EX-VIVO BLOOD ASSAYS DEMONSTRATE SYSTEMIC ANTI-INFLAMMATORY ACTIVITY OF G1090N, A
% NOVEL FORMULATION OF NITAZOXANIDE; AND SUPPORT FURTHER CLINICAL EVALUATION IN ACLF
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BACKGROUND & AlIM RESULTS
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or pathogen-associated molecular patterns (PAMPs) such as lipopolysaccharide (LPS), is a key driver of ACLF?
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