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Relationship between blood sodium level on admission and the prognosis of patients with acute myocardial infarction
undergoing interventional therapy WANG Jing™. Gongli Hospital of Pudong New District, Shanghai 200135 , China

Abstract Objective: To investigate the relationship between the blood sodium (Na™ ) level on admission and the prog-
nosis of patients with acute myocardial infarction ( AMI) undergoing interventional therapy. Methods: The clinical data of
150 patients with AMI were retrospectively analyzed, and according to the minimum blood Na® levels on admission and at
24 h, 48 h after admission, the patients were divided into the normal group (the Na* level > 135 mmol/L,n =45) , mild hy-
ponatremia group (mild group, the Na™ level of 120 ~ 13 mmol/1L., n =75) and severe hyponatremia group (severe group,
the Na™ level <120 mmol/L,n =30). All patients completed the interventional therapy. Levels of creatine kinase ( CK),
creatine kinase isoenzyme ( CK-MB) and cardiac troponin I (c¢Tnl), the left ventricular ejection fraction (LVEF) and myo-
cardial infarction area were compared between groups, and the mortality rate of hospitalized patients within 30 days was sta-
tistically analyzed. Results: There was no significant difference in levels of fasting blood glucose or blood lipids between
groups (P >0.05). Levels of CK-MB and ¢Tnl were higher in the mild group than in the normal group (P <0.05), and
levels of CK, CK-MB and c¢Tnl were higher in the severe group than in the mild group or the normal group (P <0.05).
LVEF showed the normal group > the mild group > severe group (all P <0.05), while the myocardial infarction area
showed the severe group > the mild group > the normal group (P <0.05). The mortality rate of the severe group was high-
er than that of the mild group or the normal group, and the blood Na* levels in survival group were higher than those in death
group (P <0.05). Conclusion: Hyponatremia is negatively correlated with CK, CK-MB, ¢Tnl, myocardial infarction area
and mortality rate in 30 days of hospitalization in patients with AMI, and positively correlated with LVEF.
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