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Proliferation of cardiac fibroblasts stimulated by inositol (1, 4, 5)-trisphosphate in rats
YANG Yong-jiann ZHU SHAN-jun ZHU Zhi-ming, HU Houxiang, DING Gang Zhong Jian (Department of Cardiology s Xingiao Hospital Third Military
Medical University, Chongqing 400037, China)

Abstract; Objective  To explore the role of calcineurin (CaN )-dependent signaling passway in the proliferation of rat cawdiac fibroblasts
(FBs) stimulated by inosital (1, 4 5)-trisphosphate (IP;). Methods Using the model of cultured rat FBs Ca®" influx was stimulated with IP3, CaN
signaling pathway was blocked with cyclosporine A (CsA ) and Ca®" channel with verapamil (Ver), the activities of FBs CaN, mitogen activated pro-
tein kinase (MAPK) and potein kinase C(PKC) were detected, *H-Leucine(*H-Lew) and *H-Thymidine(*’H-TdR) incorporation was taken as the
mark of FBs proliferaion. Results  Synthesis rates for protein and nudeic acid increased significantly in IP3 stimulated FBs ( P<<0.01). The syn-
theses of protein and nucleic acid were markedly decreased in CsA and Ver group with a significant difference from IPs-stimulated group ( A< 0. 01).
And also decreased FBs CaN activity and also FBs PKC activity were found in CsA/ Ver and Ver group respectively. Conclusion CaN signaling
pathway plays an important role in FBs proliferation induced by IP3 but it is not the sngle signaling pathway in regulating FBs pwoliferation. other
signaling pathway may be also involved in FBs pmliferation induced by 1P;.
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Tab 1 Effects of CsA and Ver on IP; induced increase of CaN. MAPK.
PKC activities in rat cardiac fibroblasts (x +s)

Group n CaN (A welD) MAPK ( pm/wel) PKC (cpny/ welD)
s 6 0. 06140. 0032 4794 4369 4619+721204
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Tab 2 Effects of CsA and Ver on IP;-induced increase of >H-Leu and
3H TdR incorp oration in cultured rat cardiac fibroblasts (x +s)

Graip n  3H-Leu incorporaion( qonv/ well) 3H-TdR incorporation (cpny/ well)
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Application of Orem's self-care theory in nursing hemiplegia patients due to cerebral

hemorrhage
Domwthea. E. Orem
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