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Abstract: Objective To investigate the expression of serum growth differentiation factor 15(GDF15) in
children with acute myeloid leukemia (AML) and its relationship with prognosis. Methods A prospective a-
nalysis and follow-up of 94 AML children treated in People’s Hospital of Xinjiang Uygur Autonomous Region
from January 2012 to August 2014 were carried out. A total of 100 healthy children were selected as control
group. The expression levels of serum GDF15 in AML children before and after treatment were compared. The
differences between clinical data of death and survival children were analyzed. The uniqueness of prognosis of
AML children was explored by using multivariate Cox regression model. Risk factors were established and the
predictive value of prognosis were evaluated by receiver operating characteristic curve (ROC curve). Results
The serum GDF15 level of AML children before and after treatment was significantly higher than that of the
control group (P <C0. 05),and the serum GDF15 level of AML children after treatment was significantly lower
than that before treatment (P<C0. 05). There were 33 all-cause deaths during follow-up. The serum levels of
GDF15 and the incidence of central nervous system leukemia(CNSL) in the death group were significantly

higher than those in the survival group (P<C0. 05) ,and the complete remission (CR) rate in the first course of
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treatment was significantly lower than that in the survival group (P <C0. 05). Serum GDF15 and CNSL after
treatment were independent risk factors for the prognosis of AML children (HR =28. 959,12, 284, P =0. 000,
0. 005). CR during the first course of treatment was an independent protective factor for the prognosis of AML
children (HR=0.174,P =0. 006). After treatment, the area under ROC curve (AUC) of serum GDFI15 in
predicting the prognosis of AML was significantly higher than that of CNSL and CR in the first course (Z=
2.179,2.031,P =0.029,0.042). The optimal threshold value was =>406. 351 ng/mL,with sensitivity and spe-
cificity of 97. 88% and 69. 23 % ,respectively. Conclusion Serum GDF15 is an independent risk factor affecting the

prognosis of AML children after treatment,and has a high predictive value for the prognosis of AML children.
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