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	Reported?

	TITLE & ABSTRACT

	1
	Title — identifies as a case report
	Manuscript title: "Heparin-Associated, Sustained Hospital-Acquired Hyperkalemia: The Forgotten Culprit in the Inpatient Setting? A Case Report with Review of the Literature"  clearly identifies the article type.
	Line 1
	 Reported

	2
	Keywords
	Keywords provided: heparin; hyperkalemia; hypoaldosteronism; aldosterone; drug-induced hyperkalemia; DVT prophylaxis; transtubular potassium gradient; fludrocortisone; inpatient.
	Line 5
	 Reported

	3a
	Abstract  
	Structured abstract includes: Background (mechanism and clinical relevance of HIH), Case Presentation (35-year-old male, peak K+ 6.6 mEq/L, TTKG 4.0, heparin timeline, resolution with fondaparinux and fludrocortisone), and Conclusions (HIH is underdiagnosed; maintain high index of suspicion).
	Lines 9–21
	Reported

	INTRODUCTION

	3b
	Patient's main concerns and symptoms
	Patient presented with 3 days of abdominal pain and constipation leading to emergency exploratory laparotomy. New-onset sustained refractory hyperkalemia (peak 6.6 mEq/L) was the main concern prompting nephrology consultation on day 7.
	Lines 68–72
	 Reported

	3c
	Medical, family, and psychosocial history
	Past medical history: Crohn's disease, prior right hemicolectomy, substance use disorder. Medications prior to admission: bupropion, suboxone, hydroxyzine, probiotics, budesonide (discontinued ~1 month prior). No history of kidney disease, diabetes, or adrenal disease. No family or detailed psychosocial history relevant to the pharmacological adverse event.
	Lines 63–67
	 Reported

	3d
	Relevant past interventions and outcomes
	Prior right hemicolectomy for Crohn's disease. Chronic budesonide use with abrupt cessation ~1 month before admission (relevant to adrenal axis suppression). No prior episodes of hyperkalemia documented.
	Lines 63–66
	 Reported

	CLINICAL FINDINGS

	4
	Physical examination findings
	Physical examination findings not detailed in this case report; the report focuses on laboratory and electrocardiographic data. Relevant clinical finding: stable postoperative course with adequate urine output. Not applicable as primary diagnostic evidence was biochemical.
	Lines 68–87
	N/A  diagnosis based on biochemical/temporal evidence. 
exam not contributory

	TIMELINE

	5
	Important dates and timeline
	Detailed timeline provided: admission day (K+ 3.2 mEq/L); peri-operative heparin initiation; postoperative day 2 transition to enoxaparin; day 4 (K+ 5.3 mEq/L); days 5–7 progressive rise; day 7 peak K+ 6.6 mEq/L and nephrology consultation; heparin discontinued and fondaparinux/fludrocortisone initiated; K+ normalized over 5 days; discharge with K+ 4.2 mEq/L. Figure 1 depicts the full timeline graphically.
	Lines 72-87, Figure 1 legend
	 Reported

	DIAGNOSTIC ASSESSMENT

	6a
	Diagnostic methods (exam, laboratory, imaging)
	Laboratory values on admission and throughout admission reported in detail. ECG performed and described (peaked T waves, shortened QT 0.324s). TTKG calculated at two timepoints (4.0 at consultation; 4.6 two days after heparin cessation). Serum cortisol measured to exclude primary adrenal insufficiency. Platelet count monitored to exclude pseudohyperkalemia from thrombocytosis.
	Lines 72-103
	 Reported

	6b
	Diagnostic challenges
	Pseudohyperkalemia from reactive thrombocytosis (platelets 833 K/cmm) was considered and excluded by ECG changes and subsequent normalization with targeted treatment despite persistently elevated platelets. Pharmacy medication reconciliation failed to identify heparin as a cause. Prior treatment with calcium gluconate and insulin-dextrose was unsuccessful. Diagnosis established via temporal correlation, low TTKG, and exclusion of other causes.
	Lines 87-103
	 Reported

	6c
	Differential diagnosis
	Differential diagnoses addressed: pseudohyperkalemia (excluded), primary adrenal insufficiency/glucocorticoid deficiency (cortisol normal), renal failure (creatinine stable at 0.78 mg/dL), thyroid disease (not clinically suspected; recent normal tests), other pharmacological causes (pharmacy reconciliation negative). Mineralocorticoid deficiency from heparin-induced hypoaldosteronism was the diagnosis.
	Lines 87-103
	 Reported

	THERAPEUTIC INTERVENTION

	7
	Interventions (types, dosing, duration)
	Three interventions described: 1. Heparin discontinued; replaced with fondaparinux (alternative anticoagulant). 2. Fludrocortisone 0.2 mg loading dose, then 0.1 mg daily × 2 days (mineralocorticoid replacement). 3. Furosemide 80 mg IV × 2 consecutive days (enhance urinary potassium excretion). Prior unsuccessful interventions: calcium gluconate IV, insulin-dextrose infusion, dietary potassium restriction.
	Lines 103-112
	 Reported

	FOLLOW-UP AND OUTCOMES

	8
	Clinician- and patient-assessed outcomes
	Serum potassium ranged 3.9–5.5 mEq/L over the 5 days following intervention. Repeat TTKG 4.6 at day 2 post-heparin cessation (incomplete reversal). Discharged with K+ 4.2 mEq/L, creatinine 0.65 mg/dL, sodium 133 mEq/L, platelets 775 K/cmm. Outpatient plan: oral steroid taper and initiation of adalimumab for Crohn's disease.
	Lines 112-120
	 Reported

	DISCUSSION

	9
	Discussion of strengths and limitations
	Strengths: detailed biochemical workup; use of TTKG as diagnostic adjunct; careful medication timeline review; comprehensive literature comparison (Table 1). Limitations acknowledged implicitly: aldosterone and renin levels not measured (TTKG used as surrogate); single case report limits generalizability; exact contribution of budesonide cessation to adrenal suppression is hypothetical. The Discussion addresses these contextually.
	Lines 122-185
	✔Reported

	10
	Rationale for conclusions
	Conclusions supported by: (1) temporal correlation between heparin initiation and potassium rise; (2) TTKG of 4.0 confirming mineralocorticoid deficiency; (3) normal cortisol excluding primary adrenal insufficiency; (4) resolution after heparin cessation and fludrocortisone; (5) extensive literature review including Singh et al. 2025 (40-yr systematic review), Naseralallah et al. 2024 (929 patients), and multiple case reports.
	Lines 122-185
	Reported

	11
	Primary "take-away" lessons
	Key lessons stated explicitly in Conclusion: (1) HIH can occur in young patients without classic risk factors (DM, CKD); (2) TTKG is a useful non-invasive diagnostic tool; (3) medication timeline review is essential; (4) heparin cessation + mineralocorticoid replacement is effective; (5) HIH is underdiagnosed and should be in the differential of any unexplained inpatient hyperkalemia.
	Lines 187-205
	 Reported

	PATIENT PERSPECTIVE

	12
	Patient perspective
	A formal patient perspective section is not included. The patient provided written informed consent for publication. No direct patient-reported outcome section is present in this manuscript.
	N/A
	N/A  not included 
patient provided consent for publication

	INFORMED CONSENT

	13
	Informed consent
	Written informed consent was obtained from the patient for publication of this case report and any accompanying images. A copy of the written consent is available for review by the Editor-in-Chief of this journal. Consent statement included in the Declarations section of the manuscript.
	Declarations section
	 Reported





