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Risk factors of acute myocardial injury with sepsis
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Abstract Objective: To investigate the risk factors of acute myocardial injury in patients with sepsis. Methods: 209 patients were
divided into myocardial injury group and non—myocardial injury group according to whether the level of troponin I during admission. After
compared the clinical data between two groups, the factors showing significant difference from single factor analysis were included in
multivariate Logistic regression analysis to find independent risk factors of acute myocardial injury in patients with sepsis. Results: The
mortality rate in the non—myocardial injury group was significantly lower than that in the myocardial injury group(P<0.05). White blood cell

counts and serum sodium ions were independent risk factors for acute myocardial injury in patients with sepsis. Conclusion: Early

interventions should be provided and electrolyte levels should be monitored while actively controlling infections in clinic.
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Tab 2 Comparison of basic data between two groups
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Tab 3 Comparison of clinical data between two groups[xs , M( P»~P:)]

i H To N4 (n=89) CAUBZH (n=120) P

ABEfAiC 36.857+0.931 37.219+1.196 0.019

APBE HR/(YK/min) 95.15+22.164 103.33+21.477 0.008

APBE RR/(YK/min) 23(18~27) 23(19.25~29.75) 0.151

A Bl e/ (mmHg ) 131.18+22.843 124.82+31.018 0.104

ABEEF ik e/ (mmHg) 73.8+14.249 70.81+18.407 0.204

ABE MAP/(mmHg) 92.93x15.45 88.81+20.7 0.116

WBC/(x10%/L) 11.015+5.4 14.427.1 0

Hb/(g/L) 117.44+26.034 112.82+23.394 0.187

PLT/(x10%L) 177.65+90.336 176.23£110.071 0.921

PCT/(ng/mL) 2.375(0.347~6.470) 5.69(0.677~23.394) 0.002

Na/(mmol/L) 135(130.05~141.35) 138.2(133.6~142.1) 0.024

K/(mmol/L.) 3.8(3.5~42) 3.8(3.4~43) 0.911

Ca/(mmol/L) 1.936+0.244 1.993+0.156 0.158

ALT/(U/L) 23(14.20~32.55) 31(15.8~49.4) 0.015

AST/(U/L) 25.9(18.3~42.3) 35(26~74) 0

Thil/( wmol/L) 18.3(11.7~28.7) 15.2(9.7~27.0) 0.282
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Tab 4 Comparison of echocardiography results of two groups
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Tab 5 Comparison of clinical data between sepsis and septic shock
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Tab 6 Multivariate Logistic regression analysis of risk factors for

myocardial injury

PSS B Waldy> P OR 95%CI
ABEARE 020 0564 027 1.23 0.856~1.755
ABE HR 001 1033 042 1.01 0.990~1.026
WBC 0.09 10.874 000  1.09 1.034~1.159
PCT 0.00 0577 056  1.00 0.981~1.011
Na 0.05  7.155 003  1.05 1.005~1.100
ALT 0.00 0014 096  1.00 0.992~1.008
AST 0.00 0483 047  1.00 0.997~1.006
Cr 0.00 9555 053 1.00 0.996~1.007
Lac -0.04 0000 081 096 0.671~1.365
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