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Jit & 5 P Al /N i 98 /0 SiE (primary immune
thrombocytopenia, ITP) , B £E Fx 45 & P 1ML /) Az I
/D 429 (idiopathic thrombocytopenia purpura) ,
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2.1 TPO ZK#EH

TPO 2% & # 35 %] (thrombopoietin receptor
agonist, TRA) F 2L i &Ll TPO 5 E # 40 il )
M ARZE R TPO SZARAR S, G 3G il /M 2B B .
2008 4FJiE % K 7] 5 (romiplostim) A1 3 il 3 1A Cel-
trombopag) £ 3 [E FDA tR#EEIERME L, £
Tl A B0 R 3 O R RE IS 80 A A, H
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/R R 7 AR ) R B TR BT B AR AR
BN F ITP MR Y7 . Vianelli 5% X 233 #i17
MEIBE AR 12 P ITP B AT T 10 4E L)L L B
Vi BRI 600 B FHE R RKMZE M. HsriaIr I
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3.1 ¥i-FcRn Fifk Rozanolixizumab(UCB7665)

Rozanolixizumab & —FF ARk L5 2= 0 17 .90
ANH A Fe Z K (FeRn) 1Y B s BB , AR R O f%
I A B G 3 1 00 () Pl 0 2 2 3 9 i 5008 2 4 % K
HH GUgG) K-, B —IFE4E Rozanolixi-
zumab 78 J5 & M RESEPE Bl M O % M I )N Al s 2D
I BB 2 Ak T A2k R SO A AR TR bE 1T
WG AR IR B (NCT02718716) IEAEHEFT ., A4
FAE 28 A F 8 1 Rozanolixizumab(4 mg/kg X
58HE 7 mg/kg X 3) [T HES (SO 5, ML /MR
O, B3R 30 Bl B 3 2 Rozanolixizumab:.
4 mg/kg(n=15),7 mg/kg(n=15), 4 mg/kg 4
S 31 RWE R B IgG /K F 1 F 1 & KK
(45. 8% Ju I 29.9~65.0),7 mg/kg 41 & 7E 45
22 K (49.8% ,Ju M 29.5~65.5), 10 fil(33.3%)
ST B I/ AR T BRI R A DG B3 (=50 X 107/
L) FEIZ R AR OIS 2] 1gG 7K 7 1 B AR 2 e K
4 mg/kg #HN 23.9% ~68. 6%,7 mg/kg H N
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DL B ITEAE (A5 T8 H il 4b, B A )25 9 TEAE
¥z RE/hEE (CTCAE 1/2 90, &% Wi TE-
AE 23k (CTCAE 1 %) :4 mg/kg 44N 3/15
(20.0%),7 mg/kg #H} 4/15(26. 6%)., Mic4
AR EIE A . £ K4 F Rozanolixizumab 4 mg/
kg SC 5 7 mg/kg SC () B # M = ¥ R 4f. H7F
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(43%) fostamatinib & J7 40 5 % B # 4 7/49
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150 il B F g 123 1 (82%) 2 5 T 049 i 5, H
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BT SR, #BE 2017 4E4 J 14 A, 123 Bl FH A
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#0152 Ji fostamatinib JG 7 J&5 F AL I /N AR 35043 571
Sh 111X 10°/L A1 115 X 10° /L., Kaplan-Meier 43
Mri s, 17 B 4E+E SR B E 1Y P 7 R 22 1) [R] 1 A 38
L AGIE> 28 AN . LM, 123 FlEHE b
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W (14%), 123 fl 3 A 27 Fl 220 s A
JEEARR RN, 50 A XA 11 F, Kb 10 f4
TRMN#H ., SFEFRAGYRMET A RN A 15 4
(12%) IR IETE (n=15) AP BE T 55 (n=3) Al
B A E (n=2) 45, AR LS 2 8
fostamatinib JGJ7 ITP F13& RE & 37 & #F 57 0
EKER—3,
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Avatrombag(AVA) J2& H /i 1E 75 & B9 TR
I I /IR /D RE Y TR B 2 ARt Al AR kR A 1R
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7. PBO-XTHEPE M AVA JRYF &% ITP B & )Y
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IEAE 6 A MBEs A TTP /3 2 = 1 B4
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40 mg/d) . FEITRL R AE T RORTT B E O
T /AR SR i/ B =50 X 107 /1) 19 2R
JER, B EAESE 8 KE /IR LK A
B ITP 259 0 R FH /. e 49 Bl E 55 A
HAREAVAIRIT A 32 BB FH 22 4 (68. 8%)
SER T BESE. PBO 4H 17 Il B FH b R A 1
(5. 9% SERL THF5E . B FE 1k 1 e i DL R IR 2 A
JTRCR A AVA JRIT 4 (21, 9%0) ik F PBO 41
(88.2%) . £ 6 A H BIRIT BIN, FZ MR & AN
AVA @ F PBO 41 (12. 4 & vs 0 A, P<
0.0001), JEITH 8 R,AVA 4 B 1l /N =
=T PBO 41(65.6% vs 0%, P<C0. 000 1),
SR, AVA IR YT B HIAERE 25 90 b 1)
Fe M Sk 33. 3%, 1 PBO JEIFTH R 0% (P =
0.1348), FpLk iy /N B I g SR 76 % A R
BB T ERITERE S AN Z2/0F 6
My I/ Bk = 50 X 10°/L. AVA & 97 1 B ¥
(34.3%) W FE @ T PBOWBITWHRFH (0%, P=
0.009), 7E % 41k J7 M, AVA G 97 4 31
(96.9%) i & TEAE, i PBO &7 4 A 10
(58.8%0) » I B IRIT F &= Af, 2 41 3/4 % TEAE
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/NERAIE ST 2 B, B BE (BMD P B2 #H 41 il (EPC)
FER T I /N AR A R R S BEVE . gl &k BB 4T
AT AT IE R E B E Y DI REA B b, ¥4 BM
EPC % fuifg Lz 4. H i BM EPC 1%L
HAYIRERE RS SMEMS ITP WEAR X,
BRIT LR AT I N-2 -1 bt & R 0 1 48075
BRI NAC) X R H R T 25 ITP 24 1 BM EPC
F14) 55 AN T RE B/ B LW AR - T AL FE1E A Bl
FEARAMIT AT NAC X R R T 25 1TP B 1) I
PRIT 8R4 A, b 5T K2 I Y8093 F 5 BT a3E 47 366 A
T Bl PR 56 45 S R < AR 4R K5 3% BM EPC, %
5% 5 d B9 BM EPC 45 7 Bl 46 o fth 7T 1 NAC &b
HLEE 7 R, EWMEMZ ITP £ #H i
FIF /> D) RE 2SI B BMEPC, H7E B 5 | iE
FE RN AE A= 15 T 1T R 0 B T3 14 SR K SF- R 2
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BE BM EPC W% M ge, i Hil # i T
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PEWFZE T, ML 3 T 13 (Gl E i 25 1TP B #%.
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SRGE LT B — D BE [0 58 & G R (CR) (2 i
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T 4 M 335 55 LIPS Tregs 20 A i 4000 0 06 1 . 45
R, S5XT A L, P = AL B S Tregs 40
JH B4 410 ] D e S T . MBPEAREE L 3.5 mg/m’
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