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A2 i FH L (3043 RIR AML S5 35 R 15 58 2 2 (CR) AR
A, NG LIS N T AR AR AL nT e . A4 s
(VEN) & — Rt/ Ny 1 BCL-2 35 , EAE I RRTAIFSE
rh R AT S AR BCL-2 AR A7 I N JH - VENBE
AR H R 25 (HMA) B i BB i AR 75 %7 1 L)
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FHAFER D BAEAFI A S R AR A
36 41 1 I VEN BX A BT LI (AZA) J5 23597 19 RIR AML
SR HEAT I BT, BTG RS 7 RN 22 42
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1. — B ERE . [l 43 #2018 4 10 H 26 H & 2021 4F
3 H 8 H IR b 25— B e S A M 5L 25 LR 5 B i
1 36 14 R/R AML S8 3 1 I PR BER}, 12 TR 41 2016 it WHO
T I AR L ZH 2 R ) RS AR o AT R A B
IS E | A RS ANRLEAG 27 4T A S A
A2, 36 B RIR AML B & xR 1961, fIT 5 2 &
110, Bt 2 % 64911, 5 1849, 4 18451, v 4E% 41(18 ~
T4) % IR E BRI AN LB Tk 38.0% (4.5% ~
88.5% ). FLT3-1TD % [Fl 52 47 11 {5 , DNMT3A % [A 58 15
817, IDH1/2 i [H 5¢ 7% 5 f] , PTPN1L £ K 5848 6 7] (£ 1)
2 [ 2017 SRR M55 % 25 (ELN) AML fE 63 B2 43 AR R
TR BL2H 4 0], BUR h 4520 13401, 1 AS R4 19491

2. JAJ7 771 : VEN 100 mg % 1K, 200 mg %5 2 K, 400 mg
553~ 28 K, IR, AR -1 410 ) 155 450 R 245 00 A EL AR AR
W, AZAT5 mgim?, 551~ 7 K, Hirp 10 5] K 25 01 B it
RIFELE RS AN B = ORIk ) , VEN S K5 R AIC A 100 ~
200 mgy/d , 3 43 55 5 PRURE I [T s SR AR 7 SR mee 78 B 1 ek
Yoo JE B 2GR A 22 451 £ 2 R BRI AR ST R
TR AR RS, R0 T i VEN 75 31 100 mg/d, 5 Ji R ik
( <0.2x10°%L) & I 5 B I e i 45 H IR VEN., (& )
VI432 34N BIRYY o B RETI A HGB < 60 g/L ok i 3
T 308 2% IMTLE R s 4 R A VP LD, PLT < 20x 10°/L s AT W i,
A LA e P LN, TR 2558 14 K AR, B
2 EIR AN < 5% , I G-CSF, 1 28 Hh e 40 it 26 %15
(ANC) >0.5x10°/L, HJBEES ifi/IMidiid , VEN Jie %5 200 mg/d
5% 400 mg/d, 5= FHAR 37 FEms

3T RO BN« 58 4 2% fft (CR) « ‘BN i I i A At <
5% , JE IR 40BN A S Auer ZMAS, JEAE SN L 5 21 Il
ANC > 1.0x10°L, H. PLT > 100x10%L, CR Il A58 4
1 5Z (CRI) : 4 & 1L ANC < 1.0x10°/L B, PLT < 100x10°/L , H:
i 2 CRBbRHE . TEASF 0 A LIRS (MLFS) « FH 155
TR AFTAAE T 2, A DAL P ot 4 6, 5 D e AT L L f81) <
5% , HAPEABEINA MR . %M (PR) ALY IG5 iR
LR AN ek > % 50% , B R BE S 5% ~ 25% , A1 E IfL 40
ML HEGE R ORR & X0 (B 7E 1R Y7 J5 ik 8| CR.CRi.
PR.MLFS B ELBI"® o RZEf# (NR) : i FIRIT IG5 A 3K CR
BPR, SAEAF(OS) TR FF 46 N H VEN 2 8 FET 5 R

WG RS B) (S35 Ta) ) o TG A7 (DFS ) i) Sy BAFR CR
o E BEE K alife CRINE & A SET-my ], FrA A R
Fi BENCR WA B F A ARTERRE 4.0 A TS0

1 36HIMER R KM 2R AR I S I PRARE
FFAE Hfy
2, MGERD ] 41(18~74)
FHETHTBBEIE R AR % , MGIEHD ] 38.0(4.5~88.5)

LW HI(%) ]
MR 19(52.8)
V2 17(47.2)
PRI (%) ]
% 18(50.0)
oL 18(50.0)
UG 532 (%) ]
Kb e 17(47.2)
e 19(52.8)
FEH AL [ (%) ]
FLT3-ITD 11(30.6)
DNMT3A 8(22.2)
K/NRAS 7(19.4)
PTPN11 6(16.7)
NPM1 5(13.9)
IDH1/2 5(13.9)
TP53 5(13.9)
HrZR e hnasT R A, MOERD | 1(1~3)
GRS [H1(%) ]
CR 13(36.1)
CRi 2(5.6)
MLFS 1(2.8)
PR 2(5.6)
NR 18(50.0)
sz koAt [ (%) ]
CR G R AE 12
PR PR 8
JBE B kLR [d, MGERD | 24(10 ~55)
K PLT > 50x10%/L if i) [d, M(FE) ] 15(4~60)

1 CR: SE 42 L7 ; CRi: CRAFIML IR 24 A 58 WK &2 ;s MLFS  JE 4%
ZETC MRS s PR B4 22 s NR « K 2 i

4. BEVS - LA R O {E T X BE VT, BE U5 R B
20214E3 A 8H.

5. Gi it b B . SR ] SPSS 26.0 KA AT ST AT o
TR E A3 L (%) Fm SRR Tk 56 5 2B A7 Mok
Kaplan-Meier 7% , 22 51 46 45 2R 1T Log-rank 2 o 50 7K 4
a=0.05,P <0.05 HEF A G2 L.



B MR 2 2021 4F 10 H 55 42 555 100 Chin J Hematol, October 2021, Vol. 42, No. 10 +863-

s R

1 JF R AL B 9.0(0.6 ~ 24.2) 1 H , 36 i RIR
AML B #1252 VEN+AZA KGRI 1 A B BCh (1 ~
A, Hor 184 (50 % ) R WAL B & WL I, £ 45 13 4] CR,
23] CRi, 1] MLFS, 2 ] PR, 11 3 774E FLT3-1TD L[4
%A%, CRICRi %4y 45.5% (453K CR, 1 #4113k CRi) . 5|
TETE IDHL/2 FE R 58748, Horp 4 1] f8 335 CR,CR %4 80% .
PTPN11 FE K %8 4E 6 f4i] , 1 ik CR,CR R 16.7% . 1AM
TR RIF4A U & 50U A R4 CR FK 457
TGt X (435 R 75.0% .30.8% .36.1%, P >0.05)
(F1).
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OSHJ[E] 2y 11.5 4~ H o 20 il 55 35 £z 32 5 ik R 3 it 1 41 i B
i, B0 I A AR B 7 56 (MUK BUCY) . 8 il E CRARZS
TATHR A E AL (1) B TR MG 56 30 RITAh H- BSR4
73R4S CR X 7 61 3 vh A B PR B % (4 B K 1A 2%
R IS 18] 433310 Ky 21,26 .60, 180 d, Ji4x 3401 B 1 IE H 2%
il 4390 6.4.9.9 154 H ) . CRIGHFZRHI S 9E CR
IR TFAT AR E 61> OS R34 4 85.7% .62.5% (P =
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JE MR RS R 2 A A 3 b 67 OS if 1], 3F CRAR S W 12 RS M4
s OSHFRIA 11,54 A .

2. R R - 5 2021 45 3 H 8 H , 36 i & & 22 ]
(61.1% ) f£i% , 124 (33.3% )FET, 24 (5.6 % ) K 1ji . FET-JR
gk 6 B, 5 % 6 . AT B E 94 =3 Fl ik 2
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15 R VEN, i BB 35 K DR s i 25 5 AE(TLS) o 1l
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