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B CIMT R, &R ACIHA M S RS & -0 F 2 (Low density lipoprotein cholesterol, LDI-
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[ Abstract]  Objective  To investigate the complement Clqg/tumor necrosis factor-related protein-3
(CTRP3) and complement C1q/tumor necrosis factor-related protein-9 (CTRP9) level changes in serum of pa-
tients with acute cerebral infarction( ACI) and their correlation with carotid intima-media thickness (CIMT).
Methods A total of 102 patients with ACI admitted to our hospital from February 2016 to January 2019 were
selected for the study (ACI group), and 98 healthy persons in the same period were selected for the control a-
nalysis study (control group). The general data of the two groups were analyzed and compared, the serum
CTRP3 and CTRPY levels were detected by enzyme-linked immunosorbent assay (ELISA), the CIMT was de-
tected by color Doppler ultrasound. Pearson method was used to analyze the relationships between serum
CTRP3, CTRP9 levels and CIMT, and the relationship between CTRP3 and CTRP9 levels, and Logistic re-
gression analysis was used to analyze the influencing factors of CIMT in ACI patients. Results The low densi-
ty lipoprotein cholesterol (1LDIL-C), total cholesterol (TC) and triglyceride (TG) levels in ACI group were sig-
nificantly higher than those in control group (P<C0.05), the CTRP3, CTRPY and high density lipoprotein
cholesterol (HDL-C) levels in serum were significantly lower than those in the control group (P<C0. 05), and
CIMT was thicker than that in control group (P<C0. 05), the serum CTRP3 level of ACI patients was positive-
ly correlated with CTRP9 level (= 0. 490, P<0. 05), and the serum CTRP3 and CTRP9 levels were negative-
ly correlated with CIMT (r= —0. 461, — 0. 482, P<0. 05). TG, TC and LDL-C levels were risk factors of CI-
MT thickening in ACI patients (P<C0. 05), while HDL-C, CTRP3 and CTRPY levels were protective factors
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of CIMT thickening in ACI patients (P<<0. 05). Conclusion The serum CTRP3 and CTRP9 levels in patients
with ACI were significantly reduced. They might interact with CIMT, and jointly affect the development of

ACL

[Key words] Acute cerebral infarction Complement C1q/tumor necrosis factor-related protein 3/9 Ca-

rotid intima-media thickness
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7=0.490,P<0.05
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