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Protective Effects of Stilbene Glycoside on Vascular Dysfunction Induced by Homocysteine

Qiaochong Qin  Xin Zhang Min Jia
Institute of Basic and Translational Medicine, Xi'an Medical College
[Abstract] Objective: To investigate the protective effects of stilbene glycoside on vascular damage induced by
homocysteine. Methods: Ex vivo organ segment culture method was adopted, where blood vessel segments
were co—treated with homocysteine and various concentrations of stilbene glycoside. The DMT Myograph
system was used to record changes in ex vivo vascular tension stimulated by vasoconstrictors such as K+, PE,
and 5—HT. A mouse model of hyperhomocysteinemia (HHcy) was established and randomly divided into
five groups: control group, HHcy model group, low—dose stilbene glycoside group (40 mg/kg),
medium—dose stilbene glycoside group (80 mg/kg), and high—dose stilbene glycoside group (160 mg/kg).
After treatment, ELISA was used to detect blood levels of Ang I, AD, NE, and 5—HT. Histopathological
examination was performed to assess the morphological structure of aortic and arteriolar blood vessels, as well
as the deposition of vascular smooth muscle fibers and collagen protein in each group. Results: Stilbene
glycoside at different concentrations significantly inhibited the sensitivity of vascular smooth muscle cells to
vasoconstrictors in vitro. It also reduced Ang Il levels in the blood of HHcy model mice. After
administration of stilbene glycoside, collagen fiber deposition decreased in the aorta and arterioles of model
mice, while elastic fibers increased in arterioles. Conclusion: Stilbene glycoside can reduce the sensitivity of
vascular smooth muscle to vasoconstrictors induced by Hcy, inhibit the vasoconstrictive effects of such
substances, and lower Ang Il levels in HHcy model mice. Additionally, it can improve microarterial damage
caused by HHcy, with a significantly stronger protective effect on microarteries compared to larger blood
vessels.
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