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Table S1. Bacterial strains used in this work

Bacterial strain Features Reference

Acinetobacter baumannii 5075 (Ab5075)  highly virulent and multi-durg [1, 2]

resistant isolate

Pseudomonas aeruginosa PAO1 virulent ATCC BAA-47

P. aeruginosa PAO1AEcotin Ecotin deleted mutant Two-Allele Library PW5611
P. aeruginosa PAO1AWzz W?zz deleted mutant Two-Allele Library PW6290
P. aeruginosa PAO1AAprl Aprl deleted mutant Two-Allele Library PW3254
P. aeruginosa PA-14 Virulent strain BEI Resource NR-50573

Brucella melitensis 16MAvjbR

VjbR deleted mutant, virulence [3]
attenuated
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Figure S1. Effect of neutrophil elastase (NE) and human serum (HS) or Ampicillin on bacterial
killing. (A) Growth inhibition assays of the bacterial pathogens Pseudomonas aeruginosa PA-14,
PAOL, and Acinetobacter baumannii Ab5075 in the indicated concentrations of NE and HS. (B-C)
Combinatorial effect of NE and HS on the tested bacterial strains PAOI1 (B) and PA-14 (C). (D)
Heat-inactived HS fails to promote NE bacterial killing. (E) NE fails to promote Ab5075 killing in
the presence of Ampicillin at the indicated concentrations. Growth inhibition rate (GIR, %) =
[(Contrl ODeoo — treatment ODeoo)/Contrl ODe00]x100%. “[” or “]” and “(” or *“)” indicate inclusion
and exclusion, respectively. conc: concentration. Pictures froms a representative experiments of at
least three independent experiments. (F) Bacterial growth inhibition assays for the presence of HS
and/or NE in Mueller Hinton broth (MH) or cation-adjusted MH. Data represent mean + standard
error of the mean (SEM) from three independent experiments. **, ***: significance (compared to
the same NE and/or HS condition in MH or cation-adjusted MH broth) at p < 0.01 and 0.001,
respectively.
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Figure S2. Human neutrophil elastase (NE) does not induce host cell cytotoxicity. Human THP-1
cells were coincubated with (0.3 U/mL) or without NE at at 37°C for 24 hr. The treated cells were
than subjected to staining and fluoresence microscopy assay. (A) Fluoresence images showing
viable (blue) and dead (red and purple) THP-1 cells at 24 hr post incubation with or without human
NE. (B) Quantification of viable THP-1 cells at 24 hr post incubation with or without NE showing
in (A). Images represent one of three independent experiments. Statistical data express as mean +
SEM from three independent experiments. ns: no significan difference.



