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dromes, MDS) & & J& T & Ifil T 40 JE 19 — 241 5 4
T 7R o B R 05 3R BN B R A i K JC AL i
I I 20— ZR Bk 2 R AR A R KU 1)
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20 9 259 L 445 35 DL IATT (darbepoetin) F1 8 41 A
{2 40 Mg A4 il £ (EPO), ESA Bk & W F N
30% ~60%" AR ML MDS By —Z3877 . [\ i
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vs 59.2%(29/49), P=0. 008 ], £L 40 it |2 v R g 3
W14, 7%11/75)vs 0%(0/35), P=0. 016",
LG B fe MDS 2 #5fii H ESA 2% 2 500 .
1.2 i/ AR B3R 32 A3 80 3
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FBTC T 10 me/d & 10 d Z 512 348 A 3
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3 EHENET
XFF ESA KRB e L e 32 B0 I 7 AS e 52



%11

R 45 B A 1 R A

S LR AR R YT + 833 -

IR IT e W B I fe MDS R 3, 7] LR ] 2 P
IRIT

H AL AT il MIDS H 25 4100 90 356 DX O 4E L &
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R Y BB 2 I S 45 5 MV Al 35 (Decitabine)
FIFTFL M FF (Azacitidine) J& % F B9 2 Ff 2 B Z 4k
25y, HATX T 85K G MDS # & W A 2 B 5k
RITHIT A LM ih ., Cao 555V W58 & B, 7F
AL f& MDS /B F AR R P il i
(20 mg+m 2+ d ' X3 dBIEAEBEORR) K
65%,CR 2} 35% , 1 4F W L H 1F £ fF F (EFS) N
68% .0S K 78 % ; B A fE MDS 3 N FH Bl LA
(75mgem ?+d DK ORR N 51.1%,15 MHY
OSH73%.,

— Wik [ 2 ot CELAE 5 1 AL R B L BOR R
PUBES A Bl 1 R 38 D ) 2 R 40 B b L AR i
KF 75 % (P=0.01) K ESA FH M #Hid 6 A
Ji 4k & Tt 245 1 v i MDS B3 (P=0. 003) K R i
fIGH AR5 CHMAD 0] B8 % &5 18 55 F i fa s [ 3R
(P=0.02)%",

22001 PRI 36 b 5 AN () 551 St DG Al € A Bl L
ML B YT 20 s MD Anderson J8 AiE 105 PF Ay
EH S BTHL I (75 mg » m 2« d7' X3 ) HLHI
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(75mg+m > «d'X7d28d K1 NEMBIT
B, 25 5 R RE SR 7R MV Al 9 9T R T BT L A
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T 2N L 2 2 e E A AR A A0, O H AT DLSE e
B RO PR RS MY ez

M3/ 4% 45 1 7K SE KT 1000 ng/ml B AT {2 WG
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Jiie LRI B b P % ) AL OB B — TR BE
=18 %, 1PSS Hr fg-1 AL fa, I 3% 2 & 1 >
1000 ng/ml,15~75 U F4 21 40 g 4 73 52, Jo 0
JF 5 R 10 R AL 3% 2 ¢ 1 BE ML B & b
Fr % HEIL(10~40 mg » kg™« DTN IELL . Hb
% w2 149 ), xF AL 76 1,72, 4% R fE-1,
60. 9% A, FHAERE 61 % s b B W 4 5 X} R
HBH 75 % UL L5 25, 5% f 17, 1% . 5
LA R, MR % E] 4L e R 4R 9T R
o7 B ) BE K (587.5 d vs 370.5 d)543. 9% HI25.0%
B ML P R A B BRI =2 AE. S5 W
N fE MDS g 35 i b 2 7] 3 4F EFS & OS
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AN EM LA S MDS BOE 41 e 2, 5 80%
P4 v 40 M Bk % fe 9% WS . Nivolumab F Ipili-
mumab 43514540 PD-1 F1 CTLA-4 1% 8 55 B 41
M. —300 11 3 A 3K 6 B ¢ B ) 4 388 4G 5 % 100 il
7 (ICPI, Nivolumab #l1 Ipilimumab) F1 Bl FL it # Bk
4 ICPLAYT MDS f 3 197 5%, 45 5 R 1CPI B
251 A R (P AE OS 9 8 A4S ) L ICPT B4 Bl 4L i
Y 3 2R CR AL T ICPT Bzl
5.2 Tomaralimab(OPN-305)

TLR2 & Toll HEZ K FEM L Z —, KRR &
PERZE TLR2 72K 1E MDS B % B 46 CD34 " 4 i
T G AAEAE 1 $ 3k, TLR2 By 8 98 48 5 958 95 3 J2 A
F 0 Tomaralimab (OPN-305) =2 TLR2 %24 A
PR, — 30 1/ 110 2 47 s IRk 3, L F
HMA FHA YT R WS MR b fi B 25 5 R (il
A Tomaralimab J§ ¥7 i 7 o 5 & F 3 i 1L = 9k
IR R R R R 50% ., X F HMA VAT LA
A% & MDS 3 , Tomaralimab & — F 3 BUVE 97
k.

5.3 Imetelstat

i A B 355 A S A58 0 S e 48 T B e (R R R
R Y o 1 RN S YA AT R A (R mb
e R AT MDS Il AML fR 3 1 78 3 kL
il 300 5 S) i ) RE R SR AR 5 OB R IR A IS M
K, Tmetelstat & — JS v b i 400 4 7, 5 19—
T T 5% 4 28 A AR A R R I AR (=4 U/8
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TR T A7 A A 0 200 L R T R 4 A S 4 i S A
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