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Supplementary Figures with captions 

 

 

Figure S1. Bone marrow biopsies for AML patients (Wright–Giemsa 

staining).10×100 (a) Bone marrow biopsy for M2 AML patient. (b) Bone marrow 

biopsy for M3 AML patient. 

 

 

 

Figure S2. Growth of HL60 (a) and NB4 (b) cells.10 × 40 



 

Figure S3. Growth of HL60 (ab) cells and NB4 (cd) under an inverted 

microscope by using fluorescence microscopy after transfection for 72h. 10 × 10 

 

 

 

Figure S4. The growth inhibition rate (a) and cell death rate (b) in wild-type 

HL60 cells treated with Ara-C and combined with GANT61 or LY294002 


