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Study on the Effect of IL —17 and Family Members in In - stent Restenosis after PCI.  Tang Qizhu, Liu Gaozhan, Liu Weiwei. Department
of Cardiology, Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective To investigate the role of IL — 17 and its family members in restenosis after coronary stent implantation.
Methods A total of 52 patients were enrolled. Thirty patients were selected as the observation group who underwent coronary stenting and
review coronary angiography, and 22 patients were selected with chest pain, palpitations and other symptoms who underwent coronary angi-
ography and were excluded coronary heart disease as control group. According to the coronary angiography, the observation group was di-
vided into restenosis group in 12 cases and non — restenosis group in 18 cases. Blood samples were collected for all patients before they un-
derwent coronary angiography. Meantime, we recorded the general condition of patients in the two group, the biochemical indexes and cor-
onary artery lesions, then determined and compared: IL - 17 serum level of patients in the observation group and the control group; IL —
17 serum level of patients in the restenosis group and non — restenosis group; IL - 17A,IL - 17B,IL - 17C,1IL - 17D, IL - 17F subtypes
serum level of patients in the restenosis group and non — restenosis group; the possible factors associated with restenosis by regression anal-
ysis. Results The IL — 17 level of the observation group was significantly higher than that of the control group (P <0.05). The IL - 17
level of the restenosis group was higher than that of the non — restenosis group, but the difference between them was not statistically signifi-
cant (P >0.05). The level of IL — 17A of the restenosis group was significantly higher than that of the control group (P <0.05) , howev-
er, the difference between the level of IL = 17B, IL = 17C, IL = 17D and IL - 17F in the two groups of patients had no significant( P >
0.05). The results of the Logistic regression analysis showed that coronary restenosis was only related to IL — 17A level, neither was the
patient’s age, gender and level of IL = 17. Conclusion 1L - 17 may be involved in the chronic inflammatory response after coronary stent
implantation. IL —17A is found closely associated with restenosis, and it is an independent risk factor of coronary artery in — stent resteno-
sis. The level of IL — 17A can be used as a predictive index of restenosis, and also can be used to make risk stratification of patients be-
fore they undergo coronary angiography.
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