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[Abstract] Objective To investigate the clinical efficacy of esmolol combined with atorvastatin on se-
vere sepsis complicated with cardiac insufficiency. Methods This study was a prospective, double-blind, ran-
domized controlled clinical trial. A total of 153 patients with severe sepsis complicated with cardiac insufficien-
cy admitted to this hospital from January 2021 to December 2022 were selected and divided into groups A,B,
and C by random number table method, with 51 cases in each. Patients in group A were given routine symp-
tomatic supportive treatment after admission. On this basis, patients in group B and group C were given esmo-
lol,esmolol + atorvastatin,respectively. The hemodynamic indexes, serological indexes and clinical prognosis
of the three groups before and after intervention were compared. Results There was no significant difference
in baseline data,and hemodynamic and serological indexes of three groups before intervention (P >>0. 05).
Compared with before intervention,after five days of intervention, heart rate, systemic vascular resistance in-
dex (SVRD ,blood levels of creatine kinase-MB (CK-MB) , cardiac troponin I (¢Tn I ).tumor necrosis factor-
a (TNF-a), interleukin-6 (IL.-6) and high sensitive C-reactive protein (hs-CRP) in three groups were de-
creased,while the values of cardiac index (CI) were increased,and the differences were statistically significant
(P<C0. 05). After five days of intervention,the heart rate, SVRI, blood levels of CK-MB,cTn I , TNF-a,I1.-6,

and hs-CRP in group C were lower than those in group A and group B,and the levels in group B were lower
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than those in group Ajthe value of CI in group C was higher than that in group A and group B,and group B

was higher than that in group A,the differences were statistically significant (P <C0. 05). After intervention,

the length of stay in intensive care unit (ICU) in group C was the shortest,and that in group B was shorter

than that in group A, the difference was statistically significant (P <C0. 05). There was no significant difference

in 28 d mortality among the three groups (P>>0. 05). Conclusion Esmolol combined with atorvastatin can signif-

icantly inhibit the inflammatory response in patients with severe sepsis complicated with cardiac insufficiency, relieve

myocardial injury and promote rehabilitation,and the therapeutic effect is better than esmolol alone.
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