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Prevalence of TEL/AML1 fusion gene in Thai children with B-cell
precursor ALL using FISH technique
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Budsaba Rerkamnuaychoke ', Sakara Hutspardol **

Abstract

The prevalence of TEL/AML1 fusion (translocation ets leukemia/ acute myeloid leukemia 1) in Thai
children with B-cell precursor acute lymphoblastic leukemia (ALL), fluorescence in situ hybridization (FISH)
was determined in 31 patients. TEL/AML1 translocation was detected in 10 patients (32.3 %). Other co-existing
aberrations with TEL/AML1 were found including multiple copies of AML1 gene in 2 patients (6.4 %), TEL gene
deletion in 5 patients (16.1 %). TEL gene deletion was observed in association with extra copies of AML1 in
1 case (3.2 %). DNA probe specific FISH revealed as a high-performance tool to exhibit TEL/AML1
fusion in B-cell precursor childhood ALL patients. With high incidence of TEL/AML1 fusion translocation
detected by FISH in this study, further areas of chromosome alterations may be revealed using FISH

technique. This should be beneficial in diagnostics and planning of treatment for the ALL patients.
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Sex/Age Results of signal patterns (%)
Case Cell lineage
(yr.)
1 M/10 Early precursor B ALL 402G (98)
2 F/11 Precursor B ALL (relapse) 302G (15)
3 M/11 B ALL (L3) 202G (100)
4 F/3 Precursor B ALL 202G (100)
5 F/2 Early precursor B ALL 201G1F (16)* 201F (60)*
6 F/9 Early precursor B ALL (relapse) 202G (100)
7 M/1 Early precursor B ALL 403G (72)
8 M/7 Precursor B ALL (relapse) 401G (41)
9 M/5 Early precursor B ALL (relapse) 202G (100)
10 M/2 Precursor B ALL 302G (81)
11 M/4 Early precursor B ALL 402G (96)
12 M/2 Precursor B ALL 201GI1F (5)* 201F (25)*
13 M/12 Early precursor B ALL 202G (100)
14 M/10 Early precursor B ALL 202G (100)
15 M/5 Early precursor B ALL 201F (56)*
16 M/12 Early precursor B ALL 202G (100)
17 M/2 Early precursor B ALL 402G (71)
18 F/4 B lineage ALL 202G (100)
19 M/4 Early precursor B ALL 202G (100)
20 F/2 Precursor B ALL 202G (100)
21 M/4 Early precursor B ALL 301F (80)*
22 M/3 Early precursor B ALL 201G1F (25)* 301GIF (10)*
23 F/6 Early precursor B ALL 201GIF (57)*
24 F/4 Precursor B ALL 201F (84)*
25 F/7 B lineage ALL 202G (100)
26 F/13 Precursor B ALL 202G (100)
27 F/3 B lineage ALL 201GI1F (85)*
28 F/0.1 Early precursor B ALL 202G (100)
29 F/5 Early precursor B ALL 201GI1F (78)*
30 M/3 Precursor B ALL 201GI1F (65)*
31 M/2 Early precursor B ALL 402G (83)

* fugduuuiianusumg lumsiiaduganay Taefoutun cut-off = 2.5 %
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Features of abnormal Gene rearrangement %

signal patterns (n)

201G1F (4) TEL/ AML1 translocation 12.9

201F(4) TEL/ AMLI1 translocation with TEL gene 12.9
deletion

301GI1F(1) TEL/ AMLI1 translocation with multiple 3.2
copies of AMLI gene

301F(1) TEL/ AMLI translocation with multiple 32
copies of AMLI1 gene and TEL gene deletion

403G(1), 302G (2), 402G(4) Multiple copies TEL and/or AML1 gene 22.6

401G(1) Multiple copies of AMLI1 gene with TEL 3.2
gene deletion
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