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Renal and Urinary Manifestations of Inflammatory Bowel Disease

Ye Na Kim and Yeonsoon Jung

Department of Internal Medicine, Kosin University College of Medicine, Busan, Korea

The incidence of inflammatory bowel disease (IBD) is increasing rapidly and extra-intestinal manifestations in IBD are also increasing,
The prevalence of renal and urinary involvement in IBD ranges from 4-23%. Nephrolithiasis is the most common urinary complication
in IBD patients. Parenchymal renal disease is rare but has been well documented and presents most commonly as glomerulonephritis
or tubulointerstitial nephritis. The overall morbidity of IBD-related renal manifestations is significant. Therefore, a high index of clinical
suspicion and optimal monitoring of the renal function are needed for the early diagnosis and prevention of IBD-related renal manifes-
tations and complications. (Korean J Gastroenterol 2019;73:260-268)
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Table 1. Renal and Urinary Manifestations of Inflammatory Bowel

Disease
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Anti-glomerular basement membrane
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Table 2. Drug-associated Nephrotoxicity in Inflammatory Bowel Disease

Nephrotoxic effects

Agents

Tubulointerstitial nephritis

5-aminosalicylates

Glomerulonephritis

None, acute kidney injury and nephrotic syndrome due to hematophagocytic syndrome

Thiopurines (azathioprine)

TNF-a inhibitors

Glomerulonephritis

Renal vasoconstriction, interstitial fibrosis

Cyclosporin, Tacrolimus

TNF-a, tumor necrosis factor-alpha.
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Patient with Inflammatory Bowel Disease
Before and after starting therapy with
5-ASA, CsA and TNF-a inhibitors

Regular monitoring of renal function
(dipstick urinalysis, spot urine ratio of
protein/ creatinine, serum creatinine)

I

Proteinuria, hematuria, decrease of eGFR

Low urine pH
Low urine volume
(esp. patients with IBD who have
undergone surgical bowel procedures)

Confirm diagnosis by Renal Biopsy

Renal Ultrasonography

Fig. 1. Diagnostic approach of renal and urinary manifestations in patients with inflammatory bowel disease. 5-ASA, 5-aminosalicylate; CsA,
Cyclosporin A; TNFa, tumor necrosis factor alpha; eGFR, estimated glomerular filtration rate; IBD, inflammatory bowel disease.
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