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Correlation between monocyte chemoattractant protein 1 and tumor necrosis
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[Abstract] Objective To explore the correlation between monocyte chemoattractant protein 1(MCP-1)
and tumor necrosis factor « (TNF-o ) with vulnerability of coronary atherosclerotic plaques and their diagnos-
tic value in unstable plaques of coronary heart disease. Methods A total of 98 patients with coronary heart
disease diagnosed by coronary angiography (CAG) in our hospital from August 2010 to August 2016 were se-
lected as the research subjects and divided into the unstable plaques group(53 cases) and stable plaques group
(45 cases) according to the IVUS results. At the same time,50 persons undergoing healthy physical examina-
tion were selected as the control group. The levels of plasma MCP-1 and TNF-q were compared among the
three groups,and their correlation with the traditional risk factors of coronary heart disease was analyzed. The
ROC curve was adopted to explore the diagnostic value of MCP-1 and TNF-¢ in unstable plaque of coronary
heart disease. Results The levels of plasma MCP-1 and TNF-q in the unstable plaques group were significant-
ly higher than those in the stable plaques group (P<C0. 05) ,moreover the levels of plasma MCP-1 and TNF-«
in the unstable plaques group and stable plaques group were significantly higher than those in the normal con-
trol group (P<C0. 05) ;the level of MCP-1 was positively correlated with age, uric acid, BMI, TC, LDL-C, TNF-
a and CK-MB(r=0. 203,0. 169,0. 189,0. 187,0. 258,0. 437,0. 696) ,and the level of TNF-q was positively cor-
related with uric acid, BMI, TC,LDL-C and CK-MB (r=0. 133,0. 153,0. 362,0. 586,0. 411), and was nega-
tively correlated with HDL-C (—0. 351) ; the sensitivity of single MCP-1 and TNF-q for detecting unstable
plaque of coronary artery disease were 0. 833 and 0. 893 respectively,but the sensitivity of their combined de-
tection was higher, which was up to 0. 909. Conclusion Serum MCP-1 and TNF-¢ have a certain diagnostic

value for the vulnerability of coronary atherosclerotic plaques, which are expected to become the indicators for
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judging the nature of coronary atherosclerotic plaques.
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