 

Most RCTs used supplements to increase potassium 
intake, while only four RCTs have used a dietary inter-
vention (40–43). Two of the dietary intervention studies 
found no effect on BP following either a diet enriched 
in fruit and vegetables or a coaching programme about 
dietary choices in combination with food vouchers to 
increase potassium intake (40, 41). In contrast, one 
study providing dietary counselling showed a reduction 
in BP in proportion to the achieved decrease in the sodi-
um-to-potassium ratio (42). The fourth study found no 
differences in BP, but participants receiving dietary coun-
selling reduced their use of anti-hypertensive medication 
(43). By increasing the potassium intake through dietary 
changes there is most likely a concomitant change in the 
intake of other nutrients, which makes it difficult to assess 
the individual effect of a higher potassium intake. 

Based on the current evidence, a potassium intake 
between 3,500 and 4,700 mg/day seems to result in the 
greatest BP lowering effect, and there does not seem to 
be additional benefits of an intake above approximately 
4,700 mg/day (2, 35, 38). Yet, a clear dose-response 
relationship between potassium intake and BP has not 
been shown. This could be because of differences in the 
duration of studies, initial BP, methods used to estimate 
potassium intake, age, baseline potassium intake, habitual 

diet, baseline sodium intake and race/ethnicity. For exam-
ple, a meta-analysis by Filippini and colleagues demon-
strated that there was a greater BP lowering effect when 
baseline potassium intake was below 90 mmol/day (3,500 
mg/day) compared to a baseline intake above 90 mmol/
day (35). Moreover, participants with a sodium intake >4 
g/day (>10 g salt/day) had a substantial greater impact 
of potassium supplementation on BP (SBP of -6.13, 95% 
CI: –8.42, –3.84 and DBP of –5.30, 95% CI: –8.84, –1.76) 
compared to participants with a sodium intake <2 g/day 
(<5 g salt/day) (–2.00, 95% CI: –14.10, 10.10 and no effect 
on DBP) (35). Correspondingly, the meta-analyses by 
Aburto et al. and Whelton et al. identified an enhanced 
BP lowering effect of potassium at high intakes of sodium 
(39, 44). The potential moderating effect of ethnicity have 
also been examined in two studies (45, 46). Svetkey and 
colleagues provided hypertensive participants in the inter-
vention group with 120 mmol/day (4,700 mg/day) potas-
sium for 2 months and reported a larger reduction in BP 
in black participants (SBP: -20.0, 95% CI: –41.7, –1.7; 
DBP: –13.0, 95% CI: –22.8, -3.2) compared to the overall 
group (SBP: -6.3, 95% CI: –11.5, –1.1; DBP: –2.5, 95% 
CI: –5.4, 0.4)(45). However, the results are inconclusive, 
because the subgroup of black participants was small 
(five in the intervention and seven in the control group), 
and the mean baseline BP was markedly higher among 
the five intervention participants (156/98 mmHg) than the 
seven control participants (136/96 mmHg). In contrast, 
the Trials of Hypertension Prevention (TOHP-I) found 
no differences between black and white normotensive 
adults in the lack of effect of increased potassium intake 
on BP (46). 

Most of the RCTs using supplements to increase potas-
sium have used potassium chloride, while a few studies 
have used other types of potassium salts including potas-
sium bicarbonate, citrate, magnesium citrate, gluconate 
and aspartate. The results are conflicting with respect to 
any differential effect on BP (47–51), and based on the 
current evidence it is not possible to evaluate if  one type 
of supplement is superior compared to others.

There is limited evidence on the effect of increased 
potassium intake on BP in children (1). A meta-analysis 
including three RCTs was conducted by WHO in 2012 
(52). A total of 326 boys and girls with an average age of 
13 years was included in the analysis. Potassium intake in 
the increased potassium group averaged to 95 mmol/day 
compared to 57 mmol/day in the lower potassium group. 
The pooled estimate showed that an increased potassium 
intake resulted in a non-significant decrease in SBP of 
–0.28 mmHg (95% CI: –1.05, 0.49) and DBP of –0.92 
mmHg (95% CI: –2.00, 0.16). 

The two qualified systematic reviews distinguished only 
between adults and children, and the effects in elderly per-
sons was not specified. 
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Cardiovascular diseases
The relationship between potassium intake and risk of 
cardiovascular diseases (CVD) has been investigated in 
several observational studies (53–80). A meta-analysis 
conducted in the qualified systematic review by Aburto et 
al. found no significant effect of a higher potassium intake 
on CVD, although the estimates pointed towards a pro-
tective effect, with risk ratio (RR) of 0.88 (95% CI: 0.70, 
1.10) (2). Accordingly, the qualified review by Newberry 
et al. concluded that there is insufficient evidence to iden-
tify associations of potassium intake with long-term CVD 
and other chronic disease outcomes of interest, primarily 
because of the limitations in the potassium intake assess-
ments (1). However, the relationship between potassium 
intake and risk of total CVD has subsequently been 
examined by Ma and colleagues that recently conducted a 
meta-analysis of six prospective cohorts including 10,709 
participants with a median follow-up of 8.8 years (81). 
They found that in the highest quartile of potassium 
excretion, there was a significant lower risk of CVD com-
pared to the lowest quartile of potassium excretion with a 
hazard ratio (HR) of 0.69 (95% CI: 0.51, 0.91). Moreover, 
an increase in potassium excretion of 1,000 mg/day was 
associated with an 18% lower risk of CVD (HR: 0.82, 
95% CI: 0.72, 0.94). The meta-analysis by Ma et al. devi-
ated from the earlier reviews by only including studies in 
which potassium intake was estimated by at least two 24-h 
urine samples. The earlier meta-analyses included stud-
ies in which potassium intake was estimated from either 
a single or repeated 24-h urine excretions, 24-h dietary 
recalls or FFQ. Several 24-h urine collections are the 
golden standard when estimating potassium intake, which 
makes the validity of the results from the meta-analysis 
conducted by Ma and colleagues superior to the earlier 
meta-analyses. 

In addition to the observational studies, two RCT 
studies have been conducted. The first intervention study 
included a total of 1,981 male veterans from a retirement 
home in northern Taiwan. The men were block-ran-
domised by the kitchen in which they had their meals to 
receive potassium-enriched salt substitute (49% sodium 
chloride, 49% potassium chloride, 2% other) or sodium 
chloride and followed them for approximately 2 to 3 years. 
The results showed a significantly lower age-adjusted rate 
of CVD-related mortality among men who received the 
potassium-enriched salt substitute (RR 0.42, 95% CI 0.27, 
0.66), which translated to an additional 4 to 11 months of 
life (82).

A more recent cluster RCT investigated the effect of a 
potassium-enriched salt substitute on CVD (83). A total 
of 20,995 participants (from 600 villages in China) either 
with a history of stroke or being ≥60 years with high 
BP were included in the study. Villages were randomly 
assigned to use salt substitute (75% sodium chloride and 

25% potassium chloride) or regular salt (100% sodium 
chloride). The mean follow-up period was 4.74 years. The 
baseline 24-h potassium excretion was extremely low at 36 
mmol/L (equivalent to 1,400 mg of potassium). The base-
line 24-h sodium excretion was 187 mmol/L (equivalent to 
4.3 g of sodium and 10.9 g of salt). Compared to the reg-
ular-salt group, the salt-substitute-group had 20.6 mmol 
higher 24-h potassium excretion (equivalent to 803 mg of 
potassium) and 15.2 mmol lower 24-h sodium excretion 
(equivalent to 0.35 g of sodium and 0.9 g of salt) at fol-
low-up, and had a lower rate of stroke and major CVD 
events (rate ratio: 0.86, 95% CI: 0.77, 0.96 and 0.87, 95% 
CI: 0.80, 0.94, respectively) (83).

Total mortality
Both the qualified review by Aburto et al. (2) and 
Newberry et al. (1) concluded that there is insufficient 
evidence to draw conclusions regarding the effect of 
increased potassium intake and total mortality.

The relationship between potassium intake and total 
mortality has been examined in two intervention stud-
ies, described above (82, 83) and several observational 
studies (54, 60, 65, 71, 74, 75, 79, 84). Both intervention 
studies examined the effect of a potassium-enriched salt 
substitute, which was given to the experimental group 
while the control group received regular salt (83). Both 
studies demonstrated a protective effect when using the 
potassium-enriched salt substitute with one study report-
ing a HR of 0.90 (95% CI: 0.79, 1.06) (82) and the other 
reporting a rate ratio of 0.88 (95% CI: 0.82, 0.95) (83). 
Several observational studies have also identified a pro-
tective effect of potassium intake on all-cause mortality 
with reported lower all-cause mortality risk between 10 
and 29% (60, 71, 74, 75, 79, 84). However, Aburto et al. 
(2) and Newberry et al. (1) concluded that there is incon-
sistent findings and insufficient evidence to draw conclu-
sions regarding the effect of increasing potassium intake 
on total mortality.

Requirement and recommended intakes
Potassium is known to have key functions in nerve stim-
ulation, muscle contraction, fluid balance and acid-base 
balance. For healthy persons both potassium deficiency 
and toxicity are uncommon. However, dietary potassium 
is related to other health outcomes, as potassium appears 
to have a beneficial effect on BP and to be associated with 
a reduced risk of CVD. 

The reference values (DRV) on potassium from 
NNR2012 was 3,500 mg/day (90 mmol/day) for men 
and 3,100 mg/day (80 mmol/day) for women. This also 
included pregnant and lactating women. The recommen-
dations for children and adolescents were extrapolated 
from the recommendations in adults and on needs for 
growth and adjusted for body weight. The recommended 
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intake for children was 1,800 mg/day for children aged 2–5 
years, 2,000 mg/day for children aged 6–9 years and 2,900 
mg/day for girls, and 3,300 mg/day for boys aged 10–13 
years. 

Contrary to NNR2012, the most recent recommenda-
tion from EFSA concludes that it is unnecessary to give 
sex-specific values, and therefore the DRV for potassium 
is set to 3,500 mg/day for both men and women, including 
pregnant women (85). DRV for lactating women is set a 
little higher (4,000 mg/day). This is because of the loss of 
potassium secreted in breastmilk (85).

The most recent DRVs from NASEM, on the other 
hand, recommend sex-specific DRVs. The committee have 
set DRVs to 2,600 mg/day for women and 3,400 mg/day 
for men (16). Recommended DRVs for adult pregnant 
and lactating women is 2,900 mg/day and 2,800 mg/day, 
respectively.

Conflict of interest and funding
The authors have not received any funding or benefits 
from industry or elsewhere to conduct this study.  

References

 1. Newberry SJ, Chung M, Anderson CAM, Chen C, Fu Z, Tang 
A, et al. Sodium and potassium intake: effects on chronic dis-
ease outcomes and risks – comparative effectiveness review 
No. 206. Rockville, MD: Agency for Healthcare Research and 
Quality; 2018. Available from: http://www.ncbi.nlm.nih.gov/
pubmed/30125063 [cited 06 November 2021]. 

 2. Aburto NJ, Hanson S, Gutierrez H, Hooper L, Elliott P, 
Cappuccio FP. Effect of increased potassium intake on 
cardiovascular risk factors and disease: systematic review 
and meta-analyses. BMJ  2013; 346(7903): 1–19. https://doi.
org/10.1136/bmj.f1378

 3. Haugen M, Lillegaard I, Frøyland L, Henjum S, Løvik M, Stea 
T, et al. Assessment of dietary intake of potassium in relation 
to upper guidance level. Oslo, Norway: Norwegian Scientific 
Committee for Food Safety (VKM); 2017.

 4. Young DB. Role of potassium in preventive cardiovascular med-
icine. Boston, MA: Kluwer Acad Publ.; 2001.

 5. Frølich W, Iversen PO, Lyche JL, Dahl KH, Steffensen IL, 
Eckner K, et al. Benefit and risk assessment of increasing potas-
sium by replacement of sodium chloride with potassium chlo-
ride in industrial food production. Oslo: Norwegian Scientific 
Committee for Food Safety (VKM); 2014.

 6. Steffensen IL, Frølich W, Dahl KH, Iversen PO, Lyche JL, 
Lillegaard ITL, et al. Benefit and risk assessment of increas-
ing potassium intake by replacement of sodium chloride with 
potassium chloride in industrial food products in Norway. 
Food Chem Toxicol 2018; 111: 329–40. https://doi.org/10.1016/ 
j.fct.2017.11.044

 7. Blomhoff R, Andersen R, Arnesen EK, Christensen JJ, Eneroth 
H, Erkkola M, et al. Nordic Nutrition Recommendations 2023. 
Copenhagen: Nordic Council of Ministers; 2023.

 8. Høyer A, Christensen JJ, Arnesen EK, Andersen R, Eneroth 
H, Erkkola M, et al. The Nordic Nutrition Recommendations 
2022 – prioritisation of  topics for de novo systematic reviews. 

Food Nutr Res 2021; 65: 1–38. https://doi.org/10.29219/fnr.
v65.7828

 9. Bailey JL, Sands JM, Franch HA. Water, electrolytes, and acid-
base metabolism. In: Ross AC, Caballero B, Cousins RJ, Tucker 
KL, Ziegler TR, eds. Modern nutrition in health and disease. 
11th ed. Baltimore, MD: Lippincott Williams & Wilkins, A 
Wolters Kluwer Business; 2014, 102–132 pp.

10. Scientific Committee for Food. Nutrient and energy intakes for 
the European Community. Vol. 31st, Reports of the Scientific 
Committee for Food (Thirty-first series). Luxembourg: 
European Commission; 1993. Available from: https://ec.europa.
eu/food/sites/food/files/safety/docs/sci-com_scf_out89.pdf [cited 
06 November 2021].

11. Walker HK, Hall WD, Hurst JW. Clinical methods, the his-
tory, physical, and laboratory examinations. Atlanta, GA: 
Butterworth Publishers; 1990.

12. Palmer BF, Clegg DJ. Physiology and pathophysiology of 
potassium homeostasis. Adv Physiol Educ 2016; 40(4): 480–90. 
https://doi.org/10.1152/advan.00121.2016

13. Haddy FJ, Vanhoutte PM, Feletou M. Role of potassium 
in regulating blood flow and blood pressure. Am J Physiol – 
Regul Integr Comp Physiol 2006; 290(3): 546–52. https://doi.
org/10.1152/ajpregu.00491.2005

14. Wang M-X, Gallardo CC, Su X-T, Wu P, Gao Z-X, Lin D-H, 
et al. Potassium (K+ ) intake modulates NCC activity via the 
K+ channel, Kir4.1. Kidney Int 2018; 93(4): 893–902. https://
doi.org/10.1016/j.kint.2017.10.023

15. Sterns RH, Cox M, Feig PU, Singer I. Internal potas-
sium balance and the control of the plasma potassium 
concentration. Medicine 1981; 60: 339–354. https://doi.
org/10.1097/00005792-198109000-00002

16. National Academies of Sciences, Engineering; and Medicine. 
Dietary reference intakes for sodium and potassium. 
Washington, DC: Dietary Reference Intakes for Sodium and 
Potassium; 2019.

17. Freedman LS, Commins JM, Moler JE, Willett W, Tinker LF, 
Subar AF, et al. Pooled results from 5 validation studies of 
dietary self-report instruments using recovery biomarkers for 
potassium and sodium intake. Am J Epidemiol 2015; 181(7): 
473–87. https://doi.org/10.1093/aje/kwu325

18. Pedersen A, Christensen T, Matthiesen J, Knudsen VK, 
Rosenlund-Sorensen M, Biltoft-Jensen, A, et al. Danskernes 
Kostvaner 2011–2013; Søborg: DTU Fødevareinstitute; 
2015.  

19. Valsta L, Kaartinen N, Tapanainen H, Männistö S, Sääksjärvi 
K. Nutrition in Finland. – The National FinDiet 2017 Survey. 
Helsinki: National Institute for Health and Welfare (THL); 
2018. ISBN 978-952-343-238-3 (online publication).

20. Directorate of Health. Hvað borða Islendingar? Konnun a mataræði 
Islendinga 2010–2011. Helstu niðurst€oður. 2011. Available from: 
http://www.landlaeknir.is/%0Aservlet/file/store93/item14901/Hva
%25C3%25B0%2520bor%25C3%25%0AB0a%2520%25C3%258 
Dslendingar_april%25202012.pdf

21. Totland TH, Melnæs BK, Lundberg-Hallén N, Helland-Kigen 
KM, Lund-Blix NA, Myhre JB, et al. Norkost 3. Oslo; 2012. 
Available from: www.helsedirektoratet.no [cited 06 November 
2021].

22. Amcoff E, Edberg A, Enghardt Barbieri H, Lindroos AK, Nälsén 
C, Pearson M, et al. Riksmaten – vuxna 2010–11. Livsmedels- 
och näringsintag bland vuxna i Sverige. Resultat från matvaneun-
dersökning utförd 2010–11. Uppsala; 2012. Available from: 

http://dx.doi.org/10.29219/fnr.v68.10365
http://www.ncbi.nlm.nih.gov/pubmed/30125063
http://www.ncbi.nlm.nih.gov/pubmed/30125063
https://doi.org/10.1136/bmj.f1378
https://doi.org/10.1136/bmj.f1378
https://doi.org/10.1016/j.fct.2017.11.044
https://doi.org/10.1016/j.fct.2017.11.044
https://doi.org/10.29219/fnr.v65.7828
https://doi.org/10.29219/fnr.v65.7828
https://ec.europa.eu/food/sites/food/files/safety/docs/sci-com_scf_out89.pdf
https://ec.europa.eu/food/sites/food/files/safety/docs/sci-com_scf_out89.pdf
https://doi.org/10.1152/advan.00121.2016
https://doi.org/10.1152/ajpregu.00491.2005
https://doi.org/10.1152/ajpregu.00491.2005
https://doi.org/10.1016/j.kint.2017.10.023
https://doi.org/10.1016/j.kint.2017.10.023
https://doi.org/10.1097/00005792-198109000-00002
https://doi.org/10.1097/00005792-198109000-00002
https://doi.org/10.1093/aje/kwu325
http://www.landlaeknir.is/%0Aservlet/file/store93/
http://www.helsedirektoratet.no


Citation: Food & Nutrition Research 2024, 68: 10365 - http://dx.doi.org/10.29219/fnr.v68.10365 7
(page number not for citation purpose)

Potassium – a scoping review for NNR 2023

http://www.slv.se/upload/dokument/rapporter/mat_naring/2012/
riksmaten_2010_2011.pdf [cited 06 November 2021].

23. Nurk E, Nelis K, Saamel M, Martverk M, Nelis L. National 
Dietary Survey among 11–74 years old individuals in Estonia. 
EFSA Support Publ 2017; 14(4): 1–22. https://doi.org/10.2903/
sp.efsa.2017.EN-1198

24. Siksna I, Valciņa O, Ozoliņš G, Goldmanis M. Latvian National 
Dietary Survey on the general population. Parma: European 
Food Safety Authority; 2017.

25. Siksna I, Lazda I, Goldmanis M. Pētījums par sāls un joda 
patēriņu Latvijas pieaugušo iedzīvotāju populācijā. Riga: 
Veselības ministrija; 2020.

26. Barzda A, Bartkevičiūtė R, Baltušytė I, Stukas R, Bartkevičiūtė S. 
Suagusiųjų ir pagyvenusių Lietuvos gyventojų faktinės mitybos 
ir mitybos įpročių tyrimas. Visuomenės Sveik 2016; 1(72): 85–94.

27. Kardalas E, Paschou SA, Anagnostis P, Muscogiuri G, Siasos G, 
Vryonidou A. Hypokalemia: a clinical update. Endocr Connect 
2018; 7(4): 135–46. https://doi.org/10.1530/EC-18-0109

28. Kodama N, Morikuni E, Matsuzaki N, Yoshioka YH, 
Takeyama H, Yamada H, et al. Sodium and potassium balances 
in Japanese young adults. J Nutr Sci Vitaminol (Tokyo) 2005; 
51(3): 161–8. https://doi.org/10.3177/jnsv.51.161

29. Sebastian A, McSherry E, Morris RC. Renal potassium wast-
ing in renal tubular acidosis (RTA): its occurrence in types 1 
and 2 RTA despite sustained correction of  systemic acidosis. 
J Clin Invest 1971; 50(3): 667–78. https://doi.org/10.1172/
JCI106537

30. Simon L, Hashmi M, Farrell M. Hyperkalemia. StatPearls. 
Treasure Island, FL: StatPearls Publishing; 2021.

31. Rabelink TJ, Koomans HA, Hené RJ, Mees EJ. Early and late 
adjustment to potassium loading in humans. Kidney Int 1990; 
38: 942–7. https://doi.org/10.1038/ki.1990.295

32. Hené R, Koomans H, Boer P, Mees E. Adaptation to chronic 
potassium loading in normal man. Min Electrolyte Metab 1986; 
12(3): 165–72.

33. Cappuccio FP, Buchanan LA, Ji C, Siani A, Miller MA. 
Systematic review and meta-analysis of randomised controlled 
trials on the effects of potassium supplements on serum potas-
sium and creatinine. BMJ Open 2016; 6(8): e011716. https://doi.
org/10.1136/bmjopen-2016-011716

34. Guillermo PTJ, Carlos PHJ, Ivonne BAM, Herminio TF, Rubén 
RP. Extended release potassium salts overdose and endoscopic 
removal of a pharmacobezoar: a case report. Toxicol Rep 2014; 
1: 209–13. https://doi.org/10.1016/j.toxrep.2014.04.002

35. Filippini T, Violi F, D’Amico R, Vinceti M. The effect of potas-
sium supplementation on blood pressure in hypertensive sub-
jects: a systematic review and meta-analysis. Int J Cardiol 2017; 
230(2017): 127–35. https://doi.org/10.1016/j.ijcard.2016.12.048

36. Geleijnse JM, Kok FJ, Grobbee DE. Blood pressure response to 
changes in sodium and potassium intake: a metaregression anal-
ysis of randomised trials. J Hum Hypertens 2003; 17(7): 471–80. 
https://doi.org/10.1038/sj.jhh.1001575

37. Binia A, Jaeger J, Hu Y, Singh A, Zimmermann D. Daily potas-
sium intake and sodium-to-potassium ratio in the reduction of 
blood pressure: a meta-analysis of randomized controlled tri-
als. J Hypertens 2015; 33(8): 1509–20. https://doi.org/10.1097/
HJH.0000000000000611

38. Filippini T, Naska A, Kasdagli MI, Torres D, Lopes C, 
Carvalho C, et al. Potassium intake and blood pressure: a 
dose-response meta-analysis of  randomized controlled trials. J 
Am Heart Assoc 2020; 9(12): e015719. https://doi.org/10.1161/
JAHA.119.015719

39. Whelton PK, He J, Cutler JA, Brancati FL, Appel LJ, Follmann D, 
et al. Effects of oral potassium on blood pressure. Meta-analysis 
of randomized controlled clinical trials. JAMA 1997; 277(20): 
1624–32. https://doi.org/10.1001/jama.1997.03540440058033

40. Berry SE, Mulla UZ, Chowienczyk PJ, Sanders TAB. Increased 
potassium intake from fruit and vegetables or supplements 
does not lower blood pressure or improve vascular function in 
UK men and women with early hypertension: a randomised 
controlled trial. Br J Nutr 2010; 104(12): 1839–47. https://doi.
org/10.1017/S0007114510002904

41. Miller ER, Cooper LA, Carson KA, Wang NY, Appel LJ, 
Gayles D, et al. A dietary intervention in urban African 
Americans: results of  the “five Plus Nuts and Beans” random-
ized trial. Am J Prev Med 2016; 50(1): 87–95. doi: 10.1016/ 
j.amepre.2015.06.010

42. Nowson C, Morgan T. Change in blood pressure in relation to 
change in nutrients effected by manipulation of dietary sodium 
and potassium. Clin Exp Pharmacol Physiol 1988; 15(3): 
225–42. https://doi.org/10.1111/j.1440-1681.1988.tb01065.x

43. Siani A, Strazzullo P, Giacco A, Pacioni D, Celentano E, 
Mancini M. Increasing the dietary potassium intake reduces the 
need for antihypertensive medication. Ann Intern Med 1991; 
115(10): 753–9. https://doi.org/10.7326/0003-4819-115-10-753

44. Aburto NJ, Ziolkovska A, Hooper L, Elliott P, Cappuccio FP, 
Meerpohl JJ. Effect of lower sodium intake on health: system-
atic review and meta-analyses. BMJ 2013; 346(1326): 1–20. 
https://doi.org/10.1136/bmj.f1326

45. Svetkey LP, Yarger WE, Feussner JR, Delong E, Klotman PE. 
Double-blind, placebo-controlled trial of potassium chloride in 
the treatment of mild hypertension. Hypertension 1987; 9(5): 
444–50. https://doi.org/10.1161/01.HYP.9.5.444

46. Whelton PK, Buring J, Borhani NO, Cohen JD, Cook N, 
Cutler JA, et al. The effect of  potassium supplementa-
tion in persons with a high-normal blood pressure: results 
from phase I of  the Trials of  Hypertension Prevention 
(TOHP). Ann Epidemiol 1995; 5(2): 85–95. https://doi.
org/10.1016/1047-2797(94)00053-V

47. Braschi A, Naismith DJ. The effect of a dietary supplement of 
potassium chloride or potassium citrate on blood pressure in 
predominantly normotensive volunteers. Br J Nutr 2008; 99(6): 
1284–92. https://doi.org/10.1017/S0007114507864853

48. He FJ, Marciniak M, Carney C, Markandu ND, Anand V, 
Fraser WD, et al. Effects of  potassium chloride and potas-
sium bicarbonate on endothelial function, cardiovascu-
lar risk factors, and bone turnover in mild hypertensives. 
Hypertension 2010; 55(3): 681–8. https://doi.org/10.1161/
HYPERTENSIONAHA.109.147488

49. Vongpatanasin W, Peri-Okonny P, Velasco A, Arbique D, 
Wang Z, Ravikumar P, et al. Effects of potassium magnesium 
citrate supplementation on 24-hour ambulatory blood pressure 
and oxidative stress marker in prehypertensive and hyperten-
sive subjects. Am J Cardiol 2016; 118(6): 849–53. https://doi.
org/10.1016/j.amjcard.2016.06.041

50. Overlack A, Conrad H, Stumpe K. The influence of oral potas-
sium citrate/bicarbonate on blood pressure in essential hyper-
tension during unrestricted salt intake. Klin Wochenschr 1991; 
69(Suppl 25): 79–83.

51. Overlack A, Maus B, Ruppert M, Lennarz M, Kolloch R, 
Stumpe K. Potassium citrate versus potassium chloride in essen-
tial hypertension. Effects on hemodynamic, hormonal and met-
abolic parameters [in German]. Dtsch Med Wochenschr 1995; 
120(18): 631–5. https://doi.org/10.1055/s-2008-1055388

http://dx.doi.org/10.29219/fnr.v68.10365
http://www.slv.se/upload/dokument/rapporter/mat_naring/2012/riksmaten_2010_2011.pdf
http://www.slv.se/upload/dokument/rapporter/mat_naring/2012/riksmaten_2010_2011.pdf
https://doi.org/10.2903/sp.efsa.2017.EN-1198
https://doi.org/10.2903/sp.efsa.2017.EN-1198
https://doi.org/10.1530/EC-18-0109
https://doi.org/10.3177/jnsv.51.161
https://doi.org/10.1172/JCI106537
https://doi.org/10.1172/JCI106537
https://doi.org/10.1038/ki.1990.295
https://doi.org/10.1136/bmjopen-2016-011716
https://doi.org/10.1136/bmjopen-2016-011716
https://doi.org/10.1016/j.toxrep.2014.04.002
https://doi.org/10.1016/j.ijcard.2016.12.048
https://doi.org/10.1038/sj.jhh.1001575
https://doi.org/10.1097/HJH.0000000000000611
https://doi.org/10.1097/HJH.0000000000000611
https://doi.org/10.1161/JAHA.119.015719
https://doi.org/10.1161/JAHA.119.015719
https://doi.org/10.1001/jama.1997.03540440058033
https://doi.org/10.1017/S0007114510002904
https://doi.org/10.1017/S0007114510002904
https://doi.org/10.1016/j.amepre.2015.06.010
https://doi.org/10.1016/j.amepre.2015.06.010
https://doi.org/10.1111/j.1440-1681.1988.tb01065.x
https://doi.org/10.7326/0003-4819-115-10-753
https://doi.org/10.1136/bmj.f1326
https://doi.org/10.1161/01.HYP.9.5.444
https://doi.org/10.1016/1047-2797(94)00053-V
https://doi.org/10.1016/1047-2797(94)00053-V
https://doi.org/10.1017/S0007114507864853
https://doi.org/10.1161/HYPERTENSIONAHA.109.147488
https://doi.org/10.1161/HYPERTENSIONAHA.109.147488
https://doi.org/10.1016/j.amjcard.2016.06.041
https://doi.org/10.1016/j.amjcard.2016.06.041
https://doi.org/10.1055/s-2008-1055388


Citation: Food & Nutrition Research 2024, 68: 10365 - http://dx.doi.org/10.29219/fnr.v68.103658
(page number not for citation purpose)

Ulla Toft et al.

52. World Health Organization. Effect of increased potassium 
intake on blood pressure and potential adverse effects in chil-
dren. Geneva: World Health Organization; 2012.

53. Cook NR, Obarzanek E, Cutler JA, Buring JE, Rexrode KM, 
Kumanyika SK, et al. Joint effects of  sodium and potas-
sium intake on subsequent cardiovascular disease: the trials 
of  hypertension prevention (TOHP) follow-up study. Arch 
Intern Med 2009; 169(1): 32–40. https://doi.org/10.1001/
archinternmed.2008.523

54. Kieneker LM, Gansevoort RT, De Boer RA, Brouwers 
FP, Feskens EJM, Geleijnse JM, et al. Urinary potas-
sium excretion and risk of  cardiovascular events. Am J 
Clin Nutr 2016; 103(5): 1204–12. https://doi.org/10.3945/
ajcn.115.106773

55. Ascherio A, Rimm EB, Herna MA, Giovannucci EL. Risk of 
stroke among US men. Stroke 1998; 98(1): 1198–204. https://
doi.org/10.1161/01.CIR.98.12.1198

56. Fang J, Madhavan S, Alderman MH. Dietary potassium intake 
and stroke mortality. Stroke 2000; 31(7): 1532–7. https://doi.
org/10.1161/01.STR.31.7.1532

57. Green DM, Ropper AH, Kronmal RA, Psaty BM, Burke GL. 
Serum potassium level and dietary potassium intake as risk fac-
tors for stroke: reply from the authors. Neurology 2003; 60(11): 
1870. https://doi.org/10.1212/WNL.60.11.1869

58. Iso H, Stampfer MJ, Manson JE, Rexrode K, Hennekens 
CH, Colditz GA, et al. Prospective study of  calcium, potas-
sium, and magnesium intake and risk of  stroke in women. 
Stroke 1999; 30(9): 1772–9. https://doi.org/10.1161/01.
STR.30.9.1772

59. Adebamowo SN, Spiegelman D, Flint AJ, Willett WC, Rexrode 
KM. Intakes of magnesium, potassium, and calcium and the 
risk of stroke among men. Int J Stroke 2015; 10(7): 1093–100. 
https://doi.org/10.1111/ijs.12516

60. Seth A, Mossavar-Rahmani Y, Kamensky V, Silver B, 
Lakshminarayan K, Prentice R, et al. Potassium Intake and 
risk of stroke in women with hypertension and nonhypertension 
in the women’s health initiative. Stroke 2014; 45(10): 2874–80. 
https://doi.org/10.1161/STROKEAHA.114.006046

61. Larsson SC, Virtanen MJ, Mars M, Männistö S, Pietinen P, 
Albanes D, et al. Magnesium, calcium, potassium, and 
sodium intakes and risk of  stroke in male smokers. Arch 
Intern Med 2008; 168(5): 459–65. https://doi.org/10.1001/
archinte.168.5.459

62. Larsson SC, Virtamo J, Wolk A. Potassium, calcium, and mag-
nesium intakes and risk of stroke in women. Am J Epidemiol 
2011; 174(1): 35–43. https://doi.org/10.1093/aje/kwr051

63. Sluijs I, Czernichow S, Beulens JWJ, Boer JMA, Van 
Der Schouw YT, Verschuren WMM, et al. Intakes of 
potassium, magnesium, and calcium and risk of  stroke. 
Stroke 2014; 45(4): 1148–50. https://doi.org/10.1161/
STROKEAHA.113.004032

64. Weng LC, Yeh WT, Bai CH, Chen HJ, Chuang SY, Chang HY, 
et al. Is ischemic stroke risk related to folate status or other nutri-
ents correlated with folate intake? Stroke 2008; 39(12): 3152–8. 
https://doi.org/10.1161/STROKEAHA.108.524934

65. O’Donnell MJ, Yusuf S, Mente A, Gao P, Mann JF, Teo K, 
et al. Urinary sodium and potassium excretion and risk of car-
diovascular events. JAMA 2011; 306(20): 2229–38. https://doi.
org/10.1001/jama.2011.1729

66. Bazzano LA, He J, Ogden LG, Loria C, Vupputuri S, Myers L, 
et al. Dietary potassium intake and risk of stroke in US men and 
women. Stroke 2001; 32(7): 1473–80. https://doi.org/10.1161/01.
STR.32.7.1473

67. Sasaki S, Zhang H-H, Kesteloot H. Dietary sodium, potassium, 
saturated fat, alcohol and stroke mortality. Stroke 1995; 26(5): 
783–9. https://doi.org/10.1161/01.STR.26.5.783

68. Khaw K-T, Barrett-Connor E. Dietary potassium and stroke-as-
sociated mortality. A 12-year prospective population study. N 
Engl J Med 1987; 316(5): 235–40. https://doi.org/10.1056/
NEJM198701293160502

69. Lee CN, Reed DM, MacLean CJ, Yano K, Chui D. Dietary 
poassium and stroke. N Engl J Med 1988; 318(15): 995–6. 
https://doi.org/10.1056/NEJM198804143181516

70. Alderman M, Sealey J, Cohen H, Madhavan S, Laragh J. 
Urinary sodium excretion and myocardial infarction in hyper-
tensive patients: a prospective cohort study. Am J Clin Nutr 
1997; 65(2 Suppl): 682–6. https://doi.org/10.1093/ajcn/65.2.682S

71. Tunstall-Pedoe H, Woodward M, Tavendale R, A’ Brook R, 
McCluskey MK. Comparison of  the prediction by 27 dif-
ferent factors of  coronary heart disease and death in men 
and women of  the Scottish heart health study: cohort study. 
Br Med J 1997; 315(7110): 722–9. https://doi.org/10.1136/
bmj.315.7110.722

72. Adebamowo SN, Spiegelman D, Willett WC, Rexrode KM. 
Association between intakes of magnesium, potassium, and cal-
cium and risk of stroke: 2 cohorts of US women and updated 
meta-analyses. Am J Clin Nutr 2015; 101(6): 1269–77. https://
doi.org/10.3945/ajcn.114.100354

73. O’Donnell M, Mente A, Rangarajan S, McQueen MJ, Wang X, 
Liu L, et al. Urinary sodium and potassium excretion, mortality, 
and cardiovascular events. N Engl J Med 2014; 371(7): 612–23. 
https://doi.org/10.1056/NEJMoa1311889

74. Geleijnse JM, Witteman JCM, Stijnen T, Kloos MW, Hofman 
A, Grobbee DE. Sodium and potassium intake and risk of car-
diovascular events and all-cause mortality: the Rotterdam Study. 
Eur J Epidemiol 2007; 22(11): 763–70. https://doi.org/10.1007/
s10654-007-9186-2

75. Yang Q. Sodium and potassium intake and mortality among 
US adults. Arch Intern Med 2011; 171(13): 1183. https://doi.
org/10.1001/archinternmed.2011.257

76. Umesawa M, Iso H, Date C, Yamamoto A, Toyoshima H, 
Watanabe Y, et al. Relations between dietary sodium and potas-
sium intakes and mortality from cardiovascular disease: the 
Japan Collaborative Cohort study for evaluation of cancer risks. 
Am J Clin Nutr 2008; 88(1): 195–202. https://doi.org/10.1093/
ajcn/88.1.195

77. Prentice RL, Huang Y, Neuhouser ML, Manson JE, Mossavar-
Rahmani Y, Thomas F, et al. Associations of biomarker-cali-
brated sodium and potassium intakes with cardiovascular 
disease risk among postmenopausal women. Am J Epidemiol 
2017; 186(9): 1035–43. https://doi.org/10.1093/aje/kwx238

78. Mirmiran P, Bahadoran Z, Nazeri P, Azizi F. Dietary sodium 
to potassium ratio and the incidence of hypertension and car-
diovascular disease: a population-based longitudinal study. Clin 
Exp Hypertens 2018; 40(8): 772–9. https://doi.org/10.1080/1064
1963.2018.1431261

79. Davitte J, Laughlin GA, Kritz-Silverstein D, McEvoy LK. 
Dietary potassium intake and 20-year all-cause mortality in 
older adults: the Rancho Bernardo Study. J Nutr Gerontol 
Geriatr 2021; 40(1): 46–57. https://doi.org/10.1080/21551197.20
21.1885559

80. Pickering RT, Bradlee ML, Singer MR, Moore LL. Higher 
intakes of  potassium and magnesium, but not lower sodium, 
reduce cardiovascular risk in the framingham offspring 
study. Nutrients 2021; 13(1): 1–12. https://doi.org/10.3390/
nu13010269

http://dx.doi.org/10.29219/fnr.v68.10365
https://doi.org/10.1001/archinternmed.2008.523
https://doi.org/10.1001/archinternmed.2008.523
https://doi.org/10.3945/ajcn.115.106773
https://doi.org/10.3945/ajcn.115.106773
https://doi.org/10.1161/01.CIR.98.12.1198
https://doi.org/10.1161/01.CIR.98.12.1198
https://doi.org/10.1161/01.STR.31.7.1532
https://doi.org/10.1161/01.STR.31.7.1532
https://doi.org/10.1212/WNL.60.11.1869
https://doi.org/10.1161/01.STR.30.9.1772
https://doi.org/10.1161/01.STR.30.9.1772
https://doi.org/10.1111/ijs.12516
https://doi.org/10.1161/STROKEAHA.114.006046
https://doi.org/10.1001/archinte.168.5.459
https://doi.org/10.1001/archinte.168.5.459
https://doi.org/10.1093/aje/kwr051
https://doi.org/10.1161/STROKEAHA.113.004032
https://doi.org/10.1161/STROKEAHA.113.004032
https://doi.org/10.1161/STROKEAHA.108.524934
https://doi.org/10.1001/jama.2011.1729
https://doi.org/10.1001/jama.2011.1729
https://doi.org/10.1161/01.STR.32.7.1473
https://doi.org/10.1161/01.STR.32.7.1473
https://doi.org/10.1161/01.STR.26.5.783
https://doi.org/10.1056/NEJM198701293160502
https://doi.org/10.1056/NEJM198701293160502
https://doi.org/10.1056/NEJM198804143181516
https://doi.org/10.1093/ajcn/65.2.682S
https://doi.org/10.1136/bmj.315.7110.722
https://doi.org/10.1136/bmj.315.7110.722
https://doi.org/10.3945/ajcn.114.100354
https://doi.org/10.3945/ajcn.114.100354
https://doi.org/10.1056/NEJMoa1311889
https://doi.org/10.1007/s10654-007-9186-2
https://doi.org/10.1007/s10654-007-9186-2
https://doi.org/10.1001/archinternmed.2011.257
https://doi.org/10.1001/archinternmed.2011.257
https://doi.org/10.1093/ajcn/88.1.195
https://doi.org/10.1093/ajcn/88.1.195
https://doi.org/10.1093/aje/kwx238
https://doi.org/10.1080/10641963.2018.1431261
https://doi.org/10.1080/10641963.2018.1431261
https://doi.org/10.1080/21551197.2021.1885559
https://doi.org/10.1080/21551197.2021.1885559
https://doi.org/10.3390/nu13010269
https://doi.org/10.3390/nu13010269


Citation: Food & Nutrition Research 2024, 68: 10365 - http://dx.doi.org/10.29219/fnr.v68.10365 9
(page number not for citation purpose)

Potassium – a scoping review for NNR 2023

81. Ma Y, He FJ, Sun Q, Yuan C, Kieneker LM, Curhan GC, et 
al. 24-hour urinary sodium and potassium excretion and cardio-
vascular risk. N Engl J Med 2021; 1–12. Available from: http://
www.ncbi.nlm.nih.gov/pubmed/34767706 [cited 06 November 
2021].

82. Chang HY, Hu YW, Yue CSJ, Wen YW, Yeh WT, Hsu LS, 
et  al. Effect of  potassium-enriched salt on cardiovascu-
lar mortality and medical expenses of  elderly men. Am J 
Clin Nutr 2006; 83(6): 1289–96. https://doi.org/10.1093/
ajcn/83.6.1289

83. Neal B, Wu Y, Feng X, Zhang R, Zhang Y, Shi J, et al. Effect 
of salt substitution on cardiovascular events and death. N 
Engl J Med 2021; 385(12): 1067–77. https://doi.org/10.1056/
NEJMoa2105675

84. O’Donnell M, Mente A, Rangarajan S, McQueen MJ, O’Leary 
N, Yin L, et al. Joint association of urinary sodium and potassium 
excretion with cardiovascular events and mortality: prospective 
cohort study. BMJ 2019; 364: 1–14. https://doi.org/10.1136/bmj.l772

85. Turck D, Bresson J-L, Burlingame B, Dean T, Fairweather-
Tait S, Heinonen M, et al. Dietary reference values for potas-
sium. EFSA J. 2016; 14(10): e04592. https://doi.org/10.2903/j.
efsa.2016.4592

*Ulla Toft
Steno Diabetes Center Copenhagen
Herlev, Denmark
Email: ulla.toft@regionh.dk

http://dx.doi.org/10.29219/fnr.v68.10365
http://www.ncbi.nlm.nih.gov/pubmed/34767706
http://www.ncbi.nlm.nih.gov/pubmed/34767706
https://doi.org/10.1093/ajcn/83.6.1289
https://doi.org/10.1093/ajcn/83.6.1289
https://doi.org/10.1056/NEJMoa2105675
https://doi.org/10.1056/NEJMoa2105675
https://doi.org/10.1136/bmj.l772
https://doi.org/10.2903/j.efsa.2016.4592
https://doi.org/10.2903/j.efsa.2016.4592
mailto:ulla.toft@regionh.dk

