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LI AA: R 2N BAguYe
A FAHA dRew, FEINAGY FHiEe] B3P
Heith F92% FHAMN AXE 93 FAH ¢
Rem Axd HFde Y 9FAXY REAQY
A&ol ANHFig. 1. d9YF AA A IgGrE A
TA BAEEYS gl AYPHdo Fdso ¢
I IgA, M, C3, Clq, fibrin& EF EAlolAtHFig.
2). ARV 2AdME AFFA 71A e} wnkg e
2 FAYA dden 4y 499 AAIYE E
A9 Az, dRME spikedE AR AN
ZFE7= GelA 24FH9 ANHFig. 3).

XF ¥ AN : A= cyclophosphamide 100mg,
angiotensin converting enzyme inhibitor, furose-

mide® H83HA, yast A7z gz 73 |

Fig. 1. Light microscoph shows diffuse global thick-
ening of glomerular capillary walls(PAS,
x200).

Fig. 2. Immundfluroscent microscoph shows peri-
pheral granular stainning for IgG. Along
the capillary walls(Manification X400).
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Fowid 5lg/dl, EF9 26g/dl, FWHF9 02
mg/dL, ALP/AST/ALTE 2H2} 173/28/320U/L, BUN/

Fig. 3. Electron microscopic finding of kidney( >
7.800). Diffuse thickening of glomerular ba-
sement membrane & subepitielial dense
deposits are observed. Epithelial foot prc-
cess are mildly effaced.
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Fig 4. Light microscopy(H&E, X100) Parakerato-
sis, focal intracorneal microabscess & focal
spongiosis(arrow) are seen. Skin biopsy.
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Table 1. Clinical Laboratory Data of Membranous Glomerulopathy Associated with Psoriasis and

Treatment
Patient Age/Sex Proteinuria at Onset of membranous Treatment Response of
No diagnosis nephropathy after treatment
{gm/day) Diagnosis of skin/proteinuria
psoriasis(years) (gm/day)
¥ 54/M 1.63 8 Prednisolone resolved/0.6
2 50/M 4 -2 Prednisolone & recurred/3
Cyclophosphamide
3o 51/M 2 8 Prednisolone resolved/0.2
Case 1 54/M 6.1 1 Cyclophosphamid-eagg ravated/9
Case 2 41/™M 78 -12 Prednisolone resolved/0.5
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Two Cases of Membranous
Glomerulopathy Associated with
Psoriasis Vulgaris

Soo Jin Kim, M.D., Jung Hun Kang, M.D.
Tae Hwan Lee, M.D., Tae Hyo Kim, M.D.
Hye Jung Ha, M.D., Tae Sik Jung, M.D.
Hyun Jung Kim, M.D., Jong Ryeal Hahm, M.D.
Un Sil Jeon, M.D., Se Ho Chang, M.D.
and Soon Il Chung, M.D.

Department of Internal medicine,
Gyeongsang National University,
Collage of Medicine, Chinju, Korea

Membranous glumerulonephrophy was found in
two men who were diagnosed as psoriasis vulgaris.
In the first patient, membranous glumerulonephro-
pathy was developed during treatment of psoriasis
and deterioration of proteinuria was appeared with
aggravation of skin lesion although treated with cy-
clophosphamide. In the second patient, psoriasis deve-
loped during treatment of membranous glomerulone-
phropathy and we observed the improvement of neph-
rotic syndrome and psoriasis with prednisolone treat-
ment. The simultaneous deterioration and improve-
ment of proteinuria and skin lesion of psoriasis sug-
gests that underlying common immune abnormalities
may be involved in the pathogenesis of both psori-
asis and membranous glomerulopathy.

Key Words : Membranous glomerulopathy, Psori-
asis
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