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Effect and mechanism of catechin on vascular calcification in rat models. FAN Xiao—rong ', TAN Xiao—qing', ZHANG
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[Abstract] Objective To observe the effect of catechin on vascular calcification in rat models. Methods Twen-
ty-four rats were randomly divided into normal, calcification, and calcification plus catechin groups (8 in each group). The
normal group was treated with normal saline and peanut oil on the day of modeling, the calcification group was induced by vi-
tamin D; plus nicotine, and the calcification plus catechin group was injected intraperitoneally with 2 nmol/(kg - d) cate-
chin for 4 weeks. Vascular calcification was detected by Von Kossa staining. Calcium content and alkaline phosphatase
(ALP) activity were determined by using calcium assay kit and alkaline phosphatase detection kit, respectively. The con-
tents of monocyte chemoattractant protein—1 (MCP-1) and tumor necrosis factor-a (TNF-a) in serum were determined
by radioimmunoassay. Results Rat models of vascular calcification were established by vitamin D; and nicotine. Com-
pared with the normal group, Von Kossa staining in the calcification group showed mass black granule deposited in aor-
ta, and the calcium content and ALP activity in calcified group were increased significantly (P<0.05). Meanwhile, in cal-
cification group, the expression of MCP-1 and TNF-a in serum was up-regulated significantly than that in the normal
group (P<0.05). The degree of calcification in calcification plus catechin group was improved significantly. In addi-
tion, the levels of MCP-1 and TNF-« in serum decreased significantly compared with the calcification group (P<
0.05). Conclusion Catechin can improve vascular calcification in rats, which may be related to the down-regulation of
MCP-1 and TNF-a expression.

[Key words] Catechin; Vascular calcification; Inflammatory factors; Monocyte chemoattractant protein—1
(MCP-1); Tumor necrosis factor-a (TNF-a)
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[Abstract] Objective To investigate the effects of microRNA-140-3p (miR-140-3p) on the proliferation, mi-
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