Preventive Effects of Red Ginseng on an Aging Hallmark - Senescence
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ABSTRACT RESULTS
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Figure 1. Representative morphologies of senescence-associated f3-

BACKGROUND galactosidase (p-gal) stained (bluish-green color) primary mouse embryonic

fibroblasts (MEFs) with 0 Gy, 20 Gy, 20 Gy+RG (5 pg/mL) (scale bar = 100 uym)
Cellular senescence, one of the hallmarks of aging, refers to a permanent cell cycle (A) and SA-B-gal quantification plots based on staining density (B). B. Liver
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