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5H 1% B 9Eg 29 5177 L W 22

th, & ARG, % 8
B ER A — B E R LR, V95 et 210029

& Wk, X S, A

[ ZE] B9 450 2P IEALZ5Y (hypomethylating agent, HMA ) 75 22 VA Y7 Hh i f6 1 BEHG £8 S 2554 1F /B BB B A 4 g
(myelodysplastic/myeloproliferative neoplasms , MDS/MPN ) B IERIT R e 4 ME . Ak % 20124E 11 H—20224E 1 H/EFS
T PERI R 2 5 — P 5 e YRR 32 7 HMA 5 289477 14 29 1] Hh i85 1 MDS/MPN FE & R4 T [R50 # , $836 7 7 9843 J 2R
HMA 2 FTib P fthiEz (decitabine, DAC) B A/ INFIEALST (D-CAG) A, LA R F G R O B4 (overall survival , 0S)
K TC A 9% 2 £ 2] (leukemia-free survival,LFS) . %558 .29 ffi] MDS/MPN 3 tf 53 22461, 4 7 4], 4R IR 66 % . 207 HMA 26
16461, D-CAG 2H 13 4], Wi H 5 e RARAE 22 S TG0 11425 L (P > 0.05) . WHZH B 3 I PRA SR 25 RIS 247 5L (P > 0.05) .
HEAF TS FE 7R D-CAG AR T 7 OS 2 L FH HMA 4 i 4E 4 (26.3 4~ H vs. 13.50H ,P=0.009 5) , H 5 HLH HMA 41 B3
A, D-CAG H BB B A AP AT LFS(24.20 H vs. 8.7 H ,P=0.045 5) . BRI Z 00T LRSI M£THR 1 (=70 /L vs. <70 g/L)
FNARYT I 222 OS IsE IR R 3R 5 22 I A Hr 4 SRR AT TR YT 7 2258 i S OS IS, Bl I R . MALAR % E2OR RN
34 B BEME] R &P OR A R ) . S HMA 75 ZAH L, D-CAG 41T 22 5 % A 3~4 S B B (H 7R 48 in
B EGL I XS S5 : D-CAG &N A T MDS/MPN #2230, IF T BEH R A Ak a8, oM M I RIGT TR 2%
(k@A) LHIAZGY); CAG BB A: 50 L5 G /B B B 1 e 5 A 50k 5 e &k

[FESES] R551.3 [ XEtFRER] A [XEHS] 1007-4368(2022)11-1578-06

doi: 10.7655/NYDXBNS20221112

NG A S 25 G/ B BE P R (myelo-
dysplastic/myeloproliferative neoplasms , MDS/MPN ) J&
— 15 LAY AR G ERRR , e H MDS Al MPN #Y

AL A TEAEN, B A AR A
&2 312 R S B, L R 1) 2 PR 2R I
(acute myeloid leukemia, AML) ¥4 £k 19 [ A KU o
HR ARt 5 T4 46 2H (world health organization, WHO)
2016 SEE 1T 1Y MDS/MPN 4328 , AR 2 B (15 15 s
PAZ A A 1L (chronic myelomonocytic leukemia,
CMML) | A HL A1 18 P88 3 1 109 (atypical chronic
myeloid leukemia,aCML) \ AFHUk7 BLA% 40 L 1 100555
(juvenile myelomonocytic leukemia,JMML) MDS/MPN
P I8 BRORL 2 £ 40 i K it /N AR B 22 (myelodys-
plastic/myeloproliferative neoplasms with ringed sidero-

blasts and thrombocytosis , MDS/MPN-RS-T ) & ANfE 43

[(E£WE] EZEARFAIE4(81100352)

“38 15 VE # (Corresponding author) , E - mail: minniehm122@163.

com

% MDS/MPN (myelodysplastic/myeloproliferative neo-
plasms-unclassifiable , MDS/MPN-U) 5 /> Il 7§ LH
BT IEPIN i Tohm HEIR T 7 58, R 2 825 XA
CMML & g™, 25 H 34625 (hypomethy-
lating agent, HMA) %) 72 1 T CMML £ & , J& H iy
ME—# 3 = 20 A 25 945 FR) (food and drug admin-
istration , FDA) L #E il T CMML (835 19 254, BL 4k,
WF5E 413 HMA 7E MDS/MPN-U Hl aCML (8 % i 3%
U — 2 B IR RY T AL . HMA Y 3220 ] S il i
B AU L DIRE , (I ASRESC SR
SRIERE , IR ZHUR# B2l 2 R B0 .
F A 3 1L+ 20 S #2548 (allogeneic hematopoietic stem
cell transplantation, allo-HSCT) H Fj{/5 & ME—HA R
AT RERYIRYT T-B , (E AR A 2 3l i R 5 I
Z MM IF AT AR MGE TR DL R = A
AU FR ) 1 o SR LA HMA S SRR 5 3A
J7 75 RAE CMML B T & s MWDy 20 AR
FEIRNBE AT & HMA J7 523677 MDS/MPN 825 1l
RIF R At
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1 XWHMAE

1.1 %

[ JBSE 3 BT P ot B AR A 2 55— B 5 e il v
BF20124F 11 H—20224F 1 HF& HMA 7 A9 Y
29 fil#1i2 MDS/MPN 4% . i2Wrikdli WHO 2016 4Fxk
I AT EL A 2 g 432 ebmife , o CMML 23 5], aCML
415, MDS/MPN-U 1], A K843 35 e = 9112
P BE PR 2 AR R I 285 51, R e AR B CMML 2 8 59697
TR R (2021 4R ) | FE R 73 222K FH CMML 43 57
T 5 43 22 8t (CMML specific prognostic scoring sys-
tem, CPSS)#A TP . HHfE-1 81991, -2 B4 17 441
a3, VAl B AR TRR AL, ™ Y I
A R /D I R AR 5 (AN I R = AR
ARIVIES) B BE IR LR A0 =5%55 , M40 = AR (R0 T
AL, 16 ) 8 4232 B HMA IR 97 [ Hb 7Y i V5
(decitabine, DAC) 12 5] , Bef FL a4 4 451 1, 13 5] &
$:3Z2 DACHR G /INAI R ALST (D-CAG)IRYT , PR 8 %
WIZE IR FRE 22 R ¥ RSB L (F D), &K
WF9E 22 R B e BRZ DL I, A R I TR
12 7%

121 BHRFE

FAHTHMA 7 285 16, DAC 20 mg/(m?-d) , 5

1~5 K5 BIHFLIEA 75 mg/(m?-d) , 55 1~7 K. D-CAG

T RHEE 1361, DAC 15 mg/(m*-d) , 55 1~5 K ; f 2%
A 8 mg/(m’-d), 36 K [ It (cytarabine,
Ara-C)10 mg/(m’~d) , JZ FVES, B 12 h 1R H3~9°K;
G-CSF 300 wg/d, B NS, FA T4 (white blood
cell, WBC)>20x10°4™/LEHE ",

56 R A IE ML Y B85 T P allo-HSCT. HLH]
HMA SBH 5B RE 2R D-CAG J5 RARELRTT
D-CAG J5 SR 7 -BF A B HEER FHIA DIk L 2
10~12 mg/(m*+d), %5 1~3 K+Ara-C 100 mg/(m*+d) , 5
1~7 K | HA[ 5 ZRAZBER 2 mg/(m*-d) , 55 1~7 K+
Ara-C 100 mg/(m*+d) , 55 1~7 K 5 EIRIT -

1.2.2 77 ®r4E

J7 BOPPAN AR 4% 2015MDS/MPN A v T 2EA
MDS/MPN #75 #E 43 A 5E 4= 2% it (complete response,
CR) 4003545 24 25 it R4 2% fi (partial remission,
PR) . B #8 5¢ 4 %% f# (optimal marrow response,
OMR) . ‘B %8 &8 o & fi (partial marrow response,
PMR) . llfi P& 4K 25 (clinical benefit, CB) . % Ji§ ik Ji&
(progression disease,PD) . AHF5EH , AL & T ik
P 14 1) 95 90 R 285 R R i B2 JE (stable disease,
SD) . & W2 % K (objective response rate, ORR) &
S(H CR.PR.OMR.PMR 5 CB Z il HiF [l itk
BORMR R, AW FEARIEA 5 MPN AHSCAR B AR
AR BN R GG DL

#1 29%]MDS/MPN =& 1l R4FAE

Il PRAFAE i HMA 41 (n=16) D-CAG 41 (n=13) PlH
LS, M(Min~Max) | 68.5(51~84) 65(22~73) 0.065
PN (%) ] 0.410
7 11(68.8) 11(84.6)
e 5(31.2) 2(15.4)
FIZRME [ x10° /L, M(Min~Max) ] 18(3.1~101.6) 14(2.7~151.2) 0.456
415 M [ g/L, M(Min~Max) ] 80.5(40.0~130.0) 84.0(49.0~124.0) 0.629
M/ x10° /1L, M(Min~Max) ] 81(5~470) 42(5~273) 0.292
FLER N SR [ U/L, M(Min~Max) | 272.5(135.0~654.0) 310.0(150.0~1 261.0) 0.335
B HEI LG AN % ,M(Min~Max) | 7.0(0~19.6) 4.8(1.6~17.6) 0.645
SME MR IR AN % , M (Min~Max) ] 0.5(1.0~18.0) 1.0(0~19.0) 0.461
AR (%) ] 4(25.0) 4(30.8) 0.691
Yot R AT H (n(%) ] 6(37.5) 8(61.5) 0.272
LWiln(%)] 0.596
CMML 13(81.2) 11(84.6)
aCML 5 MDS/MPN-U 3(18.8) 2(15.4)
CPSSTF43r[n(%) ] 0.454
HifE-1 6(37.5) 3(23.1)
-2/ 5 10(62.5) 10(76.9)
VEIT R A, M(Min~Max ) | 2(1~10) 2(1~7) 0.694
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<1580+ Mos kB OB Ok o o iR 20224E 11 H
123 [ais e FLIER L A B IR YT J7 % (B HMA vs. D-CAG J7

3E o HL R BRI R G Ay O TR 29 191 i
BT, BT E 20224F 1 H 1 H . AT
(overall survival , 0S) i INHfIZ Ui B AR K FE V5 ol A6
ToRIR ] o TG H I A A7 (leukemia-free survival ,
LFS) 0 WHfIZ TF 4 25 A0 2ok F s SE T E0R
BT R[]

1.3 sitFsk

K SPSS 26.0 #4788 11 53 Hr - Kaplan-
Meier 3381 OS J2 LFS, 21 [8] e #2k H Log-rank £
B o A8 i BORR TR RIS Jor 251 7 20 [R) b A, e P %
BER ] Fisher BRI HEATAH A LI, AR %
PRI 2R 43 B SR T Cox E A5 XS (8] A ASE AL 437, AL IR R
ST P< 0.1 AR A A Z R 0. XU P <
0.05 A2 A G Lo

2 &% B

2.1 FRGEN

rp 57 B B E] 12.7 (2~105.6) 4 A, 237 HMA
B EH 5 D-CAG 41 4 ORR(50.0% vs. 61.5% , P=
0.711) .CR % (12.4% vs. 15.4% , P=1.000) . OMR %
(37.5% vs. 38.5% , P=1.000) . CB % (0% vs. 7% , P=
1.000) . SD % (25.0% vs. 15.4% , P=0.663) . PD #*
(25.0% vs. 18.8% , P=1.000) 22 # ¥ LG it2F 5 X,
WG 4 4] aCML (B H] HMA 3 5], D-CAG %
L)) AN 1 B8 HMA JR97 1Y 88 5 3845 OMR, ME—
) MDS/MPN-U & & 7 D-CAG 77 £ )5 k1% CR,
JFTEJG 2247 allo-HSCT . W2 Y AR A% AL 2 8
146 (B H HMA 774 6 1, D-CAG T4 8 4] , 4
IRYT 2 91 5 HMA B35 2 3 5l D-CAG 7 - F 3R
15441 M 35 A% 24 2B % (33.3% vs. 37.5%, P=1.000) , .
FH HMA 2} D-CAG 4 53 il A 1 ) Je 2 1) i 35 47
allo-HSCT,
22 ABSM

A 2022481 A 1 H 20 6l F FhsE T 21 441,
A7 200, A4ET5 6 ], D-CAG 43 A7 0S & 2A ]
HMA 20 g K (26.3 4~ H vs. 13.54~H ,P=0.009 5).,
HY5HHHMA 4B F L, D-CACH B E A K
B LFS (24.2 0 H vs. 8.7 H ,P=0.045 5,18 1) .
3IFRSAE B E A 1B (D-CAG4H) , HAx 2 491 28
R R R 2k IR AET S, 3 B ARS A R
9 0S 43511 9 17.5.23.7.45.0 ™ H (f£ 1% I #4122
fift) o W A PER A (=13 X 10°4M/L s.
<13x10°/L) \MZLE 1 (=70 ¢/Lovs. <70 ¢/L) (/)

) YO R S H (C vs. T0) AMNE LR AR 41
(F vs. Jo) BRI AG A0 (=10% vs. < 10%) JELRH
KR vs.75) CPSS G [543 12 (1 f&-1 vs. H1E-2 vs.
&) JORR (& vs. 75 ) 6 I A9 A B 2508
P<0.1 I EDNA Cox [01I7Z K Al 4%

FIEIRIT I I g OS ST BRI &
FWID-CAG 7 54 W Tl B AT B (R 2),

A 100 4 —— P HAM 4 (n=16)
=~ D-CAG#H (n=13)
80 -
S 60+ P=0.009 5
1)
S 40+
20
O T T T T T 1
0 20 40 60 80 100 120
AR (A
! 100 4 == FH HAM 4l (n=16)
== D-CAG#(n=13)
80 -
® 60 - P=0.045 5
19p]
=
— 40_
20 -
0

0 2IO 4IO 6IO 8I0 IE)O 1I20
AAEI TR ()
E1 2FAHAMAED-CAGAEEZ4F(A)MELTAM
RETE(B)EbE

23 RRRE

TR R R E B L A At ek e
o W HMA 28 30 3~4 G s gl 2 ), &
P ], e 141, D-CAG 4H 13 il s ¥k
34 G E BEAD G, 7 40 2 A B A, 2 4] i S U
e, 1 BIRAIE R G (6 3) o X B K Zad iS4
P J e S B I X SRRV T R B R
HMA 21 v 2 5] 55 35 DR g 2 Jo v i+ il A6 7
R BITC R IARE T G OMIRIT IR IS 30 d NI
FET)

304 i

KAEWFFEEUESE HMA %FF MDS/MPN 47 —
SE B I RIT R, H ORR 2} 409%~50% , CR A i it
20%" " . SREAERFSEEAL, A ST B HMA i
# ORR }150% ,CRF 4 12.4%, I Pleyer %" &
T T HA HMA IR R LS7iRYY CMML
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*2 296IMDS/MPN 2 EEGFHMEENERERSEESN
2 PR T ZHZ 0T

0 HR 95%CI P HR 95%CI P
A (s, %) 0.559 0.181~1.724 0312 — — —
AEIE (%) 1.007 0.974~1.041 0.672 — — —
F A (< 13X10° /L vs. =13x10°4M/L) 0.750 0.262~2.144 0.592 — — —
LTI <70 /L vs. =70 g/L) 3.332 1.162~9.558 0.025 2.478 0.813~7.548 0.110
/M (x10°4M/1) 0.999 0.994~1.003 0.576 — — —
LR I SR (U/L) 1.001 0.999~1.002 0.333 — — —
BREFEARANE( < 10% vs. =10%) 1.183 0.444~3.150 0.736 — — —
A1 JE IR AR 20 (A vs. TE) 0.828 0.328~2.093 0.691 — — —
G R (A ws. TE) 1.093 0.387~3.090 0.867 — — —
PO AR TN 5 ( vs. TC) 2.168 0.843~5.575 0.108 — — —
CPSS Hill)5i 43)2 (vs. HifE 1)

g2 0.793 0.201~3.127 0.741 — — —

[ 0.359 0.093~1.382 0.136 — — —
I (BA HMA vs. D-CAG) 0.259 0.089~0.756 0.013 0.314 0.101~0.979 0.046
ORR (J&vs.75) 2.054 0.818~5.153 0.125 — — —

®3 WARRRRLLER 35 1)) MDS/MPN .44 , H: ORR } 57% , 64%(9/14) )

AR HHMAYL D-CAGHL  PfH FBEAE 24 JE s 0] fh Ke b R AR 50% LA L, 5

3~4 R A REIN ] 2 13 <000 ORR ML, ORR & £ I K JAK2 275 K I
iﬁ“( AREBGAL) 2 ! 0081 mh, i A 5 JE %F CSF3R T6181 225 A 2,
“;ﬂ;{g . , 05y TRJAK2 V6LTF J CSF3R T6181 €27k MDS/MPN 2
I . U o EORIERULHEEZEE G R R

B [ B S0 HT , IZ RS 2R A 949 5] CMML H 3, 4%
R HAM 2H 535 167 0S B i K TR SR 2 K i
A7 4H (207 4 A vs.15.6 D H vs. 140N H L, P <
0.05) . [w]H A& BB G 5 4 CMML(MPN-CMML) |
B BEF IR 40 1 =10% . WHO V. %! & CMML-1 5 5 &
DA K KU: CPSS 1y 8 2 fi ] HMA J7 8 B 4 A
B, 6T B e A SH CMML(MDS-CMML) B8 5
TR < 10% . WHO . &I k7 CMML-0 DL K AR RS
CPSS () CMML 23 , 5 5 slam Ak ALy 7 A L, {8
HHMA JF A I Ak 25 . AE5E H CMML 51
“h CPSS & sl i fE JR A il BRI R R 2 2
M, A58 1A & B A1E= 13X 10°AN/L i B85 4G
A =10% I =5 KUS: CPSS 1) 8 35 A3 3 I 1Y A A7 3K
%, O] B -5 AR G0 A 6, IRl D-CAG 7
FATRENGE 1 b fe B A

Bifi 5 952995 o0 - AL 98 B9 TR A S MDS/MPN £&
HARYTT T SRR BG T, A L (4 I PR 00 28 o &, o
2T IR AER R Z . AR e S —F JAK/2
PO, Assi 55708 2 AT R TR I BT FL A 7 H T

FLT3-ITD 32 A3 1577  IDH1/2 52 A 77 45t ] i
FHTA A HE R 9825 () MDS/MPN #1425 78
$I (Venetoclax, VEN) J2 3% £ 4 69 . 11 I nl W i 7
BCL-2 /N5, Montalban-bravo 25 [a] Jifi {4 1
£ T8 VEN J7 23697 27 4] CMML 8 5 i 7 3%, He
ORR H 67% , CR %H 4% , HH 1A 1) CMML 8 #51
FRL. HATET VENBCABIFLIEHETT CMML ST
IIfq R 1 56 TF A6 7517 (NCT04160052, NCT03404193) .
AW IT B E YA AR RLZ5 8, PR se 25 ) 1
RAEAHHEF T MDS/MPN 4,

S AL AT ASHESRE B AT MDS/MPN (3%, H
FET % HA BORAR, RO FRAE A H T4
3 allo-HSCT {697 ' . Hunter 25" 5t £ WH 5
CMML-0/CMML-1 /&3 AH It , CMML-2 BA5 [7] AML
BEAV T IXURS: , ELA%E Ak Ry AML F4 IS ) 548, PRI e o T
B AT AML 7 23697 . T MDS/MPN 4%
ZREEN LRI 70 %, REBEF B
Tk 52 AMLAESRALALST , T D-CAG J7 82— ik
ST S A BEAIF Y CAIESEIZ T AT
AML B 2 230", AR5 &I D-CAG 4
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SR DI R 7S B HMA 41 (1 22 % 482
X, EIR CRFB/NT 20% AHAEAF T Z I D-CAG 4
BEM P OSHE K FHHHMA 4B, H
D-CAG 4 BB E A B K W7 LFS, #El D-CAG 7%
Al g I G R B LFS R4 s A A7 305 . R
2 Wt & BRIA YT 7 2825 R 35 OS (1) 7 i
JE R, IR A E iR A BTt e R
1 0S, BRI, CPSS il 1143 2 G AR 5 0S
RERSKE R 70 4 AR TR B AU 2o T AR AF 5 8
T RHE BRI R R L S fEBE N 0S E5H
GiteE S, W RE S AR SRR A B /N D-CAG T %
A REHGE R LB UG A 0%, SREAAFIE >
ANTG] AR5 19 A 2 B s i P A L IR O Sl
FIRWI R OSSN E , nTRE- S A58 1]
A, B SHH HMA Jr £ A0, D-CAG
T7 R oy T3 3~ 4 P B, (7 i TR 52
FRBIT , IR 23 B 1 XU

AT GEATIA [ LA 5% 1 [ SR BR A , B A i
DB R e (R A, LTI ik PR 2 A B0 4
{EABFFEHIAAESE T D-CAG J5 1% T MDS/MPN
BE IR TN, I T BE R A AR R RS K
[ SEVIgE = =
[&%Hk]
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