o s & of ] & & 3 X
Vol. 17, No. 3, September, 2010 Oz 8 0
DOI:10.4078/jkra.2010.17.3.311

Frubel =3 d ool Rk ANCA o
od A AFA A 24

SANL R Azhehet Agolbg . Fube st

FEA. A2 . FHE7| - OIRH - 0N - 0|E2 - £ HI

o=

= Abstract =

Two Cases of ANCA-associated Pauci-immune Glomerulonephritis
with Rheumatoid Arthritis

Bon San Koo, Yong-Gil Kim, Jong Gi Choi, Yong Chul Ahn,
Seung Geun Lee, Chang-Keun Lee, Bin Yoo

Division of Rheumatology, Department of Internal Medicine,
University of Ulsan College of Medicine, Asan Medical Center, Seoul, Korea

Renal involvement is one of the extra-articular manifestations found in patients with rheumatoid
arthritis (RA). Membranous glomerulonephopathy, membranoproliferative glomeruonophritis, secon-
dary amyloidosis, and focal segmental glomerulosclerosis are reported as pathologic diagnoses
of renal involvement. However, reports of renal involvement in patients with RA and antineutrophil
cytoplasmic autoantibody (ANCA)-associated pauci-immune glomerulonephritis are rare. Recently,
we experienced two patients with RA who developed azotemia and were finally diagnosed with
ANCA-associated pauci-immune glomerulonephritis. Because of the rarity of these cases, we
report two cases in patients with RA with a literature review.
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nephritis), ©|X}4) o}wl & o] = (secondary amyloidosis),
H AR ZFAA AFAIA S (mesangial  proliferative
glomerulonephritis), =4 &4 A+x17 5 (focal seg-
mental glomerulosclerosis), & 33 (vasculitis), Z1-5-Al] |
o3t AFFT Fol AUtk (2). EZF HAAAY FulEel~
diede 3 = A 25F ATFAAA @e-
crotizing cresentic glomerulonephritis)o] FHM=|aL o] &
perinuclear anti-neutrophil cytoplamic antibody (P-ANCA)
S FAEo| 4 BaEe] glrk 3). AAE
Frutel =3 gAtellA Als 3k ANCA
el ESE-wAA] AA A% (ANCA-associated  pau-
ci-immune glomerulonephritis)®] F#|E 7dd3slo] +
& g3 3 Bashe vlo|r).
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F oA g RE

S WY 25 ARE DAY of o] BE 1
ubEA s, AAd ek A&7 e 2 Wkl

BN ad A =TStz AFRAAES A
BF A4 HAAGew FTFI|HT A A3 B
Foloek 21 A k2 A VA BFI BE
oz Wgston A AL HAAA E7L
2t gl EEPA o4& Kol ¢hgki ESR

57 mm/hr, CRP 0.64 mg/dLe]|glt}. & CCP 3&HA
236 UmL (&3X] 0~7.0 wmL) 3 Fule]xelzt
86.1 TU/mLo.& Z7}5]o] Fubesbdol S Ak w
Skek Y AR7A
mg¥} sulfasalazine 2,000 mg, meloxicam 7.5 mg F<F
Zo|l e creatinine 1.2 mg/dLe]| it}

0I8ts] AZ: WY 24 P 110/60 mmHg, |
& 364°C, Wk Bt 763, IHTE £ 2033

< hydroxychloroquine 200

¥ ok o] AN TFe] EHT AL A
' FE, BES Plw 3

H
gro K-Fo] A2 gt
N Aol A WE T 11,900/mm’,
H W24 10.5 g/dL, P& 343,000/mm’, ESR 115 mm/
hr, CRP 5.86 mg/dLe]|ich. A3}sh Aol A blood

==
o

Al33% 2010 —

urea nitrogen (BUN) 27 mg/dL, creatinine 1.7 mg/dL,
sodium 138 mmol/L, potassium 5.1 mmol/Le] gt} ™
8" Aol A gl A|(antinuclear antibody) o4,
ANCA<E chemical luminescence immunoassay (CLIA)
W o7 ZA3le] MPO-ANCA 166 U/ mLoZ oF
AGFax 0~7 U/mL)°]aL PR3-ANCAE 541019l
t}. AW 7 A} A albumin 2+, occult blood 4+, white
blood cell 2+, dysmorphic RBC 58%, albumin/crea-
tinine ratio 1,081.3 mg/go] 3t}

FH e AR ARGA G sllof shedell
O]

QAR 253} oA A

el A7 vl 44 BRI s AT
Eulo] ERugich ATAS 2% A
W e At EAA I Al(segmental
necrosis) £715, 3k M AFAANA 25 HeE
HolFich 749 dFAE/ FEFer Helx gl
Ze gelge FATE o]FolA Uit
@R D W1 FFAuF AA A wAAA] Fell Bl
WA R C3, IgM, Clgell oFstAl A Whes 23
o™ IgG, C4, fibrinogene Aol AR
AR A wl A E 7129 F7h, F&aF Rl wAA %
o] AEZ7E FE719 v 245 2k 47
el s ige g S5 E-HdA AFAIAS (pauci-
immune glomerulonephritis) S F1&tslA] = 9l o)

Az L Ak 3= 2832 methylprednisolone
(60 mg/day) B! cyclophosphamide 500 mg/m2 =7 9
HE A3 = E]lhelgicl 17019 3 albumin/creatinine
ratio= 3,276.8 mg/gE 7} &7 Ho}t F 639
o2 cyclophosphamide %7 QW& A3} 3L pre-
dnisolone> A2k Fo] FZA W E<F 10 mge &2 A
25| Z9 Aol 4] ESR 41 mm/hr, CRP 0.1 mg/dL,
creatinine 1.4 mg/dL, 4=H albumin/creatinine ratio 1,296.4
mg/gl B ATt ololA F2] QO azathio-
prine X]& 67043} prednisolone 7.5 mg FoJ3}o] ESR
21 mm/hr, CRP 0.1 mg/dL, creatinine 1.2 mg/dL, &

B albumin/creatinine ratio 651.3 mg/goE A}
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Fig. 1. The glomerulus reveals a crescent formation (white
arrow). The mesangium is expanded due to an
increase of matrix with segmental hypercellularity
and focal neutrophilic infiltration. (silver stain,
x400).
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creatinine =7}2 2718 AAE 9slo] Jddstgdel
MAHY: 260 A 7|HA dAFo 2 oA o
9 A% FgAAEE AWk ML A FF
£& o BFog WYhste] N7 AllA] creatinine
1.9 mg/dL, ESR 102 mm/hr, CRP 2.14 mg/dL, §F=}€]
2~ 91z} 71.8 IU/mL, anti-CCP Ab 1.6 U/mLo]Q3
WA AR kF £ AAAY REF 21
Rz 47 &g 34 g9 5 347t
A FulelafAd e g Agkeldy Wl ArA #
AEL A el prednisolone 10 mg, sulfasala-
zine 1,000 mgl 2 X| & Fo|git}.
OISty A2 WY 24 "sh2 130/80 mmHg, |

Fig. 2. The glomerulus is globally sclerotic (white arrow).
Diffuse interstitial inflammatory cell infiltration
(mostly lymphoplasma cells and occasional neutro-
phils) is seen, with severe interstitial fibrosis and
tubular atrophy (black arrow) (silver stain, x400).

HAA A7 wxEH A4 wWHEF 15000/
mm’, M4 90 g/dL, 43 506,000/mm’, ESR 77
mm/hr, CRP 7.69 mg/dLo]$itt. A3}e 7 Abell 4] BUN
57 mg/dL, creatinine 3.7 mg/dL, sodium 135 mmol/L,
potassium 4.7 mmol/Le|gitt. W AAoA g
gk 24, ANCATE immunofluorescence assay©ll
2]s}o] P type, enzyme immunoassay s ©]-8-3Fo MPO-
ANCA~} sample/control ratio 5.62-2 %F4], PR3-ANCA
SAoldr). AWM Aol A albumin 2+, occult blood
4+, White blood cell 2+, albumin/creatinine ratio 575.8
mg/g, 24X 7F & ©hu 753.8 mg/daye] it}
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A FAu AAZE 2708 ATA
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28 Aduek AR mA Al A% (severe
chronic tubulointerstitial changes)s Xo|W Fw &
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(fibrocellular cre-

SEals!
scents), MAFA] g0l AR E 2 (electron dense
deposit), 42 FE719] &4l FEHAG. wt

b wERweld ATAAG 0 Akl
X2 3 Ak o]m] Aol ubg=Ql WsHE Ko
g4 X & A3Ye}A] 9LT prednisolone 15 mg/
day Fo1 ¥ E3sict AR 9 2709 * albu-
minuria 3! azotemia 23} o] cyclophosphamide %74
oo 500 mgm’ S WY 1314 6L} FFel
o] creatinineS 1.5 mg/dLeE 3] EE i} o]F 37)
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™ methylprednisolone 8~12 mgo2 FA3}y ). E
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UE 1107 9 FutelagAdd 3kape] A =F7AA
A} vl A g ATAAe] 0Hew Jh wWokw
o 8] opERo|=FT A AFA A T BE
g Ak olF 2o FAteA Fubel~ d
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oflA] P-ANCA7} #1€& R uslgict. Mustila T2
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