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Investigation on the Effect and Mechanisms of Hydrogen Sulfide Against Apoptosis

Induced by ox-LLDL in Human Umbilical Vein Endothelial Cells
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[ABSTRACT] Aim  To investigate the effects of hydrogen sulfide on ox-LDL-induced apoptosis in human umbilical
vein endothelial cells (HUVEC) and the mechanisms involved. Methods The HUVEC were incubated with ox-LDL for
24 hours after treatment with NaHS at different concentrations (25, 50, 100, 200 pmol /L) for 24 hours or for different incu—
bation time (6, 12, 24 hours) at the concentration of 50 wmol/L.  The apoptotic alterations of HUVEC were observed by Ho-
echst 33258 staining and flow cytometry (FCM) , respectively.  The change of mitochondrial membrane potential (MMP) and
intracellular reactive oxvgen species (ROS) generation were detected by Dihydrohodamine123 (DHR123) staining and rhoda—
minel23 (Rh123) staining. Results  Pre-treatment with NaHS remarkably inhibited apoptosis induced by ox-LDL in
HUVEC in a time—and concentration-dependent manner (all P <0.01). The decrease of MMP and increase of the intracel—
lular ROS generation in HUVEC induced by ox-LLDL were significantly prohibited by treatment with NaHS or N—acetyl-L.-cys—
teine (NAC) (all P<0.05). Conclusions H,S inhibits apoptosis induced by ox-LLDL in HUVEC which is involved in

preservation of mitochondrial membrane potential and attenuation of the intracellular ROS generation.
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Figure 1. Effect of pre-treated with different concentrations
of H,S on shape of nucleus in HUVEC
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Figure 2. Effect of pre-treated with different concentra—
tions of H,S on apoptosis of HUVEC induced by ox-LDL
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50 pmol/L NaHS 8 1 mmol/L NAC Fi4-#¥ HUVEC
24 h HnA 100 mg/L ox-LDL {EH 24 h J5, HUVEC

& 3. H,S WiabHA N [ %} ox-LDL % 5 HUVECs F T KA 89520 ( x400)
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PSR IR, WL AR A NXIR4L, BLC.D A NaHS FiALFLH A [H] I E] (6412.24h) 41 (NaHS + ox-LDL) , E Jy 100 mg/L ox-LDL 4bFE4 .
Figure 3. Effect of pre-treated with different times of H,S on shape of nucleus in HUVEC
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Figure 4. Effect of pre-treated with different times of

H,S on apoptosis of HUVECs induced by ox-LDL
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5. H,S %I ox-LDL %5 HUVEC ROS & pg 1) 521 ( x 100)
A JyxtBE 4, B Jg NaHS + oxd.DL 21,50 pmol /L NaHS § 7% HU-
VECs 24 h JEH A 100 mg/L ox-LDL %% 24 h , C 34 ox-LDL 41,100
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Figure 5. Effect of H,S on ROS generation in HUVEC in-
duced by ox-.DL
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Figure 6. Effect of H,S on ROS in HUVECs (r =3,x +5)
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mg/L ox-LDL Ab3E41EH 8Tt (P <0.05; [ 8) .

B 7. H,S X ox-LDL B&{E HUVEC gk iz ( AWm) B9

(= 10)
41, D B NAC

A WG4 B A NaHS + ox-LDL 41, C A ox-LDI
+ ox-LDL 4]
Figure 7. Effect of H,S on AWm decrease in HUVEC in-

duced by ox-LDL
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4l. a P<0.05, 5% LML b A P <0.05, 5 ox-LDL 4L M LL

Figure 8. Effect of H,S on AWm in HUVEC(n =3 x +5)
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