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Abstract  Objective: To evaluate the changes of cardiac structure and pulmonary arterial systolic pressure
(PASP) after transcatheter closure for atrial septal defect (ASD)associated with pulmonary arterial hypertension
(PAH) in Tibetan patients,and compare with Han patients. Method: A total of 106 patients ( 41 Tibetans and 65
Hans, age—=18 years) with ASD-PAH were included in the study. All patients underwent echocardiographic ex-
amination before and 3 days, 3 months after transcatheter closure. Result: The main pulmonary artery diameter
(MPAD) was larger while the PASP was lower in Tibetan patients than that in Han patients ( P<Z0.05) before
the procedure. The MPAD and PASP were decreased significantly in both groups 3 days after the transcatheter
closure of ASD (P<C0. 05) and the decrease of PASP in Tibetan was better than that in Han ( P<Z0.05). Also,
this preponderance went on to 3 months after the procedure. The right atrial diameter (RAD) and the right ven-
tricular diameter (RVD) were decreased while the left ventricular end-systolic diameter (LVESD) was increased in
both groups 3 days after the procedure ( P<C0.05). Comparing with 3 days after the procedure, the RAD and
RVD decreased in Tibetan patients at 3 months follow-up (P<C0. 05) while there was no significantly difference in
Han patients. The LVESD decreased in both groups at 3 months follow-up. Conlusion: Transcatheter closure of
ASD is an effective method to decrease the PASP and optimize the cardiac structure for Tibetan adult ASD-PAH

patients in plateau and the short-term effects is better in Tibetan than that in Han. It may be caused by genetic ad-

vantage and high altitude adapation of Tibetans.
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