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ABSTRACT Objective: To investigate the expression and significance of IL-3R « in 57 paitients with acute myeloid leukemia
(AML). Methods: RT-PCR method was perfomed to examine the expression of IL-3Ra in bone marrow or peripheral blood
mononuclear cells from 57 paitients with AML. The paitients included 52 newly diagnosed and relapse paitients (6 M1, 28 M2, 10 M3, 3
M4, 5 M5) and 5 CR patients. 10 healthy subjects were used as control group. Results: (D5 CR patients didn't express IL-3Ro mRNA.©2)
The percentage of IL-3Ra mRNA expression in AML was 40.38%. IL-3Ra mRNA was expressed in all AML subtypes, and there was no
difference among AML subtypes. In AML paitients, there was no difference between newly diagnosed and relapse patients. (3)In AML
patients, the expression of IL-3Ra mRNA related to white blood count, blast cells ratio and CD34 positive expression(P<0.05).@The CR
rate of AML patients who expressed IL-3R« was significantiy lower than that of who didn't express IL-3Ra  (P<0.05). Conclusions: @
IL-3Ra gene might play an important role in the pathogenesis of AML.@)IL-3Ra gene may be a poor prognostic factor in AML.
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Table 1 The expression of IL-3Ra  in acute myeloid leukemia(AML)

Characteristic index

crow WBC(x 10%/L) Blast cells ratio(%) CD34 positive negative CR ratio
IL-3Ra positive 79.46x 84.04 70.50% 21.73 10 11 8:13
IL-3Ra negative 18.54+ 21.57* 58.76% 18.26* 5 26%* 23:8*
IL-3Ra+ * P<<0.05

Note: Compared with the corresponding IL-3R  positive group, *P<0.05, with statistical significance.
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