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: The remodeling of the pulmonary artery in Nitrofen—induced
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R B IENLITAK FLET1.ET1 receptor A, B IZEALIZHE NN, VEGF, angiopoietin—2, ephrinAl, B2,
PDGFb, 4 receptor MHEBLRITIEFRE & LB DN o7, ZORERAS CDH TIIhEh JREENE
JEIZ BT PRELSBEELTWA Z EMNREB 2 54, ETL receptor antagonist & FWC, HliEhik
BEDEJE 2 T E 20T L2, REIERE S S 4172 ET1 receptor antagonist (28 ¥ . #5VE CDH
T 0D T 0 JUR B A S VLA A PR S A7z 2 & A2 B CDH L2481 2 I @b IREE I/ 12 1% ETL, ET
receptor DFILEIEMMAKE <BIE L TWDH EE X B, ET1 antagonist &“Lﬂ:ct Y SN TRIEY
D AREVER IR S 472,

WFZeR RO EE (3530) @ In Nitrofen—induced congenital diaphragmatic hernia (CDH) fetal
rat, the expression of agiopetin—lwas low and the ET1, ET1 recepter A/B was high. The
other genes; VEGF, angiopoietin—2,ephrinAl, B2, PDGFb and their receptor was no alternation
compared with normal fetal rat. This suggested that over expression of ET1 and its receptor
A/B induced the wall thickness of CDH fetal rat. Therefore, We examined the effect of
ET receptor antagonist to feta dam. Pregnant rat gavaged ET1 antagonist. In these dam,
the thickness of the pulmonary artery was not observed and the expression of VEGF was
increased. In the other gene expression were not altered. In conclusion: ET receptor
antagonist increased the expression of VEGF and reduced the wall thickness of the
pulmonary artery in CDH dam. We supposed the high expression of VEGF made the prevention
of the wall thickness. ET receptor antagonist has effect to prevent the pulmonary
hypertension in newborn CDH.
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