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A u Ao Ag st A 2447 i ek
£ 2.0gm, creatinine A& £t 9mlIgc €A
- 7 Aboll 4 &= ASLO titer 50unit, CRP 9.9 mg/dl,
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Ag (+), cryoglobulin (+). ofefl ®bE-gh Helulof 3
A mRolM F& AR ghskel, Akl o3 Abell A
Staphylococus epidermidisZ} vh4= s oFs] 9l e},

AzgT: $4% Y S0l B G350} AR

A shetol] A8 Al 24 F4%0) 2439 eHFig. D),
ARG b3 A7 okt ARG (94 12.8

Fig. 1. Short-axis of 2-dimensional echocardiogram
demonstrating a massive vegetation (24X 1.5
cm) on the tricuspid valve.
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o | %5 vancomycin® Z mA3th A&Ew 4

Fig. 2. Light microscopy: The glomerulus shows proliferation of the
mesangial matrix and cells with obliterated capillary lumens

(H & E, x200).

— 428 —



—Kang Wook Lee, et al. ;. A Case of Diffuse Proliferative Glomerulonephritis in Bacterial Endocarditis—

Fig. 3. Light microscopy showing a single glomerulus with epithelial
crescent (dark arrows), mesangtal cell and matrix proliferation.

Fig. 4. Immunofluorescence microscopy: Granular deposits of IgM (a) and C3(b) in mesangial areas.
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= Abstract =

A Case of Diffuse Proliferative
Glomerulonephritis in Bacterial Endocarditis

Kang Wook Lee, M.D., Tae Hoon Chung, M.D.
Sung Bae Park, M.D. and Hyun Chul Kim, M.D.

Department of Internal Medicine, Keimyung
University, School of Medicine, Taegu, Kovea

Kwan Kyu Park, M.D.and Sang Sook Lee, M.D.
Department of Pathology

The association of renal disease with bacterial en-
docarditis is widely recognized. Although the focal
glomerulonephritis is the principal renal lesion com-
plicating subacute bacterial endocarditis, diffuse
proliferative glomerulonephritis generally predominates
in acute bacterial endocarditis.
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We are reporting a case of diffuse proliferative
glomerulonephritis in 53 years old male patient with
bacterial endocarditis. His clinical manifestations were
characterized by the presence of rheumatoid factor,
cryoglobulinemia and persistent hypocomplementemia
as well as advanced renal failure.
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