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Supporting information

Supplemental Figures

Figure S1. U20S-2RK cells exhibited more apoptosis than U20S-WT cells under DNA
damage.

Figure S2. The protein level of JUND was slightly increased upon DNA damage in U20S-
2RK cells but not in U20S-WT cells.

Figure S3. Another DDX3 inhibitor, AVN A, did not obviously increase the cell apoptosis
level or enhance the hnRNPK-DDX3 interaction during DNA damage.

Figure S4. RK-33 enhanced DNA damage-induced apoptosis in U20S cells.
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Figure S1. U20S-2RK cells exhibited more apoptosis than U20S-WT cells under DNA
damage. U20S-WT and U20S-2RK cells were treated with etoposide (50 uM) for 12 h.
Cells were collected and analyzed by TUNEL assay to determine the degree of

apoptosis using FACS.
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Figure S2. The protein level of JUND was slightly increased upon DNA damage in
U20S-2RK cells but not in U20S-WT cells. U20S-WT and U20S-2RK (R296/299K) cells
were treated with etoposide (50 uM) for 12 h. The resulting cells were collected and

analyzed to determine the protein levels of active caspase-3 and JUND.
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Figure S3. Another DDX3 inhibitor, AVN A, did not obviously increase the cell
apoptosis level or enhance the hnRNPK-DDX3 interaction during DNA damage. (A)
U20S-2RK cells were treated with etoposide only (50 uM), etoposide together with
RK-33 (5 uM), or AVN A (5, 10 and 20 uM) for 12 h. Cell lysates were collected and
analyzed for the expression levels of active caspase-3. (B) Under the same treatments
described above, cell lysates were collected at 4 h and the interaction between

hnRNPK and DDX3 was assessed.
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Figure S4. RK-33 enhanced DNA damage-induced apoptosis in U20S cells. U20S cells
were treated with etoposide only (50 uM), RK-33 only (5 uM) or etoposide/RK-33

together for 12 h. Cell lysates were collected to determine the protein levels of active

caspase-3.
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