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Effect of Sodium Deoxycholate (SD) on Human Umbilical Vein Endothelial
Cell Apoptosis™
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ABSTRACT Objective: To discuss the effect of sodium deoxycholate (SD)on the apoptosis of HUVECsin vitro. Methods: (1)After
HUVECSs were respectively exposed to different final concentrations of SD (0,0.015 mg/mL, 0.05 mg/mL, 0.15 mg/mL, 0.5 mg/mL,1.0
mg/mLcell viability was detected by CCK-8 assay and cell apoptosis was detected by TUNEL staining. (2)After 0.15 mg/mL SD was
acted on HUVECs for 4 h, 6 h, 8 h, Western blot was used to detect the activation of Caspase-3, 7, 9 and PARP.(3)Observe the effect of
Z-DEVD-FMK (a Caspase-3 inhibitor) on the groups with SD at a dose of 0.15 mg/mL. Results: CCK8 assay showed that with the
increasing of SD concentrations(0 ~ 1.0 mg/mL )and action time(0 ~12h), cell viability of HUVECs decreased accordingly. Cell viability
was 80% at a dose of 0.15 mg/mL, while merely less than 10% at a dose of 1.0 mg/mL. TUNEL staining displayed that the more the
concentrations of SD, the more cell apoptosis there were. From Western blot, it could be seen that after adding SD into HUVECs the
activation of Caspase-3, 7, 9 and PARP rose. Z-DEVD-FMK could inhibit the effect of SD at a dose of 0.15 mg/mL on the activation of
PARP. Conclusion: SD could induce HUVEC apoptosis through the activation of Caspase Proteinases.
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Fig.1 A:Cell proliferation of HUVEC acted by different concentrations of SD B: Cell proliferation of HUVEC acted by 0.15 mg/mL SD

Note: Compared with control group, ***P<<0.05.
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Fig.2 Detection of HUVEC apoptosis after being acted on by different concentrations of SD
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Fig.3 Effect of Z-DEVD-FMK and SD on HUVEC apoptosis
7£:A0.15 mg/mL #J SD EH 4h; B Z-DEVD-FMK+0.15 mg/mL SD {£f 4 h; C Z-DEVD-FMK+0.15 mg/mL SD {EF 6 h
Note: A 4 h after the effect of 0.15 mg/mL SD on HUVEC; B 4 h after the effect of 0.15 mg/mL SD associated with Z-DEVD-FMK on HUVEC;
C 6 h after the effect of 0.15 mg/mL SD associated with Z-DEVD-FMK on HUVEC
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Fig. 4 Activation of Caspase Proteinases after being acted on by 0.15 mg/mLSD and the effect ofZ-DEVD-FMK on activation of PARP

Note: Compared with control groups, ***P<C0.05 in panel A ,B.C, * P<<0.05 in panel D; in panel D, compared with the groups not added with
Z-DEVD-FMK, **P<C(.05. *** P<C(.05.
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