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[ Abstract ] Objective ~ To determine the correlations between AMLI1-ETO fusion gene and clinical
characteristics of patients with AML, and its association with the prognosis of AML-M2. Methods Medical records
of 94 AMIL-M2 cases with positive AML1-ETO fusion gene and 51 AMIL-M2 cases with negative AML1-ETO gene
were retrospective reviewed. Their clinical characteristics, treatment responses and prognostic outcomes were
compared. Results No significant differences in the clinical symptoms., predominantly anemia, fever and
hemorrhage, were found between the AMLI1-ETO fusion gene positive and negative AML-M2 (P > 0. 05).
However,lower levels of red blood cell (RBC) and platelet (PLT), and higher levels of ratio of grain to red,
percentage of bone marrow granulocyte (NC), CD34, human leukocyte antigen DR (HLA-DR), CD56 and CD19
were found in those with positive AML1-ETO fusion gene (P<C0. 05). The efficacy of treatments and survival
curves showed no significant differences between the two groups (P>>0.05). CD56 and original percentage of bone
marrow granulocyte were predictors of poor long-term survival. Complete remission was the only predictor of better
long-term survival. Conclusion AMLI1-ETO fusion gene is neither associated with clinical symptoms, nor with
survival and long term prognosis in Sichuan. As many factors affect the efficacy of treatments and prognosis of
AML-M2, stratified analysis is needed to determine the role of AML1-ETO.
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Table 1  Analysis of clinical symptoms of AML1-ETO positive AML-
M2 group (experimental group) and AMLI1-ETO negative
AML-M2 group (control group)

N
Fever 51.10% 58.80% 0. 557
Infiltration of organs 25.50% 29.40% 0.739
and tissues
Hemorrhage 43.60% 41.20% 0.852
Anemia 80.90% 82.40% 0. 885
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Table 2 Analysis of laboratory indexes of AML1-ETO positive AML-

M2 group (experimental group) and AMLI1-ETO negative
AML-M2 group (control group)/median
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Table 3  Analysis of efficacy of AML1-ETO positive AML-M2 group

(experimental group) and AMLI1-ETO negative AML-M2

group (control group)

e e e
Complete remission 50.0% 46.7% 0.765
Partial remission 7.3% 6.7%
Non-remission 31.7% 33.3%

Relapse 11.0% 13.3%

Experimental  Control group

Index group (n=94) (n=51) P
WBC/109 L1 10 41 0.089
Hgb/(g/L) 71 78 0.114
RBC/1012 L1 2.0 3.0 0.016
PLT/109 L—1 18.0 43.0 0.008
LDH/(U/L) 439 473 0.506
HBDH/(U/L) 321 362 0.469
FIB/(g/L) 3. 60 4.19 0. 345
Analysis of bone marrow

Myeloid erythroid ratio 20. 89 8.27 0.001
(Myeloid/NC)/ % 87 74 0.012
(Myeloblastic/NC)/ % 51.0 14.5 0. 740
Flow cytometry/ %
CD34 100 88.2 0.001
HLA-DR 100 94.1 0.019
CD117 100 100 1. 000
CD13 100 100 1. 000
CD33 98.9 100 0.671
cMPO 100 100 1. 000
CD56 86.2 64.7 0.031
CD64 55.3 64.7 0.474
CD19 86.2 41.2 0. 000

WBC: White blood cell; Hgb: Hemoglobin; RBC: Red blood cell; PLT:
Platelet; LDH: Lactic dehydrogenase; HBDH:. Hydroxybectyrate; FIB:
Fibrinogen; HLA-DR: Human leukocyte antigen DR; c¢MPO. Cytosol

myeloperoxidase; NC: Nucleus cell
2.3 AMLI-ETO Bt & E E H 1 AML-M2 A BiE
fTIT 8

TUTA A 12 B PR 2 A R R R AT Ak
IF i 12,800 (12/90) s X IR v 5 6 i K 171k
J7 .5 11.8%(6/51) . B4 B F 7 sk 3 frR.
P BH IT 2E 7 G 2¢ 3 L (P>>0.05), %

%4 AMLI1-ETO PR AML-M2 A\ 8 (L3 4H)5 AML1-ETO %
AML-M2 A8 (M RA) EFENN
Table 4  Analysis of survival rate of AML1-ETO positive AML-M2
group ( experimental group) and AMLI1-ETO negative
AML-M2 group (control group)

ltem Experimental Control P
group (n=94) group (n=>51)
1-year survival rate 69.1% 64.7% 0.798
3-year survival rate 46.8% 47.1%
5-year survival rate 13.8% 11.8%
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Fig Survival curves of AML1-ETO positive AML-M2 and AML1-
ETO negative AML-M2 groups
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