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ABL kinase inhibition to monitor imatinib-induced target blockade

The clinical significance of OCTd and ABCB1 mRNA levels

in chronic myeloid leukemia treated with imatinib
Cheng Yanhong Jiang Xiaoxiao Xu Xiucai
( Dept of Ceniral Laboratory The Affiliated Provincial Hospital of Anhui Medical University Hefer 230001)

Abstract Objective To investigate the expression levels of OCT- and ABCB1 mRNA and to examine the effica—
cy of imatinib ( IM) in chronic myeloid leukemia ( CML) . Methods Real-time quantitative polymerase chain re—
action( qRT-PCR) method was established for detecting OCTH and ABCBI gene expression in 97 CML patients
( chronic phase) and the relationship between two genes and different disease status and the overall survival rate of
2 years ( OS) was investigated. Patients were divided into three groups : optimal group ( n =46) warning group ( n
=23) failure group ( n =28) according to the BCR-ABL fusion level. The BCR-ABL fusion gene level and AB—
CB1 mRNA expression were measured from diagnosis to day 30 after IM therapy. The relationship between two
genes and different disease status and the overall survival( OS) of 2 years was investigated to predict the efficacy of

CML patients earlier. Results The expression level of OCT-4 mRNA in the optimal group was higher than that in
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the warning group and the failure group ( P <0.01) . The expression level of ABCBI mRNA in the warning group
and the failure group was higher than that in the optimal reaction group ( P <0.01) . The 2-year overall survival of
97 patients with CML was 86.96% . There was no significant difference in 2-year overall survival between the opti—
mal group(91.05%) the warning group( 85.91%) and the failure group ( 80.63%) ( P =0.49) . At the same
time there was no significant difference between OCT high expression group( 90.41% ) and low expression group
(81.87%) and ABCB1 mRNA high expression group( 86.70% ) and low expression group(93. 13%) ( P =0.28
0.35) . By monitoring the fold changes in ABCB1 mRNA expression levels and the BCR-ABL fusion gene levels for
the first day of diagnosis and day 30 it was found that patients with a high fold rise ( =2.5 n =21) were signifi—
cantly less likely to achieve major molecular responses( BCR/ABL"” <0.1% P =0.002). Meanwhile there was
no significant difference in BCR/ABL" percentage between ABCB1 mRNA high fold rise group and low fold rise
group on day 1( P =0.423) or day 30( P =0. 160) . Conclusion The expression levels of OCT- and ABCBI vary
in different disease states of patients with IM treatment but have no effect on the 2-year survival. In addition early
monitoring of changes in ABCB1 mRNA expression levels provide a new prognostic biomarker for patients who may
have poor response to imatinib.
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