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[Abstract] Objective: To investigate the effect of Xuefu Zhuyu capsule and its disassembly prescription
on the formation and apoptosis of smooth muscle derived foam cells by in vitro experiment. Methods: Xuefu
Zhuyu capsule was divided into Huoxue (7& fz) formula| Honghua (safflower), Chaotaoren (fried peach kernel),
Niuxi (achyranthus), Jiegeng (platycodon platycodon), Shengdihuang (rehmannia), and Gancao (licorice)] and Liqi
(#A) formula [Zhiqiao (fructus aurantii), Chuanxiong (chuanxiong), Chiahu (bupleurum), Dangui (angelica
sinensis), Chishao (red peony) and Chaotaoren (fried peach kernel)]. The freeze —-dried powder of Huoxue
formula, Ligi formula and their mixture was prepared. Sodium palmitate was used to induce the foaming and
apoptosis of mouse smooth muscle cells (Movas), treating with drug intervention. CCK-8 was used to detect the
effect of drugs on Movas activity. Lipid phagocytosis and foaming were detected by oil red O staining.
Annexin V-PI was used to detect apoptosis. ROS was used to detect the release of reactive oxygen species.
Cell mitochondrial membrane potential was detected by JC—1. Results: With the increase of sodium palmitate

induction concentration, the lipid phagocytosis, relative foaming degree and apoptosis rate of Movas increased
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gradually. The apoptosis rate of Movas induced by 500 pmol/LL and 1 mmol/L. sodium palmitate reached over
60% (P<0.01). Mixed formula (1.6 mg/mL) and Liqi formula (800 pg/mL) inhibited Movas foaming significantly.
Huoxue formula and Liqi formula increased the survival rate of Movas at 800 pg/mL (P<0.01), inhibited the

early apoptosis rate of Movas

(P<0.01), inhibited the release of Movas ROS

(P<0.05), and increased the

mitochondrial membrane potential (P<0.05) significantly. Conclusion: Xuefu Zhuyu capsule and its disassembly

can inhibit the foam and apoptosis of smooth muscle cells induced by sodium palmitate, which may be related

to the inhibition of the activation of mitochondria and the release of ROS.
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