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Effects of angiotensin enzemy inhibitor on the function of dendritic cells of atherosclerotic mice”
LV Yong-heng, CHEN Qi, LI Hong-zhan, et al.
(Clinical Department of Combination of TCM with Western College of Chinese Medicine,
Southern Medical University, Guangzhou 510315, China)

Abstract: Objective To investigate the functional state of dendritic cells (DCs) in atherosclerotic mice and the intervention
effects of angiotensin enzemy inhibitor(ACEID). Methods 30 mices were divided into three groups and loaded with different diet.
DCs were derived from monocytes of atherosclerotic mice upon culture with interleukin(IL.)-4 and granulocyte macrophage colony
stimulating factor(GM-CSF). Surface co-stimulatory factor CD86(B7-2) of DCs were assessed by flow cytometry. Immunostimula-
tory capacity was measured by mixed lymphocyte reaction(MLR). ELISA was used to analyze the level of cytokines (II.-18, TNF-
a) in the medium of MLR. Results Much more CD86 was expressed on DCs of atherosclerotic mice, and the stimulating capacity of
DCs in MLR was higher, and inflammatory cytokines in the medium of MLR increased, compared with normal group. Compared
with AS group, DCs differentiated in the presence of enalapril(enalapril DCs) had decreased expression of CD86, and allogenic T
lymphocyte responses were markedly impaired when enalapril DCs were used as stimulator cells. Inflammatory cytokines in the me-
dium of MLR were reduced. Conclusion DCs of atherosclerotic mice are activated, which may play an important role in the pro-
gress of AS. ACEI has a profound inhibitory effect on DCs function, which may be one of its mechanisms in the prevention of ather-

osclerosis(AS).
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