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Supporting Information

Figure S1.  Steady-State kinetics of Human Neutrophil Elastase.  (A) Cuvette-based assay, 
(B) Plate-based assay.
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Figure S2.  Representative Dynafit Script for Progress Curve Analysis.
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Figure S3.  Homology Models of Selected R89 Mutants in EapH1 Bound to hNE.  (A) Interactions 
observed in the wild-type EapH1/hNE crystal, as drawn from PDB entry 4NZL.1 (B) Energy minimized 
homology model of R89Q EapH1/hNE, (C) Energy minimized homology model of R89K EapH1/hNE. 
EapH1 residues (normal font), hNE residues (italicized). EapH1 residues (carbon in cyan) are labeled with 
normal font, while hNE residues (carbon in purple) are labeled with italicized front. Potential polar 
interactions are depicted as orange dashes with associated distances given in Angstroms (Å).          


