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[ ABSTRACT] Aim  To determine the effect of interplay between endoplasmic reticulum stress ( ERS) and
autophagy on vascular calcification (VC). Methods VC model in rats was induced by vitamin D3 plus nicotine. The
deposition of calcium in aorta was determined by alizarin red staining and assessment of calcium content. The protein lev-
els in aorta were measured by Western blot. Results Compared with control group, deposition of calcium in aorta was
increased in VC group. The protein levels of SM-22a and calponin in calcified vessels were decreased, whereas that of
bone morphogenetic protein 2 ( BMP-2) and RUNX2 was increased. ERS and autophagy was activated in calcified aorta,
shown by increased levels of glucose regulated protein ( GRP78) , C/EBP homogous protein (CHOP) , LC3 Il and Beclin-

1. Tunicamycin (10 pg/kg per day), an ERS inducer exacerbated VC and transdifferation of vascular smooth muscle

[WFSHH]  2018-08-15 [f£EIHHI] 2018-09-20

[(BEE£WE] HEXRAKRBEIS (81770499) ;] b4 [ 4% B 2 3t 4 ( H2016206264 ) 5 K 2% 24 1 5 @k YIl 25 11 %l
(USIP2017017, EIZ% %)

[(TEE®T] A Wik, B EAREEIT BT 7 1 S N5 R ST 2 0 2 A S v (VR Y E-mail oA liyanqging81@ 163.com,
FHERASCILESE —EE , B EVEE B, 1, 2082, W W58 AR 500, B9 5 1 I 38045 Ak 1 & A AL sl B HG ot 2 A Y )
%, E-mail M tengxu78@ 163.com,



1100

ISSN 1007-3949 Chin J Arterioscler, Vol 26,No 11,2018

cells from contracted-like to osteoblasts-like phenotype.

It also promoted ERS and auphagy.

3-methyladenine (10 mg/kg

per day) , an autophagy inhibitor prevented stimulation of autophagy, but promoted ERS activation in calcified aorta, while

it also exaggerated VC and transdifferation of vascular smooth muscle cells.

and autophagy plays an important role in progression of VC.
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Figure 1. The general characters of rats with VC
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Figure 2. Protein levels of ERS and autophagy-associated marker
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Figure 3. ERS agonist Tm promoted VC and transdifferation of VSMC
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Figure 4. ERS agonist Tm promoted the protein expression of ERS and autophagic markers in calcified aorta
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