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Figure 1. (A) Structure of the protein product translated by synthetic mMRNA construct predicted by AlphaFold3. (B) _ lme.( ours). _ ime (hours) o US19/742,500; PCT/US26/36792; 64/042,035
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1.1 controls S. aureus infection and protects rodent host cell health for over 72 hours in Chinese Hamster Ovary (CHO) cells, improved control of bacterial bioburden (GFP, green box) and protection of host cells (NIR, blue box) compared to AmMRNA 1.1 in human cells (E,F) Affiliations: ' comv-t Wound Infections Division, Naval Medical Research Command, Silver 3Spyu_ng, MD, USA; * The Henry M.
. . .. . . . . Jackson Foundation for the Advancement of Military Medicine, Bethesda, MD, USA,; ° Military Relevant Bacterial Diseases
purchased from ATCC. (D) AmRNA 1.1 controls S. aureus infection for ~20 hours in a human keratinocyte (HaCaT) cell line, AmRNA 1.3 did not improve antimicrobial efficacy compared to AmMRNA 1.1 the CHO cell line, however, host cell protection by AmMRNA 1.3 and Department, Naval Medical Research Center, Silver Spring, MD, USA:; 4 Biologics Research and Development Branch,
purchased from AddexBio. AmRNA 1.4 was comparable to AmMRNA 1.1. Walter Reed Army Institute of Research, Silver Spring, MD, USA
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