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W EOX A3 M, M8 R, FTHABTE L THE EARBHE R[50 mg/(kg - d) ] AT A
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Roles and Mechanism Study on Danlou Pill for Preventing In-Stent Restenosis of Atherosclerosis
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ABSTRACT Objective To observe roles and posible mechanism of Danlou Pill (DLP) for preven-
ting bare metal stent (BMS) in-stent restenosis (ISR) of atherosclerosis rabbits, and to study potential
mechanisms. Methods Abdominal aorta atherosclerosis model was established in 30 Japanese big ear
rabbits by balloon injury and high-fat diet feeding after they took aspirin (25 mg/d) for 3 days. Four weeks
later arteriography showed abdominal aorta atherosclerosis >30% occurred in 24 rabbits. After implanting
bare metal stents, the rabbits were randomly divided into 3 groups, the blank control group, the conven-
tional treatment group, and the DLP group, 8 in each group. Rabbits in the conventional treatment group
were administered with aspirin [50 mg/(kg - d), clopidogrel [25 mg/(kg - d) ], and rosuvastain [1 mg/
(kg - d)] by gastrogavage. Rabbits in the DLP group were additionally administered with DLP [0.5 g/(kg
- d) ] by gastrogavage. Equal volume of normal saline was administered to rabbits of the blank control
group. The administration lasted for 4 successive weeks. Rabbits were examined by abdominal aorta ( op-
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tical coherence mography, OCT) 4 weeks later. All stent-implanted arteries in these animals were evalua-
ted by histology. Blood lipids and inflammatory factors were detected as well. HE staining was performed
after sampling. p-AKT protein expression was detected by Western blot. Results At post-PCIl 4 weeks,
TG, TC, LDL-C, Hs-CRP, M and TNF-a all significantly decreased in the conventional treatment group
and the DLP group, when compared with pre-PCl in the same group as well as the blank control group at
the same time point (P <0.01). Moreover, TC levels were lower in the DLP group than in the conventional
treatment group (P <0.05). OCT and HE staining analyses showed as compared with the blank control
group, the hyperplasia of neointima was symmetric, the degrees of neointima hyperplasia and luminal
stenosis were attenuated (all P <0.01). The effects of DLP was superior to those of the conventional
treatment group, but with no statistical difference between the two groups (P >0.05). Western blot
showed that p-Akt expression significantly decreased in the conventional treatment group and the DLP
group, as compared with the blank control group (all P <0.01), but with no statistical difference between

the former two groups (P >0.05). Conclusion

DLP could prevent ISR after implanting bare metal stents

possibly by lowering inflammatory reactions and inhibiting AKT signal pathways.
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BIKRAERE AL B2 . Bl K 52 BRI L 4 B 0 2 ) 45 )
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