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A. Western blotting of endogenous HIF-1a and CHK2 in WT or CHK2-KO HEK293 treated with an
increasing amount of FG4592 for 6 h.

B. The relative intensities of HIF-1a in A determined by normalizing the intensities of HIF-1a to the
intensities of B-actin.

C. Western blotting of endogenous HIF-1a and CHK2 in WT or CHK2-KO HEK?293 treated with an
increasing time of FG4592 (100 pM).

D. The relative intensities of HIF-1a in C determined by normalizing the intensities of HIF-1a to the
intensities of B-actin.
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A-B. Co-IP of endogenous CHK2 with HIF-1a in HEK293 cells under normoxia (21% O2) and
hypoxia (1% O2).
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A. Schematic of CHK2 domains.
B. Schematic of HIF-1a domains.
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Fig.S4
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SDS-PAGE gel of the bands in in vitro CHK2 kinase assay. No significant difference can be
observed in migration between unphosphorylated and phosphorylated forms of the HIF-1a protein.



