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Role of ILK in the dysfunction of myocardium contraction following hemorrhagic shock "
Fang Yugiang' .Li Tao® ,Zhu Yu® ,Liu Liangming*®
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Abstract ; Objective With iso-

lated cardiac papillary muscle and isolated heart, the contraction of papillary muscle and hemodynamic parameters(left intraventricu-

To explore the effect of ILK on myocardium contraction following hemorrhagic shock. Methods
lar systolic pressure(LVSP),the maximal change rate of left intraventricular pressure were measured. Results Compared with nor-
mal control hearts,ILK activity, contractile response of cardiac papillary muscle and hemodynamic parameter were decreased signifi-
cantly gradually in shock heart at the 1,2 h(P<C0. 05) ,and the change of ILLK activity was positive correlative with contractile re-
sponse and hemodynamic parametert. With ILK agonist [ phosphatidylinositol(3,4,5) trisphosphate, PLTP] the dysfunction of con-
tractile response and hemodynamic parameter could be improved significantly (P<C0. 05) , while these improvement could be abol-
ished by ILK specific inhibitor(P<C0. 05). Conclusion ILLK play important role in the regulation of cardiac contractility following
hemorrhagic shock.
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