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[Abstract] Objective To investigate the relationship between serum Complement-C1q TNF-related pro-
tein 3 (CTRP3), Complement-Clq TNF-related protein 9 (CTRP9) levels and in-stent restenosis (ISR) after
carotid artery stenting (CAS) in cerebral ischemic stroke (CIS) patients. Methods 234 patients with CIS
treated in Langfang people’s Hospital from February 2018 to February 2021 were selected as CIS group, of
which patients with ISR within 1 year after CAS were selected as ISR group (42 cases) and patients without
ISR were selected as NISR group (192 cases). In addition, 85 healthy persons in the same period were selected
as the control group. The levels of serum CTRP3, CTRPY were measured in patients with CIS before CAS and
in healthy subjects during physical examination; collect the clinical data of CIS patients; analyze the correlation
between the levels of serum CTRP3, CTRPY in patients with CIS and clinical indicators, influencing factors of
ISR after CAS, and predictive value of serum CTRP3 and CTRP9 levels for ISR after CAS in patients with
CIS. Results Compared with the control group, the levels of serum CTRP3 and CTRP9 in CIS group de-
creased (P<C0.05); compared with NISR group, the levels of serum CTRP3 and CTRP9 in ISR group de-
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creased, and the proportion of preoperative high sensitivity-C reactive protein (hs-CRP), preoperative leuko-
cyte count, preoperative neutrophil count, number of supports and proportion of residual stenosis increased (P
<C0. 05); the levels of serum CTRP3 and CTRPY in patients with CIS were negatively correlated with preoper-
ative hs-CRP, preoperative leukocyte count, preoperative neutrophil count, number of supports and degree of
residual stenosis (P<C0. 05); the large number of supports, the low level of serum CTRP3 and CTRP9 were
the risk factors of ISR after CAS in patients with CIS (P<C0. 05); the areas under curve of serum CTRP3,
CTRP9 and their combination in predicting ISR after CAS in patients with CIS were 0. 811, 0. 798 and 0. 934
respectively, the predictive value of their combination was significantly higher than that of a single index (P<C
0.05). Conclusion The abnormal decrease of preoperative serum CTRP3 and CTRP9 levels is related to ISR
after CAS in patients with CIS, which can be used as a biological index for the evaluation of prognosis after
CAS in patients with CIS,

[Key words] Complement-Clq TNF-related protein 3 Complement-Clq TNF-related protein 9 Cere-

bral ischemic stroke Carotid artery stenting In-stent restenosis
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