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Abstract  Objective: To analyze the reasons and prevention for failed interventional therapy in congenital heart
disease (CHD). Method: A total of 1 077 CHD cases who received interventional therapy were analyzed retrospec-
tively. Twenty-five cases out of the 1 077 cases whose interventional therapy were unsuccessful at the first time
were selected and analyzed. Result:In 1 077 cases recieving interventional therapy, the rate of failure was 2 32%

(25/1 077). The interventional therapy were unsuccessfull in 7 cases of 303 atrial septal defect cases, 2 cases of
310 patent ductus arteriosus cases. 16 cases of 421 ventricular septal defect cases, and accouted for 2, 31% (7/
303), 0. 65% (2/310) and 3. 80% (16/421) respectively. The percutaneous balloon pulmonary valvuloplasty
therapy for 43 cases were all successful. Conclusion: Interventional therapy is a minimally invasive and effective
treatment for CHD diseases. To increase the successful rate, we should pay more attention to the factors that may
lead to the failure.
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