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Protective Effects of Ischemic Preconditioning in Acute Myocardial Infarction Patients. Feng Weiping, Tang Qizhu. Department of Cardi-
ology, Renmin Hospital of Wuhan University, Hubei 430060 ,China

Abstract Objective To investigate the protective effects of ischemic preconditioning on AMI patients. Methods Based on
whether patients had ischemic preconditioning,the samples were divided into 2 groups. IP group (n =33) and NIP group (n =33) . We
compared the difference of the baseline indicators, clinical parameters and short — term prognosis between two groups. Results Ischemic
preconditioning group’s LVEF was higher that non — ischemic preconditioning group’s (P =0.038). Compared with non — ischemic pre-

conditioning group,the incidence of heart failure, cardiogenic shock and death in ischemic preconditioning group was lower (P =0.049) ,

and CK - MB and Myo were also lower( P <0.05). Conclusion There are protective effects of ischemic preconditioning in AMI patients.
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nosis 5 — triphosphatase in ischemic cardiac muscle. Reversible binding
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Retrospective Clinical Analysis of 48 Cases of Primary Brain Stem Hemorrhage with Activated Hyper — glycaemia. Cai Zhiyou,Chen Ran,
Wu Zhangsong. Department of Neurology, Liu'an People's Hospital, the Liu'an Affiliated Hospital of Anhui Medical University, Anhui
237005, China

Abstract Objective To observe the relationship between the risk factors of primary brain stem hemorrhage and lasting days of acti-
vated hyper — glycaemia after brain stem hemorrhage and to study the relationship between clinical features of patients with brain stem hem-
orrhage and insulin intervention. Methods We analyzed 48 cases of primary brain stem hemorrhage patients with activated hyper — gly-
caemia by age, gender, blood loss, blood pressure, consciousness level, fever and respiratory disorders and studied the relationship be-
tween these indexes and lasting days of activated hyper — glycaemia. After brain stem hemorrhage we analyzed the conditions of conscious-
ness , muscle strength, sensation, breath, fever and stress ulcer after insulin treatment. Results There was statistical significance in
blood volume, blood pressure, consciousness level, fever and respiratory disorders and days with activated hyperglycemia. Age and sex
had no relationship with activated hyperglycemia. Compared with non — insulin — treated group, muscle strength, sensation, breath, fever,
stress ulcer and consciousness had no significant relief after insulin treatment. Conclusion The occurrence of activated hyper — glycaemia
after primary brain stem hemorrhage is multifactorial and activated hyper — glycaemia can be used as an prognostic indicator for clinical
treatment and assessment. Lowering blood glucose level may not be considered as a first indicator for activated hyper — glycaemia after
brain stem hemorrhage.
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