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[ABSTRACT] Amm To mvestigate the effect ofUncaria akaloids on protecting rat vascular endothelial cells and n-

hibiting cell senescence

M ethods A gingmodel of rat aortic endothelial cells (REAC) was established by D-galac-

tose  Treated w ith Uncaria alkaloids and Captopri] separately then the aging vascular endothelial cellm orphology were

observated by scanning electron m icroscopy, vascular endothelial cell senescence rate w as detem inated by B-galactosidase

staining method and telan erase activity was detem nated by PCR-ELISA m ethod

Results REAC cell momphology

treated w ith Uncaria akaloids or captopril was significantly inproved B-galactosidase expression and telan erase activity

were significantly decreased (P < 0.05).

The effects of each dose group of Uncaria akaloids were medium dose> low

dose> high dose suggesting that hich dose of Uncaria akaloids ( > 400mg/L) may have a certain degree of cytotox icity

and the best dose of Uncaria alkaloids dose was 200 mg /L

thelial cell senescence and protect vascular endothelium.
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Figure 1. Culture and vWF immunohistochemical identification of RAEC
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Figure 2. Ultrastructure of RAEC
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Figure 3. B-galactosidase staining of RAEC
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Table 1. The rate of aging cells in every group
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Table 2. Telan erase activity in every group
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