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Betatrophin (ANGPTL8), also known as “ Lipasin” (lipoprotein lipase
inhibitor), has been reported as a dual-regulator of glucose and lipid metabolism, even if it may
not proliferate pancreatic beta cell in human. Functional variant R59W in betatrophin gene is common

in Japanese, but little is known about long-term impact of this gene variant, and also about the
effect of lipid-lowering drugs on this hormone.
Betatrophin R59W variant may be beneficial for healthy group, but was worsening genetic contributor
of metabolic disorder in presence of metabolic burden especially low LPL activity. On the impact of
R59W variant in 10 years follow up on glucose metabolism, betatrophin R59W variant was a
susceptibility factor of future diabetes mellitus with low LPL activity. Strong statin treatments
slightly decreased betatrophin levels, but effect sizes were minimal.
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