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Diffuse Alveolar Hemorrhage Syndrome
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AN B

R AYEe V=Y AdAe] FEHA Yo
ke A2 718XY, Z1EXEgE, s, o
o, #73A, dE5AY 7|1y Fo] Ul A} ojE &
th7] #i<8 (pulmonary circulation) X.othk= 7|83
%3 (bronchial circulation)d]A] Z¥o] wAgc}.
W ¥ 283 ¥ F(diffuse alveolar hemorrhage, DAH
)& HMAEAQY capillary, venule, arterioleo] 2@
92 iR ¥ RN &4 Fug
tt. DAHE z2A si=AM 839 (pulmonary capil-
laritis, endotheliitis) & FWe 7399 L 7%=
TFEEY. ol AL FF, WA, Il s &
o} Hu #&Ye T 8o iz FRFOEA
HEZYFZETY oldd] =&o] axl ¥},

I HEFESFETS H

HEEHEI HEAEEde EAY Fdo] EE33
Aol glo] EEE xesh) szAddde el
3l Jggog WA HESREE U e
o A Ead s 1Y APz s Rt
T A% AN Y89 Wegener's granulo-
matosis, microscopic polyarteritis, Z¥ =z 2¥
53 ANd FY P (systemic lupus erythe-
matosus, SLE), mixed cryoglobulinemia, Beﬁcet’
s sysdrome, Henoch-Schénlein purpura, Good-
pasture’s syndrome, pauci-immune glomerulone-
phritis, immune complex-associated glomerulone-
phritis Fo] 2lon sjzAdadE FuElA] @
7§+ idiopathic pulmonary hemosiderosis, SLE,
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Table 1. Causes of diffuse alveolar hemorrhage

With pulmonary capillaritis

Wegener’s granulomatosis

Systemic necrotizing vasculitis (microscopic
polyarteritis)

Connective tissue disease*

Mixed cryoglobulinemia

Behget’s syndrome

Henoch-Schénlein purpura

Goodpasture’s syndrome*

Pauci-immune glomerulonephritis

Immune complex-associated glomerulone-
phritis

Without pulmonary capillaritis
Idiopathic pulmonary hemosiderosis
Systemic lupus erythematosus*
Goodpasture’s syndrome*

Diffuse alveolar damage
Penicillamine

Trimellitic anhydride

Mitral stenosis

Coagulation disorders

Pulmonary veno-occlusive disease
Pulmonary capillary hemangiomatosis
Lymphangioleiomyomatosis

Tuberous sclerosis

*In systemic lupus erythematosus and Good-
pasture’s syndrome, diffuse- alveolar hemor-
rhage has been reported with and without
pulmonary capillaritis.

Goodpasture’s syndrome, diffuse alveolar dam-
age, penicillamine, trimellitic anhydride, mitral
stenosis, coagulation disorder, pulmonary veno-
occlusive disease, pulmonary capillary hemangio-
matosis, lymphangioleiomyomatosis, tuberous
sclerosis, &4 0]4], AIDS, leptospirosis %©°] it}
(Table 1.)"?

AeAdade 2A7Ide AGEYA (immune

complex) 9] ZAEFE WM ¥ HF=lof Yepte
Roz FF= 1t o] M Eads B9
g AgoM FFolu 2o A3tg ALY &
U 5 ot AE HEZYS U Sy
AgdMe AHERAS A & A o).
e HIERAY} glckasA HeEgA ujs) A
#(immune complex-mediated disease)& wlA} &
e it ole FEAHANAM 7EE 529 e
FAL Al HAERA = A7 Woll Tl ojal) A
A=)l H2E AR e Ha F A7)
de ¥ 2710 EXEIE ALY ERAI} A Ao 23
A delle b JERrE § V) ol =3
antineutrophilic cytoplasmic antibody(ANCA)2}
TdE Y PPN ANCAZE AH3Q ¥
o2 gt AzE 1) ANCA ol o8
239 357 27t 43 E| AU 2) ANCA
o] ¢ HHYME B Hi}sie AGEEAE
PAAAY 3) dBHAE BHgds ANCAZG
cross-reactivity & 7}* 8% 33} ST E @
QA A HEAEEEE sk des A=
At

I1. m2Agatede] We| &H

HeAERde] 2383 228 19579 Spencer§
o] A& 7leslon] AL wENEe] 57 HE
3} o]&¢] fibrinoid necrosis& {43l o]j2 Q)
VEEAEE ¥ integrity o] £42 A3 3FT
AYTe] #-22 diffuse alveolar hemorrhage& o}
713t} 8L 3377} 243 (leukocytoclasis ) 5o}
#4424 nuclear dust7} Fa3HA dot. 2A 88
AR =5 Edo] FEED. 2P intra-
alveolar hemosiderin laden macrophage2} s ¥}
A2l free hemosiderin F3to] gL} olgjoe
type II alveolar lining epithelium2] 4], intra-
alveolar organization of the hemorrhage(organiz-

ing pneumonia), mononuclear cell2] #¥7t3d 2
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— Diffuse alveolar hemorrhage syndrome —

Table 2. Clinical features suggestive of DAH
with pulmonary capillaritis

Clinical features

Dyspnea

Hemoptysis

Diffuse crackles on lung examination

Diffuse alveolar (air-space) filling pattern on
chest radiograph

Hypoxemia

Anemia

Extrathoracic evidence of systemic vasculitis

Adequate platelet number and function

No evidence of a marked coagulation defect

Zo] yAPh 2 £7AL 29%5PH 1) inter-
stitial erythrocyte and/or hemosiderin 2) fibr-
inoid necrosis of capillary wall 3) interalveolar
septal capillary occlusion by fibrin thrombi 4)
neutrophil and nuclear dust in the interstitium

5) fibrin clots attached to interalveolar septa in
sessile manner 5-¢] 47| vehdr}s,

. EFHSEZO] YAA2(Table 2)

UAAE BARle] ¥ 2YZFETe] YgaA,
AR LA, Welazde] FYsle BE 7Y, 3F
=¥, Yol Frrgh. AYe] AxE st A
HE W 280l o= 23R ¥ 5 oo g
o] AS wEsA 2. HE $Y] YU
o] we} .Y, cutaneous vasculitis, sinusitis,
inflamatory occular disease, arthritis, glome-
rulonephritis5-2] 43 A%} {73243 Zur
5o vehd 4= glck. FREAdAAL diffuse B
focal patchy alveolar infiltration 2728 Holn #F
§ CTollX air-space filling disease2 e},
2y XSS AT H AL vEoly
ojojA] sie] ZHdolut wHFal FEs}s] oleie A
A S N 2UE 7H Bl FH A 2

4 3oz Jeh s $ic

H4719] sE&Ye] 79 localized or confluent
air space infiltrationo] patchy, diffused}lAr}
perihilar areac] 2 uepdct. #el peripheral
area®} lung apexi A9ElE Ao 4olg. 3y
& tHE FHAolY v Ho| AL} Iyt 1}
ER}7]|E 19 air bronchograme] & Eulgc}, &
¥ 2-3%970= Yol 3 BA2 F5EA air
space consolidation®] reticular patterno.a w3}
I FYol A 2SR S A 1-23 o] A
o2 EFG ay BEAQ 2¥E A in-
terstitial fibrosis7} WA3}A reticular patterno]
A&H o2 AR A YL FUY 20 Y
2%, pulmonary veno-occlusive disease2] 74
24Yo] WA Kerley's B lineo] B 4= glrix,
A EEEE FUF s Yolbe Fagd uy
o] thy-EollA AT HYF 5} AW $= 2
7RI YT A7 £} FU10. SYns} ujy
4} urinary sediment7} FlEls AFRAAIQe] A7
< Fgde FUE BN €89, 2Nz4AE,
Goodpasture’s syndrome5-9lA] HQlth. ¥ cre-
atinine®] F7}3lT crescent& YA focal seg-
mental necrotizing glomerulonephritis@ ¢ B
olA ©r}.

HELESE TN ventilation-perfusion ab-
normality 2 18] AdA¥Ze] FHEn == 3
T BeelM Z1AIEF ol Mad A7 ks U
Epdch. sj@ibse] 232 dg3os 24 o v
A2l HESYPAA active alveolar bleeding
9] Huig NEE AMY 4 k. B3] gas-ex-
change abnormality 2} F#3aM 2784 o)4to] 9l
T A d8dse] Sk 27 7198e] 9]
T 829 of2lE Addks dio 0] "o} f0]
<l <€ alveolar infiltration o]\t ) & (oc-
cult) SX&YZFFA bronchoalveolar lavage
(BAL)olA H¥9] WAl hemosidering 7}3
macrophaget @] Tf-o] g} A vl
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Table 3.
Clinical characteristics, diagnosis, and treatment of diffuse alveolar hemorrhage syndromes
Goodpasture’s  ldiopathic lidiopathic rapidly
syndrome(AMA  pulmonary Systemic Systemic lupus ~ Wegener's progressive
disease) hemosiderosis  vasculitis erythematosus  granulomatosis  glomerulonephritis
Age,y 16-30 16 10-40 Median, 43 Median, 53
Male-female 2:1 1: 1 child 1:8 13:1 2:1
Glomerulonephritis | Yes NO Yes Yes Yes Yes
Immune complex  Linear No No Granular Negative Granular
deposits -
Multisystem Absent Absent Present Present Present Absent
involvement
Onset of alveolar  Before or with With other With other Early with renal ~ With renal disease
hemorrhage renal disease features features disease
Laboratory tests  Serum ABMA  Elevated lgA  Hepatitis B ANA positive;  Abnormal sinus
Positive (50%) surface antigen  hypocomplement-  films;
positive emia ANCA positive;
hematuria
Corticosteroids ~ Yes Yes Yes Yes Yes Yes
and
immunosup-
pressive
agents indicated
Plasmapheresis  Yes Yes

ANA -antinuclear antibody; ANCA-antineutrophil cytoplasmic antibody.

ABMA -antibasemeut membrane autibody.

¥&do|
stemic necrotizing vasculitis, idiopathic pulmo-
nary hemosiderosis®] 7Z<$ #6432 A3 3
V584K AR 71308 1Y 5 Aok

R FESES RUsHe oY /B AR F R
7 EAHQ Aol At ekt 48 e
o} Buapgic}(Table 3).

9lx= Wegener’s granulomatosis, sy-

a) Idiopathic pulmonary hemosiderosis

R AolollA] BAE AHs] AW HA 4

o, Mg, wlE7|A, FENT ¥ P& e 4
gL g & AL g 7= don dRdMe
acute onset2 1P7} 7Yo] Jeldr}. # o9le]
A719] Wolut 34L& glon 2AAHAMY d@dol
U A28y BAle] EAle 85X ¥eth ¥
ole BEO3n YRJME celiac disease, IgA 2]
Z7}, AGgAAY UiF ¥ 5L "Y7]He] €
o2 FAH 1 vty d4ATe Tt AT 4¥
2 AFEAY 3717k9] remission¥ WHEEE A
o] Jep}71%2 gtk w]& corticosteroid7} 2¥ &
ZAgshet] ARg-o] EAR 1 2871 Ae 84X g
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— Diffuse alveolar hemorrhage syndrome —

w4, chloroquine, plasmapheresisE-o] AR
s7= dd}.

b) Goodpasture’s syndrome

16A0]¢e] ErlolA F2 WASR= autoimmune
disease24] SE2 U} AIFALGE T3 HE
o} AlFA 7| A et i A7 BAolct. HYe) L
Aol A2 Adge] A7 don vjFdald
A Yo =8}

te F4o2E IFTY, AU, 7, W=
Tolm 27 A BA4dT Jou P, ¥
3, cellular and granular cast7} dj¥-3 EA3}H
k. IgG, BA7L ARy sjx 9] s1Hgte] linear
deposit2 YEl} idiopathic pulmonary hemoside-
rosis¢} ZHERTe £o] "ok ARH(30% )l
A MPO-ANCA7} 9o g vehln o|E& anti-
GBM antibody 3t A%l 739 nis) ojFs} x5
Bhgo] Fria @t YA 4 type NV basement
membrane collagen®] noncollagenous carboxy-
terminal region® 2 $3s3u Q). sj&2Ee F4,
74, fluid overload, anticoagulation therapy %9
HRAAE E2AY o)l o] & TR} o B
3l Aot ARHoz Algain] PN ANER
Z#o| remission/Feio] HojEH AL =BT},

¢) Pulmonary vasculitis

A degel sig Wik AUt Bon 53
Wegener’s granulomatosis(WG)7} 283 dfe]
t}:. Hoffmans°2 1584<9] WGE=olA 713 (46
%), A8 (30%), 54H(28%), 4ol Sd= M A
Folut 2E8(34%)9 474& Hustn Cordiers'
< 7779 gAA 71H(78%), TEFLR(56%),
AY(39%) & B gk vt ¥ 2 E e Sue
B2= [gMBe] ANCAVE FAoln] & AlLES
Baskn Ql}.

antiphospholipid syndromedjjA] sz d@de
TN Bl2do] BaET Ui o|FL HuA e
A YT RS, g ngstel Nt ¢
th. olf-& ZE& sj&¥eME WE=A] antipho-
spholipid antibody & #2135} o] @ wjix] & A
& 3Uskn Yp.

Polyarteritis nodosa, Kawasaki disease%-g 5
Aol E3}A] ¢al F8 medium size vesselQl A
Z, 3, A%, A0 dEg A dRAME b
€ A A Y Rchs 7l8xg9 e Adshe A
7} B31El3 Qi)

Churg-Strauss syndrome& 4], ¥39, 34+
T 7K€ U p-ANCA7E $4deg yehd
t}.

Henoch-Schénlein purpura®} ¢ IgA #Hd2
A7 B, A, A% o e =79 gL Ay
3t 5 AP =7y HEo] musm ot

71} APo 2+ systemic sclerosis, rheumatoid
arthritis, mixed connective disease, Behget’s dis-
ease, cryoglobulinemia$o] B 31551 ¢Ju}2-1s,

d) Hild |EMY Y (systemic lupus erythe-
matosus, SLE)

SLEo|A ojFd 3&71d8o] $A38  acute
alveolitis, interstitial pneumonitis, pulmonary
hypertension, necrotizing vasculitis, pulmonary
edema, pleural effusion, diffuse pulmonary hem-
orrhage o] o]of] &%ict. SLEZ % si¥ 2¢&
2E immune mediated alveolar hemorrhage2]
10% & 2R8I 50% old<] APtES Jehlzn A
A B4 glo] v 9% Jehle A9E o
SLE¢] diffuse pulmonary infiltration€ lupus
pneumonitis, opportunistic infection, congestive
heart failure, uremia, pulmonary embolism#} Z+
We agch sz AAPY 1gG, C39] granular
deposit7} 9|¥2] subendothelial area, small
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arteriolecljA] 50% o] WA WY ¥} HA}
A= capillary basement membrane, alveolar
walld] IgG, C39] 238 &% 4 gitt. SLE9
HEEEA 2979 FH 4 28T dAlz
SLE9] #Z@&e] gde]xa Yeixjs F9, &84 4
B3, AFH, 249 Fol 9<elojx] SLE9] #&¥
o A Aol gteA] ol FFE viAlstojolgict.
Zaromag'' SLEJA @Ask= #H&dEx 159
I 294 Bag 5790 ti ATl AIYE &
242t 53%, 50% A3, HZAEHHEL 80%, 28%
2 Baska Aptel fHAAE: JIAIEE f5(62
%, 0%), ZYE(78%, 20%), cyclophosph-
amide ARESR (70%, 20% )& A3 3tYct.

e) Exogenous agent or drug

Trimellitic anhydride, isocyanate, D-penicilla-
mine, lymphangiogram dye, cocaine, wafarin,
prophylthiouracil§-o] s|¥&%e] 912l0] &1 U}

trimellitic anhydridex= plasticoj\} expoxy
resing tedl AM-SET expoxy resing pow-
der, fume, spray5-& ARSI 39 #H4, vy, &
4 V¥ Fol EFA o3 fdsr slxad
] 734 [gGEAZE & Foll dFRINA FHol
5 o]5 9% EFE hapteno g A43la)e} 33
53 ot sz |y g A 4 IgG, C3&=
4oz Jepdo).

D-penicilllamine2 rheumatoid arthritis, Wil-
son’s disease’s-2] AZ}AH AP ALY o At
A Agat FuksiAl s o] Y  Uck. YA}
£%o] 1gmold, 107149 ojake] AM8-7|d wf 24y
g+ don B3 3 AN 4 F402 vEhd.

Lymphagiogram dyet= 30009l 1aj¢} v]&=
3¢ HEdol Yeh Fof ¥ 2-10d F 382
@, 8 &, Aol vepdr}.

Cocaineg AM-% wiolls WX &¥o] Fuid 4
glom cocaine FFPARLOIL} AlnE AJYE 2Ex}

2] necropsydl|4] acute hemorrhage 58%, chronic
hemorrhage 40%, interstitial pneumonitis 38%,
congestion 88%, intra-alveolar edema 77% 9] &
Zg Bdga dustn Qlo). Hx2de] slHe 3§
2] @o1} cocaineolu} HrhE BEEE U A
Rl EAF 79} vasospasm o] A&5 i gJut.

f) HIV

HIV @zl HE&80] w9} 43 ool 84
2 ggor} B 737goly Kaposi's sarcoma
7t Fukec}. ¥ &E Mol HIVEzie] BALOA
20% o}’32] hemosiderin-laden macrophage& 7}
AE 797t 15-44% 2 BaE glod, oj&L o
2% cytomegalovirus pneumonitis®} Kaposi's
sarcoma’} F¢lo g B ¥ Qc}.

g) Bone marrow transplantation{BMT)

Autologous, allogenic BMT%ale] 3-31%°lM
DAH 7} @sin] 53] n3ke] sjgtayjolu} WAl
A8 g BMT Aol Al3g oA =5 G
71372 gdolu Eaw ZaFol AUY £ Aoy olF
#4407 FAlIglelx DAH 7} 28sk= Aos 43
oo HJAAZE 40M ©)4; $x}, solid tumor,
severe oral mucositis, renal failure, bronchial in-
jury, airwayuW €] neutrophil o1} eosinophile] 3
7}, leukocyte recoveryEo] A1 Jt}. DAH
£ BMT A3 ¥ oF 10—30% Aol Rtz ¢
F BMT 3o 2= 49 78 485 4%
(ol : DMSO)7} &4 3] &498 fu% Aoz 33
221

oz 7kx] BA7|-e] 2AET 9o o] F 1)
slsl go} WAl gwWoz Q% pulmonary
microvasculature®] diffuse injury, 2) coagulo-
pathy, pulmonary edema, graft-versus-host dis-
ease, infectionFo] 2¥& <9347, 3) bone
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marrow recoveryAldl] %77} BAL fluide} @ 3
o] t}A] YEEAM 5577} oxygen radical, prote-
aseF2] mediatorg -2)3tHA o] &4 =
Ao g qAA L Yt}

JIAZEE YaR 3= sX 289 3¢ A9E
o] 50% o}4o2 RuET oy, syl A8
Ae 14%2] corticosteroid(125-250mg methyl
prednisolone/6hr for 4-5days)’} #]€-%(30mg/
day methylprednisolone)d)] vjs] M&Ego] =73
t}.

V. HEzgUSFEe A

ME2ESF 2 IS 934 349 43 3§
=%, A4, alveolar-arterial oxygen difference]
Z7}, WiE, % PAM AA A diffuse alveolar
filling patterng2.2 F4o| 7Fs8ht oj2idt 2748
B F e ¥ 7, 9 ¥aNAE, 29, ¢
A, 5% Sol ¥ 7de] Yas}s s &8
Aol carbon monoxide diffusing capacity7} 8
A3 F71I S 70 B} s 23, F
PAo] QlHE FelolME AP 75 &9
& AJgro] 23R hemoglobing] catalysis7} Yojut
A carbon monoxided & Al R7lo) 29
X 48AToldlole AHAPE =f0] FHY ojF o= A
Ate] f-&A4o]l Holdt). #Ax 2¥A 718 WA
& ol8¥ BALC] E£o] = vhEA o8 219
lavage& Al313to] Az} bloody BAL fluid7} &7}
3 WX W) 288 Ze s AAlEe] BAL A9
iron stain®)] alveolar macrophagewoj] hemosider-
ing ¢72Y 4= 29 chronic hemorrhageg 2
¢+ Ao

HEAEEE S AT Fao vi=Al sy
e £ 94& + %o} transbronchial biopsy2 %=
Ato] 7Fsdht AEF s F274E& ol8% A
Aol o Y 7jAEFolY uremic coagulo-
pathy %-¢] 19| transbronchial biopsy7} oj2l&

AS A% 4 Aot

ANESZYFFTAAM A 3] Si% sizy ZHA}
o] ) disME =o] Atk AF HAHY F
37 2AZNE AE HEdel TFRA U @
Ao A ol ¢ =8 Yol U2 44 F corticoster-
oid¢} AR Ae] Algoz Q8 2 F FHSY
ot air leak7t 718 4= Ak =8 23}
&Zdo] -2 §Ho|A] R¥(nonspecific) S12Al
AP 270l 28z A3 2AEYLY Ao
7Fe1A E381x] & 4 %lt}. transbronchial biop-
sy2E s2AEuqde] Ade] U rhsdin Aagy
% G0l AN HA2 g =88 de
At

Table 4. Ancillary diagnostic studies in pulmo-
nary capillaritis

Studies
Laboratory studies
ANCA
Cytoplasmic

Perinuclear

ANA

Anti-ds DNA antibodies

Complement levels

Rheumatoid factor

Antiglomerular basement membrane antibod-
ies

Cryoglobulins

Erythrocyts sedimentation rate

Other studies

Assay for circulating immune complexes

Urinalysis with microscopic examination for
erythrocyte casts

Radiologic examination of the sinuses

Renal biopsy for necrotizing glomerulone-
phritis

Skin biopsy for leukocytoclastic vasculitis
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Table 5. Selected diseases other than ANCA-associated vasculitis in which ANCA positivity

has been reported

Disease ANCA Prevalence of ANCA Proteinase 3/
Fluorescence Fluorescence Myeloperoxidase? Comment
Ulcerative colitis p-ANCA 60% to 75% No
a-ANCA
Autoimmune hepatitis c-ANCA 45% No Others have only
p-ANCA 33% found p-ANCA
Primary biliary cirrhosis p-ANCA 30% to 40% No
Primary sclerosing cholangitis p-ANCA 60% 10 85% No
Amebiasis ¢-ANCA 97% PR3
HIV p-ANCA 18% Sometimes identified as
c-ANCA PR3/MPO
Cystic fibrosis c-ANCA 32% No
Chromomycosis c-ANCA 20% No
Myelodysplasia p-ANCA 8% to 33% Sometimes MPO
Poststreptococcal glomerulonephritis p-ANCA 9% Sometimes MPO
a-ANCA
Uveitis ¢c-ANCA 4% No No relationship to
Wegener's

ANCA = Antineutrophil cytoplasmic antibodies; a~-ANCA =atypical ANCA pattern.

This is not a comprehensive listing.

H|E $£3Q Aol sl e o] 5
7182 WA|ZAE o]g3 BALe| Z9AEE viA|
4 A 2 2do] Hol o] 7|22 A
277 A Arle] EE de A A gAY
AR AFE & £ Aok AdE. AE g8
U 747 2H84/0R 8471 188 41 A2
AL, BAL, 838ty AL oA =88 44 N
& u Ago] gt} AXZHUZ TN ARNERE
& A Alof] EQF W) Ao Ako] HA] gont
2+Ag o] EAZQ JaaZon) Bk A W
slo} B3 HEAQ AAM AR g =88
4-& 4 Ak (Table 4).

ANCAE 49 “pauci-immune etiology of pul-
monary capillaritis”¢l WG, microscopic polyar-

teritis, idiopathic pulmonary renal syndrome2] 3

ol &£80] gtt. ANCAE neutrophil primary
granuleo]u} monocyte lysosome2] AJAjHel of
& Hold& 7HAY F71A G4 %E cytoplasmic
stain®} perinulclear stainBefF F 7). cytoplas-
mic ANCA & antiproteinase 3(PR3) antibody2
A WG Eolala oqlsjc}. perinuclear ANCA
= antimyeloperoxidase antibody 24 2 micro-
scopic polartertis, idiopathic pulmonary renal
syndromed]A] gAdoz Jehh} olgjd% classic
polyarteritis nodosa, Churg-Strauss syndrome,
Goodpasture’s syndromed| 4] Th}3gt HiE 2 Jeh}
3 =E7 WG, hydralazine-induced glomerulone-
phritis, hydralazine-induced lupuso|A] vjepdct.
ANCA7} &3t Aghe] 2 F11A] Wloz A3k
o] A A =o] Qo YoM DAHA
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3 ANCA7Z} Q0 8xeollA 0ol gAIgle} i
E ARAEEEE FUsldl #des Fggcn
FRkaL .

ANCAZIA} il Fog He 1) tge v
E-0]3 el (nonspecific pattern)7} BaE 4 o
B olgf§l ¥] KolA el Adel =&l HA e
th 2) AR} AYo] FHE HAR} At 3
¥ PYE AHE ZFoE stain patterno] B
A 2)7e) Aoz} Qln AR AR}
X&}2] g}, 3) p-ANCAS} ¢%-9] antinuclear
antibody(ANA) g} o] oA £713Q A}
7t dazdict. 4) $ g0l BY, #9, amebiasis,
HIV, chromomycosis, cystic fibrosis, postster-
ptococcal glomerulonephritis, mycobacterium
avium intracellulare, myelodysplasia, sarcoidosis
FolA vl oj2 Q8] BEa g A ALg
o] f1¥ol A& F W) wi=A] A3Fde Ao
AN EE FEste] v=A] PGS AAE] &
ofglt}(Table 5).

SLE®] #AH Hrks vl¢ st Xz3}A]
%2 PN BFEZIF e FAIME ANAYE
95% <A WA=Y antidouble-strand DNA (anti-
ds DNA )antibody7} 50-75% oA %Ado]™ anti-
dsDNA antibody ¢} W& C39] k&= A9 100%
SLE¢} o] 7Fs3ict.

Goodpasture’s syndrome2] A& 3o Wy
YyggMal ¥A antibasement membrane anti-
body(ABMA)7} =&0] 55 3 ABMAE uj¢
91(97% ) 8}l B-0](98% )3}9 glomerular base-
ment membrane®} alveolar basement membrane
of] immunoglobuling} linear deposit”} glo.d g
9] “gold standard” 2 7Fs3ich. o] Ao w
Bre AREAAAPT &2&3A HApgelts
Immunocompromised hostellA] # Zgdog gl
HEE e TN e dEY 2208 2Y & el
YRlo] Jgd ACIME 7182 WA BALE
olg3f UYHPoZ ZAL wiAIY] Y =¥o| Y

23}

V. QEZESERS X2

H2ZEBA A 7l 3hE dis A= 99l
Agel sl =7lo AT 8 & AlEsiojor &
ok e old Ao it AMAIHA x8A|Ho)
2 e e R A B I 2=

WG 9= Fauci 5%o] ul= NIHoA cycl-
ophosphamide 2mg/kg/day$} prednisone 1mg/
kg/daye] 8%z} 4% AZAHo|n W] AYsh= 7
$-°| cyclophosphamide 4-5mg/kg/day$} predni-
sone 2mg/kg/day ] protocol2 X8 Ald] 91% ol
A Aol AR 75%lA remissiono] YT
cyclophosphamide tj4l azathioprine€ A3 of
remisssion FEe HH3Y  cyclophospha-
mide X&5& ZAr]x] ®3k= 729 azathioprine o2
th X3t remission& #2 ¥ F AU} o5 ¥
2¥9 ARAEEEE FUR AFY WGAAME
cyclophosphamide 5mg/kg/day$} prednisone
2mg/kg/day <] §3%& FHsixn U}

Microscopic polyarteritisolld&= Savage$#&
prednisoned} cytotoxic agent(cyclophosphamide
¥+ azathioprine) A3} YXjA] plasmaphere-
sisg AlPE woll 79% 2] remissiong LYt 18
U ARG E SO Aol tid X5yl o
A= BHY B84 o cyclophosphamide
¢} prednisoneg W83 AHo) o] AgHow 2&
¥ SLE XA sx2¥ & F9¢ 39 high
dose corticosteroid7} £ Agojc}. T2} URolA
+ cyclophosphamide, coticosteriod, plasmaphere-
sis& AMS-E wolx= APE o 3] gIUY Ao
HusE: ot

Goodpasture’s syndrome2] 7% $ Johnsong-#&
A% o2 prednisone 2mg/kg/days} cyclopho-
sphamide 2mg/kg/daye] A}8-3} prednisone,
cyclophosphamide, plasmapheresis(once every 3
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days) AFR-T+& Blal Ale)] plasmapheresis 2] 82l
A ABMA7Z} o wg] 245D ARd dAsT 7
284}k 282719 creatinine 43X} A7 ZA}
% crescent FAAF7} ARG o gAT
Fold 4UUAE BRI SF71540) dsixe A
BHPYTE) Abolzt gllth. ARF Apdshe #HE Y
739 methylprednisolone 1gm/day& 1-3Y47t At
£33 $& vhe-g By

Idiopathic pulmonary renal syndrome, Behget's
syndrome, HSP, IgA nephropathy, antiphospho-
lipid syndrome2.2 g #E2Yo) AL Ade
case report7} F2 H1 o] HAAS 2P
¥ 21t gl= AAelrl. ANCA associated idio-
pathic pulmonary renal syndrome ] 79- predni-
sone®} cyclophosphamide’} &3¢l Aoz W
¥]1 Q)i Behget’s syndrome, antiphospholipid
syndrome2] 7§ corticosteroid ©% Xg5% F7}
7t g Eansz ok H¥EEFFNA
Green5°2 H5F F9 o] o] = HUH
Ql A #R A7 BARle] WGl AME=
protocolQ! corticosteroid 1-2mg/kg/day, cyclo-
phospamide 2-5gm/kg/day& ARE3lT FAl9|
broad spectrum antibiotics & W33} o] x}ol| A
AZAG o]} Goodpasture’s syndromeo] 2J4]5 &=
7d9-= plasmapheresis& W3Er1E FHs ¢
t}. 28y} o]zj§ systemic inflammatory disor-
derollA] corticosteroidt} cyclophosphamide& 3
B38l= A% Preumocystis carinii®] ZHES918el
=31 DA APRE o] E710 o] Ao g oY
o] vt=A] Hagslojol frin =3t

g 8

T deo] JEEPI JRAEBAE Fus
vz AP dgde 534 270 V)4 b
o 7EdEE de e ot agee dad, 23
AL, M 274 dE dieler He ot

Yzo} Fexgo] dasdich E3 Afo] AFHAo|n
ABAY A7l 27]e] HAF Ay} =79 3
A3 87t 4Aelot. o] xleA] gy 7
HAAAL corticosteroid & AME-3171 3 gAY
& vr=A] wiAlslodoRsta 713 Ao g ool
I3 R o[t}
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