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Effect of Tanyu Tongzhi Recipe on Angiogenesis in Atherosclerosis Plaque Rats by Regulating
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ABSTRACT Objective To observe the inhibitory effect of Tanyu Tongzhi Recipe (TYTZR) on
plaque angiogenesis, and to observe the regulatory mechanism of PPARYy/NF-kB pathways in its process.
Methods  Fifty Wistar rats were randomly divided into 5 groups, i.e., the blank control group, the model
group, the rosiglitazone group, the low dose TYTZR group, the high dose TYTZR group, 10 in each group.
Rats in the blank control group were fed with basic forage, while those in the rest 4 groups were fed with
high fat + vitamin D, overload + balloon injury of arterial intima to establish atherosclerosis (AS) rat mod-
el. Rats in the blank control and the model group were administered with normal saline (4 mL) by gastro-
gavage. Rats in the rosiglitazone group were fed with rosiglitazone at the daily dose of 3 mg/kg by gastro-
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gavage. Rats in low and high dose TYTZR groups were fed with TYTZR crude drug at the daily dose of 7. 5
and 30. 0 g/kg respectively by gastrogavage. All treatment lasted for 6 successive weeks. Blood lipids
(TC, TG, LDL-C) and inflammatory factors[ C-reactive protein (CRP), IL-1, monocyte chemotactic pro-
tein-1 (MCP-1) ] were measured. The density of neovessels was observed by immunohistochemical stai-
ning CD31. The protein expression levels of PPARy and NF-«B in aorta were detected by Western blot. Cor-
relation analyses were performed between protein expression levels of PPARy and NF-kB in each group.
(1) Compared with the blank control group, the levels of TC, CRP, IL-1, and MCP-1 significantly
increased in model group (P <0.05). Compared with the model group, the levels of TC and LDL-C signifi-

Results

cantly decreased in the high dose TYTZR group (P <0.05) ; the levels of TC and TG significantly decreased
in the rosiglitazone group (P <0.05) ; expression levels of CRP, IL-1, and MCP-1 significantly decreased in
the high dose TYTZR group and the rosiglitazone group (P <0.05). (2) CD31 immunohistochemical staining
showed that the expression of angiogenesis was the richest in the model group, as compared with the
blank control group (P <0.05). Compared with the model group, the density of neovessels in plagues de-
creased significantly in each intervention group (P <0.05). (3) Compared with the blank control group, the
expression levels of PPARy protein decreased (P <0.05) and the level of NF-kB protein increased (P <
0.05) in the model group. Compared with the model group, the protein expression level of PPARYy increased
and the protein expression of NF-kB decreased in the rosiglitazone group, high and low dose TYTZR groups
(P <0.05). Negative correlation existed between the protein expression level of PPARy and the protein ex-
pression level of NF-kB (r = -0.635, P <0.05). Conclusions
flammatory, and antiangiogenic effect. The activation of PPARy/NF-kB pathways might be one of the mech-

TYTZR had the roles of lipid lowering, anti-in-

anisms of TYTZR for inhibiting plaque angiogenesis.
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