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1. ¥% 8
D iFreic

H e EAImMEE&IN (autoimmune hemolytic anemia:ATHA) (ZFIMAEE MO KA & LC, I
149 FFREIC =i BHER 0 b & CREERBEOFAEM TN R E LTHY R bz, DR, FeéiEid
MEEYEICE W TAERBOREMIE S MK I N T 0D, Zof], WELEFICOTOMRIIFES
D, BMICOWTOREZLINTET W B2, AL LTRX ATHA ¥ 2 BgIc o w IR L
HAx7u4 FBRR.OTH Y, @G e 72 3RS TR TV S,

RIERE A7 v 4 FidmAhiikic X 2 B EREmEmEamcn L cHotcd 2 oo, REK
oG A0REFHIZERTE S, 2, BIEKERT v A FITk LAMME S L < IZEHEHIIC
WL TCOEBA 7Y a V3T _XCHEIINTH S, 2. wEPURIC X 2 B S RZtEInrEgm (5
WEERE) ST 2 RIBRE AT v 4 FORAMEIRELI A TR WD, RILD HH % DR
B WD EELED o T,

LA L oiilt, FEMBEERIEIC DWW TIE, FimpEErdEe e b, 722 oREMEI
FOTHRERERPAO AT 2, iAH CREERMEARMICOVWTD YUY F o~ T oHHE
DIESL L, MBS CIRIREE ST D O s L5 Ick > Tw 2,

SOSIA A FCTld, THE THIIRMEAER L T E JRE - W - BRI OV CTOR R 2 EA
L CTEHRE Ty 7T gk e bic, CQ HAEZIY ANBZH - iBRO T v T v AT 2 C
L7,

2. & - REHE

ATHA 1%, ARIMERAE Lo iR & KIS 3 2 B CHURBHRRIICESE S . FURTURBIC O & R AR IR
D3fE (A X, RIMEKFMIE L BT 5 2 &I X o TA L 2 RIS MO KRR T
H2 1, ACYUEROHBIC O %2 2 R OGN W F 2 RHOE S 2% WA, JURY A F & fiifEs
A FOWTNA, HEVIEIHEOEFTEZREE L L, HEDOHLICIIEROER R 20b Y L
> TR - JRREFEAE LD AT | KRR E - TROME T ZRIEICE O AIE 2B L RS
%o VURIMERA CPUiAIZ. TS TH 5 37°C. b 5 WITEELAT oK gfE . A CARIMEK & 58 <
AL, BE, B, »20E3Pirm 7 ) VIEORINIC X - TEEZ R Z TR 2ok Tdh %,
ATHA FHCHiFO B 2@ R L 3225, PikoE, WEFEEH, BWofa, HFRFEmx L
A BlEh LA TRE IR ERORELZEUET 2,

3. DMrEAE LRR
WEAN 49 fEEEIc AIMMEEIMZW O F5]) 2MER S hiz 9, BOEREMAIEENIZZ oK e L



T, 7 —L AR SIC Lo THEEZWI$ 2 2 L L I de, ROTHK 2 FEIC, WIFENRZHZRME
WIMEEIMICE RS 5 2 & ICff - CTRRW R HELWET S . WM MO ZRTEHE & B 2R rEiEm
LM OB HEHE 2 BN BOE T 2 TR I 0z O, Pk 16 FEICHKET T N 5EHED Z nicfi 5 2
EhoTwd, $hbb, TTERMEEME L COMWEEL-FT L 2R L. R CHEER
RIREIC X > TR 2 HEE T 2 “BBEDO A TH 5, LGS N7z mf OB MEE M D F2 WL TE &
HOEEEmmEamoBwiikiEz2 R 1 L £ 2 107,

£ 1. WMMEEMOBWEELE EAHE  FRtEmEE B 2 RE I (2022 FEKE])

TEiD 1 &2 %il7zL, 3ZRHLEDD,
1. BT R
gl e HHzZED %,
2. AR LUT6HED S b 4HEM LD 5,
D~ 7\ VREET
2) AR Bk
3)MiFHE e ) v e v fE EA
DR - Y e Y RN
S)IiE 7 F 7w e fEE T
6) B HEFR BRI N
3. AR
ERFRMEAL., FHEFRAEMREE. ROME. e RERMERZREFEEAIM (congenital
dyserythropoietic anemia), JFAHERZE ., AEM:EIH,

* 2. HOREMESMMEAIN(ATHA) OZEHE  JFAES5@E PGS B 5 2 A7
(2022 FREKET)

A, RIMEEI CK) OB Z -3,
B. AT R

IFD1XIZ2 %i=d,

1. JAHIPHPUE I X 2 EE 7 — 2 AR B0 G T H 5,

2. 7 — 2R BEMG ik, RIS gGmfi (7ue—34 b XY — (FCM) ., RIAL
IZT2W,

FCM ik @ /1y b oA 7l 16 I emfE 72, FLHEHIP ¢ 5.5-16.0

RIA VL ¢ 71y b A 7 RIMERY 72 0 76.5 [gG 491, FLHEHIPH: 20-46
C. Wi
Lol T ) =1t X > TAIHA 23 225, & SIHUIRIMER B CHiiR o IS iR ic
Kot X B7C) 1), BHUO)D2) MU 3)ICKDT 5,
DR H S EtAm g (GR ATHA)

FEPRIRITAEFIZE 2SR & v, FREPUIME IC X 2 1EHE 7 — 2 28T [gG oA, it 1gG & iAoy
P E N2 ORRAITH 325, PLiiith XA A ~27 bAdiiEcoRGEDZ &b H 5, Sk
12 2). DI X o TH Xy,
2) TR FHE(CAD)

MiEFICEERBERM D F R3S 0, FEAREEIC X 2EIMO B LEEINS A > 5, FrEbT
MiEIC & 218 7 — 2 A58 Tl 3 S v 5,
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IFMEEIEm~T s v e VIREE (PCH)
~EZu v VREREE L, ER i HEERLE (F>—F - 7 FX£ A4 F— (Donath-

Landsteiner) $i{&) 2 &5, FrRIUMEIC X 21EE 7 — 2 235 C I3 23t < n

%,

D. UTICX o CTREDEERR D EEZIT S 23, fREHHRONR L 2201k, JHATE LB TR
D AIHA Z#RR e 5,

Atk HEERE X IZZWi 25 6 2 H £ TITHRET 5,

181 - HEEFRIE T2 Wr S 6 2 AU EEET 5,

Rl - R R 2RO v,

fee - SefT XITBERE T 2 B E R 250 5,

E. &

1) ZWHciZIRIMEROFERERT R BRIRFRIMER, ARIMBREE R L) b&FICh 5,

2) PR ATHA ISR/ e i IR A 46885 - (Idiopathic/immune thrombocytopenic
purpura: ITP) 234092 2 & 535 2 (Evans fEMREE), 72, HEEERMoO LR %45 REE
My HHND,

3) TGEERIE CORIMITFERELERM & AHBI 32 & IXR & 3, (KIiffi ¢ EMAERE T &
® 5 (EIMAFESEEERIE) ., EEEREAR CERBRERIER 7 ) —= v 7)o ko5&,
R ERO 7 WREMEHEER L 12T T 5,

4) EERBICIIACRERER, Vy~FWER. U v oSEER. REASRE, B, BYYE

(wA4a7 7 X<, VALR) BREBEGEEN, FRECRETICZ NS OBEBPHEMELT 5
BV, ZOKRTHEEHHONRDL L ITIN S,

5) SEHIECRME A e A < b AFETEIC X 21887 — 2 2 B3G5 2 0 THE

T 5, ZWNICITERRE S, A o8, HARFREET RO ER5F Ik 5,

1) FZWHELHE D] O FEHE
ZWCiE, TTRMBEBMCTH 2 L 2R T 20ERD L, Thbb, A EMOTTEIC X
52 &, P COEIMERESREM:., ISHEICTTEL Twa 2 L 2R T %, Wmiciz~E/ae v
DEACTUE R R — AR ERT R & M/RIMERIE N % 725 5
(1) Jm B 548
H O mam g I =5, B CYUR o YA etk X - T WAYUERIC X 2
bol, wRAFEICLZdDIc 2 Kildhz, WAFifA (warm-type F 7z (3 warm-reacting
autoantibody) 1Z X 2 2 8E L. B H CREMEEMEEM (AIHA) &R &03% 0w, IR
#D AIHA 3w yikic X 2 G2, WAYUAE (cold-type % 7z 1% cold-reacting
autoantibody) IZ X 2JFRICIE, FEREERIE (cold agglutinin disease : CAD) & FAEMEFEG ~
78 VR (paroxysmal cold hemoglobinuria : PCH) & 28% 2 13798, @R PUAIZAE AT
TwANEEZ R L, JFAlE LT 1gG YA TH 2, —75. PRIz AEELL T KR TG L,
W ACTRKIEEZ TS, IgM FEARESR & 1gG “MHMAIM#E (Donath-Landsteiner k) 23X
K<ch s, L2wcERATG L SRFiEomEIRHINE 2850, BAEE (mixed type %
7z 1% mixed autoantibody type) &FEIEIL 5,



JRFgD AIHA [ ZERRI 5 BLR 20, AREREMREE W LHEHREDR D 2 0G0 X o T, #i
FetE (kMR LR (XU, FFM) o0 ERBRREEIC X o TRtk LB X E
5, TNoDFRESFHCRE I AL - FENZERZHFO TV 525, HK LIZERED 5,
TR X 7 C IR R O “HEM ORI Z NI KkD 2 A REE 7 5, AIHA H3ERE/BEFEREIC
LRERFEO—HDH LI ZORRL L Ch b INZEEXONI GG EAEL 75, £
BERE I AHI RN B T b 2 23, HECHRIEREE 2 5 AT, SLE, Bfi) v~F %t
Lo ed2HCREREL ) v REREEIRENTH S, 4377 X=PREDT A VR
R DG A, DRSS —HOEEERG R IChFET 25677 & Cld, EIEEEOBRPIHAL D
Ik & & bic ATHA iHB L. BRRP 2 KIRBAR 5580 55, SLE, BAfIY v ~F. HURIE
B BRI CHCRERTFICL 22 FE2AOoN 5604 ClE, KRR E WS X VmFIT L
DRI RERE O Ol AbE L LCHETE 2, ATHA 23%(TL, e & diciaro
JRED B L 32 7 &, FFEIBIMRS R T 2 2 & 3B 5, 181D v o MAIE - BYEY v oS fdi
EDY voSRIEE, SR RZERFERE (inborn errors of immunity: IEI) & KYE RIS e

(aquired immunodeficiency syndrome: AIDS) % & & fJE A EHER & Tl %R ORERERE O
fiR e LORMERICN 3 2 HERERKA B L 72 L HfiEcE 5, BE 7 v— v okl 721k
D ME LCTH e —vHEACHESEEI NI HEDH Y. RREFRONFIZLHKTH L, L
2oL, 18t - [ERIE, BEEREEUEGRE, BRRETRE. T 5I1cE  ofEE, WE, —fik
RGUIE 7 & Tl AIHA DHFREP AR RRRBEFREZ R OO EFITBE R0 d 6D Rt
BB D5, HHRICHES ATHA 3R 575 b bH 5, EAREAMNO 0 HCHIURRIZEH S 2>
A G ki T 2 072 h, —RICIEXAIL <ifb iz (1(6) HiFtk: AIHA :j. 3EHl] %25
DI L),

(2) 7 — 223k (irwm 7Y vk

JRFED ATHA ZWiiciZ, IAEPRPmE (—icie b 1gG g e i M itke , 2o —F
EORE) ZHOWEEES — 2 2ARBABETh 2 2R e 8E AL 25, I ATHA
RS, BRPikic Xk 32 CAD © PCH i W T HERE7 — 2 2RI 25, X0 27K
BCIi3FA IR R olgsic, CAD TG o mEEEHEMio LA»2H 0, %HE Tk
Donath-Landsteiner U2 51ETH 2, FAREFMERIEHAIMMEE MO % < L [RIFE G2 i ik
ZMCOERE Y — L ZRERIIGIEE 2 DT, ThODBRINBBETH B, KT, IgG & itk
By (C3) o3 2 FEEPUIE %2 Hw CER 7 — 2 AR Z TV, ARIMERICHE & LT % i
sEHET B,

WILEND 196G OF 727 5 A% TA7-4 7 v L OFHCIE 746 fild, 74%7% 1gG1 H% R L
KDL ORERTH o7z 9 MRS DA BE SN2 & iz, CAD  PCH & offEjl A g &



%, FRCHEBEERMO EAPBE CTH o720 IEFHFHND & ik, (K ifi%Em iR HIE
HER L. o T AT I VEIC X BIREFEIE (thermal amplitude) DRET D AHTH 5, JLH
FHLIMIE CHRHAR MG CO R 1ERE 7 — 2 ARBRABGIEL 2 2 DIk, T A MV RBG R LIk T 2
AtEBEOGE I KNS < B LT wEHAL D 2, 1gG AA AL T b R
D7-0BEETHRHE I N WATEEERH 3 (7 — o X[EM: AIHA), 20, EAEVTIREZ EET
2 L IEHHEPZ BN 2 EA SO0, HEHRS LTw3AFEAYINE T IgA, [gM oI
FETh e rRT o L2d s,

IR ATHA FEF] o5 CldfiE 7 — 2 23RS G2 R 3, EH 7 — 2 2Bzt <. [
e/ — L AR O BBGHEOLE L. Wb W BRI &I X 2 AKAGUACTH 2 2 L 03% <,
Z OB E AR & 6T 5,

(3) A DA

RO ATHA QWA I HAEHIC X > THR 7 3, Shulman & 1943, FRIMERIC IgG & C3d 25
HEh, MR OEGEERITL £CHREFESZ 2 37°CThiHZ R TIAEM <, iEHF o 1gG fitik
FRATH2 DD EERL 2L T A, 12/14401 (8.3%) H &M%l Lz, R FFLET, F
R IXEL <, RIBKRER T a4 FHICEHWEZMZ R Lz, Kajii b5 WO ik 3/67 il (4.5%)
BERART, 3HILd 60 A ETAT B, FRIGHEICZ L PEARTH o7z, WHEIHOFEK
5T b IEmEHERM O LAHE 50 iLA RIc% K PSS o T, £72. 37°CTHEH L 72 RIMLEKR
TOEH 7 — L2 ZAABEAEECH . nEERMA 30°CU ETh it dn 2 5a0 42 RBAH
ATHA OZWIHEHEL L CHEBICHEIGT 2 & 0.1% U TOMETh o L oG D H 2 12, Fanks
F LA HCHEORE~ DG OEI G THRFEMIR 1 R 2 L dFE2 605,

(4) il EH D 7 — 2 2R

R fInE CEE s — 2 2R BEAGED C & 23H 5, EET 1/9,000 A B BT 1/13,000~
14,000 A W& X3, 28/68 Tl C3d o A3t S, 5V 37 flCld IgG At iz, IgG
itk 32 Bl oBIR Tt 1 D H23%Z D% ATHA 2 FEEL 7223, 1303 EDE ETH o7, 1gG 15
YD 20/22 03 727 F 213 1gGl DA T, #if [gG 180U 110~950/FRIMERTH v | K H 2
2 1gG4 TH -7z 1Y,

(6) fEEAMEENOZH 7 n—F+—1+ (K1) 19,

AT L HRAER 2> & R MME G M % 58 - 728580, JAHFHERE 2 — 2 AR BRE 7w, BiEo
SE AR & B, FERW 7 — 24 2B CRIMER Lo 1gG & itk 4 (C3d) 2 iEsEd % .
W5, IgGEC3d THNITi AIHA 258, C3d O AMHI X N84 135 ATHA %5 -
THRAZED T\ 7z, 2017 FICKEIMR AR FE L 72 R ER Mo 2K 7 a —F v — b
OciX, FFRN 7 — 22588 T 1gG BEoGA IR ATHA 25\, C3d (£IgG) oHaiE



CAD %&t-» CEim coEBgER R (direct agglutination test: DAggT) #4795 & & 2MEIE I T
w3, DAgeT [GEp oS EEE R 2% 64 5L L THiZ CAD L2l L. DAgeT 2tk o84 1%
RNERO R WEREER L LT kbNn b, 72, DAggT -CREmEERMMIE v 51
B 3TCLAETHHET 2 C L EETH B LRI N T WD, 7k, DAgeT %Hi7z 1o b
DIz, FGEERMZ 4°CTHIE L2k %, iR 30 LA EEHE L, im0 ICEE O H A H
ET L, JRHEICEFRR BRI GO N L Eb S, T4bb, BT 1 FULOBEDK
PRI 220 N LA IIRNERDO H 2 iRt m <. BEMRD b x4 3 58 161
BRI LW 5, B2 — 2 A BRIENETH - TH AIHA 235Ebn 2 561k, BE R
MATHE AT L3RI X B 7 — L 2B IgM/IgA BRI 7 — L 217D, ~EZoe Vg
D »H H/NEHciZ PCH #%§8\>, Donath-Landsteiner (DL) #3REx. sRIMERFESIK COREE 7 — LA
ARBROREIT ORI w5, KEMRARORERESHIC, MERIER Lo hZrEam
HEMOZK 7 v —F ¥ — P OUGTEEZK 11073 T, RIfliZEaEEERAE (low titer CAD)IZ D>
T, BEMEFEDO 7 0 —F v — MCEHEHIZ RV, DOEL L OWMENHAINE L h b
Wil 7 —F v — MTIFFL T3, Low titer CAD 32T 0 A FE~DKIGA R & D& D
oo, 7—sAEERER AIHAIgG B) D &0 AJEEMEICOWT b EBTRETH B,

=l S E —
B Coombs iR leG+ 1A SEAIHA
'y
PCHEEL Vkx — + —» DLEE‘%%A + —[PCH|
A A
+ /
AiR(xgQ)  _ »TILIIUE
~ N e B A I_j
Am4EE m W (DAgeT+IB 1) Ergﬂ;i};;@t EBTAIHA]
(DAggT*) =30°C
L <euE N
e [Low titer CAD ]
IET%COQPbSait.%ﬁ T Low titer CAD
(I8 ) \
EomERiMmlL _ Sepx s
(A0 =641E (DAgeT*5 1) memip | CAD
_ NS5 LEDATIgM/IgA-DAT FRINEBREZBE R — LR ER =
INR+MR=DLAER:PCH — *  FIHESILGES > Coombsf2 T AIHA |
*DAgeT : EIE R ERER(CADR Y —=2 5 BB SRR
OBUFRMEK(AEBK)EBEMEB CHENEZERIZI0~60 NEFER. REDHELZHER.
v CAMIE  DIRAZEE R0 EMER . =R TEL LREOAREHELTHEL.
Fmessoseseoooo-oo oo . BEBHEDISE (L RHEEDHHCADTTRMIENS L.
DB MERMRER | *kPCHEELY: 1885kl . ANES OE VR, BAKM., 178

LA S OZK 7 v —F ¥ — b CCHk 119 X b 51/ L —&FdZs)
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(6) #Ft: ATHA 1
a. 2% )7F~b—72 (SLE)

SLE Cl3E#: 7 — 2 AABR D [GHEAL 23 18~65% TH L L5 2, IAIMITH#EZE % 723 D1k 10% LA
TThs, 7ru7 Y vHEEIHE (C3) Dhp, [gGHHE1EL . 1gG DAHD I L iTA R0,
BIEI D% <13 IgG+ iR T, Jiffic Ro FpBREZ R0 5 2 L3P 7, WRISHER S v, Ein
BERVEG T2 055,

b. U v oSHEhEMER R

181D v o sPE AR (CLL) © 14% R T 27 — 4 2B D AL 25580 54, 5~10%1C ATHA 78
Gt 5, 7 — L 2AFERGMET AIHA O &GO FIEICBEfR 7 < Stage A © CLL D FHERARKT T
HDHLOWMENRDH DN, EBIEY voETIET o &K<, FEHodgkin ¥ v ¥ ETIE 9/515 41 (1.7%)
IC 2V, Hodgkin U ¥ ETIEE HIT{K < 0.2%EICADST 2 2, I8 @2r skt T Mgy v o3
fE-Clx 40~50% ICTERE 7 — L AGPEA B S 1. LIE LIRTEBIEAIN % 2 723, Castleman J{<°
FrRMEEMIEE Y v o fifiE (IPL) 7% & Cd 7 — A A BGOSR I,

c. BRMREARIERRE (AIDS)

B0 — L ARERO G T 18~43%IC A b 5 23, BRI 2 AT THE 12D 750> 29,

d. KA v~27nm7 ) vilfiE

g 7Y v OEERE L OBELEEDIN S, FiiC IgA RIBZES Bl dH 5,

e. MR - FRIFERES

Jeg iRfe % £ 5 JR2FERBS  (pure red cell aplasia: PRCA) IC&HF L 72 ATHA fFilCoRIIBR H 23T,
TRIFER T v = — TR 2 3 2 1gG Hifk L T U v ~ERDSRIICEED S 61255 2 2,

f. BHEEEBEER (myelodysplastic syndrome: MDS)

MDS TlxE# 7 — 2 ZRBRGIED 8.1% 1, 1320 HOHUAS 22.3% ClHtte w5 2, a7
U Vi [gGEflifR, ik TH 2,

g. JHHEE & 2 ofth o ETEE

Fisete ATHA L Rl7-0Wig e B9 5, S aEM (FRcBpdE) 2% <, EEPIEOZ LD
B2 2, A7 oA NI (P BT, S IC X o QRIS 2 AR
THd, HCYUAD MBI FIZIATH 5, HERICHTIAEEEAONE 2L dH D, TR
DERMIRECTORE D H 5, EREIIHRFAENE AIHA ORERE L L CldfMicd 223, BRI
RIRBIR 235588 & N B EFIRRTE 230 72 20 b 33880 b, EBREFHIEMEHRE (paraneoplastic syndrome:
PNS)D 1 2L INTH Y, IHFEAICIED AIHA DZRICH VL TEETRERELELON TV
20, KA & ARIER & OB & LT F3EADRE D ME SN T2 %),
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h, HIRICHE S AIHA
IR FAE LRI D O R B L2 3 v, ATHA 2MTIRICHE TS 2 56 b IR (b3
5 2%, el X o TR E 2 3R T2 2, APHEEIX 5 TAIC 1 AEHEES N
%, FERDO%  CRHRIMF O FiikIC X 2 8 E RIBMER I A —@EIc A b5, 7— oA
AIHA Oigx L 22 &b Mo, Bl EHTIRFICKET 22 bH 2, 2ATuf FEIIEHT
»H5,
L HHEENE - B
BHER D) Y oSEREZIIEEDO Y VoS BRAPURZEA L T 7 — 2 A0 TTE R 2
TILHHZ O, BhlLolaEicd, ARz wL BRoEHFIC ORI+ — 0BT
A, Y1 B @ IgG Ytk EE T4, il ATHA FROJFEA BT 2 2 23 5, % ld—dtk7”
EELRBIEDH B,
j. Al
1970 FRICIF a AF AV F =N K 2D DR DB 0 o 728, BUE T IREN O BHEIC X
L7 7 AEY YRR A0%H D T0%% DT 3 3239, 20 TIIEIFMi 72 & DS IC T
I SN T2t 7+ 7 & v OREEBHD TEr o7z, LaL, Lk {ffibhTndt
TPV THEYV VRV Y VRTRERTIVY VR ZDR T I RANER L S N7 20 DE
HIOBEDE O THEREEET S 2%, HRCsWwTid7 e b v Ry FIHERS e 24 1 v H2
TR ET LR EOHER NS W Z LR EINT WD W, SBERET = v 784 v M
FHHETH 291 PD-1 I XL OHL PD-L1 fiifkd K521 wAIHA 2% 0.15~0.25%ICFEAES % T & 28
HEHL, 5% o OFEFOMEHILK L &b i, BAEREELZT 2 EEE O XM ATHA ¥ 0
BB EIh T 9,
FEHIME: AIHA ORFEICE BT IR E S RD 2 2150 iF b5,
O FEFNCHT2PEATE 2T - CofEo 1 DHRRIMMERIEO & [ & HHFA L 72385
W UChiR (Fic 1gG k) PEAEINDE DT, Ekr o7 T Vv RITHIET 5, AL
DONTVE AN =XLT, JFREFE LTr=v ) vyBREMTH B, 2 2HIF 1970 R
WhW B REEGERHLIRIEI N AN R LT, HET TR0 ARICIEE > T, 4
HREG LA OER CRIMERIEIC W 5 < KA L 72 8FNTR L TR EE & h 2 B2 37 2577
MERDORME A B L 72558, ffEr 7Y v fik, Z oo & H AT RIS LA
MICEZEEPEEIN T D P, UEowTho x4 7 dE, EiE7 — o 2R 5E &
72 0 fREERER IR L 2 B,
@ HEHI OG5 LICHUR - PURRIGAE C 2887 3NN 2 bk it 7z < FRimBkic s
TEZHOHEPEAC L > THERINEZ AN =XLT, LHiliZa A F A F =B Z2DRETH
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o7, BITETIHEMWY v N EAIMEICN T 3 745 vy oigiEhic ATHA 23E%Ins &0
% ODWMERH B 30303 h, REFzv 7 Ff VIFHERICLZDOPHREINTND Y, &
D xAFIZESNBEFOFIRIC X Y EMAWRET 2 2 LT, FRtEo AIHA & o
IDIEEL v,
k. i
e I FFEYUA S T AR D EE I NS Z L 2NEFERSE S, Bl ATHA o0V
A7 CTHDEDERDH S P, HT Rh MERFEFEFIACH S MR FRRETA & FR MR A Cht
REEAE & OB IRE T T 5 3,
2) EREELHE
TR 10 I Lo THESNZD D%, FH 16 FEITIEE, 2019 FEICKET L, 2022 )
ICHT72 ICBUE I 7 (K3), EEEAMET 2ER L LC, JWEBOIEHIE & BN, (G D LB,
WRIGHE. B#F QOL, AmTHRALEZREe L., EHNABNEIOREIN VL, £, 1
ZIRIERIC X 2 BERIRREDZE L 2 i 2 BRIC DRI T Z 2, Lo L. HEHED Z Y 1E 2 /i IR
AEL 2B IE E 2R, 22T EYIREIL. BIBRE R T v A4 FHs X O o G,
PURESRIC X 2ipa ez L T b,

* 3. HOREMERINMEEIN(ATHA) O EAEE 8 JEAG @Y FrthEimiEEs B3 2 HEN et
(2022 FRELSE)

Stage 1: 8% JiE S Y-SR ON el ]| R AL R B AN

Stage 2: TEEiE  HYPRIESMLE T, ~E/ o ViEE 10 g/dL LR

Stage 3: ° R HSE FYEE 2 IZBMASE T, ~E/ v ViEE 7~10¢g/dL
Stage 4: F Jif EYEE B X N LT T, ~E v e VigE 7 g/dL Kl

MWL HE S N EEEE A FE OGS B ) 2 R ETE

1. JRAZWHCTH WV B EFRAEIR, A BRI L <. Wi FIcEROMER R WIBAICIZ, W
TNORKHOLDEFHWTLEL L 2R (7270, UKFERORBRZ RIEKIEIRETH - T, T
HATREZR D DICER B ,),

2. RERRRICE T 2EEESHEICO WTIE, EUREANERO T THEXMTON T B IRET
HoT, BEiL6 A TR BEVIREZEMMAHW T2 L 75,

3. b, EROEES FLOEHEESEETTULICEY L WETH 325, SR ER % itk
THLBBELDDICONTIE, EEBHRONERL T2,

4. CAD iZoWTIFsSMELERSFEAIC, BIBEE AT a4 PR RNICENTH 5720, YLD
BT B R IBEE R EIR LB WAL D 5,

4, & %

ATHA (R 3 AEE b 5, WSO IEH 49 (1974) EFEEFHE 1T 0, HIMMHEE me
TR DO HEE BEEUT 100 Ji 4t 12~44 AT, Z OFPERDS B RIANEENTH 0. AIHA T2k
1/3 # 5%, I5ICFDREGEIERX AIHA ThHo7-, Thbb, AIHA (JAF) o#EEREEIT 100
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Jixt 3~10 A, fERIFIERIZ 100 3 1~5 AL &b, 72, Ak 10 (1998) EEoFHE I3, #E
st EE R, RIMPEA M AT 2,600 A (95%(E5HEX M 2,300~2,900 A) & xh, 95 b AIHA iZ
1,500 A (1,300~1,700 A), PNH IF 430 A (380~490 \) TH 7, WAL FIZK 2 1IRT LB
o, il ATHA 25 47.1% % 0, FEHEERIE 4.0%, FENEE~E 2 0 VIRIE 1.0%TH - 72
W, WK BT 2 ATHA(RFR) DERIFEEME IZBAI N 1 LI DT, HRDZNIFE IO 1 1RE &
ZzoNn5%, B AIHA OREFEME/FiFethiz., AADEZTIE 3~5/1 L I N3 29 FEEICIFmH
DHEAIZ ZETREL RV D Lk, BORTHRRERCL% v, FiftERA AIHA &, /N
BHID v — 27 ZERC Mo L, BEE (10~30 mCotEEan) & 4@ (50 MLk
L 70 e — 27 clEEIdRvy) iK% Aond (K3) ¥, 2EToR/&it 1/2~3 ticee
—J5. FAK 10 FEEERE T, R LR R &Y. B/&IE 1/1.6 T, FElofii 50 mitE

=2 L3505 IEET, 20~50 ERE CIIRESENTH B W, TERET =y I KAV
FFHERICH 251 PD-1 35 X U1 PD-L1 Hifk# 545 1 FIE T 5 ATHA 1 0.15%-0.25% & X415 720,
b ORI Z ARt ATHA OJFEK & 5 2 2 & S&%ERE COMEIXEINT 2 &L FI S 9,
FENBRERIEOARICE T AL 27 P F— 2 _— 2 X 2@H T3, HRMESs L OEREA D%
JEIX 70 FRETRICE — 2235 Y, REMBICE T 2B LHIZIZISA L TH 2 (M4)W, Higthiz/NEz
WLFERAICE W 9, FEUEG~T /v VIRIER, BIEZ O3 A LINUIHICR-> THR b
% 19,

FH-zoMO
6.4%0 S TR M gofmittAnttam CR, Rt

HEMmO e (Hizpt 1988)

HA Hﬁlm Ei

10 20 SO 40 50 60 ?O 80

BAEERENE
AmERmO
47.1%3

RIEMRBANE
JoEVRED
24.9%01

%1’?1&%;‘“/\%/ EARERED
7DE>%ED 4.0%0 %Fiﬁ(ﬁ
1.0%0

B2 I A SR DR K B3 AIHA 3 JWB o SEEF v AR )
— K 10 R FREIC X B W —
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L Female (n = 183)
" Male (n = 161)

i gt

o
21-25 26-30 31-35 3640 4145 46-50 51-55 5660 61-65 06-70 71-75 76-80 81-85 86-90

Fim

X 4 CAD O FJE4E o fi 0
5 % H

HOREBRR O LI T, RO RIZICE R DK L TURRIBM O R E 2 b b5, ZhEth
DFHMIT R BAHTH 2, BIRNRBIERD S HTH . JHEK - JRHHED O 13 86 2 —JCam I 1T 8K
TET, HHOER2EEG T2 E260 %, ACHAOHEEZHHAT 2720 DF 2 F7% Dacie 13X
DI LTS Y,

@ PRI E RS (X IEH 72 A BERMERO PR A ZEM L T, BYhv LIEAC LRI h 3,

@ FRIMERPUF AL IR 7228, BAMED I L CREE X = PR IEH RIMERPUR & 28ERET 5,
@ RIMBRGUFICZAC T A3, RIERICNTET 2 BH O 72 0 I QBN E A2 AE T 5,

@ BLICHCYUAREEZRES T bN TV MUY E 72 13% 7 0 — v HICHbE £ 72 3Gk S . |
CHRPEE SN D,

D> TIFEAIMED AIHA BHiTonsd, $-, BEWEER EZFEE LB PLrRicXky
ANV F 3&EAE cluster L L, f@#FRATHEET 250 Y F 3 HAYUA L @ affinity 285 < 725 & &
nNTwd 7, Qlk~4 a7 7 X<hliRCEPREREKIESflE LThiTond, @IcDWw»Tld, Fas-
Fas-L R OBETEFEICL > TH 725 SN ERORE I H CRERNERDOFR LA b 7253 &
DL 2ICENT S %, ATHA BEFICEB W T, AIHA DFHEHEHHE TH 5 Rh =7 F FWTH I G
T~ =T MO FEDHERR E Tk v, Thl EALASKREIC 2, CD4+CD25+Hilff#lt: T
HfE (Tr) ARBMEGEEROMIFCEETH B LR EIN TS, £ o AIHA BT HCH
JFRE RPN Tr BAHEEE W TE D 9, EF AT RICEWT, Tr GO HCHR~7F F2 Trick 3
ATHA FFEMIHIS IR CTH o722 L o, HRDOMEHD A7 b3, FERRIAEE L THiffIh 3
0, RAEMEY 4 b A1 4 v IL-17 < B #feiE (LK BAFF @ ATHA FE - R~ 5 G S T
3 5183 @iz onwT, FFEME CAD Tl CD20(+). IgMs(+). kappa(+). IgDs(+), CD27(+).
CD5(-/+). CD1lc(-). CD23(-). CD38(-) D Kii~v—H—% b > B MDY v <Gl 1R &
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(Iymphoproliferative disease: LPD) 23ARET, IGHV 4 -34 OE{n TEEK R0 b, [gM Bl /
7 u—FAYUREEAT S, —F, VUROELE I aHle L CEEEEOGHLEH 5, £
I B B %7 HIIRAT 100 T2 iR0 AIHA O 50% I BEHREDOREAH Y . ATHA W DR 6
7 H ORI 2 O &P 0352 & L7z iEf 2% < | Ffic CAD Tl 6 (il &fl cHEMEEICHER L T/ e X
FRMIRBEEA CH 25 F 3 O KIGHEMIRIC BT 2 BT EFREIC X 0 JURMBREE B AT
LIS S 7RI

ns %,
REEAE DRI X . BeFeth ATHA DJFEKR & 7o T 3 & FEZ D NBIEHINH 5 2,
IMAR B8 72 RIS B C b RIMERE B> 1gG 23 #H L L <n L, B0 L A& TH &
MOJFERE & 72 o T2 A[EEEAH 0 . FRAHOEIM TIEZ DA A =X L% SEICEERED R 7 )
—= VI RTHIENEETH D ),

o X5 icBIRTiZ, ATHA 12361 % B RIEBIR O KL RIZICE LBIRHRRE, BRETER A
HEICAS 2o, B A e, REROKH, ' VvIRE, KA SR PEETLEELDL
na,

6. JARE & ¥AIM

X 4. H ORI E o K HE
R AR |G~ s a ey
i S R AT
it e GBI S I A e
i NN
{im
it BRI . B DY) 2 o —
K9 T TR e I
) AL
(Sl S N B P SO cenie | | st AR
WEL. r94a74)| EREHEAS o 2 TNES
. mEn 7i4: A0 BRI S S P
NHE > . .
e PR IS £ 7= 105
s w7 ) v o | 1gG (FiicIgM, IgA) IeM(#121gG) [gM ¥ 72 131gG IgG IgG & IgM
D ETENL = T T T ITRERR £ AR 550
, WS (W) | & R )
N 2L o o o It
EABISGOBI | M GE i) e e i Y s
) TeGiE CadmtE Cadbit CadmtE
EiE — 2 2R 1gG & C3d[51E
s | Cadietex 7 2me e TG IR £ 7= 1t HhcIgGIB & Wit
TR et I P Tt P

1) \RPuiic X 2 i
R AIHA o HCOHURIE, IRy 37°CHHE CARIMERE T EobtFic i s Btk &y, A
PUKIZB Y v Bk TEEMIIAEAT 2K Y 2o —F itk v, [gGRIZIEAR L+ 2, 1gG 2%

B LERMERIZECPEO~ 27 07 7 = I X VBES S (MESAIL) . KD RERNIC BT,
R ot U EE 25 EMEL L <. #ififk C3b 235G L 2R IMERIIFRO < 27 v 7 7 — 2 ic X D i X
Nz (MEINEID . 2MEIE 72 I ERER T, FORMIRREE 2L L TR &K (C5b-9) I

X 2MENBEMEZR T E8H 5,
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I ATHA OFEEUIIRR A HCRRETH 5, HEEREL D 2Rk E (X)) olFRFEE L
T, BEW (B8 7T~ =T 2% E), Vo RklE (B o RS, EEY v o3)E)
mEDBL G, b, I ATHA OZWiR, FERE L T o BEH. V v SREE 2Bt 5 2 &
bdH D,

I AIHA o HEHiRIZERIE LCTIgG 7 7 AT, %7 n— vz ns 5, IgGhikzhia L7
RIMERIZERMAED [gG Fc L 7% —Iic X o CGERAl I, BERZZ T COiES 2 (MEINEI)
FEZEGRMIEIER~ 7 07 7 — Y LB Tz, BRIMERO AN ZRRECHE 1gG
fARMEROREIC I~ w7 7 =V RETH 208, B — 2 XFABRGYERIMBR D FRE i34
RETFELE FHERZ L0 HE I3 %, GRICKZAMICEGT2ERFE LT, IgD
7 IR BT IR, FEEVURE, Pk avidity, ViROSAEE, RN, fREE . M
fi olEit 1gG R, aRMIEE. MAREROMGE L 235 5, ERMIED [gG L& 7% —
12 IgGl & IgG3 e 35 H DT, [gG2, IgG4 ICIZiEHEZ R & vy, ERMAIIHIARS 3 i (C3b)
RT3 72 =30, 1gG ORiRIEMLEE X [gG3 2 b i< . KT IgGl <, 1gG2 i3bd
2o, IgG4 1T 2Nz R <, RIMEREH CHASTEEL I NS & CIb 25WE L. 1gG & lmai L Tard
FLAEI NS, Uik [gG2 * 1gG4 A TH L, EHIE7 — L 2R mEETch-Th FE
IR %E X2 BB B 9,

IgG D A M & N 2 ATHA ) 70% 13 Rh FE 2o L 2 hTw 3, Jiuis2 Rh JUEIicxt
T5b5DTHS L, RuFUEDODHD BRTH 572080 A& 5 1gG PURDERERED K % < flitk o ik
FEICC W2, RIMEREE LT AHETH 58 F 31Tk 2 ik TG AR E 23w, &
nicxf L, IgM fitfkTld, 1 501 CTHROIEELSE T 2, B L < MEWIRI D 5 FilT i,
BBk ¥ 77—V voBRIC X 2 HUMREEMEAMAESE (antibody-dependent cell cytotoxicity: ADCC) #
FFbBG T LHFEZLNDE Y,

HWHEIEICX 2B — 2 ZAFBRIE 2722300 5 2 BT A3 5 0 . OB IMEK 235 E X 41,
BB RE AT v A4 FEICRIGT 2061F, Wwbws 7 — L x[@ ATHA & LR bz O, 2o
B b BRIRRIMER 23 A 5 4, EMFIRIMER D BEHANTOHFar I3HEHM L Tk Y, FRIMERSF D ER I
LX2WIMNTH 5 LHHERI NS, EMELRBEITAHEL, 3~10% & REIN T2, ZNIEFPUE
D RIEAR VIR RGBS D 22 0b b 3 A TUAESRHBIEU T TH 2 20 I BT 2 BIR
CHEI N TS, BERMERD O YiikfEaE Wz L, B L ChiiEtEz 22 L APk L
TOFMFZMS T LRI ND, 7 — o XM ATHA &[5 L [FERIC, FetED 2 & btk
DZEbdHb, £/ Evans FEBEREOIE % & 5 2 & b H 225, MR/ A 2B (thrombotic
thrombocytopenic purpura: TTP) & O#ERIBMEL 82, 77 VA LOMLEICL B &, 423 fHlo
TTP 85 O 84 §1(20%) i W12 D Y SR MEMBRKFAME &L BE2) 285 0 . Kk, BAEA I, DAT
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Bk, BERRMERA B~ BEME A EmZ 0 ) X 7 HT- L ShTwd oV, [EFERINER %589 7\ DAT 28
G OEMEFHR TH > Th | M/IMUED & FRICRESEREEZ > T 2861k, TTP b &THIC
ADAMTSI3 iEHHIE R L 2 B 70 ) LENH 5 6D,

H0 AIHA o HEPiR iR, Mg AE RO S 20 T WILRIGTED % v 25, BURFRMEZ R & %
IZ Rh MR 3% < | Z D DBk A 7 MUIEBHUR S FBIUR & 72 5. FlEREE % 721580 &
Rh & H. Rh EE#EEH (RhAG), v F 3, 7V a7 % U v A(GPA) R EL D 16 G A LI, FFiC
Rh EH & OBIRAEC C L AR STz 2, GPA FRTRFERCTHRBIL T35, NV F 3 3R
B2 oL, Rh EHIZRFRCORBITIT & A L7 HRIMERCIRRARIMERD 6 BIFLEE O FH
BTH2 %, ACHUROMBEIC X ., #ERIMEKIEA 2 PRCA D& ElRE I T3 Y,

Rh MERYE 1% 30kD o 12 A E @S 2 FeoBUkEER (RhCE/D) & B & e R> T v
EZT FIVAKR—X—THHHEEH (Rh50, RhAG) &3 F = —EHEKEZTEK L CEICHTE
L. Rh MEENIFIE IC L > THE I NS, Rh 1A IZ RHD & RHCE o 2 ffio #E{ETIC X - Tk
E X2, RhC (o) /E (e) HiHIZ 1 20®EHA LICHET 3 2,

BB Rh R Y _RTF K, NY F30DcDNAZEA - BT MEEZFEL, Zhic
BEVNAERKCEETC 70 =% 4 b A — & — CMRARREEA G 2 &, X ATHA o 20 f+
15 ffili% RhCE, 4 #iiliZ RhD & RIS L 7z E7e. THNIAY F3 LHRIGL. 5B 54l F 3 D
HEDRIETH 572, RAD & %\ it RhCE KV = 7'F FOIMHL — 710 X B VARREE A PR ER 5
CHEOI e b =7 %2R L T3 9, i, Mkl (Rhnull 7 &) O FRIMER % F W 72 0158 T3,
Ny R 3iexd s APk AIHA © 6 BIRREIC B LN s L oMED H 2 9,

2) waPiikic X 3 I

HEPUAIC X 2 I <A SRR 28 i ML T . C3b ZEREZ B o RMiE (3 IR D
Kupffer M) 1€ X o CARME X 12 MEINANL. AR P RABRE $ TRl S T REE
AHF (MAC) DR E NCIRIMERIE2SBEE & h 2 IME A O BT % & 723, FEHEERIEIC X 3
BN FICHTE OMFIc XL 2 & Ins, MENBMAEFRICII~EI B VIRE &S ICAEEAS
DY S 2, WAYUATIE IREFEIRSEE T, AT O &M Tl 2R & 10 EERR I
FIEMNCTH Y, 30°CLAE Tl Z RS IEMAK A CTHEIREKRE 2720 5 5, fitkoiEEl
Btk —R ST IR S n, MO @ HNIC X » THRIPES L B ICRIMERICK A L. R TN
mINRAI TR 5,

(1) T ERAE (7 & hisgth)

B MRS Lo % HiA: ABO % I MRAL O FUFRRER & 2 %, %2 OFERY X 6 O

LRLY . LI LIE IgM Bk DRI & 72 2, FEmE R IR (0~4°C) TTHC® 23 O

RRIMER 2 BEE X 2 5 HOPUA T, 1BLAERIgM 2540, ¥ TABREH OE - T MR R
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xR Rg 6060, HFEFIMERICHEEE RS OEFEET 22, RREEAECIEEE2 RS TEETDH
%, FEREER KRS < b ARIMER Eic Clqg 2856 &2, R c o FiE < IgM I37RIMER 2>
OEEES 2 A, dTHLRREK I X 2 A 0 1E (L (C1q—Clr—Cls—C4—C2—C3) 23t { . Cdb %
C3b, C3d IZFRIMERD &BEHEL 77z, TS ICxd 2 5 RINERE 7 — 2 ARG %2 R 7,
CAD ik 3 #IMiE, ARifEk Eo C3b %13 2 iFiKkeD Kupffer Milidic X 2 MEINAMNA T TH
%, ARIMER o C3b AATELEESR (WA TRTF) 1k b C3d icEfichd L ARMllcERI L
I Y RIS L 72 2, ARIMEREE IC %20 [gM 7123 & LR o it s & & iciE
JEaE, C3b 205 C5 G R T MAC AERE N, 2BANENENIEL 5, £z, %
WERERENL CORMIKEELAE L. MRSEE S, WECRmORA L kinTF 7/ — &
(acrocyanosis) & & 7297,
a. JF¥M: CAD (CAD)
KD CAD @95 b, FHEEERi-20d 0 3FEFEE FFt) CAD. A L2 DE~EIC
5 b ok CAD & I CTwizss, EHEEFHEM CAD (ZM7 L 72 ) v o HGE PR R
(lymphoproliferative disease: LPD) Tdh 5 Z L 23 L2L70 Y, FFEMED S D% CAD,
R D b D % Cold aggulutinin syndrome (CAS) E FER Z & BRIBE N T3 Y, Tz 2T
CTHEFRRERE] (WHO) IR Y v SR EVABEE S CH O Iciya— v kg a7
Y VIMFED—IHH & L T cold agglutini disease 2350# X 115 T & Lin 5722368 LY v o¥fif
TlEWwEEZLNTWS 70, BRIRE 21T o 725N CAD £ 66 flo 5 b, BHEHIc
sa—vED Y Vo EEEE G T 5 BED 50 fl (76%) LERTHLNZ, —F CAD &
& 232 BlEXR E L 2% HEiE T R Cld. MR T — 2 AT TE /2 176 Hlicown
THBEAERTAZ 2y P I v Ea— LR ) vy BEMEEY v o/ ~2ue a7y
Ve (LPL/WM) gl ) v o<l (MZL), % O OREEE Y v oS HIEPE R E &
PRI N7 BE 0L BEHKE CAD LI Nz, 2o X Hic CAD (FEFME) Ffto
LPD ®{REME ) v e ZHiE N2 2 LIELIEH Y TV, FESLECTH 5, FRCHE
L7 % D70 LPL & o225, LPL ICER TR bd MYDSS L265P B3R #M: CAD
Iid 7 <, EBEERIC X B RBRAEIVEHIEC LPL 1< LIE LIEEE®D b 3 55 2R AL
Y v oI EMBEER O FEREA L o, B BETEE N TR & A 72 A £ BH o AR AE o B4l 7 & 28
JEFE CAD TR0 b Wl THRE % (K5), % oftt)iist: CAD <3 IGHV &R T D&
PERER DI & A D V4-34 T 59, IGHV3 %7213 IGHV3-7 3%\~ LPL/WM % IGHVI-2
() . IGHV3-4(FiitE) 28 % s MZL & 135875 2 Ff 2 2w 5 (£ 5), —#o MZL TH
b3 CARDIIZEF % ™, LPL/WM™, MZL™70® 9~34%TH b3 KMT2D % 355
T CAD TlI% BN DbFHUTH S ™, JFEFM CAD 23 -EEO ) v o fJICER S
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BZYVRZICOWTIE10 T 3~4%RE L WIHIERD Y B, HHEIHEV D LEEZLN

TWw5,

# 5. CAD. LPL/WM. MZL D&% Randen et al., Haematologica 99(3)p.502, Table 2 9% iz
CAD LPL/WM MZLDEBE~D 2 K2
BHEEE N TOREETA. s s
R . I N T BEEENTORBETA/
SR CRENE BREENTORBETEE BHEE. R 0E g e -
- s BREDMEANNDRH
RADREL Lk

ZAF NN o RER (B
BASI YR (IS e e

i AA) =il Ry XA J
), FEMRD L BT R . KOHIBE ICET/NEA S
N o 7 prRELABEEEE =
MRS (1Y o EREBEE T, o Ky T MRS R | > SERT. EAR
. NN AN v - Z -
BED U E AR BIXETE o FEMB % 1S
MpaE£ES
35}
Y v R CD20+, IgKs+(FE CD20+, IgMs+, IgDs+, CD20+, IgMs+, 1gDs *,
) (2) ,IgMs+, IgDs+, CD27+, CD27+, CD5 = CD5-
. CD20+, CD138-, IgMc+,
SERRE EMBREN : ' -
lgKc+(BA &)
CD20-, CD138+, IgMc+, = CD20+, CD138-, CD38+,
U E R o e o .
lgKe+(FEI2) IgMc+, IgKe+(FE12)
IGHV3(17T~83%) IGHV3-
N IGHVI-2 (B2f#)
IGHV (&) IGHV4-34(85~100%) 23(24~35%) . IGHV3- o
IGHV3-4 (B4
7(29%)
IGLV (B28H) 1GKV3-20 (59%) &t &
. wEsa7 Y Uk
s — pig 0 = o, FEFR XS IR (= 109
B AR F (5%) = (>5%) FERDEAIIC L B (5-10%)
MYDS88 . 265P L Y (>90%) ' (30%)
CARDI1 BB LR 5/16(31%) =2 5-10% ¥
9% (pg) "
KMT2D Mepese kR 11/16(69%) 24% (16/260)"% (i)
28-34% (&0l T

CAD:#E B ERAE, LPL/WM: U v SIZEMIAEE Y v ofiE/ Waldenstrém ~ 27 v 7'v 7Y VIlfE, MZL:dga ) v <&

b. % CAD (cold agglutini syndrome: CAS)

A b h OIMEREICKEFE T 5 CAD 135N CAD & XHF 2 7291z, CAS(cold agglutinin
syndrome) DMEFEARIBINTEY Y, 4 3T TXvLEB VA LR, ¥4 AR T LR
COVID-19 7 & DEGYE LN ) VoIS S O ST B 708080 JGUpE S B4 13
%ru—vEThb EpL L, MENFEEE~A a7 7 X=TlEft [, EB v A4 v x5 A

FAT BT ANZTIYL 1 B\ 8289, 7 B Y v EIFT 2 EnEEFRIIE /71
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—FAFUENETH 5 2 L% v, iRREDOEE, 1 HUR I ARIMERCTIEFEH 355 v 72 D A1
ZEZ LI WERAZD 5,
Q) FAEHFEm ~F 7 v v v JRJE (paroxysmal nocturnal hemogloginuria: PCH)

PCH oJfA & 72 3 i{& X Donath-Landsteiner (DL) ik & MEIZN 2R AR 7 u—F
I[gGHCYUATH V., PIERRIR R 2R T, SR CRIMER E RIS L, RS —Kr 2 itie
T2, T 5 & PUAILERES 2 2%, MRS L T I 2 (TAHMEA) . DL ik
LA, BB, P17 EHIAIEMELREZ Fi0 132> @ IgM Fiifk X 0 i Wi IEN: 2 £f>, DL Hifk
RIR CRBEEREED R T 2L H 5. P JURDODMEEE W L AEAENLZES L
TV BET S, maA 2 -, RREFEERET 5 DL Jiko GG i AR 2
THMHERINZ RTG6a085 2 3, PHIEIEIRA 7 4 v aElEEO—fTh 5 /ary LU
L. $ire Ry FHRIERERE N T DL fitik & [ Uit 2R3, BEHPUR 2 3853% 5 2 itk o %
SR IgM THBZ L %EET L, DLYUED 1gG THEDIIRFRAHRE VLS, HPH
Wi & OBEAH SN TE Y, EEBES L L 72 20 HidPIsEcid, 189 PCH £E D 90%LL
LAt OBREICIGIET, # 30%13H 5 2 afEOER 2l o7z L I s 5, DL §ifkZ Db
D IMFRIME G OPER L TRE 2D DTH 5, » o TUERMMED/NR, BRETIIEA
WAERD AT B o N7z 23, MR O L & & b ICRIRICID L, BTl v A v RE SR
AN LG/ NROIFRZGICH S DAL T 57, Treponema pallidum 7 4 L REG L DL
PURHEL & D RRBHRITAATH 2,

3) EAEM

REAR ATHA R A O (IgG $iil) cmhffiofEniERZ%2 > b LTERST LN S
8580, JRAR ATHA (ZEIMOREE VR < | IREIRPIE c P &AW EHAIC S 5 28 %, JFEFEN: CAD ©
WK 20%ICEWCERE 7 — 2 2550 [gG FiHtEL s L 3 B8 HoRAHIEIA R WEEZDL
T3 89,

7. ERRER
D) ek e T
(1) i3 ATHA
BEIRBRIZZRRMEICE T FAEDILTT b 280 O WITH: £ CIRA V. FFICSWFIE CIIFE. &
555, DA%, RN, SEEEZMEI BB, ~EIR VIR IR BB L &
%o BPWFEEI/NECHEEICL K, @inE CTIRBITEYRS 25300 % v, ZE2RoEM
RS | ER OIS X ITIZE MO ETHE, (Oliitkae, BEEE R CoBE T 2, (MEIH
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THEIMPHZZR W e bdH b, 77 v ZAENO Y TEW & Nz 60 Flo B C gkt E
Il (ATHA) D% E 91 X 2 & 87% D B CHRIBIK, J5ERITIR REHKL o v ix
EDHILENDP VLD LEDTHRADD 572, L7z, 1/3 D EH TEIESLRGOIR 72 & OEIMAT R % 72
Dz, FFRETD) VSFHERIIHTH B, PIEOMAIEIL 32~48% T, 4 X 1~2 i
FEA L s 4289

ITP % &0 9 2856 % Evans JEfHE & WP, FEFePE ATHA @ 10~20% % o 2 00, S5
RERE I 7 & 0 BIMER 2SR FHIC 2D S L 23 2 9V, W OFIEIX R L 13RS 9, 22 h*
NORED R L LIRS v, HftE TR EBIC X 2ERFTR 25D % o IR %2 R YE
ATHA 1333 5,

(2) T EESRAE (CAD & CAS)

JR I EERAE (CAD) & hedsth o EHE RMEMRE (CAS) THIKER X5 Bl
L. Al e KEEREZEICL 2D 00645, BYCHFET 5 CAS 1T, HEAMICHRIEL, ~
E/REVIREFVEIMD SEL 25 2 A%\, w4 a7 7 X EPETlR, FlE» 5 2~3 ik
D fii 5 O FHEHIIC IR & & 7237, I ICidfi~ 4 2 7 7 X~ Pk B L St s &l 23 k-
AT RN~ 5, WIiE 2~3 ETHCCRENICIHIES 5, EB 7 A4 M REGICH S 5513
TERDOHBIA B 1~3 BRI H LI, RIMOFHLX 1 » AUNTH %, JFFM: CAD ORIEILET
H23% BRI AFHE T 2 28, BT IC X 2BMAFE2ZE DL dH 2 Y,

TEERFEE DAEIR & LT, VORI - 84 - BN o F 7 /7 —%, EEEE, Raynaud HHRK % &
BHOND, THEKEBNIENTOMKEEICL S, 204 7v 7Y vicksiedbdd,
B & DOMER B & 520 45, THREEB I TH 5., RINENTHRENLEEST 2 2L % E s Tic,
FGREREVL RO L pH 5, MEIZDH > THIRETH 2,

16> CAD BE I~ T, #IEY vl b b KMT2D ¥ 7213 CARDI11E{RT

CERERD T DML H 2287, CAD OBZWIKEIC ) Yo EOfERE R 2 2 L ik, iz,
CAD FJE 2 2> H#£IC OV F AMRHMIAEZ B Mifa V v Sl & FRE L 725235 5 23 %2, il CAD %>
MY voSEICERT 2L IITAMmTH B,

($%¢ﬁ%%«%7nevﬁﬁ(mm)

BTEClEb 3 h I hNR oSl L A ORRIERE 2R 5 ic e L E 5 019, fgEEoER
pICiE, FERIREROEIMAEIEDRER & 72 0 . BIEFMRIEEOMENEIL L ~€E v e v RE & 7
T, KIROE T, BKDOIAPHE - T ALl TOFEHRING ., HEBRE» LB ~K
RFffBeIc, B0, DU, BERA. SR, WEnL. TR, BREICRV T, BRELKRE LD, T
CODRIZFRELRNLF—F 74 vEFEZR L, B, B CEENINET 2, HEE
HoTHRETH 2, 2D X5 REMWEAKRGLIMEFEE TP R,
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AEY AN REGARD/NR PCH X 5 A TIc% < BIRICER T, FHitk, BREEZZED 2 2
VBB, FIEPBBCTIHIMITEL <. R, MBJR. EREEE, v a vy 7RESL LA 2T 2
L7zh, ~EZubv v RIco CAEBER 22 223 dH 2 9, NRIOREEEREIC L,
FEVEME - RAEMED 72 . FEMIREE & OB S M C, ~E/n e VR LFEL ARV LY
26, PCH & w9 ZFRIIABEY)TH Y | transient Donath-Landsteiner hemolytic anemia *% % \»
I biphasic hemolysin hemolytic anemia *» & MR E T 5E 2 b H 5,

RN DR AMRE D CTHRTH 5, [mDEE L & b ICHRT 2 IME WA RIAR I
blzoThbiLd,

8. BREMR

BEARAER 2 OB IMPEE M 2 5E - 7= 56, WA A2 SEINOFEEZE S 5, Bz TR~ —
71— DL & SR RE IR 720 . HBOBRERES O RAINICHT 5, Zoth, B -4
A& (DAT) chEthko kx5 = v 735,

1) i &
(1) #xX ATHA

i ATHA OFfREIZEbO TEHRTH V. FBIERX D BERIED O X RE S 18 A
HAEIME CHRLTH 2L, 20X RERGEEZRKIL T, BHRDIER ATHA 106 fEF]OZHIRE~E
7 e vflild, 2g/dL~12g/dL & &HEILA <. 6~T7g/dL, 10~11g/dL BIC 2D — 7 R X
NTW=9, 427 COLIEXRLFRIZE L LCHRELI N 183 floa ATHA flo 7 — & 89¢
1X. Hb6 Kiifint 54 (29.5%). 6 LAE 8 Kiifiint 69 f1(37.7%). 8 LAk 10 &K 2s 43 f§1(23.5%) .
Z L TI0BL LA 1741(9.3%) CTH o 7z, [F UFMEHSE Tlx. FHEEFIE(CAD)84 JEHI D 44.0%,
RAM 24 il 88%., % ofth DAT &t ATHA < IgA JuAG S 7 & % &1 atypical ATHA £f 16
> 81%A% Hb8 it & 7 » T v 7z,

I ATHA fEGI o FHERIMERER (MCV) (XFEFME 163 fil. #eFetk 58 flcitr I L, 70%
DFERF] T IZMAIRIMERIE % 1<y MCV 28 100fL LA Eo &% 2 L7z, 170fL M o B EE %R
THIHD 255, RESHKTIE 2~3 HOBHEIC L 3 € — 27 BAR b, BHEA ©H 2~3 o
RIMBREEEGSRD LN b, HOBEICLET—F 7727 FeEZ LN 5, KR DU
WD &3, EIMMEA I O FRIMERIR T 13 K/NAS[E (anisocytosis) . % 32 (polychromasia) 13328 &
Nz H, i@ ATHA CHRRTH 5, BB MERSE T8l & h 2 /NUERIRARIMER & 135 7%
255, i AIHA < P CcoFraREOMHE L L CBRIRRIMIKAZ 580 5 2 L 035 5, BRI
BR-CEUNARIMER % 5220 2 5413, FEREMRIN % "3 2,
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BT ORIERYIRIMBREE 4= T % S U €. MR MBREN L@ FE ZFH 8% 29 5., KE» S
D TIE, ATHAL99 B D2 Wik O AR MEREL D Ul 1 9% TH 5 %0, MR IMERE EFEEL
(RPI) 3 A%hRimBkitsin 2 &4 5t c, #RIMmBk(%) x #H% He /IEH He x 1/2 CEHEL, IE
HClisbIz 1Lk, 199 o ATHA TR L 72 RPI O fliE 2.8 TH o7z, —Ti. HIH
DHETRIMERELAS 4% Kiilli TH - 7-5EHI D 37% 728 RPI 2% 2.0 Kiiiz 7w LTz, 2K —EBofilsk%
BT 2o DIERI o B BEAT I ARMBRGEIZ K 2 7R LT\ vz, & B IS MR 2o S8R BRI E A5 51
TlX 15%DBETRPI 2 20 KilioEETH o7z, IO DOBED S, MARIMEREEIN A H 7 72 75
Wi ATHA SEG] < IARUEMERMBREMITHESIEDENSBEC T E 2 &, RPI O ERABA LN
oo OERITIX, MRS GERZEEIM-C GBS M, S5, RimERerEi 33
HOPUARZR L) OFEARBE S, BREMEO NG KD 55 07,
(2) 7 — 1 A[&E ATHA

SRR O RN 13 AR IMERK T O PR %2 32583 2 HOTEDIERIC ® 2 25, < oRimERiciEE L
AR BIRECTRT A 04 R ESTRINTE -, RIA ER EIA 2 v L 1gG
100 43 1-/ARIMBRELT OB ARETH 5, RIA I TOFBR T, BFEOHA 1gG 417503 10
~58/RIMERC. ¥ 33+13, JE AIHA #lCi3 41+ 42, 7 — L 2 [tk AIHA Tl 144193, 7

— L ABGMEHITIX 1,736 12,150 TH o7 (K 5) %%, T, 27 w4 FiGEROIRMERGE &
[gG & (RIAVR) 23 785/RMERLL ETH T, 7 — 2 R[E1E ATHA O WKL 100%., FREE
94%TH Y, MEDOEHEHEZRT LEHIZ16.7 LEfETH 72 (K6) 9, 7u—H 4 FARY
— BRI L 2 RIEREE S 1gG EBE S ERLE iz 00, 7 — 225G AIHA & id 3 L. §F
FMEAER] O L <> Evans SEEHE O &K, BRicizE2Zo kv, 7 — L 2 ATHA CTIE
MPAEMOBREIFCCEEL . AT v 4 FIEE~NOICHES 1 FROEFEREIFAETH L, 7 — L4
RS EEOEMMEEIMTH > CTd ., KRIMIKFES 1gG ZERT 5 & AIHA L ZHTZ 2ERD
HY, AT FIRBEERBEST 2R E 2% 1, 7 — a2l BakzE ATHA oJfiE e L<id, bk
LD 7 — L AR LT Off & IgG 2347 8 <. (KBIFIM: IgG HCHUED 15%RETH Y |
IgA/IgM HOE Witk zhnZh 4% BERE I 7V, 5o 8 A 13 H MK
(https://www.fmlabo.com/service/erythrocyte/) ~D 2 v )L b 234D S s, RIMEKEES 1gG
TEREERERIBED A 7 237 — L 2B 7 b T [gA/IgM 7 — A AR DAL DEIT L D,
7 — Azt ATHA O8GRI 7208 - ZW0SalRETH 5 (R 6)17, 7 — o xf2tk ATHA A355E &
nWizGaiclk, EREBAMEEMO ATREM %2 F &3 % (htps://twmu-yuketsu.jp/anemia-
support/),
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10000 . 400+ BRELEIZENT
G ® G B & 100%
7 30 2 BRE 0%
o ] U 500 LEHE 16
& 10004 =
| -
& - : th
S . : i gy
S 1004 W3 n% u"; g
o &% ° o
8 ° &% 1004 E .
z i : . 2 e s -1
2 289 o & i
R 104 4 E a4
0
FFAIHA ' CoombsRIEAIHA ' CoombsFIEAINA amil &Y EBMAEL &Y
CoombsfEEAIHA JEAIHA
5 JRIMMERGA IgG o8& 7 — o A&tk 6 A7 uAf FRBEOHME L RIMERG G
ATHA % 15G 474

# 6. 7 — LAzl ATHA ©43E 1D

| SIREOAT | 50T | A5 LKDAT | Ik EAIGE

SREREDATIEM = + + hybAI{ELLE 25%
A7 )LDATIE M = = = hybA{ELE 55%
{EFR MG — + — (LISS#%% T 1) BE~IEE 15%
57 LDATEZ 4 v zrm . .
HESIHIME LG — + —(LISSiEF TN  AybATfERE 5%
IeAE=IZIgME 2 _ FIgAF 7z 1 ZIgMnFE 1C & V) . AEREDATRERMEAIHAD £4% ICDAT
{RIZEBAHA AR T 2

DAT:E# 7 — 2 A3, LISS: low ionic strength solution

(3) ZmEEEFRIE (CAD)

CAD TIIEHAD@E Y . BMITRE~PEFEEOFI% 23, BRETEEEDZ L35 5, ik
TRIMER b & & N 2 2FEE Tld 7 v, ARIMERD H CEEE RN AT R ©. BHEEARA Lo AR ST
PFIME OBEI CHRRIC K 2 IO 0 3B I, JNRIC X o THERERIGWHICiHA T 5, BEED
7= O ARIMERTE FOEE D F R E D 80 b b, MCV OARHAGREMEICER % 19, iS4
FHE D7z OKfEL %2 %, CAD %iF8 3T 2 AEEROKYIT IgM TH Y, FRIMEKICKIEL T
BHEZERZ ., BELREC L ) 2 MEORKRFEREE CRERM (tter) 2RI T %, 4°CLITT
72 <. 37°C. 30°C. Eif(20°C) CoRERM% A 5 & iR IE D HEM< A F 70 5 (E K (Thermal
amplitude: TA:BEE DR X 1 2 AR~ R E ) 2 [FE TE 2, 4°CToFEMEE T —M
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ICd o dEfHE 2228, BEREROFBNCIINML Y b TA LHiFEHLENEEcH Y, K
FEHRAM & VAIMPTR & (3AHBIAIZ L 19, IEHF IS ME O FEREHEER IR L. e
4°CTHlE 32 f5E TS, Q00 TILBEFHEE IR Shxv, FERICK VBHL 2K
ToOEMMENOMIE L 28°C LVWETERTT 2L b TH Y, BEFEH CIHEREZ R X R,
—H. FNERCERAENEZF ER I T)0 b 2mEERIL. G O akERIE M B
1,000 f5 A Eo @i ERiliz 2 L, MEFEED 30°CLL Lic ER L, 37°CTh BERIEELH T
258055, £7-. il CAD BFIMFE L O BRIMBRZ A BIECTRIGE ¥ 5 & 98% A EHE %
272 (DAggT [51)Y, WERLH 2 EMREROR 7 ) —= v /L LT, ERCOEE
R (direct agglutination test: DAggT) 2MgIE I LT3 19, F bbb, BEFME (37~
40°CTCoriE) L AERT3I~5%ICHEE L 72 O BRIMERZRAIL . FEi(20~24°C)ic 30~60 5712
FERGE R, @0 LEEEZ BT 5 (b L AIE 2 NMFMEREEZBIE T 2), BESED O
GEIRNERO R WEREIERLE LN,

B TN < T ORI TIEM %R T RICIREBO R CEFE RBERPEA SN D LBV
MAERZ R Z 3, 2D X5 il 2 Kl R EEESRIE (low titer cold agglutinin disease) & I
S, S bbb, WEE 4°C. ERREKE) CIEFTH, TA Z#ald 2 & 30°CLAETH 5
BIEERE L Z &b 5, TA ofgtcix, 37°C | 30°C, =ik, 4°CToRERM % L&kl
ET D, Thbb, ERTHEAFNLAZEFMFEL., £ERT 3~5%ICHFHE L O BIRMBKZ I
L. 37°CT 30~60 73 ith, i LEHEZBIZ T 5, BHEORY b WiimmRfiEE % 37°C
TOFEMRERME T2, Dk, 30°Cic 30~60 43Sk, [FFRICHEERMZHET 2 (b L <
1 2 RFEIEHER R BIR T %), Eild. 4°C(60 p~F4— N—F 4 1) Td [FERICEE LM 2 H7E
T5, BERMPIEFD LRRELER ©b, TABIEKR, 374bbH 30°CLULETOEREIED L
N3 GEMEIMHFEMEERIE L B &g 3105100, 77 I vikTik, ERORD VI 22%

(£721F 30%) 7r7 I vz eyl & RIMERO FHRE 1T, ARIE TR TE R wEiESR
flio LAPBEFEFIROILARZRIBETE L 2 2H 5 10, [EOMFEAEERETIIAT A R
WADRIGHRIF & D& D 5, 1gG  IgA FEABER 1T X AMEFI D SN TV 3 8,

(4) FEHEFER~E 2/ me VIRE (PCH)

PCH T, ¥ & BIFEZROERET 7 v 7 ) villgidwidns (312 C3d) i X 3 51E% R
T8, TR T TR M7 v 7Y ViR D Bt 1gG TRtk & 7% 2, DL ki fAimsett
TIIfREEST 223, Bl <ld IgG e 2EEGI 7 n 7)) vEABRAHEEEA R T b H D, S
DD Tl 7z FIEMIEAN B EORSZRT I b T EH 5720, BRI
DMERHERE I NS, WCKkTIZ/NED ATHA © DL HiiABZBHE E N5 Dix 5~40% & v 5 939,
APFE TR A M OMETT 25 < | MTR BRI % 329 72 Wil L 7R BRI 51 23 B 5 o BRIRARIL
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BROBEERED A b5, HIMER MM O FRIMER~ DGR HFHEKIC X 2 RIMRERERZED 5
TERBH BN, FRRIZ buffy coat THIH L\, MIEFHIAMNIEHNE D720 KT 2,
DL Hifkoiitiz, BIEINECHRIECZ 2MAERBLA R W L2 6, HETOMAE TT 5 LEH
H 5, MR e L < PNH MBRPESRUHEIMERZ V2 L RERE 22 I3 Tw»5, HEAD
> Tl TH 3720, GEMEFNAEEOKEZRTEIL0H Y, #VIRLITHKR 325,
5o -5A R OREEITS) C e AEE L, BEME /T 5 EE DL #k BV L&
HiiEH o DL ik % A3 2 [ DL Bk 2 235 2 1199, L0 8RB L@ E ST

Wb,

ED ERE DL BB BEIME (PUREFIRAN) 5mL % 2 AL, 2h£h 0°C, 37°Cic 30 43
g, 2L 37°CT 30 4B L. 1,000g, 550& 0 L, WESr 0 REMFRD & i,
DL §iithatt L 32, BEMEH OB P HEINE LRI LT3 BREE2 RS C
BB D,

2) [ DL 588&: 37°CCorft U 72 B % % i, 2 AR FRBRE 1 10%0 B PR mBkiFEEiK 1
& B 5 e FiEEEMEZ 5 MANnS G . Blo 2 AoRERE I 10%0 BIZEH
FRIMERIEEERE 1 5 & B EHEME% 10 Nz 2 (avirue—n1H), ALy br—1H
% 1AR$ 2% 0°CT 30 FfEK. 37°CT 30 HiE, S0 0L 2 v b — A% 1 RS
D% 37°CT 1 RfilFRE, 4 RORERE % 1,000g, 5 &0 L, WAL 7238 H o A L T
HiE DL kG e 43, FBABHERIED 5% T DL B G2 Ry #HEard %,
PCH o HCHiffki3@E 20°CLAT DiEFEIHNTH 2 720, 0°COfUb Y ic 25°CIcE W 7= ik
% 37°CICHHE L C. BIMAE Z 2858 3G EERIETH 2 vEEELSE 25, £72. PCH
TIERMIMR THHER~DRMIKOEEERCERIRMPHILL ., ERBERECTEILI VRO

R\,

2) HHEATR
TETANIT IR G IEREFBROEIZ G 2 7R 3725, RUMTEIER] 72 & Cid, ARIFERHIINA 72 < afic i
DZEbHb, HIRECIGUCFARALND,

3) MM ERT R

FRIMERAEE THE % S 2T R AR b 5 25, ATHA ICERINZ D D37, MEREN oS Y
Yy e Vg, LDH EF (1, D8ER), AST ER. AT 7oK Tt h s, RIBER
HIEOGHHI 2 2R E, e VL e VD Smg/dL Zi#3 2 & 137, LDH/AST i@ 30
PLbE 7319, ~7 7 aey 25mg/dL Kl © OEIM OB 13 83%., FFHRIE 96% & ik X h
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TWwW3 10, Lru—yviEy Z7a7) VIED LIFLITRE® NS, Bt~ 2 or v (HbAlo)ld
RIMBRFFAICEEI NS 720, BTN CIEREZR L, HREHEU T OLAITEECTRARE

ﬁ—\-u&%ﬁ— 6 111, 112)o

4) SIEMIEFRT R

EWRELHO TR R IN2HATD, RATA N, ¥4 F7 XL, 370V -4
ik (FIHRIR VA F o X —CHUREER) . PURPUR, EnEEERL SR LIXL IR 2w
3. CRP DGHALHI S D 7n < 7\ 8, HEEIE G O AV REITED Ao h 5,

. 16
1) JB¥EEGT I D RS
ATHA DOJRKRLHEREFE AR IIREIC X VR D | ZNZ IS L 2 IREEOERBLETH 5,
i ATHA 1IcH1F 2 H CRETR OO PR - AR I X (I T o3, B0 kT
IERFERI AT v A4 VEEL b, FEAMIEGEERIECE T, EaltERLEET 2 B Mildo
BWIEDHO 228 o T2 b DD, ZOREEF T o Tk, LA LwIad RIMERkGURIC
B HUAREA IR T 5 L v mA bk, B Ml L Lakkc g2 A b, IEHER)
WHBHL L R0 TETWVL, TAFEMERERIEICE VT, MEMEMICEREARH 2Rz
25, YUtk Cls ARSI NBEIGE KhoTWwd, ThLDRBEIIRKEZHET D TIERL,
TRIMERIIE D TTHE L Z NI X o ThH 72 6 I 12 HIRBERE D I E % BERIICFFA < & 2 #HANIC =T v
PR =T EMEREN R DO TH L b, TELZLETEMTRENZDOREETNG, &
ICRWREEZ & 2B i, BEMEAL IR OTRERNZ T ICEE L B2 EEL 20, A
PR X B BEDOAHEDAIEZE EHZ 2 DX S HLD TRALETH B,
FegtE i3, EEEEEORERESRBEOREAL 7Y | Z ORBESEIT LA D B AR i
TL2O08HITH L, HMMDO Y b u—ABEEINDGAICIE, FRRECHEC ZBREERAL
T &y,

2) PRI X 32 ATHA Db

I ATHA oigE)six, BIER2E® 256 Ch 5 419, A2 WEG, BE LHHL CE
HaFEEELZ L THR VLI,

(1) —Xih#E

FTERDH 2R ATHA BF oL <, B a v v+ 23 MEE 2020V EEFA F T4 v
2016'90F, —RiAHEL LCREIBREAT oA FOo 7L F=yu vl <3, #@ AIHA
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W35 7L =y w0 KBS R ERRGRER L 22 s, BEIERIEK 80% & & 167D,

a. YIHvARE (RS AJRR)

27 a4 FEFERICHT 2EBRREILEL R TNIE. 7L F=Y v v Img/kg ZEAROKS
T2, 4 HZALETEBMIGDERIC X - T 2 EATEROREZFZ4TX v, Thick YV 40%

4 HE CICIMEARERRREICES 5, COMBCD . ElnE TG - BN - ek
B DB REHER AT 252005 20T, TR L E RS BETH B,

BEHIR b 2~3 R CIiE~E 7w e VD RER R oo, BfFfZE#T 5720 7L F=
v oiiEEian s Y, AT A FEOMEHRICHLLEZD DRV, KRBT ALA
DEELEERIZIDBIVEINS, IL®D 1 » HTHHEONFE (FZ%E 0.5mg/kg/H)
L., ZDBREBAIMOLERE ZRARD S 2HIC 5mg { 5D —ZATHEL, 15~10mg/HD
PIHAMERFBIC A B, 3~6 v A% E TIc 7.5-10mg £ CIEHK~ZL, PIb2HIFL T 7% 24
BEiED 2 9, BHESOEWEFRHOBRICEH I Tw3 9, allichok Y, B — L
AR R IR T 2Bl ciI Z 0 BoMEER D 2 ) | MHERFRE R EHTIT b U > TX v,
JEIICK 5% CHEALE A 55, ZOESIZ Vo2 APER (0.5mg/kg/H) * CHET 3 8,

¥, VIFEDEEFNCN T 2 AT 0 FAVRRE (XFAL7LF=yuer 1k 1g, 1H1ME,
3 A oFMED S/ MIRAE & B U X 5 ICHIfF X 5 25, BERRBRD il 1222\ 2,
B AIHA BF 7 420 RICLAETFH ALY voorz (140 mg, 4 HRE) o#fFeHis 1913
B 205, FIEPEIM/ MR E & H~ CRMIUB 2R BRI AE 13 72 <. — IR E L CTHEREL 72\,

ob il ATHA 1Icxf L CRIBTREA T a4 FHEFlE, VY Fo~T7HAT L F=Yavo 2
D@ Phase 3G R BRI N TV B 1510 F v < —27 D Phase3 4 — 7 v 7~ LB Tl
FrRcEl Izl ATHA B 64 4%, Vv Fo~T70HTL F=va vt 324) & 7L
F=va vt 324) 2437, VY F <7131 [H375mg/m? %8 1], 485 L7 U9,
BERE S S 12 2HBOENEIE. VY X =T TL =Y e VR 5%, FL F=Y &
VREDS36% & EHEIICEE A 2RO = (p=0.003) 19, X 5o, HEHEFRAFHEIZ. Vv Fo
< 7HEHIC X D E L 2 (p=0.02) 19, 2016 Fic7 T v 2Ap LA AIHA ST 2 ) Vo=
70 _HEERL 7 T & RN Phase 3 SBRO G FERK T Nz 19, X AIHA B 32 40171
F=vavigkic, 772R8E (16 %) Vv Fo~78# (16 %) Kodbhiz, VU Fy
~ 713 118 1,000 mg % Day 1 & 15 1c#%5 L7z, iBERIG 12 2 HOFEMEIL, VY Fv~7H#
75%& 77 e REE31% EAREAZRDZ (p=0.032) 19, MHERICE VT, VVFv~TIck?
AEFROWMEBEBRGEERRERD b o 72,

Eia v 2 v AREREFL2SHIC, KRBT L F =Yy 1 mg/kg ZH#ERE L, Hillic

WS N7 FERERI F 72 ZRIERE AT v A4 FORMKLG 2k 2 08B H 3 iEHlIC, VY F o~
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THEFR R BRET L CTd Ry GEIGSE) 4701,
b . AEREREE
MR < 27 v 4 FEEAYMHRFE E CIE L 256, fRImEke 7 — 2 2R B HER % 4 <
Wo eI oicEriA, F Smg/HA ERDHFIEL T2, Zofiic 10~12% CHE
L EIHED I Z 5 5, ZDHDOR WK CORBOIED T 1T —RILHE L V23, B
— L RAGBRD AL LRy H A BT HIBTEL LMo R A O T LE L T 575 b
FftE R Vo L ATIEL CGEIT 2 2 L 7P 5, Smg/HAaWw L Z U T oD E~HED
B CERICDZ > TREERK I 256D 7 — 2 AHBOBRICE STV ozAIEEHEET
505, HELHWABEL 725, Z OFRICIZHAD AJBEME & & ICQBHIC B\ T OB % 5K
O, EMINRBEREZ R ORI LBREETH L, MRIMEKD? 4% U ET~E v VD A%
ER D 2~4 W L DB LETH 5, HEMEAIHO AL, BoIChEFEREITHEL, &
fRzfRzb L, HERET 2, HIEREAT oA FRIZOBERKIX. 7L F=Y e vofpm
WEPECHIIE, 10mg/HU T ZMERE L L GERLTH RV LI,
BRI RE AT v A4 FEAICHIAT 2ERNE 3 Fl & g 4119, BERRE W20, EHHZE
CEWCHEIMOIEEch eI vy, LDEIBETLIERWY, 2ok A TEMRL /-
Bitr. FEFgtE ATHA Tl 3~4 EROHERREFICK 10% BB A b, & IR Ch
RS 5, AT R4 FEOHFFED 156mg/HU Lo, F728I0EH - AOHED B S -
720, B ARV RS L &3, BiFtE ATHA omrlgerE 2t Lztkic, =K - Z0EIRTH 3
PUAREIE, PR <2 o MR DR % BRI IS 2 %,
AT aA FREHEEECE. RIIRGsTEI 0T, SEARIFHICERET 2, EIE
FEATu A FORIER L LT, RERM, $ERF. SR, SEMGE, HCEEE. MR
fE. RHAE, 50BEE, ENMETREDAMLRT WS 41, BRIFFLY A L2 (HBV) *+%
) 7R GE ~D 2T v 4 Fi5I3BEL S HBV BHEHAL O fEtEnsd 2 720, &5HICH
A P4 VIR NEHBRETH B W1 FHERELY T 2729, 5 mg U LoREHKS
flicize Ad 2k % — P RAORG BRI W 198 A OSHEBSE O R ICER T
% 120, Vitamin D A v v ZBF ORI D HELE X T 2 120,
(2) A7 w4 FARIE - RO —XiGH

A7 a4 FIC X 3 PIHGERICAIC RIS CHEREREIC 15mg U E2E S 2856, AR z#
DIRTH AR E TR, ETEEEE R & 5 OfiiFElE AIHA © IgM RUH Chifkic X 2 ATHA @
AREME R R T 5 1210 EEREAA® bR wEA L. FRERR ATHA & L TEBORE
EBRERIND, XIBEICIE, VY Fo=7 MDA (B . SRS 5, R
ISR ORI B 2 DN T E 225, I X 2 RS ED B S2 b, HMECTIEIEEE
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270 A FESE T XIBREZZ T, B9 2 I3 RIGHE ICRESEF L 2R AIHA #
BRI F o= MBI NTHE 202, BROHNA FI7A4vTh, BRLVD IV FL~T
FHEEREL T3 16070 - HRAMER N AHA BE O 50%LL EABEMEIC RIS 52, KB L 72
HD 25%L A 1 FEUNICHF L. EEO RIAFRE IAHTH 2 19, Zo7o, M 7 5
FAFV v, vruaRRY v, 337z ) —ABET 2 F AL EDREMFEIEE (&THEIGH) 28
AAONBEZERLVH, INLOEREZ ED XS RIEFETCHEHATRE 22 RT T —XIFAEL
T3 1%,

a.wY A/ b FATHCD20 €/ 7 u—FAHk (Vv Fo=7)

V¥ o273 AIHA ot LCEIG IRy (Bf1 5 4 3 AR, VY Fo=7 130K
ATHA 23 L CTied X g S iz 380, 1564 AR E LT 21 hoBIEWEO A 2T F ) v
2 TlE, 3 AIHA BEOEZMRIL 19% TH -7z 120, BEFEOKEHIZEIFKE AT v 4 FH8
R & 4. 21 20 R ffF7E<id, 1 (8] 375mg/m? %430 4 ERER %5 X h 2 EHER 7 Y
VEIRTLYAVTHS 2, BHNCIEARMEZE T H Y. 1~2 FROFREEKIT 14~
25%127129 30 » HT50% &GS NTn3 30, VX ~T 1gx 1 HHE 15 HHICHKEG T
LY AVHFAKOREGREE Y, BEDIZIIFELCTH D 19,

VY X~ 7oRERIZY VRSN T 2 FEEESER L o TR, 5T 5 Y w8
HRoaE X AIHA Tk ) v SBGRIEEIC RS 2 Liiiic PR TH 2 L PRI N R, HHAl
. 5D 2 EIEH OB O fi2 5 KA R oMK OER RS NS, KAED Y
V¥ v~ 70 X B RN ATHA o#liaE & ZREEICBI 3 2 mim X ifFge 03 & 7z 128 181 182)
18 il D FpFe =l ATHA SBFE WIFE 8 fl. A7 v 4 Fini&E T 10 f)icxf L <. KH&E(100mg,
4 8H%G) o)y xv~7 i EmloR T e 4 PG R L-L 24, 6 A% 94%., 12 »
H. 247 . 36 7 A1 100% D EEHAR0 b, EHREFRIZIEEL TI89%, 24 7 A,
36 ¥ HE T 76% L el & n/z, BB T COMBIAREVIEEERD Y R 27 3Er 277, AT
o4 Foe%5 IS, BERASEIYEOAIHRED b hkh o 72, HREOHKSGIIH
MTH o7z BB 2pKREL 7o b a—AT I3EFZBEC L, Rl 53 » H(6~120 » H)E
Wik Zh, BlE 3 T 80%U LoRRELG LN B2, FEECHARRIC OV TEN
DIERBEDB NG, VY F e TEKIC L 2EERAEHOWME X225, B BFRY AL
2 (HBV) ¥ %V 7 °BELE ~0 5 135EL> HBV FREMAL oML H 2 720, 51
ICHA P74 Viiho ERIGHBETH 2 17, VY F o< 7MaIc e d L ITERERICE, M
e )Yy ¥ o< T7HEGAHEREINTH S TV, VY F o= TARIGHNTN S 2 RS O T 5> 5 |
s 351 2 B MRVETE(LE 7 BAFF 23FF8ICBIG L T 3 ATREMEDS R ST B 199,

b. M
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B3 BEAEARIMER DG E 2o . 22U 2 TEAYL CTH 2 L FRFIC B CPURE RS T
bHBZDOT, PHIZEL 2T TE R, Lo L, BRI ISRz L 22 %E o —ERIT A
CHBEOMANRMALIC X o CRITE N2 DT, PO R THEDHE LRI T2 2L iETE X
Vo R LR TEIR SN ATHA BE DY) 70%23F 4 L. 40% B2 HEICE 2 19, il ATHA &
HD 3550 LIIER#RICHET 225, RIEM (10 FU L) OnJREtEIIAIHTH 5 8139, HA
TIIRFEME ATHA D#) 15% THME T DI, SEPIALIE R - ZJGERMHEIL L 72, FERED
S ¥ co ML 0.4~8.5 4F (hifili 2.3 4F) ©, WH (1~2 » ) BLXUEH (6 » A~
EHAL) OFIREFHMECHBI E T N7=DIIH 60% TH 5, WHEOHMIZ, 27 v A FIEREFHE,
BIVER/GOHE. BILORIED S, £-AMEHE L 28HiIz, 27o4 FEoMEME, B
1t - HADOFHIE, Billoay b e —ARBEH o7z, RERFERSDTH %, Evans SElERE
TR ~ D RS IAREL TIT 5 2 & 23 5, HioEREIT 100~800g <. M4 Xik
PRI L HHBE L 72 199, SCRRIRE CORIE DAL LTH D L 60%RETH 2 19, P
Bic 7 — L AFERDREMEL T 2 2 L 235 2 45, W2 ATHA o HAREZHRICEZ 22 LidZk
We TR RINTH B, B TIIRRIEESR 7 7’0 —F TR L 22 OB 51T/T5 &
LHATE S 10, PR, FRCERPO 1 R, BEERED Y R 7 AEn B, Zid, BiE
HOFPHifG 7 7 F vEBICX > TRPEIE 208 TE S B, F 72, RYYEOHHE 72 ih#E
LEY), A=, WICHIINA WX I ICT B -0D0HERBETH S TV, MREKEIC X 2 IRYYE
DRIETFHi D7z 01, 23 Ml RERE 7 7 F v & FeFE M/ MR P S50 o B 5] 1 e 1 <
A EMATE CICEEET 5 C Lavis HERR S g 1Y, R o BRIMIEZERAE (VTE) o4k
W7z ) 227 ix, EEENOEE TE XD &< 10 ko MR E 72 FIRFIRIASED ) % 7
b, ol T oMRIER % BEis & b s ), PHICAIEOEAIIEIROMRED
WEER D,

c. IR

FUEMHS I PUAE MR OB cRA T a4 FEEAL TGS hs, TH¥FA7T) v o
EEHERY7e 1 Ho# 581 1-2mg/kg T, B#1FEIL 71% (22/31:)57D AIHA) %9, 60% (9/15:
X ATHA) L |EINTWE, FATI) VvV AFALF TV R7 27—+ (TPMT) KREBIZHE
BEREED VU 2 7 @@ % 720, IRRBIATICBRIVEMT T 2 W E D3 B 5, BEDSTE WAL,
1 H 50mg 2> 585 %BA L. iFhERIEA 37 WA 13 150mg i K5 E Tl 2 2 &
BTEDZ W, v ruARY) ORI ZEYIRERE %G 8EIE 25mg/kg % 1 H 2 HT, JA&ED
ATHA 1233 2 2250513 58% (7/12) it ahTnwa B9, I a7 ) —AfE7 2 F 113
g o 2RO IEICH Wb NS 7Y ViEPIEE©H 2 23, @H. 500mg % 1 H 2 [q]
B5 L, MAREE 1g 2 1 H 2 B F Tl 3%, /MBS — 22 ) — X Tl S - BRI,
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100% (4/4:5# 0 AIHA) %, 25% (1/4:3838 AIHA) ), 67% (AIHA & CAD Difkfy) “9c
Hotze WTNOIEHFDFEICHTH S,

3) WwFikic X 2 ATHA Dbk
(1) CAD (i Fé M & et — R i 72 1%

a. FE [nlkE

CAD DinEER clk, AMFER, Wk REERESE & EoEE BRI X, &
BARLHEANTHY, Fif - HEXK - BELR LT O REE LIV EETS OB HH 28T
%, EIMCEROBOEEEH O EETH L, INHITEE. EMOBRBRLRIED A =X LI
EoWTEY, TNLDTEPEITD 5 2% gl L 72 BRRGER X e v 144149 EFI L ~ LTl
WENC X 0 IRERASIE O IME N CORENHEZE I NS 2 & WL KRE TD 15 4D F#iE el T
T —ERERIND L WIRHEINTHE, f7-, BE~E 0 VORGHEIZEIC, &
EMEEAICBISR I NG C L QIEASMAYRIBICE T 2 C L2 EMf T T 49,

BRGNS & LR CFEo, S5 IR RBORELZZ TS, BPERTIIRERED
25°CLATIC 72 % & GIRAZWITE T T2 & & D ICKFIMRESRD T2 2 L BRI NTH D
10 R LT R D D 1 DU T D BhIIR & IR 0D 3 RS 1 & B BV & R L TRl T o
KRR T 2R L. & 5742 U EO KR TICX ), FROREFEIEA AR X DT
HEEER COLHIPI coREZ{EI LI FRNE R LE2ZOND,

I & OO AR AT £ Cie . IR T 25T & e WAVRERA < T BRI A S e o
BRABETH 2 L INTEL O, MRS REAR N T—T A O E 2 52 BIMARFED Y
27BHBLEINBY MBIEY 227 DFEGE TN B CAD TRIEFEESHLHETH B YW, S%IIEI
TEBR % BT 2RI 0P Cls PUAR F 4 ) ~ 751 X 2 5B AfF S h B 192,

JtBko CAD EFHFE TIIFSELEEZ T TR T, EWERELTRETHNIERE b #ho %
LENDH D AHICE TSR X ) T IRM (TR CTEEERC T LI
ODTCHMTHLLEZ LMD,

b. HIEKEAT A F

CAD 233 2 RIBKRE AT v 4 FEOFMMEFRNX ATHA i<t Uik 2 2124 0 (14~16%7F
FE). RIGL T EMRHERFICL BOBENBEL 7D 2 3% i W BIBFEEAT A F

ERG LAV ENEE L, CAD ICH T 2RIBKRE AT v 4 FoaRhE L ZethicB+ 211
AERFIEE FHL o —idawn Y, HRAAENITLE RS2, /T = —D CAD 3 86 4 iC
DWLTHNT L R, FIBKEATu A Fofazhtkix 5 4 (14%) &2 Lholk 99, ks,

D5 % 4L EMRECEWRY v BB I, EYIC 1 BREREZT TV iar oz
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159, 2020 FEICHKRK SNz CAD HE 232 BRI L 72 5 7 [ 24 fizk % MR L 72 EREER
BRI LT, RIBFREAT o4 F2RFHIVL L 734 (31.5%) ofBF I EIN, H
WL 16% & KH o 72 7, BENMEMEVEIBRE AT v A4 F23, KA L LT o BF I

INTWEDIREETH S ™15, 2016 FFOKET [ F T4 v 108 2020 FFICAKRI N7
AD A CRIEEAIMEZMIC BT 2 ERS 2 v & v 3 22HHER Vics T, CAD ICx3 28l
BEEATOA FOEMEIRZ L, RS 3L E28IER (REHM. FERE. K
T, mEME. [ofEE. AIRE. AN, BE5EL L) 260352720, 52T 2C L
BRI N T WS, ENIIFEABRERIECTIIRAT v 4 FHEMER ATHA 1245 AI3EHMTH

5 LHE I N T B 03 10019 7 — A X [ER U ATHA B3E0FL TV 2 AR B 5,

c.

FENEHERIE I B T 2 MENAMIIZ T ICHIECH Z 3720, FPILEREIS & 13725 kv 19,
IgG B F N FEMEHERRIE S 37°CTRRUMIRIMIR A AT 2 ESEERE A TH o2 &
OWEIEIH B Y,

d. CAS I B F 2 JFiRiaE

Y v oSEICHE S & X I REBOAEENETH 5,

~ A4 a7 7 X=fligictE > CAD CIL#EY) A HEE 2 %53 5 23, Bz O b Dicnt3 2 5%

LIEHICTH B, FEsHCIRER 7O CRIFFIEIC X o CAHAREZ FFO D AFHITH 2 199,
(2)CAD 12313 2 HWnit
FEMERE R 1T o T b BRAER & 1 5 55& 13, IBRNMAZRET T 2, CAD 1) L CEEHERIZR 1 i
VL TELT, BRER (B, RHEIEEREEZ L) P2 REBICE L CREELERT 2, A
PRI RE KPR (RF20~+7) & BHMilEEZEFERNL LA TONEH, AF LY~
ZLAMGEICIMER T H 5, RIS L Chiffifks (2740 ~7 : #iG). B #llld 2
EUA GEIGOMER) 2R S 2, BS AT, RMEERASER R CEE 1T B
HAE % BRI & U 7235540 GEIGAMER) 2t X 5,

A AFLY=T

AT LY = 7 3E Cls iIci3 5 € /7 7 v —FAdifFdEc, CAD IZB 1) 2EIMET TH % #i

R LR 2 BHIE S 2 2 & TRMZYGET 5 199, 24 FlowiiIEEMmERRETIE. 13 #l

(54%) %% Hb 12g/dL LA F~DEH{l, £213—2F 4 v 25D 2g/dL OLL ko FRekE R

HDHN, XTHIC6H (25%) Tl 1g/dL D ~FZuv v EERED bz, [FERO BRI

B %t RIS S 197158 42 fl a2t R e L2 ERL 7 7 e R EERERTH. X

FLY 2 THEERR T 7 e R EERICH L, ARCAMEBEERZWE L ztREIN TS

199, Btk C5 PUARZE & [RIBRIC TR I - 2 B2 RS S . BT, il 8 BRTERT i< o0t
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TEIEMNGY 7 F v BB BE A, SRR EERER & BiZo 2 AHEEHRE ST
v, AN B WT Hb O RIFIEC 2 IR b WG LRl 3 2 23, ARIMBREEE I
X B ORI GRS O U KT, CAD oFRE 2% B Ml o—v @b Loy, =
F LY = 7 OEIG IR L T v, Hepc A E KET XX IRIP. o RIS
L brnGaICHEINS,
b. VY ¥~ 7HMEE

Vv kv~ 7HA (375mg/m2 /i x4 HIEE) 32BN 45~54%., TREME 4~5%T
Hb [IfE o Fdefiid 3~4.5g/dL, shRFHEARIZ 6.5 » H~11 » A L WHE V23, HiZ- 7%
BIfERIZR® g 160160 HEECOHFTH S, T BT v, %S S8 T
H B M,
c. VY FUeT+RYELRTF VIEE

VY F w7l RyZLRT v OHRIE. RBEMNHE 7T1~78%. TEREMHE 40~53%. Hb 1
B it 4.0g/dL & HMMEDE . R S 88 » AL L& Kd>o 7z ™ 199, Grade
3-4 DUFHERIEA A3 33%(15/45)IC W b 7z 23, IEYUEIL 11%(5/45) I £ b . Al # I
DONEDP T, HRINRZE L RE SN T3, Bl LYY 27 oEsBEICIZERD
WEEC, CAD DEFRFER 2SR IEFI . BOHED D WiEFICHER S h 5,
dVYFv~eT+I7 0K T e VR

V=7 x ey efiT L. BEE 6%, M 21%. ZEIWIF O hk
filiix 66 » HUL E & BRI IM ES 228, Grade 4 DI FAIIEETED 14%I1C B o4, 45% Cailk:
DPHINETEVRRE, EEFIEEIN G A EEESE G20 19 BN E LTI
Nz,
e. RT VI T HE

BEFRIR IR D CAD et LCHAA T V' I 7oFMA 21 flo CAD iciit &, 32%
SEILA> & OFERL, ¥ 7213 Hb 2.0g/dLLL Lo RIEZS iz, ZHIL 16 » AT, Grade
3L EOBEERRIT 1HI7Z T T AEMD K RIFTH 5 72 19,
f. 4 TN F = 7 HURE

ATNF =T 2B S nzaE 15 4] (4] CAD, 11 il CAS) © CAD B 2351 J7 I I fRAT
ANz 19, f I F = T HREGRIIEHICE VT 420mg/day T, EITEA A F = 7 0% 5
lidhfiic12 7 H 3~82 7 H) THhotz, 1HlIEA 7 NF = TEEANCEW & Wiz infs ik
HEED 7205 L, 1 FlZREGRTICEWT & 7z Richter SEMBEREASTEETRIR L 72 72 ® J 0 G I
BATLTee A4 7 F = 7HHtEE 13 §12f]< Hb i %2R, 12 F1I35e2 M (Hb 12g/dL LA
FiclEE) ., 1HNEEER (Hb 10-12g/dL 7213 2g/dL A Lo ER) Th o7, KWEEAR
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ExRARD T 9 FIFICERUEE L, 9 b 8 filidiaHEIAT 30 HUANIC, 1#lix3 »HT
RS b7z, Grade 3L LOFEFHRIX 1HI721F T, DEED KR IFCH - 72 169,
g. X7V X< 7 HEE

JRFME & F 2 b2 {EJIffi CAD 1Zhf L C X 7Y X< 7% HOIZiEFIBIRE S nTng 19,
Ve~ 7 RATVITCEMBEATHTH o7, X7V X~ 7 offkfif 51 X Y Fai
DEIM & M LDH {6 O e B2 % bz, LPL ICkif 3 5 CAD (CAS) IHEITH -
T2 WHIERIFRE S H Y 10, SHoEME- ReEtoEEs S 3,
(3) PCH Dk

INRCR2MFIET 5 PCH 135 IREE & OBEDIH S 2 Ty, RROSEEIRFAKTS 5,
AR % 0 R XA T VIR 2, BINOMHICHIERE AT r 4 FEXHON, B
EIRE W E X3, /NE PCH CTofEBIcOWTHA ki i e vwad, BN aEEr T 2
WD F 7P 700, BIMOMETH20E A ORI S 4% & 7 5, DL $ilkix P FrRMEZ RS
T A% L, HMFERIMERIZ KRS H P B0 CAMO B 2 B2 » 5, atkBre
TIRIMAEN b ML b, A7 a4 FRIGED PCH 22 ) X< 7 #5053 & b - 2SR
THot- 1%, 2714 FARIED PCH(64 AMBITY Y F o~ THEBPETH o7 & oW
DB B 1,

4) PR L LT gk

X ATHA o B3~ iz, FrliEzZanniEcd 3 ¢ 167170, [ iR idIUstEo 1gG
TH 2 - BETRMIREF OHELHEETH %, BLXRENTH 2 _ELED, EwmiEr»rTEIM
DIGE TN ZPEZ TR b\ 129, AIHA CIRFRIFEGIRA L X ne v ps, FRETIE Z R
FTHERELEICHENST 5 2 L3 TE 3 VLI, FRRNERDO D 2 FEGIAZEE SR V0Ic,
MI2FFE X Rh 77 —7 (C, c. E. e) XU Kell, MNS, Kidd, S/s. Duffy JUEICEIL TH
BET 2 HF AT 2 C L AEE L T IEIRIE-CEINE, BAEEO 2 vwEBE T, FRETTER
AL TWRAREMEIRIE L ARV EEZONS 20, BEADEAICIT ABO ¥ X U RhD A
DA VEETH 5 ™V, [FfEGIAEZH L2 RS B 2 55513, ARIEk2> & B Chiik % Ak L .
QU L 7= sk % AV T o B YU % B L 2 i AfEGU Ao [FE %2175 179,

PR MR RSB 22 5. Zhic X o CEE MK &R 52 &b T& 5, LALEL
DBAr . PURIZ IO HE TR B 230 & 2> T a2 O M F AR MER & 3 KIS L A CARIMER & R
I & N 2 WREME 2SR F e PUADSRIE T 5 R BLHUR % K < s mBkid Uik U IiZEE R
MERIC 2RO MERETUR 2 Hi b, L7dio CHRMEYIEO M Z b 2o 3 n[REld H 5, T H51Cid,
[FIfEEIIC X 0 BV BB RS WD & ofahd & 5 %,
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LA LEBICIE, il ATHA < RIEHIN % 32 3 72 % 8 2 W C ALK o HEER e im0
AIMEEOFMEMRET T2 &, 132 0MEHCHEERINZ T 7256 L KL T, 205 OB IEHR
LCEL otz & OBED S, il AIHA THEANMAFHCHETH, BEIcsZ 2 ITiEd T
LW EDEZDHH B 1T,

WIS L A, SRYBRES IR E RIET 2 X CoRN AR E KT 2 2 LT LED
»2, BREZEGIZOAREERLT 205 TR, BIMREOH KD G &R T2, LR
g~ uv ViRBEOMREEZ BT, BEIE AIHA IH 1 2l OBREHELY ~HICED 3D
TN C, ERROREKZR CIXBEMOE N E "R T 2 HELRKTRCH 5720, ZORRICIIEDIC
WAL ETH L, LrL, HOEEE CHNOETHERTHENIE, ~E/ v ViEEE 4g/dL
PAFic, 50 LA ETix 6g/dL LA RICfR2 X 5 iz 32 179, EgIEE b, AlRET & i,
Iml/kg/BEEILL T A E L 3, ReARIMND 729, SR O REIRICoWTH 5 2 U o
BB IER RIS C A LB,

FfEfIA O FRZ MR T 57201, MEFH O H YA Z BE A CMmERIC X 0 RIS 2 LE 2 5
%, —MRICEERILIE L 72 MBR% v 2 & HEHUROBIEI R ER-§ 2, ZZAP Eid. BHFIMK
ICHEA LT % HCHURDRRE & BERUBE A RIRICIT 2 2 720, AT TH 2 ", 7. PEG
AW HOHHERIGES I I ATW3 17, 2o X 51 LCHOHURZ R 72 i 2 v TR
HIFUARE 2175 2 Lic X Y AEFIROGROHE L . FIET 25AICIZZ DFEESREL %2 5 17T
70, L L., MEOEMD 7z PRI HE R O BFMKA /o wEarsd s, -8
% 3 7 AUMNICRIMBEREEMATHh N 2 &, HCIMERICIRLE T 2 MR MER 2B A i 1 RIS 2
INLCLE S aReEsfEiahcnd, 2o k) AEai. BEMKRoMRD v IcEH & F Ui
DIMER % WAL v 3 170176178 F 7 B L ERIRINICE RO B 5 A (Rh, Kidd, Duffy,
Diego 72 &) AR OBEF LM T 2HE45dH Y 7, DNA XAV /b HFHMTH B 180,

FRERERIERE Tk, EEFEHIRA S, OV IIC 37°CTIIRIG L w23, BRREY
ISR D B 2 FFEYURIZIGT 2 729, 37°C IR L 72 REEClEAAB 2175 2 & ic X v IEfEICH
AMOHEHA L 725 17V, EIMEFICERNIREI S NS &, FF—JRIMEKZ 1 7 < BERIMER
HELE - Wiz Tr[EEErH 5, BEB LOWIMZIT 5 U Z RIE ST 2 0835 Y | Hlflkic
MY +—~v—% T2 2 eI n g 10759, HLUIMHEIL 42°CLL RicBe b5 SIEIML £
T B8 RS OKEE CGREE®E) 1< X 2AMEREIER b HE SN TR 2L hn 8 F
U REEPHE CE WA T, WEEZRREL 2RO ERTW - D & (Iml/kg/FEFLAT) B
M3 259BRETH 5,
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10. ERPRAEEE

ATHA #BE L, 2 1 ERGEC TR E2 H ETHIT 2 2 L I3FRETH 2 43, L LTS
G FHIRNEET 189 FIZK ORGP R A S EP TR 2 HERICHI T2 2 L I3RS Th v,
BRPRIY 22 SIS % < O BN % Z R L TRATICHIIT§ 2 189,

1) i3 AIHA
—iEm e LT, ANEE A TREERBBICIHE R EZNAON D,

(1) A8 o B P oot

IR ATHA 3L CRatE—@tkofEz e v, LIFLIE~E/rEevREET 205, %<1k
3 HECTICHCRENICKRET 2, 2oL, BEICHE W CRIET 2 914 o5& IC#HE .
R~ EHEI TR ICEM L TEERE 2 & 200388004 3 80, /NED ATHA @ 80% i
X AIHA T#J 80% 23 A7 A4 FICKIET 228, 2Kie 10 RciXiABsyitE %~ d, Lk
i 10-15%72> 5 2-4%ICE L 7223, HHEHI O T b &G S T 3 188190, NI o A 0F
(Evans fiEfERE) 12 2nd line 6D Y 2 7 KT, WRIGEE TREEIEES L Cw 2 [EER S &
W L1 ORI ATHA (3T 2 R0 b o 23T, sl ATHA TIZEALEL, v 7R 4 v
ZAT Y, COVID-19'%, 7 7 F v A E A5, BRCIMi%, hEL2RH T Hh 3 2Rk
FRGERGED Ve v, MR ATHA TS AR7208 90 AKX D P TEIE L
(1.7% vs. 1.3%) TE 27 J#Tw 19, VYFo~<7 v/m74RX77IF, 137z
—VEEE 7 = 70, mTOR FHEHZ S0 EFEDBIEDS NG cld T g 909, 5
BHEYIE O A 13 e R S BEE (B 7 & oREMRE 25 S 199200, 20114, 77 v 24+t
(26 fitizk) o/ AIHA HB#E 265 Hl OB & 7z 187, WO i3 hRfEc 3.8
o TA%MERE 7 — 1 ZRERT [gGEC3d B, 8% ICIiEBEfR2H v, 5 1 FHEHE D 15% i
FIEIRE % D 72, 60% D YL FERERT IC FEEVCARTAA R 2 2. 319% I E, 19% i TR % 32
B 77, TR DR FRIMERIK D 25 39% 12388 537z, Evans SEMEREDO & 0E1L 37%. Y% o ATHA
FEAE (X 10%., SR Ik ds L7z ATHA 13 53%. Fe¥etE ATHA 12 28% CTH o 7=, 2lis b 3 4
M (hRfE) OFEMET, 4% 25T L, 28% 2N iG K TFIE. 39% 13 5E L EIRIRETH - 72,
LA RENT T, 1gG 7 — L RGP BB EFED ) RV HFTH o7z, —F. C3d DHGIEE
HOD2HEBRDEMEIZTI% TH > 7=,
(2) A1l o B PR Ao

A DIRK ATHA 3% < AMEERREE & 223, BELEIOLNIb Db H L, LH LAE -
WIIRFIC St - 182 RIREIC Tl 2 C L IZREECH 5, 1BIMETIE LIE LIZELC IR A B
ZnERET S, BUEU EoEFITIZA 0 HCREEREDMD > TRIFERFEDO R 27 b ADA

2

p=(111}
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Y. SLE RE~BITART LD B, £z, B EyRESTEL L < BEY v o Ek
LD v oSHETENEE; 29 RGN A DB REEPICHT 2 ICEM S N2 5E b H 5. MEHTIE 10
~20 FEF TITHI30% I A b, A 23 SLE Th o 72 2209, HiFek ATHA 308 il o175 1t
FETIE, HRY AR LCEEAM, MAED ) R 27 & L CRAERF O HEAE & -2 M5 NI
S, M TR A2 L L CHEERYYE, BB AS. Evans fEEFAOF. 4 BEU EOSHG
BORENT VD 8,

Y Voo HBLCBIL Cid 107 il (REFeME 67, HiFéltE 40) oiEEi< 191 (18%) il
b, ZoWfIhUiE 26.5 » A (9~76 » A) <. &Effln. HCRISREDFE, Hom—v
T IgM O R 7 KT L T 28EHRD 5 200, B2 A IHFRME ATHA ORfEE L L%
Cidwvs, BRI IC KRR 23520 & 1 2 EFIIRE 23D 7202 & 3380 b v, FEEIE P AE
(paraneoplastic syndrome) D—2& XN T35 27,

ATHA D EWIRE % BT EICERR L 72 808134 v, NEZ STRFRE ATHA ZEhR ok
FERHHIC X > THIIL 72 & E O T 186209 27 a4 FEARBEMCYIIGEHEEITV»., Bl
MM 23 3.8 4E D 94 Bl cix. O < RRPILE 7213 AT v 4 PEMEBEREG CHERE — L2
RERPEMEAL 2 1 DL i L. IO FEEZ R 2\ (47.9%), QI FNEMR : Ei% 27 — 4
ARBER DT, MEFRFRU T O T v A4 FECEMIRENLE L Tt (23.4%). Ok EiE
T IREM  MERRM Eo X7 o 4 FEPLEAEMOEL - FHRERE VKT (20.2%). @
FHISEE « Wi/ 5 1 FEUNITET (85%), THho7z, 72, BITRICIEL 725D
HEHT 10 LB L 72 7 OREF]IC O W TR KR S TR EE D IEBIME 1X . DB & HIE A
14%. @7 — L AR TG EDFie 3 2 A M AR FRRRE 2 HEFEAY 61%., QB TifE - FFT
fRIRAEDI 25%., TH o7z, EBDMFRILIE, O3EWHE % P I1EA 40%., OfkkeH 23 60% T,
FelTcx7uf VEDDBULEO¥ETH o7z, 72, T0~T5% IFFHICIE U 21T IEF 7%
Hu EIERSa[BETH o 72 2209, RN ATHA X704 FEOEMKSICHZ b5 & &
Z. A7 a4 FERPHC X > TR AL O TRIMEE S VR Z LRI NED. 295 Th
WIGA D E DB O W T IZIARE TR R,

ATHA JEBNIC 22 APHED %  IRBAKIC L 200 X ), 27 o4 FELUEMHEOR
JAREFICBEE S 2 & D 2%g & A & Ty BB, LTRSS, M REE . MRS, A, b
PRI 209, fEIE, BARIMARZERAE 207, BHERE. KIRESEESE, HIER 2 e A5 0, i
SIRSERE LCHEETH S, 72, @0 AIHA TiF 10~20% I MBFEO SIS E T N TE
. % DEEFIRIMEIECTH 5 25, RO b D B SN2 8, kL) VIFE i
DT 2 LMY 27 BB 5H, TNbARR L THIKRIMRIED Y 27 BEnC i &
208,209 R ATHA HRICIBRED Y 227 03B 5 L HE 2 b T\ 3,
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2) FEMEHERAE (CAD)

JEFEME CAD 13RI I miln# 1c % { PRIZEBITE Zvwb o, ARFMEEL (HET 5 L id
BRI VETWMEDH L 20 £z T, HFENE CAD © 75%IC B ML (=% Y
VoIEMAEY v o) (LPL)) 2o ond 2 b, FiRlEe BbN 2RI < b alFER b I1Xk
EEEELRKETMEHOFRL, BAHEH - SR E T L T2 v — v B fMilaiEoH K E
FEELTH L AT LW EIERINTE 2 532020 L LEGEOHE ¢l FFEMN CAD @
RERMED Y v SFEH e 3B L ZRED Y v o #hEd B (CAD associated
lymphoproliferative bone marrow disorder: CAD B# LPD) Th 2 Z ESHHL & 7n ) 5479 212
WHO S S RIC B VT, Hyu—viffEra 7Y viifEO—fie L CitiE h 3 12 E o 72 9,
TH L7 e bBfEDORE T, CAD Ol E » THRIZFEEETO M EHOH MOMEL L.
HROZHR, HBEERIC X 2 FEMIIZ4HE VA 5, (CAD & LPL 0flic 2T oaflflid 6.4k & ¥
o 2) wRpiikic X 28 (DFESEESRIE  aJ7iF M CAD : page #2HH) —J. EB v A L2
A AT T A EORBYECHENE Y v oSICHFET 5 CAD IDo T, FFEME CAD & XH3
% 7201, CAS(cold agglutinin syndrome) DIFFFARIBE T2 #1119, CAS ICH W TIE, EYYE
IHE D b DIF 2~3 HORGE TR L AHRITEE 2 o i, B Y VoSl &0 ) v o SRS IC K
KT 2D OREMERIC L > TFRIZER 2D, COHATHHRMAEROFLE RS I LIIPHR
V. ek, BERGE R ICRIE O SO ICHE T 2 B ER D 5, bED CAD HE Ol ER O Rt
I AHERE GE AIHA H3%) 23 17.9% TH 3 DICH L 34.9% & % < . BIRAIKE (B ic OAifiize)
B3H 25% & B DK 5 RO REFTH S T LRI RTINS 9,

3) e TS~ 7 v v v RGE (PCH)

N D REG D PCH IZFEAED S B H 72\ LEBCGE TR S 2 %, s NAIIIC X % [FE '
AexRRTE—RICTFRIIRFTH Y, BHLCHRE 2 5 T L 13D THiTd 2 10213219, g
IS HAE D%  IEHEEIC X > TAIMO BRI EZ A5 1Y,

4) 3 ATHA TD 27 — 2 2B AL

EH 7 — 2 23R ATHA OFRRE % bni) i K3~ 2 f5ticd b . Z Df2ME(Lid% < o5&
JREED 727 ) = AN Zp L~ VB L 72 2 & 2R s, BIARIE RN ATHA kTl 14T
1K) 40% CTREMAL A b, X S IR BRI T 2Hb 52 (7)) 29, RBHEALELT
bRE ML T 2 2 & DFTHRV, FrftE AIHA CToOmEE: 2 — 2 2BRiEt(biz 1.5 £
40%. 54T 50%. 84T 62%TH 2 189, EHer — L AFERD ML IcBlE I 2 EHR 2 Ed 5 &
ZW/EHE> S 15 FEcoRIElicowTd, BEDMT (BEFIE). FhEFim (EHEE). Il
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(k). MigEr — o2l () pEECTHho72 (X 8) W, Ak L iR 0%
T, [gGHitkp i b ML Lic < < 27%, IgG B 43%., #ifko & 43%. JLHEIFHPLILTE O A
B2%TH o722, IgG DY 727 7 ARNC L 2B NICOWTIE, LTI TRV,

M [ sesw | [ meoLs | | MifECoombs

R (n=160)

BiEE (%)

015
(m=24)
o v 0 05 1.0

3655 #(n-28)

0.5 L0

% anmshoodn

0 H 10
iz h o MR CE)

7 EEFRMES AIHA B 3 EE 2 — 4 23R 8 HE¥/ — L 2RBoEME v IcBEET 3 %
R A - Frge iRt AIHA CIBED» S 154 F T
EBOIREH], TEUIFEEER IR L 29, SPALICOWTHRE L7229

X K

11. RAFPRL BRE

o

R (n=158) 74.2%

50: &0 4
s SEH BER n-62) 4435%
g — " 0
x Y 5 10 o
& # o 5 10
€ L0 SRz 20, 0% * o

16.35 =), %

95.7% P

36. 55 W(n=28),
” 858% \_
6-®(n=5),452%

4 ENER e
% : = ol L momeRswy
BEEiDSD MR (%) EE Wi SO 1)
9  HrFEiERat ATHA o4 frihig - 10 Bt ATHA o Ef7ihfR -
FEHRAER], T BUERE IR L 72 209, FBOIASER], BT ERE R ERICR L 7z 209,

X ATHA ORI FRAEGIER O N2 AR 2 FetE (K09) &Rt (K 10) 14 TR
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FrME D FIE /W 5> & 5 FHROEFFHITH 80% TH 5, HFM TiE 3 FF TITH 50% DILLHI2
WO oD, FRETIIFERETERET L L TERT, GE O TRIHNWICARTH 5, Kk
TIRERES FE AR T L %25, BTRIIIIE L BRI D 2 > OREFIERZ, FlRERK P 2
7oA FEOMHRICEND 25, ZnoOBIHEDORKREZ L LOTRT I L TRT 2209,

K 7. W\ AIHA o % RIS & 57 HRRIFTE © =0 OREHIEEF O 18 BRFH 2 R o bk 2200
ak— 1 aFk—k2
(1% 4 ti) (il Ji )
L. SEfE 185(FF 3815152 B 56 1E33) 22335 FE1E 180,98 16 3)
2. IREAORE FHECEH34.25), dthEr ST 43.405), PEREA L
(RpEsE) s R A L BRI ESH D
3 =Y 30 mgl B 60 mg/H
4. §RELMIR  CEED 0.674E 4 834E
5. FELCHFE 75 (40.5%) 63 (28.3%)
(FrRMESS, BeHEtE22) (FF5E1E33, #ER1E30)
6. EfEg 24E; 90% (T0%) 24F; 85% (85%)
CFpfdE) (KM 54, B0% (50%) 54F; B0% (680%)
AefiEf|  (56RELL L) 104, 70% (45%) 10%F; T4% (45%)
204F; 60% (30%) 2000 — (9)
7. I fECoombs 5 R $ 21; 15% (15%) 24F; 35% (25%)
(FeiedE)  (K-Mik) S4E; 25% (23%) 54 48% (47%)
SREM (beEELL L) 104 35% (40%) 10%; 55% (B2%)
204F; 45% () 2045, — ()
8. FERRIEHE B (Fr ) 24{5)(15.8%)* 2014{12.5%)
9. St s i fok ) ) 55{#(36.2%)* 33141 (20.6%:)

(FrHEdE)

10, FEEIT  (K-Mik)

L.

(FrHEAE)

i #E B SR D
L S il
($p5EtE L AEFD

12, fEfei S o EiGihin

(Fragtto LA

29.6% (257 £ T)

Haili14%, BATB1%,
Ay R hE18%, JETAEE%

P iM53%, ¥EIER15%,
AEAT 6%, Erih2%,
FAE8%, AEE16%

27.8% (114E £ T)

ih#i32%, TENE43%, M5
TERT18%, JETLATTI

TFil72%, W1 4E5%,
AT BT %, EATEI2%,
A2E2%, Ali11%

FOT—RIEBEH2EEDEHFAEROLO

HITHRIIWTSE Tl FERIE 159 Bl 5 B, 3~4 FELTORTIF 200 (8%) THY., 5 b 1FELUN
DIETIE 9 Fl. 1 ELLERGERE S 11 fITH > 72, JETD 15/20 Hlid 60 KA ETH -7, FHPLTIE
EYUE 7 LinR L BT 2 BOHEIC X 2 d DA H B, TEL FRGEME LB, Fik SR
PR & OB A R R 2SN L 72 2200, BRI & OBEANE VIR THIZ RS &L 6.5 RO
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EFFRIZ 8% TH - 7z,

HADIRN ATHA SER 2 RHICH 72 > TEIFT 2 2 LI X > TR LN BB O E A X 11 ISR,
I AIHA OBFRFSEIZE Tk <, WD TRIA £ 22 EIcE A, BHAEREEZROLE 2
bD, BEORIE RIS S N2 IREDHERS & HEaHIIC S REHTIC X > THRETL TH .
JRAEE L BE R L DD b Z DR OB S X OERET 3 MEFM 2 R G2 I FHl$ 3 2 &

ZREETH B 20,

LW D FE IR

7 — L ARt ATHA & MRS B3 2 B tHINRETIC X 5 & ATHATL00 il BEVEREE 2 &0F L
7= hEf 28 52 1511(52.0%) B b . Z @ 5 biEIarlEE % & 0f L 72 iEF108 39 §1(75.0%). B3 A Z&PEL
7 HEGIH 22 11(42.0%) TH o 7o PRS2 A OF L 72 fEBIA3 11 FI(CE2A 7 Hl. =ZEAA 4 41)
HY . PCHEMEBES - BEEEAALDOLED L b AL CTzfiiflzs 9 #1(9.0%)FD b, EE3A D
B P B RO EBWLRICR o T WD, Ak, ATHA BB H 2L T2 & EildRELEZE .

I 23

ZWio VTN A AIHA

ZWiHIR 6 2HBICERL T2 Z AL, HEZRICE VT

3. EIMEES O AR S S, EIESADBRZIC X 2 FRSHT - FIIRES ATHA ORI TFROUEIC

FEHEITLEZLOLND P,

—

FET,BEE 5 %
JERSE 15 %

2]
5 fl b
& H91)=h)
g AT N
g7 9=n1 <P
JAR P
35 % AR 2 2 S { th\l-foo);'
;0 Yo 'i@/o' BT
E® 2
L] T T ﬁ
0 ; 5 10 20
0 FAEH S D HR ()
— | M — - — EOH]  sssee

- ] —

11 Rtk ATHA o RRGE & BRI - AT HEM 0BT TR o N oM EEZ L L o

7’—: 2, 204)o

BUA v DIF M, . B0 DIREIE 10 LA B4 L Z2fEfI D Z 2 25%, 60%. 15%TH 5,

12. SHOFELFREEE
1) JRRER - R

1970 25 1990 RIS HCRIEREICE T 5 H IR Ptk 2 it L 22 fgisig % TCR,
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MHC, 7' n 7Y v O F#ENHL L hote, I HICHEIRTREYY R Z BT T Vv
DHE. D HCREEEOFREMIHICK X CHBAL 72, 72, AIHA 2 8CHACRIEREEERIET 2
autoimmune lymphoproliferative syndrome (ALPS) DJF[K72% FAS #ER AR TH 5 Z L AL 221
57 E, b OREREHEDPOWREBOWRNEIND LI ICko7z, AIHA Tk T HCCHER
kT BRIMERFUF & LTRh&EH, ANY F3, 27V a7+ ) v AgEREES N, Hol ClkEE
ICHFTEICHILT 2 F 3 28 ATHA OFIIFURIC7 5 2 EBHL 2 L ko7 2, 5%, B flifaf#
5. BIEE. Bk & o 22 figgtt ATHA QIR E OE W IC X 2 BIERT 08, fEIHI 5
T ERMIFFL 22,

—J7C. WEEN - P EEFNEN 2S5 CAD €/ 7u—F 7 B fildic X 2%ER
(Iymphoproliferative disease:LPD)T®H 2 Z & AHL 221272 ), BIEEE & EBIERBEOER DT 258
LW 20H 2%, SH%MMNT 7 LEHTICE D, ATHA OJFEEORIANET 2 & B TFHEI NS 53,
Z DOFGFREFRIREC TR ZM DT 5 2 LIRS TIE A Lk, ZoE, RREIECHR
BRI b FTHE LG 2 5D eEZ o, Z OHWHIIEERIICHRD CTHETH %,

2) Witz iR REE O

g CimlATHA ICH L Cid, BIBEKEARAT B A FOAREILGE o THEY, AV T4 VL
oy a7 277 I8, 7R ARY vk EoREMGEIFIIC OV, BEISstE ko Tw b,
AERBIEIFVEETH Y, £ 0o DREMFIFICOWTIIBRARM DT TR T &b, B
b L KIS 181 72 3R BR D i 1< 2 W IR T3 7 < . 51k b AR BT 3 2 B REEAM 12 A7
LEnwdbD e FPHINE, —ATIVF <7 IConTEBINOTA FI4vicknT, BIBKE
27 a4 FICHCREE LTZ OFHEAEL S T Y, SRIOBEHA Fick T b ftho fgil
ALY D B Lz, 5. DHIHEEIC X 2 BIGIEKEIARE L 72\,

CAD 22T, Fifiith Cls FUASED KR S T 72 G HEANEIRCTE 2 X 5 iCh o7z, IBESIR
ELTRDONZDIEHL ETHIMOUETH V. KIHIEEREE iCn§ 2 EEOM R IZFFCE &
Wh DD, RIEZEE L CH7Z RIBEEMERTE 2 2 LIl o HBRNERIIKREWEEbN 2,

Z Ofth, HT FcRn Fifk & v o 72 9ifk3 2 B fllg s 7> 1@ PI3K 21 & L 21ES LAY~ 2
n7y—YOEREREMAICEDS Syk ¥ BTK 251 L LKy HtaYoisiEsEd bhTtsh, K
T D 7z o TR OBIF A - T 7z ATHA ISR 3 2 1B EOEIR DB SRIL DS 2 WHeMER B 5, S thFE
I, HEATE ATHA ©Oin#3ERA7E 13 indolent BAiIE Y v o8l A — =T v T L TED LN TV S D
LEbns, Fic CAD ic2Ww Tl LPD & L COEREBMEEB S %I S N85, X0 2 oA
ME DL THEIND,
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13. Clinical Questions

Ho fetaimiE g (AIHA) DR, ZBo 7o —F v — MicfitwitEn 3 (CQ-1), AIHA @ 3
~10%DFEF X TER 7 — 2 ZBREE 2 23 2 2 e Mo, Bl REFEE2E T2 (CQ-2), HiE
7 — b ARBRIGE CHifR 2 B RO G AFNEERIE (CAD) DRI HETH 5 (CQ-3), FEnikEE
FIE & SRR RIEBEREOE L IC D W TIE CQ-4 ITR L 72,

2 ATHA OE#EGHH O 7 0 —F ¥ — bt T, 5 - RiGFEL LCREIBKEAT o 4 FE#fEEL
(CQ-5). PWTXipEe LT Y X<, i, Mz s 2 (CQ-6), ik, mx
ATHA icxf9 2 ik & L Coffilic owTix CQ-7 IR L 72,

FEMEERAE (CAD) AR IT E 3 mEbEEs R S h (CQ-8), B A ITRHEBIZR & 32, T
SRELL Lo I EYREEZHERE T 2 (CQ-9), CAD i L CHIBKE AT v 4 FIZHEREL v
(CQ-10),

D L~
ATV —1 :\mL_roe sy (Fl: 7 v X)) ko R T, M—Lizave
VY ADRGEET S,

ATV —2A HIHEL _AL DT e F v RICH ST, #Hi—Liavye vy FABEET 3,

A7V —2B: HEBHEL VLD F v RICH SR T, i~ La vy HRIIHEEL W
(7272 LR EBRBEROA—ED )

HTTY =3 T NHADLRVDIET VRICEIHRETIED 20, RELBEROA—E 225 5,

A7) —4 WS CEEERTIETVRABBE Y [ThhRVEIEDOLNLE I v VP AN
FIES %,
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1. 7 v &2 LHmGEER
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i 774 v FhklL
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3. GEBIEREITE
i B ol —va v_— 2k HERIE R
i Feal—3avy_—2 TRk e M
il AEBEIY T 13 7 WERT ST

e FRA v+ OE

A, 24T

B. Cause-specific survival

C.BoE\v QOL #ge

D. RNz FHREA Vb

1 ARV AEFEES T 72 13HR (event-free survival : EFS)

i ERAETFEIAS $ 7213 (disease-free survival : DFS)

i SERSEEAE RIS F 72 13 (progression-free survival : PFS)

iv JHEJGEIA (tumor response rate) 7n &
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CQ1 BECAEMAMMEEMOERN X LD X 5 1ICH#D 3 5

b(ﬁé%ﬁ‘u— F:a5ra)—2A)HCREHAMERN (AITHA) %252 AHEAEE Y, — 4 258K
21T, BHEOBEIIRFRN 7 — L RFBR CHRIMIRE Lo 1gG & iRk (C3d) ZHER IgG

BHEch iR AIHA & 2WiT 5, ﬁ%ﬁﬁ@&%ﬁf%hﬁﬁﬁﬁ%iﬁ%%w%®%§%ﬁ
5 (CQ3 ~), BE#7 — 2 2RBEM b BKRNIC AIHA 2585 543 7 — 2 X[&t AIHA of
"’(CQZ«)

] (AR pT~ZH)

LS Bl Ao WERIMEENZSE >, 7 7 v AEN O Hifizk cali < vz 60 filo B 2%
MEImEEIn (ATHA) D% RINATRER Dic X 2 & 87% D B TIEIRK, 77 TEREIEI /R #E &2 0 %
WREDI L ENPOLEOULDFRABDH o7, —77. EHEPLHERER EDORMATRZHRD7-D131/3
DEFICE EE o7, BINARBTIRERTRELTL) ~EZ 0 VEEET, 2) MIRmER .
3) MGk e Y ve v ER. 4) 1E LDH ER. 5) JRF - e ) vik (vmey /)7y
tyuoeyy) ¥, 6) MiE~7 e e BT, 7) BRERFEENR E2H T o5, BiED
75V ADEFFEICL B L. BWDO~E 2 0 UL 6.4% 1.7 ¢/dL T 88.5% D HF TR MIRD
WnzkRdiz, /-, MiEFv I re 5o BRI 80%LL L, LDH © EFIX 90%LLE, ~7 b ruy
VEDIKTIE 90% LA Lo BBE TR 72,

IRIMPEE I % 5E - 7235 A 2 AHER: 7 — 2 238 (Fle b IgG g e fie rfitke 2 v —F 0
AR RALZD 0% MHEH) 21Tv. BIEOEE X REMEIN % 58\, FFR 7 — 2 23R /R Ik
B o IgG L fifknsr (C3d) %R T 2, IgG (£HiER) Bk Td i ATHA 20T L. #liiRAL
53D BT HNIEEH ATHA 258 FEn B R 2 ME T 5, FEnEER M2 64 5L L chnidsn
BHEFIEL 2 AN B, 64 fER DA 1X Donath-Landsteiner PiiA % HIE L THRIEHEFE LS~ /oy
VIRFEZZWIT 5, 5% K &M TlEH %25, AIHA O 72 i3RMERICHE AT 2 1gG B2 7 h
2720, JFHEPESIgM P IgA TH - 72 ) T2 720 EIE 2 — L AR BT 7 2IEGI A TFET 5 2,
L7228 o ClEE 7 — 2 ZRER DS EEC b BRIIC ATHA 2855837 AH T LKL 3 7 — L 2R
SREERR, ZRIMBRAGEHER 2 V72 7 — 2 25 [gM/IgA FE Ry 7 — 2 23R 21T 5 9,

[ 235 3CHik]
1. Roumier M, Loustau V, Guillaud C, et al. Characteristics and outcome of warm autoimmune hemolytic
anemia in adults: New insights based on a single-center experience with 60 patients. Am ]

Hematol.89(9):E150-155. 2014.
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2. Sachs U]J, Roder L, Santoso S, et al. Does a negative direct antiglobulin test exclude warm autoimmune
haemolytic anaemia? A prospective study of 504 cases. Br ] Haematol.132(5):655-656. 2006.

3. Kamesaki T, Kajii E. A Comprehensive Diagnostic Algorithm for Direct Antiglobulin Test-Negative
Autoimmune Hemolytic Anemia Reveals the Relative Ratio of Three Mechanisms in a Single Laboratory. Acta

Haematol.140(1):10-17. 2018.
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CQ2 T — 1 R[at ATHA OBWHL XD X 5 iCED 5 0

(HEL—F : #73Y —2A) BRMNICATHA 8bh 3 ic b b o7, Eik GERER I«
£37 -2 AFBCREDBEIX. LIREBEOE I VAT LES — L RFBEZIT,

RV —F : A7) —2B) REBRE, YA n 7 aEttic@itEoRe iR, BERMRES [gG
DEfE (7u—9% A4 FAFY—5) RIgA/IgM icii$ 2 7 — L 2R SHTIcERTH 3,

(] (R p24~ZH)

AIHA DZWikit ic 3B 7 v 7)) v 3Bk (Direct anti-globulin test ; DAT), 2% Y [Ef#% 27 — A4
AABDGIETH 2 L BEF LT, HHE GUREE) IC X 2EHE 7 — 2 ZAFER Il
%%, FIEREES 1gG OMHBIEA 200 1gG 4 T-/RBC & I € . ATHA @ 3~10% O FEf 1312
Wreed2 Y, 2oL WEflz [EE7 — L& ATHA] ATV, RIETIE, 7407 LE
KX 37— L AR EENCEY . RIS [5G OBIHBRIEA 100 [gG 5 7/RBC & RERE
LV EREICHEST 22 LARETH D, £, TN T LRIIVEREREZ LI L Lo (KEH
HHCY AR b AfEETH 2 2,

ABRETR. T 7 sk et Bt ATHA OZWNC L, SR E 2R IIERE & 1gG DERBEID 5
%, Radioimmunoassay (RIA) 5T X 2 & CE BN /R MERGE S 1gG HIETHONTE 7225,
FREMECHIE ICRFE 2232 2 &, BRMEMEZH W2 2 ic X 2 ke MoM@Er 5. Bl
F7a—%4 XA MY — (FCM) Hic X 2HEICHE X b > T3, RIA ETORHE(EIZ 20~46 TH
v b A 71X 76.51gG 43 F/RBC TH %, FCM i#%id MFID(Mean Fluorescence intensity difference) %
HELCTHY, BEIE RIA B AEErZ N ETh 5, FHHEHIPH I 5.5~16.0 TH v A 7{H 16.0 LA
LEBE. 20, B -2 2@ ATHA &2l w2 9, DEreckitEoLaiz, [gA/IgM
RIARHATE IgM B ATHA 0 F = v 7 ¥ E N3 9,

(% 3CHik]
1. RIES < &, IWIRETE, #5778, . 7ma—3 4 A P Y —IC X 2RIMERE A IgG MEE DT, B
#.71(1):37-44. 2022.
2. EUPE, N FE NEFIR SC 7 T L EEEEIEIC X 2 ARIMBREEE IS - BBRE T, v — XK, S VB R
Bt Edr © ARG B 43 = The Japanese journal of medical technology.49(6):951-955.
2000.
3. fBILEEK. H B ERmEA M OME 2022.  https://www.fmlabo.com/service/erythrocyte/aiha/
4. Kamesaki T. Diagnostic algorithm for classification and characterization of direct antiglobulin test-

negative autoimmune hemolytic anemia with 1-year clinical follow-up. Transfusion.62(1):205-216. 2022.
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CQ3 RMEERIE (CAD) OZHIIL D X 5 icED % d

(HEISL—F 7 73) —2A) BECEEHEANEEMOERN ICE VT (CQL BR), KRNI —
LABBCHE (C3d) DRBMOBEIFNERERMEIE L. 64 5HU LOHEIC CAD LB¥i¥
60

e ] (AR p7~ZH)

AP M 5E 5 TR ASZED b N84, CAD OR[N D B3 3 B ERH 2, 1998 F DA
DFETIE, AIMHEID 5 B #2550 ATHA ©, #1/4 3 PNH, Je RMAIMMEE M 17%% L
o, CAD (f 4% TH o7 V, FEHEHEIC X ) WUERHCH AN OEER R b7z b . WoKHE FIRFICETE
PCAPWEE TR 720 T 28815 CAD 2R ICEE 5> LEA D 5, FRINZICER., TR3mEsh
7-ARIME N CTEHEL D b7z ), KM Z A 7 CREZED bz ) Lz5A b CAD R 44
WD 5,

ZWiid AIHA O HERNICHE F FAHIIH 7 — 2 252 1TV, FFRIY 7 — 2 AR TR (C3d) @ &3
B S NG IR ER M2 GRS 2, 64 LA ETH o 25E IIEBEERIE L X TRV,
MR ER (direct agglutination test: DAggT) 1C X b Z2Wi 2 fEELIC T 5 (KX 1 A&
MoZW 7 v —F % — b, page 10 Z&04),

FMEEER (CA) fliodHiliz. O BURIMEK & BHF MG (38°CH#E) % 0 ~4°CKENT—BSIG X
BCHHET 2720, 3L b ARNTORERIGZ KL 72\, —J DAggT (3 O BUJRIMER & B
B xER (20~25°C) 12 30~60 ifiEth, MEOHMABIS T 2 /715T. XV AERNDOIGITEL .
B DB & IIRINER D H 2 CATH % alRetE . CAMMIAIE e DMk 2 %R 30 77 A LB,
HiTED LEEOHFEAHE L T R\, CAfli2 64 5K TH->Td, DAggT MDA
J1ii CAD L ZWixnz ?,

[ 3R]

1. KEFRZ. [RPER BRI E RN R R O HR E IR 5 720 OFERIEHE] . PR 1 1 4R
FeRENEE - ARG E-. PR 1 24E3 AT (200 04F) .

2. Hill QA, Stamps R, Massey E, et al. The diagnosis and management of primary autoimmune haemolytic

anaemia. Br ] Haematol.176(3):395-411. 2017.
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CQ4 FNBERIE (CAD) LEMBEERIEMREE (CAS) DEFE\idfir

@ (gL —F : HF Y —2A) CAD (337 L 7= B MMM R ©, 20N D Y v < HEEE
RREYYELR KL T3 D% CAS L\,

[fa] (A3 pl9~%HR)

INECEABRERED S b, FEEEFZ20d 03FEREME (B REBRESRE. AL,
DPEBITHE D b DI RMFEGEERIE L EITN Tz, Lo LIEE, FRERASRERIEL Shb
BEDL LT, IRETIKALNTHE Y VoSl 3875 7v—viko B fildoiiirlons
ALY D WHO 285 5 ek T, Hirm—vifE s o7 ) vilfEo—f e L Cad
WINDICES729, 22 TZH L7dDeREGEERIE (Cold agglutinin disease : CAD) & L., %
DT IC TR R R IC X D ATHA & 75 o 72 R IERE %2 TR BHERAEWERF  (Cold agglutinin syndrome:
CAS) ¢ 32 EDRIEBINTNS 710,

CAD itk 37u—viEo B filiidix CD5+. CD19+. CD20+. CD22+, CD23-. CD38-,
CD79+%7R L, 13&A Y (90%) TlgMkappa %8142V, FAKIC [gM A MEA{AXEET DD
E LT, U vosEEMENE: Y v oE (lymphoplasmacytic lymphoma : LPL)D 9 HDo~2wru 7 ) v
IfiE (Waldenstrom macroglobulinemia : WM) 235 %25, Z#5H D 90%LL Eic MYDSS Ein 124 %

(L265P) *#J 1/3 Ic CXCR4 %% R 5—7 ', CAD Tld@» b\ 19, £7 CAD Tk
KMT2D % CARDII DERB%L A oN 5132, 3F. 1 2%, 1 8FLREMAKROBM (gain) 23&EHE
CHR oD >, WM &Rk 2,

CAS 13FFEDERGAES V) v BB IChiF T 2 EIMBERIECH 2, BPIEL L Cld~f a7 I X
<R, VA P AF BT ANZRYYE, EB 7 A4 LV ZAEYE, SARS-Cov2 R EDBHIONTEY., Vv
SPEREES & L CiE [gM-MGUS ® WM, HEEEEE0 B Mildy v, By v o EaiMmEZs &
FICBAIEY v EAH ST B 381310,

CAD & CAS DERIICE WTHICHIEL 22 Y v ~HEEEOMETIE. £ FEERITR T v Hill
KM - IIEOF % TN 2, HAMIC CAD T3V v SfHilik, i - MIEEXZZD R v, 20»T
BRI TR, & 2 WIS EY EI IR E 2 R 5, WM Clha@FaHEd I 10%MU Lo
B #ifto 7 v — A RO 208 19, 10%LA T T g T [gM-MGUS &3z b T & BRI
CAD BAEENTWEHEENELH S, 7a—F 4 P A MY —=ICXk2 WM & CAD oA LIix UIXHREE
723, MYD8S AR T2 5 (L265P) AR =&k WM L2l s 5 119, (CAD & WM Difijlic
DWW TOFEMITIA 6 LM 2) WwRYUARIC X 2 (DFEREERAE  alfiflk CAD:
page 18~ % £1R)
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CQ5 i ATHA 0 —JEF AR X h 3 2>

P(ﬁﬁfV—Fiﬁ?ﬁU—ZA)ﬂ%&ﬁxin4F@va:fnvlmM@ﬁﬁﬁénéo

[ffai] (AR p28~%HR)

il ATHA OEEGHIGIE, BIMERY S 256 TH 3 12, AMsERWGE, BFH LMK L CEERR
WEHEE L TORW V2, fER2 D 20 ATHA BEF IS L <. Ef 2 v & v 2 a0l 20209 &
WEAA KT 42016, HIBFKEAToA FOFL F=yn Y 1mg/kg 2R LT3,

Izl AIHA IShf 32 7L F = Ve v o KA 8 BEIREER 13 70 v 23, ARIERIEAT 809 & 39, 5
Fta2 o 2~3 A c~E /v VEARHE L 72 6. BIWFHZET 2720 7L F =V m v Ol Z 15
3~6 » H#% % TIc 7.5-10mg ¥ CiEHKkZ 6, FuEZBHIEL CE ok 2iER#ED 5, V. RIEKE
A7 uA4 FORWEH & U<, (REHIN. BERE. SE, SREIME, HEES. &HRE. AIRE.
SoPEE. EIMK T REAbNTWS 12, BIEREAT oA FHEAICHRIE S 26T 3 &l D7
W LY, HRERENZO, EHZRICEWCRMOEEch e ) rey LD ELBHET S L R
1)

BB E AT a4 FhIEBOERIZ, 7L =y vofliaEsEGMchnid, 10 mg/HULTF
FHEFELLGERNLTORW L2, DT A F T4 v TiEeh v F o4 vige L, M
F721IPLCD20 &/ 7 v —FAJIEEF ) v F o~ 7 GHSIN) BRI TWE LY,

B, PIROEIEMICHTE2RATa A FXv2EE (AFAr7 L F=yry 1H1g, 1H1ME, 3
HIE) oM Gt MR IE & [J U X 5 ciiff dn 2 25, KRB OB IZ 72w D, 1t
ATHA BE 7 420 RICL =733+ A &Y v oz (1640 mg, 4 HE) OBgeHE 913d 325, @
PEVE NI AME & H~ CRBIRE 7 B RGABRAAE (3 72 <. — IR L L THESE L 72\,

AL Clal ATHA IS L CRIBRER T a A FHEAE VYo7 F=yervo 2 20
Phase 3 BffE EnRELINTWE 67, Fv<—2 0 Phase 3 & — 7 v 7 _VEECTld. FiIcE2hr
INEMKAIHAEF 644 %, VYo~ L F=va v 324) 7L F=vna /i (32
%) Kz, VY F o~ 713 1A 375 mg/m2 Z 1 [a], 48R G L7z 9, hERG,» S 12 A%
ODEMFEIZ, VY FOTHHATL P =y v v R 75%, 7L K=y v 36% L e icE =R
ZERBD (p=0.003) 9, X ST, EHFEFWRIZ, VY Fo~-THHICIVEELZ (p=0.02)
0, 2016 4EIC7 7 v A A LR AIHA K32 ) Y ¥ o ~7 0 _EHEHEM{L T 7 &R Phase 3 ik
DEERFERINED, WBNATHA BH 2408 7L F=Vn vikiEkic, 7988 (164) &V Y
Fo~7# (l64) hdens?, Ve~ 713 111,000 mg % Day 1 & 1515 L7727, A
BEBAIE 12 2 HOERIZ, VY Fo~ TR T5%E 77w REE 31N HEEZRD - (p=0.032) 7,
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MBI BT, VY Fo v T I L2 EERFROMINE ERAAERRERD nh o7,

Eia v v AREREELSEIC, ~KREICTL F=y Yy 1 mg/kg Z#5E L. Fllicam
INZHERE 2 BEIBERERT o4 FORBIRG %8 2 08235 24EliC, VY Fo~7HH%
BEfL<d R GHESIL 9,
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CQ6 = ATHA 0 B AHER X h 3 2>

OHE /L —F:hTTY—2A) VI~ 2#IET 2 GEGI.

O(HRIL—F:h 7Y —2B) FERHICX YV ELERIPFTE 208300 1 IZEHRICHERLRY
HiE (10 £LL L) oFEEHIIFRHATS 5,

ORI/ L— P 7Y —2B) SBEMEEEAT o4 FELHFHALTD Lv,

[fgaR] (A3 p30~ZH)

TGRS, VY ko7 BRI () . SRR B B, LAY IC R 23 IR
FEZONTE L, P X 2 BRSMBEO G2 O, BECTHRAIBRE AT v 4 F ik c—
KigWx ZF, B H 2 ISR ICHREA HF L 72l ATHA BE&EICIZ) Y ¥ o< 7Bk
NTw3 L2, BkOATA P74 v Th, BRELVD I Y Fo~T7%#EBL WD 39, ¥ - A
I AHA B35 D 50% M EAPEICRIGT 223, RIS L7 BE D 25% 143 1T FUNICHR L, HiE
DEWFFERAHTH 2 Y, 2070, PRETCTFFA 7V vy, v 27uzxf)y, 1a7z/)—
AMBE 7 = F N7 & O RIEMHEIEAHRA SO NS 2 L B%nh, b DHA%Z LD X 5 RIEE T
TREPERTT—XEFIARRELTE Y,

VY= 7R ATHA 1S3 L Tied X KRS 3840 C. 1564 AR xR & L 7z 21 Rl
KDAZTF Y ATl il ATHA BEDEEMHIE 79% TH o7z ¥, BHE DOKEEUTEIE FE 2
T a4 P&, 21 thd 20 o FE < iE, 375mg/m? % 135 4 JEMLEG TS & L 3 R 7 Y
VEIRTLYAVTHDE Y, BINCIIEOAMZE ST 228 b H D, 1~2 FROFIEEIL 256~50% L
WHINTWB9, VyFo~71gx 1 HHE I5HHREGT 3LV A VL AORIKGREERD .,
ZHEBIEALTH 2 O, KARY vV F o~ 7(100mg/l, 4 k) & 7L F =0 v ok
iF. 1 FEROERFED 100% (18/18) TH h, SHROWMELHIFFI N T2 ¥, BIGHMER & 72 5,

U 2 MR X ATHA BE O 70% 252880 L. 40% 28522 EfficE 2 9, i ATHA & D 3 5
D 1 (IR ICER T 225, RIS (10 U L) otk iHTth 3 > 10, Pk, Fricmy o
1 4ERIx, EERYYED ) R 7 23 En 10, S, RO FHitkE &7 7 F vERIC X > TR &
LR TEL W, T, BRYYEORERGELEY., £=, BUCflIN VX HICT EDDH

BRMSETHD Y, MRIREIC X 2 EAIEDFIETHI D 7010, 23 fliflifi RERE 7 7 F v 2 FFE 1R
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W/ SE B 0 U 1) 1< ME U C IV 4 ERIET S ClcBiE T 2 C L SR HERE A B 12, R O
IRt ZEReE (VTE) o274 Y 2 271k, AN 25 ML v &< 19,0 ik oMk
- 3 EEARIMSRED U X 27 & & <. ik oM PH o BIRERE 2 it~ & ch 2 19,
SRR I PR EAMH O H T2 T a4 FEREHHALTREINE, THF 47D v OEHER
721 HO# 5813 1-2mg/kg T, ZEREHI1L 71% (22/31:J57D AIHA) 9, 60% (9/15:i730 AIHA) 9
EHEEINTWE, FATVVAFAL TV RT7 27 —F% (TPMT) REBIFEMHEDO Y 27 2 &0
3720, BEBERTICIRIN T 2 BB H 5, MESCTE L WEAIX. 1 H50mg 2> H#%5%2FHE L. 4
HEREA 237 WA E 150mg ORAKIEGEE Tl T2 LR TE 2 Y, v 7R AR YOk
PR OS5 81E 2.5mg/kg 2 1 H 2 [B]C, JAFD ATHA iI<xf9 2 250513 58% (7/12) L#ifish
T3 310, I a7 x)/)—VBEE7 = FVIGEE, 500mg % 1 H 25 L, 1g % 1 H 2 [81 % Ty
T2, MBS — 2 ) =X TG S NABEIE, 100% (4/4:)57D ATHA) ), 25% (1/4:3#5
AIHA) 9, 67% (AIHA & CAD OiRE) W TH o7, TN OHEH D i AIHA OiEE L LGl

7R,

[Z% 3CHik ]
1. Brodsky RA. Warm Autoimmune Hemolytic Anemia. The New England journal of medicine.381(7):647-
654.2019. (L E2—)
2. Dierickx D, Kentos A, Delannoy A. The role of rituximab in adults with warm antibody autoimmune
hemolytic anemia. Blood.125(21):3223-3229. 2015. (Lt =2 —)
3. Hill QA, Stamps R, Massey E, et al. The diagnosis and management of primary autoimmune haemolytic
anaemia. Br ] Haematol.176(3):395-411. 2017. (L & =2 —)
4. TJager U, Barcellini W, Broome CM, et al. Diagnosis and treatment of autoimmune hemolytic anemia in
adults: Recommendations from the First International Consensus Meeting. Blood Rev.41:100648. 2020.
5. Reynaud Q, Durieu [, Dutertre M, et al. Efficacy and safety of rituximab in auto-immune hemolytic anemia:
A meta-analysis of 21 studies. Autoimmun Rev.14(4):304-313. 2015. (L ¥ =2 —)
6. Maung SW, Leahy M, O'Leary HM, et al. A multi-centre retrospective study of rituximab use in the
treatment of relapsed or resistant warm autoimmune haemolytic anaemia. Br ] Haematol.163(1):118-122.
2013.(3iiDiv)
7. Michel M, Terriou L, Roudot-Thoraval F, et al. A randomized and double-blind controlled trial evaluating

the safety and efficacy of rituximab for warm auto-immune hemolytic anemia in adults (the RATHA study). Am

71



] Hematol.92(1):23-27. 2017. (1 i Div)

8. Barcellini W, Zaja F, Zaninoni A, et al. Sustained response to low-dose rituximab in idiopathic autoimmune
hemolytic anemia. Eur ] Haematol.91(6):546-551. 2013.(2D iv)

9. Roumier M, Loustau V, Guillaud C, et al. Characteristics and outcome of warm autoimmune hemolytic
anemia in adults: New insights based on a single-center experience with 60 patients. Am ]
Hematol.89(9):E150-155. 2014.(3iiiDiv)

10. Patel NY, Chilsen AM, Mathiason MA, et al. Outcomes and complications after splenectomy for
hematologic disorders. Am J Surg.204(6):1014-1019; discussion 1019-1020. 2012. (3iiiDiv)

11. Davies JM, Lewis MP, Wimperis ], et al. Review of guidelines for the prevention and treatment of
infection in patients with an absent or dysfunctional spleen: prepared on behalf of the British Committee for
Standards in Haematology by a working party of the Haemato-Oncology task force. Br ] Haematol.155(3):308-
317.2011. (v v =2—)

12, MUK #5H0, Z4 1ERE, Pk @8, 1320 sBONRR MRV A RS BERIRIR O S 4 2019 SGETIR.
i PR 1137760 (8):877-896. 2019.

13. Thomsen RW, Schoonen WM, Farkas DK, et al. Risk of venous thromboembolism in splenectomized
patients compared with the general population and appendectomized patients: a 10-year nationwide cohort
study. ] Thromb Haemost.8(6):1413-1416. 2010.(3 i Div)

14. Mohren M, Markmann I, Dworschak U, et al. Thromboembolic complications after splenectomy for
hematologic diseases. Am ] Hematol.76(2):143-147. 2004.(31ii D iv)

15. Barcellini W, Fattizzo B, Zaninoni A, et al. Clinical heterogeneity and predictors of outcome in primary
autoimmune hemolytic anemia: a GIMEMA study of 308 patients. Blood.124(19):2930-2936. 2014.(3iii D iv)
16. Emilia G, Messora C, Longo G, et al. Long-term salvage treatment by cyclosporin in refractory
autoimmune haematological disorders. Br ] Haematol.93(2):341-344. 1996.(3iii Div)

17. Howard ], Hoffbrand AV, Prentice HG, et al. Mycophenolate mofetil for the treatment of refractory auto-

immune haemolytic anaemia and auto-immune thrombocytopenia purpura. Br | Haematol.117(3):712-715.

2002.(3iiiDiv)

72



CQ7 ket & L TR 3 A/ 300>

ORI/ — VA7) —2B) Eer&E»r T BERMIC TN ERET 3,

[fFa] (RS p36~2:i)

i ATHA @ BE ~oflic i, FileFEmssilicd s Y, BRI IgG TH 3
7 DA IRIMEREAN OHE LW TH 2, BICIFRERNTH 2 XE 720, Lz BT AIMDEEIC
XA X T 7R B % 9, ATHA CTREREHUASEE e 3w s, REFTEEZ BRI T IE L2
32 2 ENTEZ ST, HKNEROD 2 AMETAZEES R V0, R IX R 57
7n—7 (C, c. E, e) XU Kell, MNS, Kidd, S/s. Duffy HiJFIcBI L T &ET % 8K % i
T2 EHEE L 2Y, IERECEINE, BAEED 2 WwEBE i, FETIAZRAE L T 5 alhetkik
BEAERWEEZLNE D, BADEAICIZ ABO B X O RhD #AIM QM HETH 2 2, [F
YA Z A LT 2 ATHEMED & 2 54013, RIMERD & H Ok 2 ML . QU L 7= ek 2 F v < i
o | iR ERE L 2 RICEBIEOREEIT S ¥,

FNEERIERE CIR, FEHEAR LS, 37°CTO 7 uR"y FIC X VEAT 3 RIMEREH %
D5 ENRTE2GERL WS, IR AN BRI NS L. FF—RIMEK7Z T Tk < HBFER
MERD FEE - IAIM A Z TRIEEMED D 5, BE B X CEIM A 1T 5 WU A R 3 2 L8235 0 | IR
R Y + —~— %32 2 LRt I N5 239,
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CQ8 CAD icxf L CTHEBEEETHFZ)H

(B L—F : #73Y —2A) CAD OEEEHETIL, REIBRLEERNTH S,
FR - EBEK - BERECTLRERZLCBEERSOBHELCHHIZE T 2. BLLER OBROEE
BHEIEETH S,

[igae] (A3 p33~Z:H)

BRA 7RI X B ARIR. FRICHVRICHN 285y OFED TR L I N5, b iXEE. B
PCHRIED AN Z A LICHE DN TEY, TN DITEBRHEITD 2 5% il L 72K X 2w 12,
FEFIL ~ A Cld, GHNIC X D IREREIE O IME N CORENBE I NS 2 & IPEEECTD 15 S0
BBCHRIGT T/ —¥RFEHRINDE L VPREIN TS, $7z, BE~E/ L Y ORGEMHEIZE
I, RAKME AT I N5 & & D IERRM PRI E T 2 2 L 2B T T3 Y,

KFIRIIIE & X CFE o, I L ICREBARIROFE L Z T T . BIEBR IR 25°CLLT
T % & ERFIRABIITIET 32 & & b ICEFIMRESHD 32 2 L BRI N T2 9 KRG
B O IZ VUL T OB & BT O I A RS I X 2 B A (e L ORIl c o KSR T 2R L.
X o 72 ZVUR R D BT T IC & 0 FHCIREEEIE A AR IC X V3R FmEEEESE C DL HIPH T D
BEEZHBEIEHRNE R FE 2 b5,

B L O S AR AL £ il . ARIRAKT 258 1 & e WAMVERT <12 T B IR 2R o M A3
METHBLLINTERZ D, MBAARERN T —TAOHHLEZ LN BMBIED ) X7 235 % &
ENY, MBEY 227 DFvE ENn3 CAD CRERALETH 2 0, 5% IIEIMEER% T 2 HliaTo
PLCls PR AT £V v 7851 X 2 W RAAFREE L 2 10,

LBk CAD BERAE CIEFMELEER T Cld A<, EYRECHRRTONITIE EID 2 & I
228 W RHICEWTIFERERIC X FTRMCERELZIC C LB THEMITH L LEZ LN,
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CQ9 CAD ichf LT & oEHAHE X N2 >

OIS L—F : A7 TY — 2B) FAELETHRE L AW FFIEN Lo CAD oxf LHEY & h /-5
FIBEE I v, BMEE MmN L Chifiitk Cls Hisk¥E (XF20~<7), BHREZENL L 2EHF
GEIGAV) BRI N 208, BF I TE, REBRASERISEVIEEE B MilgzEmL Lk
EH GHEIGH) I3,

[fgat] (R p34~2i8)

TN 21T o CTHERRIER 2 /5 & id. R AZBETT 2, CAD o0 U CHREHEIRIR IZAET L
TH o T, BRMER (B, KEERES 2 L) LR2FREBIC0 U TREELERT 2, mEEIERX
PRI (xF LV ~=7) & BHMIEZENE L2y Tons s, AF L)~ 7L MNLEIE
SMEFTH %,

AF L) = 73R Cls iCxf 3 %€ 7 7 v —FAHUEIE T, CAD IZ3B 1) 2 IRIMET <5 2 fili At st
R ZfHIET 2 2 & cEMAZ&ET 2 V., 24 HloFisIEamEiaticid, 13 #1(54%) 2% Hb 12g/dl
PLE~DEHF, £723~X—274 v 5 2g/dl UL EREBED LN, 51T 6 fl (25%) Ti
lg/dL o ~% 7w v ERAMPRD bz, FROAMESDEG %2 NRICHE 429, 42 F1 %2R L
L7IBERAL 7 7 e A EHERGETh . A F L) v 7HREME 7 7 e R G L, AEIC
Al e BEREZUE L EINT WS Y, Ytk C5 U3 & [RIRRIC IR 10 3 2 5 G 23 Ik
AT, BEIERE. MREREICNT 2 @WINR Y 2 F V@S LS 25, BIEKRHEYER &, HiZ
S ABHERRE TN Tw vy, BRI T Hb o mE IRE L2 (1ERBLN) @ sh, &5
BRI I RS 2 23, JRIMBREESE 1< X 2 RIHTEER IR E © G5 12 HIE 3™, CAD 5K & 7% 2 B #lifig
sa =3 LV, AF L) 2 T OBWIGIIHETZ L TWa v, e ICEMEZ SGE TN ZRIC.
fh DIRFEIEAHEIG & 72 b R WA IR I N D,

Vv ¥y~ 7HA (375mg/m2 /i x4 BIEE) 132EHE 45~54%., TREME 4~5%T Hb [FI{E
DOHIEIL 3~4.5g/d, ZhERFGHARIZ 6.5 » H~11 » H L lLiiE W25, HiZ - 7-®8IER IZER0 o1
ahrolz 20, VY FreT XY X LRTFvOHHIIE, £2FME 71~78%. TRUMEHE 40~53%,
Hb [E{E O defElL 4.0g/dL & GRIMERE K SIRFEFIAR S 88 » AU L& Ko7 7%, Grade 3-4
DEFHRERIRAD 23 33%(15/45)IC L b7z 28, SEIE 11%(5/45) I 0, Al OEEIIFED b ik
Dotz, WBNRELHEINT VLD, EiREPELEY 27 0FwEFICIIFEESSLET, CAD @
BERRER 2358 WRERI . GOHED D WIEFlICHER I NS, VY o =TI 7 X e v 2T 5
L. BB T6%. TR 21%, ZUHR o iEix 66 » AL L BREIZIA LS %23, Grade 4
DIMHEFHI D 14%IC RSN, 45% CTHEMEL SO 7V X5 v BSiHE, 7213tk d n s 7 s
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EWn7zo 90 B LERE LRI v, BHEREICEYIED CAD KXt LTRAT YV I TOHEE)
23 21 il CAD ICfiat X 4v, 32% 232 & OB, % 72 1% Hb 2.0g/dL LA Lo [EHE 23528 & 7z,
ZIHARE 16 » AT, Grade 3 LA FOHFEERIT 1HI7Z0 T, AN KW RIFTH - 72 10,
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CQ10 CAD icXf L CHIBRER 71 4 ¥ ixhHe

@ (GEEISL—TF : #7573V —2A) CADICHTRBIBREERXTuf FOBFMEIZZ LV, RS
XZREA%28 570, BIBKERT o4 FERE LAV EREZ LW,

[dit] (A3 p33~Zii)
CAD icxf 3 2HIERE AT v A FOEN: L LRMEICBET 2 FIA X AR L RFHL Ea—idkn Y,
BoMEMILE 2B, /AT = —D CAD B3 86 AT OV T L 72k, BIFKEAT v, Fo
AR5 4 (14%) LZLo7z?, adb. CO54 P4 4 EHid cEbEY v ouE & 2l .
BOIC 1 ZIEEREZ T T o7z 2, 2020 FICFEKR I 7z CAD BE 232 A2 MRIC L5 »
24 i R RIC L 2 ERE SRR ICE T, BIEKERAT oA FATFEIVL 734 (31.5%)
DEFICHTT I, AREE 16% LKA o7 3y AYMEMECEIERER 7 v P2, KARL LTS
COBFIIGTINTW DK RTH 2 >V, 2016 FOEENA F 74 v &, 2020 FiohRIh
72D [ C S A E I B 2 [EE 2 v & v R AHBEE ick v, CAD 1§ 2 8IE
FEAT7wA FORPEIRZZ L, RIKGELE RN (REMIN, FERWE, SEIET. =ilE
MAE. KAobEE. AIRGE. BNE, BEELY) 2a0fT 5740, &5 %2E1T 2 LR ncn
%o
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