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ABSTRACT

Hyperkalemia is a common and potentially life-threatening complication in patients with chronic kidney
disease ( CKD), arising from impaired renal potassium excretion. Because this disorder often remains
asymptomatic until severe dysrhythmias or cardiac arrest occur, vigilant monitoring and individualized
management are essential. Nurses, by virtue of their continuous patient contact, play a pivotal role in

implementing evidence-based interventions tailored to each patient’s underlying etiology.

This study employed a PICOT-framed review of 14 empirical investigations to identify factors influencing
the management of hyperkalemia in CKD. Additionally, two patient case studies were analyzed to illustrate how
these factors interact and complicate clinical decision- making. The evidence synthesis revealed four principal
domains affecting serum potassium management: (1) Pathophysiological characteristics of the disease (2)
Patient-related factors (3) Treatment-related factors (4) Health-care system factors. Comparative analysis of the
case studies underscored the complexity of these interdependent factors and highlighted the necessity of
translating empirical findings into practice through individualized care plans. By integrating such evidence-based
knowledge, nursing professionals can design and implement more effective strategies to maintain normokalaemia

and mitigate the risk of adverse cardiac events in CKD patients.

Keywords: hyperkalemia, factors, management, chronic kidney disease
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Severity Serum Symptoms Electrocardiographic
potassium level changes
Mild hyperkalemia 5.1-5.9 mEg/L | Asymptomatic or mild symptoms Normal
Moderate hyperkalemia 6.0-7.0 mEg/L | Proximal muscle weakness, muscle | Peaked T waves

cramps, paresthesia, nausea,

vomiting, palpitation

Severe hyperkalemia 7.1-8.0 mEg/L | Bradycardia, weak pulse Flattened P wave,
prolonged PR interval
depressed ST

segment, peaked T

wave
8.1-9.0 mEqg/L Diaphragmatic weakness, Atrial standstill,
respiratory failure prolonged QRS

duration, further

peaking T waves

> 9.0 mEg/L Malignant arrhythmia, sudden | Sinusoid wave pattern

cardiac death
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Population: P “Chronic Renal Insufficiencies” OR “Renal Insufficiencies” OR “Chronic Kidney
Insufficiency” OR “Chronic Kidney Insufficiencies” OR “Kidney Insufficiencies”
OR “Chronic Renal” OR “Kidney Disease” OR “Chronic Kidney Diseases” OR
“Chronic Renal Diseases” OR “Chronic Kidney Failure” OR CKD OR ESRD OR

“Renal Insufficiency” OR “Kidney Failure” OR “Renal Failure” OR “Renal Disease”

Intervention: | Factor® OR Risk OR “Risk Factor” or “Risk Factors Related to” OR “Risk Related
to” OR “Factors Related to” OR “Risk Factors Associated” OR “Risk Associated”
OR “Factors Associated” OR “Risk Factors Correlated” OR “Risk Correlated” OR
“Factors Correlated” OR “Impact Factors” OR “Influencing Factors” OR

“Contributing Factors” OR “Affecting Factors” OR Determinants OR “Associated

Factors” OR “Causal Factors”

Comparison: C -

Outcome: O Hyperkalemia* OR Hyperpotassemia* OR “Persistent Hyperkalemia” OR

Hyperpotassium OR “High Potassium”

Time: T 2016-2025
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