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Autophagy is Involved in Progression of Vascular Smooth Muscle Cell Calcification
Induced by Ox-LDL
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Abstract; [Objective] To determine whether autophagy is involved in the process of vascular smooth muscle cell calcification
induced by Ox-LDL. [Methods] The in vitro model of vascular calcification was used in this study. Vascular smooth muscle cells
were randomly divided into controls, an Ox-LDL-treated group, and a 3MA plus Ox-LDL-treated group. Cells were grown in
DMEM supplemented with 10 mM BGP. Calcification was assessed by alizarin red staining. The mRNA and protein expression of
cbfal and Beclinl were analyzed by Q-PCR and Western blotting respectively. [Results] Ox-LDL promotes vascular smooth muscle
cell calcification, up-regulates the mRNA and protein expression of chbfal and Beclinl. The specific autophagy inhibitor attenuates
vascular calcification, and inhibits the up-regulation of chfal and Beclinl expression induced by Ox-LDL. [Conclusion] The pathogenesis
of vascular smooth muscle cell calcification induced by Ox-LDL involves autophagy.
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SE I ST LA M« a-SM-actin 5 4 1M 55 SF- 1 WL
MM Fhr&® . L 10 mmol/L B—H i 2
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HEER 1,019 g/mlL,4 C IR (541 000 xg)
4 h, L FEWAREERER ., A% E
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A native LDL, 4 CI#4F . KM 5 wmol/L CuSO, 4t
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AATAGCGTGCTGCCATTCG ; Beclinl (F) ; ACAGTG
GACAGTTTGGCACA, (R):CGGCAGCTCCTTAGATT
TGT,
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Fig.1 Effect of Ox-LDL on VSMC calcification

Control ; cells were cultured in native LDL; Ox-LDL; cellswere

Alizarin red (OD units)

cultured in Ox-LDL; bar = 200 pm. 1);Compared with control group,
P < 0.001.
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Fig.2 Effect of 3MA on Ox-LDL-induced VSMC

calcification
A: Control, cells were cultured in native LDL; B: Ox-LDL,

Alizarin red (OD units)

cells were cultured in Ox-LDL; C. 3MA, cells were cultured in
Ox-LDL + 3MA; bar = 200 wm. 1) Compared with control group;
2) Compared with Ox-LDL group; P < 0.001.
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Fig.3 Effect of 3MA on the expression of cbfal
and Beclinl in VSMCs
Control; cells were cultured in native LDL; Ox-LDL: cells
were cultured in Ox-LDL; 3MA. cells were cultured in Ox-LDL +
3MA. 1):Compared with control group; 2):Compared with Ox-LDL
group; P < 0.01.
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