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Protective effect of creatine phosphate sodium on myocardial damage of patients with sopsis CHEN Lin,
CHEN Xia,ZHANG Shengwu. Department of Intensive Medicine , Lishui People’s Hospital , Lishui 323000 ,
China

[Abstract] Objective To investigate the protective effect of creatine phosphate sodium on myocardial damage of
patients with sepsis. Methods A total of 60 patients with sepsis were collected and divided into the observation
group and the control group with 30 patients in each. The control group was given conventional ICU anti—sepsis
cluster, while the observation group was added creatine phosphate sodium. The change of cardiac troponin I(cTnl),
B—type natriuretic peptide (BNP),tumor necrosis factor—a (TNF-a ),interleukin—6 (IL-6), C-reactive protein
(CRP) ,lactic acid (Lac),acute physiology and chronic health evaluation [ (APACHE II ) and heart function
before treatment and 5 days after treatment between two groups were observed. Results After 5—day treatment,
the levels of TNF-a,IL-6,CRP,Lac and the APACHE II score of two groups were significantly lower (1=
8.36,9.03,8.97,8.98,8.64,8.34,8.04,9.33,8.92,8.43,P<0.05) ,and the observation group were lower than these
of the control group,the differences were statistically significant (1=8.98,8.55,8.21,8.50,8.97,P<0.05). Also,the
levels of left ventricular ejection fraction (LVEF),left ventricular end diastolic dimension (LVEDD),leftventricular
end systolic diameter (LVESD),cTnl and BNP were significantly improved (:=9.88,10.84,9.85,9.90,10.54,8.65,
9.56,7.69,8.54,9.12,P <0.05) ,and the observation group were better than these of the control group, the
differences were statistically = significant (1=9.56,8.96,10.37,8.70,8.14,P <0.05). Conclusion The creatine

phosphate sodium can effectively protect myocardial sepsis patients and to improve the heart function.
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