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Inhibitory Effect and Mechanism of Azilsartan Medoxomil on Carotid Artery Intimal Hyperplasia in Balloon - Injured Rats. Yin jiayu,Xia
Yong. Institute of Cardiovascular Diseases, Xuzhou Medical College, Jiangsu 221006 ,China

Abstract Objective To investigate the inhibitory effect of a new antihypertensive drug on carotid artery intimal hyperplasia in bal-
loon — injured rats and its possible mechanism. Methods A total of 48 SD rats were randomly divided as follows: sham operation group,
model group,low — dose Azilsartan medoxomil group and high — dose Azilsartan medoxomil group(n =12). The rats in sham operateion
group and model group were treated by by gavage with 3ml normal saline every day,and rats in low — dose Azilsartan medoxomil group and
high — dose Azilsartan medoxomil group were treated by by gavage at adose of 2mg/kg and 4mg/kg Azilsartan medoxomil(3ml) every day.
14 and 28 days after operation,we can observe the morphological changes of the injured arteries by HE staining and measure intimal area
(TA) ,medial area( MA) ,the intimal/medial area ratio(IA/MA). The expression of PCNA ,TLR4 ,NF - kB p65 in each group were detec-
ted by immunohistochemistry and the plasma level of TNF — o, 1L — 6 were detected by enzyme - linked immunosorbent assay ( ELISA ).
Results Compared with the model group,the intimal area and the intimal / medial area ratio were significantly reduced in the low — dose
group and hige — dose group (P <0.05). The expression of PCNA, TLR4 and NF — kB p65 in carotid artery were significantly lower ( P
<0.05). The plasma level of TNF — o \IL — 6 were significantly lower (P <0.05). Compared with the sham operation group, the intimal
area and the intimal/medial area ratio were significantly increased in the operation group (P <0.05)and the expression of PCNA, TLR4
and NF — kB p65 in carotid artery were significantly increased (P <0.05). The plasma level of TNF — o . IL — 6 were significantly in-
creased (P <0.05). Conclusion Azilsartan medoxomil can alleviate the incidence of vascular restenosis. The mechanism of action pos-
sibly was related to reducing the expression of inflammatory factors such as TNF — o, IL —6 by TLR4/NF — kB pathway and inhibiting the
carotid artery intimal hyperplasia.
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