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The predictive values of sphingosine-1-phosphate and adiponectin in patients with in-stent restenosis "
Yang Haiyan',]ing Xiaodong® ,Xiong Yan' ,Wang Xichun',Chen Yong'®
(1. Department of Geriatrics sthe Third People’s Hospital of Chongqing City .Chongqing 400014 .China ;2. Department of
Cardiology,the Second Af filiated Hospital of Chongqing Medical University ,Chongqing 400013, China)

Abstract; Objective To investigate the predictive value of sphingosine-1-phosphate (S1P) and adiponectin after coronary stent
implantation. Methods Fifty patients confirmed by coronary angiography with in-stent restenosis were selected as in-stent resteno-
sis group while 50 patients without in-stent restenosis were chose as control group. All cases were detected with the density of their
serum S1P, HDL-S1P, adiponectin and 1L.-18 and analyzed relevance to in-stent restenosis. Results Compared with the control
group,serum S1P in in-stent restenosis group were lower [ (96. 10£26. 33)ng/mL wvs. (113. 40232, 72)ng/mL, P<C0. 01],and the
levels of HDL-S1P and adiponectin were also significant lower [ (32. 81 £ 10. 02) ng/mL ws. (42. 724 11. 75) ng/mL, P<0. 01;
(7.384+2. 11) mg/L ws. (9.254 3.29) mg/L, P<{0. 01]. IL-18 levels between the two groups had no significantly difference
[(258.15482.19)ng/L ws. (224. 98484. 15)ng/L,P>0. 05]. Adiponectin showed a positive correlation between S1P (r=0. 712,
P<C0.05) and HDL-S1P (+=0. 821,P<C0. 01). Conclusion S1P and adiponectin could be independent predictive factor of coronary
stent restenosis.and high concentrations of S1P and adiponectin may reduce risk of in-stent restenosis in patients with stenting per-
cutaneous coronary intervention (PCI).
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