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Renal monoclonal immunoglobulin heavy chain deposite disease (1gG-y1
heavy chain): one case report
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[ Abstract] A case of renal heavy chain deposition disease (IgG-y1 heavy chain) was discussed in this article. A 57-year-old male
presented with hypertension, nephrotic syndrome, massive proteinuria, and progressive renal dysfunction. When serum creatinine was
438umol/L, ultrasound examination showed that bilateral kidneys were within normal range in size. In terms of histological
examination, nodular glomerulopathy was identified under light microscopy with negative Congo red staining result.
Immunofluorescent study showed that 1gG and 1gG; were deposited along glomerular tufts and tubular basement membrane (TBM).
Meanwhile, 1gA, IgM, 1gG,, 1gGs, 1gG4 and light chain staining was absent. Electron microscopy revealed high-density deposits
inside glomerular basement membrane and outside TBM. Based on clinical, laboratory, and histological findings, the patient was
finally diagnosed as renal y1-heavy chain deposition disease.
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Figure 1 Nodular glomerulopathy due to increased mesangial Figure 5 1gG; linear deposition along glomerular tufts
matrix (PAS x 400) (IF x200)
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Figure 2 No addiction of center of nodular glomerulopathy to Figure 6 19G; linear deposition along tubular basement
silver(PASM-Masson x 400) membranes (IF x 200)
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Figure 3  IgG linear deposition along glomerular tufts Figure 7 High-density deposition inside glomerular basement
(IF x 200) membrane (TEM x 22000)
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Figure 4 1gG linear deposition along tubular basement Figure 8 High-density depositon outside tubular basement
membranes (IF x 200) membrane (TEM x 11000)
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Figure 9 Diagnosis protocol of nodular glomerulopathy
DN: diabetic nephropathy; GFND: glomerulopathy with fibronectin deposits; SLE: systemic lupus erythematosus; LCDD: light chain deposition
disease; HCDD: heavy chain deposition disease
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