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® NMR analysis suggest FYGL being a heteropolysaccharide with a and 8 linkages, the peaks
within 170 - 175 ppm in 13C NMR indicates protein present. The backbone is hyperbranced
polysaccharide and proteins are grafted. (Deng Pan, Ping Zhou,* et al. Carbohydrate Polymer, 2015, 117, 106-114.)
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Deng Pan, Ping Zhou,* et al. PLoS One, 2013, 8(7), e68332.

Mechanism of PTP1B target in vivo

PTP1B inhibition of FYGL in vitro
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PTP1B activity in skeletal muscle

PTP1B expression in skeletal muscle

e PTP1B inhibition IC., = 5.12 ng/mL

® Compared with control group, PTP1B expression and activity were inhibited dose-dependently
in FYGL group, also indicating that the target of FYGL is PTP1B in vivo.
Chendong Wang, Ping Zhou,* et al. Brit J Nutr, 2012, 108, 2014-2025.

e Lineweaver--Burk plots indicated FYGL is a competitive inhibitor of PTP1B.

Bao-Song Teng, Ping Zhou,* et al. J. Agric. Food Chem. 2011, 59(12), 6492-6500.
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