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[ Abstract)

ischemic myocardium in acute coronary occlusion patients with coronary artery disease ( CAD).

Objective  To determine whether isometric handgrip exercise can increase collateral flow to the

Methods

five patients with one-vessel CAD were randomly assigned to either an isometric exercise (IME) group or no-exercise

Sixty-

(NE) group. Patients in the IME group performed isometric handgrip exercises (50% of the maximum voluntary con-
traction) during 1 min of coronary balloon occlusion. Patients in the NE group remained sedentary during the proce-
dure. The collateral flow index ( CFT) , heart rate (HR) , systolic blood pressure (SBP) and diastolic blood pressure
(DBP) were determined prior to and at the end of 1 min of coronary occlusion. Results In the IME group the av-

erage CFI improved significantly more during the occlusion than in the NE group. The differences in HR, SBP and

DBP were also significantly greater in the CFI group than in the NE group controls.

Conclusion Isometric exercise

can induce significantly increased coronary collateral flow in CAD patients during acute vessel occlusion.

Isometric exercise; Ischemia; Heart;
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