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[Abstracts] Objective To evaluate the impact of KIT D816 mutation on the salvage therapy in
relapsed acute myeloid leukemia (AML) with t(8;21) translocation. Method The characteristics of the
first relapsed AML with t(8;21) translocation from 10 hospitals were retrospectively collected, complete
remission (CR:) rate after one course salvage chemotherapy and the relationship between KIT mutation and
CR; rate was analyzed. Results 68 cases were enrolled in this study, and 30 cases (44.1%) achieved CR..
All patients received KIT mutation detection, and KIT D816 mutation was identified in 26 cases. The KIT
D816 positive group had significantly lower CR, compared with non-KIT D816 group (23.1% vs 57.1%,
x'=17.559, P=0.006), and patients with longer CR; duration achieved significantly higher CR, than those
with CR; duration less than 12 months (74.1% vs 31.9%, »*=9.192, P =0.002). KIT D816 mutation was
tightly related to shorter CR. duration. No significant difference of 2 years post relapse survival was
observed between KIT D816 mutation and non- KIT D816 mutation group. Conclusion KIT D816
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mutation at diagnosis was an adverse factor on the salvage therapy in relapsed AML with t(8;21)

translocation, significantly related to shorter CR1 duration ,

and can be used for prediction of salvage

therapy response. KIT D816 mutation could guide the decision-making of salvage therapy in relapsed AML

with t(8;21) translocation.
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