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Fig. 1. Light microscopic finding. a. Mild, focal increase in mesangial cells and matrix(H & E). b. Fuscinophilic de-

posits are seen in the mesangial area( arrows).

Fig. 2 Immunofluorescence microscopic findings. a. The glomerulus contains extensive granular IgA deposits in the
mesangium. b. Diffuse granular deposits of IgG along the capillary loops.

Hglew, 1Y gk v d=ke 2.5, A F4 7.5
g/dl, &+3-wl 4.0g/dl, cholesterol 209mg/dl2 3z)
sl A AE FA4F Ut

1 &

oA At [gA A5 27 DA A AR
Zhdl vl E3) Byse AR 4H 3l
oh A Al A AFFT 30-40%F 2R3}
€ 7F 0E 3o 7 A AR, FF, o

A, AAZAAG P A AR Siso] Yepd
& glor}t BY upeleix el oJsf &3] L AE
715 e, wHg Alede) Wil Ags] dRA| o
I AT AFEA ERHE v HYEEA S Fau
(in situ) o2 A3l HGYF do|APME 1eG
7} 2AEE HE wet Y3 JFE Bolw, Ax
o)A RAAPE Ab-A ZA 83 Adastel] A= &
o] A We XA 2ot ¢ IgA AF
& FuldAe vlad =f A 3 $2lvelst
&8 e FEAGdAE 53] $Piler} ¥ AY

— 935 —



Fig. 3. Electron microscopic findings. a. Large electron dense deposits are seen in para—mesangial aree(arrows).
Numerous electron dense deposits are found on the subepithelial side of the basement membrane(arrows).
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Membranous nephropathy and IgA nephropathy
are relatively common lesions among primary glo-
merular diseases. However, a case of glomerulo-
nephritis combining the features of IgA nephropathy
and membranous nephropathy has rarely been re-
ported. We are reporting such a case with features of
both IgA and membranous nephropathy associated
with hepatitis B surface antigenemia. A 43-year-old
man with hepatitis B surface antigenemia developed
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the nephrotic syndrome. Renal biopsy revealed a
glomerulonephritis with features of both IgA ne-
phropathy and membranous nephropathy. Light mi-
croscopy showed mild, focal mesangial expansion and
hypercellularity. Immunofluorescence microsocopy
demonstrated both granular deposits of IgA in the
mesangium and granular deposits of IgG along the
capillary loops. On electron microscopy, electron
dense deposits were identified not only in the para—
mesangial area but also on the subepithelial side of
glomerular basement membrane.

Key Words : Overlapping syndrome, IgA nephropa-
thy, Membranous glomerulonephritis,
Hepatitis B surface antigenemia.
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