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FIR (FUSE binding protein -interacting repressor) is a transcriptional
repressor of the c-myc gene and its heterozygous mice develop T-ALL (T cell acute lymphoblastic
leukemia). In this study, Tandem Mass Tag (TMT) quantitative proteome analysis of thymic lymphoma
tissues in T-ALL model mice revealed that 648 proteins, involved in regulation of transcriptional
activity, DNA repair and replication, activation and proliferation of T cells, induction of
apoptosis, and so on, were up- or downregulated in T-ALL mice compared to normal mice. Above all,
pyruvate kinase (PK) M2 involved in tumor development and glucose metabolism was upregulated
expressed at protein and mRNA levels significantly (around 2.5 times; p<0.002).And also it was
confirmed FIR suppressed the expression of hnRNPALl involved in the switching of PKM1 and PKM2. Our
result suggested FIR would contribute to T-ALL development by participating in alternative splicing
of PK in T-ALL developed due to FIR haploinsufficiency.
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