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RESULTS Figure 4. CK-3773274 does not appreciably inhibit the actin-activated ATPase activity of Figure 6. CK-3773274 slows actin-activated phosphate release without Figure 8. CK-3773274 reduced fractional shortening (FS) in vivo in Sprague

smooth muscle myosin subfragment-1 affecting ATP binding or hydrolysis Dawley rats in a (A) dose- and (B) concentration-related manner

Figure 1. CK-3773274 inhibits the ATPase activity of bovine cardiac myofibrils
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