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WEFE A DNA 1 RN A] 3 i 456 DNA W R0 5% 7% il 1
H I Re#EWE |, 28 DNA F R4k #st ) &Rl F
RNA DL mRNA FIEE H B A, 400 b Je 20 g 38
I R E T, A XS CMML 28 30 8 1% 22 B /Y
FEE SRR R YT B

HMA )7z fli I —E R E % T CMML f#
FHEAEAE O AR P R AR i N, WF9E KB,
H IR BB %R (overall response rate, ORR) #ZJ K
50% , 5¢ 4 %% f# ( complete remission, CR) X R &
20% ), BEAh, BAR HMA ] DU i 0 DNA T
A0 DR 22 35 0 1 e i ) B A R &2, (BT 1k MAAR
A% b9 R P 5 AR FE DRI A7 A, TG I Bk A R
fgk s BRL, [N I s 0 BB R AT ke RS,
W AR 53 R 2T RS B 2 ik S T B
AL HMA J7 2% 9 %% F1 KR [ BF . Duchmann %
PEAT T —T A0 4E 174 6] CMML 8 2 75 P9 A K BLAR [1]
JUE B B 5T, &5 2R & W], N B g TET2 %% 28/



EaWigiaeil 202341 A 2% 1

- EZ A8 -

ASXL1 BPA Ui BB B TE S Y CR SRR K 8
AAEW, I ASXLL €748 5 ORR 88 AKA %, Wi, i
— IR X HMA B A AR 97 R 09 95 9 W 20 E
HWRRE, Ah, B E R & Cedazuridine (— I H A
ARG R, T U4 B HMA 59 0 IR 4= 9 F R EE ) A
DAC 20 1 11 R il 700 7 — 00 11 300 Bt AL 38 565 v 2 20 1
LR i DAC ML 2E 4k Fyr s, A3 BBtk — A
o AR A T T B MV YT AR A | [ B ok A AR AR A
2D S

ZHRMES FHEEATT

1. GM - CSF Huif . 76 XF CMML £ 35 1 i & A 40
A5 R A 55 3% BF, NRAS  KRAS | CBL % RAS i %
FEH S () CMML 4 ff 44 9 th %) GM - CSF 19 /&1
O, H B RSN E GM - CSF 5 1 5 7% 12
ACHE 77 BH BRI APT GM — CSF HTAR AT g 2 4
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WA E 19 40 B 2 g 2 T A0 ] CMML & A K R 1 18
FERE A, U HOR X RAS 38 B 36 48 | 3, Ak,
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B LT ER K | /N AR T E R A R i A TR R 4
MEAETUS N K s B R e W aE S Wk,
B5 GM - CSF BV IT (AT — LR EK . Lenzilumab
JE—Fh A JRALAY GM — CSF B 58 B Fi A, — I £
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HMA J5J7#Y CMML %, Lenzilumab 257497 K i
P EAN R F 15 B A Lk 205 5 B
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T o B RAS AH G I 248 1) CMML 4 Jfi X GM -
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B JAK2 518 T U5 5 4 15 5 5 3 R i sk 8
1 A -F 5 ('signal transducer and activator of transcrip-
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Umbralisib A9 52 i f & PLKS 3% ik B9 14 i 5 384
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PI,KS Fl JAK A R J& — Bl A 2% (9 8 i 36 97 T B,
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R EE— SRR
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MCL - 1) A 8 T- 8 1 (4 BAX \BAK) , /N [F 8& (1 43
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TR Y BFSE & B AE Bel -2 B R 4 4
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BE T, RAS/MAPK 38 % 19 3006 AT 530 MCL - 1 &
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MAPK {5 5 3 [} (1 5 8 3006, iF 58 & 8, Bk A il
MEK1/MEK2 #4 5 1 MCL — 1 0 41 7 7] LA AE A 458
BUEH B AN 0 5 L Pk R AR 2 CMIML 20 Jif i O
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T 1Y B AR R SE PR B9, MCL — 1 Af B2 CMML #% B %
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CMML JA 77 #8 a5 A B 22 8 oh T 1010 s 48 L P 50 1
Oy FF A, B4 AT DL 40 M AR B i BRI, DL 9 4
E A1 B 1) S0 AL AR SRy 7 B0 A, 40 48 B I 7 AH B A
P VR 3 F A BTAE B B GO 45 2 08 9 32 il ik
PR OCHE N 2 A WF o R B, B SEGOR B vh 20 B P9 7
Ak 3 1l 240 L Y S DA K RGE B S 2 5 T MDS
&5 . 18] 38 T 4 i ( mesenchymal stem cell,
MSC ) 1B I 40 A 2 -1 3 1 fof 2 5% 19 3 2 41 B B
gy WEGE R B, L HE R 5k AR oh R B E RS MSC
rge R Ak, I B 7E B B P9 A fa B 9 MSC AT 3 i
XiF L I 440 L T B AR R A SR R A o
I 2y i 5 FE A /N BUAG A A B TS AR A sl
TE A AN 0 2 SR IR S 2 8 CMML AR B B 2F
YA V5 T BB 7 A B B SRR AIG, $E R B E MSC
I BE % W ] BEAE CMML B f 2 v B B2 /EH .
DAL B B TP 355 46 S22 ML Ak v 19 DX B 4 2 15 R 65
AR IR CMML FB 35 2 5 1 Ji 114 s 78 1 B A (i 15 ik
— R,

4. RAE Z . MDS Fl CMML B #7250 i i2 2
I AT B8 A7 7 AN i 2 T iR 9 5 B M 4 1 ( clonal hemato-
poiesis of indeterminate potential, CHIP) , W55 & L,
CHIP 52 Fh 4 iE 3 BLAH ¢, 0 3R 40 M 1 Ak 0E /8 %
CHIP U5 3 W] b = T BE L, MDS 5 CMML & & 7
W2 w0 A S A5 918 M 4 5E 1 BB R W s o R
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