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[Abstract] Objective: To investigate the effect of estrogen on vascular calcification in rats.

Methods: Fourty female SD rats were randomly divided into 5 groups with 8 rats in each group. The
blank control group was given normal feeding. Except of the mice in the sham operated calcification
group (the same volume of adipose tissue around the ovary was removed), mice underwent bilateral
ovaries resection in the ovariectomized and calcification group, the -estradiol (E,) solvent control group
and the E, intervention group. After operation, the vascular calcification model was established by
injecting vitamin D; 300 000 U « kg™' « d™' for 3 days. E, solvent control group and E, intervention
group were given corn oil (solvent) or E, 50 pg « kg™' < d7' intraperitoneal injection for 28 days,
separately. Blood samples were collected from abdominal aorta to detect serum calcium concentration and

E, concentration. Von Kossa staining was used to detect vascular calcification in isolated aorta; real-time
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PCR and Western blot were used to detect the expression of mRNA and protein of runt-related
transcription factor 2 (Runx2).  Results: The level of serum E, in sham operated calcification group,
ovariectomized calcification group, E, solvent control group and E, intervention group was significantly
lower than that of blank control group (all P<0. 01), and serum E, level in E, intervention group was
higher than that in E, solvent control group (P <C0. 01). Von Kossa staining showed that in
ovariectomized and vascular calcified rats, there were black particles deposited in different degree in the
elastic layer of blood vessels, and the elastic layer was tortuous and broken, and even a large range of
tears could be seen in media. The deposition of black particles and degree of vascular calcification in E,
intervention group were significantly lower than that in E, solvent control group (both P<C0. 05). The
results of real-time PCR and western blot showed that the mRNA and protein expression levels of Runx2
in ovariectomized and vascular calcified rats were significantly lower than those in the blank control group

(all P<C0.05), and the mRNA and protein expression levels of Runx2 in E, intervention group were

significantly lower than those in E, solvent control group (P<C0. 05).

vascular calcification by decreasing the expression of Runx2.

Conclusions: E; may inhibit
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