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Abstract

Infarct size, reflected by peak CKMB, was non significantly lower
in RIPostC group compared to control group (271.93 + 185.87 vs. 287.67
+ 253.88, respectively; P=0.785).

These results must be weighed in context of the limitations of this
study, mainly: The need for a larger sample size for higher power, using
more accurate techniques to evaluate LV remodeling and infarct size, as
well as following patients for longer periods.

Our study suggests that RIPostC can improve myocardial perfusion and
attenuate ischemia reperfusion injury as evidenced by better rates of
achieving full STR, and the trend towards less rates of LV remodeling,
less peak CKMB, and better MBG results.

Keyword: TIMI myocardial perfusion- Tumor necrosis factors-
Tenecteplase.- Alteplase Alteplase- Upper Reference Limit- Degree
Celsius.



CIntroduction

INTRODUCTION

l schemic heart disease (IHD) maintains its unrelenting grip as
the leading cause of death and disability worldwide. ST
segment elevation myocardial infarction is the most serious
presentation of atherosclerotic coronary artery disease carrying
the most hazardous consequences (Bolooki et al., 2010).
Although primary angioplasty has reduced the risk of mortality
as compared with fibrinolysis in ST elevation myocardial
infarction, left ventricular (LV) dysfunction still occurs in many
patients (Keeley et al., 2003).

The degree of LV dysfunction, the strongest determinant
of mortality after STEMI, (Halkin et al., 2005) has been related
to the duration of ischemia, the number of diseased vessels, the
completeness of epicardial coronary artery patency and the
restoration of microcirculatory flow (Ito et al., 1996).
Nevertheless, abrupt restoration of blood flow causes a lethal
injury of myocardial cells that may limit the benefit of such
intervention. In pre-clinical studies, the impact of myocardial
reperfusion injury accounts for a considerable amount of the
final infarct size (Yellon et al., 2007). Therefore, novel
therapeutic strategies were required to protect the heart against
acute ischemia/reperfusion injury (IRI) to attenuate
cardiomyocyte death, preserve cardiac function, prevent the
onset of heart failure, and improve clinical outcomes in patients
with THD.




CIntroduction

Murry and colleagues described ischemic pre-
conditioning (IPC) extensively (Murry et al., 1986). The
essence of this adaptive interventional method is to induce short
periods of local ischemia and reperfusion before target organ
ischemia. There is a vast literature on the strong protective
effect of IPC, which has been proven by numerous
experimental and clinical studies. However, the technique is
limited to elective situations in which the onset of ischemia can
be predicted. Local preconditioning cannot be used in acute
clinical settings such as acute myocardial infarction. It therefore
became necessary to develop new techniques suitable for
providing protection against unpredictable ischemic events.
One option was a modification of the reperfusion period by
means of brief coronary artery occlusions and reperfusions
applied at the onset of myocardial reperfusion, a phenomenon
called ischemic post conditioning (IPostC). The first easily
reproducible experimental results on this topic were published
in 2003 (Zhao et al, 2003b). A shortcoming of both
preconditioning and postconditioning is the prolongation in
operative time, possibly even for a duration of 15-20 min. A
further negative aspect is that in the presence of atherosclerosis,
these invasive techniques can lead to serious, life-threatening

complications, such as plaque rupture.

Przyklenk and colleagues made the intriguing
experimental observation that ‘brief ischemia in one vascular

bed also protects remote, virgin myocardium from subsequent
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