O IMERFIERE 2024 £ 1 A% 45 55 1 Adv Cardiovasc Dis , January 2024, Vol. 45 ,No. 1 <11 -

P& i8] b R 153 48 3% i 20 Bk & R VL& 5 ig 77 2 AR

FER FYH REE KRF MmEa
(PREFAZRE LR BFEFRE BERCLEHE S B ER, LT 100037)

[HBE] A B (ASD) A% W RIS IR, Ry EFTRAFT ARG E, S F RETLETRY W, BAIR
AERECERES X AR RZEGRTER L, 2R BFG SR EFRRABER NG RN ® ERE, Bk, B ASD
FRIF IR E R S T B KSR, sF TR AR SR B R e K A AR it AR feds 3 ASD 693607 B £ & & 5L, Ik ASD A8 £ AR B Ak
B R IR A T I e B As T R g AT B R — 4R, A E B WA A

(@] bR R, 5 B8R M 3Dk 5 & A R L)

[ DOI]10. 16806/. cnki. issn. 1004-3934. 2024. 01. 004

Pathogenesis and Treatment of Pulmonary Hypertension Associated with
Atrial Septal Defect

LI Sicong,LUO Qin,ZHAO Zhihui,ZHAO Qing,LIU Zhihong
( Fuwai Hospital , National Center for Cardiovascular Diseases , Chinese Academy of Medical Sciences and Peking Union
Medical College ,Beijing 100037 , China )

[ Abstract] Atrial septal defect( ASD) is a common congenital heart disease,and some patients may develop pulmonary hypertension
(PH) ,which has a significant impact on treatment and prognosis. Although shunt is a decisive factor in the occurrence of PH in patients with
congenital heart disease,the shunt flow in some patients is not sufficient to explain the severity of PH. Therefore, elucidating the multifaceted
pathogenesis of PH associated with ASD is of great significance for understanding the occurrence and development process of PH and guiding

the treatment of ASD. This article summarizes the advances in the pathophysiological mechanisms,risk factors,and treatment strategies of PH

associated with ASD, providing reference for the diagnosis and treatment of such patients.
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