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A Case of ANA-negative, Anti-dsDNA Negative, and Anti-Ro/SSA
Positive Membranous Lupus Nephropathy

Hee-Chan Yang, Myong-Joo Hong, Jin-Han Lim, Seol-A Jang, So-Yeon Jeon, Wan-Hee Yoo

Division of Rheumatology, Department of Internal Medicine, Chonbuk National University
Medical School and The Research Institute of Clinical Medicine, Jeonju, Korea

Systemic lupus erythematosus (SLE) is an autoimmune dis-
ease characterized by the production of diverse autoanti-
bodies with various systemic organ involvements. In patients
with SLE, autoantibodies, such as antinuclear antibody
(ANA) and anti-dsDNA antibody, play an important role not
only in diagnosing the disease, but also representing the
pathogenesis of the disease. ANA is the main screening tool
in diagnosis and serum complement levels and anti-dsDNA
antibody level are closely related to the disease activities.

M =

R A ZHFFF 2 (Systemic lupus erythematosus, SLE)2] ¢
/KI-OI:AI—TO__ .T'J—jl]- L/Ké’ J,]_r 33‘_‘1— ;,]-XJE —_—‘-UI—Oﬂ A]Zl—o‘jﬂ’ /ﬂ
Z4A 0%, WA o], FHZA o] 5o vkt 34514
2 Uehpe, g S48 wdl 3 2@ 7|zke] A o

Aol Vel 971 o] 1A Zigto] of&g ¢ }
et (). 122 SLES Agst=tl 9lo] SLE SelA&
M & AlEoll ik - HAE 2 ou]E 7HAA
%=1l SLE 3FA}ol| 4] d}a} k4| (Antinuclear antibody, ANA)

Nevertheless, exceptionally, some patients represent with
negative ANA and/or anti-dsDNA antibody leading to diffi-
culties in diagnosing the disease. Here, we report a case of
37-year old female SLE patient with negative ANA, negative
anti-dsDNA antibody, and positive anti-Ro/SSA antibody,
which manifested with nephrotic syndrome.

Key Words. Antinuclear antibody (ANA), Anti-dsDNA anti-
body, Anti-Ro antibody, Membranous nephropathy,
Systemic lupus erythematosus

7} Yeh = v 82 98%0]] o] 28] o] SLE AHAAEE

o834 ALt 2). 28 =5 SLE 34 FollAE=
gaAlgA7F FASE el ¢ 9lom, o]t 75 gl
A A HAAZR FAE st dl ol#Hgol J& F
Act. 22 SLEZ} YA =& $HAtell A gallgAst &
Aol AQoll= ghallglx| S ulEslo] AA S SLEOA] B
2] = 9lE 3F-dsDNA 3}, 3F-Sm 3}, 3F-RNP 34, 3
o‘La ool'iﬂ, o‘oli% ool'ﬂ], ool'?lx];g ool';zﬂ %“’]’
22 F7HER At ddAe]l AAvE E st

—

<Received : March 27, 2012, Revised : April 29, 2012, Accepted : May 22, 2012>
Corresponding to : Wan-Hee Yoo, Division of Rheumatology, Department of Internal Medicine, Chonbuk National University
Medical School and The Research Institute of Clinical Medicine, 20, Geoniji-ro, Deokjin-gu, Jeonju 561-712, Korea.

E-mail : ywhim@jbnu.ac.kr

pISSN: 2093-940X, elSSN: 2233-4718
Copyright (©) 2013 by The Korean College of Rheumatology

This is a Free Access article, which permits unrestricted non-commerical use, distribution, and reproduction in any medium, provided the original work is properly cited



128

Z| A& SLE®| v]=-Fu}E] 4283 (American College of

Rheumatology) A1 %t7]55oll £33 = 1171 g0l A 4714
oV WA EehA, A Aol 27 FHew
Ebuba, gelakA] 24, anti-dsDNA 241, anti-Ro/SSA %%
S He 1918 7 J‘]—°§\7]°ﬂ Tl A Hais 2615 =
slo] ‘——HL"HE]OHH Haxl o]} fAE goflol] w3k 3
1283} & HastE Bfolt)

oM
o

g xk 374 47t
F & A4 8% A=
=

kr

N

)

st

e

B
o
o}}l
HU
=

N re
S Lo
o
2
)

M 9 A e nAEAFoF Flo]A ‘]?'a‘ Hk
gtor, Wi oF 1 ARE 44 7S Aoz 1
A % 2 E(synthroid) & &8 Fo|tt. L 2l o] ¥
2 glol o steroid W WA A A X5 WHL i)

&Y Y7t A Ve Asks e s A 1Ed
(synthroid) -8 F-o]%lct.

A TE A FA WA Bolew Al ke il
AF 497 8 kgl AT ST Adglem EF ERbelu
AAE2 Sk

& 224 Y A E9k2 120/80 mmHg, |22 36.5°C,
Wk 603] /5, TF 163]/20] vl dFoll F-E a1
Z1lo] 919l °U4 AR qE B2 1+2 oot A

Aube gulsiglow, 27 W Al #EE A kgt
A 27 49 A DA A BET 5,500/mm’ (FA T
67.6%, FZT 20.7%), AL 6.4 g/dL (A 3 A+
3.0%), B4 20,000/mm’e| o, B3}ehE HAAA Eot

[171] Y2IStAANH) 2009.08.02 ~ 2009.09.01  IMRH

PATHOLOGY REPORT

AG SEX Unit No.
38 80083064

NAME
|—-
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submitted ore two cores of pinkish ton soft lissue, eoch measuring 0.8 cm and 0.5 cm in
length. In toto in A

Micro:  Sections consist of renal cortex and medulla. There are 30 glomeruli, none of which
o is globally or segmenlally sclercfic. The glomeruli appear mildly increase in size and
celulority.  The glomerular copillary walls are thin ond delicate with rare vacuoles or pores
are seen in fangentially cul of GBM. The glomerlar capillary lumina occasionally contain
neuliophils. The mesangium is diffusely and segmentally expanded due fo equivocal or mikd
Increase of cells and matrix. No fuchsinophilic deposite are noted. The tubules are back to
back, lined by intoct epithelium.  PAS pesitve profeinaceous materials are noted in the
tublar lumina. The inferstiium is unremarkable. The interiobular erteries show mild infimel
fibrous thickening. The arlericles are unremarkable.
The activily index is 0/24 and the chronicily index is 0/12
DIAGNOSIS;
Kidney, gun biopsy:

Mild mesangiopathy,
consistent with lupus nephritis, class early V

Se Min Jang, M.D. (No.90515)
Moon Hycng Park. M. (o, lle2)
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Figure 1. Pathologic findings of renal biopsy showed lupus
nephritis, class V.
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Antisera Glomerdk Tobules  Intersttium  Vessels
o Mo  GCW  Mesongiol
[ ] 215G 4 +subepl
Adgm 4 - .
AdgA 4 .
acs 5 . o
Al 7 elseg vseg - -
Afbgn, 7 - ah +.cyloplasmic 4/
globule
A-Alb 7 - - +.cyloplasmic
globule
A-C4 7 . -
AXappa 7 . R
Adombda 7 - - +.cytoplasmic
globule
A4g61 7 +
‘ agoz 7 -
Ago3 7
A-lgG4 7 +/-
Comments : Weck posiive F sioining for IgG, IgM, €3, C1, Kappa and lambda in the

subepithelial porfion along the glomerular capilary wall end mesongium is consistent with
lupus nephrifis, closs V. early. Ig61 and 1962 are predominant 19 subclasses. EM wil follow,
Se Min Jang. M.D. {No.90515)
Moon Hyang Park. M.D. (No. 11621)
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Figure 2. Immunofluorescence findings of renal biopsy.
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