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Meet the lab Lab overview: transcriptional profiling for diagnostics and discovery in infectious diseases

Project 1: genotypic and phenotypic antibiotic susceptibility testing through RNA detection _ _
The PI: (GoPhAST-R) We use standard tools of molecular microbiology, coupled
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The lab:

Project 3: Investigating mechanisms

Project 1: Novel approaches for rapid Project 2: Single-cell transcriptional
antibiotic susceptibility testing profiling of iImmune cells In sepsis

of carbapenem resistance
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resistance to carbapenems is crucial
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