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Copeptin and ischemia modified albumin level changes and clinical significance of myocardial injury
in patients with acute organophosphorus pesticide poisoning”
Li Jing ,Liu Xiaoting , Tian Chunhui , Kong Fantuo , Zhu Baoyue ,Wang Lan ,Wang Weizhan
(Department o f Emergency .the Af filiated Harrison International Peace Hospital of Hebei
Medical University , Hengshui, Hebei 053000, China)

Abstract: Objective To investigate the clinical value of copeptin and ischemia modified albumin combined determination in the
early diagnosis and clinical significance in myocardial damage of acute organic phosphorus pesticide poisoning. Methods FEighty-six
cases of AOPP patients were divided into two groups:the myocardial injury group (50 cases) and non myocardial injury group (36
cases) ;30 healthy people were selected as the control group. 3 mL of venous blood were collected for all subjects involved within
one hour in admission,and their ¢Tnl,IMA and copeptin levels were detected. Results Compared with the control group, the copep-
tin levels of non myocardial injury group and myocardial injury group were elevated and there was significant difference (P<Z0. 05);
the difference between myocardial injury group and non myocardial injury groups was also significantly different (P<Z0. 05). Among
them, the comparison between severe and mild to moderate group revealed that the IMA and copeptin levels reduced obviously, there
was significant difference (P<Z0. 05) ;in myocardial injury group,the IMA and copeptin levels of patients in different poisoning de-
gree were negatively correlated. Conclusion Early determination of IMA and copeptin level has important significance in the early

diagnosis of myocardial injury in patients with poisoning in AOPP,and could provide guidance for clinical medication.
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