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Rituximab in Immune Cytopenias

ande Aazds

NI ﬂaﬁm”iwm NavBEINIIN INW NLNANITINNNAN

Immune cytopenias Tunmefitnmasnasesdaiben
L9 Wiaderem wauntaden Hemnmahaaimaac:
ﬂénslummalﬁamLLazm%aLsﬁaz;GLuvhmsqﬂ;w autoanti-
bodies M3ISN immune cytopenias ﬂﬂL%N%ﬁHBWﬂ@
Qﬁgmmuvl,(;l,l,ﬂl corticosteroids L"ﬁu prednisolone a0
dexamethasone hmaﬁ”tﬂ%waw%agaai%awiumuwagqLﬂu
DA PadlmTnInmEm sy e Is -
AN Fesinamnaiadisaumasneme loun intrave-
nous immunoglobulin, cyclosporine, methotrexate Lag
vincristine Lﬂugu ?f}amﬁi%%mwéaﬂmﬁamw%&mu non-
specific' Luaamﬂwummaq immune cytopemas Lﬂ(ﬂmﬂ
B lymphocytes EﬁN autoantlbodles mﬂan mumm
M3 monoclonal antibody @a B 1ymphocytes Nﬂ‘ﬂ%
mﬁﬂmmaymmﬂuﬂjﬁga@iamsiﬂm %4 monoclonal
antibody wﬂéﬂuﬂmmvlmm rituximab I@aLLiﬂLiﬂ‘ﬁ
rituximab % targeted therapy %ﬂmmm%wiamﬁw NARN
7940 B cells m'm follicular lymphoma, diffuse large B cell
lymphoma 8¢ chronic lymphocytic leukemia %@‘WU’AW
oradolarsiueiadinte aasnlesh rituximab m(’l%
iﬂ‘]:ﬂiﬁfﬂﬂé\lLLVQ\IWIQ%NTNEJ‘V]@B@]ami‘m‘]:ﬂBﬂ%aWHIﬁ@ [5)%)
rheumatoid arthritis’, vasculitis, primary Sjdgren’s syn-
drome, systemic lupus erythematosus Lag multiple
sclerosis® Lﬂu(;%

Rituximab mm%ﬁug’m

Rituximab % chimeric human/mouse antibody

. . . <41 -
Ikumuatiuile 7 nsngem 2651 lalndfsmisle 6 Sones 2551
aosmssunauaiiUfinne w.e aide axds wwelafieinen naseysnssw
Tsmenunawseangine auwnTit WeTIwa nmsl. 10400

‘ﬂszﬂam:w human constant regions L&¢ mouse vari-
able regions &NANN murine anti-CD20 antibody (IDEC
2B8)° ﬁa;sﬂﬁ' 1 uaw 2 oel IDEC 2B8 44 rituximab &
specificity Way affinity oL e rituximab & half-
life Thommt e YMULReN™U human effector cells Lay
fanauiiu immunogens MOENM rituximab SUaenamiien
LLﬁuﬁ‘]_I CD20 antigen ?flma%]w B-cell lymphoma cells ax
95% LAY normal B-cells LL@% CD20 »LS\IIW]_IU'H, precursor B-
cells 738 stem cells CD20 WUHDLLUWITAA b CLL
(chronic lymphocytic leukemia) e plasma cells CD20
aﬂ#m@aaﬂmﬂﬁalfﬁa's;wé’amﬂgﬂﬁuﬁu CD20 antibody
LLanLngﬂNé’m%ﬂﬂ,meﬁaém%agﬂ down regulation qw%ﬂu
MM el TaaNESmEaN CD20 Uy antibody 1N@
91N antibody-dependent cell-mediated cytotoxicity
(ADCQ) ﬁ@gﬂﬁ 3, complement-mediated cell lysis @Tﬂafﬂ
‘ﬁl 4, induction of apoptosis6 LLazmﬁumumiLﬂéamaq
calcium 1l lwaa

T uenataande rituximab Vl,é”wﬁmﬂ%im;ﬂa RGN
aomhmAasnynm 10 9 uasmmienataeniunen
%wqqa rzzﬂaaﬁaﬂmﬁﬁmmﬁmiﬁlﬁam%@LL‘m (first dose
reactions)” o 12 wimd meladinnen broncho-
spasm anudulafiosn snfemumel 2 Falussnilven
%ﬁﬂwﬂ@mm{h;m%mq 6],1; corticosteroids, antihista-
mines 8 bronchodilators §MSUHATEALTRsENT
LLWV]EJEWJ‘SglaMﬁG »L;Llh progressive focal encephalopa-
thy, hepatitis B reactivation Lm%mﬁm%@%%ﬁﬁﬁ@é%ﬂ

18 a7 rituximab Qg

oA s % a
SL‘%NM‘]_]’JEMLﬂ%NBLﬁTJWQN%WLWﬁ@Q
VL@waﬁhmﬁwmzﬁwammmﬁm‘swﬁq autoimmune

diseases % rtheumatoid arthritis WOEMSL autoimmune
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ANTIBODY-DEPENDENT CELL-MEDIATED CYTOTOXICITY (ADCC)

Macrophage,

Monocyte, or

Natural Killer
Cell

9UM 3 uAAY antibody-dependent cell-mediated cytotoxicity (ADCC) U84 rituximab’®

ANTIBODY-DEPENDENT CELL-MEDIATED CYTOTOXICITY (ADCC)

Macrophage,

Monocyte, or

Natural Killer
Cell

g&]ﬁ 4 g complement-dependent cytotoxicity (CDC) 289 rituximab’
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cytopenias £l lasumssansulnlalumadnm deriu

d q¥ ae 4 g
wwediaglzenunsidionanytadumslauy offlabel a3
fazlnayaiiun oo sfaausaninafuanamafes
ANNMIIN

nalnmsaanqwémm Rituximab W autoimmune disease™

ﬂaiﬂﬂﬁ@aﬂﬂ‘ﬂ%éﬂaﬂ rituximab mﬂimﬁﬂm@mﬁﬂ
LLS:’SW rituximab q/115],‘1/1 B cells AN LL@]mﬂ‘]Jiyﬂ‘]_Jmim
Slumﬁﬁwgmg autoimmune diseases WUNTEHT0S
autoantibodies ma@%a@m%é’amﬂi;mLngiupzﬂaaﬁ@au
suas dnhAsenatinalndurivilnemsrasghetuis
VL(;LLTWI B cells i antigen-presenting cells ﬁﬁﬂixﬁwﬁmw
uaﬂmﬂﬁuﬁa%’a Hﬁld co-stimulatory signals GL%mTﬁﬂﬁ;Lﬁﬁ
effector T-cell expansion & B cells ﬁﬂﬁ;ﬂmi cytokines
ﬁ%’mmimagjmm mononuclear cells ém UseAndnw
2994 rituximab 2NANANNMIAARIUDY autoreactive T-
cell responses ﬁﬁ@ﬁﬂ@h&;ﬂ’m ITP I@HWU’AW?B@TU T-cell
helper typel/2 cytokine ratios ay CD4" T-cell associ-
ated BCL2/BAX mRNA ﬁmmjﬁuﬂ'aumﬁﬂmﬁﬁgﬁu
30BN ﬁ?’;&l%ﬂ oligoclonal T-cell expansion \laﬂﬁ‘l_lm’gjﬁizﬁ‘]_l
Undimelu 3 WPaundemssnmn LLazmagelmgé“uﬁl;muﬁa
6-12 1hak

Autoimmune hemolytic anemia (AIHA)"

ATHA Lﬂummemﬁwm acquired hemolytic anemia
Aeansimesns antibody ADLIAARAUAIBITNSS (au-
toantibody) é’ﬂwmzﬁéwﬁmg Ao a¥dl direct antiglobulin
test (DAT) ¥398nFanilsda Coombs’ test THauan
SAIOULY ATAH il 2 naw eugannfif autoantibody
YU antigen UuRSaRaaLAS ' own warm type
AIHA Uag cold type AIHA ﬂémmﬁmﬁﬁ%m\lgﬁﬁ
qomgdl 37°C dunqamiaiuisenladiigumgsnm
37°C

Warm type AIHA
Autoantibody #fieiiiniu IgG laeenaaziinmsnsvg
complement 3mefla Hindoauasit 1gG Ui awgn

Fuinlae macrophages 1 Fe receptor mLﬂﬁLﬁaﬁLLmﬁgﬂ
Fuinlmueazdy cell membrane 1wawly vhlndawne
@nag nanendn spherocytes %@azmﬁwmﬂmmﬁmm

)16 17

(extravascular hemolysis mLS\IGWLaa@LL@\‘WJ IgG aauu
) ﬁmﬁmx@m complment @’JH QZWﬂ%Lﬂ@ﬂﬁLLWﬂ‘?@GL&I@

\HaauaeTie intravascular hemolysis

BINTLATDINITLEAAY

Warm type AIHA Lﬂﬂvl,@i%wﬂ'l mﬂﬂammy WGLW@TWDN
LbETNE LLa”Nﬂ'ﬂS\lmLL‘NLL@ﬂ@Nﬂ% Nﬂ’lﬂ&lﬂ&laﬁﬂﬁﬁm%@ﬂ
L‘Wﬁﬂ mmﬂa‘ﬁmm UWG?WEINVL?J@H"] Nﬂﬂﬁn&‘ﬁaaﬁl% S]M
TefeTmmnneRSMIMEsDs o Sus S vieienms
WN‘];T'{L"’U L“DI"H; L%‘]_Iﬁﬂiﬁaﬂ ﬁ’ﬂﬁﬂ'ﬂﬂ NUIN ﬂ??@]ﬁ’lﬁ%?\?ﬂ?&l
waNAMLN pale conjunctivae LamumEmans
ot (icteric sclerae) WLhesMemawLEsy uassasnale
warm type AIHA snaiasnandwsaiuamaivalse
collagen vascular disease L9%HA L“ﬁ% SLE (systemic lupus
erythematosus) éﬂammmamaﬁmmﬂaa SLE 1w 1@
%a WN%’N ﬁ%LWg\leL@@ LLNaSL‘H)ﬂWﬂ mmeﬁm WY warm
type AIHA ﬁﬁ?ﬁ@i@g{m‘ N L% high dose penicillin,
quinidine, methyldopa 8¢ fludarabine Lﬁ%(;% NBL%JG;?’JS\I
ﬁﬁmaad (malignant lymphoma) mmﬂummeynaa warm
type AIHA o a;ﬂwﬁ"l,ﬂu AIHA 199891348
immune thrombocytopenia %QN;’JH 5un Evans’ syn-

drome

msms’aama;mﬂﬁﬁ&ms

M3§137a CBC (complete blood count) %‘W‘U’J‘Wﬁ Het/
Hb anas Wiadontn wasnindenoagetu walume
AHA a0 SLE sranuniisindonsnsile msase
blood smear ALNWUA spherocytes, polychromasia Wae
basophilic stippling EL‘mmﬁﬂ hemolysis FWIIDANL
f nucleated RBCs w&% immature WBCs (promyelocytes,
myelocytes, metamyelocytes) 5’38

Lab ﬁﬁwﬁ@wnhmﬁﬁaﬁm ATHA 'laun DAT #ssin
EL‘;NS‘LI’JTW yaNNTs indirect antiglobulin test ﬂﬂiﬁwa

4 'y

mﬂmm RNt autoantibody aﬂu serum m‘mrm
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m’aﬂmglﬁamﬁﬁu I@ﬂ‘ﬁ%hm Coombs’ TH# monova-
lent AWUN autoantibody iueiia IgG Wusuln ua

¥ 3 ¥ dj ana (=3 ¥
1NY IgG Wae complement mmﬂvl,@ Sﬁdﬁgmm%mﬂ@
Faidla incubate specimen 1 37°C MaeIRRUe| VLT
i AIHA lown § serum LDH (lactate dehydrogenase)
Wsian indirect bilirubin gt wihefissdelsams col
lagen vascular disease N136157a ANF (antinuclear factor)

ua/¥38 RF (theumatoid factor) BWSLW}\I’G‘]_I’JTT

5N

1. vanGussng Toeasnzenfionadumnmeras AHA

2. corticosteroids ﬁﬂi%l,ﬁu first line treatment VL@\LLﬂI
prednisolone 1 §N./AN. ae Sunlsems e seri
VLS\}VLV;QWM dexamethasone ﬁ@sl,wnm@ equivalent L‘Ilm
4 {n. Lﬁzmaamﬁa@@h YN 6 T. %L‘Vﬁﬁl‘i_l prednisolone
Ustanas 80 an A wslanmainen éﬂaaﬁﬂﬁmm‘sﬁﬁu
T4 24-48 5. e How/Hb Selufingss unaslaanad

3. &Eﬂ’mﬁﬁmm‘s tissue hypoxia 31N 1 331 Suau
vaehlane Rarson PRC tansfusion fiasnnmaih
cross matching Vﬂi@iﬂﬂ 3n& RBC agglutination L&D
m%%LLWV]W@LL@M’J&J@]@W@@]MM blood bank technician
Lwammaa@ unit ‘V| least incompatible I@&Jél“ﬁ unit 1‘1/1&1
waeiutie leukocyte-poor el 1 unit GL‘;%W ﬁé’né’@;aa
SL‘171 corticosteroids ﬁmﬂﬁﬁa@

4, ;Zlﬂ’mﬁ{iﬁ; corticosteroids LLZ;/’Jmm’ia%u Het L‘VA\JS\I
%‘%Lﬁ% 30% 11;3@ dose ENI@EJS@@G 10 N, @i@’gﬂ@'ﬁ; Q)%
A9 20 sn.n% Tvam 5 a0 eedem defs 10 un.aad
sLT;ﬁ(ﬂ 2.5 m.@ia 2 gﬂ@ﬁ; 5’]@@%%7@&]']%5’3 Hct 803 61‘1;
ndullsmnenasmn

5. m% corticosteroids ﬂ%W@L&Nﬁ 3-4 ﬁﬂ(ﬂﬂ; LL’g’J
He/Hb dalaifisulniionntonu steroid-resistant
Suifumasly 2 line treatment loun

Splenectomy Magrh aodln pneumococcal
vaccine ﬂlau

IV Ig (intravenous immunoglobulin) 4116 400 NN/
nn.Aed Wuna 5 51 wde 1 nSnn. aa 2 u

High dose corticosteroids qu methylpredniso-
lone 1 N3 Wwaan@end Wnm 3

Immunosuppressive drugs é‘uﬂ L“ﬁ‘u,
- CSA (cyclosporine) 5 §n/nn. G%a;m Sutsemu
- Mycophenolate mofetil 250-500 &n. UM
Suay 2 A%
- Azathioprine 1-2 /AN aausUtser,
- Cyclophosphamide 1-2 Nﬂ/ﬂﬂ.@%a’iu Tuthemu
- Vincristine 1 m.@iaﬁﬂmﬁ; L%wmaa@lﬁam@iw 6-
8 A%s
e Torafanson 'loun danazol 200 s Furlsem
ey 3 ﬂ%& Lﬁaﬂmﬂmlﬂ% synthetic androgen Sﬂ,ﬁh
wihavideaad virlism muiimine G o
6. Folic acid mﬂﬁmuﬂuéﬂwﬁﬁ hemolysis W3
ﬂ?iﬂ;NLﬁﬂLga@LL@ﬂéf')éa% (;]JQQEL% folic acid aﬂﬂ?{Lﬂ;ﬂ%
M 5 30§ T% Sl

Cold type ATHA®

Autoantibody snidueiie IgM %&ﬂﬂ fix complement
5’38 ﬁaﬁﬂﬁlﬁ@ﬁﬂ,ﬁﬁ@%ﬂ intravascular L8y extravascular
hemolysis NM56119 DAT 2¢WU complement UUAIAR
\RaALAN autoantibody ﬁﬂﬁwﬁﬁﬁ’%m@ia I antigen U7
Siadoaun snflwasnnulimefiAamamas infectious

mononucleosis %ﬁmﬁﬁ%m@a 1 antigen

Tsnfidluaivguas cold type ATHA Loun

1. Idiopathic (Gm cold agglutinin syndrome)

2. Secondary D1RNASNNWAS infections L‘f% myco-
plasma pnemonia, infectious mononucleosis, lymphoma
VLG:LmI CLL (chronic lymphocytic leukemia), follicular

lymphoma

2IMTHATAINTUTAS

NN INTODUNEENNIATAN 90NN

! dld (<1 ¥ a A (% A ¥

oylufiflamendin wihoazlomdas duwsymiesnale
aEiianan fnuaiiaenimean warm type AIHA
loun Nmmym acrocyanosis VLw,l,mjmamm S ad
Him ad AL laun Uaeagn v b Ao
anfimsmenquiureadindoaunsmaaniannedn

‘V|°WEL‘1/1 Aamsnaten

6 ' '
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msms’aama;mﬂﬁﬂﬁms

azameiuls warm type AIAH LLééﬂwmzﬁéwﬁ@ﬁa
blood smear aswLMLNAaTuRsfiaBanuas (autoag-
glutination) 39mA979 CBC 1ae3% automated AL
MCV iﬂnm@ﬂmj 21aui% 100 1L Tneme Maesaa DAT
%Elﬁwamﬂ%mw Taemu complement (C3d) UKALEA
ARALAS §MMIATI8 TAT aelMHatInTT,

195N

Vl,o;l,hwmamﬁﬁwmwﬂﬁauéu LLaz%ﬂmB@ﬁLﬂummq
mstn corticosteroids dinlunatlana yihesnassms
alkylating agents sasenefiiemame Enenmdowty
lymphoma) L‘fﬂﬁ; chlorambucil ¥38 cyclophosphamide,
vincristine %aaﬁ‘u corticosteroids ﬁiwmmm{h; IFNO

(interferron alfa) Wmﬂ@wah@mamﬁm

ms‘l;i Rituximab 1% autoimmune hemolytic anemia

SnenemaAneusmatoseansnmans riuximab b
fi‘]_ll’m ATHA %@ warm Wag cold type mmmmmmﬁm
suilrlunsSmamhiuansiio low grade Ap 375 an/a?
ﬁ‘ﬂmﬂ;az@%a 4 ﬂ%ﬂ WU’SWﬁﬂW?W@Uﬂ%@G%@LL@{ 40-100%
(L@oﬂﬂ 60%) Nﬂﬁﬂqﬂﬂﬂama?&mﬂﬁ@@ﬂﬂ‘%@ﬂ L ﬂ’l%iﬁﬂ_lﬂ”
mwmm@]auﬂuaﬂﬂlawfjﬁmu mmm 3 ‘ﬁhz}lﬁ’mm\‘mm
manmamesvelugihe 86 T cold ATHA (cold
agglutinin syndrome) ‘W‘]_I’JIW rituximab Lﬂ%m‘ﬁﬁmamﬁ
AseAnBnn fewumsnauauadsIn 60% (10% complete
response Way 50% partial response)”

E’ﬂLLUUﬂWi@@Uﬁ%@GWU’JIWé‘L]’JHUWG?WEJG]@Uﬂ%@GL%Q UN
iwm&gaﬂ,‘%nammaﬁﬁ@m;ﬁammmﬁau’fﬁaamﬁuﬂﬁmu
BifaN wumsmauﬁuaaﬁa;ﬂwmﬁu idiopathic WaY sec-
ondary AIHA Bqu‘]J’JH warm ey cold AIHA muauaa‘la
daoen Tneludusumssnwnd lnsusnnew wananinly
wihel cold ATHA fineee rituximab a1 rituximab 73
ﬁumé‘luwﬁu corticosteroids, immunosuppressive drugs
¥ interferon O W load

s;ﬂ’; fMaLALDRR ituximab MRaNE] relapses §1A50

% rituximab Fuazlamadnianse 1M maintenance

28 rituximab lonadluanSinomhinias e low
grade vnlnlasevtlaanlsawdu unlu ATHA folud
%amﬁ%@Lauﬁagaamﬁamﬁﬁﬂméﬂﬁ

Tensemsnlanni Wuﬁw’]ﬂfmﬂfmglmmwmam rituxi-
mab l0d 1emeeememadiessmens moe e
nond loun 19 s evisulafios uasnmsLnsmams
wwnella 1%;@39 111 Teiilaemumn 2 Teida neutro-
penia grade 4 LauAeMIaaiEe 7 aSdedoiumsln
en'

lowaq rz;,ﬂ’m warm ATHA SinBamssnmmns corti-

costeroids ﬂlau %\‘1%\15 complete response Useanmh 15-
20% ;;ﬂaaﬁéa@%amﬁ%ﬂmﬁagaﬂ:ﬁmmmmqm,ﬁmwmm
nmesnauae i launmasasna Felseanos 50% vas
wihefimaneyausssughefindenasly prednisolone
?J%W@G%W%’JS\IVL‘]J;’JH éﬂﬂ&lﬁé@@ia corticosteroids ¥3amMseia
33134 ﬁmmﬂﬁ cytotoxic drugs L“ﬁu cyclophosphamide
e azathioprine m{lﬁ; rituximab 81344 alternative
mmumi@mmmmu/ma Cytotox1c drugs Lua\‘imﬂNU’JH
ANPA 50% AMsmaLELRRaEN detis rituximab 39019
avtlpsuvisaidaumsdasnuaanlllavilnas operative
risk LLagslw;;ﬂamﬁVLsiamﬂsiwéiw%aﬁ%@ém Ao
ABMINIFA UANANIH rituximab S9FNTNAAMS 1T
cytotoxic drugs aGVI,C; ELm;ﬂamﬁvbimauﬂuaw%aéﬁﬁ re-
lapses ydsanle corticosteroids WaLMEINSFAANN LAY
oriulslimlugthednioniiog lwTuindnyiugs
davronaziynanaly

Idiopathic thrombocytopenic purpura (ITP)

ITP iu autonnmune bleeding disorder NeanEMs
am autoant1bod1es @a platelet surface glycoproteins
aqmmmwu 30 m@aﬁﬁmﬂsmmmaﬂslwslmm sl
e lugthernmeemalamy autoantibod-
ies mmqamﬁwmﬂ T cell-mediated cytotoxicity e
antibody-mediated complement activation ‘ﬁﬂﬂ;ﬁ@mi
ANSARen e antibody-mediated suppression éa
1969 megakaryocytes TP lsudnsmusTunidien mam

uazanA™ 70% adrtheamattuwasmeluna 6 ot
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ue gy gy maiesuazsreau gy naneiduus
chronic ITP

195N ITP

masnm ITP Sqeamanaiitaifisasssainofonuny
ama"mmmﬁwﬁa@aaﬂimmwwﬂuaﬁfmzﬁéﬁmg i
mssnmladingaidonsinm 20,000/us° uaymiesidon
aaﬂsluaﬁfmzﬁéwé’wﬁu Tnoathn madiuenms viossod
Toely corticosteroids Wiusudiusn Tumefiaamemssrn
M%aﬁﬁa@aaﬂ?mmamsh; intravenous immunoglobulin
¥38 anti-Rh (D) immunoglobulin éﬂwﬁé’aéaéamﬁﬂm
fnfansandnans douamem 3 Tu 4 maqéﬂamamnm
e T A SRPTE R SRSt CNTPNP ST PRI
WUAATIMIELEINAN postsplenectomy sepsis I
Useannisesag 1

rz;jﬂw chronic ITP 1¥annisatiag 30-40 AsHama ste-
roids uayvRamsdaany mesnmee niideauanednio
»LG;LLﬂI danazol, vincristine, cyclophosphamide, azathio-
prine, cyclosporine, intravenous immunoglobulin, anti-
RH (D) immunoglobulin siluees lonauaySnamaRes
AN éﬂammmwmwéﬂﬁ; prednisolone “Hmﬂ\b\l@ﬂmﬂ
(ﬂaaﬂfh 20 m.éaﬁfu) LaztassINSAdeaTihn Y 20,000/
s’ TneidliBanaan sy saushendinfidu chronic ITP
MeSnIeEMEdRIavEe cytotoxic drugs TG
Fosluszazen Semsasnmssnmnd lanaduasians
naan

M350 ITP @28 rituximab

Rituximab lavhsnlalss TP Toe i alterative #J
mﬁﬂmmmﬁm’éu NNMITILTINNEMIAN ML A
ELuésLmyl 200 318 WAUEN 100 18 WU éﬂaagaaag 50
APUALBINEMIINE LLaw;ﬂwmmstc; complete re-
sponse Tneszeznamsnavaassulmanum 19 uas
wmend 3.2 9 annmsine meta-analysis® lugthe
313 ﬁwawuﬁwﬂmwaumaaimgaaaz 62.5 (complete
response 46.3%)LLazﬁzammmﬁ‘lﬂumimaumm 10.5

A
ROn)AY

MINDUEURINS rituximab & 2 uunl I@aﬁaﬂmﬁn
72% sovamaamel 4 dlen Fde lnamanude
vEamedounasfiunsaeusues lunsfinauaue s
21iNAN B cells ﬁgﬂﬁu;{w rituximab v1mAen st
Y% macrophage FAMNS Fo receptor yinlwmavi
muinadaniinsanas slunsfnauaussnfinang
SAAMSE™S autoantibodies Awnemasenfilaynilums
S ATHA sionzSanasshisias Ao 375 sin /s dilenm

2n%s 4 P53 AWSUANATIINTIE UL AT
aimne uaneamnsatimunlslons GLw;;/ﬂwﬁma
aavspaamesnlsan @y S5l rituximab 91
nlonanes) Mlmiuadousn fedszanisaas 50
sAELEE9m rituximab Tsiumlnfumssnweie
Busnnan éﬁé’@aﬁmtﬁflgwaﬁieﬁamﬂéﬂwﬁﬁﬂﬂ@;ﬁ@
sna waelsdnuseeznaTes ITP nowfiarl rituximab
Lm'ﬁmmmwﬁawuﬁwéﬂmﬁﬂu ITP v 10 1) H5am
SABLIEUSANAS S ituximab s mews
MAANa SEULLL prospective” Twz;ﬂ’m 60 118 71
axansdinana udlal rituximab 4 Adaus wund 1 9
SOERY 40 Gnaqs;ﬂammauauaﬂc;aLﬂmwmawmu lpein3o
Lﬁamﬁ'ﬁumagiuizﬁuﬂﬂ@ﬂﬁzmm;aaaz 75 maaéﬂw
msAnlERs I rituximab v lamaunyEe e
Gavmsdinsnseaniyle

Rituximab 070 5fie27) 30 a5 asifuenan 1 oydo-
phosphamide, intravenous immunoglobulin W‘LI’JIW»LG;Na
A v biflensuanmeesnamssnm iSWJINE:Iﬁ{
'@ rituximab BEN9AEn YEDITINT steroids

iuéjwuwaﬂznLﬁmmﬂmﬁﬂmwuq’wﬁaﬂmﬂ@?uﬁ
grade 1/2 infusion-related reactions é@uma%mﬁmmm
L‘Ilm serum sickness, hypotension Q¢ anaphylactoid re-
action wlaniae sLu@?mmiam%aﬁéﬂww“m 1 Neiams
fioite varicella virnlesuennSauan LLazﬁmmméﬂw
9 e/lus 306 MeFeTin™

I@Hﬂ?ﬂ steroid T intravenous immunoglobulin
ua/vae anti-Rh (D) fadfumssnsnanasmmdusuusnlu
wiht TP uediifien 10-30% 2a951hefile long term re-
mission WAMEAMTINEN UALUIEAND 75% maaéﬂwﬁ‘lg
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