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WFZER R OMEEE (3530) : Myosin—binding protein-C (MyBP-C/C—protein) is one of the major
myosin—-binding proteins in vertebrate striated muscles and consists of three isoforms.
It has been demonstrated that MyBP-C interacts with LMM and connectin/titin at the
C-terminus, and with the S2 segments of myosin at the N-terminus. It is also known that
MyBP-C binds to actin filaments and modulates the actin—activated ATPase of myosin.
However, actin—-binding region of MyBP-C has not yet been fully clarified. In this study,
we prepared recombinant N-terminal fragments of cardiac, fast and slow MyBP-C in an E.
coli expression system. Co—sedimentation assay showed that each fragment bound to F-actin.
In addition, the fast and the cardiac fragment of MyBP-C inhibited the actomyosin ATPase
activity. It suggests that MyBP-C regulates actin—myosin interaction during muscle
contraction at the N-terminal side.
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