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Wegener#d #013%-& Asl7iE, A% 9 AN
o ANl ALY FobFA "yPe] veivies FAfe
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Wegenerd #o}2Z& A BT A&7
6719 AxZ X9EAY FAPelA2u, cyclopho-
sphamide ¥ 2El2olxe Wayeor HAY o
Fo] AL FHAYA, 75%A gxBHIE 2 A
22 nug v ik ARH W #AHF Fol F8A}
Qleolu], B3] A¥o| HF A4 AV Hay
% BT NP B, Wegenerd $o}E3
& AAHY ANE Y 5 gled, #He HAYe
80% ol4elA velyn], AYL 30% AEoNA 24
PP AAAL) HEe BN} 20%0H 50% 2
BRHT 3, FE D2AAY € HAUAHY FeE
UeldA e, 284 AAA delA folEH dFE
vehd 4 ok 1993del Miller 52 #7299
A HFFe]l A7AL Bl Wegener¥ £o}EF
A 191E 2ag vh glon, o]F Mo Y4T Ko}
A gdez 49% v rh

A F& e folFA ¥F ¥ qHYY 9%
HEde 428 B4n, X A|FIIEAH Y

A 411996 49 6Y
¥ 7119969 849 274

9 g KolFA dFo UM AR Rem F
AHE 84 FHE 55 Wegenerd 0132 1
A& AYP3glo] Bl wlelc)
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# X elOO0, <3z 464,

F 49

B g2 493 BY U9 2@ 3 v
o, 394 ghy Folde R A ARge ul
glen, 1ddd] AYe B¢ YHde] BE An
Wn 54 ¥ g AR F Y 3YARE oA
Ao}l e} gt

olatE AH : A ¥YE 100/60mmHg,
e 063/8, TR 203/8, ML 366THL F
A4 W4 g, 4L Yurined, wrgne
gaict, FHAXY G Feloly FA FELO)
HRAEUR, HAEL FIHoIR e HAEE UMk
ERE Ay, L v 58 FAHR @sker,
=23 e rES l9la, SR FarEe g

Ry

ZAK A8 JUFA AT DRIYYHALY o
T 8,000/mm® (th7- 77.3%, YA+ 13.8%, &9
T 4.2%, ENT 06%), B4 7.8g/dl, HvtEA™
23.5%, B4¥ 244,000/mm®, @7 A4 % 65mm/hr
Hew, Fw¥ s273A4 PH 749, PO. 99
mmHg, PCO: 27mmHg, HCO; 21mM/L¥x, &
HANAPAE gL en, YA AREHAG
BUN 23.6mg/dl, Z#eleld 3.3mg/dl, #9% 638
g/dl, &% 35g/dl, AST 9IU/L, ALT 44IU/L9
3, A A 3FFAEAsE 1:20004 R4,
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Fig. 1. Posteroanterior chest radiograph on admi-
ssion shows bilateral multiple consolidations.

Fig. 2. Chest CT scan shows bilateral multiple
nodular and patch consolidations, partial
atelectasis of the left lower lobe with
ground haziness, and left pleural effusion.

3 dsDNA &#¥E &4, C;3 97.3mg/dl, Ci 27.1mg/
dl, 83«99 E A (circulating immune com-
plex) 110ug/ml, IgG 1,290mg/dl, IgA 357mg/dl,
IgM 136mg/digen], #GBM(glomerular base-
ment membrane) Mt 24, P(perinuclear)-
ANCA %4, C(cytoplasmic)-ANCA &4 °lch
2WAAM @Y 3+, HEF= ZEgAekd 10-2070
Heh 2442 A¥AAME o 2.898mg, ZdelEd
907mg, ZEolEld 4§ 23.4ml/mindh

WAKY A2 : 9 gre] FFAMAAEY 4
oke] vy A3tel AHE HHOn(Fig. 1), %%

Fig. 3. Chest radiography on the 30th hospital day
shows increased consolidations and diffuse
pulmonary hemorrhage.

Fig. 4. Chest radiograph after medical therapy for 2
weeks shows cleared bilateral haziness.

ERHAME & A% A7l AdeIUR, A9A 9
dazt F7hd 2218 2w, J¥ 174A A3
5 AdgaEE9Y Gl oy W H3 #
d agel Fy Friv 2 HE5 FHdEe] 248
BArHFig. 2).

X2 N FY: ¥y A, AEA ® ¥AA A
58 A&y AYe] ALH, F5 AP}
4 wdo] oizislol(Fig. 3), Y€ 36YA F4As
HAHE AABEAct o)F AU¥He] AL AHYH
A 094 HA5EHE AT, Y 5B5YARH
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7T cyclophosphamide 100mg/¥ % AF dexa- =& AHEHE Bl olF FF 4 FE H
methasone 12mg/¥¢] HWELYANEE A&ttt AMEgel & IAhsAn, HA4 23 % A&
o]F MY B FH WML AY HWe HAHA & Hopule) 7o) veh, ‘%3-?_ 90dA ¥ 27| FHS
AR WHFig. 4), ARALE TAS R Yo} PYAE 4& NS 2, ¢35 FEY 4dd HdE 30y
Mg A%3AD, U9 709A HE ddo] FAY & FA¢ HWHAE $AIAL(Fig. 5), °lF cyclo-

At

Fig. 5. T1 weighted MRI scan of the brain reveals Fig. 6. Brain CT scan obtained 3 weeks later re-

a huge hemorrhagic mass on the occipital \ N _
lobe and hemorrhage in the nght lateral ngﬁ il‘lgsl);]y decreased size of the hemorr

ventricle.

Fig. 7. Microscopic of features of the lung biopsy specimen: (A) a granulomatous necrosis is seen with
microabscesses, a few giant cells, fibroblasts and inflammatory background. (B) Vasculitis of a small
arteriole is seen with infiltration of lymphocytes and monocytes (Hematoxylin and eosin stain, X 125).
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phosphamide ¥ 4HZ o= HETIHE ALdHEA
HsAsAa 4 GAUAARE AYgsie, 4L &
HEE d4E BAD, 49 10594 ¥ A4bsa3d
4 NPT FA, Hude AV #ad A8 B
AchFig. 6). YY 1083UYARE HPo] v}r] ot3ls]
A, Y 117YH dHad 2 B84 ZEFRAY &
Ag 2, 7|=4E 2 JAZES Agsdey, o
2lo] HHEA R AL L HA42Fe] &5
Arratgich

HAYH 22 : A4 Sobd 9 AFHd b7
g g7 A& FUe d@de L4E B
(Fig. 7).
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Wegenerd £ol%5& =EF 2o Wk ¥
719 A SolFa AMTHAYE B9 3FAE
BERog k= A4y dudel dFeln, 30-40diol
Fhatam, AN oA BT} ot ) Be Hew ¢
Ax Qo ?. 193134 Klinger®?7F 22704 A
o & Busgovt FAlds A odgudge of
F2 AZe9T, 193639 Wegener'7t S¢® 2
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19829l ANCAZF A SA3, o] F o]} Wegener
A FotFFae] WAL FHAA AF A7t A
£53 9lem® ! 1992Wdl Hoffman £%¢] 158¢)
o] Y42 A-E st HHFH v ok FuldlAe
oW ¥ # el A At FaEnsr R
219 ANCA7ZF A28 dE 19924eE o) $'¥e 1
o), 1993de] 3 5] 3¢18 Ztz BT@ w} Uk

Wegener# $olE52 #HelEd oMy Wont
2o Bz Ao AztEo] ot 1 7lHe] B
AstA dejAA grizk, 1982d0] Davies $'%0] 7}
A dodgador ANCAS Ngeg sty F8
& Wr]E wlEsidch olF £ HA C-ANCA
7} 854 Wegener® {o1&FF @8] 90% ol
A ZHEgo ALHoE HuHUD o A1EAe
EH¥ggoe] 37 13 el serine proteinase
Jdol dEHAF ¥, 19880l Falk §Ve d WY
FgAYPez W39 FAo] = ANCAE Lo
°]& P-ANCAZ Yd93arcd, o ZFFT Uy

myeloperoxidase 52 #Hho] g sAzA, F=3
s F4284  ArAA9(idiopathic  rapidly
progressive glomerulonephritis)o]\} ZdA b
FHGolM eln, Wegener® folEFo] gloly
¥ C-ANCAHTHz BEo]H 23 oF 5904 22is
e, ¥ doME P-ANCAZF &9 ¢ gtk
ANCAZ} Wegener® Sol&% o} wele] glof 8
3 98¢ e HoE A7 len, EFTE &
datele B3 ¥YE dodlm, o2 Usle serine
proteinase %2 HA 9 AAFE7|E Buisio, ¥
AR &3¢ dodle Aeg vud v gle
u, obd e A9 Ayl 2331 Yo P Wegener
# FolEZ PAtdA ANCAZE 8492 497 43,
ANCAS® 97p7t A8 4% v#aR gom,
#a7t & Aol ANCAZF 2yrla §A9& o
7t A4 ke A el 2HF 9E el glo) o
Aol leiMe] AR ofx FHA3 FHHZ Y1
AL A7s e 7ET # Holnp?,
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od E¥: F o 54U &deEM, 29 F
Exe F9 9 Ao {olEy d@Pgo| veh=
Aoz, sAdAd F2 Jehls Wyoln oA A
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AE T HAAFYol vdepd # U3, Fr|EEE
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8 v A FR ARG AT BEY
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a9 =EA P AR, 94 AviRxg, sy
4 A71BAY, F4E Sol vekd = dop® g
S AWste A%T 70-80%2 2ATHoBE F
284 F94 AFHa49(focal segmental glome-
rulonephritis)& d271® WH¥U(crescent) & FF F
wgvh dogadgelvt MAEnd Ao r: o
A Bold 278 molx #Ett” AlTiade
&7ld Agsta o vrtgAe) ARrHg xHsh
o 8% Algle] Fok. 11 9] wel: AwY, EE
o Fol & 4 i, Aol Fold, ¢A ol e
¢ oglom, mRubdo] vehd £ oY A7

He ok 20-50%14 WEhI™, Drachman®”
[+]

T 5o AHEANM SobHAl Wweo] Ha w5TE o

e Ao, Mg 23 Hejelw, EAE UAA Wl
Al ggol wAstd £ 2 w24 Fdely
HFE Yodie Aon, AAe FRA%A e
Al T fobge] AR HS-E, o2 U 9
FHF wwe] Ebd & ded, ol MY =R ¥
oo}, AAAEYe) 3% =g A FHcin g}
olglg o FH% WHEE FY Wegenerq Fo}
FZo) g 2Fe RaZE, Oimomi 'V ¥ A
Abstt a2 Hol FEoke] HHE B oM 5
=& Agstd, SolF ¥4 2 AT, HFAXE, A
HAE T F&e yelzzaygoes UFE v ¢
I, Miller £7¢ #A44 2ahe H<Q Wegenerd &
o}EZF FatdllM 2/l ALE Agste] ¥e Fa
¥ wyg TS, HExAgHer U
AR HAAAA XNB F EASA THE v 2
o], o|& A Kol HFol o oz MYy
b Qlth & deM ¥ Z7]F el Miller
ol Bag dgt FAEA &4 2935 7Hring
enhancement)°] & 2¥E& Fud F19 L4&
Bl vk gy, o]& 3ty #HH Huln] A4 23}
an AlEeM Fo AAFAE 1 b ded, &
BlZo)=9} cyclophosphamided] ##EgWox BF
5t olejgh Fato] AMH o ofzlE AL WYKL
Aol AREEH FHE51d ol ojs W& Yol zgE o]
el @408 48 4 Ao, oF WAAH
A HEs WS Eiet HEH NEE AL, AA
A Fadol ZAEE S B, #xpAHCT B

Balo] FHHALE Ar1FYdPe s 82 Ealzm, #
A F B2 R ste] A vaE o9, W
9 A7t FAFE 2248 1 b ot oFE A}
Aol AW, ¥ HHL WeHoz FAFAE
% stgdo, HFGNE So1F3A4 I3 g% F
A @e] Hugo] 2% Fdo] Hutslo] et
AY 7HgAel & Ao Alggrl

Wegener# 01559 g2 HYHY PAary
273 zFdAM Frg JolFA HuHE FUFe
24 Jbedd, Adzdegr Ayt g Heshm,
28] ANCAY A4zo] Ao Eg& #op

Wegener# £olE5& xgsx g A$ 3F&
g AAE st HFFHEE 5 FEH, 90%
ol4dol 2vdulel ApgatA gk 2# Re]29l cyclopho-
sphamided] B LHE MNEEo], A 714 $& A
BYeR AT Ed), o] NBYLD 90% A
AY 54-& Hola 75% A ARAE st
Aol Eabx, ofAlel Ratge] og o]@ge] Fo
o, AFHel AP H ol MEE B g
Aoz oteda Al cyclophosphamided] 23 &
g4 WEd, wEYg, Eed4, By 59 RALE
Zo171 88t ¥R AF cyclophosphamide &
HaW 2 azathioprine, cyclosporin A, metho-
trexate, trimethoprim-sulfamethoxazole %] 2]
=9 v dev opale d3rt EERsln, FF9
Wegener#l FolFF fAolME 1 AR7} cyclo
phosphamide®] X)4:3¢] A7 8] vja=] & st
Aoz ¢8A vl 2HZo|=% AT prednisolone
o] @eo] ALgEU, & delX= AT prednisolone
& F 24, FE7 4%l AT dexamethasone&
ARER QoY

2 dE Fold, Wi& 9 &Y, A2d 59 &
& B3, 53] el ¥EG KolF] HAd o
A BT AR FAHE 294 F99 4488 X
¢l vb glid, 2dl2ol= 9 cyclophosphamide
Fatoz HEWHe UdrHeor FTHHUD, ¥
= o7k 348 B vk e}, ARHe EEA
FR, HEYe) ofstg FA4 TEFFHol Wdaly
Arebgh v} gl
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AAEL HEY AT AY, Fo1F R AFHY
278¢ B3, €3I P-ANCA 440 464
oz} Bl HMPHE A WS Wegener#l JolbF
& Ausiyon, AFTHA Fodo] Yeh} A YT
M ZA71F3F gy e84 FE Y 1948 BY
37lel EHaAH A Rusts ook

= Abstract =

A Case of Wegener'’'s Granulomatosis
with Pulmonary Hemorrhage and
a Hemorrhagic Mass in the Brain

Kwang Joo Park, M.D., Chul Min Ahn, M.D.
Hong Lyeol Lee, M.D.,, Young Won Yoon, M.D.
Seung Yong Lee, M.D.,, Hyung Jung Kim, M.D.

Joon Chang, M.D,, Sung Kyu Kim, M.D.
Won Young Lee, M.D. and Sang Ho Cho, M.D."

Department of Internal Medicine, Pathology’,
College of Medicine, Yonsei University,
Seoul, Korea

Wegener's granulomatosis is a necrotizing, granu-
lomatous vasculitis that involves multiple organs
including the upper and lower respiratory tract and
the kidney. The anitineutrophilic cytoplasmic anti-
body is a serologic marker with high sensitivity and
specificity, which is useful in diagnosis of the
disease and is considered to have a significant role
in its pathogenesis.

Wegener's granulomatosis had been a fatal
disease until combination therapy with cyclopho-
sphamide and corticosteroids was introduced, which
have improved the clinical course and the survival
significantly. Wide spectrum of neurologic involve-
ments such as peripheral and cranial neuritis,
myelopathy, and cerebritis in Wegener's granulo-
matosis has been reported, but manifestation of
mass-like formation in the. brain has rarely been
reported.

We experienced a case of Wegener's granulo-
matosis with pulmonary hemorrhage, renal failure,
and a hemorrhagic mass in the brain. Its diagnosis
was based on clinical findings, positive result of
ANCA test, and the thoracoscopic lung biopsy. The
hemorrhagic mass of the brain was found by

magnetic resonance imaging and it is considered to
be the result of granulomatous inflammation and
vasculitis. With the combination therapy the cerebral
lesion was slightly improved but the patient expired
due to irreversible renal failure and progressive
pulmonary hemorrhage.

Key Words : Wegener's granulomatosis, Pulmonary
hemorrhage, Hemorrhagic mass in the
brain
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