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Abstract: Objective To detect Flt-3 and PTPN11 gene mutation characteristics in different age group and different types of
leukemia by double-stranded DNA sequencing method. Methods Through the design of specific primers,amplify Flt-3 and PTPNI11
high mutation location, which were sequenced using the Sanger enzyme degradation sequencing, with the sequence results aligned.
Flt-3 and PTPNI11 gene mutation characteristics of leukemia were summarized,and the different mutation frequency were calculat-

ed. Results
years old patients(P<C0. 05). Flt-3 and PTPN11 gene mutation frequency of acute and chronic lymphocytic leukemia was signifi-

The Flt-3 and PTPN11 mutation frequency of 0—<C18 years old patients was significantly higher than that of over 18

cantly higher than that of acute and chronic myelogenous leukemia (P<C0. 05). Conclusion Flt-3(exon 14,intron 14 and exon 15 )
and PTPNI11 (exon 3,8 and 13 )mutations may be associated with leukemia incidence and progression in 0-18 years old patients or
of lymphoblastic leukemia.
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