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[ Abstract] : Objective To observe the hemodynamic changes of the middle cerebral artery (MCA) in children with congenital
heart disease (CHD) from 6 months to 1 year old during extracorporeal circulation (ECC) and perioperative period by transcranial col-
or Doppler ultrasound (TCCS). Methods TCCS was performed on the MCA of 26 normal infants and 22 children with non—cyanotic
CHD 1o observe cerebral hemodynamic changes before operation (TO) , full-flow ECC (T1) , immediately after ECC (T2), 1 day after
operation (T3) and 7 days after operation (T4). Results There was no significant difference ( P >0.05) between normal children
and children with non—cyanotic CHD preoperatively and 7 days after operation in maximum peak systolic blood flow velocity (PSV) ,
end—diastolic blood flow velocity (EDV), mean blood flow velocity ( Vm) , and pulsatility index ( PT). Compared with normal chil-
dren, PSV and Vm at T2 and PI at T3 significantly decreased in children with non—cyanotic CHD ( P <0.05). Conclusion TCCS can
effectively monitor the cerebral hemodynamic changes in children with CHD during ECC and perioperative period. It has been confirmed
by TCCS that ECC only temporarily interferes with cerebral blood perfusion in children with non—cyanotic CHD, without causing perma-
nent brain damage.
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