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Abstract: Objective To explore the protective effect of Dan Lou tablets on ABi-.—induced brain microvascular
endothelial cells(BMEC) injury. Methods Rabbit BMEC were cultured in a complete medium containing 10% fetal
bovine serum and 1% penicillin/streptomycin, and divided into normal control group (C), model group (M AB;_s
model) and advanced glycosyl End product receptor (RAGE) neutralizing antibody group (RAGE—Ab), 24 hours
later, Western Blot was used to detect vascular cell adhesion molecule-1(VCAM-1), macrophage inflammatory
protein— 18 (MIP- 1) , and the expression of chemokine receptor—5 (CCR5). BMEC was cultured with Dan Lou
tablets medicated serum and divided into normal group(10% blank serum culture), model group(AB._« to establish
BMEC injury model), and low concentration drug group(10% Dan Lou tablets low concentration medicated serum-+
ABiw) , high—concentration drug group ( 10% Dan Lou tablets high—concentration medicated serum+AB, ) ,
24 hours later, the expression levels of the above factors in the cells of each group were determined by Western
Blot. Results Compared with the normal group, the expression of RAGE, VCAM-1, MIP-1f and CCRS in the
model group increased significantly (P <0.01), and the expression levels of various factors in the RAGE—Ab group
decreased significantly (P <0.01). Compared with the blank serum group, the expression of RAGE, VCAM-1,
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MIP- 18 and CCRS5 in the model group increased significantly (P <0.01). Compared with the model group, the
expression of RAGE, VCAM-1, MIP-1B and CCRS5 increased (P <0.001). Compared with the model group, the

expression of each factor in the serum group containing Dan Lou tablets was significantly reduced (P <0.01).

Conclusion The serum containing Dan Lou tablets can protect BMEC from damage induced by AR i-x. The
mechanism may be related to the inhibition of AB/RAGE-induced BMEC chemotaxis.

Keywords: Dan Lou tablets; brain microvascular endothelial cells; ABi4; Alzheimer’s disease; rabbits
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Figure 2 The expression of VCAM-1 in each group of cells(n=4)
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