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A Case of Crescentic Glomerulonephritis and Marginal Zone B-cell Lymphoma

YongJin Y%, HyunJin Ryu’, Ji In Park’, Jung Pyo Lee'?, Chun Soo Lim"?, Kyung-Chul Moon’, and Yun Kyu Oh'?

IDepartment of Internal Medicine, Seoul National University, Boramae Medical Center, Seoul;

Departments of ’Internal Medicine, 3Pathology, Seoul National University College of Medicine, Seoul, Korea

Secondary rapidly progressive glomerulonephritis (RPGN) can be caused by many diseases and conditions, including vasculitis,
systemic rheumatic diseases, infections, drugs and malignancies. Among the secondary RPGNs, malignancy-associated RPGN is
extremely rare and causes renal function deterioration within several weeks to months. Thus, timely immunosuppressant therapy
can improve renal outcome. Herein, we describe a case of RPGN detected simultaneously with marginal zone B-cell lymphoma. An
82-year-old male patient, who presented generalized edema and oliguria, was diagnosed with crescentic glomerulonephritis and
marginal B-cell lymphoma. After the patient was given methylprednisolone pulse therapy, renal function was restored and hemo-

dialysis was successfully discontinued without complications. (Korean J Med 2014;87:609-614)

Keywords: Crescentic glomerulonephritis; Rapidly progressive glomerulonephritis; Marginal zone B-cell lymphoma
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Figure 1. Kidney ultrasonography. The right kidney (upper) is
11.2 cm in diameter and the left kidney (lower) is 10.6 cm. Both
kidneys show increased echogenicity, which suggests paren-
chymal disease.
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Figure 2. Microscopic and electron microscopic findings in a kidney biopsy. A cellular crescent formed in the Bowman’s space (A, hem-
atoxylin & eosin stain, X 400). Electron microscopy shows diffuse foot process effacement and subendothelial deposits (B, x 8,000).

Figure 3. Histologic findings of the bone marrow biopsy. A diffuse interstitial pattern of lymphoid infiltration is shown in the core bone

marrow biopsy (A, Hematoxylin & Eosin stain, x 400). Small, variable-sized, immature lymphoid cells in the bone marrow aspirate (B,
Wright’s stain, x 400).
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Table 1. Patient characteristics, initial presentations, managements and outcomes

Age/ Initial SCr/

Case Sii Type of malignancy Init?;llzymp:om Treatment Outcome

Yavuzsen, 57M Gastric cancer 7.2 mg/dL HD, Pd pulse, cyclophosphamide ~ Normal renal function,
etal. [4] oligouria /gastrectomy NED

Rerolle, 77M Centrocytic lymphoma 6.5 mg/dL HD, HD weaning, died from
etal. [5] general weakness ~ Pd 1 mg per kg/chemotherapy paraneoplastic syndrome

Baschinsky, 66/W Lung adenocarcinoma 5.8 mg/dL HD/none Died from cardiac event
et al. [6] edema, dyspnea

Nakaya, 69/M Gastrointestinal stromal 3.3 mg/dL HD/None Died from cardiac event
etal. [7] tumor oligouria

Sharma, 18/'M Acute lymphocytic 5.2 mg/dL HD/chemotherapy Died from nosocomial
etal. [8] leukemia oligouria pneumonia

Tisler, 76/W Chronic lymphocytic 5.9 mg/dL Pd pulse, Normal renal function,
etal. [9] leukemia dyspnea, nausea  cyclophosphamide/chemotherapy NED

Henriksen, 69/W Chronic lymphocytic 2.8 mg/dL Pd pulse, Died from intra-abdominal
et al. [10] leukemia nyspnea cyclophosphamide/None infection

Present case 82/M Marginal zone B-cell 3.6 mg/dL HD, Pd pulse/None HD weaning, improved

lymphoma

edema, oligouria

renal function

HD, hemodialysis; NED, no evidence of disease; Pd, prednisolone.
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