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Fig.1 Cell morphology of normal rat ASMCs labelled by DiBAC4(3) (A) and the effects

of Bay K 8644 on the membrane potential of normal rat ASMCs (B) and ASMCs of rats with
severe hemorrhagic shock (C)
DiBAC4(3) fluorescence was normalized to calculate the relative percentage change of

fluorescence of the cells
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Fig. 2A Effects of Bay K 8644 on the membrane potential of ASMCs in different groups
Control group: Normal ASMCs; Control+TEA group: Nomal ASMCs pre—incubated with TEA for

2 min; Shock group: ASMCs of rats with hemorrhagic shock. *P<0.05 vs control group (n=14-

15).
Fig. 2B Effects of Bay k 8644 compared with that of TEA on membrane potential in ASMCs
of rats with severe hemorrhagic shock.
#P<0. 05 vs Bay k 8644 (n=12). DiBAC4(3) fluorescence was normalized to calculate the

relative percentage change of fluorescence of the cells.
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