gl 2 5hE) 4R - Al444 A 2 31993

35T Al 24 A (ANCA) A=

At

Wegener S-0}55 34

A oita o shef o W 2hatmal
%= - 0|5y - ubdul - A

Hejgad

4 @ Feo

M =

Wegener $-018-5-2 4 - 3171 5.9 ALY §oHF, b
TAAY, AAlY 2hE A AW s Yv|Ade] &
3 oAz E 7o 2 4 1931 KlingerV7} &8 874
A wlA Folg, FUYG o ARFAHHe] 9l A
st Fulgdd AAd 4 v 55 7 #AE B
2egdch 1936 Wegener?= AA A FHF9 <
(periarteritis nodosa) 7} #9 3] ¥ sl v), v
259 siol A4 FolEol 3 RolT FolEA A
B¢ 598 B 308 wugo A o AR A2
Salile s a‘ﬂ°i B A g e

1970450 7] 2 &38kA] ¢ olE ¥z HFAE
717ke] 50 Lol oksle A A Ao cy-
clophosphamide~} o] A g9 A 5o} A5 T3 &
Ago] dajzdA £ AFL cyclophosphamide Fo
2 47A 2L A7k Bt e AR Yy
3 e,

#H ZF Aol £3 AE=Ew FEFT A2A
8} &) (antineutrophil cytoplasmic antibody, ANCA)
+ 53] Wegener $o15F #Atoll A &oldtA 4 v
Bhie ARF 2 437 Badel FHAD Yol
Wegener Sol53¢] 2tka x| 5o e 99 A E
2A Az B gtslo] ALREE FAol U, A=}
2 H AFEH AR AFAAlY, ANCA H4E
29l Wegener £°15% 3¢5 Y357 £ %

0o \1

¥ % 119924 11A 58

8 =

3 7 Bashe upol o,

8 L
g a1l

g AHQO, 7k 224,

F 4 RUd g,

HE Y 434 HAA FFol Hats]o] oE &
43t Aylew gl 234 713, A, F%, AAl4
gzto g Al By folA 35 A Aoz Ay
kot SAYAE 3L B L} F o2 NEE F
aksich I 4N RE J1A R FAAE, A4l
ofzh, dlRlol wby A4 +2 o w27 sl 1
FAF g, 238, 4F 478 35 FUAH Yuit
A dY 25 EHe 4, 23, UF%, 7
A, F4A, AY, F5o wAsden g4l 294
Fele Ad, 5, durt oS AdA Jdsidch

ol%ty &7 U4 ¥k 100/60 mmHg, =3}
4 8238, TH5 228, A& 3TCA 94 P83}
R rHdFFE ek AL s vy -‘Hhﬂ
ool A=A, HA4 Holq 2 F2 Fjx] @
sterl Ao Agx T dtch &3 &4 7
v AL £2)51A] ohgty F4E gldrh 4E 5THE
7+ F9lel A HEo] Ao FFFR|ol chirAde]
FubA wbA 2 ohe) s YA A o) HAksE i)

HAM 2 U] AT HREAHAA A
2 9.0 g/dl, hematocrit 26.9%, ¥ 7% 9,630/mm?,
¥ &34 249,000/mmeol Q2 T4 5= 32 mm/
hrodeh, =AM w5l 1,015 pH 8.5, wh¥i(4),
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b () A A A epsloll A A H T o, wd
T 240, =AY AET dF= BAEA U
43 A#A2 Ca9.5mg/d], PO, 4.7mg/dl], Na 139
mEq/L, K 3.8 mEq/L, C1 100 mEq/L, BUN 18 mg/dl,
A creatinine 1.5mg/dl, glucose 92 mg/dl, choles-
terol 167 mg/dl, &4 Fxh4d 7.1g/dl (albumin 3.0
g/dl), & bilirubin 1.0 mg/dl, alkaline phosphatase
55U/L, SGOT 14 U/L, SGPT 15U/L ¢ich. & 7
pg/dl, FAALFE 216 pg/dl Aok 19 Fxshy)
AekZ 1.2g, creatinine 382 ¥4 22.6 ml Ao},

Hy3td HAll A& ASO titer 50 unit, CRP 8.0
mg/dl, Rheumatoid factor (+), VDRL (=), ANA (-),
HBsAg (+), HBeAg (+), Anti-HBs (—), Anti-HBe
(—), eryoglobulin (—) g2 v C3 105mg/dl, C4 36.7
mg/dl 9=t C-ANCA A& kAol gicl,

Gkl AAIG At 2zslel A AdF-2 FHE A
kst Ak wlokA Al 4 Candida albicans, alpha
hemolytic streptococciz} th4 wif ok=] $ic},

BE X-H &3 0 JUEA] S5 Aotol] Fido) FA

Fig. 1A. Chest film showing a poorly defined area of
consolidation and thick-walled cavities (arrow)
in right upper lung-field.

%ol QT FEH Blokell AAZL FAA ¥ H
W-go] WA=g o (Fig. 1A & 1B) 138 Ao+ 2
HAool] thikadel zhe ggo] AHA s Al
wbg A A go] &bsle] Ao (Fig. 2).

AMYH L ATAE FAFHA AZFA ] e o
2R A R4 dAe] Uslen 2 FHele 4
¥ 4] crescent & A& ¥ojF9lc}(Fig. 3).

oAz 0 AFAAR] dato] gl &l fibrin A&7
A otd WdTo Al A& 2od £9 AYH
leukocytoclastic angitis¢] 4 7% .03 3 ¢) o} (Fig.
4),

%8 ¥ A YA Y- v|do] AGEend A
d, 713, 44, B3 X-A4 244 A& 5
H Aokl FFo| Qo] Artel AMF = UAAE of 2]
APl ot Adqto] TR @dth U 5AFH
B 283 o], 1084 YEl = 3 &, AHadLdF
o] hAF on] olwj g F4 X-AlA4 chitAY 5
I dy, A2 Fisle] A TRATF Hde) 7}
TAE AT 4 glo] ¥ 11Y¢ A $-¥ vancomycin 1
o 2gS Frhskdch o4 1294 F3 X-A4 AAA
HAfol Asz Sabsln HA4F, SEFE, wiHe]
Y& Al 2elRe|s 2AAYS A ol
F8 B4 X-AAd AEA HAES 350l FHe2 F
oJEgdA IFL AY, ¥uFe FAE ZA=HA
ok 9 264A A AR AAEg e gl 289
= BUN 92mg/dl, % creatinine 3.7 mg/dl& 733}
AR i iF, A RFo] JAsgor ojxnA

o
o

Pl

Fig. 1B. CT scan showing a solitary thick-walled
irregulary cavitated lesion.
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Fig. 2. Chest PA reveals multiple air space consolida-
tions with cavities (arrows) in right upper and
left lung fields. Massive bilateral pneumonic
consolidation is also present.

Fig. 3. Focal segmental glomerular hypercellularity,
thrombosis, and epithelial crescent formation

(H&E, x200).

AHE% ok ol BRI FL 2 AHG o A ARHLE
A& e, AdHLAFH CANCA(+) £7e=
Wegener $ol£Z o 2 Axrsla cyclophosphamide
784S AAT F JAA 40datel] HA3A

Fig. 4. Leukocytoclastic vasculitis in the upper dermis,
showing circumferential destruction of the ves-
sel wall by massive insudation of fibrin, admixed
with polymorphs (H&E, X 200).

e 129F defold Ay AL A5 AdeR
3450 glaleh

E H2

g x: =00, 97 164,

F oAdw,

M QY sAYA A, FAF, BEH
wad @ gho] vebpron] I YA B E HAlH %
7h, =823 wEe] A Fo| WAt 44 LA
B obn B E, TE, BE5o] iglen] qJd 104HFH
Eyabzha} A &8, 24, TEZ YRT 49 3¢
B P Aok Hu, BFo] sl s

olgty A : JU=A Hhe 90/60 mmHg, 4
843, THF 208), A& 36.4°CHeh AT AHFF
o] YR Aute F8o) YRen Y&, Arputol AP
# £ZYA o] ISR}, A e} AgellE o]
A7 YN BH-E A B4 qhgo] It #A
BZo] AHu|sHA AR

HAM 2 YA AHE gREAAG P
£ 6.6g/dl, hematocrit 20.9%, %387+ 12,000/
mm?, 434 543,000/mm? ©]53-2w eosinophillo]
10% B gFAREEE 25mm/hrdst, =3
A viZo] 1,012, Tl (+), Z&A]oks oA 3
7 o, WYT 8 BAasidck, ¥4 A2 Na
128 mEg/L, K 6.6 mEq/L, C1 101 mEq/L, Ca 8.7 mg/
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dl, PO, 8.5mg/dl, BUN 126 mg/dl, ® 4 creatinine
15mg/dl, 84 cholesterol 170 mg/dl, ¥ F=hy=
6.1g/dl (albumin 2.3 g/d)), alkaline phosphatase 203
U/L, SGOT 18 U/L, SGPT 22 U/Lgict. ¥ajsh+ A
ALoll A ASO titer 125 unit, CRP 9.5 mg/dl ¢] 4},
Rheumatoid factor (+), ANA (—), VDRL (-), C3 110
mg/dl, C4 31.2mg/dIglct, C-ANCAX+ <4 o|3d
c},

AE W Y3t JUFA ofv] Al AR o) 9o
HYRHARE 9 EFAE 540 Yot 94 29
A5E d dAL, T8, A3 55| WAl ampi-
cillin % 4 6dAFE = A4} gloiziovt A
4, FMurt AL At Y 10948 FF X-A4
A gol Asol atsdA 1198 = 2§23
Ago] Al SF FAFHXEE A Y3 ot 4l
AL a2 A&sglor o4 e, FEEe ol
& A3 F 129kl A AP

£ a3

g A 700, oA 5341

F &Y,

Y Y 20448 Pl 1~24 =HEZ|H S
AYE sigton Q4 HYAY e 288, ofuF,
thx o] vebstth, I 2/ L, 23, 28
74, A8, TE, AAlddstel Aldzes Ay
3 zsAlel v]5(rhinorrhea) 7} Velston g4 15
A FEE BEsgnks ol EE, SAlEFe] Sukso
J sl

oS 4w J9U2A] e 130/90 mmHg, =}
T 823], TF4 203, A& 38.2°CHch qhwEEo]
eI o] A Py dEe FEH T AA
Udch HHAA FF 31 ol oA FELo] HA
H s Aol e grade [I437] 5ol 3t %
F- o7k Huksle] qlglon] & HR7re) gh%o] 9l
Ao Aol FFo] gk

HAM 2 0 JUFA) A3 DA 4
4 7.8g/dl, hematocrit 25%, W ¥ F+ % 9,300/mmé3,
434 369,000/mm® o] Ao A4 w]F o
1.009, pH 5.0, &b (#), 72 o} dlolA] HHEF
chr, WY 30, YA AN AHAYFS) 208 B
Aok ¥y A AAALA Ca 8.6 mg/dl, PO, 6.9

mg/dl, Na 131 mEq/L, K 4.3mEq/L, Cl 86 mEq/L,
BUN 99mg/d], creatinine 11.5mg/dl, cholesterol
166 mg/dl, ¥ A F=k A 6 3g/dl(albumin 2.4g/
d, % bilirubin 0.7 mg/dl, alkaline phosphatase
265 U/L, SGOT 24 U/L, SGPT 23 U/Lgic},

Y34 F Aol A= ASO titer 125 unit, CRP 10.4
mg/dl |4}, Rheumatoid factor (+), ANA (—),
VDRL (=), LE cell (—), cryoglobulin (—), C3 85 mg/
dl, C4 29.8 mg/d], Hantan Ab (—), Leptospira Ab (—)
A3 C-ANCAA = FAolrh, o2yl A% Pl o
& Wi ofZ ALl A o] ApebA| dgtew Aul F whok
A A 5 B0l ubgh 27 0] gigle)

BE X-M &2 UG]S Fololl 44 ) uiA
A4 Aol glem 15 Bdd F2 X-A Akl
A& sl Aubell AR AIg A G Abe) Hfo] Aol b
Ebstet,

AYUY 2 D ALTA e T4 A ez
AWE AW 2Ad o 9} 27} o)$ cheksisict
AFFAlE mesangial cell®] 413 claujdFo] A&
2.2 Al2FAe] Agch(Fig. 5), FAZ 3L &3
oz =3 gl FAHA A B 24
A AFTA 7 8} F9lol] AH9] 4] crescentrt BHbE o] 34
o} (Fig. 6).

AHE W Yt AR E wdo] AdEga dY
394 A 855 HEFo R 3 §F YAFHE
Al on) Y 4UA 239 A stel] A H AAA
< AAEE S 3 EEa, Ado] o2 Al A 6 Y

Fig. 5. Glomerulus showing focal segmental necrosis
and necrosis with cellular proliferation (H&E, x
200).
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Fig. 6. Partial crescent formation in the urinary space
with parital collapse of glomerular tuft (H&
E, x200).

ASE el o= FARYE AAFGAT, AHlEojs
FALHF TE L 445D AXNFAE it TAE
Hovt 9l 1795 Ad, T EFFato] oA A §F
5 X-A4 A Ago] o Aol galsn A As
d3o] AlslA Al 189 AA JFZE7E AH-sg L
TEEAFTE ol on HARE, A¥ 255 A
Holo 2 qls) x&4 A - A¥ i e 34 (Continuous
Veno-Venous Hemofiltration) & 33] 4AAR)sled 3§
T3, HAEFo] b4 34 HYoy 2F HYYg AL
He Al AYE Q18 skl 308 Lol Aetalsdo)

e &

Wegener |o143-2 A - 317159 A SolF,
AT AR, 2e dag PAyshe dalnlake A4l
AEBAE EH o2 3= A =8 Ago|T), o
e dAAA A A YA govt Ful4 Hqug
W2 woolate] Haixlo] glokm FA=o] goup®
2 Wegener %1% 8=1o] €uol] 5537423
3 7HANCA) 7} S0l 5HA vebd 8t oh2}t X 83%
q7p7} WA AF AA] oA g 5L by
B9 750l 4te] o] A 3te] Wale] Z53d TS A
ARt Qle}r~1s),

2 A% 9 BE d¥dd wAsht e
1.6 12 Waloll A b7k wa Fwiadsd-e 404 50
tHAte]o] hdZolctd, B FL Fqlo) uls) iglelA
ANEsE w2 A, A9, uly Hyae S

Table 1. Clinical Manifestation

Data Case 1 Case 2 Case 3
Sex/Age Fj22 F/16 F/53
Chief complaint Gross Oliguria General
hematuria weakness
Hemoptysis Hemoptysis
Clinical
manifestation
Coughing + — +
Sputum + - +
Dyspnea + + +
Chest pain + — +
Purulent rhinorhea - - +
Fever + + +
Hemoptysis + + +
Hematuria + + +
Anemia + + +
General weakness + + +
Oral ulcer + + +
Arthralgia + + -
Skin rash + -
Gl symptom + + +
Neurologic symptom — - -
Conjunctivitis + + +
Rhinitis + — —
Tonsillitis - + —

AL2 ¢HAD Yo, 27134 fFFo] 47z v}
371l A Al tEle wlg, Fulgd, WlHA, Fold,
Y 2o 5o FAo] £k 29 w|EY, AFd, A
S95e] v 1A, Ad, 3FEY, §% AE
54 AR T 1/3¢edl A vebdrpesie a9
g, WE, AT 4, BAE ASTA HedA,
aFP 5ol vepdet, AWAYE #, FulE, A, @

s ullE A, A A2 A A4l o
L A7 AdE 5 glen QT4 Add 2719
Z1s Az old vehdep-sre, sh £3] A
€ A7IE 2 se 90% ol dellA A=y 6%l
A7) 5ol o]uj @ = WA= A YGerpy,

Aabgo]l AYd 3e9 d4H E42 Table 154
Table 29} Zc}, 3o 25 o2 om 1¢7} 500, vt
7] 2¢& 105 % 20 %eh 3o RFolA i, A
, e, Al gl gler B FL 365 260l
A B e A Ee A, W, 5 TS 3 R
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Table 2, Organ System Involvement

Table 4. Immunologic Manifestations

Organ Case 1 Case 2 Case 3

Lung

Kidney
Joint - + —
Skin
Nose

+ +
(.
[

Eye

+
+
+

Ear

|
|
|

Heart - — —

Nervous system — — -

Table 3. Laboratory Data

Data Case 1 Case 2 Case3
Hemoglobin (gm/dI) 9.0 6.6 7.8
W.B.C. (/mm?) 3630 12000 9300
Platelet (/mm?) 249000 543000 369000
ESR (mm/hr) 32 25 26
Urinalysis
Protein ++ + ++
RBC/HPF many many many
WBC/HPF 2 - 30
Urine protein (g/24hr) 12 ND 0.7
Blood chemistry
BUN {(mg/dl) 18 126 93
S. creatinine {mg/dl} 1.5 15.0 11.5
Total protein 7.1 6.1 6.3
Albumin (gm/dl) 3.0 2.3 2.4
Globulin {gm/dI) 4.1 3.8 3.9
Cer (ml/min) 22.6 ND 0.8

ND= Not determined

Soja} Auisigon] By g FAe] A4zt 1ol A
soln Fulgolt Fol, Al ARA UL Fol=
A=

ANA L7 02 Aelold HAATF AREES F77}
glom wadeiZiAg W TF4E H o] Ao,
4,000/mm® oj3te] WYF FaF, 4d AaF
=g $EAQ BAplAE 4% FoH5el £3] Vet
ooz kol A FEE ol ate] de] glov nA
AaARL Ade A Bz, Puoh vehte] 449 &

Ao e F4g AV 5HAR A Yo W AFASE

Data Case Case Case
1 2 3
C—reactive protein 1 tt t
Antinclear antibody — -
Rheumatoid factor + + +
HBsAg + - -
Cryoglobulin - - -
VDRL - - hd
ANCA + + +

Anti—~GBM antibody —- - -
Serum complement (mg/dl)
C3 105 110 85
C4 36,7 31.2 29.8

*ANCA = Anti—Neutrophil Cytoplasmic Antibodies

275 b, Fulgo|selzr} 60%N4 FAe
2 ven £43xtold UG EFA o A2 E
glo] ksl a itk

A zZEo] 24T 3oll9) A4 E Table 354 7
o}, 3ol 2% FEEolAY HYH AYT AREES
Z7h7t dglen WETRAZLE 3T 1oflAnl, i
e 282 1A F7hekch 27 AME 3o =F
ol o) giolem AsptAg AbyE S 3
2EEALFo] AUUrh YA A5 3T 2
of| A AlgE Zh47F dd =

22 doln) ke AAA el 27| Ak X el
A uhg-o) F-43 2 F 2 A PA RAstEo AT
2= ANCAE #5429l Wegener $otEFol|A =%
EolatA ¥A vrehr o] Akl 4 AT A
o) glgo] Y| gle}ta~1523~2 Cohen Tervaert
T BEA Wegener %013 Axiel 3o
ANCAE 7%= 93%, Eol=7} 97%v sl= +43
Aehgolet dtgicl, HAEY 3ol2] WA o] LA
2 Table 4} 2.9 3a] Z5ol4 CRPY A% 27},
Fuleol=elatr}l FAlolglen ANA, VDRL, #E
2EAL 2% Ao dHRAle 25 Aol
o}, 3¢l 2% 3 AT AR gHle F40leH
ANCA+® =25 73 o448 vehigdch

FE X-AA SAH aHozE PB4, oA,
AR AR gz T5 P4 Aok AYES o
B AA EEEe A 7kel oE WSk} Alsk
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Table 5. Radiographic Findings

Case Case Case
1 2 3

Multifocal parenchymal
infiltration

Diffuse pulmonary hemorrhage
Reticulonodular density
Cavitating nodule
Air—bronchogram

Pleural effusion

|+ + + + +
+ + |+

|
+ + | + | +

9 ¥& 3 FE YA Yok, SuhakEL 20%00 4
HA=w 9E5-41% ZF (hilar adenopathy) o]} 4313
e wg =gl olEd F¥ X-A AL Addga
ol A3l A Ho] B Syt dE WY o
He 7kl #Aboh s A X 2ol ubgEA g F4
3 ofsbele AR HE A £ Age] AL PYuZ 2
ok et 2 oo FH X-A 4£7HE goksid
Table 59} e, 30l ZFoll4 24 cpid] AY o
#HA$ 9 air-bronchogram £7 58 2ov, 3%
2 3¢5 1eiloll 4, S2tAtE-2 1ol A BArsig)ch

Wegener fot52] 92|23 ey 2742 FAA Ko}
F4 4Ago 2 A &AL Yol Ao F-AF4IA}
(fibrinoid necrosis) 7} 2 vele] 3396 o}y
Y Y 7-o] AFo] EAAo|r]s2,

Wegener fo}5-2] Ak ofel7x v} oAb 2] 44
Actoleg EAH YA ARzFNAH EAq)
FAAA FobFA Hatde] vehd Arle] o) Fo|3
o}, SolgA el Uy =B QAL e we} o}
23 9, A7lEdde g Mg Yehht 29 39
oA =25 53] Aol Ae F44 A A4
o2 viehdeje,

1990 AAE =T Folel F3 339 4+ Wegener
ZolFF e AckE A8 M7k A EE A48
ol AA, wolALZ (RBC>57), 4, 4 X-4
4724, 3%, AAE T 2L ol4aA, AA, T
Al o wlRvl, A, A SolFA v, oA,
AYEHN o] 57}x|F 270o] 4 HEA] WegenerH §-o}
F5 Aty = 87%, 5ol=7) 93.6%7 Hokx 3}
Ak, AAEY 3o 25l M 471 Ax7|FE ubF 8
Ak,

G) Mimicking Goodpasture’s Syndrome—

257 ZhEAge A4 s, AR
A4, Ad, AT, F4F3F TS
(midline granuloma), Goodpasture 237, 444
IF5ol 53 Goodpasture FFFolH€ HHE,
AYo] oz ATl AR Fo] o] dAdo]l We-
gener Sol5% 3 w9 FASR 2 wbe=] Zhdo] 8
s}, AAES 3o 25 dA4H o7 Goodpasture F
FE3 A e AAAE AP 24 2F
Goodpasture F¥Foll4 EAHA oy FHn|@L
7o) TAE A &k Ao A g AT Z1A= A
2E Aoz Jegtor] 3o 2% ANCA 4oz
el Wegener Sol$30.2 2ty 79k

1970302 2 53kx] 92 Wegener Sol%5 #=}
o] 52 HF SHYEA XA APe|AqHY, 28|
Folzrl ¥ AHe A5l AFEH F ¥} oh4 5 A
5]7] X3¢ 2] cyclophosphamides#*27} & A
o] Muol AHEF oz o] AR o Frt A4 4
slo] HAtA &3 A Ade] Qe AF M 43
A 8A 2 ¢lAslxn gldh. Fauci$?9) 854 71¢dl 79
o] (93%) oA %A 87} o] Fo) o A BAE7| -
PAH 7l Ak doibd AWglE ko]l Ideld
2o AR A FFF 2ALYPA BAG F AEEF
g 4 glvlm dglel, Hoffmand "2 A 8% 50%°l
Ae 1ddel #Asl7b dolstord 20%o0A 21do] 4]
287t e Pcka dgict

28| 2|2 F47v AAA A Fel cyclophos-
phamideg] .z 8% 0 g A48} 22.9] chlorambucil
o]\} azathioprineo] o] & 8o EAHolzte
RBIE glohsy odulz o 2 cyclophosphamide?] 4]
g H28 02 vjo] i AL ALRY 4 glE 7ol 3
A% e 2 HAAs 2 cb?, Cyclophosphamides)
A7V EEL YT e, FHA U 5 A4
Hzre-g zsle 23 A cyclophosphamide =3
< 7HdA o g8 FASE £9 cyclophosphamide 374
20| o] AR A7 B AAH] Zoz deixa
9\1;}34-86).

¥ FY dEe 70402 53] BHste] Uy F HF
AZE7171 4~5H9 0l o HAle 27)A%te g Al
EAbo] AlBlA| ¢ 7)ol A BE AlFstd A9 ditd
Foll 4] $kA 7} o] FoiAct, Wegenergobss ¥
27 Ak 10dHe] Dr]AFHe s AP APz A
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Table 6. Treatment & Outcome

Case 1 Case 2 Case3
Hemodialysis - #5 +6
Ventilator — - +
Steroid pulse therapy Yes No Yes
Cytoxan therapy Yes No No
Duration of follow-up 40 days 11 days 30 days
Outcome Aljve Died Died

Zael 270 v A+ 10%019, 28434 o|n] 4
Aol 8550 Y' AF 33%, FEARA ATA
Algdell e 50% 4 = "k gobd, A4 on] A1A
ol e AF Aol Al¥Ae R wa HYse 5
olf 17%, 10:ell 33% A=xoln F<&A P4 Aldelrt 1
4 wixrt 2.5g ol Al A 3dW A AL Ao W
A el b, g3 FTEA FYe] A2AYe)
v Ee dFHY9 o vl 5 o Folle Ao]7} ¢l
o9, 2 gell digh ke ollFE 1 AEEol 24
Hewogs 20% 7HEsn 2slZele AMRA] 34%
7}ekslv], cyclophosphamide % 714+ 80%0]4F ¥}
3 e, A5 A4 ofu] w]rtej Al AlY-Ho] glo
= cyclophosphamide 2|88 U444 #AsE 2
Aol g AFAoz AYE 4 JYop™®, LFo F
SARle Al a9 A, AAA 28 Y 0|24zt
A5, dFFe2 BaFo] Yopo,

AAgo| A3 o9 A8 g A3E Table 634 7
ok A Al AlFA el UK 20 FAbEe] o
HFH 3 P 2el2olE FALWE s} Al
dom gARA A7lse] Aol lelE aBze]
T ZAgeor #HAEo] EAFew cyclophos-
phamide &2 A7|5% 3A= ALl A
Bk 20 9] Abl sl A 3 Al el gl eh

2 o

Wegener# §-0}&-& A - 3171 2.9] A R0}, A}
TAAY, AAlY AL g3g A FgAAEFF
To2A #HZ o] ARlA FIFFA LA A (anti
neutrophil cytoplasmic antibody) 7} Eo]3}A4] +te}c}
3 3] o] A o] At A Boll 3 HbE N F2A

g o) &= 3 glch

AAEL A 44 22 Goodpasture ¥ T3 &
AR FE53 9 23 ALK ARTAAL S ERE
ol 4l ANCA 44& Jebd Wegeners &ol§ 3¢l&
Agsdch 3¢l 25 g o JAFAeR 3
o RFoA dx, MY, wd, AAl4ezto] 9fler
3013 2004 WA Fo] AUk Ay FrEs
£ A%, A, T 3o 2% Adsiglon] gy g
T o] 747} 1ofloll A A SRR Fol, AAt, AAA A
He g odE glsith AAAAANA 34 ZFolA F
Tol4d ud, ESR $7h vy, ¥w, Y2
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WG is a syndrome characterized by necrotizing
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granulomatous lesions in the upper and lower respira-
tory tracts, glomerulonephritis, and a generalized vas-
culitis involving both arteries and veins. Recently
ANCA has been reported to be a highly specific test for
the diagnosis of WG. We have experienced three
patients with ANCA positive WG whose initial clinical
presentation mimicked Goodpasture’s syndrome. All
three patients were female with mean age of 30 years (16
-53). The major presenting signs and symptoms were
hemoptysis, fever, general weakness, gastrointestinal
symptoms, and conjunctivitis. Persistent rhinorrhea was
seen in only one patient. All patients had lung, renal,
and eye involvement, but none of the patients had signs
of ear, heart or nervous system involvement. All three
patients had moderate anemia, elevated ESR and uri-
nary abnormality.

One patient had leukopenia, and no patient had
thrombocytopenia. All three patients were positive for
rheumatoid factor and ANCA. None were positive for
antinulear antibody, anti-GBM antibody, or cryog-
lobulin. Serum complement levels were normal in all
three cases. Radiographic studies of chest showed multi-
ple bilateral patches and nodular infilterates in all three
patients. Cavitation was seen in one case and pleural
effusion in one case. Two patients were treated with
steroid pulse therapy, one of them showed dramatic
improvement, the other patient expired due to progres-
sion of underlying illness. One patient whose renal func-
tion was normal at the time of admission recovered, but
the other two patients who required hemodialysis treat-
ment expired.

In conclusion, earlier diagnosis of WG facilitated by
ANCA tests may help reduce the higher morbidity and
mortality seen in this type of patient.

Key Words: Anti-neutrophil cytoplasmic antibodies
(ANCA) Wegener's granulomatosis, Ne-
crotizing vasculitis
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