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Effect of asymmetric dimethylarginine in forming course of instent restenosis after cerebrovascular stenting
WU Yun-hu® ,2WANG Dan-hua*
(Kunming Medical University  Kunming ,Yunnan 650000, China)

Abstract: Objective To investigate the correlation between endogenous inhibitor of nitric oxide synthase asymmetricdime thyl-
arginine(ADMA) and in-stent restenosis in the patients with endovascular stenting. Methods A total of 105 patients were enrolled
and divided into two groups. Control group:74 patients with percutaneous transluminal stent angioplasty but without in-stent rest-
enosis(ISR) ,in which 32 patients openings in internal carotid artery,middle cerebral artery 11.the subclavian artery 7,openings in
vertebral artery 15; application of the umbrella in 26 cases. Observation groups:31 patients with ISR, in which openings in internal
carotid artery 13,the subclavian artery 2, middle cerebral artery 7,openings in vertebral artery 9;application of the umbrella in 6 ca-
ses. The patients were clinically followed-up for a mean of 18. 5 months (ranged 3—41 months) for angiography once and laborato-
ry parameters. Results Compared with the serum ADMA level of control group(1. 632-0. 68) umol/L, that of observation group(3.
237+0. 41) pmol/L was significantly higher(P<C0. 01). The serum NO level of observation group[ (23. 8347. 15) umol/L] was sig-
nificantly lower than that of control group [ (32.87=46. 72) umol/L7], (P<C0. 01). The difference of the serum ADMA and NO level
before treatment between two groups was not statistically significant(P=0. 279). There was no significant difference in mean age,
gender, treatment, angiographic feature and clinical features between two group(P>>0. 05). However, there was significant differ-

The serum AD-

MA is positively correlated to the degree of in-stent restenosis and NO is negatively correlated to the degree of ISR. It is important

ence between two groups in the rate of ISR in openings in vertebral artery and middle cerebral artery. Conclusion

for the diagnosis,therapy and estimation of ISR to observe the changes of the serum ADMA and NO level.
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