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=Abstract=

A case of IgA nephropathy with systemic lupus erythematosus

Hyun Wook Kim, M.D., Shin Wook Kang, M.D., Kyu Hun Choi, M.D.,
Ho Yung Lee, M.D., Dae Suk Han, M.D.,
Jeong Hae Kie, M.D." and Hyeon Joo Jeong, M.D."

Departments of Internal Medicine and Pathology”, Yonsei University College of Medicine, Seoul, Korea;
Department of Pathology, Ilsan hospital, National Health Insurance Medical Center, Goyang, Kored'

In systemic lupus erythematosus patients, prevalence of renal involvement is high, even in the
absence of overt clinical manifestation. Lupus nephritis can usually be categorized according to the
widely used WHO classification. however, clinically significant renal disease unrelated to lupus
nephritis have rarely been described in patients with SLE.

Especially, there has been few reported cases of IgA nephropathy with SLE since first reported
in 1995, but their relationship is not apparent yet. We experienced a 72-year-old female who was
admitted to our hospital due to generalized edema, arthralgia, proteinuria, microscopic hematuria. Her
diagnosis of IgA nephropathy was estabilished on biopsy. At the same time, she was diagnosed as SLE.
in that the serology for ANA was positive at 1:640, lupus anticoagulant and anti—cardiolipin antibody
were positive, hemolytic anemia, arthritis and oral ulcer. and eventually she was diagnosed end-stage
renal disease 2 months later. In conclusion, atypical glomerular lesion in SLE should raise the possibility
of a non-lupus glomerulopathy, including IgA nephropathy.(Korean ] Med 66:190-194, 2004)
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AR £ 0 gl GA] AlsE dnk P olsk HAjo
A dA4 83 g/dL, dvFEA S 24.0%, WE 10,530
/mm’” (FA7 75.8%, BT 13%), P23+ 303,000/mm’
ollen, dx Asls HAA = dF 242 A(BUN)
39 mg/dL, ]I (Cr) 5.8 mg/dLe| L, F iz
o AR Zb7F 49 g/dl, 25 g/dLolH. =4S

X many/HPFo| it} W el
T AAEEE 210 mm/hr, C-¥HSH9(CRP)
, VDRL, Fw"tE]2 QIxb= $7d 0]
ASO titeri= 23022 k7 ZF718 At st EkA b=
1:640 %73 (homogenous type)©] 3L, & ds-DNA &
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He gAolglom 67 F FAPANME ge A3tE
Btk @4 G 77.8 mg/dL (3F3x] 90~180)= 2kt

B o
4 Csi= 181 mg/dL (334 10~40) 2.2

g R 3 Ro#A|, & LadtAl, & RNP A, 3
Sm A= BF SAollen lupus anticoagulant:=
A, anti-cardiolipin IgM2 97} 285 MPU (IgM phos—
pholipid unit) ©. 2 ¥4 o] 21} anti-cardiolipin IgG= &
Aot olF 67 F FHTHo|MEZ anti-cardiolipin

IgM2 97} 263 MPUR A|&291 44 245 Btk

o

A2 67 ug/dL, & AT 87 ug/dL, &% ¢
B12 410 ng/mL, lactate dehydrogenase 720 IU/L,
reticulocyte production index 2.2, total bilirubine 1.7
mg/dLol 12 urine hemoglobin® %/dolqar, A4
Coomb’'s & S=ZEY A¥(anti-IgG direct antibody
test) = FAoIR o 7+ Coomb’'s & S 28 AlY
2 244 o]31t} prothrombin time INR (international
normalized ratio) 0.95, activated partial thromboplastin
timeS 395 seco 2 AAF M1 antithrombin 7}
58% % A9 475 X9 o fibrinogen (functional)
< 256 mg/dLeE A% W99 aL, fibrin degradation
products®= 1:2 negative (<5 ug/mL)%12.™, D-dimer
SRR g R ST 242 Kol Ut
IgG/IgA/IgME 2+ 1030 mg/L, 294 mg/L, 155 mg/L,
24N ZF 2 HARY @A 3686 mg, &1 3,196 mg,
CCr 129 mL/min/m’°]%{t}. HBsAg, anti-HBc, anti-
HBs, anti-HCV+ 25 49121 total cholesterol/
LDL cholesterol/triglyceride/HDL cholesterol= Z}+z};
145 mg/dL, 76 mg/dL, 111 mg/dL, 28 mg/dLo]1 3L, A
A ZFFAF AP = $49 Es B B 59
o thd HHE F7HE 2T

ZEEE| 2d : FEN A AANA BF 4719 AL
TAZE HEEA oW o] F 2719 ALFA A AA g vl
A ST AAE BATh WA 278] AFRAL Fell A
3k AFEAl = A7 3H(global sclerosis)E B@oH thE
gt AbFAlE Aol HAaH o2 Aol H(intersti-
tium)ell Arlg d3tel GHATAHE HFo] AFE
Slom olet s A9 S (tubular atrophy)® 4t
Hol AAJTHZH D).

Aol G Akl A mAAER 2 Z9F-(parame-
sangium) S Wl IgA} C3o el nxe] |y &34
2 WESAL, IgGek IgMell s AbAl 1FE oA
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Figure 1. On light microscopic examination, A glomerulus
showing increased mesangial cellularity is observed
(periodic acid-schiff, x400)

Figure 2. On immunofluorescent study, the glomerulus
shows severe immunofluorescent activity for IgA on the
mesangium and paramesangium (fluorescein isothiocyanate—
conjugated anti-human IgA, x400)

B2 ZA2HA 9 as Ao U 394
S A FUER 243 HARA Algetal, o] F o
oA &8 AR AWE FAHI AV Sy
o] BUN/Cr 32.7/1.67}4 ZHA3tsivh Wil SAl &
C-Rbgeile]l F547(120 mg/dL)o2 7 A3k
SRkl o] AR A7 AlAE o ZH Rl
AHES BRI o] #EE, 2582 FA & &9
AEA FoF ol sdEgon 8384 NdE s4dY
T 21 Btk

el gk A 71 1:640 %A (homogenous type), THEHA ¥+
A< 27, lupus anticoagulant, & cardiolipin @A %
A, 884 vd, 40U AYgSE American Rheuma-

tism Association®] Z@7|Eol] FAd ] M4 FHH
F¥aE Aasida, A4 22N Aol 9t
IgA AT oz st

ol FATAUA BEA A7 AJE F A
FE A4 AEHI A7]so] AstEo] 2] A5
2w g AR a5 Al wolon dA) F 23

B8 BN Aldete A Foldh

Figure 3. On electron microscopic examination, there are
electron—dense deposits on the mesangium and parame-—
sangium. The capillary basement membrane showed
absence of electron dense depositions (lead citrate and
uranyl acetate, *x3000)
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A o, G AR EY] ARHA7A veFety A
o o)Fo] 5 AAESS we] nhek 55204 89%
AEg A dtY. o]gd FE2 A dFE= ¢
I FEeA v A9 Ba dvrH o R x4
A} Askste] A@dol 2 Ao dHA Y. uket
A B A9 A Am oS gel glolA
Az A Faed, 1 A¥e iR WHO9| o
A 7HA] FF2s AQY 71l B E U AgedlAE b
FFE2 AGS Btk Bt 9ok Baranowska-Daca
59 HFF2AGe B3 369 Harel] tig B 9

3t 200]9] oPURol=Fg HFEste] HAWS RS
(minimal change disease), = 4= A} 74 8}5(focal seg—-
mental glomerulosclerosis), 7@ AdE AFFAAS
(infection-related glomerulonephritis), glomerulocytic
kidney disease, necrotizing glomerulitis, A}2 50| =3
Ax#-7H4 A A g(sarcoidal tubulointerstitial nephri-
tis), HI&H 2ol =4 S i Alxd-31d4d 94}
(non-steroidal anti-inflammatory drug induced tubu-
lointerstitial necrosis), IgA A H% 5o 274& B}
D ool5e e Aol A 1988 E] 199811744 H 414
SR FFzo A Aldek 3674 9] A AL AT

o3t 2540(79%) el A H]F-F2= Ao AHE HiloH
FE2o BT} =X G2 3 oA IgA AW
BARYSS Bty o]H Y 25ol7)E it A
A ZR FE2 Extol A e Az HAlA e o
Fe HFF2 o] B £ on 7 FHdAE
IgA A Fo] Wt =AUt

AR Zd T2t [gA AW S MR #
G o] BA AL o FYEo] YA B FFoR
T AS B JGEGA g AlA &S TEA
ol 7oz zha glon} IgA A Ze 49 1 that &
el tiste] g A FaL dom FERx Al A
- FPo 2 A nucleosome®] Gl #gk oy A7}
Rgear Qo obz) A% V1A WA A gL
AUTE T S WRIZ oA TEAHoRE A E
T U T2 AT A7A A Clgel hEk A
7t Aalad ] Tl [gA AW ZlA FAd @
FActe Bu §344 533 Clg 29 (hereditary

FE2A AGE [gA AHEF 1o —

AYRkEy} HALgA o] A A oA FLI AT
b WA G4 AR ek A T Awe] BlE
23k Zloa A7ber) w3t

= 2 o

A
GAgel e AFE Fo AN T FFE e DY)
1 BHoR 32G alleled] HlE 32A
allele®] Hd WE7} =0 AP E F A3k AR S
stol=d] ©x7F & 4 vk skt
e = d3ko] glojA BWIBAQ Aol oRE
IgA AW F 9] d# Alo] Al ¥ (mesangium)ol = IgA<}
1A Aol A alternative pathway] 2H&<1 C37F 4
AFE Holu Fx2 Al ojMe FE IgGe
classical pathway2] A=<l C4, Clqe] &S Bolth=
Zol dejA U
o7& 3tk
Holl 4] HE A

o
IgA AHSS
=
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