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vasorelaxation experiments. (A) Aortic % relaxation with increasing doses of acetylcholine
(ach). (B) Concentration of Ach at 50% the maximal relaxation. (C) Aortic % relaxation with
Increasing doses of sodium nitroprusside (SNP). (D) Concentration of SNP at 50% the maximal
relaxation. Vasorelaxation was significantly blunted in the alcohol control animals. This loss of
endothelial dependent vasorelaxation was significantly restored in the presence of probiotic
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