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The actomyosin ATPase cycle model of the collective myosins

PENG Yan-hui, HE Dong-li
(No 1 Middle School of Tongliao , Tongliao 028000 , China )

Abstract ; At present myosin was studied most widely in all molecular motors. The structure of myosin, the actin-

activated myosin ATPase cycle and the single molecular mechanics on myosin had been investigated thoroughly.

Meantime the property of the myofibril contraction under different biochemistry conditions had been tested. Based

on the studies of Houdusse and Sweeney, we proposed a simplified four-state model. After the analysis of myosin

concentration in stationary state, the rationality of the model can be proved.
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Fig. 1  Four - state kinetic model of the

actin — activated myosin ATPase cycle
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