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Dear Editor:
Ischemic heart diseases (IHDs) are among the most impor-

tant causes of death and disability worldwide. Every year,

10.6 million people are diagnosed with IHDs; in 2017, 8.9

million died due to this disease (1). The treatment of my-

ocardial infarction is principally based on prompt blood

supply restoration to salvage the ischemic tissue utilizing

timely thrombolytic medications and coronary revascular-

ization (2). However, the subsequent reperfusion provokes

secondary cellular damage, broadly referred to as reperfu-

sion injury (3). Although a compendium of therapeutic

agents has been proposed to allay the detrimental conse-

quences of reperfusion, they do not yet have desirable effica-

cies, and the research for discovering novel promising treat-

ments is still ongoing.

Preclinical studies are integral to the translation of prelimi-

nary research into clinical practice. Conventionally, plausible

treatments and innovative drugs are tested in animal experi-

ments to ascertain their effectiveness and safety. Experimen-

tations on cardiac Ischemia/reperfusion injuries comprise a

significant body of literature among the preclinical studies,

and one can find a myriad of evidence in online databases.

Through our systematic reviews, we have encountered vari-

ous myocardial ischemia/reperfusion (I/R) models, includ-

ing large vessel ligation, global ischemia by administrating

Isoproterenol, and interrupted perfusion of isolated hearts

mounted on the Langendorff apparatus. Moreover, the stud-

ies were inconsistent regarding the duration of ischemia and,

the subsequent reperfusion phase(4, 5).
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The secondary damages in the course of I/R injury are pro-

portionate to the extent and duration of the ischemia (6).

Moreover, Pathways leading to myocardial damage during

I/R injury are considered a dynamic and evolving process

(7). Therefore, the efficacy of interventions in mitigating I/R

injury may be misestimated depending on the duration of

the ischemic and reperfusion phases. To surmount these

concerns, we suggest an expert panel develop standardized

guidelines for myocardial I/R injury induction in experimen-

tal studies to consolidate further the reliability and validity of

the results obtained from preclinical studies, ultimately con-

tributing to the better appraisal of the studies. In the mean-

time, tissue markers representative of the degree of infarc-

tion or tissue fibrosis can be used to compare the induced

ischemia/reperfusion injuries in studies.
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