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Effects of CP —154,526 and Verapamil on Corticotrophin Releasing Factor Secreting Levels. Dong Jing ,Zhu Yimin ,Zhou Wenwu ,Yuan
Fa,Zhang Chuan,Dong Chunyan,Xiao Zhenghui,Gui Yonghao,Chen Chao. Children's Hospital of Hunan Province ,Hunan 410007 ,China

Abstract Objective To explore the effects of CRF acceptor 1 (CRF — R1) antagonist CP — 154,526 (CP) and Ca’* pathway an-
tagonist verapamil ( VP) on plasma CRF secreting levels in the young rats after hypoxic — ischemia ( HI) and after the rats were placed for
one day. Methods Eighty young rats were randomly divided into eight groups, which were the control groups,sham operated groups, CP
control groups, VP control groups,model groups ( HI groups) ,HI + CP groups,HI + VP groups and HI + CP + VP groups. Plasma CRF lev-
els of the young rats in all groups were measured by radioimmunoassay. Results Compared with the control groups,plasma CRF levels in
the HI groups, HI + CP groups and HI + CP + VP groups all significantly decreased (P <0.001,P <0.001,P <0.001). Compared with
the sham operated groups,plasma CRF levels in the HI groups,HI + CP groups and HI + CP + VP groups all significantly decreased (P <
0.001,P <0.001,P <0.001). Compared with the CP control groups,plasma CRF levels in the HI groups,HI + CP groups and HI + CP +
VP groups all significantly decreased (P <0.001,P <0.001,P <0.001). Compared with the VP control groups,plasma CRF levels in the
HI groups, HI + CP groups and HI + CP + VP groups all significantly decreased (P <0.001,P <0.001,P <0.001). Compared with the HI
groups, plasma CRF levels in the HI + CP groups and HI + VP groups all significantly increased (P <0.05,P <0.001). Compared with
the HI + CP groups, plasma CRF levels in the HI + VP groups significantly increased (P <0.001). Compared with the HI + VP groups,
plasma CRF levels in the HI + CP + VP groups significantly decreased (P <0.001). Conclusion Plasma CRF levels in the young rats af-
ter HI and after the young rats were placed for one day significantly decreased. But, after the young rats were pretreated with CP or VP, the
decrease of plasma CRF secreting levels under HI can be inversed. After the young rats were simultaneously pretreated with CP and VP, the
decrease of plasma CRF secreting levels under HI was not changed.
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