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Fig. 1 Structure of BDDPM
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Fig. 4 Hepatic glycogen synthesis enhancement effect of
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Fig. 5 The improvement of insulin resistance by BDDPM
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A study on hepatic glycogen synthesis and insulin resistance
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Abstract: Bis (2, 3-dibromo-4, 5-dihydroxy-phenyl)-methane (BDDPM) is a bromophenol compound with a new
structure extracted from the marine red algae Rhodomela confervoides. A previous study showed that BDDPM
could significantly inhibit PTP1B activity in vitro. In this research, we studied the effect of BDDPM on hepatic
glycogen synthesis ability and insulin resistance in HepG2 and C2C12 cells. The results reveal that 1-uM BDDPM
can significantly activate insulin signaling, enhance hepatic glycogen synthesis, and alleviate PA-induced insulin

resistance. As such, BDDPM has the potential to be developed as an anti-diabetic agent.
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