7 Lov ¥ —PENZFEERE - mEA (Churg-
Strauss fEfEEE) @ 1 #

FESR GRS BRTFEET R —E

A EE, R ER, b B
aR B, At 3XEE, JIE i

hPE @4, Bl

15 K

TSR AAE TR B R FERT R EEE

o

I. 3C®IC

19514 Churg & Strauss® (¢ & ¥ classical
periarteritis nodosa® & B/ FEFEED S 13
Bl allergic granulomatous angitis (UI'F AG
A) DHE XN, AE FERIRIICIE,  WE,
=, IFRRMEBIUOLZREBRELRL, W
FEALRR SO0 I N E &, HERRE LR
FERELZEADIENBHTH S, Lk AGA
DM ZEAHP~> #HE I, AHICRTH L
FTLELTD AGA DEBIIRIE LB+ K
B DIWEBBTEINTIN S, Rx bMmEEZE
BT HIEFICHRE, ERSTFERES, o
W, RUOKRBEEREZEZEL, ok Bh—Et
DOREHHEIR &, B - BFREARIE T DR mke b
HEx2RL, iR KOREERICT, &
BoOERRE, BEHnEL, BMEESD
MmE NI 2380 AGA Bl 5 Churg-Strauss
syndrome - Bbn 2 1 FIEFEEBR LIcOTHRE
T 5,

II. % &Y
B3E 24, BH, HBEEA
TEF B, MK, REAR, 2SR
FIERE « b E—H, 2, ENH
BEAERE © 13F —ftizs, 20F —Gilbert disease
DEE, 22—z

& Hl

BURRE ¢ BEFISA4E (235) Kb &E S C
THBZZI TNz, S5F6 AR, Bk, A,
M2 7 L, HIFICEFREZRD o, ff
7% L2 W s, CEX, steroid i X 2 # 2%,
8 Hici3®k L7co LA LRI 9 BHIAI KD
U RBRSIEIR 238, FilEl & EREOER TII®
RLUGEOR, HRHCEABE LT,

BUE : AE64kg, H K 172cm, ki 102/43,
%, I 85/55mmHg, MRk 18/43, ERASIR
PREHDH D FRE, AMICERTDH D, 0F
EH, FHERZED 5, HKICET ZBD IS0,

e I =
AR XRER, 4 L~THE, Al
SHICTRAREN], (312 19— 15 R % 2
3o

EH 1
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T L — R IFEEE « M 2 (Churg-Strauss fEfEE) O 1 4
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®1 A B K B & K &
o — A G RMRE
RBC 550 x 10*/mm?3 OCRP (+H)
Hb 16. 7g/dl RA (=)
Plt 22.6x10*/mm? LE test (=)
OWBC 10500/mm?3 ASLO 20U
(OZFEosinoplil 16 % (1680/mm?3) ANA (=)
MW e L 3 anti DNA Ab. (—)
T. P. 7.8 g/dl CH 50 49.1 CHSOU/ml
Alb 4.0 g/dl (51.4%) direct & indirect Coombs test (—)
ar—G 0.4 g/dl ( 5.4%) Cold hemagglutimin test X8
az—G 1.1 g/dl (14.4%) Micoplasma CF antibody 32U
B—-G 0.6 g/dl ( 8.6%) OIgE 1282 IU /ml
y—G 1.6 g/dl (19.9%) QOlgG 1494 mg/dl
GOT (5~19) 81U IgA 243 mg/dl
GPT (4~25) 81U IgM 99 mg/dl
LDH (120-240) 117 1U 1gD 0 mg/dl
BUN (8—-19) 8mg/dl tuberculin test (+)
Creatimine 1.1mg/dl (PPDs, —i%z2 M Ji1)
Obilirubin ¥ 3.20mgy/dl R — e
B 1.00mg/dl O%fR” 7.0mg/dl
B 2.20mg/dl o 0 g/dl
Ca 4,5 mEq/] R WBC 1/
Na 140 mEq/1 RBC (=)
K 3.3mEq/Il ‘ ARy S (=)
Cl 100 mEq//! | wmE (=)

ARk A pldg - ]| 1

e s ABER, M LERR L, EELThHY
THificrREELZRD (BE1), BHXHO M
INO Z2#45 Uichs, —RRI7SIERD &R A 3
BDIcDAT, dSHHEIDFRNE, Lo
BRERMIMP R RIEF O IR EKEZ 238 0,
Nl i Bs BRE & 2 Wi, predonisolone 35mg/day £
H L, UL UlREZOSENRED SNED
%y, 12AH i KE X gm#E, TBLB 21T, F
72 betamethasone 6mg 5 |CEE LI, £D
BIER R ORI L R D B E 2R, KMMLE &
ORI PO EERR & A, kL, £ORD
TBLB o H.& LT}, fiflaiyds XTI fa
DIFBRREE2RDICOATH >, THEE,
[E R ICHITRE E2A, TOWRHEMBEGZE LT
2, LROBEERK, R LR, FEEEREE
&9 B SAE MR DR & R DO TR &R 0
7z, betamethasone i, #3447 H #% Ik

glucocorticoid JNE#%, 34 A% D RELX
WER, HREEOL ES, A FICEHEE
Hohsag, £ EM¥ic, AbREERBED
WEHEDOEEDHEE A5,

5R2
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EfricBUoRBEESHBEL (BE2), £M Ss, PTAH e, <710), & 5B /ARG 5 Rk
M LMK chr sk Dsgin, 1gE &8s I, DT TIZH B 05 b ICHARRMESRIEI
mZaET Lic, FFE, RELCHEHERE, H 2HT 5, RFMEREDOENZELE 2 HH
IR ARY, EREARLET ERMRRL bHE (BEGE: AL Ss HE Jufa, xX1450),
BIOBBEEKT 2R, 228 50DIC
XAk, BAMINAE R 2T LIckER, 7L
F —PERIFIEAE - M % &2 W, predonisolone
60mg ic# & Lic, MioREE BR3), K
B, KL IMHE BHRELREL, XM
MR ER 135D U, IgE [H KT AR D,
Z D%, BREDORMMBELDHER LoD, HAE
Feo A BiEE U718 5 steroid @#igih TH 5, K 1
ICRRIR PR Y % 7R 9

i ERAR ARSI AT L - Bl Az ke, A2l L
(S3, S4ms) OB OSNIFEARTIE, JEHEICHE
IR EROME~ORBA S 73 5 i a8
DRIEUEALZRD L (BEAL ; LI EE Ss,

HE e, - 140), SO #EZE (LI HLL YLD _ -

MR L, WS, WEBREAMICE T SEI BRIVERSE 7 L0 — pASEE -

FUHIE, ) ook, &5 X OSSR L IFEEER 0D 1Y 2 XMW, T glucocorticoid BT T HNHRE
e e %2 4 ) H OB X $EIT, 22 LIS ORE

5B, AMERDO—FICILRMER AT = B ORAAL TR LTI %, BN R

BhNBELHEDONG (FES ;A4 1% £ BBEOLAL 2D B

B&E4 LML Ss, HE Yefa, X140
JERICEE TR RRIZIEE & 725, MIE, Mo SEREMNE A D,
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o

BE5 ZMiL#Ss. PTAH #ufa, X710
M D SEME L. MEBEO—IRICIT, BRI EDE 2R
TR D, MERE, MEREMEBIICR, FRREEPERTH 5,

& gh

FEH6 i k¥ S:; HE #uff 1450
MENFEERICED S NICAFERHRE, TONCEREREELEDE S
Hoarhih B Ficid, BEMRE EBIC, HEBROBREES5,

o o
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¢

Gog v e

UL LHFHERORBREROLTHLTHD, FcEY
I OEEA S BSOS RAFERREZ RED SN
W, EHERGTEERICE T 5, KKHMEED
ERERKICBWTS, MEREE LU, Heakic
BEOFEIRZEE & 7125 SHEHELERD,
R & BEET 2 HLN R RINnE (BET;
HIRZ i A Ak HE gufs, <710),

I11. = =

A GHEMESR O B * 18664 Kussmaul
and Maier®? ¢ periarteritis nodosa {Z{Z U F 5
D5, DB IFI930FE T, WEE - RO
e 2R 374 T DIME 2 OIS B & L
TEM SN T, 19314 Klinger'” (2 &9,
19394112 Wegener'® (z kb, F 7 19514
Churg & Strauss” FiC X -T, KM,
JWHERHg T classical periarteritis nodosa & #
RAERPREI N T ICX D, KERE L
DIRELDH Uiz, 19524F Zeek' (I ik M4
%, WEEEKME (7 LraF i) WIFEHEME XL,
LD BERE O ME %, &L CHIBEEIRIS D &5
itk 2 2 Bk 2¢  (polyarteritis nodosa) %43

T LoV F —HEPYEFESE - M % (Churg-Strauss Ji & #) O 1§

E

™~ -

x 710
IMEEE, ROKAMPIC, ik, FBRIRESHD, MEMEERD S,

BELT, DHT2EABE LI, Zeek™ (L
Eax [MEOW, &, SED 3 & %2R IUE
T, UIX UMM CBURMESREM) *
ES5b0] tEHl, BEHENELOMESEZRE
H U, Kussmaul-Maier? O#4& 1cifiAx2 % 9 5
HEP SR EE BRI KL, REHEROOEE
B9 3R EIR O NE & T, MIME TR,
KERRICET 2AELHRDO AT, @EE
RExRIFERIENEL, K/NOFOFE - #
kAR BEMENELERDO 7 v —TICEE L
feo T8b L, MMHERMERLIC, TOHRET
LR E 0D A TRELS, BRI AME
O, 0%, FHIOSHEBEZEALL, L
L, IS J M/ NN 13 &8 R TR 2
iEDSERZ T, KIMAE 12 & B YE S DO YRS &y
UBHELD, MBIRRICEH VTS HERMERIEE
PR S B ME R 2R OB LERITRIN,

19574 Rose & Spencer?® [IflifRZE O HHEIT
& - T polyarteritis nodosa (PN) 2 2 D404
Lo Z0#% PN BT, [REXE LU
MSERBEoTU/NEEIR, 70 RK]EXBKRIC
KRR MBS A > T, FEWRRLNMELR &,
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Zzhkdul & UcBRB M ORVE M X DR 1R 23
FEE L TR O, FoBEcBIA L Lo EiEE
BIRANIEL S A 5N, —EBOBIIRIIANEEAE
WL, AELT, TOXEEBICEERE
EERT A EBMOENBEKIICE T 6
iz Klinger!”, Wegener'® D #4 |- Wegener
BIEERE (WG), Churg & Strass? iz k% AG
A BIUZOHUEETIE, [EH 503N
D EMIE T Z Rk S 08 gt o 58 3 E
MRPBEDONIZEBEFEIND LD I -7,
WEFERZE L, S TOMMICRET 5% B
fili « DMERPEBEICECBOEEDO T %,
W - T, FPRERARIME X IR FEUEL 2R
LTBEFA B MERXRIEL DFERTRAL,
ERERA I 1245 B RSB IR 9 5 L [Elp i, [
BROMRE U TOMERE, HIMKEDIH
HIRDOEREE IC X 2IERBIND 5 T &l
=W ICT 505 ARINE ZRISERBEE X
NTNBDT, FHREFHIICHE %X DRIBICHE LT
HUULUICREEZRET 5, MEREDEREID,
O REMHEBBEY, © WFEERH, @ &
R cHr T o, ZOFHIHOKREDREENED
ObNDZDERKHET 5, T78bb, RFEUE
fLIC 2T HEAEMEROBEEREE LTO
TIRMJIC BT ZFESLK L, —REDREF
MR EOHEIIRETDH %,

R. A. DeRemee?? ZIFRBRRAMBELRSE, @O
Wegener | EEE (WG), @ 7L ¥ —HRH
IFRESE o M 45, 4 78H B Churg-Strauss JE
BE (AGA), ® ZHWMMIE, Y v/ ERH
FIEIE B (polymorphic reticulosis,~lymph-

Allergic

angiitis

PAN Rheumatic

fever

l

Angiitic

Angiitis

Arteritis of

rheumatoid SLE.
arthritis and
of aermatomyositis

granulomatosis

=

25

FRBPHLE H1S% H1,

matoid granulomatosis) D 3 IC % L T
32, WG (3, FRBETRBICET 58Ik - B
RO ME J5 &, HHIEMBUR R BR IR 28 2 5 85K
VERIFIE 2P R IC R © 5 15, 19664F Ca-
rrington & Liebow?? [ZAREREKK DS & 178
OBR/FME Wegener B3 JE E® Z R 1E L 7o
AGA IME A2V, WG gl Lo ENR &
R R O BB ik 178 2% A F S 50 M S 3P
A S, WG DEEE M & 7o ISR E
ICESNRRMEB R D S DT, M (T L F—
) M R TIFBIREE S o5, WG &
AGA ci3, BEeFRmIIcid, WEOFE, KM
IFEEFREZ OE M THIE L, MHB/EFHICE, B
FEREDURICENEDH S, LHrLHEBEOR
TREASNBERDOESE &Y Burton® X
Chegener’s granulomatosis & FEFR9™ 5 & 3tic,
Loeffler’s syndrome2® & AGA & 178 %
Choéffler’s pulmonary eosinophilia & L, WG
& AGA, Loeffler’s syndrome & % DB{TH %
#Fr LT [Choffler Train] & 5 » T 5,
Alarcén-Segovia & Brown?® (I 4 (3 i R
TS S RO D 6, MKIMERLE T
W R T P ERTEERBEL TS, T
tiH b PN 31 & 45, Loeffler’s syndrome 73
WEBEOMEREZ L, AGA BTEDTH O &
HLTEEZRTHD (®2),

EAa OB LIEF TR, © MEOBE 23
b, FEICHMEND B, @ FEH, KM
BLOMEDOIFERES, IgE 05 H,. ®
BB L ARICT, H—18 AR ARARREEELRD

%, @ JUEHET, WMEHiCEBT 5, L
Wegener's Lethal ‘
granulomatosis ~ midline Eosinophilic
granuloma  granuloma
— —

S1SO}OWOINUDIS

Loeffler's
syndrome

2 Graphic representation of the spectrum of relationship of granuloma
and angiitis in the necrotizing angiitides. (Alarcén-Segovia, D. and

Brown, A. L. 2®, Mayo clin. Proc.

39, 1964. p 214 X b B|H)
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BHFBRREZEERET I REMEORHERL R,
® FRRMERBSEEME S, MIBIAR 70 3A# IR
DIME %, RYEMN, MK %X OHZMER
LV HNFERRE. © FRRMERBIELE B
b B ERS ZH0 & T B IME AR ERIRE,

® FETUVvAMF-HNEL, BEOEEE,

REBHREL, —BYDEIPEIRD X B rER
ENFH SN, AGA »WHW % Churg-Strauss
EREBEEELN S, LKA ICRTIE, [REX
BT, 8% « KREX IO A/ NS TR
EERBDOLMPBERTH 5, ZNIRMBDIERT
REEXEFTRIKODOTOFRIERBRON
BoRrd L0, [EBRUKEICASFE
REAZRD 2E1TI WG EOBE#ETHELE H 5 A
ThHd, 1L, EXEICREHFRZADG
Mo t,

AFE DR E LT glucocorticoid FEH:ASB %L
EEbN, —HF WG KzoHRFEDa Y o —
VicKIRREEFIBKLEE SO EE LD, AGA
T & 4ic glucocorticoid DEFHFITIZ, TOHE
ODEKZFHALTHABIRETHB LEDN S,
AHEHF) T 1L, glucocorticoid D5 T, BEDK
MR 2R T DA T REERISKE L,

FHIC2WTIE, R A. DeRemee32V D4

X3 irEEEEEOmEE (EL) & 5 86 8 E & BT
hyperallergic disorder & D Bf:&# % ;R 9 X
(Benvenisti & Ultmann (T & 5 )3?

E : frEEEkEs%, MS : BREFE(biE, CML:
SEtammE, AL SRME, PN &
B ik B B 2¢, DECD : disseminated eosi-
nophilic collagen disease, LE : Loffler .LapNE
% (Y%HmE, MR H, ERREY 18, 1982,
p29X vV BIH)

T UouE —BESFE + M % (Churg-Strauss R O 1 Y

— 101 —

L 72308 hE T4 12154 ©, < DA FHR
12 4.6ETHAERRTINE, TDSHB5HH
DERBTIHT L, 3HATLHEEDOHRALND -
2o ZhREBROMEREBbLNS, KEH
T, 2Bt ECG F#EicERiIRED LN
18 -7z, B BIERDSME K ORIk - Tk
ETILHBHRMEINTNED, TOHERAET
LB LN, MERE L MELRROKRED
84, LTI 3L 1FEELRY, Einid
EFERARTHLEEDN S, ZOEBEWRTA
EAL, WMERBREMERRROMBEN 1 FR
D EEHRREID, FPERERSTRIHE, 4%
HEEICRAER T HILENH S E-BbNh 5,
MELDOFREFTH D, HBERDOELE D
EZoh, RBEEARKRB XUREMBREXY ¥
NREDE L Lh—F, TR ZTOmMEBMERT
B EDBDPH B, Alarcén-Segovia®” |3 F2 O
KD ICREBRFICL 0 EHSL TV 5,
AIETRERARIBIKRT, "YRAZXRMET
2 7Y ICBEEES, TRARUVFEFLR, £O
OBEE A, FXFICREETDH -7,
MEFENCH T R v F v 2 extd 3 Bk
BAEBA I N, Hb %2 iTh o, 4%
DB E2EST %,

P/ d

Eosinopilia chronic

| /\ HES
3 MPS

acute

ALL

LPS

K14 Hypereosinophilic syndrome (HES) & ¥
&, hyperallergic disorder @ BE#E AR T HAE
E : fFEesREa MmN, MPS @ 58 R T,
p : FAERESE, d:ERFAEE, 1 SEH
#k4¢, 2 : disseminated eosinophilic collagen
disease, 3 : Loffler LopNiE %S (SEHHME, a4kt
H, ERIRFISE 18, 1982. p3l1 X O 5IHD)
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LOEFFLER JE{REf

M R P S T ER PRI 2 fE R B
FEANHBRD ME %K - AEETHEALRE
HENOCH-SCHONLEIN ¥5B1%
K%, £REEBHLOIME X
/INIRL R R A 4 — 25 FR M 4%

&858 - RFHE



BHFI57. 3

7 LoV — PSS - 1% % (Churg-Strauss SR O 1 §)
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lethal midline granuloma
(A RR 7 i 355
CoGAN JEBH
iR oD & 45 EaLEs 5
| | A AR I 4
SRR S N SR (fUER) BhAR % ) o= F S R
SRR MR7% LR

| BERALICHS < M

RBIC, NEFZTFBKESOmED AT,
19684= Hardy & Anderson®® D218 ic & 5
hypereosinophilic syndrome (HES) o 1 #] &
TEEZHbDAEEMNIMA TH <, HES
i3, WEOERKICKD, © HEKEEZRIG
HEEZ, BEERS LD AREFEN SR %
PLhET2RFE @ FBERESLZERYE &
EZ, MEFHESAEE2ERT IR, 02
DORFBHY, AGA BODEZFITET 5,
Hardy*® (32 ® 2 D0OEZ FicEks 0 B 1T
fT238D, MEFEE2—FE LT HES &AL, 7
Lh BRAFE DI B E 2R BRI <
EHERIL/IDTH 5, 19754 Chusid® 3 HE
S opAE#E L LT, © 1500/mm?® Ll ko i
BRES N6y AU LR T5 C L, @ D
FEERREEZ ORRABE N &, kU@ BEE
EEAONZERERD B ED3 G EH T,
HES & 3iFEgskiamiE (EL) 2—F5 O )& &
U7z LB & RT, HES D%l thic
HFBRRCEEILDPELS CEERET HEHE
BENEL, HES @1 DDEBRTH 20, £
T oFBERER MR ROREICEITT S &
bHVBZLELTVE, £ LTEDREMAST
12T, 54#lic aneuploidy, 1 #]iz Rh' Bi%
B, FIEOF3IFLKENE O KB ic EL
ER ST EHELTVDS, ZOXHI>RHMLLE
ZBE, FEMEBNTS, BHERCER,
BLURBESMTBRETH L EEZ 6N 5,

IV. % B

WRE, FEEL, IFEEERMEL T - T, KM
SER, K%, BEE, EIER MiFEBRRE S,
LHMoEEEZRL, HELHRS JUBRMNLE

(KEPeE, BGERE 4, 1978, pl1108X b E[F)

BT, BREKNER RAFEREZLZ, X
B REXIicbRFEBELAZRD, allergic gra-
nulomatosis and angitis (AGA)) Churg-Strauss
syndrome &t B b 2 1H2EBR LD THE
L, XBRMIZBREZNZ 72,

X B

1) Churg,J.and Strauss, L., Allergic granulomatosis;
allergic angitis and periarteritis nodosa, Am. J.
Pathol., 27: 277-301, 1951.

2) Kussmal, A.and Maier, K., Uber eine bisher nicht
beschriebene eigentiimliche Arterienerkrankung
(Periarteritis nodosa), die mit Morbus Brightii und

Muskel-
lahmung einhergeht, Dtsch. Arch. Klin. Med., 1:
484-517, 1866.

3) Chumbley, L. C. et al.,, Allergic granulomatosis

rapid  fortschreitender allgemeiner

and angitis (Churg-Strauss syndrome), Report
and analysis of 30 cases, Mayo Clin. Proc., 52:
477-484, 1977.

4) Sokolov, R.A. et al., Allergic granulomatosis,
Amer. J. Med. 32: 131, 1962.

5) Varriale, P. et al., Allergic granulomatosis, Case
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A CASE OF ALLERGIC GRANULOMATOSIS AND ANGITIS
(CHURG-STRAUSS SYNDROME)

Nobuo SAKURAI, Kenshi BANDO, Hideki NISHIYAMA, Takuya KURASAWA,
Fumiyuki KUZE, Mitsuru KAWAI, Michiyasu NAKANISHI,
Nobuo MAEKAWA and Masanori HOSOKAWA

The First Deartment of Medicine and Department of Paitkology,
Chest Disease Research Institute. Kyoto University

A 24-year-old male with asthma, who complained of fever, dyspnea, cough, bloody sputum
and general fatigue, was histopathologically diagnosed as allergic granulomatosis and angitis
(Churg-Strauss syndrome) by both open lung and skin biopsy. The symptom subsided and his
chest roentogenogram improved by glucocorticoid therapy and has been doing well with a mainte-
nance dose (15 mg) of predonisolone for six months. Allergic granulomatosis and angitis was
first reported by Churg and Strauss in 1951, which was characterized histologically by necrotizing
vasculitis of small arteries and veins with extravascular granulomas and with infiltration of
eosinophils to the vessels and perivascular tissues, and clinically by bronchial asthma, fever and
hypereosinophilia. The disease is said to involve many organs, most frequently the lung, peri-

pheral nerves and skin.



