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Two patients with chronic glomerulonephritis and ulcerative colitis
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Ulcerative colitis (UC) causes not only intestinal but also various extra-intestinal lesions. In this study, we report
2 patients with chronic glomerulonephritis in the presence of UC. Case 1: A 19-year-old female. She was diagnosed
with UC at the age of 15 years. A health checkup revealed proteinuria and hematuria, and the patient consulted
our department. Percutaneous kidney biopsy was performed. Under a diagnosis of IgA nephropathy, with a
relatively unfavorable prognosis, PSL therapy was started, leading to the disappearance of proteinuria and
hematuria. Case 2: A 79-year-old male. He was diagnosed with UC at the age of 53 years. To identify a primary
disease prior to nephrotic syndrome, percutaneous kidney biopsy was performed, suggesting membranous
nephropathy. As the patient had a history of femur head necrosis and diabetes, PSL therapy was not employed.
Conservative therapy with ACE inhibitors and statins was selected, and the course was favorable. In the two
patients, kidney biopsy was performed in a relatively early stage, and early therapeutic intervention could be
conducted based on the histopathological diagnoses. Various kidney diseases have been reported as UC-related
extra-intestinal complications. It may be necessary to perform kidney biopsy and identify a primary disease, if
possible.
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