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ZAEMIZOW T, 9B W TARFIR G124 9 infusion-reaction DR HNFE D 5
N, ARG OEESL, ik 22 I U MREEEF O G TS RETH -
Too MR (PR, FE, Bk, BHEiW) 25 3 BNCHEIL LA, ZHLSMTERIR
MICEBEAZET 28 ERROREBUIE ) -7, 6 BITRE 17 U MENIERE TR
T VAR L7228, JEYLE O 58 BUB B OB E FE O IR O 27> 72,

2) Prospective phase 1/2 study of rituximab in childhood and adolescent chronic
immune thrombocytopenic purpura.l4 (/EEEEYE ITP {E# T A4 K 2019 5| H3C
BR. EHERITP 2% A RT A4 5 HCHR 2) . KETA K7 A 5 H3CHER 1))

M/ 30,000/pL £ O/ ITP X% Evans SEMERED 38 B (FEinH SofE 11.2
%, #PH 2.6~18.3 mk. BT 21 f, L 15 61) xR L LT, AFKI 375 mg/m2 & 1
W MR T 4 B 5 L2 AN L ZaMEIZHO W TRE Lz, A0IEARRER S
%12, week 9 05 week 12 OICIAE D 4 BT (week 1 ITAKIWEI# G,
/R EL A 50,000/ul L B &R L7236 & L,

ok 38 il 2 BIlIEAAIF 5-AC B 2 BEDL L. 36 Billoxt L CAAZ 1 HILL Lk
SNTz, 36 HloEFEEFIL, ITP 2 30 i, Evans JEREN 6 Hl TH Y . RITREBEIEL
O IAEIL 4 B (FFH 0 2~81[8]) ThH o7z, T6%DIERIA 2 DLL EDOFHAEFIZR L T
IBEIRPIME CUIRMERIC L 0 BEMEEZ RS 2\WV) . TH (19%) P E %1 Tz,
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BRMEIZ O TIE, 36 FlH 11 1 (31%. 95%CI : 16%~48%) 23 F 2h | E D kU
%?ﬁf:a‘ﬁnddﬂﬁ@i%%% Lic, AtE BT 2R EOBREL = (RAHM., M

O R, AHRREEE %) TRVWE SR o, 2B W TARAIE 5%
EH%JJI[LEP B OFEE RO Bt L IgM O D358 O vz, IgG lEDf
B EESIRO RN T,

TAEMIZONT, week 1205 week 12 OFIZ, 661 (17%) 12 9O EE L HHE
FEEPBO NI, 1 FITARF 1 HERERIZKEY ANV AEREFEE LN, LY
ANVAFIFEICLEE Lz, 2BNCmiERAEL L, 16 B IXRE, 75, 5 (KA
2B BHEEHZICHB) 2RO, 261 I3RE R - IR, SIEFx . 2 KA 2
FIHEGRZICHEBL) Tholz, TOMIEHIEH 2 Fl & AKAD 3EHEGRIZZ L— K
2 OMER T ERBDOT 1 HOF 3 FlzHs T, REEGERHILERoTWDS, Fio,
47%DFEFNZ AKX G2 FE 5 infusion reaction BAFEH L7228, WInb /L —KF1X
2 0BMARbOTH T,

3) Evaluation of children with chronic immune thrombocytopenic purpura and
Evans syndrome treated with rituximab.2V (/NE#E{E M ITP {R8E T A K 2019 4|
FHSCHR)

/3 20 X 109/L Kl o/ NE o1 ITP (11 #1) K& O Evans fEMBERE (2 ) o
G 13 I (CFFlnrh i 10 mk. #iPH 6~18 7%, HIR 46, LR 9f) Zx5fL LT, K
#1875 mg/m2% 1K MIMEIC CRF4ARIZR G LIEBEOA M & B2 OV TRET L7,
Overall response (OR) [EAHIE 5% 21 /INEL DS 50 X 109/L % #8 % 7= IR HE DS H e 7
H L EREGE L7236 & Lo, RANRE % OB 10.319.3 » A Th -7z,

ok 13 B 1 BHEARF Z2 5F 3 B 5 L7 % I/ MRE DS 500X 109/L &8 2. 7272
WZIEH A IR LT, 13 Bl i3/ hNE o84 ITP 23 11 #i ) O Evans SEERED 2 i T
b, BWOHOAFNC L DEBEMNAE TOBMIZ 50.0£47.9 » A (FRfE 36 » A,
#iPH 9~180 » H) Th o7, £72, BEEE LT, 26T 1 B2 EOFERE 7 1
TV, ATuA RXEH DR a7 A X D516 %% 17 Tz, Evans SR
O 1 NI A2 520 T e, 1R M AT O i/ MREE 5.727.4X109L Th o7z,

HENENZ DWW TR, AFBE %, M/ 150X 109/L % # % 7= complete response

(CR) B2 13 fild 2 ] (15%). 50X 109/L~100X 10%9L T& - 7= partial response

(PR) 284 %] (31%) THY . OR X 46% TdH - 7=, 7HIiL no response T > 7=,
A & B O M CTEREE R (e, MER. WBRATO /M, B, AR
F¥, BB OARME) ITHERETRD bR o1,

ZEVEIZOW T, AARG I 1 FITHIRE O miLEZ R,
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4) Treatment of chronic immune thrombocytopenic purpura with rituximab in

children.22 (/NEEEVEME ITP 18T A4 K 2019 5| H 3CHk)

/R E B0 X 109L Kfiii T, AT mA REOIVIG, i DA rar U ik 51k
BEAISHI O/ NAZYE ITP o 10 ] (EH)4 i 83.4+144.58 » J | #iPH 39 » J ~13 ik,
B 6 Hl, 4B %L LT, KA 375 mg/m2 % 1 MM T 4~6 [B]#
HLTZBEOF MDD TRE L 7=,

T O M/ MEE DY >150X 109/L 125 L 7235 & % complete response (CR). 50X
109/L~150X 109L ® ;& % partial response (PR). 30X 109/L~50X 109L D% & %
minimal response (MR). 30X 109L |Ziiii 7= 72\ 35A& % no response (NR) & L7,
ARHNC & D IBFRBA GG & OBEIH EHEIT 25.10+213.03 » A Th > 7=, Bkl
106D 956, JHEK E LML T TEMIT o T,

R % ., 10 Bt 2 B (20%) 23 CR. 1 %1 (10%) 7% PR Z 5~ L. @I & g
HEFF L T CRHBIZHIM 40 » A), 7238 MR 1 3 il (30%). NR % 4 5] (40%)
ThoT,

REMIZOWTIEL, ARREICEAEL-AFFL L LT, 3 AICEHKRAIZEKRTIX
fcﬁb\%%% mu&)tﬁ) b\fﬂ%th}/{ ]“’?‘31/73:/& FZ7 Iz i@%ﬁ#‘%mu
f:o if:@%ﬂf@%\éfﬁ@@%ﬂﬂ mu@%ﬁ’biﬁﬁloﬁo

5 ) Effect of a single dose of rituximab in chronic immune thrombocytopenic purpura

in childhood.2® (/NE#EETEME ITP 1550 A4 K 2019 3| A SCHER)

/A3 30 X 109/L K23 12 » H UL Efike 3 5 /NE oM ITP @ 22 il (2 Wik
Rl B 5.8 ik, HOPH 2.5~15.1 k. HIE 8 H. I 14 fi], FRAEE 44 » A #
14~103 % H) &% L LT, AHK| 375 mg/m?2 & B[ 5 Ui, {RERETO M/ Nk
FE L, 5X109/L (fPH 2-27X109L) T, 18 $iI23 10X 109/L Kiii T > 7=, ik
WL LT, 2201 21 B CHERE 7 a7 U &5, 198l TAT A R E2%1T T
Wiz, 2 B TR MT Il TW e,

AR S 720 . 1R O /MR ED >100X 109/L 123 L7256 % complete
response (CR). 30X 10%L (23 L7234 % partial response (PR). Mi/MiE72s 30
X 109/L (23 7= 72 W55 % no response (NR) & L 7=,

22 1 7178 CR, 6 i T PR Z 8w 7=, o, CRFIT, ITP BUTHFOF A H L
fia z 7~ L7z (P>0.044),

6 ) Rituximab efficacy in the treatment of children with chronic immune
thrombocytopenic purpura.2® (/NEREEIAPE ITP IR AT A K 2019 51 H SCHR)
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/INRORMEEESME ITP @ 18 # (FFlnh Ul 4.28=8.27 ik, #H 4~17 5%, BIE
10 B, &2 86 1okt L CRMIBIEZITV., AMEIC O W THF L7, &flick LT
AH| 375 mg/m2 & 1 B EIFE T 4 B RGEEE L7,

BENMEREM & LT, IREZ O M/NER A >100 X 103/ul. (22 L7254 % complete
response (CR). 50X103/pL~100X103/uL. ®¥;& % partial response (PR), 30X
103/uL~50x 103/uLs ® %54 % minimal response (MR)., 30X 103/pL (Ziifi 7= 72 W 56
% no response (NR) & L7=,

ZOFER . RSB O M /ICECE TR R B s 4 BRI IZ 75X 109L 2R, %
D% 24 % HIZIE 51X 109L £ THA L. 24 » A5 36 » A LIS, wliBIEIE X3
BRI K 0 & TN L=, 1%L 4 BM%IC 18 il 6 # (33.33%) T CR %
72, 67.66%DHBE THRIZTRO NN oTo, RFEEL 6 » H KL 36 » HIFATIX
hFR A& B D T REFIE 22%2 3 LT,

BEMEIZONTIE, RAOAEERRD LT,

7) One year follow-up of children and adolescents with chronic immune
thrombocytopenic purpura (ITP) treated with rituximab.16 (/)2 #7544 ITP 15
WA K 2019 5IHISCHR, KEHTA FZ A 5l K 2))

AKHET, EfE 2) ORFZEDEBENADNDL 1 FEMOT7 v —7 v 72T LN
RKTHD,

1EICL FOARFE G 25177 36 Bl H>WT, 14 BBl 277, 2 36 fild 11
Bl (81%) 23, #1# 12 WEOEBICEHE W T, AxhHEHE (M/MM» 50,000/uL
(50,000/mm3) UL F% 4 Bk ER) 2z LTz,

RFN GG R A2 B e 272 U7z 1160 (BIR 4 1, &2 761, 4Fl&iDe : 7.5
~17.4 %) D55 8 B, B P, HEIEHE T/ g 150,000/mms3 L | & HEFF
LCTWiz, —FH T, 1 EHOBEMEPIC 3 BIAFER L, Eio. YFIEH] & AR
SINTWE 3B THELRRBO LN, 1 HIE, AT A FEROFHERZE 727 Y 0
BMN#EEICXE Y 50,000/mm3 iz, 1 FllE week 12 FTORXT v A Fikfifk 5 T
50,000/mm3 # % week 38 £ THfifi L, 2 D% —HHA LB AT v A4 FOEHEE T
FIE AR O 7=, 3 B BILFHmIH O TIEZ 56,000/mm3 #7895, week 52 F THERF
L7,

R & HEEF L CUN 72 A B T3 Bleeding Score 2ME 2o 72, grade 4 @ H M AER 1
FHLAET | grade 3 O MIEIRD 3B (6 1F) ITiRH BT,

25 BIOAANGIREZ B D 5 5 b PINAARE S 12 BHEEICHEMEZ LK L, 3
BHIREM R AT oA FIRROERMMNBLETH > T,
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12 EHZRICHERICEET DA EFROBE T o7z, 20 THRZE 70T ) DIk
{Eiﬁx thy)gj/bf;o

8) Efficacy of standard dose rituximab for refractory idiopathic thrombocytopenic

purpura in children.25

AL, P ETEm S N O EEEYE ITP & 5f 5 & U ARR O F k& OV 4
P2 Bt U7z HeEGRER Cd 5, RSB 1T /M EL 4.0~30.0 X 109/L (°F¥) 18 X 109/L)
BT HERYE ITP B3 50 il (FFln ) 5.612.1 5%, #iH 9 » H~13 5%, B 16
Bl LW 34 B)) ThHhDH, AT A NIgEXIIT o ~ra7 V) v REREL FEH L 7=0,
B ER NI ERZ LEBEEEZRE LT,

AR ERE (n=26) Tix. A#I 375 mg/m2% 1 BB T4 B AFFTL, BE
IR Z O ORISR, (LFPEIER EOBFEITERL T, B RF
B (n=24) TlX, B> 27 U RXF 2 0.02mg/kg % 1 BB T3 » 3B AREELZ,

ARMEFAMIC Y 72 0 | 1RF % O /MDY >150 X 109/L (i L, il jE Ik 2 58
72 A % complete response (CR). 50X 109~150 X 109/L T HIMLER % 388D 72\ 8
A % partial response (PR). M/ MEE EH L T2 23N HIEIR DL #EE2 D D856
% minimal response (MR). IfL/MiEA <30 X 109/L THMER N L E L 2 WIEA %
no response (NR) & L7z,

T DGR Kﬁ&ﬁﬁ?i@yyux%yﬁkwﬁbfﬁﬁ’ﬁ@@ﬁ%<
(P<0.01), AAIBEERET CR A 11 5 (42.3%). PR 28 7 f5l (26.9%) TH-o7=D
L., BErZ7 UAFURETIE CR 2 3 61 (12.5%). PR A% 6 #i @M%)T%OKO
Flo. 6 v A~24 » HOBLEHMP ., AHFEHTIEICR KPR 2RO IBEEE
Teaf(22.2%) T BV 7 UAF U TIZICREOPR 2580 7= BE % & T 541(55.6%)
TH¥ 2R o7z (P<0.05),

BREMIZOWT, RFBGECIE 3 HICHEMA RS (BREORKZ 14, BieE
JFFERE R 2 1) 2R, B2 U AF URETIT 2 Bl CREE - ITHERER T 2 fl 27
Dic, 2 M CTEYWAFEFRORBEBEICHE 222137 < (P>0.05), JEYE X T
i R WA R i

< BRI 2 R BB 5

1) Long-term follow-up of children with refractory immune thrombocytopenia
treated with rituximab.26) (HA/NEMHEK - BDAFSITB T L LTV MU —HF5E)

HA/NE ITP BFZ2 478 2008 A2 FEME L 7- ARG 55 (17 #1]) KOV A/ ifjg « 28
FEMIUNEE S 2009 EICER L -HEORE (5H) 208 T, /MRS
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PEITP IZXF UL TAAIDEH Shv, BT OB EEEREL 72 L72Fh 22 6 (13 fiigx) (2
W THRAT M T AT,

1) VAP IRGUME ST H HLE SR DRI O 72 D BEAFTEHE O Ak #5E A3 240 B 72 9iE 5]

2) BrEaE s n T ) v AT uA R EOEERKREZFE LT-5A T /i
= 30X 109L (2 B3 L 72 W )

3) HMER A 2R3 2 X ITH MO U A 7 \ZxbF 215N E L S5 0E 4

22 i (B 11 61, &2 11 #) o BEE RIT. ITP ZW RO F Rl 4.2 5% (§
0.25~11.6 i CToH v . ITP DM 6 ARANZ L2 IEHI AN E TOHIM O Jeflix
18.5 » H (&iPH 2~120 » H) Th oz, 4 FINZWN DL 6 » HUWNICAA Z &5 L
TRV, £/, 22601t 4 PN EREHILO 7DV IR LD ARENSLETH -2, 4
B 1 LA EOFFERE I e TV U R OAT A RICKDIEBEENDH D . 4 F10 G
P TTuniz,

AN O Mk &

22 51 16 B S A 375 mg/m?2 % 1M ][RR T4 B#& 5 %25 17 T\, 1412 100mg
WCHE L Tz, £72 264028 1 AR T 2 B&S5., 2 62 3 H#&E5, 165 4 #HM
g Cc2mo&EE2%T T\

AT A -

Complete response (CR). partial response (PR) DOEF & F N Z I/ Mt =
100X 109L, 30X 109L~99X109L & L, W h b ARFAFERIARLIZ, HE D M/
ii;’«f 4 Fﬁﬁﬁ‘fvu L/fl_ 3: Lfio

CRIZ9HI (41%) T, PRM 24l (9%) THVH ., M& 272K DOEZHERIT 50%
Thote (95%CI:29-7T1%), BB & BB O T, ARICE 2 BEY R (MR
DWTEEOEE . MO A, AKFNC L HIRRABERS) TR N ho T,

ZhB 11 iR 8 Bl (CR 23 6 5, PR 23S 2 61) ©. RHARI 2 2~26 » A% ICH
L7z, BIEHAR Pl 6.4 4F (#iPH 5.2~7.14F) BB\ T, 1BEBRBE 14,
2 KON 5 D CR FifeIT, ThEh 55%, 33%., 2T% CTh o7z, £z, BE X
Tz 22 BB T HIBEMMEE 14, 24, 5D CR FleHIL 27% (95%CI1:9-46%) |
18% (95%CI:2-34%) . 14% (95%CI:0-27%) T 7=, HIHI & 2h RHERFI ORI T,
ABICRR 2BEE = (M. ZWREOER, AFIC K 2ERABERS) 13805
nignoiz,

6 BINARFNER A BRI Em L TR Y (46125 1 BOFEEE. 1HMN 2 B OFIEE,
16173 3 [l OFIER) . F&R G IXIENEREE & FEOBEDIENE LN TE Y . NR
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BITHEERZ 1 RI%ER L2 16T, BiRRERICAAIE 7 nRl A7 7 I FROT*
P AEOPFHIZE Y CRAE LT,

R APERF AT

22 BNZXE L, BIERE GO 3L BIOKRANZ K DWERAERM SN TV D, BlEIN
TAERERRE L UL, —@BMEOREE (26]), B (16)., 30 (16) BEFERSG G
H L EBREBRICRDO LN TWD, ZOM, MmiFEHRNFEEHEGRIC (14F), ME
PERG R 2306 % 2 7 A% (1H]) BOLNTWVDER, Wb 7 L— K1, 2 O
RbDOTHY, BHELTWND,

WICH-GCP #EHLOEE R ABRICHS>WTIE, FOSRHT A L,

(2) Peer-reviewed journal DifRF, A & « 7 F U v R EDHE IR

1) Outcomes 5 years after response to rituximab therapy in children and adults
with immune thrombocytopenia.2?” (NJLEEEME ITP {a% 7 A K 2019 5] FH 3CHK)

PubMed (2T 2009 4 6 H £ TIZHE S 7w CEFGRET O GEFI% 5 il L
DHA) D 5 52000 4~2007 £ TIT/NE ITP (25 L TAAIR 528 F i S iz 116
Flod s (JREBAARTO M/ IMIE 2 30x109/L A i) . complete response (IfiL /ML
>150%x109/L) X% partial response (IfL/Mi% 50X 109/L~150x109L) %7/~ L 7= 66
BliZoW TN Lz, FEKX L L T, immune thrombocytopenia,idiopathic
thrombocytopenia, rituximab, ITP % Hu 7=,

T S 7= 66 Bk 45 il (68%) % CR, 21 f5] (32%) 28 PR Toh-o7=, 66 B/
I ITP BEIZIB VT, HIEIARFE 5RO F f b Jefiix 12.2 5% (#iPH 2~175%) Th
o7, ARANZ X HIRFENANE TO ITP FEEMFE X, HMETIE20 0 A ThHo T,
INEBIOD 10 B (15%) THEAERITHOI T,

AFN O HEITRA R OVNE &2 7= 138 #ilfh 126 41T 1 [H & 729 375 mg/m?
ZZ1EMMR T4 ERG S TWER, /AEO 12 2B W TAA 375 mg/m?2 73 Hib]
BeH Xz,

fiRAT X AL7- 66 Bl 38 5] (58%) MAANZ L HIRENMANL DL &b 1HFKICE
Wb IR B 50X 109/L & MERF L Cuniz, 38 Bl 6 5l CARANC K D IRHENAND 1
BB S 2EDOENICHI Z RO TN, 20 Bl TIX2EMU EOEMAHFF L TRV (8l
WMLl 3.1 45, #iPH 2.25~5.5 ), b ERFATIX 6 Bl WA A AR L T/,
BRI, BHNZ X DIRFENAND TEED 33%, 5 FERFROHEE 21T 26% T
»H o,

LEMIZOW T, KRGS MERESSE T v F=Y v &k b L LTS
THZETR/AMES LD, £, A L/NREZPRETZ 138 61 MR 66 1) 2B\ T,
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AAFNFEG %O BRABICL2EE VIEEOEMO LR EEIIRO N 1o T-, F
7o, ARANC X 2 BEE TR 72 FEYYE OB BLROBEINIRD bz o 1z,

2) Rituximab for children with immune thrombocytopenia: a systemic review.28

PUBMED, EMBASE, Cochrane Library %D EFF — % X—2DIEFH, PEOD L
BRT — Z _— 2 KEMEFE% O abstract DT — X _X— 25 /NEITP (4 18
AT . IM/RER < 30X 103/uL, —RMER L Ok YE ITP) 2B+ 2@ 2 Mm%k Lz,
RN &N DT — 2 PHRAE L T 5 SCHk T/ o 7 — & 3l H R 8 7o 5 13 72
RKVATT 4 w7 - LEa—DOMGRELTI0WES-, T2, AEOBRFHIZHY
LA CIIEGIE 5 BILL FO#REABRE, 18 Haxtf s Liz,

HPEIZ DWW TIE, M/Mr$=100X103/ul. % complete response (CR). I/
¥ =30x103/uL % response (Efi#) & L7=,

AN O - HEIX 265 il CHAERH Y . 375 mg/m?/[El/H % 1 [8~6 A5 Lz
JEFI S 224 6] (84.5%) . T DWW 4 [A1# 5723 175 6 (66.0%) ThHb% <., KWT 1A
B3 22 B (8.3%). 6 [E# 5728 10 1 (3.8%). 2 [HI& 528 7 6 (2.6%). 3 A5
N6 Bl (2.3%), 5 EHESD 4 6] (1.5%) Thot, 46 (1.5%) THIRENITHONI

(375 mg/m2/# % 3~4 [al$£5.) 9 i (3.4%) THIE# 5 (750 mg/m2/[a]) | 18 1 (6.9%)
THWERS (100 mg/[Al/# % 4 [A]), 2 #]T 500 mg/m2/[l% 2 BT 2 &S5, 21
#CI% 375 mg/m2 % 1 [7 X% 100 mg/[nl/i % 4 5 L Tz,

— WM ITPIZXT 2B MEIC SV TIE 14 MOF 312 Bl W CFHMB AT EETH v |
EAERIL 68% (95%CI 58-77%. #ilH 33~100%). CR % 39% (95%CI 30-49%. #i
PH 14%~67%) Tdh > 7=, T E TOMRMIL 8 Hd 97 Il CFHE A 4ETH v . 3.0 #H (IQR
1.0~3.6, #i 0.3~17.0 ), FZhMMEIX 8 M 97 I TFHBAIEETH V. 12.8 » H

(IQR 4.5~25.1, #iPH 0.9~74.8 # H) TH 7=, 3586 (56.5%) BIEHE T A
CTHEMEH#FFLI-EE T2,

TWRMEITP ICOWTIL 4 3D 29 FZ SO W T Al ATRE T H v | B =% ITP |2 B
9% Evans JEfERET 64.7% (CR 1% 52.9%), &H M=V 7~ h—7 2T 100% (CR
1% 100%) . H COmZEME Y v RERHEFEEERE T 100% (CRIE 100%) Th oo, FRE
TOMMIX, ITP (ZB9:# 9 5 Evans JEERE T 0.8~8 #, 2=V 5~ h—FT AT
X 1~12 8 TH -7,

HARMEITDOWTIE, 91 Bl 108 DO A EFRENHKIBL LT, 205 5, 91 1 (84.3%)
IREIHEEOLDOTHY . L OFEZIEIBRWMART LAX—KIE (BFE. CAE
LA, B B Tholz, 7THIT, AFYIMEXIT 2 B HEGZICMIER (Rt
DIE BB, PSR, T ZRBLL, £0O5H 307 L —F3 T4 THY,
2B CARABE G 2RI Lz, 26T, RAEEGPISRBSEZROIEEELPIL L, 4
BN ARFNE IR CBLE S 2 EYSEN I L TRV, 2 FIAKE, 1 HIBAM%, 16285
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DL T A VAMEBEMR T o7, 1 BITRHEDIERT >~ 27 m7 )
JEZ 8, 1 61T MRI _EORAE OZALZ 5 HF 2 @8 7o, AANRTRICBIE S 53K
IR etz

(3) FREF~DOFERERRRIEE L TORERN

<A BT D B ESE >
A ENOZFE TIE. RAFNIE T 28T L TH D, K9 9 FIA B RERS D /NE
BT D RN RN EBE W,

1) Harrison’s Principles of Internal Medicine. 20th Edition 29

Part 4, Chapter 111 Immune Thrombocytopenic Purpura
TREATMENT

For patients with severe ITP and/or symptoms of bleeding, hospital admission
and combined-modality therapy is given using high-dose glucocorticoids with
IVIgG or anti-Rho(D) therapy and, as needed, additional immunosuppressive
agents. Rituximab, an anti-CD20 (B cell) antibody, has shown efficacy in the
treatment refractory ITP, although long-lasting remission only occurs in ~30% of

patients.

2) Davidson’s Principles & Practice of Medicine. 21th Edition 30

Part 2, 24 Idiopathic thrombocytopenic purpura(ITP)
Management

The condition may become chronic, with remissions and relapses. Relapses
should be treated by re-introducing corticosteroids. If a patient has two relapses,
or primary refractory disease, splenectomy is considered with the precautions
shown in Box 24.41 (p. 1024). Splenectomy produces complete remission in about
70% of patients and improvement in a further 20-25%, so that following
splenectomy only 5-10% of patients require further medical therapy. If significant
bleeding persists despite splenectomy, low-dose corticosteroid therapy,
immunosuppressive therapy such as rituximab, ciclosporin and tacrolimus

should be considered.

<HRIZBT D HPESE>
1) NI Y UWNEY HARGER 85 ki 8V
S VE /RO P SR B SR
(JAH)
ITP ORI, PR &S Lz i/ MR OMME N F R TO B A Z % 5 3=
PUERDPEA 2 S 23 /MR OEAZ ST E Y P H D, L L ITP
ERWENTHLT LHIRENALE TV, M/ E2% 80,000/ul. £ 0 W EH
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TR TEIZ BE L TR T RPN T 5 2 3R 0E 9 ThH 5.

B & 7> 7 HH I {0 <0 55 B8 o if /N D (< 5,000/pl) . 5 7= A I H if <o 46 P oD
F PR RGNS H 1M & Uy o 72 8008 U 72 HE I 8 & 1 D 72 W R I 97 2 MR IR 13 Aok 1S
BOWTH-EWIZLD2BRENPOHBT 2, HGIC, ZOFE YT 1 mgkg O
prednisone TH > 7273, Rho (D)7 a7V % 50~75 nglkg THWAEIED £
FEAIShTWD GRS,

ity rzma7 Uy (IVIgGR) &, 77—k IgG 7 7 A0HAETHY, Zhd
Fe S /B ET LN, B drtlAE2 N L THET LS LS THs, MiikoBE
TI% IVIgG 01F 9 734 Rho D)Hilk L 0 & 52 b 5, IVIgG 135 & 1~2 g/kg
Z2~5 HMCTHE 7T 5, BMEFAOZ < I3@KEICRAELZ D THY | FAICER
HREIEROCBEAR2ZRBD L, wE /a7 ) VBANI T Te MEHRTHY , U A
VAT AR S LTV D,

HIED ITP BHESLCHMOIERD & 5 BEF L, ABiLasHEO 7 vaarFaf
& & HIz IVIgG 245t Rho DFADF L S 610, LB HIXREMHIIEL M2 72
LFRBIREN RSN D, H1L CD20 (B #ifi) HUATH 2 rituximab (T, HFEEHED
ITP IZRZBO L0, REEMRIZEZFEDOLLZ 30% /B oNLDHTH D,

FfgIx 7 aanTg af REEICHE L ITPRFORE S L TiThbilT&E -,
MHIIA SR BHEERBFKERKE THY UAIBEZOLNLTWELID X DBENL
EVIZFIRIZ I D D o M/ 3 272 @i g, & L <135 Rho(D) Hifk
0 IVIgG OMIKRHRER, HH5WE o v RRTF U ZREETHE (TEsR) I
LB OBRMIL, ITP IR T 2008 2 &2 B DB 25 HIETE A 5, FBEMEHEHE
(%5 1 il 4 BR ( Streptococcus pneumoniae) T & 5 H ., # 5 & W (Neisseria
meningitidis), A > 7 )V YW (Haemophilus influenzae) 77 & b B3 DAFEES
BREE D AIREMEIC K> TIXB R SN D) (2R3 2 PRI MMATICHER S 5, FEH
WCENRTIE®H 22, RMPABRERORKE LD Z L H D,

BUE b U RART T UZAREBHIEN ITP ORI ATREIC 22> T D, 20
RIFEEEUEIADRES TV L 51T, <O ITP BET hu AR F fEH
ERELRVWEWVWIEREZL LIZLTWD, hu U ARARTF AMEITER R A )ik L T
BY,ITP CIHEFITEEETH D, b v BR =T A R 8k LTIy
ML 72, 59 % romiplostim & #% M1 8 5@ eltrombopag @ 2 > DO 3| ITP
BEOMNHEEZ LR SEL0RBHY, £ LTENLOEYIL, MAE#ZICHEIR L
D, D7 L= OWRFIZRTIHENZ Lno7z b | BRI N R TH 5 Hif
YA Do HRNBEICHLIEI NS, L, JRABRE T, ITP BNAREMT 5 A6
b DD T IBENSLELRBEICMEZ TS D002, e RARTF AEEI%IC
L5 EHHE OWBFITBRE SN D,

2) TEy RN JRESE 21 i 32
K I M N PSR BER (TITP)
v XA R
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ZE LTREMED ITP ThivX, AR & i o fE B2 @ R 2 BRI,
M/E >3 T /uL THIVUL /MU Z NS 2B A ETH L5, BRMMLOH
LHEFICHTHHEFIROEHEIL, 7V F=Yy vy Imgkg/H TH Y | PUIRFEALZ I
Hil L CREN R X5 /Mo BRZFIET S, #iEARE e Y > (IVIg)
O GIE, BN RMEOHRZ AR ZIE LT/ Mk z8m s 5, IVIg i3, &
EORMEECAT oA REMOKISHEVGGIZaLrFaxTaf REFHT 5,
LD OFIREGICE > THREKORERN GO D, MO H 5 Rh-D BGPEDEE 72
b, LD ARMEKEFEA L THERZARELMSELZ Lickd, FgttHmd 5
VMR TE I A ISR 72 i L U T e o 3B IS 0 2 C it/ Bl . b 9 &
Thb,

AREEIL, BETH-TH, AMLERLDH D, BRI L CEHELFaRT
A REEALTHEET D, 2EHOFERESLCRID GIBEETER b £ 24-41 121F
BELTHREEZEET S, M TIEHN 70%0BE TREEMNPEE S 20~25% M L FE
T 5, Ho THREI# D S HITIHRERRLEROT 5~10%DEEZIT TH S, B H
MO LTHEERMNOLAGES X580, PEOaAVFaRTa A NEE VYFxF o~
T ra AR Fral) AR EDOREMHIREEZEET S,

3) HRAIE: 59

3. it R

1. P /R PE SR BESS  (idiopathic or immune thrombocytopenic purpura ;
ITP)

(6) 16 M7

/AR S, HIER, BEFEERIC L > THRETA RIA v BRED LTS ([E
A2 B M e [ R E IS BT A IR AF SR EE ), X 4-835), Fii~NY ansxeal
B ITP (2B W Tk, BREIC & - TR 60%0D FE BN ML/ NRES NSOGB F8 80 515
ZENL, Er YV EOREEZITV., BBMEGNC R LT E BRI 2470 /RN
RO RVER], B a U EERMIEFNIC L CIELL T ORB G ToZE 2 N EAR L
oD h 5, s, M/MERE 5 L L, HMER O WS IR AI & LT R
BEEITO,

FEMR I 72 1R G2 & 72 2 O UF S IR 2 7= 379 B0 ifiL /R B 2 97 ~ 8 T3 BL T D JiE Bl
Th b,

O RIBEEAT oA RPRE-RIRETH D,

@ FPUIRIBREAT a4 FESDZR2 VLR A 00, BIERNMELE 25672 L
MEG L 7%, B TIXNBEE T COMMMA I L 72> T 5,

@ ERRIRFEIC X0 /R EINZD R ASFED S AR WIEFNC KT LTIk, HEATE (BRIK
pitk) ITP & L CkOEYRIENHEEI TR TWD, ¥y —n, THEFFTY
Y.V A sm T AT A R, A7 AR v UV EP 2 (Hi CD20 HiiK)
mE,

AR, HDHWIIFEN - SR Sk mFHE L LT, AV T/ MO E 2
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FWLT ATy -7 a7 ) o RERE, M/MREL, A7 oA R0 29EER
EEITH,

(4) %2 UIMMEOBTITA R T4 v ~OEHIRD

<WZBIT DA RTA %>
1) EBITPZETA K74 3
ZoarkrH AR — MIEA DNEEROEEICET 5 HEE 2 & A, ITP O2 Mk
EBIIZOWT  IRHT — Xt T D fRan & HEREZIRET 52 2 HWE L, 2010
EIZWRT ST, KE, RN, A=A FF7 U 7O ITP OFEE K OEMAZE 22 405
MR SN B2 L W at s hiz,

Treatment options for children with persistent or chronic ITP

Rituximab (see “Rituximab” in “Second-line treatment options for adult ITP

patients”). Rituximab has been used with success in children with chronic

refractory ITP203-205 (evidence levels I1a and IIb). Overall, the response rate (>

50 X 109/Lplatelet count) is between 31% and 68%. In all case series, rituximab

was well tolerated with the exception of serum sickness (supplemental

Document 7).

Table 10. Treatment options in children with persistent or chronic ITP

Recommended Approximate Approximate Toxicities Sustained
treatment response rate time to response
strategy response

Rituximab 100

31%-79%

Within a few

Generally well

63% achieved a

weeks

mg or 375 response rates
mg/m?/wk for 4 reported
wk (CR/PR/MR)

tolerated. Side

CR lasting 4 to

effects

mild and easily
resolved: serum

sickness,
maculopapular

rash, arthralgia,

low-grade fever,

malaise
pruritus,
urticaria, and
throat tightness

30 mo;
however, this is
variable in
literature

Second-line treatment options for adult ITP patients

Rituximab. Several publications have reported the use of rituximab in ITP

patients since previous consensus documents were issued!5.16 and suggest that

about 60% of patients respond, with approximately 40% achieving complete
response.80 Responses generally occur after 1 to 2 weeks to 6 to 8 weeks81:82 and

last from 2 months in partial responders to 5 vears or longer in 15% to 20% of

initially treated patients.8° Most patients with a durable (> 1 year) complete

response will respond to repeat treatment if they relapse (evidence level
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[Ia-11D).

After 2 years of observation in a prospective, open-label, single-arm phase 2
trial, 33% of patients had a platelet count of 50 X 10%/L or higher and 40% had
a platelet count of 30 X109/L or higher without any additional treatment.83

Although the studies presented used rituximab doses of 375 mg/m2, lower

doses (100 mg IV weekly for 4 weeks) may also be effective, although

assoclated with a longer time to response.84 At the current time the standard

dose of rituximab for ITP patients is unknown, and, due to the potential

toxicity and expense of the agent, future studies are required to identify the

optimal dose. High response rates have recently been reported for a

combination of rituximab with high-dose dexamethasone as initial therapy.85

Rituximab is contraindicated in patients with evidence of active hepatitis B

infection (eg, positive hepatitis B/C core antibody).Adverse events associated

with rituximab are usually mild or moderate, with a low incidence of
infections.82.86 There are also reports of more than 50 cases of progressive

multifocal leukoencephalopathy associated with rituximab treatment in

patients with lymphoma and more recently a limited number of patients with

SLE and ITP.87.88 Hence, additional long-term safety data are required. These

cases tend to occur in patients who are heavily immunosuppressed and on

combination treatments.

2) KEMKFZDHTA KT A D
ARITA RTA0E, BEEEFFICEIDITP OZME R~ R A N FEZRRL
TWno,

Table 1. Summary of recommendations

Section 1: ITP in children

Case 2: children who are treatment nonresponders
Appropriate second-line treatments for pediatric ITP
2.1.A. We suggest:

e Rituximab be considered for children or adolescents with ITP who have

significant ongoing bleeding despite treatment with IVIg, anti-D, or

conventional doses of corticosteroids (grade 2C).

e Rituximab may also be considered as an alternative to splenectomy in

children and adolescents with chronic ITP or in patients who do not

respond favorably to splenectomy (grade 2C).

e High-dose dexamethasone may be considered for children or adolescents

with ITP who have significant ongoing bleeding despite treatment with

IVIg, anti-D, or conventional doses of corticosteroids (grade 2C).
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e High-dose dexamethasone may also be considered as an alternative to
splenectomy in children and adolescents with chronic ITP or in patients

who do not respond favorably to splenectomy (grade 2C).

2.1. Appropriate second-line treatments for pediatric ITP
Question: What treatments should be considered for children who are
unresponsive to initial treatment and/or who have persistent or chronic ITP?
This recommendation contains major changes since the 1996 ASH guideline
as there are new data on novel treatments for ITP. The decision to treat relies
largely on the frequency and severity of bleeding and the impact on quality of
life. If previous treatment with corticosteroids, IVIg, or anti-D have been
successful, these options may be used as needed to prevent bleeding, especially
during the first 12 months of persistent disease while waiting for a possible

spontaneous remission. Treatment of children with unresponsive disease

(chronic or persistent ITP) using rituximab or high-dose dexamethasone has

been the subject of several prospective and retrospective studies. None of these

studies was a randomized, placebo-controlled trial. Rituximab response rates

have been highly variable, because of different treatment regimens and

definitions of response. In the 1-yvear follow-up of a prospective, multicenter

trial of 4 weekly doses of rituximab (875 mg/m2)35 only 8 of 36 patients

maintained their platelet counts above 50 X 109/L.36¢ Higher response rates

were found in some other trials3740 including one that allowed doubling of the

dose if there was no response to the initial therapy.3?2 Serum sickness has

occurred in some patients35.37.39 and the rate of more significant long-term

adverse events such as progressive multifocal leukoencephalopathy remains

uncertain.41,42

No study of high-dose dexamethasone therapy in children and adolescents
has included 25 or more patients with chronic or persistent ITP. In a
prospective, randomized trial of 6 cycles of high-dose dexamethasone (0.6
mg/kg/d for 4 days every 4 weeks) and IVIg (800 mg/kg with a second dose if
platelet count is less than 30X 109/L at 48 hours for 6 cycles), complete or
partial remissions occurred in 25% (5/20) of patients initially treated with
corticosteroids or crossed over to this therapy after failure to respond to
IVIg.43 Small prospective observational studies yield similar results with
frequent adverse events.44'47

The 1996 ASH guideline noted that numerous agents such as azathioprine,
danazol, and interferon have been used in a small number of children and
adolescents with chronic or persistent ITP who failed to respond to more

conventional therapy. Although the list of such agents has expanded and now
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includes mycophenolate mofetil, cyclosporine, anti-CD52 monoclonal antibody,
and others, data for any single agent, with the possible exception of dapsone,
or combination of agents remain insufficient for specific recommendations. A
retrospective analysis of dapsone in chronic or persistent ITP that included 35
children demonstrated a response rate of 66% and continuous complete
response rate (maintenance of a platelet count > 50 X 109/L with or without
dapsone) of 31%.48

Studies of thrombopoietin receptor agonists in children and adolescents are
under way, but results have not been published. Thus, no recommendations for
the use of these agents can be made at this time.

The evidence review for this recommendation is found in supplemental
Tables 2.1.1 and 2.1.2.
2.1.A.We suggest:

e Rituximab be considered for children or adolescents with ITP who have

significant ongoing bleeding despite treatment with IVIg, anti-D, or

conventional doses of corticosteroids (grade 2C).

e Rituximab may also be considered as an alternative to splenectomy in

children and adolescents with chronic ITP or in patients who do not

respond favorably to splenectomy (grade 2C).

o High-dose dexamethasone may be considered for children or adolescents
with ITP who have significant ongoing bleeding despite treatment with
IVIg, anti-D, or conventional doses of corticosteroids (grade 2C).

e High-dose dexamethasone may also be considered as an alternative to
splenectomy in children and adolescents with chronic ITP or in patients

who do not respond favorably to splenectomy (grade 2C).

<HRIZBTLHARTA L E>

1) /NREEE M ITP IR#E S A K 2019 8
B ITP (2B W T S 5 AN W T, /NEEEGME ITP (2if i ¢, BB
RETIZH/EOLNTWDLENINOIM R Z S &2, BRI S | RIGET A K&
RE LT,

IV. T A K
1. Vv ~7
OHELEEE  1C
@ 1EHIBEST
VX <71, B U EkFEEHD CD (cluster of differentiation) 20 HLJi
LT OXATHME ) Ju—F AR THL, VYR~ T OEMEFIE, 5T
A CD20 iR & A L, PR AEEAI A 2 (ADCC; antibody-dependent
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cellular-cytotoxicity) IEVEF L UMl K AEVE M AL FEE (CDC;
complement-dependent cytotoxicity) G2 #FE 45 - L TB Mz XHET 5
LEZBNTWVWS,

2017 4E. U Y XU~ 7 OREE « BRI MR 3 M D MR SR BE IR 28 4R BR
Wi S, Lo, DREHRM ITP Toff AHfERIE 170 TR,

Q&5 G ik
BhHE .1 [AM7-0 375 me/m2 & 1 MBEET. 4 BAREHET 5 32,
@A EoEE

AN OFEE T A G R o T - AEICET26/H Eo
FEE| OHEEZZHIT 5, BN TO/NE~OEGHEFURA ScEc T HPRSE O
7o —PIEGER ] OENEREOEEPFTHIATWD, VYFR<THRE
R T AA v 72— U T 73 3y (infusion reaction ; 8. UAF
P, MJEIK T, KBRS, mERER EOER) T T50 T bT
R 72 VR EOMREBEA], Pk A X I VARG PNEL D,

[ O BE D = 70 7E ]

D) HABRERNEWEA L T72—Va VT 7 g v OFIBEEOHEINE
ROEEBIMEHL I EDRHDLD TARADOIEANEEZFY JEARE % BT 72
TRICEET D ERP BB LS A FEAREEZE T b L <IF—FEH
Wid %, HERIERA D DB IFEHICHEELZ P IE L, MEBFAICH e ¥
SVERFLFREIBREAT oA R Yo e SR NERITY ., F, &
5% BT 25 A RN BRI A Uizt P IREES O Y5y DL O 1 AR FE
THEGEBBTHZENEF L,

i) ARKNOE G R R Y BRI LIRS TR O R d 5 2 &
T, wEZa TV UL TE R3S L, B AFEAVANAXX YT O
B I IR E (HBs Hul et 2> HBe fifk & 72 1% HBs HLikpit)
T, AAlOFELGICEY . B BFRY ANV AL DEPEFREZIIFERH 5
bhbdZ Wb d, i, M, HE, &2 WVIE U AV R L L HE R EYLE
(i fiE, Wik &) BNHobbhb Z LBV Ml PHHEZ EZET L0
BERH D,

iii) AFIEREOFRIHEMEICE LT, &S MET oL eMIcBd 5 HE R
W ENBAEY I F U OBERIFHELE SN i, RIEY 7 F BRI UG O
EAPMHI SN D 3839, LIeRoT, VIZFUHEMOLENHLHGEITIE.
AHOEEK TPl 6 PHOMEE O T~ DREREZ IR L
BEEARET D,

®HELE D 1R L

VY xR~ 7 OERM/NRE ITP 12642 RCT IFARASA TV 2RV, BELL

RVEG R FRIZHENMHTCEL 06 1C L L ((FF 1),
®Z Dt
VYR~ THEBEOEMEMEIE KBERE 7 0T ) REES X ORI RE A
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T A FREEICEER)S T, /MDY 3 5/ u L A D /N Y

e ITP 22 5l %

MR L LOBNEOZGHRBRE TIE, &5 4 HHEOY Y X ~7 DRI

/R ES 10 5/ p L VA B

(ZHEN L

CREEEMN 9%, 3 H/u LUl E 10 ﬁ/u

R OE D EfEN 2 4T, BMEISN 11 £ ThHhote, T2,

1. 2. b FRDOK

WEMRILI, ThZTh 55%,

36%.

27T% Td oz 39,

(5) HEARK

8) 1z oWT

(R D ATFR T D BE IR BB B M OV R 278 (k=

s (1) B

Dl

1) MSZATEAEAN BRI IR B 2 243 %5 JDeram IIT (23T,
rituxan + VY X <7+ U X% ”AND “idiopathic thrombocytonenic purpura
+ ITP +Re 38 M i/ N PESE BE 957 AND “childhood + children + pediatric + /NJ2”

“rituximab +

DHF—U—FTHEL (MEEMH : 20194 5 7 23 H). KMz T H5EFD/NR
ITP T DB EZHAE Lz, TOME., MBEINZH®EZ P LT, KTITET
HARBNO ITP IR T A2HEHABREZRHE L, 72, /NEEHEEME ITP BE T A K 2019
BT 2E 22 Mz 7z, 6 hic oW TLLFIZ/R LT,
SCHik JiE 1) Al Ak & HE - 22k
GIEREY - ’
2% |(OEMEI (@R k- HERH AF. MMF, RLT Y 2
SCHk 7 % fifF A I B AE 7 CNEE LN E MR
34) IVIG. PSL IVIG 5N VNETH o T,
[DFHEHR] 0 aRF LGB
MMF., R 5 v #% . PSL Mg 23 vl HE & 72 0 |
27, IVIG., = Rk C ) L7z,
I e AT A
%% |@ 1281 ITP [DFHEH] e 5= R AKENEEABROZO, =1
SCHik 6 ik IVIG. PSL., o | #¥kEI# 5 TR AFLAEMHLEE
34) NZA=0 2 Z %5 PSLlmg % TN Al
REL 72 o7,
%% QO #iat T 375mg/m?*% 1 7 — VHEAT T I /N
SCHk 12 ITP 1AMMBET | %56 T~EHLEN, D
35) 3k &R 4 [ 5. B LI FOAFIC
X2 7 — )L X D IRE % FhE,
AR i/ R 15 75 ULk
EHREMEEFL T D,
%% @ Hint T 375mg/m?*% 1 7 — )V AT I E
SCHk 12 ITP 1A R bR C D MG % & 729 b IR R
35) 12 % 4 A% 5. iZONIIVANY s R B o
I X2 7 — )L A RIHER: LT,
(27 —VAZE TOHBEBE LD 2 7
Jiti o k) —VHZREIT T % b I
foe IR 8 7 if 35 993 &2 8 E L T2
7=k,
HHay ha— LR TE
TR 2 AT VIRl L T W
D,
%% | HRME 375mg/m?*% 1 7 — Vi fig i %
SCHER 18 ITP 1AM T | BIELZZOUBRDIRES

30




IV—87

35) 15 ik 4 [AI# 5. ik L DEX K&®EEEEIT
IR (17 =P | o2& Z AR 3 FET
Hak) [l L., HifZe < $&aifa L <
W5,
2% | ALL\Z&0F | [#iiR#E] k- &AW AHNBE 5% . CD20 5P
STk Lt;%ﬁ(“ PSL. 7 %% #x % Fad 0.1% £ THA LEZ S
36) 8 ITP VAN /)| D O /R BT EE N T
TR &R | AF v, THP-7 2000~6000/uL & KAl % e
V. YU BaikA TOH%, LD s a s
77K, L7 U IR % I L 7o h )
ANRT X U, T, M X0 — RN
IVIG #400,000/uL, & TRIE L7
73, 20,000/uL £ T F L7z
7= IVIG 1T X % HeEr 1B %
EATW., BEhEHER L T
D,
BE | 2704 R (@GR 375mg/m? % IEIE IR I WY % § e
CER | ARTFEEE M | IVIG, PSL &t 2 [l EH U, KA B i
37) ITP [DFHEHR] ¥ 0.1%F THA Lz,
8w HI | PSL TORBRERD I
O, 2B EHITL, &
fRIZE - 7=,
2 BEHEEMS 10 El@éz:
FEEN K OVER B 7 BAE R
T %E@E‘ﬁ@ﬂiﬂ%% &57‘_0
21 H# I35 BEAR
E%Jﬁ&%%%é@\ mﬁ%ﬁ
Lz &= PSL TlEIE
L7,
%% O HiRtE (GIREDD| 375mg/m? % KA K B R AT
SCHER BYEITP | K&V o~ 27w | 1EMBKET | 2,000/uL ToH - 72 K/ ik
38) 3 KR | 7V gL, A |4 S BUIE G TH 5 » AR
Fua A KA T 24,000/pL £ TEH L.
Wik, v mr A 10 % H BT 44,000/ul F
KU, VY TEHL,
B
[DEAEHR] =
TaA R
% | HIRME (CIREDD) 375mg/m? % ARHFNZ X B IR MG R O
STk &M ITP 2A7uaA4 K, 2 | 1HEREERET /X 6,000/ul, T -
38) 9 B | a7 =/ — Ll |4EES TR BEGETHE 1 H AR
E7 T, K T 20,000/uL, 3 » H & KA
BhHr~rsnuas T 45,000/pL (Z R L=,
U R
[ DF HIE# ]
A7 A R
%% | Btk ITP @GIREY)| B EN T AN N
STHER (AML (Z%} | PSL, IVIG N>5 7L izEE L 5 5 A
39) L C iy % & MK T AR T
B hl % FEhE b,
L. Bhit%
ITP L ZHr)
2 LR

(6) Eio (1) b (5)

AR E R T EE ORI

31

) ANE




IV—87

<HEhEE - ROV T>
1) /MNE D&M ITP

ANV DNEPE TTP %3 D IR I3 E ENTIRIE—H L TH Y (F—EIRE LT
BB REAT oA RPHEREINTEY, Z0oMoEEE L TREZ7e 7 ) UBIANCE S
RRLMME ARSI TV 5D,

WA TTA BT A 2 . DT, RFNTE —BIURRK DN BN 2256 O F InkEIUR ST
HIRYE ITP Ik 2 ipE & L TR STk, ko 13, EENEITHK D EANN
DRFILHER - HEBFIZHOWT] © 1(1) EAERIEERER, BEyEERRE R4
XXk E L TCoOWERDM . T(2) Peerreviewed journal DG, A X « 7F U o A%
DWERBL IZBNTH, AR ITP IZXT 2 ARFOHFHERHE SN TN D,

ERNDOTA FT7 A4 2B W TE NRERYE ITP 2T 2K IES L TAFN RSN
TBY, ko 13, EBERNFIKRDLERNNOLRIER - EFIZONT) © (1)
TEZ bt iR, Y E AR E TR D AR IR E L ToOHMERI KO 1(5) EHH
AR D AR T O B R ERBR A M OV R 5208 (52 (1) BIAh) i2onw T, I
AL EBD . NROITPICH T 2 ARAOAAERRE SN TND, b /AN OB
EME ITPYERFNC T LT, B —. 5 BIUREN B 256 OF IR UK & L TAAl
BREZHEREL TND,

lbE&Y . KR/ NRoBME ITP & ICHKRAN TR T2 23RN EE R D,

<BEEMVE - HEIZ DWW T >

1) 1[E®H7=Y 375 mg/m2 % 1 ¥ MK Tk 4 B E

TENOAFBEANF IR LI B0 | MEMEREFEPE MR PESEBER | 12kF LT, i@
HLORANIZIE, VYo~ T (B z) & LT 1[HE&E 375 mg/m2 % 1 M H R
TA4FRMFFET 2.1 DA IHLTWD,

T/, Bk 13, BERNFITHR D ENIO AL - REHICONT) © (1) #
TERAALHEGER . KB RERBRE IT/R D AR E L ToRE KRG, T(2)
Peer-reviewed journal O, A ¥ « 7F U T RAEOHRERN] ITBWTRLEER
0. WS CTORBIBEGICET 2MEDITE AL T ARA 375 mg/m? % 1 B MR T 4
MG DEAENALTWS, EEEITP a2k o 2@4EEY 280 T, 1H 100mg £
721X 375mg/m2 & OFLHN & D53, FiE O B G 2OV TH MR B ERIMRILIT 2 < |
EEERNZ LWEER EEEZ P LD BEGREINDZERD D,

EWNHTA K7 A Tk TARK 8375 mg/m2 % 1 MK T 4 BESL ) BRI TE
. ko 13, BERNFIHK D ERNI DAL - KESICONT) @ (1) BIES
fLieieakBr, KBRS IR AR EE LToMERM ) B 1(5) BEAR
(2% 2RI T OERR BRSO REAERE (EFL (1) DAL 120 T IR Lz
ENMEHEECTH, [ARK 375 mg/m2 % 1 BB T 4 B L] ORERIN L,

LbEZY ., /RO ITP BEFEICK LT [ARA] 3756 mg/m2 Z 1 MMMERET 4 B& 5] &
HZEEHEN¥EEZXD,
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< FRIRBINEE S Iz oW T >

1) /NEITP X2 DK 80%74% 6 » A LN T 5, /N 288 AE L T8 &
ZErE N D /NIRIZB TS | BENITM/MREA IEF AL 72 LIEEE N LT H e R 2 &
RIS NDEENENE SN TS, ZOXH 7RI &b, M/IMUEENEA LT Him
JER Z RO R VWEA IR EZ N RIRS N0 H 20,

—F. BNRIZBNTH, BHEECEEEORIBEZTZEDBRENND Z E0D, 1B
WBYEITP I T AIREEOLEMHITEH WV EE XL B D,

AHNZ BNNDTA BT A BT, & BITER DB 22 556 O 5 ZIRFHRIR
R TR ITP 2T DiREE L LTI TEBY . /NNEITP T 2 ARK DA
HAZRmdHMELRDLNDLZ s N ERMEEEM ITP 2T 21RKEHEE LTo
MBI E W EE XD,

H

4. Fhi T XS BOMEL £ DO HIER

A o@D . NEHO ITP IXZ DK 80%2 6 » ALUNIZIHEH T 28R TH 5, M/
B 3 IBAE LT8R E 2 S A B A ICB W T HMiER 2RO 2 WA ITIL IS
RBENBRRINDEH 20,

AL, & —RIURE D L) 72556 O 5 I ROEPUBCSUTEEEYE ITP 1253 2 1a Wik
WZALES T D0, /AR ITP OBEFEER, TOND, IRENLE L IS EMER O/
ITP C., BEMFIGRIRPIIE 2 R T BREHUImImIc D 72 < IWREO L IINETH 5 LB %
b b,

AANL B MR mIZRm T 2 CD20 IZxf 3 5E / 7 r—F AHiRRATHY . & M
EFE7a 7Y IgG LRIETH D, RANCHIRT 230X, B - HUEKIGE T L7 Bl
faofEETHY . BEKISHE BRlaR EREE BMlERETLIZ LITh D,
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