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Abstract  Objective: To investigate the relationship between the chemotactic factor CCL21 and its receptor
CCR?7 and coronary vulnerable plaque. Method: A total of 180 patients underwent coronary angiography (CAG)
was included into three groups: acute coronary syndrome (ACS) group (n=60), stable angina pectoris (SAP)
group (n=60) and control group (patients with normal coronary angiography and without other evidence of ather-
osclerosis, n=60). ACS group and SAP group underwent intravascular ultrasound (IVUS) examination after
CAG. Double antibody sandwich enzyme linked immunosorbent assay (ELISA method) was used to detect the ser-
um levels of chemokine CCL21 and hs-CRP, flow cytometry was used to determin the expression of peripheral
CCRY7. Result:Serum levels of chemokine CCL21 concentration and expression of peripheral lymphocyte CCR7 had
significant difference in three groups (all P<C0.05). The area under the ROC curve of CCL21 was greater than
that of hs-CRP [(0.803+£0.027) : (0.716=40.021), P<C0.01]. TVUS results showed that ACS group mainly
had lipid plaque (65%), and SAP group mainly had fibrous plaque (57 % )accompanied by only13 % lipid plaque ( P
<Z0.01). The plaque load and vascular remodeling index in ACS group were significantly higher than those in SAP
group (both P<C0.01). The plaque load was significantly positively correlated with chemokine CCL.21 concentra-
tion (#=0.795, P<<0.01), and significantly negatively correlated with the expression of peripheral lymphocyte
surface CCR7 (+=—0. 693, P<(0.01). Conclusion: Chemokine CCL.21 and its receptor CCR7 are closely related to
coronary plaque vulnerability, and have more early diagnosis and prognosis values than hs-CRP.
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Table 1 General clinical data mmol/L, x4 s
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