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(Abstract] Objective To observe the effect of Ziyin Jiedu decoction on the damage of human umbilical vein endothelial
cell (HUVEC) induced by AGEs and the change of RAGE/NF-kB/mTOR pathway, and to explore the protective effect of this
prescription on AGEs—induced VEC injury. Methods The damage of HUVEC cells were induced by 100 mg/mL AGEs and
randomly divided into seven groups. Three of these groups excepted blank group were added RAGE inhibitors FPS-ZM1, NF-
kB inhibitor PDTC and mTOR inhibitor rapamycin (RAP) respectively, and the remaining three groups were treated with
RAGE inhibitor FPS-ZM1, NF-kB inhibitor PDTC and mTOR inhibitor rapamycin (RAP) then added 50mg/mL concentrated
Ziyin Huoxue Jiedu decoction to test. The expression of RAGE and mTOR was detected by Western—blot, and NF-kB nuclear
translocation was detected by immunohistochemistry. Results The cells added with AGEs show abnormal growth, such
as metamorphosis and shrink cells, membrane with hazy outline, roughness particles, which increase obviously. with increased
cells. Inhibitor group and inhibitor added with Chinese medicine group could reverse this lesion with different degree. Inhibitor
added with Chinese medicine group showed manny fusiform normal cells and few round and shrink cells. The expression of
RAGE in inhibitor added with Chinese medicine group showed an obvious increase than inhibitor group (P<0.01). The expres-
sion of mTOR in inhibitor added with Chinese medicine group showed a significant increase than inhibitor group (P<0.01).
The positive detection rate of NF—kB drug—containing inhibitor was significantly lower than that of inhibitor group (P<0.01).
Conclusion Ziyin Huoxue Jiedu decoction could reduce VEC damage induced by AGEs, and also could decrease the expres-
sion of RAGE, NF-kB, mTOR.
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