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[Summary] Bile acids have been used for over 25 years for the therapy of dyslipidemia. Nonabsorbable
resins could chelate bile acids in the intestinal lumen as Bile Acids Sequestrant(BAS, colestyramine, colesevelam,
colestimide, colestipol) to regulate biles acids metabolism, decreasing their enterohepatic recirculation. BAS are
excreted in the feces and only a part of BAS was reabsorbed into the enterohepatic circulation. Bile acids have
been reported to regulate hepatic glucose metabolism, peripheral insulin sensitivity and energy metabolism by
FXR- and TGR5-dependent pathways. Several clinical studies have indicated the benefit of their cholesterol-
lowering effect for the prevention of coronary heart disease. Additionally, colesevelam hydrochloride (HCI) was
approved in 2008 as an adjunct to diet and exercise to improve glycemic control in adults with T2DM. The first
observation for such an effect of BAS came from a randomized, double-blind, crossover study in 1994 by Garg A,
et al. in which cholestyramine was administered to T2DM patients for 6 weeks and resulted in reduction of plasma
glucose levels and a tendency to lower glycosylated hemoglobin(HbA,¢) levels. Subsequent studies confirmed
colesevelam HCl improved glycemic control in patients with T2DM who were not adequately controlled by
insulin, sulfonylurea, or metformin therapy. Here we translated essential parts of some reports on BAS in the
following article.
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