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[ABSTRACT] Objective: To investigate the changes of left ventricular papillary muscle action potentials in guinea pigs with
iron deficiency anemia and heart failure. Methods: 20 cases of iron deficiency anemia with heart failure were treated with experi-
mental group and 10 normal guinea pigs as control group. Blood samples were collected to determine hemoglobin content, red
blood cell number and whole blood iron index, and the changes of cardiac function and hemodynamics were detected by 6,240
biological signal collection system to determine whether the model was successful or not, Intracellular microelectrode technique
was used to determine the action potentials of the papillary muscles in the model group and the control group. the potential am-
plitudes (APA), overshoot values (APA), maximum depolarization rate (Vmax), 20 % of repolarization, 50 % and 90 % of
repolarization (APD ,,, APD ;, and APD ,,) and the average velocity of repolarization were measured. Compare statistical
difference between the model group and the control group. Results: 14 cases of model group survived completely, compared
with control group, APD ;, and APD 4, prolonged (P<C0.01), and the average velocity decreased (P<C0.01). Conclusions: the
action potential repolarization duration in the guinea pig papillary muscle of iron deficiency anemia with heart failure is pro-
longed, and the average repolarization velocity is slow.
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