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Calcium-induced calcium release

Grigoriy lkonnikov and Eric Wong

After a depolarization via sodium channels, calcium enters the cardiomyocyte via L-type calcium
channels (orange). Calcium then activates ryanodine receptors (zreen) on the sarcoplasmic reticulum
(SR). This special receptor senses intracellular calcium and triggers calcium release from the SR to
further increase calcium availability in the cell. As the contraction ends, intracellular calcium returns to

the SR via the SERCA calcium channel (grey).
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Cardiomyocyte contractile cycle Grigoriy Ikonnikov and Eric Wong
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Calcium binds to troponin C,
leading to a conformational
change that displaces
tropomyosin from the actin
binding sites.
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Cycle continues until cellular
calcium levels decrease,
allowing calcium to
dissociate from troponin.
Tropomyosin returns to its
original conformation that
block actin binding site.

Crossbridge formation occurs with ATP
hydrolyzation into ADP + P.
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Actin released with ATP binding to Power stroke moves actin filament
myosin. Myosin heads cocked back toward the centre of the sacromere
into firing position, ready to make (orange arrow). ADP + P are

crossbridges further downstream. released from the myosin heads.



Action potential of cardiac muscles

Grigoriy |konnikov and Eric Wong
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MNpoBeneHvie cepaeyHoro MMNynbca No cepauy. YkazaHo Bpems no-
ABNEHMA UMNYNbCa B PA3NUYHbIX y4acTKax MMokapaa (B gonsx ce-
KyHObl OT Hayana reHepauny UMNynbca B CMHOATPWANbLHOM y3ne)
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