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Relationships between serum amyloid A and nitric oxide levels and prognosis in patients

with ST-segment elevation myocardial infarction
YANG Caiqin,MA Shuxuan‘,CHEN Ying",LIU Cun’,TIAN Shengchun’
Author Affiliation:'Department of Electrocardiography,’Department of Coronary Heart Disease , Department of Labora-
tory,Qinghai Cardiovascular and Cerebrovascular Disease Hospital, Xining, Qinghai 810012,China

Abstract: Objective To investigate the relationship between serum amyloid A (SAA) and nitric oxide (NO) levels and short-term
prognosis in patients with ST-segment elevation myocardial infarction by detection of them.Methods A total of 134 patients with ST
segment elevation myocardial infarction hospitalized in coronary artery disease care unit (CCU) of Qinghai Cardiovascular and Cerebro-
vascular Disease Hospital from June 2016 to September 2018 were treated with PCI. According to Gensini score, 59 patients with mild
coronary artery disease and 75 patients with coronary artery disease were assigned into two respective groups. Another 81 healthy per-
sons were selected as control group during the same period. Serum SAA and NO levels were measured, and the correlations between se-
rum SAA and NO levels and Gensini score in patients with ST-segment elevation myocardial infarction were analyzed. According to the
follow-up results, patients were assigned into good prognosis group and poor prognosis group. COX method was used to analyze the risk
factors affecting the poor prognosis of patients, and receiver operating characteristic curve (ROC) was used to analyze the values of se-
rum SAA and NO levels in evaluating the short-term prognosis of patients.Results The levels of SAA in control group, mild group and
severe group were (5.16+1.03) mg/L, (34.12+6.82) mg/L. and (65.15+13.03) mg/L respectively. The levels of NO in control group, mild
group and severe group were (72.17+14.43) pwmol/L, (64.32+12.86) pmol /L and (55.27+11.05) w mol/L respectively. The Gensini
scores in mild group and severe group were (45.26+9.05) and (128.79+25.79). Compared with control group, the serum SAA levels in
mild group and severe group increased (P<0.05), while the serum NO level decreased (P< 0.05). Compared with mild group, serum
SAA level and Gensini score increased (P<0.05) and serum NO level decreased (P<0.05) in severe group. Serum SAA level was posi-
tively correlated with Gensini score in ST-segment elevation myocardial infarction (r=0.763, P<0.05), while serum NO level was nega-
tively correlated with Gensini score (r=—0.807, P<0.05). The level of serum SAA was (35.79+7.16) mg/L in good prognosis group and
(63.94+12.78) mg/L in poor prognosis group. The level of serum NO was (66.17+13.23) pmol/L in good prognosis group and (37.06+
8.01) wmol/L in poor prognosis group. Compared with the good prognosis group, the serum SAA level in the poor prognosis group in-
creased (P<0.05), while the serum NO level decreased (P<0.05). COX analysis showed that serum SAA and NO levels were indepen-
dent risk factors affecting the prognosis of ST-segment elevation myocardial infarction (HR=2.099, 2.355, P<0.05). The ROC curve
showed that the areas under the curve of serum SAA and NO levels and their combined detection for predicting adverse prognosis of ST-
segment elevation myocardial infarction after 3 months of treatment were 0.846 (sensitivity was 79.5%, specificity was 82.3%), 0.715
(sensitivity was 59%, specificity was 83.6%) and 0.907 (sensitivity was 87.2%, specificity was 83.6%).Conclusion Serum SAA level
increases and NO level decreases in patients with ST-segment elevation myocardial infarction, which are closely related to the severity
of coronary artery lesions, and may be used as biological indicators to predict the poor prognosis of patients after PCI.

Key words: Degree of coronary artery disease;

ST-segment elevation myocardial infarction; Serum amyloid A; Nitric oxide;

Adverse prognosis
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