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Abstract Flavonoids are a large group of polyphenolic compounds extensively existing in plants with
powerful biological properties. Until recently, various studies have shown the beneficial effects of flavonoids
in lipid metabolic disorders, suggesting a preventive and therapeutic effect on the diseases associated with
hyperlipidemia. It has been found that the mechanism of hypolipidemic effects by flavonoids may be mainly
related with regulation of intestinal lipid absorption and lipid metabolism in the liver. Moreover, sterol regulatory
element binding proteins (SREBPs) play a key role in the regulation processes as well as peroxisome proliferators
activated receptors (PPARs) and liver X receptors (LXRs). This review focuses on the hypolipidemic effects of

dietary flavonoids and their basic biochemical and molecular mechanisms. In addition, the potential problems in
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this research area are also discussed.
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Fig.1 The basic structure of flavonoid families (modified from reference [10])
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Fig.2 Absorption and metabolic pathways of main flavonoids (modified from reference [12])
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Table 1 Food sources, classification and structure of some dietary flavonoids (modified from references [3,11])

e/ LES WA

Dietary sources Class Flavonoids

Tea Flavan-3-ol ECG, EGC, EGCG

Apple, grape, peach, cocoa Flavan-3-ol (—)-Epicatechin, (+)-Catechin
Citrus, fruits Flavonone Hesperetin, naringenin, eriodictyol
Berries, cherries, apple, onion, tomato, Flavonol Quercetin, myricetin, kaempferol

broccoli, red wine

Celery, thyme Flavone
Blueberry, black beans Anthycyanidin
Soybean Isoflavone

Apigenin, luteolin
Delphinidin, malvidin, petunidin

Genistein, daidzein

ECG: JLAREE TN, EGC: RITE TILAHK; EGCG: R E T ILA R E TR
ECG: (-)-epicatechin-3-gallate; EGC: (—)-epigallocatechin; EGCG: (—)-epigallocatechin-3-gallate.
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Fig.3 Potential molecular mechanisms underlying the hypolipidemic effects by dietary flavonoids
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