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Abstract
body, and to compare the differences of the effects of two crude extracts on oxidation protection ability of gastric mucosa epithelial cell. [ Meth-
od] Crude crude polysaccharides were extracted by water-extraction and alcohol-precipitation method. Glucose content was detected by phenol-
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[ Objective | To compare the physicochemical properties of crude polysaccharides compare of Hercium erinaceus mycelium and fruit

sulphuric acid method ; uronic acid content was detected by m-hydroxydiphenyl method; and protein content was detected by BCA method.
Culture medium containing certain content of polysaccharides compare was added into each group. After cultivated for 12, 24 and 48 h, cul-
ture medium containing hydrogen peroxide was added. Viability of cells was detected by MTT. [ Result] Glucose contents in mycelium and
fruit body were 49.5% and 44.5% , respectively. The uronic acid contents were 22.01% and 29.23% ; protein contents were 27.69% and
23.54% . The inhibitory rates of mycelium group at 12, 24 and 48 h were 75.1% , 68. 1% and 16.9% , respectively; those of fruit body were
70.2% , 61.8% and 16.7% , respectively. [ Conclusion] In the crude crude polysaccharides of mycelium and fruit body of Hercium erina-
ceus, contents of uronic acid, glucose and protein are close. Crude polysaccharides of fruit body have stronger antioxidant activity than extracts
of mycelium in short term, but there were no differences in long term.
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