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The fliR gene contributes to the virulence of S. marcescens in a Drosophila intestinal infection model.

Scientific Reports, 2022, 12, 3068.

The Phenylacetic Acid Catabolic Pathway Regulates Antibiotic and Oxidative Stress Responses in
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InvL, an Invasin-Like Adhesin, Is a Type Il Secretion System Substrate Required for Acinetobacter
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Evolutionarily stable gene clusters shed light on the common grounds of pathogenicity in the

Acinetobacter calcoaceticus-baumannii complex. PLoS Genetics, 2022, 18, e1010020. 3.5 10

Capsule carbohydrate structure determines virulence in Acinetobacter baumannii. PLoS Pathogens,
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Modern Acinetobacter baumannii clinical isolates replicate inside spacious vacuoles and egress from
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Plasmid-Encoded H-NS Controls Extracellular Matrix Composition in a Modern <i>Acinetobacter
baumannii</i> Urinary Isolate. Journal of Bacteriology, 2021, 203, e0027721.

Peptidoglycan editing provides immunity to <i>Acinetobacter baumannii</i> during bacterial warfare.
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The Glycoprotease CpaA Secreted by Medically Relevant Acinetobacter Species Targets
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Urinary tract colonization is enhanced by a plasmid that regulates uropathogenic Acinetobacter
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Multidrug-resistant plasmids repress chromosomally encoded T6SS to enable their dissemination.
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Pathogenic Acinetobacter species have a functional type | secretion system and contact-dependent
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A pore-forming toxin enables<i>Serratia</i>a nonlytic egress from host cells. Cellular Microbiology,
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Serratia marcescens ShlA Pore-Forming Toxin Is Responsible for Early Induction of Autophagy in Host
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