-812- eI IR 2F 2 2019 4F 10 A 4540555 10 Chin J Hematol, October 2019, Vol. 40, No. 10

i -

HPI A AT S A AR 7
I o f 2 R 22 L O 7 RO

IA4 RwE wik TER XNFkm IE EHRE FTRE RR#
LaE HPE L

R KFARER LR KXFhRBFL, B R R ZAEKRREREFHL TS
100044

FARIALLFTRFEARER 102206

WBAZAE A L%, Email : jiangha0090@sina.com

(HZE] B8 FHIHERTES %I_INKQEE%J&{HNEWTQ_ PERE 2 (M35 (AML) F97
. Ak UBPES T 201447 1 H 22019 4F 6 H LR K2 A RIEBEIZIA 10 23 il 2 A0F7 1k i 24 58 42
% (CR) , HILERYT 347 R , LRI T B A %INKQHEIH@[EI%H{“BMEEEP#AMLEE-%
Sof AL A 122 e Xt 114 46 1) AML F 3, e TRV 22 R (M ) AR 2 W7 HUS el 42 S CR
NK 20 e i IR A7 7 B . HE B P4/ NG B (MIRD) #6 B 52 & % JE 11 I 2B 77
(LFS) I A 77 (0S) . R 1RY7 4 23 BN /e AML &3 FILELI TS 4 ~ 747 B34 7 NK 40
Bl 45 YR, v sr NK 4 3 85 7.5(6.6 ~ 8.6) < 10°/L , NK 4 7 7715 £ 95.4% (93.9% ~96.9% ) , th
PEY 3G E 141.1(86.1 ~ 171.1) , Hed o {37 CD3"CD56 414 5.0 (1.4 ~ 6.4) < 10°/L, 5 [0 %5 240 At s 5 )
76.8% (30.8% ~ 82.9% ) ; CD3*'CD56 4MMI % 0.55(0.24 ~ 1.74) x10°/L, /7 [nl i 40 M S 501 8.8% (4.9% ~
20.9% ) . NK 4 M 1, 36 77 41 MRD A 8035 S 9 6] (39.1% ) , % IE 41 MRD FH A 25 19 6]
(41.3%) , IR 22 7050 2475 L (2 = 0.030, P = 0.862) . I4)7 4 e NK ARG 5 T 7 R0 EAl 5 ) 35
Xof BEZH X L, MRD BSR4 B L 9 4 25 57 e 8e i1 5 L [14.3% (2/14) % 22.2% (6/27) , 5 = 0.037,
P=0.847], GJT4 MRD i BHERS A BAPER 35 15 66.7% (6/9) , Wtk = FXF R 10.5% (2/19) ()¢ =
6.811,P=0.009) . JrfyA 2404 | 6l MRD [F9E B E &4 T IS E K, 0 IRAAT 2 51 MRD BRI &%
WARE K. MERRBED, PAIBETT 3510 ~ 594 H L3674 55T BB 4L MRD B 5 He 22 5706
Bt X [43.5% (10/23) %) 43.5% (20/46) , 7 = 1.045,P=0.307], TEIEAS2EME KITT, BARPI 25 5
TGt FE ARG T AU 5 R B LB AR T4 BE ([ 30.4% (7/23) %1 50.2% (24/46) , =
2.929,P=0.087], WGITLH B 3 4E LFS M (65.1£11.1)% , B B & T % B4 114 (50.0+7.4) % (P =
0.047) . IBIT4L KR HITIT 3 4F OS 435 (78.1£10.2) % . (65.848.0) % (P=0212) ., Zit L
YT S HE D NK g il AEAT Bh IR & AML B R B 2 A2, sl i 1 B %

(RER] HARAGANE;  Hs, 866, St TS

BSR4 E SRS & BRI (2017YFA0104500) ; [E 5% [ SRRl 3= L 4 QT I 55 B (ARl
F4: (81621001 ) ; B #IG R4 LR G 3642 (Z181100001718126)

DOI: 10.3760/cma.j.issn.0253-2727.2019.10.003

Observation on the efficacy of consolidation chemotherapy combined with allogeneic natural killer
cell infusion in the treatment of low and moderate risk acute myeloid leukemia
Wang Chunjian, Huang Xiaojun, Gong Lizhong, Jia Jinsong, Liu Xiaohong, Wang Yu, Yan Chenhua, Chang
Yingjun, Zhao Xiaosu, Shi Hongxia, Lai Yueyun, Jiang Hao
Beijing University People’ s Hospital, Peking University Institute of Hematology, National Clinical
Research Center for Hematologic Disease, Beijing 100044, China
Wang Chunjian is working on the Peking University International Hospital, Beijing 102206, China
Corresponding author: Jiang Hao, Email: jiangha0090@sina.com

[Abstract] Objective To evaluate the efficacy of consolidation chemotherapy combined with
allogeneic natural killer (NK)cell infusion in the treatment of low or intermediate-risk (LIR ) acute myeloid
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leukemia (AML). Methods A cohort of 23 LIR AML patients at hematologic complete remission (CR)
received NK cell transfusion combined with consolidation chemotherapy after 3 consolidation courses from
January 2014 to June 2019 were reviewed. Control group cases were concurrent patients from Department
of Hematology, and their gender, age, diagnosis, risk stratification of prognosis, CR and the number of
courses of consolidate chemotherapy before NK cell transfusion were matched with LIR AML patients.
Results A total of 45 times of NK cells were injected into 23 LIR AML patients during 4 to 7 courses of
chemotherapy. The median NK cell infusion quantity was 7.5(6.6-8.6)x10°/L, and the median survival rate
of NK cells was 95.4% (93.9%-96.9% ). Among them, the median CD3"CD56" cell number was 5.0(1.4-
6.4) x 10°/L, accounting for 76.8% (30.8% —82.9% ); The number of CD3"CD56" cells was 0.55 (0.24—
1.74) x10°/L, accounting for 8.8% (4.9% —20.9% ). Before NK cell infusion, the number of patients with
positive MRD in the treatment and control groups were 9/23 (39.1% ) and 19/46 (41.3% ) (* = 0.030,
P =0.862) respectively. After NK infusion, There was no significant difference in terms of MRD that
went from negative to positive between the treatment and the control groups(14.3% vs 22.2%, y° = 0.037,
P=0.847). In the treatment group, 66.7% (6/9) of the MRD were converted from positive to negative,
which was significantly higher than that in the control group (10.5%,2/19) ()’ = 6.811, P =10.009).
Morphological recurrence occurred in 1 case of MRD negative in the treatment group and 2 cases of MRD
positive in the control group. By the end of follow-up, the median follow-up was 35 (10—59) months, the
number of patients with morphological recurrence in the treatment group was 30.4% (7/23), which was
significantly lower than that in the control group (50.2% , 24/46) (}*=2.929, P=0.087), although there
was no statistically significant difference between the two groups. There was no significant difference on
MRD-negative between the treatment and the control groups (43.5% vs 43.5%, y° = 1.045, P=0.307). The
3-year leukemia-free survival was better in the treatment group [ (65.1+11.1)% | than that in the control
group [ (50.0+7.4)% ](P=0.047). The 3-year overall survival in the treatment and control groups were
(781 £ 10.2)% and (65.8 = 8.0)% (P=0.212), respectively. Conclusion The consolidation of
chemotherapy combined with allogeneic NK cell infusion contributed to the further remission of patients
with LMR AML and the reduction of long-term recurrence.
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