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Abstract: Tea polyphenol is a general name of polyphenol compounds in the tea. It is the most potent antioxidant currently found,
with multi-biological functions. Research shows that tea polyphenol has many pharmacological and healthy effects, such as anti—
oxidant, anti-inflammatory, antitumor, radioprotective, antihyperlipidemic, and anti-aging. Tea polyphenol has become a hot
research topic in the pharmaceutical field. In recent years, some studies have shown that the antioxidant and anti— inflammatory

effects of tea polyphenol provide evidence of the prevention and treatment of osteoporosis. This review describes the effect of tea

polyphenol on osteoporosis as well as its possible mechanism.
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Fig.1 Active compounds in tea polyphenol ( From Chatterjee A et al. Green tea; A boon for periodontal and
general health. J Indian Soc Periodontol. 2012 16(2) :161467)
The active compounds in tea polyphenol are from a group of polyphenols called catechins .

Four catechins

presented in tea polyphenol are ; epigallocatechin gallate (EGCG ), epigallocatechin ( EGC), Epicatechin gallate

(ECG) , and epicatechin (EC)
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Green tea polyphenols
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T Antioxidant capacities(i.e.,GPX,SOD)
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(ie.,0,.H,0,,0H NO)
4 Pro-inflammatory mediator production
(e.g.,TNF-o,IL-6,PGE,)

a
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< >

+Bone formation
+ Bone resorption/erosion

-+ Bone mass(boné mineral density)
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-+ Risk for bone fracture
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(T[?’k'i H Chwand.i Shen et al , Green Tea and Bone Health .

Evidence from Laboratory Studies, Pharmacol Res. 2011

August; 64(2) : 155461)
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Fig.2 The process of tea polyphenol treats osteoporosis through

anti-oxidative stress and anti-inflammatory ( From Chwan-Li
Shen et al, Green Tea and Bone Health: Evidence from
Laboratory Studies , Pharmacol Res. 2011 August; 64(2): 155-
161)

Tea  polyphenol

counteracts with oxidative stress and

inflammation  through  increasing antioxidant capacities ,

inhibiting reactive oxygen species production and pro —
inflammatory mediator production. This effect can improve bone
formation and bone mass, at the same time it can decrease bone
resorption. ( GPX; Glutathione peroxidase ; SOD: superoxide
dismutase ; TNF-ec; tumor necrosis factor-ec; I[L-6: interleukin—

6; PGE2 . Prostaglandin E2)
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