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Figure S1: RMSD curves for VP24 KPNA5 complex trajectories. A) Ebola (black line) and Reston
(red line) in complex with KPNA5 are shown. The Reston complex showed a higher RMSD that could
be explained with the suboptimal binding between the two monomers (red line), while the EBOV
complex showed a lower RMSD during the whole 600 ns trajectory, meaning a greater stability of the
complex. B) For Ebola VP24 in complex with KPNAS5 for wild type and the set of mutated Ebola VP24
proteins.
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Figure S2: DSSP graphs for the two wild type complexes. On the left side of the graph, the evolution
of the EBOV secondary structure is shown in EBOV VP24 (on the top) and KPNA5 (on the bottom).
On the right side, the evolution of the RESTV secondary structure is shown for RESTV VP24 (on the
top of the graph) and KPNA5 (on the bottom). Residues at the interfaces are mapped in yellow

circles.
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Local error of structural alphabet fit. The RMSD distribution per fragment position was

Figure S3

RESTV

R137A EBOV VP24 and KPNA5 and c)

, )

calculated for a) WT EBOV VP24 and KPNA5

VP24 and KPNA5.
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Figure S4: Hydrogen bonding in the Ebola and Reston virus VP24 complexes with KPNAS.
Probability distribution of the number of H-bonds at the interface during the simulation for
Ebola virus VP24- KPNA5 complex (black) and for Reston virus VP24- KPNAS5 (red).



