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The expression of IL-3Ra in acute leukemia and its clinical significance
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Abstract : Objective
The AL specimens of patients was established. The expression of IL.-3Ra mRNA in bone marrow or peripheral blood mononuclear
cells from 94 AL patients were detected by RT-PCR method. The correlation of IL-3R amRNA expression with AL and CD34 were
10 healthy subjects didn’t express IL-3Ra mRNA. The expression of 1L-3Rq in AML and B-ALL
patients were higher than that in control group. IL-3Ra mRNA didn't express in T-ALL. IL-3Ra mRNA was expressed in all AML

To evaluate the expression of 11.-3Ra and its clinical significance in acute leukemia( ALL) patients. Methods

observed respectively. Results

subtypes,and there was no significant difference between AML subtypes(P>>0. 05). The expression of I.-3Ra in AML and B-ALL
was significantly correlated with CD34 positive expression(P<C0. 05). The CR rate of IL-3Ra+ cases was lower than that of IL-
1L.-3Ra gene
might play an important role in the pathogenesis of AML and B-ALL. It might be helpful to distinguish B-ALL from T-ALL. IL-

3Ra(—) cases,and the expression of 11.-3Ra mRNA related to white blood count and blast cells ratio. Conclusion

3Ra gene might convey adverse prognosis of AML and B-ALL.
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y* K36 Fisher BiYIME 35, DL P<<0.05 W 22 R A Gl
2 & ®
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