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Background. AMI is a notable cause of heart failure, which is
associated by the development of post-infarction myocardi-
al fibrosis, and the cellular effectors and molecular pathways
involved are important predictors and therapeutic targets.
Objective of the study. To evaluate the mediators of the
pathogenic interface including the mechanisms of post-in-
farct cardiac fibrosis triggering and progression. Methods
and materials: Scientific articles regarding the pathophy-
siological arrangements of myocardial post-infarct fibrosis
and inherent predictors, as well as the diagnostic methods
(biomarkers, EchoCG, MRI) and potential pathogenic treat-
ment schemes have been analyzed. Results. Post-infarction
fibrosis, as a pattern of remodeling of the extracellular ma-
trix, is triggered by the phenomenon of myocardial necrosis
and associated events. Inflammatory cytokines and chemo-
kines, reactive oxygen species, mast cell-derived proteases,
endothelin-1, renin-angiotensin-aldosterone system, extra-
cellular matrix proteins, and growth factors (e.g., TGF-3 and
PDGF) are some of the best studied mediators involved in
cardiac fibrosis. The arsenal of diagnostic methods includ-
es: serum markers of collagen turnover, galectin-3, EcoCG
exam inclusive with Speckle Tracking maneuver, MRI. Con-
clusion. Post-infarction myocardial fibrosis is based on the
synthesis of fibrillar collagen type I and III by fibroblasts
and myofibroblasts, which is detrimental for the lusitropic
function of the heart, and the highlighting of algorithm of
specific markers has connotations of prediction and justi-
fication of the therapeutic targets. Keywords: post-infarc-
tion cardiac fibrosis, galectin-3, TGF-, PDGF, extracellular
matrix, predictors.
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Introducere. IMA este o cauza notabila a insuficientei car-
diace, care se impune prin dezvoltarea fibrozei post-infarct
a miocardului, iar efectorii celulari si caile moleculare impli-
cate sunt predictori si tinte terapeutice importante. Scopul.
Evaluarea mediatorilor din interfata patogenetica a meca-
nismelor de declansare si progresare a fibrozei cardiace
post-infarct. Metode si materiale. S-au analizat articole
stiintifice care abordeaza aranjamentele fiziopatologice
ale fibrozei post-infarct, predictorii iminenti, metodele de
diagnostic (biomarkeri, EcoCG, RMN), precum si scheme
de tratament patogenetic. Rezultate. Fibroza post-infarct,
ca un pattern de remodelare a matricei extracelulare, este
declansata de fenomenul de necroza a miocardului si eveni-
mentele asociate. Citokine si chemokine inflamatorii, speci-
ile reactive de oxigen, proteazele derivate din mastocite, en-
dotelina-1, sistemul renind-angiotensina-aldosteron, prote-
inele matricei extracelulare si factorii de crestere (exemplu
TGF-f si PDGF) sunt unii dintre cei mai bine studiati medi-
atori ai fibrozei miocardului. Arsenalul de metode de dia-
gnostic include: markerii serici ai turnover-ului colagenului,
galectina-3, examenul EcoCG inclusiv cu manevra Speckle
Tracking, RMN. Concluzii. Fibroza post-infarct a miocardu-
lui are la baza sinteza de catre fibroblaste si miofibroblaste
a colagenului fibrilar de tip I si III, care se impune detrimen-
tal asupra functiei lusitrope a cordului, iar evidentierea al-
goritmului de markeri specifici are conotatii de predictie si
justificare a tintelor terapeutice.
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