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Study on the mechanism of propofol inhibiting the proliferation of cardiac
fibroblasts induced by angiotension [|
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[ Abstract] Objective:To investigate the mechanism of propofol inhibiting angiotensin 1I ( Ang II1)-induced proliferation of rat
cardiac fibroblasts ( CFb). Methods; Ang 11 was used to establish a model of CFb fibrosis in neonatal rats. Cardiomyocytes were divided
into control group,Ang Il group and propofol group. The cell cycle distribution was determined by flow cytometry and the content of col-
lagen type 1 and collagen type III was determined by ELISA. The protein expression of transforming growth factor beta 1 (TGF-beta 1)
in the cells of each group was determined by Western Blot. The expression of extracellular signal — regulated protein kinase 1/2
(ERK1/2) and typical protein kinase C alpha subtype (cPKCalpha) were determined by immunocytochemistry. Results: Propofol at
100 mol/L had the most significant inhibitory effect on Ang II induced proliferation of CFb in rats (P <0.01). Compared with the con-
trol group,the percentage of G,/G, phase cells in Ang II group decreased (P <0.01) ,and the percentage of S phase and G,/M phase
cells increased (P <0.01). The percentage of G,/G, phase cells in propofol group was higher than that in Ang II group (P <0.01),
and the percentage of S phase cells and G,/M phase cells in propofol group was lower than that in Ang IT group (P <0.01). Compared
with the control group,the concentration of CFb type I and III collagen increased in Ang II Group (P <0.01). The concentrations of
CFb type 1 and III collagen in the propofol group were lower than those in Ang II group (P <0.01). Compared with the control group,
the expression of TGF-B1 in CFb of Ang II group increased (P <0.01) ,and that of TGF-B1 in CFb of propofol group was lower than
that of Ang II group (P <0.01). Compared with the control group,the expression of ERK1/2 and ¢PKCa in CFb of Ang II group in-
creased (P <0.01). The expression of ERK1/2 and ¢PKC alpha in CFb of propofol group was lower than that of Ang II group. Conclu-
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sion : Propofol could inhibit the proliferation of CFb induced by Ang Il and increase the concentration of type I and IIl collagen. The

mechanism is related to reducing the expression of TGF-beta 1 and inhibiting the ERK1/2 and ¢PKC alpha pathway.
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