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Abstract Objective: To explore effects of ulinastatin on myocardial enzymes, oxidative stress, inflammatory response,
cardiac function and short-term prognosis in elderly patients with acute myocardial infarction ( AMI) undergoing emergency
thrombolysis. Methods: According to the non-randomized clinical concurrent control study and voluntary principle of pa-
tients, 150 elderly AMI patients were divided into control group ( emergency thrombolysis) and observation group ( thrombol-
ysis combined with ulinastatin) , 75 cases in each group. Myocardial enzymes, oxidative stress, inflammatory response and
cardiac function indexes before and after treatment, and incidence of major adverse cardiovascular events (MACEs) within
30 days after treatment were compared between the two groups. Results: Before treatment, there was no significant difference
in myocardial troponin I (¢Tnl), creatine kinase isoenzyme ( CK-MB) , reduced glutathione ( GSH) , superoxide dismutase
(SOD), malondialdehyde (MDA) , interleukin-6 (IL-6) , high-sensitivity C-reactive protein (hsCRP) , left ventricular end-
diastolic diameter (LVEDD) or left ventricular ejection fraction (LVEF) between the two groups (P >0.05). After 48 h
and 72 h of treatment, hs-cTnT, CK-MB, MDA, IL-6, hsCRP and LVEDD in observation group were significantly lower
(P<0.05), and GSH, SOD and LVEF were significantly higher (P <0.05) than those in the control group. In addition,
incidence of MACEs within 30 days after treatment in observation group was significantly lower than that in control group
(P<0.05). Conclusion; Compared with routine emergency thrombolysis, protective effect of ulinastatin combined with e-
mergency thrombolysis is more significant on reperfusion injury myocardium in elderly AMI patients. The latter can signifi-
cantly reduce incidence of MACEs within 30 days after treatment. The specific mechanism may be related to that ulinastatin
can effectively inhibit body oxidative stress and inflammatory response thus improving cardiac function.
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