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Research progress of non-infarct myocardial dysfunction after
acute myocardial infarction

WU Han, YU Bo™, SUN Huan
( Cardiovascular Medicine, China-Japan Union Hospital Of JiLin University, Changchun 130033, China)

[ Abstract] Acute myocardial infarction (AMI) can cause dramatic remodeling of the heart function and structure.
These effects not only exist in the infarcted area, but also in the non-infarcted area. Myocardial dysfunction in the non-
infarcted zone widely exists in patients with myocardial infarction, and the abnormal function of the non-infarcted area is an
important predictor for the prognosis of AMI patients. Several related clinical and animal studies have also suggested that the
regulation of non-infarcted areas is important to maintain cardiac function. Hence, studies on the manifestation,
mechanism, and treatment of myocardial dysfunction in the non-infarcted area can provide valuable insights and guidance
for myocardial function preservation in myocardial infarction patients. We reviewed the clinical and animal studies related to
non-infarcted myocardium after acute myocardial infarction to provide ideas for the treatment and new intervention ideas
of AMI.
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Table 1 Research list of non-infarct myocardial dysfunction
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Note. STEMI, ST-elevation myocardial infarction. CMR, Cardiac magnetic resonance. NIM, Non-infarct myocardium. IRA, Infarct-related artery.
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Table 2 Animal research list of non-infarct myocardial dysfunction
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Note. CMR, Cardiac magnetic resonance. NIM, Non-infarct myocardium. ANM, Adjacent non-infarcted myocardium. RNM, Remote non-infarcted

myocardium.
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Table 3 Pathophysiological changes in infarct and non-infarcted myocardium
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ANM DX AR [i] | G Fi) S8 42 3
WEM. RNM f2 [ 728 4 ANM I RNMBESG X % B JEL 1 > vERnil) RNE | RG] N ibRlz A g R
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NI ] . ; R
ERFERS AL 25 AT Y (55 - T TR A 1)
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. . . Mean  wall  thickening . L
infarcted strain had both decreased in  zone had reduced wall . nonviable cells, myocardial tissue edema,
. . . . . decreased in ANM, but | o
myocardium ANM, radial strain  thickening and lower . s . tissue space enlargement, myocardial fiber
K L . increased significantly in X . .
increased but longitudinal  contractile and . rupture,  dissolution  and  connective
rems rec
strain shows no significant  relaxation velocities cmote area tissue hyperplasia
change in RNM
T ANM: MIBEEEHLIX ; RNM GEFRIREEZEX.

Note. ANM, Adjacent non-infarcted myocardium. RNM, Remote non-infarcted myocardium.
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