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[Abstract] Objective To study the expression level of ASB2 and Jak3 gene mRNA in bone marrow mononu-
clear cells of the patients with Ber/abl positive chronic myeloid leukemia(CML) and to investigate the correlation be-
tween ubiquitination with Jak-STAT signaling pathway in CML. Methods The bone marrow sample was collected
from 32 patients with newly diagnosed Ber/abl positive CML(CML group) and 34 cases of non-leukemia and healthy
individuals(control group) ,respectively. The expression levels of ASB2 mRNA and Jak3 mRNA were detected by re-
al-time quantitative PCR. Results The expression amounts of ASB2 mRNA and Jak3 mRNA in the bone marrow
cells of the CML group were significantly increased by 29. 9 and 548. 7 times as compared with the control group(t=
19.4,38.6,P<C0. 01),and the expression amounts of ASB2 mRNA and Jak3 mRNA had statistical difference be-
tween the two groups (P<C0. 01), moreover ASB2 mRNA and Jak3 mRNA had positive correlation in the patients
with Ber/abl positive CML(r=0.571,P<C0.01). Conclusion ASB2 and Jak3 have the abnormal expression in bone
marrow cells of Ber/abl positive CML patients, suggesting that the crossing-linking between ubiquitination and Jak-
STAT signaling pathway may be related with development and progression of leukemiamoreover. Besides, it is pre-
liminarily proved that the common increase of ASB2 and Jak3 has correlation.
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