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Effect of intensive insulin therapy on cardiac function in sepsis patients with low cardiac output
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[Abstract] Objective: To study the effects of intensive insuline therapy on cardiac function in sepsis patients with low cardiac
output. Method ; Severe sepsis patients with low cardiac output admitted to surgical ICU of Beijing Hospital from March 2013 to July 2018 were ran-
domly divided into intensive group and routine group. CK-MB, c¢Tnl, EF value and cardiac index (Cl) were compared between the two groups 6
hours and 72 hours after treatment. Results: After 6 hours of treatment, the value of LVEF and CI of the routine group were higher than those in the
intensive group (P <0.05). After 72 hours of treatment, the levels of serum CK-MB and ¢Tn-I in the intensive group were significantly lower than
that in the routine group (P <0.05), and value of LVEF and CI in the intensive group were significantly higher than that in the routine group (P <
0.05). Conclusion: For the severe sepsis patients with low cardiac output, conventional treatment of insulin in the acute phase (6 h) is more likely
to result in better cardiac function, while in the subsequent treatment period (72 h), the intensive insulin therapy group has achieved target glycemic
control, and can effectively improve the recovery of myocardial damage and promote cardiac function.
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