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Simvastatin Improves the Growth of Pulmonary Microvascular Endothelial
Cells Incubated in Serum of Neurogenic Pulmonary Edema Rat

FU Hui, WANG Qiaosheng,LIU Yan,et al
( Department of Critical Care Medicine ,the First Affiliated Hospital , University of South China ,
Hengyang , Hunan 421001 , China)

Abstract: Objective To observe the effect of simvastatin on the growth of pulmonary microvascular endothelial
cells (PMECs) incubated in the serum of neurogenic pulmonary edema (NPE) rat and expression of Bax and Bel-2 of
PMECs. Methods The PMECs were randomly divided into five groups,the control group, NPE 24 h group,NPE 48 h
group , simvastatin 24 h group and simvastatin 48 h group. The two NPE groups were incubated in rat serum for 24 h and 48
h respectively. The two simvastatin groups were treated with 1 pwmol/L simvastatin,also incubated in rat serum for 24 h and
48 h respectively. The cell growth in each group was determined by the cell growth curve of cytometry,while the expression
of Bax and Bcl-2 was detected by Western-bolt and RT-PCR.  Results In the NPE 24 h and NPE 48 h groups, the growth
rate of PMECs was significantly decreased with increased doubling time and a large amount of floating cell debris. In the
simvastatin 24 h and simvastatin 48 h groups, the number of PMECs increased significantly. The expressions of Bax was sig-
nificantly upregulated (P <0.05) ,while the expressions of Becl-2 was significantly downregulated (P <0.05) in the NPE
24 h and NPE 48 h groups when compared with that in the control group. The expressions of Bax was significantly downregu-
lated (P <0.05) ,while the expressions of Bcl-2 was significantly upregulated (P <0.05) in the simvastatin 24 h and sim-
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vastatin 48 h groups when compared with that in the control group. The expression of Bel-2 of PMECs in the simvastatin 48

h group was significantly increased (P <0.05) compared to the simvastatin 24 h group.

Conlusions Simvastatin im-

proves the growth of PMECs incubated with serum of NPE rat. One of the corresponding mechanisms may be related to the

upregulation of Bcl-2 and downregulation of Bax.
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