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Abstract  Objective: To investigate the relationship between plasma level of monomeric C- reactive protein
(mCRP) and global area strain (GAS) in patients with acute ST segment elevation myocardial infarction (STE-
MD). Method: One— hundred and eighty patients in our hospital were divided into control group of 30 cases and150
cases of myocardial infarction group. Myocardial infarction group was further divided into mild group(0<Cscore<<
40), moderate group (40<score <C80) and severe group (score==80) according to Gensini score. We analysed the
differences of plasma mCRP level, LVEF value, and GAS value between the groups. We also performed pearson
correlation analysis of mCRP level, GAS value and Gensini correlation. Result: D The plasma mCRP activity in pa-
tients of ST segment elevation myocardial infarction was significantly higher than that in the control group( P<0.
05); there was also significant difference of mCRP activity among the groups of myocardial infarction( P<Z0. 05) ;
GAS of the segment elevation myocardial infarction group GAS were lower than that of control group( P<<0. 05) ;
there was also significant difference of GAS among the groups of myocardial infarction( P<(0.05). @mCRP level
was positively correlated with Gensini score(r=0. 672, P<Z0.05),and GAS value was negatively correlated with
Gensini score (= —0. 56, P<<0. 05). Conclusion: The level of mCRP and GAS were closely correlated with the se-
verity of coronary artery lesions in STEMI, suggesting that mCRP level combined with GAS can be used to evalu-
ate the severity of STEMI early and non— invasively.

Key words acute ST segment elevation myocardial infarction;monomeric C-reactive protein;left ventricular e-

jection fraction; global area strain;severity of coronary artery disease
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