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Two Cases of Microscopic Polyangiitis with Honeycomb Lung

Hye Sook Hahn, M.D., Jun Kyu Hwang, M.D., Hyuk Sang Jung, MD.,
Suk Ho Song, M.D., Kwon Wook Joo, M.D., Gye Young Park, M.D.,
Jong Ho Lee, M.D., Young Ha Oh, M.D.!, Hyoun Joo Lee, M.D.%.

Department of Internal Medicine, Pathology' and Radiology®, Gachon Medical School,
Gil Medical Center, Inchon, Korea

Microscopic polyangiitis is a systemic small-vessel vasculitis that is associated primarily with necrotizing
glomerulonephritis and pulmonary capillaritis. A recurrent and diffuse alveolar hemorrhage due to pulmonary
capillaritis is the main clinical manifestation of lung involvement. Recently, an interstitial lung disease that
mimics idiopathic pulmonary fibrosis was reported to be rarely associated with microscopic polyangiitis. Here
we report two patients with microscopic polyangiitis who showed a honeycomb lung at the time of the initial di-
agnosis with a brief review of relevant literature. (Tuberculosis and Respiratory Diseases 2002, 52 : 550-556)
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— Two cases of microscopic polyangiitis with honeycomb lung —
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Hu)A 3 ik 8 (microscopic polyangiitis)
2 T4 A4 AAM A9 (focal segmen-
tal necrotizing glomerulonephritis) # #HZ¥& &
vkehs 4289E AYPshe A 9oz HPd
A"A S99 (polyarteritis nodosa) 3 FEEHC
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2E AYske vvd #AEE3(diffuse alveolar
hemorrhage) 2 UJehe F5 X-4 42744 717743
3} (airspace consolidation)Z H<lc}, o]t HE
Ede duj7y oy g39e] o F AA oS¢
ZFag Az dEA Atk

E.2 4} # (honeycomb lung) A7 7124 o &
go] W] Adow Fr 54 # HA{35(idio-
pathic pulmonary fibrosis)@} A%#3 (asbesto-
sis), 545 (dermatosclerosis), FrHeElAA H|
(rheumatic lung), 7+#% (silicosis), EAH4 So}
% (eosinophilic granuloma) $¢] oA veh}
o] =EA dAn|34 chdyd @A Febge] i
Ao}, FollAe ole tiet Bart o it
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Fig. 1A. Chest PA shows a ground-glass opaci-
ty suggesting a pulmonary hemorrhage
in the right lower lung. Reticular opaci-
ties are also noted in both lower lungs
(patient 1).
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AlEE A9, S e B %R

olstE A dY P4 FFH AF= ¥EL 130/70
mmHg, #-& 36.6C, W= 693/, FT 20
3| /Bolr). b HAag ugon HuRe oft FF
waidn). F5 Al e gle] 48 wFH
o], U= o hFellA oPdgo] Eon HH
AR, ¥ 5] o] AL gl

AR HARSA bR "Wl HAA W@ 8,000/
mm® (eosinophil count 720), d42A 9.9 mg/dl,
By 294,000/mm*e]2li, ESR 138 mm/hr,
CRP 7.57 mg/dLe]%itt. 3 Aste ArRIA &
222 97 mg/dL, AFeteld 89 mg/dL, 2
9.1 mg/dL, ¢ 7.9 mg/dL, 3 7.2 mg/dL,
oprml 3.2 mg/dL, AST 20 IU/L, ALT 16 IU/L,
PT 12.5 sec (INR 0.95), aPTT 26.7 seco]ith. &
HAA 4 H)E 1.013, 299 14+, FHET 30-40
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Fig. 1B. A chest CT lung-window setting has a
honeycomb appearance suggesting a
pulmonary interstitial fibrosis in both
lower lobes (patient 1).
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Fig. 1C. Renal biopsy shows extensive necrosis
and disruption of the GBMs and Bow-
man'’s capsule with a “sunburst type”
of cellular crescent. The interlobular
arterioles show a moderate intimal
thickening with perivascular inflamma-
tory infiltrates (Masson's Trichrome
stain, X200) (patient 1).

/HPF, W87 1-3/HPFoli 24417 dheiu:
292 mg/day°lgict. HBs &1, HBs &, HCV
= 55 241912, cryoglobulin &4, 39
g 4oL, C3 76.3 mg/dL, C4 11 mg/dL,
IgG 2520 mg/dL, IgA 237 mg/dL, IgM 112 mg/
dL, p-rANCA <pgo|dct.

SIAMM ZAL Y LAY ZARA g B X-A
AL & dasdEEdoA 45 b solA Badd
He} 7+42l29 (ground glass opacity)o] T
o] HAdfsle] 47e Helon(Fig. la & 1b), 9
WA AAllA 9 fEF ohdd fAd 288
BHAx, BE xg&3 HAAM 45 47439 echo-
genecity 7} E7F=lo] 1sdct. #l7]F ZHAMA FVC
3.18 L(AA «1&x)9] 50%), FEV, 2 L(Z4Z
9] 72%), FEV,/FVC% 63%°]21i, DLCOE
A4 ol Fx]2] 62% 1Tt

HaeE 42 12719 AP 254 A7 1
Aot il 2 v Ao RCHFig. 1e). 1 &
6712] ARl A3 del 2 R eks el Ml
=TE AFEY] dar THel= vk F3AIEe
FAfo] AU WY FFH0 A AHARIM HY
ZERYFHo| G BXe] L Holx] grom =Rt
An|AAA A AY B o] A A== gk
=3
AE 2 aidntdd 2d F FE Ho] A
Z1BANA A AL D FE Al FHE ArRA §918 e
2 {¥ESd 2748 133 AFRE HGAE Al
o} 94 24A5E FRFHe AlFREen, dd
1545 39 7¥e] methylprednisolone ZZH{WE
A3, 35 prednisolone 60 mg¥ cyclo-
phosphamide 50 mg& Z7-5F3lHA AL 3
A= o), A7)15e A g} 71940l gl
Aoz Azrsla Fr1H NFAE AL FHYs)
A}, prednisoloneS ZrEdstAA 3 TEsid =
HY 10¢ F 71837 ddo] 2o oAl st
A9l F P9 A A8E AlFSIeY dY 3
AARE ZFZTo] ASIAHEA] F5 XMl <
Z Ao A ) & 237 A 2FRE &2
g Ho 71843 E A3 F 7AZES AlEe
o Bxks dWoE 33E Holx @¥d F, CMV
pneumonitis 2 AT ganciclovirE 5o8}7] Al
zZstg ot 2 ogg Ao Helsle] 2 2 33 @
Fo| FAUCH

=552 =



— Two cases of microscopic polyangiitis with honeycomb lung —

s 2

EX} 21 2 OA}, oA}, 494

F A8 E=

Y A= Y 10945 E ¥8E, 285, 45
5 5357 oA, 7E 9 &F Al IFEo] WSt
fou} EoE Agsgle] AWt F4ol Fat AaAA
A S9bd o) W Ele] Ed st
DAY [ BolAlg glE-

7158 | BolAlE glg

AR 5 A A oS

o8ty A el B4 88 AFE= ¥t 110/70
mmHg. #-& 36.87C, Wul4- 843 /%, & 20
3] /Fo|c}. Tk HAL Belon] Auko g
ok F5 A A glo] AL FAHeI,
%% o 3PRellA Hd-gol BT, B} vl
o] 4aZAL figl ot 4= 3Rl §a FFol 2t
AR ZAREA R g9 Al A 9ET 11,090
/mm® (eosinophil count 100), ¥44 85 g/dL,
&1 466,000/mm*)%lx, ESR 130 mm/hr,
CRP 9.86 mg/dLe]itt. &3 Asist 7AlolA g
434 522 mg/dL, ZolEld 11.3 mg/dL, Ze

Fig. 2A. Chest CT lung-window setting shows a
multifocal patchy consolidation and a
ground attenuation suggesting a pulmo-
nary hemorrhage in the right lower
lobe. A honeycomb appearance is also
noted (patient 2).

Fig. 2B. A honeycomb appearance is more prom-
inent in the basal portion of the right
lower (patient 2).

Fig. 2C. Glomeruli displaying necrotizing glome-
rulonephritis with circumferential fibro-
cellular crescents. There is diffuse tubu-
lar atrophy and prominent interstitial
inflammation (PAS stain, X100) (pa-
tient 2).

9 mg/dL, ¢! 8.5 mg/dL, ¥ 7 mg/dL, <4
7l 3.2 mg/dL, AST 17 IU/L, ALT 9 IU/L, PT
13 sec (INR 0.95), aPTT 27.5 secelit}. 74}
ol f8]F 1.015 Q@9 1+, HFF many/
HPF, W&3 5-7/HPFol2a, HBs Y &4,
HBs 8l ofdolglen, HCV &= 84, cryo-
globulin &4, &&4akd 24, C3 75.7 mg/dl, C4
18.6 mg/dL, [gG 2050 mg/dL, IgA 352 mg/dL,
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IgM 163 mg/dL, p-ANCA 1 : 128002 <o)l
o 7184 HE AAedlA HEEY 208 BET
YART FA H IHAIE A Ee T XA
AAL B At EEY AAIA 9 A sdelA
HAEEE AABRs A 43 2 e ego] BRyor
(Fig. 2a), B4 # Ade] dX3]}H(Fig. 2b).
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H];?:g} k\ﬂﬁ} AAE Y F&d)= }‘\:}6‘]- 23 7}
E B AuirE ArblAl 9] fERel A4 A
‘31‘?5} 28 A& HYon, A% dRA A5y
AF A& BYx, 57 233 ZAARIA 42 A3
9] echogenecity®] Z7}e} Agke] Bl waEg]
o} #J71% AARIA FVC 2.87 L(A4 ol&x]¢] 67
%), FEV, 2.18 L(#% <539 73%), FEV./
FVCY% 76% 123, DLCOE AA 9 &x]9) 82%
o]t
HEEE oA 1 F 571 AFA] BSoA AlE A}
o i EA vk FAlo] RYTH(Fig. 2¢). Mg
F FHEde niRkg dEAMEe HAfol BAFAHUY
U FFEnE AAIA WY FEEYolt 1A
2L HolA] ggkom, Mz} @ul Az W
o B3l S skl
A2 ¥ AN el o R E9FEHE A
e, 4 8UARE Ee nol A3 7w
AHAE A F HE A H e AalolM ¥ 2o
VA ANxRH g AYE Fo3Y 7
methylprednisolone %2 QH& A3SHT pred-
nisolone (80 mg/day)3 cyclophosphamide (50
mg/day) & ATFASIHAM HEE 4270 45U
oy A7Ee] AL At XNEE AR A
2 % A3 p-ANCA titiere 1: 8002 743t
dov A #AE= cyclophosphamide & 775
SPAX A&HQ) HHEMD A 9 F3 B F
Sll=3
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(microscopic polyangiitis)
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3 p-ANCA 9] A3 Aggn Fdo] 2lom A
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Henoch-scholein #}#& Bo| o] 3 ANCA ¢} &
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o9, HEE2E Fol AL 2oy o Fast
A gt & FHdAMe 5 84 2T 4AYY 218
B} ZFot g Z1HE SR ftovt B
24 A7 By ez H4537F AgE 9l
£ HE Hwdo] g0z A3 Ao opdg AL
vl 53] $419] % -9} o] 1] #AlM= A
24 "o YdFAde] ¢As) wEy g FE
Romzt Bt ¥ MaskEes Addt e d
24 g9 7PsAd g ullAlslod ok F AHolth
He) R ohd] g AL F THE By
Ha om! HoddAAE Fdd £ 18709 <l
80% 71 At 3pA|RE 27| SRt et Et
AJ = & gt gelA Qve @iy o
4 EAYS 2HZo|=e) HAHAAAS] HIage
2 x535PY, 1% cyclophosphamide?] FAN} 73+
8%¥e W43 methylprednisoloneg] FALRH
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