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88% + 9% (P>0.05) . %5 JL# CBF-AML LA AMLI-ETO Jy 32, 44 (o 1A e 25 Sy 55 i UL PO R o 24 € 1 S5
WS, AMLI-ETO 5 CBFB-MYH11 LS A, [ FEYRILRISRE, 2020, 22 (7) : 739-743]

[RiR ] SMSER I, ZO8EE T IHIRRE; WE; L

Clinical features and prognosis of core binding factor acute myeloid leukemia in
children

LIU Chao, CHEN Xiao-Yan, YI Mei-Hui, WU Wen-Qi, RUAN Min, ZHU Xiao-Fan. State Key Laboratory of
Experimental Hematology, National Clinical Research Center for Blood Diseases, Institute of Hematology & Blood
Diseases Hospital, Chinese Academy of Medical Sciences & Peking Union Medical College, Tianjin 300020, China (Zhu
X-F, Email: xfzhu@ihcams.ac.cn)

Abstract: Objective To study the clinical features and prognosis of core binding factor acute myeloid leukemia
(CBF-AML) in children. Methods A retrospective analysis was performed from the chart review data of children who
were newly diagnosed with CBF-AML in the Institute of Hematology & Blood Diseases Hospital, Chinese Academy of
Medical Sciences, from August 2009 to November 2015. According to the type of fusion gene, the children were divided
into CBFB-MYH11 and AML1-ETO groups. Clinical features and prognosis were analyzed and compared between the
two groups. Results A total of 91 children with CBF-AML were enrolled in this study, among whom there were 74
(81%) in the AMLI1-ETO group and 17 (19%) in the CBFB-MYHI11 group. Additional chromosomal abnormalities were
observed in 38 children (42%), and deletion of sex chromosome was the most common abnormality and was observed
in 28 children (31%). After the first course of induction treatment, the complete remission rate was 97% (88/91), the
recurrence rate was 29% (26/91), the 5-year event-free survival (EFS) rate was 65%+6%, and the 5-year overall survival
(OS) rate was 75%=+5%. There were no significant differences between the AML1-ETO and CBFB-MYHI11 groups
in S5-year EFS rate (62%+7% vs 77%=+11%, P>0.05) or 5-year OS rate (72%+6% vs 88%+9%, P>0.05). Conclusions
AMLI1-ETO is the main type of fusion gene in children with CBF-AML, and deletion of sex chromosome is the most
common type of additional chromosomal abnormalities. Children with CBF-AML often have a good prognosis, and the
children with AML1-ETO have a similar prognosis to those with CBFB-MYH11.
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B 85 B AH OC 2R 6 2R IR (core
binding factor acute myeloid leukemia, CBF-AML ) /&
— 2l 1(8:21)(q22;q22) JE i RUNX1-RUNXIT1 ( 7R
B AMLI-ETO ) 5% inv(16)(p13q22)/t(16;16)(p13;q22)
JE K CBFB-MYHI1 filt45 £ A 1 H 1Lk . CBF-AML
29,5 L3 AML 1 30%, Il PRIUS MG B, 5 4F
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# CBF-AML RY4RIEAHXI D, EHXF 2 b & 5L A
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AU I . Ak I . AR Rl B RS A,
#JL4r N CBFB-MYH11 4151 AMLI-ETO 41,

1.2 BFFAE
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P A2 A (WBC) THEGERE S iR)T
i 5. MH2E s i LA SIS AT 5
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SRS BBE M | ZEOK AN IR N T A T
WM RGN, B 1K,

1.3 Frapiffhtng

Sy RCHI W BRIV 12 B ST bR ) 26
4 fr P R ( complete remission, CR ) XN
BIT IR EREIR R TP R A A L IR T 5% 10T
KW T8 SO Z 5 I0 7 R A G &
IREFBUNIET . KR E SCNERTS CR R H
B BEIE LA H) KT 5% 5% B M0 40 iR
HHES AL S S A TS o
1.4 BEH
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FHAFETE (event-free survival, EFS) 38 8 JLN2
W B0 — R (SR k. JETCBORIK R H
W) AYEHE], R SPSS 19.0 #R AR T AR A 2,
K H GraphPad Prism 5.0 842 K . AEIES T
ORI AR (JEH ) Ron, I SR
Mann-Whitney U K55, 150708k LUFIECR 1 43 %

(%) R, AR K, A 7Pk
H Kaplan-Meier 3%, A /74 HACRH log-rank 555 .
P<0.05 2R A G R L.

2 #R
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2009 4F 8 H Z 2015 4F 11 H 3 1 12 283 14
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4 # L P A2 4T 2 WBC 180 T AMLI-ETO 41
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2.2 ARIREFEYFE
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A BRI e e AR S, Hod 27 5] (37% ) A AMLIL-
ETO 41, 4 )8 LA 9 5 4y oA ml H A R ke 2k

(=99q-) , fFH 459 EOKR =1k (+4) 225
Ytk =1k (+22) &4 30, W2,

%1 CBFB-MYH11 4251 AML1-ETO 4 &)L #¥1i2 Bf E Ak FR4HE
IiH CBFB-MYH11 41 (n=17) ~ AMLI-ETO 4 (n=74) 11Z 14 P1i
PER [n(%)]

5 9(53) 41(55)
-0.183 0.855

I 8(47) 33(45)
WIAERS [ TP (FER ), 2 9(1~12) 9(2~15) -0.312 0.755
FI M8 [ g (SRR ), x 10°/L] 51.0(3.2~212.9) 13.2(1.8~186.8) 3421 0.001
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M/ MRHEL [ A (FER), x 10771 44(6~229) 43(10~301) —0.484 0.629
ERESIHELIMD [ HP A5 (), %] 59(21~83) 56(21~99) -0.031 0.976
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(n=16) (n=74)
S TERIN T OS
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Yeta ks
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Tq— 0(0) 1(1)
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Y fk = fk
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CBFB-MYH11 4 53 5%l N 62% + 7% . 76% = 11%,
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