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[ Abstract] Background Adults with relapsed/refractory acute myeloid leukemia ( AML) have poor prognosis,
very low long—term survival rate and cure rate, and limited chemotherapy regimens. Objective To investigate the safety and
efficacy of venetoclax ( VEN ) with HAAG ( homoharringtonine (HHT) , Cytarabine ( Ara-C ), aclacinomycin (Acla) ,
granulocyte stimulating factor (G-CSF) ] in relapsed/refractory AML. Methods The clinical data of 10 adult patients with
relapsed/refractory AML treated in the First Affiliated Hospital of Bengbu Medical College were analyzed retrospectively,
including: clinical characteristics (sex, age, diagnosis, chromosome, gene mutation, prognosis) , peripheral blood and
bone marrow cytology, and the effect of Ven+Aza+HAAG regimen. Results Among the 10 patients, there were 7 men and 3
women, with an average age of (47.9 +11.3) years; 4 cases of M, and 6 cases of My by FAB classification; 3 cases of good
prognosis, 2 cases of fair and 5 cases of poor. The median levels of WBC count, hemoglobin content, and platelet count,
as well as median percentage of bone marrow blast cells before chemotherapy of the patients were 4.10 x 10°/L, 87.5 g/L,
66.00 x IOQ/L, and 63.5%, respectively, and after chemotherapy, the values of these four indicators were 3.28 x 10°/L, 107.0
/L., 78.00 x 10°/L, and 5.5%, respectively. Before VEN+Aza+HAAG regimen combined chemotherapy, the median number
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of chemotherapy used by the patients was 5. And after the combined therapy, there were 1 case of complete remission ( CR )

and 4 cases of CR with incomplete count recovery (CRi) , 3 cases of partial remission (PR) , and 2 cases of non—remission

(NR) . The objective response rate of 10 patients was 80%, and median survival time was [6.5 (3.0, 85) ) months. The

toxic and side effects were mainly bone marrow suppression and infection. No patients died of treatment-related complications and

other toxic and side effects. Conclusion Compared with traditional chemotherapy regimen, the use of Ven + Aza + HAAG with

chemotherapy could significantly improve the objective response rate and remission degree, and prolong the survival in patients

with relapsed/refractory AML, which is worthy of further study and has a prospect of clinical application.
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ZVESE R M IR (acute myeloid leukemia, AML)
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1.3 HEBRFRUE  WIVCIZH HUALI T 3RAS CR &5 WK
128 AML BT VEN BRGARST#; SIFM™dE0 . i, B
EREREAEE .

1.4 BT HZ  VEN+Aza+HAAG K%, HAKK VEN
1 RFIEH 100 mg, 55 2 KFlEN 200 mg, 55 3 KilE
400 mg HFAERFESS 14 Ko 1 AW RIS Aza
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FHREA:

AR IR O hRETRG 2, ERER
&, WP F5EHRBEF AR, BARIT SR
WHES, BEHBASTFMAH . AR, Haf
FEEA, FERIAT T REBIIK, LAENEALE,
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FEETT RIFAERT R, RIFRLE ) EERE
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Table 1 General clinical characteristics of 10 adult cases of relapsed/

refractory acute myeloid leukemia
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22 AWITRTESNE M LB REA AR A 10 B L /M
VAYE AML B % VEN+Aza+HAAG 77 877 R A7 WBC
7 4.10x 10°/L (1.29 x 10°/L, 16.76 x 10°/L) , 1 {; Hb
Jy 87.5 (62.5, 98.5) /L., ' fii PLT H 66.00 x 10°/L
(30.75 x 10°/L, 13225x 10°/L) , ™{; & 864 F 1M
S5 20 M R A 4 R 63.50% (43.75%, 70.00% ) .
28 53 br ME VEN+Aza+HAAG 77 R0 J7, & B & L
WML, B BE O SRS A S P AL WBC S 3.28 x 107/L
(2.60 x 10°/L, 4.45x 10°/L) , *{ii Hb ¥ 107.00 (99.00,
111.75) ¢/L, 1 fii PLT % 78.0 x 10°/L ( 66.5 x 10°/L,
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Table 2 Cytological examination of peripheral white blood cell count,
hemoglobin content, and platelet count, and bone marrow of 10
patients with refractory /relapsed acute myeloid leukemia hefore and after

chemotherapy

s WBC (x10'L) Hb (g/1.) PLT ( x 10°L) Blasts (% )
B gt forR R WRE vl TR T YR
3980 460 670 1300 52800 11800 7000 200

1

2 106 3.28 83.0 110.0 5400  84.00 67.00 1.00
3500 2.98 92.0 102.0 28.00  79.00 73.00 4.00
42055 12.56 61.0 42.0 39.00  17.00 81.00  44.00
5 320 4.00 113.0 1220 2800  74.00 70.00 1.00
6 139 242 57.0 86.0 2000 12.00 60.00  16.00
7 539 321 1200 1110 21100 194.00 40.00 7.00
8 126 0.97 1000 104.0 150.00  77.00 41.00  33.00
9 104 247 53.0 98.0 78.00  150.00 21.00 0
10 5477 4.64 94.0 112.0 79.00  64.00 52.00 7.00

. WBC= [ 40 it %k, Hb= 1l 20 & (1, PLT= I/ B it %%,
Blasts= ‘B B& R G AN HF 43 L
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PR, 2 I’ NR, ORR & 80%, 1/ 0S } 6.5 (3.0, 8.5)
ANH L 10 BB K 1 MG AML B3 140)7 5 8 R AAF
TEBLTEILE 3,
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A3 BRI, 6 W& A 4 BRI, Pk
Ay b 6 1] . WBC U /b 8 1] X 1ML 4 5] . PLT i/l 8 4]
10 B Y A TR TR AR B ke, Horpoa 9l 4 7636
57 SR U] BT At =, S 7 4 R R TR AP
B, BRI, FIG A | RS RBREEAIATT R
Yupsihlia nl, HAA BRI 1~2 FURYL, UYL
TRYT R W s ) 2 ERTT AR I B Y S, 4
TS DR EARERIAZE | WG A SE A B S 0P ss, B
BEBSR GG EGIT b, FF AL 1~2 9 E BiE ek
Lo, /TS ), S RPENERY Y | AR
SERIT IR 5 1 3 R ) 4 TEIRYT A IR I
DI 4, Gl JFERIA e H KSR T 5 I E R o
10 B % 1 MEVGTE AML & Ay 399 18] 9 25 R FH 3 D0
F 4,
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Table 3 Chemotherapy regimens and survival of 10 patients with relapsed/

refractory acute myeloid leukemia

CR/PR N
. ) N ) 0S
st oL sl e 2K
X W (R
WA
1 TAx2, HD-Ara-C x4, DA/VEN+Aza+HAAG x4 CR/CR 10/7 4/0 10
2 TA x4, Decitabine +CAG/VEN+Aza+HAAG x3  CR/CR 515 2/0 6

HD-Ara-C x 2, TA. Decitabine+HAG x 2.,
Chidamide +CLAG /VEN+Aza+HAAG x 2

4 IA. Decitabine +HAG x 2/VEN+Aza+HAAG ~ CRANR 2/~ 2/- 1
[Ax3, MD-Ara-C, FLAG x2,

[5%)

CRICR 123 30 3

5 HA. Decitabine+Chidamide+CLAG/ CR/CR  11/7 200 9
VEN+Aza+HAAG x 4
6 HD_Am_C{wéé& 22€1+]I?Ie::éhin; +CAG x 2/ PRIPR 3 31 3

9 Decitahine +HAG, TA/ VEN+Aza+HAAGxS5 ~ PRICR 110 10 13
10 IA. Decitabine +HAAG/VEN+Aza+HAAGx4  NR/CR 24 21 7
W TA= K& L 4 % % (IDA) + 55 57 & Bl i 77 (AD-
Ara-C) , DA= £ 21 % Z (DNR) + F HF J 4F (Ara-C) ,
VEN+Aza+HAAG=Venetoclax ( VEN) + FIFLIIH (Aza) + 55 =R
(HHT ) +Ara—C+ BT 5785 2% ( Acla ) + i 4 gy 54 4+ ( G-CSF ),
Decitabine+HAG= #i P§ fth £ +HHT+Ara—C+G—-CSF, Chidamide+CLAG=
V4 35 2K 1% + 58 $7 JE 7 + Ara—C + G-CSF, MD-Ara-C= 5 4 fi
B ML 7, FLAG= 9 i $ % (Fludarabin) 4 Ara-C + G-CSF,
HA=HHT+Ara-C, Decitabine+CAG= i P4 fill /i€ +Ara—C+Acla+G-CSF,
Decitabine+HAAG= #i P51} +HHT+Ara—C+Acla+G-CSF, CR= 5E42%%
fi#, PR= 0 GR%, OS= ML — UKL,

F 4 1001 %/ MEAYE AML BE ey 98] 50 22 B e
Table 4 Toxic and side effects during chemotherapy in 10 patients with

relapsed/refractory acute myeloid leukemia

N T TR VA T

(g () (%) (%) (%) (H) ()
: ’ ! ! 0 1 1 0
: ) ! ! 2 1 1 0
’ N ! 2 1 2 0 1
4 3 1 4 5 s 5 |
’ ! 2 2 2 2 1 0
° ! : 2 2 1 0 0
! ! : 2 ! 1 1 0
) ! 2 2 4 2 1 0
9 3 0 | 0 1 1 .
0 4 1 I ) | . .

2.5 yT)EE R TR 10 B K/ HEIR TE AML
B TEALIT S5 2 B 3~4 U BB, WBC {7k
B IE] 2 21.00 (19.25, 22.00) d, HdEkz 40 i A7 K 42
i [8] & 26.00 (21.25, 30.25) d, Hb " {3 Pk & s} [a] J&
21.00 (17.00, 33.25) d, PLT 43 &% & B [6] 4& 25.00

(GJP Chinese General Practice
March 2022, Vol.25 No.8

(20.50, 35.75) d; Hrfr, Jafs 3 Fgfl 4 FEALST4S
J& 24~ H N Hb A5 <110 ¢/L, i1 2 Fk ) 3 PLT 7£1k
JPAE RS 2 A H AR T 100 x 10°/L. 697 MR, 244
H PLT<20 x 10°/L B 45 TAHLR ML/« T 3 i 25 X6F i
ZRHAIT; Hb<70 o/L B e VR LA 2] IE 33 0. 10
B K 1 METRTE AML S8 35 B9 40T 5 I AR 52 (] 3
W5,

x5 1061 K / MEAYE AML BE LTS IH BLREZ R R (d)

Table 5 Peripheral blood recovery time after chemotherapy in 10 patients

with relapsed/refractory acute myeloid leukemia

G5 WBC N Hb PLT
1 21.00 21.00 36.00 35.00
2 16.00 22.00 14.00 20.00
3 20.00 31.00 20.00 22.00
4 28.00 - - -

5 24.00 28.00 25.00 28.00
6 19.00 19.00 22.00 19.00
7 22.00 34.00 - 36.00
8 21.00 25.00 17.00 -

9 18.00 15.00 17.00 22.00
10 22.00 27.00 15.00 17.00

TE: N= i, - Rkt

3 iTig

BN AML RN H: B S b g £ 3 1 T f A 22,
820 I MEATE AML B B BUS RN RM, H A A
WA 4~6 DA, HEWAEFERGER <109% 57,
H A = ) 2 6 AR 5 SUR 24 550 K Ak 7 25 )
BT & H LB A 3R FLAG (3R 3k i
W, Ara—c, G=CSF) 5 &, CLAG & £ ( % hi &
I, Ara—c, G-CSF) %, JL 1 FLAG J7 % ORR K
50%~60%, CLAG 75 % CR } 57.9%, ORR Jy 77.2%;
(ORI R R, A S ™ E 1 - e
Hil, ARG L, PSS T A R B
N ALY R, HE R T BRI AML & 1
ML= A RE R, BEGAINRD, 1
Ab, KT ANIE G R AL BRI T 1 R R L R HMA,
U Aza, VG EY LDAC ZERsmib &, SR, fE—
Tk [ 12 S HUL Y 655 453 1A SRS R
ZEALIF % CR FAU N 11%, ORR N 16.3%, 1 Il
XS RN R IRYT . VEN & — Rl i 6
PR H ik BCL-2 A= 94ifilsa, &0 AML 40, JUHE
F L T4, Hi BCL-2 4= 7F, VEN By fl il
PN RPE R TR S8 AML 4 s i T, IR HRER
LRI I T AN, R 2R I R e B
HAWMES . VEN 1/ MIGI7 2 & / MEiA P AML i 2
I —25%), B4 8nH—EilmREYE, SR
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SO, FEPRI S AN R 3 B 2B R M AN T, ASRATY
TR Z I R R T30

Bz, 2R 1HMEEME AML FEYT 2 — TR I
FIR EAE 55, ARWFFE R B VEN+Aza+HAAG J5 & 1F
52 IMEIRYE AML G YT J5 T Wos 3 2 e,
FIGERIGIF AL T — & 5% . Ah, %3] 75 K
I 40 MRS A =267 5 & /MR M AML Y ME— 7k,
VEN+Aza+HAAG 1L37 75 2 0] LUE—35 504 Sy i i
WAL M T AR LS, I A R AR T
K0S, HAERIERAMHRAM. 0 ERK S e 1E R
MR WS S N, Y KA BT,
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