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Determinants of myocardial O, demand
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Mechanisms of production of atheroma

Formation of a fatty streak in an artery

Determinants of myocardial O, demand
during coronary stenosis
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PATHOPHYSIOLOGY OF
MYOCARDIAL ISCHAEMIA
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Ischaemia and infarction
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Electrical changes during ischaemia
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Metabolic changes during ischaemia and
reperfusion
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Myocardial stunning
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The mechanism of myocardial stunning
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Two phases of preconditioning (PC) early and
late
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Preconditioning at the clinical settings

REPEAT ) REPERFUSION PROTECTION
ISCHEMIA ’ o
Q) (prolonged) N

TRANSIENT
IBCHEMIA | =)

smaller than

[l
EXPERIMENTAL PRECONDITIONING expecied nerct

? HUMAN ANALOGY

UNSTABLE y
AMI = thrombolysis 2 smaller than
=) AMI=) = expected infarct

Cardioprotection vs. ischemia/reperfusion injury
A Ischemia Reperfusion (schinilc
=" @ Injury
p
/ .
Reperfusion
£ / ;
s , : Injury
= >
3
o
;f::- lPreconditioning Postconditioning Time
Copyright @200, European Sty o Crdiogy Researd




The mechanism of ischaemic
preconditioning

Activation G-protein coupled receptors:
AjAg M2 -1 B2 [ a-1
(adenosine) (acetyicholine) (angiotensin) (bradykinin) (opioids) (catechol.)

Protein Kinase C Tyrosine Kinases MAP Kinases
(PKC)

Phosphorylation/activation of end: )
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Cardioprotection




