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Ho Jilu A wgrov; MuE A& glol AW
7t e A&EHo] Y4 139 H Y Ay IEst
o Ax AHIA F Ml B2 H sF2E AHAA
A ARl WEse AldgE AWEEE HAMY se-
rum creatinine 20.0 mg/dL2.8 455 &34 F
o] B Al et

A HYA HgE 20029 549 AAR 2&H
Z g, 2 9 Eo] AlE gl

71 E¥: Bo] AR &

TIE 42994 8¢S 150/80 mmHg, £F%%F
243)/%, ek 883)/8, AR 362CTHT. M4l
74 2 ANREF] AT FD7E oF 4 kg HAFF}
7b e, g9 13 "o wde] Atk Y
) ZELHE AN, ik, o F vjuIdo]
ot FAEN A28 B9 Aqhe AIA &
ko Fopo] FEL gichk IFE Axdn uwE
gom ARG ol FAAE ey AAFNS FE
el A FELo] AAFHAY BERE AY A&
o R=gmn #HHPon aFHFZ PELS U
%& A F-Fol FHHAU

HAP 27 G_A 22 ZHAabdA Hb 102 g/
dL, Hct 30.1%, WBC 10,690/uL, platelet 248,000/
ules H¥F AA4ETE 93 mm/hrth 874}
A H¥l% 1.020, & pH 55, &£%9 3+, gzl Fql
3+493m a38AF 2740 HAET many/HPF, 9¥TF
9/HPFEo™ HET 45 (cast)v TFHA dth
¥ A3t Aol A blood urea nitrogen 118 mg/
dL, creatinine 19.6 mg/dL, Na* 136 mmol/L, K*
58 mmol/L, CI~ 105 mmol/L, total COz 7 mmol/
L, total calcium 6.0 mg/dL, inorganic phosphorus
119 md/dL, total protein 6.3 g/dL, albumin 2.9
g/dL, uric acid 85 mg/dL, cholesterol 114 mg/dL,

- 142 -



— Sun-Gyo Lim, et al.: Anti-GBM Antibody Disease without Pulmonary Hemorrhage —

Glucose 94 mg/dL, AST/ALT 26/14 U/L, ALP 61
U/LSth. 24 hour urine ZAHd volume 150 mL/
day, protein 1,536 mg/day, creatinine 104 mg/day,
Na® 6 mmol/dL, K™ 6 mmol/dL, creatinine clear-
ance 0.4 mL/min, microalbumin 526.1 ug/min (#
A <20 pg/min)Hth. HBs Ag &4, HBs-Ab &4,
anti-HBc 44, anti-HCV &4d°|%i3, VDRL 4,
CRP 84 mg/dL, ASO 35 U/mL, rheumatoid factor
308 U/ml, C3/C4 115/27 mg/dl, ANA &4,
ANCA £/4oIx ¥H IgA 455 mg/dl. (96-365) %
o™ cryoglobulin &4°l1th Anti-GBM Ab 123.0
EU (% <10 EDE AsHol Atk 4 Aol
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Fig. 1. Progress of the patient. The initial serum
creatinine was 196 mg/dL. Hemodialysis
was started on 2nd hospital day. Despite
steroid pulse therapy and plasmapheresis,
the renal function was not recovered.
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Fig. 2. Chest X-ray findings of the patient. On admission, chest X-ray (A) reveals
costophrenic angle (CPA) blunting and increased interstitial marking suggest-
ing- the pulmonary edema. After hemodialysis on 10th hospital day, the pulmo-
nary edema disappeared on chest X-ray (B).
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Fig. 3. The light microscopic finding shows active
cellular crescent formation with mononu-
clear inflammatory cells and occational pol-
ymorphonuclear leukocytes. The glomerular
tuft shows focal segmental collapse with
necrotizing lesion (periodic acid schiff
stain, <400).

Fig. 4. The shows

immunofluorescent
strong IgG deposit along the glomerular
capillary walls in continuous linear pattern
(anti-IgG antibody stain, X<400).
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ek HAYZREULE F& IgG o)W oF IgGlel 7}
F B3 0oz IgGat Bol IREH*TY C3%
nRel MRl 70-80%NA AW, Bt
Au Aol e diEE wdd AFAAELE e
un, A7)Fe] AdelAy ozt AakE HedeE A
A ARG 2 BEA AFA FAE 2hE g
SR

yHaaZds A FAEA 719 gAY FHo
Fge] FeHolth dHoeE T WAPPHoR
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0] 50% ol Holxn Mmuztd AR (tubulo-inter-
stitial disease)°] HY W= A oy ARHo=m
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Aoz X8% AP serum creatinine®] 6 mg/dL
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£ Aol @xegh >4 gy A4AY BEAE
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mg/dL ool WAYAAE ALEd= 2V]E &
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= Abstract =

A Case of Anti—-Glomerular Basement
Membrane Antibody Disease without
Pulmonary Hemorrhage

Sun-Gyo Lim, M.D., Jeong-FEun Kim, M.D.

Jong-Woo Lee, M.D., Dong-Hun Lee, M.D.

Seung-Kwan Lim, M.D. In-Whee Park, M.D.
Hyeon-Kyeong Cho, M.D., Heungsoo Kim, M.D.
Gyu-Tae Shin, M.D. and Hyun-Ee Lim, M.D.’

Department of Nephrology and Anatomical
Pathology”, Ajou University School of Medicine,
Suwon, Korea

Anti-glomerular basement membrane antibody me-
diated rapidly progressive glomerulonephritis is a
rare autoimmune disease. It is characterized by acute
renal failure and crescentic glomeruli with linear im-
mune deposits along glomerular basement membrane
mediated by anti-GBM antibodies. We report a case
of a sixty-years-old man with generalized edema
and hematuria. On admission, BUN/Creatinine was
118/196 mg/dL, Hb was 102 g/dL. On urinalysis,
protein was 3+, and many RBCs were found. Renal
biopsy specimen which contained 8 glomeruli showed
active cellular crescent formation in all glomeruli. On
immunofluorescent staining specimen, there were 4
glomeruli which showed strong IgG linear staining
along the glomerular basement membrane and mild
C3 & Clg deposit along the capillary walls. The
titer of anti-GBM antibody was 123 EU by ELISA
(normal : <10 EU). We treated with high dose of
corticosteroid and plasmapheresis, but renal function
was not recovered even after 3 months of hemo-
dialysis (Korean ] Nephrol 2003;22(1):142-147)

Key Words: Anti-glomerular basement mem-
brane antibody disease, Crescent,
Plasmapheresis, Corticosteroid
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