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Abstract 
 

Background: The human AML1 gene, located on chromosome 21, can be fused to the AML1- 

eight-twenty-one (ETO) oncoprotein on chromosome eight, resulting in a t(8;21)(q22;q22) 

translocation. Acute myeloid leukemia (AML) associated with this translocation is considered a 

distinct AML with a favorable prognosis. Due to the various incidences of the translocation, which 

is associated with geographic diversities, investigation of molecular epidemiology is important to 

increase the awareness of physicians and hematologists regarding the frequency this chromosomal 

aberration. 

Methods: The patients were classified according to the French–American–British classification into eight 

groups: M0–M7. Determination of the prevalence of the AML1-ETO fusion gene was accomplished by 

TaqMan real-time PCR. Bone marrow samples from 113 patients with newly-diagnosed, untreated AML -

M1, -M2, and -M4, and 20 healthy controls admitted to the Ghaem Hospital in Mashhad, Iran were studied.  

Results: The AML1-ETO fusion gene was detected up 50% of the M2 subgroup and absent in the 

M1 and M4 subtypes and healthy controls. Comparison of the prevalence of the t(8;21) 

translocation with results of previous studies showed that it varies between countries. This result 

may be due to geographic or ethnic differences, or both.  

Conclusions: The relatively high prevalence of the t(8;21) translocation in Iran was similar to that 

found in other Asian countries. It was closely associated with female gender, relatively young age, 

and FAB-M2 subtype. Its distribution varied considerably with geographic area. Therefore, further 

studies are needed to provide epidemiological data important for the establishment of optimal 

therapeutic strategies applicable to patients of each region.  
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Introduction 
The AML1 gene, known as RUNX1, located on 

chromosome 21, can be fused to the eight-twenty one 

oncoprotein (ETO) or myeloid translocation gene on 

chromosome 8 (MTG8) (1). The t(8;21) translocation 

has often been described in acute myeloid leukemia 

(AML). The AML1-ETO gene rearrangement was first 

detected more than 40 years ago by Rowley (2). 

According to the French–American–British (FAB)  

 

classification system (3, 4), AML patients with the 

t(8;21) translocation generally present with AML-M2  

morphology, with a minority of cases with AML-M1 

or -M4 (5). The new reclassification of AML recently 

recommended by the WHO requires the identification 

of non-random chromosomal translocations as an aim 

for good clinical follow up (6). 

 [
 D

ow
nl

oa
de

d 
fr

om
 r

bm
b.

ne
t o

n 
20

25
-1

0-
27

 ]
 

                               1 / 7

mailto:ahcolagar@umz.ac.ir
http://rbmb.net/article-1-52-en.html


Ghazaey Zidanoo S et al. 

      Rep. Biochem. Mol. Biol, Vol. 3, No. 1, Oct 2014 8 

The t(8;21) translocation is detected in 7–8% of adult 

and 12% of childhood AML patients and 10%–22% 

of cases with FAB class M2. The frequency of 

favorable chromosomal aberrations in AML patients 

decreases with age. Accordingly, t(8;21) is most 

common in younger patients and rare in patients over 

60 (7, 8). Interestingly, patients with the t(8;21) 

translocation have favorable prognoses and 98% 

attain complete remission (CR) (9). 

In addition to the conventional cytogenetic 

techniques, the reverse transcriptase–polymerase 

chain reaction (RT-PCR) has been used to detect the 

AML1-ETO fusion and its transcripts (9-11). In this 

study, we used both methods because in some cases 

conventional cytogenetic techniques revealed no 

abnormalities while RT-PCR allowed detection of the 

translocation (12). According to the literature, to 

estimate the incidence of the t(8;21) translocation 

accurately, unselected consecutive groups of patients 

should be studied. Furthermore, the translocation 

prevalence can differ between countries according to 

their epidemiological distribution worldwide. The 

t(8;21) with FAB-M2 morphology is more frequent 

in Japan than Australia than in most other countries, 

with frequencies varying from 18 to 88%. The high 

incidence of t(8;21) in the Japan may be due to 

geographic differences in tumor-associated genetic 

abnormalities in hematologic malignancies (13).  

The molecular epidemiology of AML between 

regions within the same country has not been 

thoroughly investigated. Our first objective was to 

describe the AML1-ETO fusion gene in a population 

of de novo AML patients in northeast Iran. The 

second was to compare our findings with those from 

other Asian countries to increase the awareness of 

physicians and hematologists regarding the frequency 

and nature of chromosomal aberrations that 

contribute to hematologic malignancies. 

 

Materials and Methods 
Patients 

We analyzed bone marrow (BM) samples from 179 

newly-diagnosed patients with untreated AML and 

20 healthy controls admitted to Ghaem Hospital in 

Mashhad, Iran. All study subjects gave informed 

consent approved by the Ethics Committee of the 

Mashhad University of Medical Sciences (MUMS). 

The control group contained unrelated healthy

volunteers without leukemia. Giemsa, 

myeloperoxidase, and non-specific esterase -stained 

BM samples were examined. Morphologies were 

determined were according to the revised FAB 

classification (3, 4) and patients were classified into 

eight AML subtypes as follows: M0, M1, M2, M3, 

M4, M5, M6, and M7. 

 

Cytogenetic studies 

Chromosomes of BM cells from cultures from 113 

patients with AML-M1, -M2, and -M4 were 

generally analyzed within 24 h of diagnosis (6). 

Metaphase chromosomes were banded by the 

conventional Giemsa banding technique. Karyotypes 

were analyzed according to the International System 

for Human Cytogenetics Nomenclature (ISCN) (14). 

 

Detection of AML1-ETO fusion transcript  

Mononuclear cells (MNC) from BM samples of 113 

AML M1, M2, and M4 patients, and 20 control 

subjects were isolated using Ficoll solution 

(Cedarlane, Ontario, Canada) and stored at -70 ºC. 

Total RNA was extracted using the RNX-Plus™ kit 

according to the manufacturer’s protocol (Cinnagen, 

Tehran, Iran). RNA was used as the template for 

cDNA synthesis (15). The AML1-ETO and the 

control gene ABL amplified singly from the same 

cDNA. The real-time PCR was performed with the 

fluorescent TaqMan technology. Universal primers 

and probes for AML1-ETO and ABL control gene 

were used according to Fujimaki et al. 2000 (9). The 

real-time PCR was performed in a final volume of 25 

µl including TaqMan Universal PCR Master Mix 

(Takara. Bio, Shiga, Japan), 300 nM of each primer, 

200 nM of ABL or 100 nM of AML1-ETO probe 

(Applied Biosystems, Weiterstadt, Germany), and 1 

µl of cDNA. The fluorescence intensity of the reporter 

label was normalized using the rhodamine derivative 

ROX as a passive reference label present in the buffer 

solution. The reaction parameters were 2 minutes at 

50 ºC for AmpErases UNG treatment (to prevent the 

reamplification of carryover PCR products), 30 

seconds at 95 ºC (to inactivate UNG and activate 

AmpliTaq Gold Polymerase), followed by 40 cycles 

of 4 seconds at 95º C (denaturation) and 32 seconds at 

60 ºC (annealing and extension). All reactions were 

performed on the StepOne real-time PCR system 

(Applied Biosystems, Foster City, USA). 
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Statistical analysis 

The statistical significance of relationships between sex 

and age, and AML-M2 and t(8;21) were analyzed with 

the student’s t-test, chi-square test, and Fisher exact test. 

Statistical significances were based on p values. Data 

was analyzed using SPSS (ver. 11.5). 

 

Results 
The frequencies of the FAB morphological subtypes 

in AML patients were as follows: M0 = 1.67%, M1 =  

20.67%, M2 = 17.88%, M3 = 16.76%, M4 = 

24.58%, M5 = 16.76%, M6 = 1.12%, and M7 = 

0.56%. As expected, the AML1-ETO fusion was 

found predominantly in the M2 subtype and was 

absent from the M1, M4, and control groups. The 

AML1-ETO fusion was detected in 16 of 32 AML-

M2 patients. The characteristics of the 32 patients 

with M2 morphology involved in the study are 

summarized in Table 1.   
 

Table 1. Clinical and genetic characteristics of AML-M2 patients 

F=female; M=male; WBC=white blood cells; += The 

t(8;21) detected by conventional cytogenetic methods 

and/or molecular analysis; Ab= t(8;21) translocation 

was not detected by conventional cytogenetic methods 

and/or molecular analysis; NA=cytogenetic data was 

not available. 

Case 
Age (Years)/ 

Sex 

WBC 

(×109/l) 
FAB t(8;21) 

AML1-ETO 

fusion 

transcript 
1 16/M 15.7 M2 + + 

2 9/F 14.6 M2 + + 

3 36/M 12.3 M2 + + 

4 24/M 63.2 M2 + + 

5 3/F 256.7 M2 Ab Ab 

6 9/M 39.7 M2 Ab Ab 

7 10/M 10.4 M2 Ab Ab 

8 9/F 198 M2 Ab Ab 

9 10/F 3.3 M2 NA + 

10 12/F 50.8 M2 NA Ab 

11 47/F 18.9 M2 NA + 

12 33/F 1 M2 Ab Ab 

13 24/F 15.2 M2 NA + 

14 6/M 10.2 M2 NA + 

15 48/F 7.4 M2 Ab Ab 

16 54/M 16.3 M2 + + 

17 13/F 111 M2 + + 

18 2/M 11.1 M2 Ab Ab 

19 18/M 29.3 M2 Ab Ab 

20 8/F 37.7 M2 NA Ab 

21 58/M 18.2 M2 Ab Ab 

22 17/M 5.4 M2 NA Ab 

23 52/F 8.8 M2 Ab Ab 

24 34/M 14.2 M2 Ab Ab 

25 12/M 48.9 M2 Ab Ab 

26 30/F 14.6 M2 + + 

27 30/F 6.2 M2 NA + 

28 10/F 166 M2 + + 

29 5/F 16.8 M2 + + 

30 35/F 1.5 M2 Ab Ab 

31 44/M 16.9 M2 + + 

32 19/M 6.9 M2 + + 

Of total AML-M2 cases, 17 were females and 15 

were males. The AML-M2 age groups were defined 

as follows: children; 1-18 years, adult; 19- 60 years. 

The age range was 2–54 and the median age was 

17.5 with a standard deviation (SD) of 1.6. The white 

blood count (WBC) ranged from 1-198 with a 

median of 15.4 (109/l) (SD = 6.02).  

The M1, M2, and M4 subgroups were diagnosed by 

conventional cytogenetics and/or real-time PCR. 

Cytogenetic results were available for 24 of 32 

patients with the AML-M2 morphology. Of those 24 

patients, 11 (45.8%) had a t(8;21) translocation, two 

(8.33%) had other cytogenetic abnormalities, and the 

11 remaining patients were cytogenetically normal. 

Of 16 patients with the t(8;21) translocation, the age 

ranged from 6-54 years and the median age was 23.6. 

The fusion was seen in seven children and nine 

adults. In addition, the female to male ratio in fusion-

positive patients was 1.2:1. Our data revealed no 

statistically significant correlations between age or sex 

and the AML1-ETO fusion (p > 0.05) (Table 2). 

 
Table 2. Sex ratio and age groups in different AML categories 

NS= not significant. *p < 0.05 was considered significant 

 

Discussion 
AML includes numerous distinct syndromes with 

typical clinical, morphological, phenotypic, and 

cytogenetic characteristics. The chromosomal 

aberrations, best illustrated by the t(8;21) translocation 

in FAB M2 disease (16), result in exclusive 

molecular rearrangements that provide insights into 

the pathogenesis of each of these diseases. 

Thesecould potentially identify etiological factors 

involved in leukemogenesis. Further description of 

the AML subtypes in different human populations 

may allow a better understanding of the genetic and 

environmental factors incorporated into their genesis 

(13). For this reason, we studied the laboratory 

features of AML cases in northeast Iran. 

The t(8;21) translocation is one of the most 

common genetic abnormalities in AML and accounts 

Category 
Male 

(%) 

Female 

(%) 

Child 

group (%) 

Adult 

group (%) 

AML 
96/179 

(53.6) 
83/179 (46.3) 51/179 (28.5) 

128/179 

(71.5) 

AML-M2 
15/32 

(46.9) 
17/32 (53.1) 17/32 (53.1) 15/32 (46.9) 

AML-

M2+t(8;21) 
7/16 (43.7) 9/16 (56.2) 7/16 (43.7) 9/16 (56.2) 

p-Value NS* NS NS NS 
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for 5-10% of AML cases and 10-22% of cases with 

M2 morphology (8). The main cause of increasing 

interest in the recognition of AML1-ETO is its 

involvement in relatively good prognoses with 

remission rates of 80% and disease-free survival of 

60% (5, 17). Diagnostic cytogenetic and molecular 

methods are generally recognized as the most 

important prognostic predictors in AML (18). Some 

previous reports revealed that several t(8;21) 

translocation variants were unrelated and conferred a 

poor prognoses. In contrast, a relatively low percentage 

of patients were detected to be positive by molecular 

studies but negative by conventional cytogenetics (19, 

20). Therefore, our study utilized both conventional 

cytogenetics and real-time PCR, although several cases 

in our study lacked cytogenetic data due to improper 

storage or transport conditions, or because of the 

absence of metaphases.  

Age is critical risk factor in AML. Although the 

differences in incidences of the t(8;21) translocation 

between Iranian children and adults with AML-M2 

were not statistically significant, it was designated as 

an “age specific cytogenetic abnormality” in other 

studies (18, 21-23). Although the mean age of the 

AML subjects in our study was 41, it is interesting to 

note that most patients with t(8;21) were under 30, as 

was noted in another report (24).  

In our study the incidence of t(8;21) was higher 

in females than in males; however, in some other 

studies t(8:21) was more prevalent in children and 

males. (23, 25, 26). 

Clinical characteristics of t(8;21) AML varied with 

ethnicity. This result implies that direct adoption of 

treatment plans based on clinical analyses conducted 

in western countries may not be advisable for Asian 

populations (27). In addition, data from Asia is 

lacking, even though Asia contains over 60% of the 

world’s population (26, 28). Data from similar varied 

populations might be critical in diagnosing the effect 

of ethnic, environmental, and geographical factors in 

AML-associated chromosome aberrations. To 

establish optimal therapeutic strategies appropriate for 

Iranian patients, understanding of clinical features and 

outcomes in Iranian patients with the t(8;21) 

translocation is critical. Previous studies noted higher 

incidences of the t(8:21) FAB-M2 subtype in Asia 

than in other countries with rates of 58-88% in Asia, 

19-54% in Europe, and 12-27% in the USA (29-32).  
 

Table 3. Comparison of frequencies of t(8;21) between the present study and non-Iranian series of AML patients 

Country 
AM

L no. 
t(8;21)/AML (%) FABM2/AML (%) t(8;21)/M2 (%) Med age 

Female/ 

Male 

Ratio 

Method of 

detection 
Reference 

Iran 179 16/179 (8.9) 32/179 (17.9) 16/32 (50) 31 1.1:1 PCR/ CC Recent Study 

Iran 58 15/58 (25.9) 20/58 (34.4) 15/20 (75) 25 1.1:1 CC Movafagh et al.33 

Oman 70 7/70 (10) 22/70 (31.4) 7/22 (31.8) 25 1.9:1 CC Udayakumar et al.27 

China 629 54/629 (8.6) 132/629 (21) 35/132(26.5) 43 1.2:1 CC So et al. 

South 

Korea 
29 7/29 (24.1) 14/29 (48.3) 6/14 (42.9) 36 1:1.1 CC Koo et al.35 

Japan 494 53/494 (10.7) 160/494 (32.4) 53/160(33.1) 50.7 1.3:1 CC Nakase et al.13 

Hong 

Kong 
30 4/30 (13.3) 15/30 (50) 2/15 (13.3) - - CC Chan et al.34 

Malaysia 24 4/24 (16.6) 8/24 (33.3) 4/8 (50) 24 1:1 CC Rosline et al.36 

Taiwan 32 7/32 (21.9) 16/32 (50) 7/16 (43.7) 36 1:1.3 CC Tien et al.32 

Med=Median; CC=Conventional cytogenetic. 
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We also compared our results including the 

prevalence of the AML-TEO fusion in AML and 

AML-M2 subtype with other recent reports from 

Asia. Our findings revealed similarities and 

differences between Iranian and other reported AML 

patients (Table 3). 

After molecular analysis, we noted the relatively 

high frequency of the AML1-ETO fusion in AML-

M2 cases (50%) but this was lower than was reported 

for patients in Tehran with de novo AML (75%) (33). 

This difference may be due to the small sample size 

of the previous study. In contrast, the incidence of 

t(8;21) in AML-M2 in our study was higher than 

those from Hong Kong, Japan, Oman, and China 

studies (13, 26, 28, 34), and similar to those found in 

South Korea, Malaysia, and Taiwan studies (32, 35, 

36). Patient sample sizes varied in most studies. 

Differences in inclusion and exclusion criteria and 

variations in diagnostic techniques can also affect data 

accuracy. On this subject, large single-center studies 

with reasonably uniform populations make available

useful information to accompany multicenter studies. 

Taken together, in accordance with the variety of the 

clinical features among t(8;21) AML patients from 

Asia and western countries, clinicians should be 

aware of potential clinical differences between 

ethnicities. Further studies on differences in clinical 

features among different ethnicities, including 

Iranians, are needed. The different incidences of the 

t(8;21) translocation in Asia strongly suggest a 

genetic susceptibility to this chromosomal aberration 

in Asian people, or an environmental factor, or both. 

More investigation is required to recognize the 

genetic and/or environmental elements responsible 

for this increased prevalence of the t(8;21) 

translocation in Asian AML patients. 

 

Acknowledgments 
We thank the staff at the Ghaem Hospital for sample 

collection and especially Dr. Ayatollahi for his 

technical assistance. Additionally, we thank all the 

participating patients for their time and cooperation. 

References 
1. Peterson LF, Zhang DE. The 8;21 translocation in 

leukemogenesis. Oncogene. 2004; 23(24): 4255-62. 

2. Rowley JD. Identification of a translocation with 

quinacrine fluorescence in a patient with acute 

myeloid leukemia. Ann Genet. 1973;16:109-12. 

3. Bennett JM, Catovsky D, Daniel MT, Flandrin G, 

Galton DAG, Gralnick H R, et al. Proposals for the 

Classification of the Acute Leukaemias French-

American-British (FAB) Co-operative Group. Brit J 

Haematol. 1976; 33(4):451-8. 

4. Bennett JM, Catovsky D, Daniel MT Flandrin G, 

Galton DAG, Gralnick H R, et al. Proposed revised 

criteria for the classification of acute myeloid leukemia: 

a report of the French-American- British Cooperative 

Group. Ann Intern Med. 1985;103:626-9. 

5. Ferrara F, Del Vecchio L. Acute myeloid leukemia 

with t(8;21)/AML1/ETO: a distinct biological and 

clinical entity. Haematologica. 2002; 87(3):306-319. 

6. Asou H, Tashiro S, Hamamoto K, Otsuji A, Kita 

K, Kamada N. Establishment of a human acute 

myeloid leukemia cell line (Kasumi-1) with t(8;21) 

chromosome translocation. Blood. 1991; 

77(9):2031–6. 

7. Lafiura KM, Edwards H, Taub JW, Matherly LH, 

Fontana JA, Mohamed AN, et al.Identification and 

characterization of novel AML1-ETO fusion

 

transcripts in pediatric t(8;21) acute myeloid 

leukemia: a report from the Children's Oncology 

Group. Oncogene. 2008; 27(36):4933-42. 

8. Reikvam H, Hatfield KJ, Kittang AO, Hovland R, 

Bruserud Ø. Acute myeloid leukemia with the t(8;21) 

translocation: clinical consequences and biological 

implications. J Biomed Biotechnol. 2011;2011:1-23. 

9. Fujimaki S, Funato T, Harigae H, Imaizumi M, 

Suzuki H, Kaneko Y, et al. A quantitative reverse 

transcriptase polymerase chain reaction method for 

the detection of leukaemic cells with t(8;21) in 

peripheral blood. Eur J Haematol. 2000; 64(4):252-8. 

10. Krauter J,Wattjes MP, Nagel S, Heidenreich O, 

Krug U, Kafert S, et al. Real-time RT-PCR for the 

detection and quantification of AML1/MTG8 fusion 

transcripts in t(8;21)-positive AML patients. Br J 

Haematol. 1999; 107(1):80-5. 

11. Haferlach T. Quantitative reverse transcriptase-

polymerase chain reaction in AML with 

t(8;21)(q22;q22). Leukemia Res. 2001; 25:55-6. 

12. Mitterbauer M, Kusec R, Schwarzinger I, Haas 

OA, Lechner K, Jaeger U. Comparison of karyotype 

analysis and RT-PCR for AML1/ETO in 204 

unselected patients with AML. Ann Hematol. 1998; 

76:139-43. 

 [
 D

ow
nl

oa
de

d 
fr

om
 r

bm
b.

ne
t o

n 
20

25
-1

0-
27

 ]
 

                               5 / 7

http://rbmb.net/article-1-52-en.html


Ghazaey Zidanoo S et al. 

      Rep. Biochem. Mol. Biol, Vol. 3, No. 1, Oct 2014 12 

13. Nakase K, Bradstock K, Sartor M, Gottlieb D, 

Byth K, Kita K, et al. Geographic heterogeneity of 

cellular characteristics of acute myeloid leukemia: a 

comparative study of Australian and Japanese adult 

cases. Leukemia. 2000; 14(1):163-8. 

14. Shaffer LG, Slovak ML, Lynda J, Campbell LJ. 

ISCN: an international system for human cytogenetic 

nomenclature. 2009. S. Karger. 

15. Kaka GHR, Tiraihi T, Kheradmand AA, Delshad 

ARA. A study on in-vitro trans differentiation of rat 

bone marrow stromal cells into neuroepithelial-like 

cells. IRCMJ. 2009; 11(2):133-9. 

16. Second MIC Cooperative Study Group. 

Morphologic, and cytogenetic (MIC) working 

classification of acute myeloid leukemia. Cancer 

Genet Cytogenet. 1988; 30:1–15. 

17. Langabeer SE, Walker H, Rogers JR, Burnett A 

K, Wheatley K, Swirsky D, et al. Incidence of AML 

1/ETO fusion transcript entered into the MRC AML 

trials. Brit J Haematol. 1997; 99:925-8. 

18. Li X, Li X, Xie W, Hu Y, Li J, Du W, et al. 

Comprehensive profile of cytogenetics in 2308 

Chinese children and adults with de novo acute 

myeloid leukemia. Blood Cells Mol Dis. 2012; 

49(2):107-13. 

19. Mrózek K, Prior TW, Edwards C, Marcucci G, 

Carroll A J, Snyder P J, et al. Comparison of 

cytogenetic and molecular genetic detection of t(8;21) 

and inv(16) in a prospective series of adults with de 

novo acute myeloid leukemia: a Cancer and 

Leukemia Group B Study. J Clin Oncol. 2001; 

19(9):2482-92. 

20. Kawano S, Miyanishi S, Shimizu K, Tanaka K, 

Okumura A, Ohki M, et al. Genetic analysis of 8;21 

chromosomal translocation without AML1 gene 

involvement in MDS-AML. Br J Haematol. 1997; 

99:632-40. 

21. Onsten T, Girardi FM, Coelho GM, Lima Frey 

MC, Paskulin G. Cytogenetic and morphological 

findings in 166 patients with de novo acute myeloid 

leukemia in southern Brazil. Cancer Genet 

Cytogenet. 2006; 170(2):167-70. 

22. Rowley JD, Alimana G, Garson OM, Hagemeijer 

A, Mitelman F, Prigogina EL. A collaborative study 

of the relationship of the morphological type of acute 

nonlymphocytic leukemia with patient age and 

karyotype. Blood. 1982; 59:1013-22. 

23. Mertens F, Johansson B, Mitelman F. Age- and 

gender-related heterogeneity of cancer chromosome 

aberrations. Cancer Genet Cytogenet. 1993; 70(1):6-11. 

24. Andrieu V, Radford I, Troussard X, Chane C, 

Valensi F, Guesnu M, et al. Molecular detection of 

t(8;21) /AML1-ETO in AML M1/M2: correlation 

with cytogenetics, morphology and 

immunophenotype. Brit J Haematol. 1996; 92:855-65.  

25. Tobal K, Newton J, Macheta M, Chang J, 

Morgenstern G, Evans PA, et al. Molecular 

quantitation of minimal residual disease in acute 

myeloid leukemia with t(8;21) can identify patients in 

durable remission and predict clinical relapse. Blood. 

2000; 95(3):815-9. 

26. So CC, Wan TS, Chow JL, Hui KC, Choi WW, 

Lam CC, et al. A single-center cytogenetic study of 

629 Chinese patients with de novo acute myeloid 

leukemia--evidence of major ethnic differences and a 

high prevalence of acute promyelocytic leukemia in 

Chinese patients. Cancer Genet. 2011; 204(8):430-8. 

27. Marcucci G, Mrozek K, Ruppert AS, Maharry K, 

Kolitz JE, Moore JO, et al.Prognostic factors and 

outcome of core binding factor acute myeloid 

leukemia patients with t(8;21) differ from those of 

patients with inv(16): a Cancer and Leukemia Group 

B study. J Clin Oncol. 2005; 23:5705-17. 

28. Udayakumar AM, Pathare AV, Al-Kindi S, Khan 

H, Rehmen J U, Zia F, et al. Cytogenetic, 

morphological, and immunophenotypic patterns in 

Omani patients with de novo acute myeloid leukemia. 

Cancer Genet Cytogenet. 2007; 177(2):89-94. 

29. Chillón CM, García-Sanz R, Balanzategui A, 

Ramos F, Fernández-Calvo J, Rodríguez MJ, et al. 

Molecular characterization of acute myeloblastic 

leukemia according to the new WHO classification: a 

different distribution in Central-West Spain. 

Haematologica. 2001; 86:162-6. 

30. Johansson B, Mertens F, Mitelman F. Geographic 

heterogeneity of neoplasia-associated chromosome 

aberrations. Genes Chromos Cancer. 1991; 3:1-7. 

31. Mitelman F. Geographic heterogeneity of 

chromosome aberrations in hematologic disorders. 

Cancer Genet Cytogenet. 1986; 20:203-8.  

32. Tien HF, Wang CH, Lee FY, Chuang S M, Chen 

Y C, Lin D T, et al. Chromosome studies on 30 

Chinese patients with acute nonlymphocytic 

leukemia in Taiwan. Cancer Genet Cytogenet. 1988; 

32(1):101-8. 

 [
 D

ow
nl

oa
de

d 
fr

om
 r

bm
b.

ne
t o

n 
20

25
-1

0-
27

 ]
 

                               6 / 7

http://rbmb.net/article-1-52-en.html


AML1-ETO Fusion Gene in Acute Myeloid Leukemia  

     Rep. Biochem. Mol. Biol., Vol. 3, No. 1, Oct 2014    

 

13 

33. Movafagh A, Isfahani F, Attarian H, Ghadiani M, 

Mosavi Jarahi A, Mohagheghi MA. Specific 

chromosomal abnormalities in patients with acute 

nonlymphocytic leukemia from the Islamic Republic 

of Iran. Asian Pac J Cancer Prev. 2006; 7(3):447-50. 

34. Chan LC, Kwong YL, Liu HW, Chan TK, Todd 

D, Ching LM. Cytogenetic analysis of hematologic 

malignancies in Hong Kong. A study of 98 cases. 

Cancer Genet Cytogenet. 1992; 62(2):154-9. 

35. Koo SH, Kwon GC, Chun HJ, Park JW. 

Cytogenetic and fluorescence in situ hybridization 

analyses of hematologic malignancies in Korea. 

Cancer Genet Cytogenet. 1998; 101(1):1-6. 

36. Rosline H, Narazah MY, Illunihayati I, Isa MN, 

Baba AA. The Detection of AML1/ETO Fusion 

Transcript in Acute Myeloid Leukaemia in Universiti 

Sains Malaysia Hospital. Asia-Pas J Mol Biol. 2004; 

12(1 & 2):49-52. 

 
 

 [
 D

ow
nl

oa
de

d 
fr

om
 r

bm
b.

ne
t o

n 
20

25
-1

0-
27

 ]
 

Powered by TCPDF (www.tcpdf.org)

                               7 / 7

http://rbmb.net/article-1-52-en.html
http://www.tcpdf.org

