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[1]Crow—FukaseERBNDES

Crow-FukaselfE e B¥id, ZRWER, 2 H5FE (THEHZE, EA, Bk) , REEL(E
FUF, WE, Bilr), Ao ER (XA F,. BE, ZEA, BRHEBRELY),
REJUTIYVRE, BHEX (F-BEX, VoNEHER) , 2o (8, 27, &
bLE) B ENEELEREETIERATFTHANBERLERRETH B3,

(2] BEEREBEH

19564, Crow'*’ i} “Peripheral neuritis in myelomatosis” ¥ WS E& 2T 2EHl %
HEL, SRHFFERBC—KTIRINOBELE 2 605, 19685, FWL VLY
TEBRHZETHIARE RS EESINTLR, DFEALCBWIHRODERY ET ER
PERERBREIN, 100ALIEICELTWS, 1974, AL VB EXRERBZH L WERE
ELTHNETSTHLZLZREBL, "ZRUEMBREANWBERKREZMH S plasma cell dyscr-
asia” (GAM) twBLL., 2%, DFEBIUVIEICBWIPEPERE*Y, PO
EMSHEKES, TakatsukiERBEP Z LB A DHEKFTHRIERTWE, BEA A MEESR
MAEZEXBOLEICHRSINAKEHERAHETE, LEOETHRBIZELT, &
DWwEHZ Crow LAXEBRBIPFHZBU2E->PTE 2> DbHPEBRIOHREETH S
FHEOLNDHZEHEL T Crow-Fukase FERB LA TE D *? , AFTL Crow-Fukase JiE B H
HE—LTHWS,
[3]Crow—FukasefERBICBIT2Y BN REHBEEZNER

FLBEEEREIRIERT IO, 2RBBRELHACEIDLN, FEBIUKEER
LEEBAICALNR, VNEEBEREZPVOE6SXDERICRD 552", Crow-Fukase JE &
HICBUTEXY UNBREDKREBABZENZRITE, DB, EABSL? T L2 HE
BHY, TOMBAOEABREFHELDATH B> 38-3%-4852)  )\G, EABLICL S
E, TORBHEBMRABLUTOLIILRFHELDEINTWVWSE, QU U NERFEH D5
TLBELTWS, ORFBLHFEHEL TS, OFPLIZERIIILLPMEFIEAL, &
BAICkT - AL, TOBVPHEREREZEL TW5b (angiosclerosis) , @ERREH
BIICBWIBEMERBESS - PRICEMEL, %L:%Eﬂﬂﬂﬁﬁ‘%&ﬁ‘é. GBBEHRIEC
postcapillary venule (PCV) ZWL/MMEHSBELTWS, @Y X NEHFHE T, sinus

ot

histiocytosis2 5, N 6D R Castleman’s disease {CHMUIT B LENT
W3 HE5-38-52)  Castleman’s disease BB RBEMETHL2DICH L, KXEKHTIZLH



MThEaABRE<ELE, 27, SRENCLARRE TR, BHORCETHOLE
RMENT T L <, BBZY Y SE2EH L2 L5 hyaline-vascular (HV ) B
Castleman’s diseaseb IR L > BEZE2EL, RPLDEHSB L1 angiosclerosis ¥
5 HT, plasma cell (P C)# Castleman’s diseaserl LRG> T WA I L3, BB
JUEABMOICEDE/ERTWE24", LHL, KEBRBOHICP CH Castleman’s
diseaset AR OBWE L DEADFWES B N®Y, 72K D Castlenan’s disease
BV Y NEIRZE, $%bb multicentric giant lymph node hyperplasia (LI FMG L H
CET) OREMASELNELETHEALNT 12-16.30.31.51.55. 560 kggamo )
YNRRELBOTHAML - REABMRA L2 T2 L bic, KM WERE, SREL Y
DEFEREESI I LEDY, AEBRBLOXLBAYETLI L THEEW, ChbD
EPLELTLLREREDY YNEHRE L Castleman’s diseaseB L UMGLHYIZE L
SRLDEBREVYRTY, BASBEL L->T V5,

(4] FHEOHEE L BHEY

AR TIL, Crow-Fukase FERFD Y Y NREHRELCOWT, LTOFERBHABHIRD
SEERRY, EHMBLENFELHVWLBEAROREEORS, BXUY Y BN
VURBRY Ty FORFOBEEHOIEREL, OV XERE L KBRF LA, %
B, 2ZThbhLHILboTBLH, Crow-Fukase BB DY ¥ /N %2543 B K =
Crow-Fukase EBRBE L B LAEMNOU Y NBAEBRMBEZ AV, SEBL LTHVWLMG
LH, HV® Castleman’s disease, P C# Castleman’s disease, RIGHERNBER B
FURBRNY Y NBRE, BRERONACHPb L FREMRTNBIICL 2HA 2
Flvwre, 29, mHEABFEOEENRITOEE TIE, Crow-Fukase RED Y ¥ NE D
RHHEBHT RGBT, VI NERDEBAE, RBLDEHHEIE, angiosclerosis D
BOREZEENCREL, LZOSBY Y NERELRBRETEILICLD, AR
BLoBBEMNCRAEZRIFLE.

FERBOVY S NBOBBEMABOBE OV, BEBERCEI2L - rROBRE
FHEBNZS, BrIEMEEORE/ 07 Y DI 5 AR L - RERRBORE »
ABZIENHY, AEBRBOFELOBSFERINTVWE, AWETE, YO NEBHRE
FAEBRBOKEICHL, CORENEEZ LoD BHT L0, SEMBLENS
EEHWT, YONERENOBEMROSEE 707 Y D7 I XA EMEMEAN+ &
L, 35 BEMBORMERMOY Y NERELLBRALL. 272, c8, A8OR



FLBILRIVARREY Y ARCS T2 BEMANBOSEES X UHEMBOE 7 o —
CHOBERRELE,

FERBOV S NABEHBRLTVWBY S NRIE, REBE LEELRNERLLT VS
EELLNBH, $ETOLEIAHHLRABLSAT VLW, FE, ik b Y NRE
J7a—-FAHEABRENAILICED, VY NERARSE TS Y Y NEANOB M,
THBEBXFHNK - 1"HBOSHRRTCET 3 HEFBE SN T VB 42400
YRBHOTHERE, ECEREESCH %L, BARRLOREAAICE D REEE R
HLEBABRLBELTVSEELLNE 4D, —F, BEBBIC—XABAD B W
BoRNBOBRS L UERLIESLT WS, 4, HNK-1"8Bid natural killer
MBicnd 2T/ 70— bk Leu- 7 EDBRBE SR, VY NRBHRTRBEHROANE
BELTHHTEZ s, BFOANBABO M LEBOBER CHEYS LTV L H#ES
NTWB3 4, KFETE, BENESOBEAROREE L CRPLOESEL Y Ok
ERBOBRELHESBYNERL TNO2HRLTVA YUY NRE DB RHT 5 2
B, HERNYYNRE/ 70— FAHKIC L2 REHBEHTEE AW, AEREOE
KUY NBEST2THRY 72y b, BARBIVHNK-1"HBOABEREL L.

DLEnEEOKRH S, Crow-Fukase ERBD UV NBHREIE, WALA LS THEE
HL, HVEBIUPCH Castleman’s disease L 3B %2 250238, BicPC
BiCastleman’s disease L HBENHEREEZ L BTk, MGLHLYII angiosclerosisDBE
DEEHZHFEDTHEMLTCNSE I L, RELZ2 9B 2 B EREERED R &
FADEIL, YUY NBAOTHEBY 7€ v F T suppressor T celliz L T helper
T cell BEHEL>TWBE L EBRALPLEL>2DT, UTOEILRRE,

AR, BoETHECHWLHBLFE, BSIETHERHN, BN, B
MABRERT 2L, SRICTHAEBEMRIES 2D Crow-Fukase EHRED 1 M2
RARL, BASCTERLHW, BASCLHKORE, BLECSRIREITA,

&

ARRXOETEER, F2S5MNHAFHARFEEEBL (1985%F) BIUBE27THHEA#HE
¥LBEL£ (1986%4) THEL, THAHNRFSZSX) CBETETHS ., T2,
BHBLCRRLEHEBHALCOVWTE, TERBRY ) 27525, 1987HIZE#ETE
Th5H.



% — 1. Crow-Fukase ERB OB KER
( Neurology, Nakanishi&b D iw33"’ o651 H)

Clinical manifestations

No. of patients
Sex (M/F)
Mean age at onset (yr)

Polyneuropathy
Peripheral neuropathy
Papilledema
Increased CSF protein

(=50 mg/dl)

Anasarca
Peripheral edema
Ascites
Pleural effusions

Skin changes
Hyperpigmentation
Hypertrichosis
Thickening

Endocrinopathy
Gynecomastia
Impotence
Amenorrhea
Glucose intolerance

Dysglobulinemia
M protein
Bone lesions

Organomegaly
Hepatomegaly
Splenomegaly
Lymphadenopathy

Other
Slight fever
Hyperhidrosis
Finger clubbing

Bone lesion present

Bone lesion absent

Sclerotic

31
21/10
48

31/31
20/29
26/27

28/30
21/27
15/29

30/31
23/28
17/26

12/20
9/15
4/
5/21

21/31
31/31

27/31
10/28
16/29

23/30
14/23
16/28

Sclerotic
and lytic Lytie Total

17 8 56

13/4 6/2 40/16

44 54

17/17 8/8 56/56 (100)
/14 3/6 '30/48 (63)
117 8/8 51/52 (98)
16/17 5/8 49/55 (89)
9/14 3/6 33/47 (70)
5/13 1/6 21/47 (45)
16/17 /8 653/56 (95)
15/17 3/5 41/50 (82)
11/12 2/5 30/43 (70)
10/11 3/6 25/37 (68)
6/8 2/4 17/27 (63)*
1/2 5/7 (11)
5/16 4/8 14/51 (27)
13/17 /8 41/56 (73)
17/11 7/8 55/56 (98)
12/14 a1 43/52 (83)
4/14 0/7 14/49 (29)*
10/16 1 30/52 (58)
10/14 2/6 35/49 (71)
"M /3 22/37 (59)
8/14 1/4 25/46 (54)

Extramedullary M protein Polyclonal
plasmacytoma alone protein alone Total
2 33 11 46
0/2 19/14 10/1 29/17
41 48 48
2/2 33/33 11/11 46/46 (100)
1/2 15/30 10/11 26/43 (60)
1/2 31/32 10/10 42/44 (95)
2/2 32/33 8/10 42/45 (93)
2/2 13/28 5/8 20/38 (63)
0/2 10/30 5/10 15/42 (36)
2/2 29/33 11/11 42/46 (91)
2/2 26/32 6/9 34/43 (79)
1/1 24/29 /8 32/38 (84)
10/17 8/9 18/26 (69)
15/16 71 22/23 (96)*
2/2 5/9 i/1 8/12 (67)
1/2 6/29 5/11 12/42 (29)
2/2 33/33 0/11 35/46 (76)
0/2 0/33 0/11 0/46 (0)
2/2 26/33 9/10 37/45 (82)
2/2 14/32 6/10 22/44 (50)*
2/2 22/32 8/10 32/44 (13)
1/1 20/32 8/10 29/43 (67)
1/2 23/30 5/8 29/40 (73)
2/2 16/33 ° /9 25/44 (57)

Figures indicate number of patients with the findings/number of patients reported (percent).

*p < 0.05.

Sum total

102
69/33
46

102/102 (100)
56/91 (62)
93/96 (97)

91/100 (91)
53/85 (62)
36/89 (40)

95/102 (93)
75/93 (81)
62/81 (17)

43/63 (68)
39/60 (78)
13/19 (68)
26/93 (28)

76/102 (75)
55/102 (54)

80/97 (82)
36/83 (39)
62/96 (65)

64/92 (70)
61/77 (66)
50/90 (56)
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B8 HMEBIUHE
[# 8] |

SEOHRECF VT CrowFukase ERBOEMIE, FERBOITERS L UBRER
BrHEL, BRWE—KT2LBMSALEALAVE, ARAEHEREEN6 AL &
CHRASHICLEN 1 SAE2WBEL VRELHF SR CrowFukase EHEF 24 %
M2H32ATHY, R2CEAFREBIURERRZRT ., ¥EBOMGLH, HV
% Castleman’s-disease, P C®! Castleman’s disease, RICHEBENEBEB LI UIHEER
WYY REAOHEE, BREROMARIPDLT, VY NBERCBVWCHREHRY
i LEEBEBMLARAZA W,

[ 1] XBRBHABEIOR
™ =
Crow-Fukase JEMEHE ; 26 B, MGLH ; 9%, HVX Castleman’s disease; S#l,
P CH# Castleman’s disease; 4%, RIGHEMBBR : 146, EBFENY Y EBE;
SHDE6 6 HDERY YNRBEXFEZHWR, %8, Crow-Fukase FERBFDIEMIL, &2
D No.1~26 DAY y)INEZHW, Crow-Fukase FEBRBLSDERIE, VY U INHAERK
KCORBHAREFNCLIARELZ2HLLCBEBHATH S, XBOBEEICE, 10%Kk1<Y)
VEE, 3umaONRT 74 YR EZERL, H E.RGBEHT-L,
7 &

(1) VU NREROBEREORR
LEREDOOPDERY UNEEEDODN —REZHERLEALF1I0HF,IPL20FCE&B L
EELEET, BRBZEIC., YNRBEXOBBEOREEIE, A—DFEEZ ML~ XK
BELECr L —X$35ZLI2EDRDL, THEIDYIUNBYROEEl cm?2bo
BREBEZRD, YOoNEROBARE (BRE /1 cm’) L, EXREMBTHRL .
(Z)BRFLDODERDLEDIFEOBRER

D6 6 DEBRY UNEELANDKEPLHEZEUHRMNUZ 2058 MBEEICES
L, 1BHIEINI2RPLOESZRFL —XHFRKICFL-XFTH5Z LX), BEH
BIREGPLOEREONZ XD, EELOY UNBOERBRTHD, KFLOERD LD %
& (KhLoEROM, ) Yy REOERE) L L,

(B3 BB LDEBDEEDRE



(2] TROBDLEZHEABORDPLOEROMNZEZTNZNDE—FEE LRGP LOE TH
N, BbhL—EHILTHVDOFHOEELZERD, ERERBEOLAEBE L 7.
(4) B D angiosclerosis DHBEEIME

LR OOBDERY O NNHEAZAIAMICHBEL , angiosclerosis DFEZ LERIC
DWTH XA, Angiosclerosis DHBHE = (angiosclerosis 2 F T 2R B LK £
REBRE) ELTERERBICHEB LA, 4B, angiosclerosis O EIZEHL 2 Kh
DIERNDPL I ~BEOPINEDERAZAD, BRATES - »BL, ZOESEER
HMBEEREX LA LoEBHLEHELL.,

[0 ] AFBRNAKECIZ2ERBASRSCBUIBEARORE
™ =
Crow-Fukase JEEH ; 29# (%245 No. 3, 6, 112%<), MGLH ; 7, HV
F Castleman’s disease; 5@, P C# Castleman’s disease; 3 #, KiGHRBEER
; 6FDEHSOBMMDERY UNENT T+ YOFBEXEZEMEE LTHWS,
;] &
KEBRREE (PAPE) OFHEY
OB/XT 74> = k&% = PBS (0.001MY »EEEH& - 0.15M NaCl, pH 7.4)
@FrYV T VIAE;  0.1%+Y 7Ly (type 1, Sigma)- PBS (0.01MY > E#E

H# - 0.15M NaCl, pH 7.4) - - - Zi& 3 04lE = PBSICTHH
ONEBERLAXY Y —¥Mik; 0.3% H.0, X% /- - - - 304
= PBSETHH
OVPXMFLIIBEARIBOTO Y7 ; 1%VPXME:- PBS - - - 3040

O—KHtkDRIE ;
Rebrlg—G, A, M, «, Atk (79 X) (Dakopattsit)
(FHWEE 1 G 40065, Ig-A 20065, Ig-M 200f5, ~ 400f%, A 800f%)
4°CIiZT over night KJE = PBSKTHS
@ _XEHORIE; 7YX I1g G (¥X) (Dakopattstt)
- - EE 3048 = PBSIITHH
®@®P AP (Dakopatts#) - - - 1,100 HR, 304HHE = PBSET#HH
®DABKIE; (0.03% 3,3 -diaminobenzidine (Dotite) - 0.01% H:0.- Y VEERE



&) - - -5HE = K&
OBFEE; ATFXIUCYER BB
1

o8 =
(1) EREEAEARICBTIBEAROBAER
SORENMETELIHBALVNERBHABEHEET S, AEGERAR T (&
BEHEMRE - ASEBEHEARE) 2Kk, IXERICCRBLL., o8, v8, ABGH®
MpEHEoZTHICE, SEALLA—RE, ZERVAFEFRCT2HERZ FHL L.
(2) BEMBOBR7ZO-VEDORE

(1) TR FHERARBRE ASFGRABREOE (A x) Z2RKDEIELICIYE
EMRoBI a-vEERELL.
(3)JCrow—FukaseERFICEBTIY UyXNAREDOBEARBOBE 0T »
732t MEMEOEBIVERKRGREL DRE

[B]IVYNREY Ty FOBRE
(1) THREY 72y OB
7 #

Crow-Fukase SEWRHEF ; 78, SEE; 115 [FEFENY NEL; 7TH, RISHERSE
K ; 3, MGLH; 1] 0o5t1 8BDERY U NBEFX (PLPRE&R&ZEVH)Z
MEE LTHWL ., CrowFukase SERBEHIE, R1D No. 1 ~7TDERMTHY, HEBE
ALY UNRNBARERZWEABRFNCZHLCERAZHWE,

;] &
OHBZENYYEL ; £ERUKBRELEZS X5 X 2mm< sWnwWaHnT7ay 7icdl5b.
QEXDEE, EBIUCYHDER

| 5€ ; P L P (periodate-lysine-paraformaldehyde)@lE#& - - - 4 B[

(0.01M NalO4, 0.075M Y VEERE®, 2% 7XFFKNVALATIHTEFR, pH 6.2)

BIEHEDGED ; 7 %sucrose- 0.1M J U EHER - - - over night
15%sucrose - 0.1M Y U EEH®E - - - 4 &EH

25%sucrose- 10% 7V Y& -0.1M VU VEEEHR - 280
DB oOER BIEBE* 7LV IRANTHE->LE - bICAR, SEiEHE 5 mH (0CT



compound®, Tissue-TekI # ) 2 WT, KSA4 74 X7 bh i<
HEDHEERLLE, 7UARS v P TEEXZ6ZEDL, T
TIVERAITARGFIRACENT, BEZL, PBSTHHE, 100%
&7 b TIOHEEBEEL .

ONEWEEN E (avidin-biotin-peroxidase complex ({ AB C ) #¥%2°)

— Xtk ; v 2 -2/ 70T btk

Leu-1 (pan-T,—# D Bcel 1% & i)
Leu-2a(suppressor/cytotoxic T cell)
Leu-3a+3b(helper/inducer T cell)
Leu-4 (pan-T cell) (LI ET cell panel®,Becton-Dickensonit )

! ZHRECTIHERGEHE, PBST3E&EH
TRk EXFURFETTRAT 2—-G (¥¥) (ABC Kith®, Vectastain)

! 304MBRM, PBST3M#EH
Avidin-biotin-peroxidase complex (ABC) (ABC Kit®, Vectastain)

1 455 @R, PBST3ME&KH
3-amino-9-ethylcarbazol (AEC) T2fE - - - 54
ANRRXYRIBHEESRE

|

3. =3
BhoBlUrEREEG BT 2EHMEB, D29 THRY 7y b WMZHEERL,
SLIEEBBRHEBICBITATHARBOG T Leu-3at3b #ilBEB L U Leu-2a B2 &K U1/
EXDR—HREFICOoWT, I00SEHMETEEL3R/HZHL, EEHMIT LI Leu-3a+3b*/
Leu-2a* (T helper/T suppressor) Ml E ML 2,

(2) BEHRORE

2 #
Crow-Fukase FEEBRBOAEEY U XBIEBWT, RBLHAOBHEBOSHZHRELL., B

ML, Crow-FukaselERBABRONT 7 4 P ZHW,

5 &
Bi/x35 7 1+ %, WAMK peroxidase WHHELZMHILET H8, 0.12H202- 100% X5 /

10



- MICT30nEnBLL., XEMBRIKEIL, avidin-biotin-peroxidase complex
(ABC)EZ WA, —Xoitkkit, v7XE/70-FAHELN- 1 (FIZE DY U INE
B0 BH#IBo surface membrane antigen #3% 32 ), LN-2(FLERBLIURK
D B#M O nuclear membrane protein ¥ ®#T 2 ) (Histoclone-1®, Techiclone
International Corporation)'*’ %, ZFERICTC 1 BEKRIEH®, L (1) DHFETABC
EEHOTERRKEZ BT L2, £212i2 3,3 -dianinobenzidine(DAB) % f\i7:,

(3)HNK-1BEMRORE
™ - A

Crow-Fukase }ﬁﬂiﬁ ; 276, WEBE; 376 (MGLH ; 661, HVE Castleman’s dis-
ease; 4], PCH Castleman’s disease; 3%, RICHERBBR ; 24H) Deteifi o
EBRY UONEER (KUY VEBIE, X774 0 el LAz, %8, CrowFukase
EBRHOEMIIKR1ICE Z I, Crow-Fukase SERBFLISNDERMIZ, VY U NREARERIZT
FHRARZREFHCLERELZ2HL-BENDLDERH WL,

b &

BxZ 7 4 1%, MY peroxidase B ZMET 2720, 0.1%H,0,- 100% X% /
— VT3 0EBELL., XFNBERMKEIL peroxidease-antiperoxidase ( PAP)
FH-o%., —RHi#kE, v 2€ /70— Hitk Leu-7 (HNK-1, 1 : 4007 ,Becton-
Dickenson#t ) fiV T 4 °C over night KJG#, PAP& %W, 3,3 -diaminobenzi-
dine (DAB) TE®L, XFNV7Y - THEEtk, UTOBRELL.
® RFLHOHNK-1"#RoOSHEZHEEBELL.,

@ ZEMICOESSHUEDY N BEREZERL, BERHLOAOBRMEBEICH TS HNK
- 1"HRBEOFEZHNK — 1"l E (=HNK-1"#RE " BHRL18HDOBRK
MBE) L, COHNK— I"MBIE®S CrowFukase EWRE L ¥ BB THE L.

® Crow-Fukase JERE NP TR 0D angiosclerosis OB E L DBIEIC DO W T LK

FL.
[ W] Crow-Fukase B BEOY Y NHOEFRNEE

Crow-Fukase SEREIER (R2DNo.6) DAERY UNEHMEZHWT, EEHBICK P
£ angiosclerosis (S T2 I CERBESZCHEBLABEMRBEIBERL ..

11



OHMERI; #HBoUHHL, #Y
@ B E; 2.5%7NF - AVT7TATFEFEZE& (0.LIMA Y NVEBEEHR) , 4BH
0.IMA IV NVERBERICE 2R
5E 1%F X3y L8, 28KHE
® i Ky TZ/-BRAKICKSBREBRK
B, 7OELYAXHAREH, TR EHE
9] 1 umiZEY), angiosclerosis ¥ S HFLDOMY I ¥ 7%, BEY
QEFRE; HE7IFVYELVA/LVERBED_#ELE
® & . HEAETH 10CXETHMBETHE

[Vv] EFBRIEKEZHWS CrowFukase ERBY U NNBHNOEE7 7Y Y oRE

Angiosclerosis DRBDXH XL LT, BE70T7 V)V ORBLANDEEDE
EBIUVERBEBCEMLLEBEEARNORE 0T Y Y oFEE*EEBRENGELZH
WTERRLL,

OME ; Crow-Fukase JERHIES (No. 6 ) DU U NEHAEBMEPLPEEHEEELZ
ZUVFXZybTHLIOuRZYD, TVMTIVERMAITIARTTRAIIZDIT,
304MEAE = PBST3HE®EH

@RV AXY —FEHNK [HRP-HE I g-G(DU¥X)] - - FE2BHE

- PBST3ME&H
® 25% 7NV —NVTHAHFER (0.IMY EBESH®, pH 7.4) T30 REEE
- PBST3ME%E
@ 0.03% 3,3’-diaminobenzidine (DAB)-0.05MFYXEHHK - - - ZW3 0H M
® 0.03% 3,3’-diaminobenzidine (DA B) - 0/01%H20,-0.05M V) XEHH
-EZB®30H0HE = PBST3ME&EH
®1%AXIVLEERE
DFIV]ITRLAFEZETL, RELL.

[v] HatmEwE
HEZOBREDP L ELBSIL, Student’s t-test ZHWTCHIFL 2,

12



Awb b bwpuiubkbwbhbbuibhuiwuobaraoeo o
= AOVOUIVTOVION U OBROWOWOWYWODNE:SZ

Ul s b b

DO D) DD DYDY DN DN DN DN et bt ot ot fd ek ok ek b et g
gggwm-ﬂmmawmuomch\mhwm—c\Om\ld\\.ﬂbwl\)v—-‘ﬁ.ﬁ%ﬂ’
o9 s BN IRY ) LN

-~ Fukas e/ EENEM
B o RMEE FH ORKEEIR ASBER BXHR MNEMEH SHomEMR

M + + + + 2.0
M + + + + - tg-G - A

M + + + + - 1g-G - A 2.8
F + + + - WALE  1g-G-2A

M + + + - - ~ 3.2
M + + + + - -

M + + + + - 1g-G - A 3.6
M + + + + - Ig-A A 3.0
M + + + + RAY  I1g-A-2 1.4
M + + + + - - 2.0
M +- - + + BALE  Ig-A-2A 11.8
M +- + + - - Ig-G - A

M + - + - - 1g-G - A 2.8
F + + + - - Ig-G A

M + + + + - 1g-G A 0.8
M + - - - AR Is-A-A 5.0
M + + + - - -

M + + + - - -

F + + + + WH  1g-G-2A

M + + + + Wi H 1g-G - A 4.8
M + + + + WAL R Ig-A A 2.0
F + + + - HL®  1sg-G-A 1.4
M + + + + - 1g-G - A 2.0
F + + + + 1 ) Ig-A A 6.4
M + + + + - - 2.0
F + + + - - lg-G A 2.0
F + + + WA  1g-G-A 7.2
F + + + - - Ig-A «

F

13



14



B=E #® R

[ 1] XEMREARFONEE

Crow-Fukase EERHDE RV U NBORKSSUEAEI cmBETELLEXRLLEH
daro7z, 2L08T, BREZRHECEBELTBY, Y NEEEATERY O NER
PEBOMLZSBEL, TROLOREPLEFRBLTVWL (B-1) . YO NBRAIEA
L/hMECEHEBOMBEEML, BOREE 2328 angiosclerosis DETH - 7> (
B-2) . BME#ETIE, postcapillary venule (PCV) R /NMEOHELFL, 3
KOBTHEMBYS - FPRICHEEBLTEY, FCEFROBMLADLNL ., VUNE
WXHIE T, sinus histiocytosis DFZEL T, DTIHMOEREDEEZ RN S,

(1) Y rREROEERE

HE1cm?2B720D0Y yNEBRE (FH+1SD " cm?) |, Crow-Fukase SERE ;
151 (£61) , MGLH ;173 (£75) , HVE Castleman’s disease; 162 ( £62), PC
%! Castleman’s disease; 172 ( £40) , RIGHEMBB K ; 180 ( £58) , ERFEMHY ~
INEI R ;T (£27) 7% -7, Crow-Fukase JERE X, JEREBRY U NBRICHEL TY
YIRERPEEL WY (p< 0.01), MGLH, HVH# Castleman’s disease, P C
KlCastleman’s diseaseB AURKGHERBRERICBAEAEZEZAD L P> (H-3). ¢
b b, Crow-Fukase JEMRE, MGLH, HVZH Castleman’s disease, P C® Castle-
man’s diseaseB AU RIGHERBBR T, AREDV U NEROBEFZO LN,

(2) BB LDEH2HEEDEE

BhLoEHL2HENEHAE (FH+1SD%) ik, Crow-Fukase JERE ; 4.5 (£4.2)
%, MGLH;1.9(+2.0) %, HVH Castleman’s disease; 8.9 (£6.9) %, Kttt
BRBBK ; 14.7(£7.4) %, FFFEEOY NNEHEL;5.0(21.7) e h, mEHS
XWEICHET L E, HVHE Castleman’s disease, MG L H, Crow-Fukase JSE#EE, FE
HEWMY NEEK, PCH Castleman’s disease, KIGCHERBEBROML - 72 (-
4),

(3)HPLOERBOEE
B O —lbDoFHEE (FH+L1SDum?) id, Crow-Fukase JERE ; 2.6 (£
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2.9)><104,um2; MGLH;1.3(%0.8)x10*x«m?, HVH Castleman’s disease; 1.2 (
+4.7)x10°um?, PCH Castleman’s disease; 5.9 ( £4.7)x10%u m 2, 5 j54E 3% BB
B ;8.5 (£4.6)x10%um?, FEFEMY VNEHL; 4.0 (£1.3)x10%um? -7 (K
—F), CCTHBEBY O NNBHREZBEDOY B L LTHRET S &, Crow-Fukase #F
BHETERIFL—EIZDOEBISHNMNL TV L0HEL, RPLOBHISTETH -
2. LdL, 1ATR¥ICBEKREEL, PCHE Castleman’sdisease e BEOBE
2HFL (B-6), 2LARATRHRBLEBBEDLDLEEZER/BLTVBZLDENBEELTWY
72, F72, MGLHBXUHVEHE Castleman’s diseaseTbd, FERHEB Y U NERICHE
THERPLOEZF/YPSETH»%. —F, PCE Castleman’s disease B L R JG1H
ERBABRTRIERLCEEBREEL TNV,

(4) LD angiosclerosis D HBE

> angiosclerosis DM BE (angiosclerosis 2F T AR B LD £ kB
) % THxT L, CrowFukase JERE ; 28.7(+£22.8)%, MGLH ; 7.4(+4.2)%,
HV# Castleman’s disease; 0%, PCH® Castleman’s disease; 0%, RIGHERE S
B 0%, EBEMY Y NEA; 0%L% Y, Crow-Fukase EBBB XUMGLHIE®
% angiosclerosis # @7 (M~ 7) . Crow-Fukase BB O Hic L angiosclerosis
FROLVWH (48) LHsH, Z<OEFAREELCZOD SN, —F, MGLHTIE4
PlELROLY, TOBREXERTH > (BI—-8) . £/, HVEHE Castleman’s dise-
ase TRHMEDHTLLHETHOEBE L RO A, angiosclerosis ZED LR L h - 72,

[I] XEEBERAAECIIBEHEEABCBITIBEARORE
(1) BEREHAZOBENMBOBEA &

SOEBESTEL 1 RFEHA Ob'a)iééﬂaf'aﬁlﬁﬁ%ﬂ:fsh‘% KEBIUTAHSEGEMBOM (
F#H+1SD) Id, Crow-Fukase SEMEE ; 582 ( £585), MG L H ; 1597 ( +436), HV
B Castleman’s disease; 37 ( £46), P C® Castleman’s disease; 1748 ( £175), K
JEEE BB K ; 267(£220)TH -7 (-9 ) . Crow-Fukase JERB CIX, BEMB D
BEFEELLOPLEELZLDITRIES WL, FHILEMGLHLP CH Cast-
leman’s disease ZH L TA WY, 24kBMICEEEREETH>L(W-10). MGLH
BIXUPCH Castleman’s disease T, OO TCEHEELBEMBOMENBRDO SR
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(B—-11), HVH Caétleman’s disease T BEMBOBERIILAEZ W LY,
DEBICHELTERHNTH-7.,. RIEBTERBERTCTUHBELLDBELCHEABOE A
rED,

(2) BEdMBOBE7O- U HOBRER

BiAR L7 KD Crow-Fukase EHRHE 2 O@B 2H, MGLH7@$b 1MIcBEMBE
2RO (R—12), 37/, Crow-Fukase FERFHE3H & P CE Castleman’s disease 1 #
T, Ak OHL@%EO&?D~‘/&%EE?&%& (H-13) . 2ooftt, 27
D-HEBEERLLAATL, REHERBERDOEATA /B BHUTHE2DITH
L, Crow-FukasefEJR#, MGLH, PCH Castleman’s disease T A B DMK L »

72 (H—-14) .

( 3 ) Crow-Fukase JERBEICBIT AV U NBREODBEMBOGRE I/ 0TY Y75k
MEMEAEBIUCFERIFE L ORE

HREORICHEERABR CIE, HEQZRHAE L 1g-GHE, 1g-A, IgMDMEI
YL nEmAHY, LALAHAPASHLCHLTL2BAATZ I >, Crow-Fukase SEEHEFHICB
HAHEIX, Ig-GHEZVWRAE200F21H/HYD, Is-AFZWERARTHDYD, 16
31gG, ABERARBETH»Z. 20T, (2) TROLA/ sk H3ELBEE
BPBEI7a-VHETHELOZRBEMBE, A «clt WEDLDZEIID- KB
EMRPEEEL, IEMEBR LY UNREBREDBEHEROZE I 0T Y V7 5 ADFEE
2B, R-B3A0m<THY, MEMEBENF Ig-GORF BAG2HICHEMER
=LA el WOlLDBE 70 - HORBEHARBEZEDL, Is-AKOHIF 2
FITIEMBEBOMEBEHIC—RLABEMPBE (No.16; ITg—A - A,No.30; Ig-A-x) %
2L, Mo2fTREs - Y HOBRARBEERDL. S5ic, BREDHEL I
MEHOHFELCZSIIERNRBELOBEEEZRICTELEEX-3BOWKTHYD, BRELEH
TAHRH TR 1IACBEMABES IV 1MACEZ -V HEOREARBHEZED, FRE (
—)-MEHA(H)BETR1IACBEERES IV 1IACE - EoBEHBEEL 2
D, BRE() - MEA()BCRIARODABR 7 - Y HOBEHABERZIEDL,
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% — 3 A. Crow-Fukase R Y BB 2BEMRBORE a7 )y 752k
mEMEAR L DREE

mEMEHE MEH (+) MEB (—) 7
lg—G lg—A

T | I 13 6 6 4
BE A BB 0 2 0 0
(7395 x) (Ig-A- Q)

(I1gA - x)
BEHBoEM 1 1 1 0

(Bruao—>#) | (1gG-A)| (ITgA-A)|(1gA-2Q)

BEMBOEM 12 3 4 4
(27— %)

3% —3B. Crow-FukaselERBOBKNKFRE L Y UNBRELCBIT S
BEMBOBBBNY -V ELDRAE

B K B8R E BRE ()] ERE ()| BRE () |
MEH (+)] MEB (+)]| MEH (-)

E - 10 11 7 4
BEMBE 1 1 0 0
BEMBOEME 1 1 1 0
(Booa— %)

FBEMEEME 8 9 6 4
(27u-—-vH#)

[E] VNREY Ty bOBRER
(1) THRY 7ty bOBER
OQTHBD N :
FIEM & D THM (Leu-1%, Leu-4"#f) 3, S<EBEHBCHBL VAR, B
FOLTHHIRMMBO 10~20%% ED TV, —XKME, BRBRICELPETH-7 (5 %L
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T) . BEREHBCBIT3THREOAHE—RBRTLL, THMRZIDEERL* BRI Z2HE
% (T-nodule) LtOMBE THBIFABRLDE-THHIT 28 (BEA4#EK) HEEL
Twio, BEREHABOTHRO LD 2FEEEEMNTLIZRL D, Crow-Fukase EHERE T
i 30~95%, ERENY CNBARBIVRICHERBEBR TIEZ T0~5%Th->7, =
iZCrow-FukaseERBH D ERRBHARCEBEAROBELHLUBTOEANSETH LD
HEBETHEHRLBESI LWL ERREXS (EH-15) .
QEHLEKROTHMBY 7€ v b5 :

Crow-Fuakse ERHOBHP LB ERPSGELTLHOLEKICHBELSEASL Twid, TH
By 7y bDyHymid Crow-FukasefERH B X U BB £ L Leu-3a+3b* (helper/inducer)
MBEAAZE% G, Leu-2a* (suppressor/cytotoxic) MBI <K S BREETLIDATH
-7,

QUERBRBHBHOTHREY 7y b ST :

T-nodule BLURAGHERTCTHRONTHOERIIRL B, £EHICT Leu-3a+3b*t
MBEPZBHFELEL, Leu22a"#IRICH L TEMTH»72, 72, Leu3a+3b I & Leu-2a*
HREOFEIE T -nodule L BEFABTEDS o7,

DEMBEHABZICHBIT B Leu-3a+3b*Leu-2a* (T helper/T suppressor)ill il :

Crow-Fukase JEMRE (E#+1SD); 4.5 (+1.3)/1, A BEEOEEENY U NEL ; 2.5
(£0.7)/1, RIGHEREBRK ; 4.5 (£1.3)/1, MGLH ; 1.3/1& % Y, Crow-Fukase
ERBEBIURBHEERBBR TR, EREHEZOTEREY 7+ v b OHRIE, suppres-
sor/cytotoxic T cell {2l L helper/inducer T cell BEH & &> TWwWiz (K- 16,

B—-17) .

(2) BEBROKRE

Crow-Fukase JERH TR EF LV EZEHL TVLLOHLN-1THMBIESPETH S5, K
DIZBBLTHHLTWA (B—18) . LN -2*#ilBxFicH®x, Bdhi, BXUr—%i
BREEZCFEL WA (H-19) .

(3)HNK-—-1B#H4m
OHNK- 1B » % :

FREMEL, TRZXDBORPOLIZBRELTHmL, FIECHEFRITELLEAS O
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CELKFEL WL, BRBIUV—XDBERZLSBEELTWLS, EEEHRICIZIE
AEFELTOWL P72, Crow-Fukase ERBEORFLEBEH L LB 2L, Bl
BHLEHDDHNK —1" #REFLLHEIL TNV, 242, ABEOMGLHBXUHYV
# Castleman’s disease LREKRICHEFLEIFHLTED, BB L1BHDDODHNK-1*
HMBEFELIEILTWAE, —F/, PCH Castleman’s disease BIURKEHEERBE
KT, BRORIKRELABRREL Z->THED, BEHLAOHNK —1"dRLZ2ER
FESTHIHEmMPFBL-> (F—20) .

@BEFLHOHNK — 1 iR b :

BB LADLBEMBBRICHIZHNK -1 REOFE(FEHL1SD)IZRkDB L,
Crow-Fukase FEfRH¥ ; 3.4(+2.4)%, HBBEAMGLH ;3.0 (+£2.0)%, HVH Castl-
eman’s disease; 3.0(+2.4)%, P C® Castleman’s disease; 9.3(+2.9)%, KIS
BB ; 9.2(£4.0)%TH->7 (H-21) .

@ Crow-Fukase JERTE DY ' NEMMMN D angiosclerosis DEE L HNK — 1 BH# B K

ZronE

(1] (4) TRDZY VNERAD angiosclerosis DHEBEH» S, 2 " RERK
{23 LT angiosclerosis  HFTA2EMEHF 1 /4oL n%, & TRIZ angioscl-
erosis SER (11#H), 1 /4KkFEDL D% angiosclerosis BER (16f) L L1, #
STHENDHNK — 1"t E (FH+1SD) ¥, % L, angiosclerosis & ER
72.3(%£1.3)%, angiosclerosis BEH ; 4.3(£2. )% &% Y, FEK¥ 0.05 LITTC
angiosclerosis HEHBICBITA2HNK - 1"l T 2272 (H-22) .

[ V] Crow-Fukase ERFEDN Y Y NBOESEHHWFR

LA 0 angiosclerosis AT 3 MBIE, K KB 3 h 7 85 8675 00 1 A
MAHMAEL, ZORBIIAEOBENBL W LOMEMEERFAELTEY, Fkan
DHMIEEHOMKER L HF 5 dendritic reticulun cell (DRC) 5 X UK Y 7 —
LAOREL B O EBAEA T (F-23) .

B-24 GEBEMASOBBELABAABOETHY, BREFEL B KL S
TIRBMLABEABS SREAD bR,

LV] EEHEBERGIGEZHWAR Crow-Fukase ERBY VNGB I/ Q7Y Yy ORE

20



BERO M, &< angiosclerosis MEANDEE /T Uy DkEEREL 2, B
PUBEFRRIB AL,

AECEFLARBREROBEMAROBENOEE /0T Y Y OEIL, B—25 i
25N LS CERERELAHEMESIUCBELBEREZELE,
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BM—1. Crow—FukasefERHERM (No.22) Y > NE£iEk$E
WBEIREERECEEL, YONEREBIKEOMLEBELTWS,
—HORBLIIBBRZFELTLSEY, XZROBRPLEBEFHETHS.
(H. E. $)
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2 33)

)
bt AL

o wt

B—2. B angiosclerosis (Crow-Fukase FEREEFEM No.20)
DY NEBIECAZINMEBABMICET - "KL, ZOERIGELD
MBowEict->-TRERELTWS, (H. E. 8 X66)
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BM-3.

Iy osgiag,/ cmi

3007
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3 |
;_‘_ i;. HIR ) :
CFS MGLH HV-CD PC-CD RFH N-LA

Uy NEROEAE

HElcm?2 H7DDY UINERE

C F
M G
HV -
P C —
R F
N._

S :
L H:
CD:
CD:
H :
L A:

Crow—FukasefEkit

multicentric giant lymph node hyperplasia
hyaline-vascular # Castleman’s disease

plasma cell ¥ Castleman’s disease
RIGHEERBBR (reactive follicular hyperplasia)
9?%?’55"]2% v INEi & (nonspecific lymphadenitis)
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CFS MGLH HV-CD PC-CD RFH NHA

HM—4. B LOEBOLDLEE (%)
= RKhHLoEBEOM/ VUG oEE (20FHEMEEE 18/%F)
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CFS  MGLH HVvCD PCCD RFH N-LA

B-5. Bhol@h7 0O PHER

26



316 —A. Plasma cell ® Castleman’s disease B DY Y NBEEZELL
Crow-Fukase SEE %M (No.21. H.E.¥&&, X10)
B. plasma cell #® Castleman’s disease JEF D VY VNG &
(H.E.%#, X10)
A, BrilRbLn@BREILD S,

a



701
60
50
401
0 .|
201

. — —  »
CFS MGLH HV-CD PC-CD RFH N-LA

B—7. U XEMBED angiosclerosis DHBEE
= angiosclerosis ZH T3 YU NEROB £ RERBRE
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Bl— 8. Multicentric giant lymph node hyperplasia( MGLH) EHDOY »I/INEE
ZWmLALKEEL angiosclerosis 2%, EREARCUEBEABOUV Z A&
BMAEAHD, Yy NRIZHBTHS, (H.E. &, X3 3)
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20001 I

1000

R S
CFS MGLH HVCD PCCD AP

H—-9. EREAKCBIIBEMBOBAR
= ERBHABICBETS («8+28) GHEARBE S 0EIRETE 1 1Y
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BI—-10 A.

B.

Crow-Fukase EBRBHEANC BT 2 BEHASZoBEMBOs — FRIEHE
(H.E.#f, X50)
Crow-Fukase FERBHEMAMICB T2 BREHBED A HiGEME

(PAP#, X33)
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T H

<C

PloEREARCBIT S

multicentric giant lymph node hyperplasia ¥

—11 A.

B

(H.E. &, X50)

multicentric giant lymph node hyperplasia

M o) 18 e

&

B3

-
-

AiE B > 38 1 A AR L

B.

&, X33)

i (PAP

R D 5

AHEBGHE
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L7

Crow—Fukase@EEBEZE
X50)

—12.

X

(PAP®

( No.16)
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{1

H-13. 8o/ 70— HEBEMBOEME A7 Crow-Fukase EREEM (No. 1)
A. AgBEMBM (PAPHE, X50)
B. x#E#d#l (PAPHE, X50)
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A/

ln‘h

CFS MGH HVCD PCCD  RPH

-1, BREEBCBIIBEAROAEGHAR: cEGHERORE (A /w k)
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Bi—15. Crow-Fukase JEMREEFEM (No.4 ) OTHME (Leu-4%) D45
Leu-C "BHMBIREFICEREABRBCABLTIEY, BERLRLEFEL T Y,
—XMHE, RIS BRLIPEBD S, EEGRHABTOF LB TLE L,
mﬁ;@%_}bﬁv‘%m&u H2NEBEABBIVALENEENOLHTHERD
HMEPLTWHEMNLHE, (ABCE, X20)
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CFS  N-LA RFH MGLH

H—16. BHEHEABZICBIT 2 Leu-3a+3b* Leu-2a* (T helper /T suppressor)
Mo k&
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B~ 17. Crow-Fukase EREEH (No. 1)U BEHBRCBIT2THBEY 7y FORT
A. Leu-3a+3b*#ilg (ABC#E, X50)
B. Leu-2a"# (ABC¥, X50)
Leu-3a+3b MBI Z B EETAHH, Leu-2"HIBIZ S HELIPEEL W,
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41— 18. Crow-Fukase EBRENY Y XBHOLN - 1 HBOH
FIZEPLICEET S (ABCH, X50)

B~ 19. Crow-Fukase JMEREEDY > /SE D LN — 2 *# B D 4
Flogas, RhbCHEEL, —BRERBCHHLTWS (ABCEE

, X50)
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B—20. b OO HNK — 1 B 1
A . Crow-Fukase EBREHH : v BRoBHMBLAEELLW., (PAPE, X200)
B. REHEERBER : 2RoSwWEHHBIEET S. (PAPE, X100)
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Angiosclerosis

B —22. Crow-Fukase JERBIEMN Y > NE MM D angiosclerosis DEEIC K 3
HNK -1 #ilstEo t&
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Bf —23. Crow-Fukase JEBRBEMEM (No. 6 ) DY NER D angiosclerosis HDEFHE
(X1,300)

R OWL S EBRICEIT 5 angiosclerosis BT, ZEBICHE AL
ggBonEREARSEEL, oNBICHEEREBEELTEY,
Ao ZBoREGEEL2H T % dendritic reiculum cell &
B OMBEPHATYS,
E : &Mk P J& g A G : G R
D : dendritic reiculum cell LUk MZ : W&
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R —24. Crow-Fukase SEBREEH (No. 6 ) ORBL-BEMAROTEE ( X3,300)
BRICRZLZL-HBNMNBEZETIRALLBEAREZHEDLNS.
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R

e

Bl —25. Crow-Fukase SEBEEH (No.6 ) OBEBEHIBMOLEEHE
A. KBoB/N% b’)%ﬁﬁﬂﬁﬂﬂ)f%}ﬁb’lU%ﬁﬁ@ﬁkl"l@ﬁﬁd‘ﬂ@ﬁk%ﬂ:%ﬁ

ra7yrBPEvLE,. (Hixc#Eitk, X5,000)
B. ARICMAEIILERARZED .



==

i

Py

121

46

=5

L= 1
=



® W OE i B - '

Crow-Fukase JERFIZ 5 100fILIEICEL, HHBALSHBEIATWE, 20HiT
FEBRBOWS S UKOERNFEHEEZHETEY, 2ZOAZHITCHEEL, EREFAD
LN THIMBEAREOAZETLIHEEBDTINT, AHFE—BoFELOR ™ &
AELDBZOPHESATVEDATH S .

FETIE, 2RMBR, FE, RBEAREE, [¢G - AEMEANEBLIUCETKT
BEABRICTEI&MIC Castleman’s disease FHOHMBEREZRT Y U NEBORE L
E2E2L, BRI TRBREREEOBHEABNCEBEABEX AOLEMZER L, KER
BoHT, BREFPZDLNTHIIMEBEMBEOAZETLEME, FABEINET
THY, RTEN&ANIC Castleman’s disease EH DY Y NHBHAREL-REFMIZIH
EETHEIARDLNEWI s, KBIIHE%L CrowFukase SERFE D 1 HHMH &
Bbh, UTicHET 5.

[ % £ ]
E OB 49, B (RKMA-75421) RETI5HFH
F H:HMEOLTR, BHHKT

BEERE : 198 RELATW, 3% FHFY — Yk, SRBEROKRE (HF)

EHBEE . FRHINREIELL L,

BHRE: BES6FE1AXRLID, MTH, FEERERZICLUNERIFEL, 2AHHICIE
AEYE, TH, BERL<APEBEL, 2H50RBEARRBLATIVWLE., 208, ATE
DHEHETHE2ICETL, BREAEFSEBELELZY, SACRFTLEEL -, WH
Bl lUhRHPEEL, B34, BLECLLUNERPERLAL., 3250, ¥k
WA B AB L, Guillain-Barré¢fERHEF & ¥ 3L, prednisolone Z#H 537z, 6 A
H, UEBEMNHOMEICERTE, HEOLUVAE, HHETHSETHOBELLLLD, B
MS5S8E8HA11H, REEHVWEZTUHEHRAEARIEAREL >,

ABRBEE —BREGFTR: ABPE, XERF. 2HRBLEREOBREABZIDY,
Bl - F% TRCAEAZD LN, AT - WEBRCFER RO, 24, EE - &
Ef - BEHICT XX A~BEFRAORESRY UNEFHEAEIN, FRIEANAFREFED
s, FEEBRIEZFERTHD, BEZFELTIVWR, BEERREBEEL S, KiEdA
- IR - EAEED SR T,
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MRFPHFR: ARGXBHEES., MAREBCEETA A<, RECLI ~mAFE* R
DAP-7, ATRCEMBENOEALHERLENETHF ), BLECLEENS
NETZ2RD, BP-XAFETLTWA, EERFEEXRL VL, FRRTENLE
HAKT & paresthesia, dysesthesia % YD, By - #HEFETH-> 7. MEEEH %
H-ATHEEEY - BIMEBEELX RIS LA -2,

ABRBRERRE (H-26) : kL BEOAMKES, MAREZ 2RO, THE ;
BEHAROBEREM (2.8%), ERXKBOHEMEZRADLY, BEEMBE L ro7, MEE
o, R—BEBE; RELL. OFEAHE, REEREEH; I1:-G- ABMEAZAD
72, 1g-G (1.070mg/dl), T g-A (208mg/dl), Ig-M (162mg/dl)DEIIXEE&HET
Hole, NHWEHRE  SeREFTRBRIERFAEZRL, MFFIA X TRy EDK
T (l.éng/m)BLXUZRArad Yy (E2) ODLR (66pg/ml)iED7:, 2HEFXHEE; BW
B BEACEEZRDT. BPUF, Galr ¥ REERGXRADT. HERET ; wWEIZ
190 mmH0 RS LR LTHBY, MK 7/3/cim, HH208mg/dl: EOMBEREL 2D
2. HBOREESREHICTIg-G - ABMEAFBEHSIR, I1g-GEIX 11.4mg/g1TH
>7, $tBHERMERE ; THEDHIC long duration, high amplitude @ motor unit action
potential 2 ET 2 MBEFEHELLF R o, EHHBREEEREIIRFMWE32.8 n/sec
EETLTW, EEMRERTR (M—27, 28) ; ZR>EE 1 u EYVERDOHREME
BRLEANZSATIE, BHASHERIT 6246/m* T, SELXARZTHEERHORELZR
O, AENBRECTEEOHREE, HHOFELLIWEEREZZDL, L3EFLE
T3, 28D myelin ovoidk L L ICHBERBEOMEZRYD, SHLIZEFLXTHMD unc-
ompacted lamellae * HJ 2 EHMBMELREDL., DEXY, BIREEZEHEL, BEHR
BrE-orHREZI., HEGAR; TEHLHBEEEER2ZADL. ERTRTERE
B R R TERFEBoFICRE0EESEZO LN, HBFHICIE, RI-290 X512
HEN (BEE) Y 88 (BEEE) PHEEL. gERPY U NEHZBO L2l L
e, BHESHRICY UyE8YEBELLLoEE 2, Y RNERBUTZAHCEEL,
FORLIZSED angiosclerosis e, ERBEEBICINOE L BEAROEBENF
L <, Castleman’s disease HlOHBEWHREEZEL (W, PAPERISZHEE 0
TYvHRET. BELLBEEREZ 7 u-vEoBEREELL.,

AREaiRid (MM—30) : ZREBER, BE, HEERESE, AT, AF7WwER, 251%
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JUyNEER, MEAMELZEDOHMRAICL YD, Crow-Fukase ERH L Z2HL, BEMRBEE
DBERFBFBITLALPHLS P LRBEGIAD Lo, SRAKREK, §TIZ predni-
solone 10mg/HOBEZRZITTWIH, LEERDUEF WO 30 ng/HIZEE L
EIORBARES, BE, 280V o NEEREIBRLLY, HEOBGHET, REME
EOWBURD SR o, 861, N X#EHE (nethylprednisolone 1 g/H, 3 H
B) 227 - N1+:BHEBEICELLHBEL L T prednisolone 90 mg/H ( X 5 HIE ), melp-
halan 9mg/H (X 5 HR), cyclophosphamide 750 mg/H (X 1 HfE) o HEEL 52
-V LeY, FERREMBEERCZLOHESALNIOATEEMNICIEIYENS
bH A dr o7z, Lk, prednisolone % 40 mg/HIZ BT 22 Lic X DBRERIZ—BE
LA, 2/, LTonEd, MARKCEETHOEBER FRHBEZ 45 @RS RE
PHRLLYF, XEBEFEEICTERLAL, LPrL, FHRBECIZREROEB BN AL
U, prednisolone 2 BBH T2 %2 14>/, £NDH, prednisolone & cyclophospha-
mide OFFABEICE D, KEMBREROBRENE, HREREORY, IBEOMERE
DEIVEZAH, BUNSSFIALIOHIZEHREZEBRLL., IREFETEELLRELZ R
TwWieh, BMS9F6HA28HLYD, REBPREHBPERLLLD, XRKEARII AR
L, BaoBRIC LD BINS 97 A3HEELE,

FEEMHE: FCIBEACHREEALL. ARMNICE, SEORBL THEOZE
BB RS . REOBREE, BIBEED SN LD -7, 5B S 5 IR 8 2 8 B o S B
HBHCERE3 cnBIURBEADROBHEEHEBACEE 1.5 nOXEROEEZ
B, MERIRERENCIE, BOANTABIUSEERTREBRAMNS TS AT
WHEELZZLOTHY, PAPERIBZAEE I/ T Y YORBEBTIR-G - ABICEID -
CHOBREERDLIL P, BEMABELBELE (B-31) . RFBIUCEESE
FURALCEECHELTS), FHBEMAL LR EILS, FTHETRMAL L
WEAEN L CHREETH -7, HRENICIE, BHENCZEOT 7Y Y OREEE
», Zudy PERBEBEXRICTCHE LT 4« 7Y i {ZPneumocystiscarinii JHHE AL X
N,V S-WAOBEELT WA, 27, BORBEAME:EBHEORRE LT A L A H
DHAKERDL., DERCRELEOBAZEAD, B, F, Blicd ~MEaHk, WE -
EEREORRUSELERRET, RELSRERED L P -7, 27, SSHEEPLES
B IS ey B SEOBRRELAO .. FREBEEL VA, BECRER
DY KA EFFRL, BHELT VA, BATRBETOREL L MASRORS 2257
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PA—26. A

A M TS
RBC

WBC
PLT 9
M BB a4

FiHRE 184 F /o

E R
% H fi e
1L 7% A (b2
GOT
GPT
LLDH
Al-P
ChE
BUN
CRE
CPK

96 HF /mm?
Hb 16.5
1,700 /mod

g/d1
H /mm?
120 /mm?
2.8 %%

7 K.
13 K

146 U
6.5 U

Ao AP

5.4 mg/dl
0.8 mg/dl

4 ml/ml

138 mEq/L
4.8 mBq/L
101 mEq/L
4.1 mBq/L

4 mm/hr

64 mg/dl
47 mg/dl
i1 U

liRERecq =B ]
T. P.
Alb
[ ]

[¢ 3]

B
.
MEH

niE&BEZa7Y:

15-G
Ig-A
1g-M
1 i SR E kB
Ig-6, A% M-
FR— i PREE
Fi Bence-JonesH
whigm A
HHE 19
40 e B 1/
(B
BH 20
i 8
[g-G,A® M

W el R
6.0 w\m:
55.3 %
4.4 %
11.8 %
11.2 %

17.2 %o
(+)

M
1070 mg/dl
208 mg/dl
162 mg/dl

how (+)

EH
H (=)

0 55:»@
3/ mm?
DH)

8 mg/dl
0 mg/dl
“bow (+)

AR AR (R

MCV REg#HE
BB e
SCV IEdhihez
JEHE iR

312.8 m/ser
BIEAHE

42.9 m/sec
21.0 m/sec

P53 i S YRR A
50 g WA THE
B30 60
m ¥ 98 148 197
IRI 1t 22 25

LH-—RHE®MRE ;
o150 3

L H 15.8 36.0 54.¢6

FSH 9.4 14.2 16.5

TRHATWRA ;
:[] 15 30
TSH 2.7 8.1 13.8
PRL Y 250

GH 1 ng/ml (IEH#E
BRARIAEE . T, bl
T4 h.4
TaRSU  34.8

M cortisol 6.4
R 17-OHC S i.2
FRep 17-K S 2.5

M testosterone 1.6
e estrogen(E ) b6

M aldosterone 2.0
ADH 1.7 pg/ml
PTH 0.5 ng/ml (
FR5-HIAA 3.3 mg/day ( 1.

04 186

9 1200 min
mg/ml

38 36 uU/ml

6o1) 120 min

53.1 38.8 wmlU/ml
16.5 15.1 miU/ml
] 909 min
1.5 7.0 uU/ml
18 14 ng/ml
<5 ng;ml )
ng/dl ( 100-190 )
pg/dl (5 - 13 )
% (25 -32)
pug/dl (5 -24)
mg/day ( 2- 5)
mg/day (6 - 10 )
ng/ml (4 - )

t
S

pg/ml (10 - 40

ng/ml ( 2.2-12.7)
5 )
0.3 =m\E_v
- 6.0

<
<
8 )
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1500 -

1000 -

500 A

BEE  (pm)

H—27. BFEMEOFBHERERELEZ LI NrS A
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B—28 A. fEHBOXER : KEFEREOBE, §E0ER
(Toluidine blue :f, X 200)
B. EH®E : HEDOSWEIL uncompacted lamellae  H ¥ 5
HEEAHREHEELDB . (X20,000)

&t

TziEdDd s,

52



B—-29 A. BTORTERIENERELZY Y XEEONL — R -
BELCAZZENVEHARZRT, AAHICRAEICAZ LY VNEERS
FLEL, YyNHBCEHEBESY UONRFEFED LR W,
B. G : B#HSANLCY O NERBSEELTEY,
R ORERKRT, MILEOELE, BEodBEmMZEL,
angiosclerosis DX ADH S, (HERE, X30)
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556 $57 558 559
1

7 1 7 1 7
Op 25 40 30 25 20 20
predonisolone + 4+ 4+ + 4 + + "
AAB BB B B cyclophosphamide sqng 100mg
.‘ §JJ’[ A: methylpredonisolone 1 g X 3 days W@
25 2 NEER B:[predonisolone 90 mg X 5 days TE

melphalan 9 mg X 5 days I 0%, B B
cyclophosphamide 750 mg X 1 day

A= §S\:\:S::Ed:: T TI]]]],

R,

(mg/d1) T100

556 5§57 $58 59 773
7 T

B —30. Bk
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HK-31 A. ESfBESRSEFEAHOEHEAZBHNOEEO ARG
B. BOKXKMNEBBIVEEZRITREEBEMBIVCIARHCENL WS,
(HE$fE, X75)
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2 R E z =

Crow-Fukase SERRBB L UEBY Y NBRB BT 2 Y VNG ORBHABRENERICD
WT, SHOBRBREREZZ LD, RA4WERLALE., ThEDHEEH» S, Crow-Fukase FEHRE
DY NBREDFREABIHRICOWTIE, OU Y NNERBEOBANIEZ L, Ok K
PITHEPLOGEDERIVAOLNIY, BBREETIHNLLBTHAPELETEI L,
@M C angiosclerosis 2@ H BT L, OBERBEHBOBEAROBENSETH 2
Zt, O20Qh2RCBEABESREL, 3FACEI -V HOBEMABOBER D
Bl E, @Y UyNNERDY YNREY Ty POBMETIE, Crow-Fukase FEHREFENHY >3
’E’[;i‘(“&i suppressor/cytotoxic T cell {Zf L helper/inducer T cellBEHI L 7o
wicZe, OQRFLNOHNK —1"#BFEILTWEZ L, OBBEABRICEERRO K
MZLDY V/HBOREZALEAFPEELLZE, REFHLP LR -7, LT, H
PFTBYNERELEOEBBLIVXBNZREICLY, XEBRBOEXY B REICH
THERHBICOWTXHMWETEZWL, FHENEALLELRLHAMBIEOVWTLHRNXS,

[ 1] Crow-Fukase ERHDY U NAREDOBEEENRT L BRI O NERELOLE

AHF G TIX, Crow-Fukase EERBEAOY U NFBHFEELCOWIBEEBHNEREZ T4 W,
DEMY URNEBREL BB L, BIETHRNL X 5T Crow-FukasedE B FH DEH i
DWTIIEKRPZHICESE, —F#BE L7 multicentric giant lymph node hyperp-
lasia (MGLH), hyaline-vascular(H V ) Castleman’s disease, plasma cell(P C)
B Castleman’s disease, RIGHEREBRK, BLIUFERENY > NERDERHIZONVT
B, YYNNBEBROFREBEZRNBMICESIWLD, ME2RH—DOBATHERITE L
BUFPLWEBDLREY, ZITRYUYNEREOEBENEALACHEL THET S,

4% T, Crow-Fukase EEBHOVU Y NHRELCHLT, FETRLALI S L EENLE
BAOWTOHEZ LI TWE W, LiL, Castleman’s disease B LU RIGHEREE R
{2 2WT i, Anagnostoub iZEHFLNFHERZEEL, HVE Castleman’s disease (
5#); 65~80um (MEICHEET % L FH 0.4x10°um?), PCH Castleman’s disease
(1#0):200um (3.1x10*um?), RIGHEERBBR (6H): 380um (11.3x10%4 m?)
EVWSHEZHELTED?, FHROFBRELAZOEAMZTILTWVS,

=R, VyNEAOBEABREELECZ<NML, BERREI/ o7 ) 07528
I1g-GHZEL, ZOLED, : ALEBH2: 13N TW3E, —J, Nagaib id Castlem—
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an’s disease OPITEREHABOBEAROEE 70TV VDI FXEHERL, 28D
PCEZELLEATEZEENDBEMBOBELZEL, T fN I1g-G, ITg-ABMHI1
Bloo50, LER2ALLASEPBELNTHEILZHELTVWSE?Y, SHOBRETL,
RICHEEBRABRATIIEA 1 - GEMNT, ##HHPFE -7z, Crow-Fukase JERE, M
GLH, PCH Castleman’s disease Z ¥ DEREBRTI, AH#HEMNoRAI2L, HioE
EHREEHZWEA /P10 ELOBEMBOR7 - HEEZELLAIRD S
7z, FiZ, Crow-Fukase JERB T, 298 2H8ICBEMBRELXZD, 3FATHEEN
BOB7O - HEEZEL, 270 - UM oB70-UHEEERTLOZ TESYE
EHAHLC Wi, BlEkb, CrowFukase ERBAD Y NERZEIR, BEMRESD 3
BPEMROB I O- VHREEETEEASSY, 270V HERLOBTLAME
MOBIBEWT EL, XEKRHED plasma cell dyscrasia OFEHFME LT, B8
TTHSUYRBLBEELTWAZ LR RBT AR LEFLILNS,

fek X D Crow-Fukase EREF DY U NHIRZEDWHEMA MR IL Castleman’s disease (T
HULTWREHESATWVWE D 385253 FE_BLERANRLIIRCBXOETRELS
LE&NTWE, 24EOBEETL, Crow-FukasefEfE  r H VA Castleman’s disease % [
B5s:, UryNXBolE, RRFL0BHBOBEOSATREARETCH». LL, HV
B Castleman’s disease TIXME DWW FILLW FHIOKRFZ A 5%, angiosclerosis
BaHLh 7Dz L, Crow-Fukase ERFOR B LTIRRMEEOHMBERE
Z Y angiosclerosis OB FELTWLH, MEODWFALEZRDLWANREL > TV,
T, EREdEGZoBEMBomMAICEHL TL, HVHE Castleman’s diseaseTiIBE M
BOBEFITILAEALRALTVWORAL, CrowFukase EBEBRCIIEBNEETH -2,
TS DEDPS Crow-Fukase FERBIZIH VE Castleman’s disease L IZEAL R IZEZL 3
borFazohs,

ZKiz, PCHE Castleman’s disease: DB TH 24, Y NEROEE, B hEH®
DHBBEHARDOEADHETCRBEEOEZRIhFEROER L -7, L L, CrowFukase JE
BRTALNLIBEHLNDEFEDB LU angiosclerosis DEBICEL TIE, PCE Castle-
man’s disease TREAH LN T, FICEFLIBEREEL TV, TITEETNEZ
X3, Crow-Fukase EBEHRO S BFATEALLZY U XBORFLPBEBREEL, PCH
Castleman’s disease Y ABOREZLA2LDPALNEIETHS ., XBHIZL, BW
55253 Jr#F 2 273 Crow-FukaseSEBFM DY >~ /NHi {2 P C B Castleman’s diseasefk
HBGBr*ELAEAZHELTCEY, 2HOBER2ESTTA2L0LEDI B, T2, BR
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BicL PCERTIIRS, B, A7 07 Y VIELEOBERERZ HFVWeT2Y,
FAEMHEREEZAHLCEANOEE P LADLATWVWSE I E% Eh 5, CrowFukasefiE
E L PCH Castleman’s disease OB I —H TR B2V HBOX S X LAHFERL
TWhHREFHEEINS.

SEOBRICII A>T Wi WA, Castleman’s disease OFDEEE LWL FEE L W
LDNLZBEOHMBETEHVEORSPLZEL, EREAZCE - RoBEAROEAE
ABT LD LH, CrowFukase FERBH L OEFNHFEEL 255, BELH9 angioscler-
osisDHEY , MENEHICHENLHACLZEZ6N0 5.

A, MGLHOHRERDSECENICES < ALR7- 121617, 25303545 51.56) 4%
WREMBEESE ST BHEBESD R - RBERA LT OB ERTEHLER,
HEWIBRXKERERLERHE (AIDS)EMICMGLHRY Y NBREXSHLLH
EVRRABEEOREFICMGLHRKRY YINERE L Kaposi's sarcoma DEHF L 225 E4
ZEREBD, KWREHSRT WS, MGLHE CrowFukaseSE BB Y ¥ NEHRZED M &
BIEESTHLULTBY, SHORRTHL Y O NEROBE, BRFL0EHE, EREAS
DBEMBOBEBIUBEMROKE 07 ) VBAHSEMTHLI LY, IZER
DHRANFBOLNRS, AENHELCZL RO LE L 505 i3, BHODangiosclerosis
DEEDEEKHET LI L THD, Crow-Fukase ERBECREETZIOEELZE LWL D
BEPo>HF, MGLHTEFEFCEKETEELEMTH >z, L L, Crow-FukaselE
BHOPIZL, BH LD angiosclerosisZ BOLWERALHFEET H I L5, angioscl-
erosis DHFERLREE T Crow-Fukase IEEH L MGLHZEMNIT 2L 3HELEZ LN
5. FX, MGLHZELZLEADHIIZ, BKRMICH CrowFukasefERE IC—R L 2ER
FHESEMS, H B0 polyclonalgf ry=7u7 ) YIE, BE, kEmgEEL Y
FEBLAERN T EHEEINTWS, Crow-Fukase EHRBIZBEBE TCRXRL IS CEx D
BRREREZETIHERFTHY, MGLHBFEMBRENDZHTH B2, MEEXA—L
NNVTHRLBILEBTEZWLOD, YUY NBORBHBHROBEHUKEEI LY T L, —
HBOBERKERECBWIL—RLAEZ2ETE2ILDL, COLHERRCEIXEBENORERSF
EHITLURMESEEINSD.

[ 2] Crow-Fukase EBERICBITFAY Y NRNEREDY XY 7y Flcon<T
JYyNRERAOY UNREOHHICEALTE, —EBBCY UNERO—XNGE ZXRAHD

WRETIUEBHMBESERTHY, THRIZIEBEAEYRZDZw, “X/NMFORBLIZIZ, B
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AREOTEREZETLAIAEBSIVRERFLHEE, PEROTHME, BIUBEMRBE L
T? tingible-body macrophage }» dendric reticulum cell(DRC ) »#H 2., ElEME
BICWE T-zone EMEN S THROKEZELLHER, BLUBMBE: THRIBEELL-ES
WA H 5 . Crow-Fukase FERF Y S NEHRETL BME, THROSHOFMBEE D
FWERmBTH-7, L L, Crow-Fukase EBEHOERBEEABZOTHB O T, HR
BFORFENY O NBAPRIEHERBEBRCEB L IUBEARS NIEDBENOT
HMEoFEFERILTWE, 20, XERROEREEZCBT2THERY 72 v M LIk
T helper/T suppressorth=4.5r W5 fE%7RL, helper T cellBBENTH->7., — B
Z, VNREOERBEZOTHMRY 7y oS HICEAL Tid, helper/inducer T c-
ell#’ suppressor/cytotoxic T celllll LTEMNMEINTEYD, TADT helper/T su-
peressorlfbt DIEFHHBIIHEZBICIDZLDEET H B, 2.49*°, 2.9%5), 3,033, 3.4
ANEVSEFREINTVWS, SEHOBRRTHBERELTHAWSBEROBAEASEBEMR
DEBEHVBEELZFHEBFEREMY O NHRICBIT ST helper/T suppressor i3 2.5TH Y,
Xl AEOMER2 R LI, Lizd - T, Crow-Fukase JEEEH DY > )NH Tldsuppressor
/cytotoxic T cell {TH L, helper/inducer T cellBEHM E 7> TWB I L HEHL
ko7, '

Crow—Fukase JERHD Y U NNEHKRELC BT THREY 72 v bOBERIX, AHTEX
R, BN TLBitter 5 BHELILCPOEMSERBO—HOATH S,
Bitter LDOHETIE, YU NEHOHRNEHE®ZRZHAWTOKT —4" (helper/inducer T)
cell#21%, OKT —3"(pan-T )cell H 42t VW IFERHP S T helper/ T suppressor
E=1:1:WwW3 2B TWwWs., ZNO{fIZT helper/ T suppressor LOETZ2RLTSE
D, BROFEVPELZDZIEVWIHELTHZY, bROhOERELEL>TWVWE, 0D
Bitterb5 DIEFIIBERIICZREMBER, £ 9FE, REXL, FRELEZEL, Crow
Fukase JERBOZMIC—KTR2L0EN, YUYy XBRBT2THERERY 7y FOEER
LEETBE, HD Crow—FukaselEBRR LB LT LLFA—DRBICLIZ2LDTH WY
EHELEZ LS, 27, #2513 Crow-FukaseflE R BOREMicBIT2 THARY 7
v FE&E L, suppressor T cellDETHEHBIELEZHELTEYD, SEHobhLbh
DY UyNRBEBITABEREBRIORENOMRA L BT —XTrbneE2o6n5b,

SEDBET, CrowFukasefEBRBH L RICHEERBERBICEWTEREAZDT hel-
per /T suppressorltHEETHB I LT HLMICLL, RICHEREBRF TIIHES L
DBBRZHEST_REROBESBENICEAD LN, YUYy NERATOSEHIHBD
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NEEEBLIUVERELZEORERESTFEIN, helper T cel BN ZOBEKICEHS
LTWa E#EINS, —F, Crow-Fukase EBREROBSIE, BRHLREHERTHY, K
FLANEEBELEFIRATWSEZ o002, EREHBE TREELCHEHB»1E
ELTBY, ZALPORBNRERTFFrEVWIVWIL0rFREINE, FOoORTFO—>
ELT, T helper/ T suppressorlt OEFEREBITF o bt E2on3. LrL, BERE
HBOTHROFEK P2 WIZ LLMEBH T Dsuppressor T cell HDETE2RLHE
LOBEV L LS, KEBRHOU UNBCBT2EREHABROBEAROEREICES
TAHEFH, BZ helper T cellDEMICL27HDLEZL2 LY, LA suppressor/
cytotoxic T cell HPETLTEH, HMNWIZ helper/inducer T cellBEHE - T
MBILEIBLOLEESAS. PAY L, BEMARST A LRBTH L CET
BPHY, BREMNLEERBOEESLETHS.

g, SEBREBTELMGLHDERARZLIHADATH BH, Z DA Crow-Fukase IE
BENDY ONBHRELIEFIZT helper,/ T suppressorft DK T 2R, BiddLi LS
KMGLHRY Y NEBREZF - LHRERELSERE (AL DS)DEHI>O BHES
ATHED, ZOMTEARMMOT helper/T suppressor KOKTFERLTE D, HHH
OMGLHD IPIOERLAIDSHEVRTANIMDOY Y NEREL ORETEH I
ETHERDLNEY, SHLIZEFAZERTHRHTLILEND S,

K&, YUY XEADOHNK — 1 #RIICB L TIE, HNK-17, Leu-4", Leu-11" X WIH KK
BELDOZ b natural killer MIRORBBLZZ60TWEH 2, Y Y NEHD
HNK—-1" fifgic2WTREKREFHFICEHI AT W, A LALLSEY Y NERD
HNK-—1* #ifgls, TCBHMBEKZTHLIRHRFLECHTBLTE D4, in vitro TH
natural killer il BHBON L ZNH T2 t0HEELROLNEI L, L, B
WIZBBERFOADOBHBOSEEEEMHEIL TV TREFN RBE IR TWE?Y, KA
OBEFEIZHO>WVWTIZ, Martinb32 I MGLH 1A & HVE Castleman’s disease2 D Y
SREEBHMEICTCHNR - 1" fmzHEL, BHROCBIT5HNK-1T#EAOX
ErHEL WS, AIIC Carbone 52’ L HV A Castleman’s diseasefflizB WT,
FLORAOHNK —1* #B0ES2HEL WS, SHOBREKRTIE, BRPLOEHEERT
Crow-FukasefE fE#, MGL H, HVE Castleman’s diseasex YD EER TIZ, Khd
HBHBREETSPCHE Castleman’s diseaseBE B IUVRGHERBEREICELT, B
FLOMAOHNK —1"#HIRAEL<E P LTEBY, Martink, Carbonesb D & 13T — 3K
LTwa, F7, Crow-Fukase JEWRMT D 5 H, angiosclerosis SERTIX, BERIHK
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LTHNK — 1" #REEFZSPL TR I LPFHLP LR 27, CNRLHDERIZ, Crow-
FukasefE R EDORPLOEFEL2 R THRER T, BFLOEHE WIBEHELLT
TS, AEBRHLBEF I TWL I L2 BT 3HMALEzoN3,

(3] HIEBEEABEZE LZCrow—FukaseERED1HKEHICONWT
FIEFIS, BESREBER, THEE, XECREE, Hit, BE, 258V Yy NEE
R, o, MAIRKCHEKREEBEE, MFEIs-G - ABMEOABHEZELLERT, 7Y
SoMRAOHFRICIDECL, HRICTHIIEBEMBESZD 507 Crow-Fukase JE
BEHROIPATHS ., COEROEFHINRNEFERELTE, #IAEBEARELX RO L
EREMHBMIC angiosclerosis ZH T2 U Yy NEHBHARDOLNL T EBHTF LD,
Crow-Fukase ERBHEOREE LT, FHEIPEELERLZILNATEY, HE0EK1
{2 L7k 512 Nakanishi 537 102 PID7 > -~ FPAEXETIES SADEPFEHE
PEL, TORTEEELE, HPE2VWEEELLEHEORGBEOTHED 50 28 &
ZW, FREFESIZVWHIEBEMRERZR 2HAL»%<, BOTEIATHY, FHEL 2
JE2BEBEHROMIEBEMBE > BIUARFNLICI2 LHESOBEMRE > S#E
ENTWHEDATHE, BE=BICARLLBEMBEOBRRTL 20 2HICBEMRE
PRSP ORI HARARNSOERNTHY, MOIPAREREZELTIWL, 27,
FELDLEREZHL, TOBRESRNICHIEBENRBEZZOLENEZREL TW
5, BRLILEMAR, BRECERESBEAREZAD L P > RLOMEHOADRK
ARTwWeh, SRV MO TREBOBHHABACREREMNRBRESABLRIR LT,
FEBRHOTTEREZEFSILVWHENAMBEARBEL LTEBEIABELCH S, HERR
DILMEHADAZELRERAOFRICE, ARSOFHALZBRRICLIPPDLLTREZHRE
LiZih-HRELIZHLNL I, XADLI LI BEBEMARECBEELTHTHE
XhazrThh, soREHAREORLE, S5VEREREFEERIC, BRERMNKE
Li@Lbarlhrs, BRENZBEARBEOFEORRFLETHL LEZLNS,
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ase HHPOUY Y NREBEZAHLIETHS. I3, BHEABAIERICXAEEOERY
BELTBY, #8203 PE.00 angiosclerosis RSERBHBOBEAR L /%
DEEZEADLY, BRSPSV U NHZELTW -2 26, ETORBARICIRE
L 7> Castleman's diseaseF DY Y )SHBEHM LA, CRI T, FERBICTETE
B & W Castleman’s diseaseHIflo VY Y NH#MEBHFRELILHERIEZ<, BERIER
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D LLEHF-T, FEALCBWCL N EEE LR LA RENLREFEREICED, B
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(4] Crow—FukasefEfGHN) Y NBREDNETIT

ELE, Crow-Fukase ERBH DY Y NERZOREBHMBHNER 2o U XBRE L KK
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ease DEICHE, WEHABFNICEHAEZEF T2 LP6, M-32 Dk %4>~ % 1
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ZOEBRIZFICERBL TH WA, Crow-FukaseEBRBH DY  NEHRETIFEHICIIMGL
HodlizdghbsbotEZFloh, TORTHERMICHERLZEREZELLERED, Crow
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BEELMEZ 50200 EEbNE, LI —DDY Y NBEREDEEHRE, XEEHOD
BMizERATHLZLTHY, Sakuma ST, FR VYUY NBERPLAXERBICHEELRE
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DIVEAY 91! + + + + + + + + + + -
DY A
JIE o0 ) 25 B +~++ + + + + - - +
BT 0T R (3&TE R ) (BT )
JE O A +~++ +~ + - - - -
angiosglerosis (WHFAL+)
8 [0 5] 3L 48 o> t~+ + + + - + + + -
B H M o A
JE Rl g o> B - ~+ —~+ — o~ _ _
70— i
KR IE M %D 1 (4) 1 ~
T h/T s i
R R o D) 1 il ] 1 1
HNK-1 *#ij
C F S: CrowFukase JE &8 P - T HEOHTVWLO
M G L H: multicentric giant lymph node hyperplasia o IKEESEVWLD
HV—-CD: hyaline-vascular ® Castleman’s disease + T BERZREDLELD
PC~CD: plasmacell & Castleman’s disease ++ BEREDELELD
R F H: reactive follicular hyperplasia
N — L A: nonspecific lymphadenitis
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Crow-Fukase JERFHICB T A EXRY U NERENKREHMBENHIRICOWTREL, %
BYUyNERELAEBRLEL, 2O0R, XERBEDOV NGO REHABIH LoV,
DTk aRHEmzaRDL,

1) VYNRNERDEBERS 7.

2) R2EBEHATHRPLDEEDERLZROLY, BBRE2ETA2HLIBRATEEL L,

3) UYNERICEED angiosclerosis ¥ 7%,

4) BEREHABOBEMARBOBENSETHY, 290 F 20CBEMARBIREL TS
D, 3PEENE/ O~V HOBEMABOEEL AD

5) BEREHEABZOBEMROY 775 XTI, 188G, AVEBMNMTHEY, c#HikLT
ABBPEMNZRBZ -T2,

6) UYNRERDY YNREY Ty bOBETIL, Crow-FukasefJEIRTED Y >V ISE Tl
suppressor/cytotoxic Tcell {2k L helper/inducer T cell PEMTH -7,

7)) BB LOHNK —1THIBPREAS L Tni,

8) RTHRIM#LMNIC Castleman’s disease B OBEZ L DY Y N#EZGOREZTFHL,
Fimic RSN EREMBEZROLCEMZERL, AL,

DIEoPi Bi3, Crow-Fukase EBREOY YNHBEZCIPLZDOBEREH L H L, Crow-Fuk
asefE BB ZRBEZNICBH T2 LTRBOTCENLFFIPDZELLILATH S, Th LD,
— DY YNEIRE, 2L ZIEMGLH, PCHEH2WIIEARE Castleman’s disease%
Y, #HE®S Crow-Fukase EHRBEOY U NRERECEHBLTWSE, A L5DY Y INE
RENENICIEHFLDangiosclerosisDBESEETH D, Crow-Fukase EEFH TS

ETZOBRELELWLOFAS VY, MGLHTREMTHSL L HXBE—DHBSTH S
. L& L, CrowFukase EREH L MGLHIZEBRMNICLHEBISHD, MEFBENCH
PHEHEZLS2ZED, CRLDY I NEREOREDAHZZXALZERTE LICLS5#EE
LEZBHT2LENDHA D,

Crow-Fukase ERBO U U NHREOERBHEARICBT 2 THRY 72y ORI
helper T cell BB TH-> 75, B% 5 < suppressor/cytotoxic T cell {ETL,
¥ & #7142 helper/inducerT cell FEMICL>WEEeFIoN, EREHEAZKTOBMM
ROPUEESIUVBEAROEECHAS LTV D LHESI NS,

Crow-Fukase EBRBEA ) V' NNWHETE, ~ VU BEHAREF RELLD, SEICE
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IR - HOBEMBOBER AL s, BEREOEZZLOLE2 50D, 27,
MEMEH: —KLAEALALNZILhS, BRERPRESE2EFE2HBL TN
2LOLEESNE. LL, ERBOBEECHE T2 LEOBO L, REBRREE
RHNBERL L OREBFICRZ<OBMEAIR-TB D, SBOKELBETH S,

#1412, Crow-Fukase EREHOREZ BB T2 LICEEKEWC LA 22052, Lok
BAECY LS, bHFEESRTEZILETHE., L3 —2lF, BETHZH, 1968EDHE
WoOMELG, EBNZ<RDLALLELAPHLT, BETIEXBMNICL, YA2H
BRROAREE L LBELHENALVWIETHSE, CALDI LD L, HHTE L,
HALHPONE, REZEFEREMEDLVETALANEE LT W TEENZZ 50
B, —WCERERNY 7L FLY L L EEERLOLE VWS BELH LY, £ < B
ENTWLVWOBBEKRTHED, 5HBIDVV-Z3 DEEN, BEXNE I UVEBHTEOLH
EEHLLEbNS.

E:| [

FERZBICEA, FMRCHRTCODILABRTLI2HUEZLH > LHEREBRREZR
hREERFICEENBEEZRLET.

2, AMRICTOIBKEFZFCBEITE), HRBYL 2 HRBEZE > THEKX
FEREFZFRPIERER (R, RALTEMAEREZEE) , AEREXREAFEFX
HE(H, AHESRERERR) CTEENDHEZRLE T,

AERAZLGWELD, EROIFRLEZOVWTHEZEZB > LR AFEREFZFRANRR
B AEREFRBRHE-DERCBRHIEZEZRLIT.
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Crow-Fukase FEREFIL, ZRMEL, BFHE (TREE, BEXK, BK) , KEEL (£F
&, WE, BLY) , mowER (ZHEEHE, BE, EAR, BRAEHERLY) .
sy RE, BEEX (F - BEX, ‘)/N’Eﬁﬁ}lﬁ) Zoft (BF, £/, X
Ligh &) L ¥ DERLERE ?‘%4’%3&1"@%#??%0 r—:FJ LPREL 7 “ZRER
C BREWNTWRIERREHF D plasma cell dyscrasia” (r-:ﬂfﬁ) PEPT‘ﬁﬁ)POEMS
?fE'fb’eﬁ*—?) Takatsuki ﬁfé&‘ﬁw& ELBROEBHETHEIINTWS,

FRERBORN 6 5%I2) /S HEESH D, ZORBARTLL LT, OV /B
BEDAZLSBELTWS, OBPLHPERHEL TWb, OFHLIC angiosclerosis 23
H3, OFBEHZRICBIA2BERRLSY — MRICEEL , BCBEHRESRET S,
G WBIEHZRIC posteapillary venule (PCV) ZWL/AMFEHFEELTWE, @) VN
HSEABET, sinus histiocytosis 2E¥H 3, &k’@ﬁfﬁﬁ?ﬁ&’)%hfh%éj BALZY Y
REOEBLILER Keller 5 @ Castlenan’s diseased hyaline-vascular Bz, ¥
BEEBROBEHAROEMIT plasna ce IBUZHBIL A ZF T L5 . KERRKTIEKE
FORICEFIOEERMFOW IS 0T, FREEIC L BT LRI
<, BHEEZ Y UNRAERDH LT S, hyaline-vascularBE B -7 B2ET52 L,
R FODEHEE LT angioslerosisZITH LT, plasma cell MELELBI L Z,
RBWELTER,

4, RXIFERED Y NEREBHASHROFT, Y NEROBEER, BFLD
EFOEE, ansiosclerosisOERES JTREEIRICS T3 BEAROEERICOV
<, mlticentric giant Iymph node hyperplasia(LIFMGLH LB, hyaline-vascul
(HV) BE FX plasma cell (PC) E Castleman’s disease, RIGIERIEHRK. 3F
EEEY NERLYOERY O NERELEENICEERENL, TERFEFEUNDEBE
$E4252MGLH, HVE Castleman’s disease, PCH Castleman’s disease X DER
COWTXEBRREZEZML, ZJICHET S,

HMEBIUHE
[ 1] XERIE=R

Crow-Fukase EBME 2 6%, MGLHOM, HVHE Castlenan’s disease, 8, PC
R Castleman’s diseased fl, RIGHBELEHR 1 45, FRERMY L /3ER S FIDEH66
FDERY o EER GRLTY VEE. T 7 1+ UF, HERE) EMFHCL THRE



L7z, %8, Crow-Fukase SERBOIEML, 2EDOUAF 2HL DHREBEFZZFINL Crow
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(3) BPLOFBOBEDHRE : (2) TROLZEAEDORFLCOMENZE FNLF
NOFA—EHZ L DORFLOETHY , BL—iH7% ) OFHOER T K>, SEERE
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(4) B0 angiosclerosis DHBEDTHEE : L6 6 FDERY »/NEHEXRRY
SEANCERZEEL , angiosclerosisDEFEZ LB RUCOWTHANL:, AngiosclerosisHHRE
= (angiosclerosisZHTHRPLOE 2" XERERE) L LTEFERAFILichk&E LA,
%85, angiosclerosisOPFSRADBECERL T3 X 512, EFLaEhLcER
Do 1 ~BFONIENRAZZD, BERATET - ikl , TOEBFASECHBERE
FELbVDZEHEEHELL,
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BE:

FRoEADER S, Crow-Fukase ERF2 OF, MGLHT7H. HVE (astlenan’s
disease S5, PCH Castleman’s disease 3%, RIGHEERBERK 6 Flozts O FDAE
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(Dakopatts ) W, FUTI VB I 02 IC L ZATHERE, FROBE—XHLME
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REBIUNT IR Y ks RETITLo2,

(1) BREHRICST 2 BEAROMEEORRCIE, 50#ENSTEL 1 BT S
DOWMEHAKICHFET 2 0 8, ABEBEAROT (« SBIEHIE + A EBEERE)
R, BEERTLICHBLE, &8, of, ASBEARROERIIE, 2EMLL
2HEEFERZ, FHLE,

(2) Tg—G, —A, ~MBEMBOBERS LY (1) TR~ SSHEIR > A5
BAEMMEOL (A, c) 2RDBILIZEY, BEAROE Y O— L EOMES LT,
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[ 1] seEmmviRse

Crow-Fukase SERBNEARY > NSBHOAE SFBAR3 cmiZX THEL LBEALZER
o, BRGSHERCEELSASASL, VU NERERTIRY S ERESRED
Bl<HMAELTED, TRALOBEHLIEHL TV (BH1) . VO NBRACBAL
7N SR OMBA L . BOREEX R angiosclerosis DETH-72 (E
B2) . EREEZTIE, posteapillary venule(PCV) RNMENRAEZTL, < O@
THEHERFEY - MRICEELTE ), BCERROBELZD SRz, V2 g
T, sines histiocytosis DEEEL T\, MERIHBIZLDUTHLI TH-12,
(1) Vo BEomEE (R1): EELcrd)oY YN@BRRIL, Crov-Fukase
SEBRTE; 151 (£61). MGLH; 173 (£7) ., HVZE Castleman’s disease ; 162
(+62), PCHI Castleman’s disease ; 172 (+£40) , RICHEERBEHBRK: 180 (£58)
FEEZERY o NER; 71 (£27) &0, Crow-Fukase FERT., MGLH, HVEEB XK
PCH! Castleman’s disease, RUCHEBREBRTII. FFRENU O NERICELTY ¥
NERAEELTW, FEERRY L NEAFRL SESECRETZRES SNLP-
7.

(2) BHROOEED 5584 (H2) : BRLO LD EEROFEI, Crov-Fikase
FEBRE: 4.5 (£4.2)%, MGLH; 1.9 (£2.00%. HVH C(astleman’s disease:1.4
(+0.5)%, PCH! Castleman’s disease; 8.9(6.9)%, RIGHEREBEBR14.7(£7.4
) %, JEERMYVNER; 5.0 (£1.1)%L% D, WHEOMSWEICHIETE YL, HV
¥ Castieman’s &isease, MGLH, Crow-Fukase FEMREY. FERFRMY > NER, PCH
castleman’s disease , FUSHERBBBR L >,

(3) RBLOEHFORE (K3) : BhO—EH72 D OFHERIE. Crow-Fukase &



BB 2.6 (£2.9)X10 uo®, MGLH: 1.3 (£0.8)X10 uw®, HVE Castleman’s
disease ; 1.2(+0.5)X10 un®, PCH Castlieman’s disease; 5.9(+4.7)X10 un®, KK
JCEEIRRETERE ; 8.5 (£4.6)X10 uw’®, FERFERRTY NER; 4.0(=1.3)X10 un*l e
-7z, Crow-Fukase SERP TIZ, BhO—@HDOmMBESTNAL TWELDH8%L, B
FLDFRIISETH -7, LiL, —FATRFIISGEBREEL, PCH! Castleman’s
disease L 2AROBEZFED (FE3) . 74BTRALFEBBROLDEERHEL
TWABLDLESEIELTW:2, MGLHBXUXHVE Castleman’s diseasef’li. il
DEFPEETH >z, —F, PCHE (astleman’s diseaseBI U RIGHEBRBEER T
B Lo@BRET 2L TWe, EFENY UNERATIHEIRPENZLEEZE L2,

(4) B angiosclerosis OEBE (B4 ) : (angiosclerosis*FH T 3 Lo
B/ & RERE) 2% THRTE, Crow-Fukase JFEMREE; 28.7 ( +£22.8) %, MGLH:
7.4 ( £4.2), HVE Castieman’s disease; 0%, PCHI Castleman’s disease; 0%,
RIGHERBSBER; 0%, FEREMY NER; 0% L%, Crow-Fukase ERBEB LU
MG LHI{Z®)% angiosclerosis HD Sz, Crow-Fukase FERBTH angiosclerosis
2EOTWH (48) LHEH, ZLOFIEEICEDH, —F, MGLHTIZI2AL L
FORERBHTH -7 (BEE4) , £/2, HVE Castleman’s disease TIZMENHTF
LW F OB ZBOIH, anglesclerosisiIBBO oL o7z,

(2] (1) ﬁﬁﬁﬂﬁ%b%ﬁﬂﬂ@@%ﬁﬁ (B5): SOZEMREEFEL1#HEHAD
DEREABITBIT 2 c B LU A BBEEROTNI, Crow-Fukase FEIRE: 582(£585).
MGLH: 1597 (£436), HVE Castleman's disease; 37 (£46), P CH Castieman’s
disease ; 1748 (=179), RIGHEERBER; 267(x 2200 TH»7z. Crow-Fukase FERE
T3, BEHROEBASBELLOPLEELZLDZITRELS ML, FHTHEMGLH
2P CH Castleman’s diseaselCHL TEWS, £EMICITBELITETH 72 (FES)
MGLHZEIPCHE Castleman’s diseased@ETIE. R CHECHEAROME
AIHLNS (EE6) . HVE Castleman’'s disease TIZBEMBOEENILA LY
WA, OEAICHL TERRITH -7, RIGHEERBBR TIIBED 5 FRECE
GilioEEs@Bo oz,

(2) BEHAROBZO—HORE (K6 ): Crow-FukaseERF2 OMF 2H. MGLH
7@ 1 Pl EHE 23087, 372, Crow-Fukase SEfRBF3 ML PCH Castleman’s
disease 1ATIE. A «cHB1 0L ENEEDE Yy O— B ERD, Toft,



Zu—rEEEER LOLEATL, RIBERREBRTIIA /il BEMZLLDHFE
WA, Crow-Fukase SEfREf, MGLH, PCH Castleman’s disease TIZAEMLHS
Ziroiz,

FE

SEDOBET, Crow-Fukase FEBRFEY > /NEREDREHBA RICOWT, 1) Yo
BROBOBAEILIS 245, —HHELICBIT3Y > BRO 52 BREOSA I BRI
WZk, 2) AZEATHPLDOGEEDEFESFBOLNED, BEBREZETLHLIBF
HEFBIL, 3) FROIC angiosclerosis 23BH (L, 4) BREHESOBEHARD
WMENGETHEZ L, 5) KIS, BEARES XUSEICEZ O— A EEEZRTHS
oIk, HEBHLPE >, T1ld Crov-FukasefERPE X URREY V /BRED
SENRBERHRTZILDIZLDOTHY, IUDITRLIERDBREENBRERM R LIZZE—
HTBLDTH-HR. .

Crow-Fukase FERBD Y U /NERZEICH LTE, RAPSEHAAL L S LBERIZSET
W|ESIRTW WA, Castleman’s disease B L URIGHERBBBRIZOWT, Anagnoston
SR LDFHEZFBEL, HVE Castieman’s disease (5H[) ; 65~80um (M
HICHETAE 0.4X10 uw’) , PCH Castleman’s disease ( 1) ; 200um ( 3.1
X10 um®) , RIGHEBEABE (6H) ; 380 um (11.3X10 wn®) EWIHERHRELT
5D, RYOERLAROEMFEHSATWE,

J rEOREABOFHICEL TiZ, —‘ﬁ{‘;ﬁ%ﬂ:%<ﬁ'?ﬁ[}. EETLIRESOT
YDV T ISR g-GHE<, light Ex - AHIH2 1 1 LEATE, SED
BETIE. RCEBEABRIIx #FS 07278, Crov-Fukase SEEE, MGLH, PC
B Castleman's disease TIZAHAFEMOBFELS, LrLBEAEELZ WIA cHH
1ol boEECE 7 o—RHEEZE L RAPRAICED S, FiC, Crow-Fokase
FEEETRZ 70— EroB70- U HEEEZRTLOITERECHHEL, BEDE
7a- EEEFELCARBEMRENOBTREZTILDLELILNS,

fesk X V) Crow-Fukase FERTENY /AR DREHEREIL Castleman’s diseaselTH
PLTWBERESNTWED, RABHRLZ L ST Castleman’s disease L IIRL D
ZEEHLPIZLTEL, SEDOKREKTL, Crow-fukase FEHEFE HVHE Castlenan’s
disease ZLE3 2L, U NERNEBLE, Kb LODOEBROBEDETIRBEETH 555,
Crow-Fukase JEIREEOIEHLMTIT angiosclerosis LD LDICH L, HVH (astleman’s



disease TIZMEDNHT LW TFHOUBL A LD B A angiosclerosis IFWDLNLH
27z, 22, BREHZOBEHBOMAEICEHLTL, Crov-Fukase FERBECIIHBRNS
ETH-72%, HVE Castleman’s disease TIIBEMBOMENRITL AL X WS L
B TH -7z, TNS6DEDE, Crow-Fukase FERTFL HVE Castleman’s disease k(3
BLPICELZBLDEZZ LN 5,

Kic, PCH Castleman’s disease = OLETH S, U/ BMOME, BT
DOBEHMRDEEN I TIIRENDZZIHNARDOER -7, L, BHOOERS
LU angiosclerosis DHIMITHHL T, PCH Castleman’s disease TIIFD SNT,
BCHALIIEBRETZEL TWe, S TRIBEEZD 2 Z L3, Crow-Fukase SEEFEOIE
PITRHEANTERL 72 OO EBREEL, PCH Castleman’s diseasek
AROBEE LB LOFALNSILTHS, SBNICL, BHbh. FSE Crow-Fukase
ERBEHDOEALY NEIZP CE Castleman’s diseaseBHBELTE LR T HE
LTw3, Castleman’s disease [CBWTPCR - HVEZEKRMICHEL-BES, PC
BOEHRR, Rl B4 2707 ) VIS L OBEERE 0T <, KRS
EEXEHFLICEANERELEDLNE S Y f) EDEP S Crow-FukasefERE I —EF8
L2 H/TS, LIEH>T, Crow-Fukase FEMREFL P CH Castlemana’s disease O
FCIZ—B TR H 5P EBDX A X AHEALT L\éﬁfﬁﬁﬁib‘f&iéﬁé .

FE, MG LHOBEMFECEMCTRE< AN, RESATWS. MGLHE trow
-Fukase FERT Y Y /NEHIOHARBRIIEBH TEULTE Y, YU NEROEE, BHLNE
#5IUREEESOBESEOBECOVTIE. FERABTH-%. RECEFH2 L
EILNBT L. BHFLO angiesclerosis DHFFIZOWTTHY . Crow-Fukase 5
EETEESTFOBELEFLWLOFSZVWY, MGLHTIIFEEICESETZOERELER
HMTHo72, LpL, Crow-Fukase EERFOFICL, VU NEEROBHPEREANDE
Wk D, anglosclerosisZEDLTWLDLFET I 05, angiosclerosisHHRE
RERETCrow-Fokase ERFD Y O NNEREEMGLHEZEMT 5 LEBFTEELE
na, BFE, BERMNICLMGLHZELERDHIIZ, polyclonal EF w77y il

iE, BB, KAMEEELEZ&0FLE {ﬂﬂ i:}J:Uf Crow-FukasefEMBRTFIC—F L - iER
%ﬁ#ifm‘fﬁl&&’ﬁé&%éh‘cméo Crow-Fukase JERBEEMGLHXIE, Y U /8GR
HBHMROHEMMET D T —HOBRERICBWIL KL BEEZETLZ 20,
SHSHEREICIZY S NNEREB JUBKRERDORAERFICHEEZE T3 HEtEPHEE



Ens. Ll Crow-Fukase SERBHIRIARL 2k 5 B2 DERER: ETAERET
HD. MGLHIZREHAB EDEKRTHROBEWRFE—L XA THE 32 LIiZEER
B . SEECENE BRI BECHS.

EQA-

1. Crow-Fukase SEMRFEDEAY > NEOREMET R S RCHREL , FPO@REE
TEHERY NEREE R L,

2. Crow-Fukase FERFEDY > /NEITIX, OV U/ BROEEAE, QBE L 2RFOIIER
LTWa %, PBRATIEBREZETEZ L, OBFAFLD angiosclerosis Z2EE
BHOHIE, ORREHAROBEARNBENSETHE L, OBEHRESCESE
DE7O-MBEAREMEETIASHL L, ESBD LN,

3. Crow-Fukase FERTOLEBPID Y »INEIKRZET plasma cel 1B Castleman’s disease
ICEML/ORBHEZRES T Sk,

4. Crow-Fukase JEMRFED Y > /VEIHRZE L nulticentric gsiant lymph node hyperplasia
kﬁ.%bbfﬁﬁbtﬁﬂﬁ%@é%Lfﬁb.ﬁ%@@iﬁwomfé%n%&
DHHZET S,

BERLBICHLY, BEXERAORBLF SN EEEHERATEE FRMERE
EORE L TOBRICHETIHE) . XEEHHESAHE (A) U EARES0
BRABE ZORE, B¥ ) BIUHBEHERASALABIFE ] Y > NROBEENH
Htr TOESLARICETHE) OREDREFICERRL ST,



®1 Crov-Pukase SEIRBS X 4R o IREOHEMIBH LOLE

CFS MGLH HV-CD PC—CD | KM igRGRIE e | JEAF5a Y o XEE R
RGN LIk Ko ++ ++ ++ ++ ++ -
HEERE 31 +~+ + ++ ++ - » -
BN BTG, (B ) (BIR )
fEe LW o) ++ o~ - - _ _
angiosclerosis (HETL+)
o) +~++ ++ - ++ + —~+t
P Mo R4E
BEMA D —~++ —~++ - —~++ - -
Boo— 4 ,
C F S:Crow-Fukase JEMRE _ — IO TVWho
MGLH:multicentric giant lymph node hyperplasia _ o LB EDLLY
HV—CD : hyaline-vascular type Castleman’s disease * o REREDE LD
PC—CD :plasma cell type Castleman’s disease _ + 4+ EIEIRIEDL LD
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EEH]. Crow—FukaseEREEAND) INEDOLkE

IR MAECIEEL , V) o NBRIIEHEDOII <HEL TWS,
—{iﬁd)g#lgg%ﬁi% TWLTWaEY, RZBRDEHLIZERETH 3.

St 2

X3

FEH2. RKFhlNDangiosc lerosis (Crow-Fukase FEMREERER )

YU ERICA BNISHAFEIICET - L, Fo8sn
HispodpBoEmicr->-TBELTWA, (H. E. a8 X66)
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EB4. Multicentric giant Iymph node hvperplasia DV > /3K

Z# L 7-F0C angiosclerosis #3260, BPIRHEICIER

SR
CEAMEMRSDY . ) NFIIHBETHE. (H. E. X33)
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BEANHETEEIRESRE L - Crow-Fukase SEBEEED 1 k4]

KE #Hx*
&® —HR*

P
e A RITE R+

Bl {THEe

BE  EMSRAER THRIE REEXRARE BT, BE 25V HER EbiE Ig-GA

IMERMELSEAEL, RELNIFECCHRNZEBICTETE,

Bl TR R

{HpaE 4 32 12 Crow-Fukase FEMRE O 1 ZHE6) 4+ 3R L7z, RERROPTERE A T HSER
BEHRENH 2L EMEIERICHT, $%b%3ﬂ§kér6 i, RTRTEZOXKRIZTHE
E5# M C Castleman’s disease 8l U A EBHIREL L2 EBALALBELFHE»Z LN, F0f

BREMIC G, MIRKEEL+SHL TV
(BREk#B4Z, 27 :185—193, 1987)

Key words : Crow-Fukase fE&ER, /MM EMARE, Castleman’s disease, £ FmiE%, MAIRGELE

Lo

Crow-Fukase fEIRBF (LR LK, BE, KELEL,
- HNAWER, RES =T ) VRE, BRELT SR
DEBEFR, 1968 FH L VNABE 1 il HEL T
L3R, b B B CHEBIZEE X h, 41008150
LEL, SBALEEEEIh T3, Fi, KE
BREOHSBDOEFINEHEYETE, FOKEK
RECHFEL, BRENED bW THANVERRE
DHEFTHHIBDTERT?, EBFEIMNBOF
HODHFLARLDPPRBEEHTVWEDRTD
3,

TEE 4}, HRMEEL FE KEGREE B
% Ig-G-A EMEBEHMES L R FE TEBERICT
BB P12 Castleman’s disease {0 @ %& 2 RT
Y BgoRER EXEL, BRI TEEBEREDOR
BRSR e ERREY B BRI ER L, R
B¥odc, BREs@s s h AT ERERED
YEHTHEM, KASEIFABTHY, TRET
BB M1z Castleman’s disease D ) v -4t
RELLSBEPIRBEETOLIATED LAV E
Bh, KPR % Crow-Fukase SEERED 1 SBH
EBbh, tzrHET S,

E 7

FEG © 49%%, BHCGARKHA—T542D) 8K TS,
I mEEO LR, HHET.

SRR | 19RBEELAFMN, 3RET AV — 7 KN,
495X B FYIBR G (AEEHE).

RERE  #ieT &z el

BARE  BRS6FELARL D, W FE, HcRi%
WLTREMRETL, 2 Afr, HEY, T &’
Hie APHEL, £F O EHEREF LTSV,
O, W IFEROBHETH R« CETL, WEAR
gL Y, 3ARE, STRELL- L, Fi,
TR0 LURERAEIEL, BakfEs X5rky,
ML LOKBERER LA, 3 250, FRMst
Bz AL, BEcECMlREERabhil Lhb
Guillain-Barré fE{ERF & 2B X 11, predonisolone &
BEEh, 6 AH EERUROBELESE, M
B0 LUK, B TE T2, predonisolone O 5122
b L TETHERE Lici®, FERIS64E8 A11A,
BE BN TYBREAERBHICAR Lz -7z,
ABERREE, —BEGHTR | SB+HE, XERHF.

AEERCEAROARUEEND D, WK - FE T

BrrRE ZDbh, MEY - HEETHRELXRD
t.it,ﬁ% BENE, BB 7 X+ Kk~—BiE

REFEE kg XK GERAFEREXRWEARD

* REAYBEREFRPEAR (T305 REAFHBENXES1—1—1) .

" RBEAEEREYRRE
D B xmEgambmEs
(ZfBERF1614 3 A15R)



27 1186 BRERTIRS 27# 2% (1987: 2D
®1 AREESEREMR
FRAEMA & hiEESSHE ! PO WBFEINRE ©
RBC 496 75 /cmm T.P 6.0 g/dl 50g @ﬁﬁa& .
Hb 16.5 g/d! Alb 55.3 % 1] 30 60 90 120 min
WBC 11,700 /emm a 4.4% m ¥ 98 148 197 204 186 mg/ml!
PLT 69 5 /cmm a 11.8% IRI 11 22 25 38 36 xU/mli
MEEEE B 11.2 % LH-RH A5
NCC 184 75 /cmm ¥ 17.2 % B 15 30 60 120 min
Bk 120 /emm MEH + L H 15.8 36.0 54.6 53.1 38.8mlU/m/
T E#k 2.8% MmEfREIFr 7Y v FSH 9.4 14.2 16.5 16.5 15.1miU/m/
M E/LE - Ig-G 1,070 mg/d! TRH AHRE ;
GOT 7K.A.U Ig-A 208 mg/d! =L 15 30 60 90 min
GPT 13K.A.U Ig-M 162 mg/d! TSH 2.7 8.1 13.8 10.5 7.0U/m!
LDH 146 U MERREIKE - PRL 9 23 23 18 14 ng/m!
Al-P 6.5U IgG*2 & Mbow (+) GH 1ng/m! (E#{E<5ng/m)
ChE 0.46 4PH R—B&E E#® EKREREREE | T, 61 ng/d! (100—190 )
BUN 154 mg/dl FBRvazava®y (=) T, 6.4 pg/dl (5 —13)
CRE 0.8 mg/d! B Ts-RSU 34.8% (25 — 32)
CPK 4mU/mli mE 190 mmH,0 me sy - 6.4 ug/dl (5 — 24)
Na 138 mEq/! kil 7/3 /cmm Rep17-0HCS 4.2mg/day (2 — 5)
K 4.8 mEq/! (EHEOR) R17-KS 2.5mg/day (6. — 10D
Cl 101 mEq/! EH 208 mg/d! MmEFRrAFR YV l.6ng/ml/ (4 — 8)
Ca 4.1mEq/! B 80 mg/d! M=zt 8=V E, 66 pg/ml (10 — 40 )
MFFEAHRE IgG+ A& Mbow (+) mFE7ArFAFr v 2.0ng/m! (2.2—12.7)
ESR 4mm/br | RIEEEEERE ADH 1.7pg/mi (<5 )
CRP (= MCV PTH 0.5ng/m/ ( <0.3 )
RA - REME 32.8 m/sec R5-HIAA 3.3mg/day (1.8—6.0)
TPHA (= BEERE  HETHE
ANF (= scy _
ADNA = L 42.9m/sec
LEtest (—) BERR R 21.0 m/sec
C3 64 mg/d!
C4 47 mg/dl
CH50 41U

BHAORENE Y v FisfamEh, FH- S FRiEn
Robhl, EFHFREFEETHY, BEEXHELT
Wic, MESFRXEE R, KELCHE ~FRE -
BEXRERD LRI,

PRI R | ANEREEER. MeSFERcE
BERZL, REKCD S ~MIABEETED LML, @
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Abstract

The Crow-Fukase .syndrome .associated with .extramedullary .plasmacytoma
~—An autospy wcase—

Norio Ohkoshi, M.D.*, Takao Nakanishi, M.D.*, Yukio Ozaki, M.D.*,
Ichiro Kanazawa, M.D.* and Hideo Sakuma, M.D.**D
*Department of Neurology, Institute of Clinical Medicine, University of Tsukuba

**Department of Pathology, Institute of Basic Medicine, University of Tsukuba
1) Ohta General Hospital

An autopsy case with the Crow-Fukase Syndrome associated with extramedullary plasmacytoma was reported.

A 49 year-old man was admitted with complaints of progressive numbness and weakness of the lower extremities
in August 1981. On physical examination, hyperrpigmentation and hypertrichosis of the skin, edema of the lower
extremities, generalized lymphadenopathy, impotence, clubbing of the fingers, muscle weakness of all extremities,
and sensory disturbance in a glove and stocking distribution were observed.

Serum immunoelectrophoresis disclosed an existence of Ig-G.A type M component. On bone marrow aspiration
and radiographic skeletal survey, there was no evidence of muitiple myeloma. Sural nerve biopsy showed axonal
degeneration and segmental demyelination. Axillar subcutaneous needle biopsy revealed lymphoid tissue with
angiosclerosis, as in Castleman’s disease, in the subcutaneous fat tissue, whereas lymph sinuses and capsules were not
identified. _

Treatment with corticosteroids and immunosuppressive agents gave no significant improvement. The patient died
of pneumonia in July 1984.

Autopsy confirmed two small plasmacytomas in the retroperitoneal fat tissue. A monoclonal proliferation of Ig-G-4
positive plasma cells was demonstrated in those plasmacytomas by immunoperoxidase staining for cytoplasmic im-
munoglobulin.

This is the third reported case of the Crow-Fukase syndrome associated with extramedullary plasmacytoma in
Japan. In addition, there was peculiar evidence that lymphoid tissue, resembling Castleman’s disease, was found in the

axillar subcutaneous fat tissue.
(Clin. Neurol., 27: 185—193, 1987)

Key words: the Crow-Fukase syndrome, extramedullary plasmacytoma, Castleman’s disease, polyneuropathy,

retinochoroidopathy




*E RerVyrngie/za—-—rifitkzfVnwW/zCrow—Fukase
ERBICBIT 2 ERY ¥ SRR 0 % 5 3 82 0

EE  AB HXD  HAE F%XD  FE D A WD

BE 1) BBEATEREZRWEARN
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| A immunohistological study by using monoclonal anti-human
lymphocyte antibodies in lymph nodes from patients with

Crow-Fukase syndrome.
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Mizu Kojima 3*?

BiE 1) Department of Neurology, Institute of Clinical Medicine,
Tsukuba University.
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Tsukuba University. (Ohta General Hospital)

3 ) Department of Pathology, Tokyo Women s Medical College.
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NERECBTS TR, HNK-1* SIBOA W2 RELE, TARZEEY Y NEO
MBI FIEL , Bl o b S B L7z, Crow-Fukase Ji 55 004 R 3 8 ic 35
BTHBEY 7y FDHTik. helper/inducer T celll¥ B #F L, suppressor/cyto-
toxic T cellif %<, T helper/T suppressorltix 4.5: HxwmL7, &5, AR
BOEBEREMY S NBADT helper/T suppressorftld 2.5TH »72, 72, HNK-1*
B paiid, RIS M AT R TR KR 0 I 0 2 BRI 575 LT W B, Crow-
Fukase aﬁt‘fﬁﬁ multicentric giantlypmh node hyperplasia # X Uf hyaline vascular
® Castleman’s diseaseTii, JEHICH B D HNK-1* cell L EELEDP 2R, DT
LRERLOREBEORENEE TR TENRLELONS,



®¥ X R F

Lymph nodes from cases with Crow-Fukase syndrome and controls were
studied by immunoperoxidase staining to détermir}e the distribution of T
cell subsets and HNK-1* cells. T cells consisted of the predominant cell
type in the interfollicular areas. In lymph node from Crow-Fukase syndrome,
the majority cells in the ' interfollicular area stained with Leu-3a
(T herper/inducer), and a minority of cells were stained with Leu-2a
(T suppressor/cytotoxic). The mean T helper/T suppressor ratio in lymph
nodes from Crow-Fukase syndrome was 4.5/1, which was significantly increased
with respect to controls (nonspecific lymphadenitis, T helper/T suppressor
ratio=2.5/1). This finding is thought to play a role in the proliferation
and differentiation of B cells. In addition, HNK-1* cells were scattered
in the germinal center of lymph nodes. In lymph nodes from Crow—Fukase
syndrome, multicentric giant lymph node hyperplasia and hyaline vascular
type Castleman’s disease, HNK-1* cells in the germinal center was markedly
decreased in number, as compareed with reactive follicular hyperplasia.
The significance of this is unclear, but may represent a functional defect

in nodal HNK-1* cells.
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GEBBCH LEELRAERLTWILEL SN TV "—F . HNK-1*# B i natural
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(1) THEY 7y FrOBRRE

Crow-FukaseE &% ; 78, HEE: M [FEZWUCNEL:; 7TH, REEERAR
K; 3%, MGLH; 1fl] o5t 18A0ERY Y XEEX(PLPEEERETRIZHFL
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TEXZ 6o cEYL, B8, BT EER, tENBERAKEZETLLE. —XKT
ML, Leu-1 (pan-T ,— D BeellZ Kili), Leu-2a(suppressor/cytotoxicTcell),Le
u-3a+3b(helper/inducer Tcell),Leu-4(pan-Tcell) (Ll kBecton-Dickensontt ) % A\,
FEICT1BBRIEH, avidin-biotin-peroxidase complex(ABC)EW{Vectastain)’c'ﬁfﬁﬁ
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72(5%LT). BREAHABICET>THROSHRE—BTLZS, THRETOEEREZE
B3 2HE%E (T -nodule) P OMBE THRABLVE>THHITIHB(REHER)PR
LW, BEREEBZOTHRO D 2HERZFERANTLICRL D, Crow-FukaselE f&
BTI330~9%, JERFENY U NBRABIVRGCHEERBBR TIZT0~5%TH-72. &
it, CrowFukaselEBEHOEBBEARICEIBEMBOBESLHDNEOBENSETH S



OEMNICTHRABELSLTWEZEIRLE2 (BE~-1) ,

QP LFRNTHMBEY Ty PO T

Crow-FuaksefE BN KA LR EREEEL LS kic BB A RS LT Wi, TH
MYy 7Ty b Crow-FukasefEBRHF B L U B#H L L Leu-3a+3bt (helper/inducer)
iﬂiﬂﬂiﬁk%ﬁ% 4 ¥, Leu-2a*(suppressor/cytotoxic)#liI <K A BAETIDATH
27z,

QEBEHBROTHRY Yy FOHMH : |

T-nodules X CEAERTTHMOSHOEEIRRL 545, £ M T Leu-3a+3b"
BASHFEEL, Leu2a MM L TBETH >, 27, Leu-3a3b M & Leu-2a48
BMOBEIET-noduler BEFRBTEN Lo 72,

@R MMM 3317 5Leu-3a+3b* /Leu-2a*

(T helper/ T supperssor )M Bl i : Crow-Fukase SRR (E#:1SD);4.5(+1.3)/1, HE
HOEFRYY NE£;2.5(20.7)/1, RIGHEEMBIF K 4.5(21.3)/1, MGLH;1.3/1x %
D, Crow-FukaseBER BB LIURIGHERBER TR . EREEEOITHRY Yy r D
Bk, suppressor/cytotoxic Tcellizlt Lhelper/inducer TcellBEMN L 72 > T W72 (
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ZHELLLOFEEL, EFL1EHLDDINK-1T IBRFLLLE I LTWA, 24, H
BEEHOMGLEB X *HVEI Castleman’s diseaseb HRICHE P LBEHL T, FFL1E
HLDOINK-1"#MBERFLI&IL TV, —F, PCE Castleman’s diseaseB L UK G
HERABERTIE, BERH LB I<RELABRRBLEZ>TED, BHLMADHNK-1H R
LERFEETIHEMBED - (FE-3).
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DEIEEKD B L, Crow-FukasefEBE ; 3.4(22.4)%, HEH OMGLH; 3.0(x2.0)%, HV
FCastleman’s disease ; 3.0(+2.4)%, PCE Castleman’s disease; 9.3(:2.9)%, KI5t



BRBBR ; 9.2(4.0)%TH -2 (H-2),

Q@Crow-FukasefERBE A Y Y NE M A DangiosclerosisDEE L HNK-1BHMBEE L D H
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, EZRERMBIZH L TangiosclerosisZ BT 2 MBS 1/ Lobok, ZZTRiZa
ngiosclerosis@& EEH (1181), 1/4RED L D % angiosclerosisBEFH (16H) L Lz, #2
THEDINK-1"HItEE % L83 5 L, angiosclerosisBHER ; 2.3(ii.3)% , angioscle
rosisBER ; 4.3(x2. D)% 74 H, HEAKHEO0.05LL T TangiosclerosisE ERF B 2 HN
k-1 I T % Wb 72 (H-3 ). |
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Tsuppressorlb=4.5TH 7%, — iz, VO NEORBEEBO THEY 7+ v F 04
iz oW Tit, helper/inducer Tcelli)’fsuppressér/cytotoxic Tcelllclt L TEH E &
RTB D720 Thelper/Tsuppressork D ERBEBRES L D ZHDERH B 1,
2.49) 2.93.0, 3.AL VS EHFBESATVE, SHORETHERL LTAVWLERD
BASEEHBOEEIBEELIEERENY Y NH AL D Thelper/ Tsuppressorfb 2.5 13
EXRA L ABOEERL2. Liz#->T, Cron-Fukase EHEBED Y > )i Tl suppress
or /cytotoxic TcelllZ LU helper/inducer TcellZBEMNEZ > TWBE I EDBEHL I
Zoiz.

Crow—FukaseE BEO U Y NBRETHOTHBEY 72 McET 3 8RR, 28 TRE
FRLUM ciE % <, E5 T bBitters #EE LR PIMSER RO —RAOATH S, 0%
ETRYUONEOMBEFEBICEB WTOKT-4" (helper/inducer T )cell#$21%, OKT-3*(pa
n-T)cell B42% & W3 FHERA 6 Thelper,” Tsuppressorfi=1:1:HELTWE, D
{13 Thelper/Tsuppressorft DET2RLTE Y, REOFESERZ L WS HEE S
245, bRbhOBREES B >T WS, & OBitterd DR GG IEKN IS RMZEZE,
2 BB5E, XBLETL, BRELX22EL, Crow-Fukase EBRBEOZMIC—RT2LDEH, U
CNBIBIFATHRY 7€y hOERPLHET S L, 430 Crow— FukasefE BB & 13
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HOET2RLAHT S OB|EL S 5, Bihelper Tcel IDEHICE B L% 2 5
D, GLAKERROY Y NEOR MBS T, suppressor/cytotoxic TcellZ
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~ 1. BEEHMBICBT 3 Leu3a+3b*/ Leu-2a* (T helper/ T suppressor)

HREEoH®K
CFS:  Crow—FukasefiEhk#

N—-—LA: JFEEEWNY > /NER (Nonspesific lymphadenitis)
RFH: EEHEBBBR (Reactive follicular hyperplasia)

MGLH: Multicentric giant lymph node hyperplasia
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B—2. Crow—FukasegERSIUNBHELBITS
HNK-1EB#SEEEEzok®

CFS: Crow—FukasefEER
RFH: RKIEHEEBBE®R (Reactive follicular hyperplasia)

MGLH: Multicentric giant lymph node hyperplasia
HV —CD : Hyaline vascular type Castleman’s disease

PC~—CD : Plasma cell type Castleman’s disease
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