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Abstract: Objective To evaluate effects of simultaneous mutation in NPM1 and FLT3 gene on complete remission rate of pa-
tients with acute myeloid leukemia(AML) by Meta-analysis. Methods Cochrane systematic evaluation was used to search Chinese
literatures from China National Knowledge Internet, Wanfang Database and VIP Database of Chinese Journal, which related to
effects of NPM1 and FLT3 gene mutation on prognosis of patients with AML. Complete remission rate served as evaluation index
and RevManb5. 0 software was employed to perform Meta-analysis. Results Four randomized controlled studies including 196 cases
of subjects were selected to conduct Meta-analysis. Meta-analysis of comparison between NPM1" /FLT3-1TD" and NPM1~ /

FLT3-ITD™ revealed that no statistically significant difference in complete remission rates of patients with AML between the two

groups[ OR=0.49,95%CI(0.19—1. 25),P=0. 13]. Conclusion

The current evidence is insufficient to confirm the effect of simul-

taneous mutation in NPM1 and FLT3 gene on complete remission rates of patients with AML.
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