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The global spread of antimicrobial-resistant bacteria has become a major international concern.
Among them, multidrug-resistant bacteria, including Acinetobacter, are becoming increasingly
problematic, creating an urgent need for new therapeutic strategies. In this study, we focused on the
infection microenvironment and inflammatory responses to explore potential new treatments for
multidrug-resistant Acinetobacter. Our analyses revealed that Acinetobacter LPS activates gasdermin
D in the cytosol in a caspase-11-dependent manner, leading to the release of intracellular inflammatory
mediators. Furthermore, because caspase-11 activation increased bacterial burdens in organs and
exacerbated disease severity, our findings suggest that caspase-11 may serve as a promising new
therapeutic target.
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