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Effect of ginsenoside Rgz on intimal proliferation and apoptosis of vascular
smooth muscle cells after vascular injury in rats
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Abstract: Objective To investigate the effects of ginsenoside Rgs on intimal proliferation and apoptosis of vascular smooth muscle
cells after vascular injury in rats. Methods Forty Sprague Dawley rats were divided into four groups randomly including Sham
operation group, model group, ginsenoside Rgs low-dose group (5 mg/kg), and ginsenoside Rgs high-dose group (10 mg/kg). The
carotid artery intima injury model was established by inflation balloons. From the next day after modeling, the rats were treated with
ginsenoside Rgs by ig administation in ginsenoside Rgs groups, and rats in Sham operation group and model group were administered
with same amount of normal saline. The injured common carotid arteries were harvested after 14 d and morphological changes of
injured arteries were observed by HE staining. Terminal deoxynucleotidyl transferase-mediated nick end labeling (TUNEL) was used
to detect the apoptosis of smooth muscle cells; Western blotting and gRT-PCR were used to detect the expression of Fas and
anti-apoptotic gene Bcl-2. Results Compared with the Sham operation group, the vascular neointima of rats in model group was
significantly thicker, and the ratio of intima/media area and the apoptosis rate of neointimal hyperplasia were significantly increased.
The expression of apoptosis-related gene Fas and anti-apoptotic gene Bcl-2 was significantly increased. Compared with model group,
ginsenoside Rgs (5 and 10 mg/kg) significantly alleviated vascular intimal hyperplasia, the intima/media area ratio and the expression
of Bcl-2 was significantly decreased, and the apoptosis rate of smooth muscle cells in the neointimal area and the expression of Fas in
injured vessels were significantly increased. Conclusion Ginsenoside Rgs can reduce the vascular neointimal hyperplasia induced by
balloon injury with the possible underlying mechanism to promote the apoptosis of smooth muscle cells.
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Table 1 Primer sequence and amplification product length

| T3 (5°—3) K JEibp
Fas Lif: CTCCAAGGGATTGGAATTGA 399
Tif: TTGGTGTTGCTGGTGAGTGT
Bcl-2  Lif: GGGTACGATAACCGGGAGAT 395
FiF: CTGAAGAGCTCCTCCACCAC
B-actin _Ejf: GGCATCCTCACCCTGAAGTA 203
Tif: GGGGTGTTGAAGGTCTCAAA
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B 1 AZEH Ros X KRIMEKIRGERRIEERIFM (X400)
Fig. 1 Effect of ginsenoside Rgs on endothelial morphology of rats after vascular injury (><400)
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Table 2 Effect of ginsenoside Rgs on endothelial morphology of rats after vascular injury ( X s, n = 10)

2H 5] 7 &/(mg-kg™) P LTI AR /mm? Hp R TH A /mm? PN i
RFEAR — 0.010+0.000 0.105+0.005 0.095+0.010
i — 0.311+0.017" 0.113+0.018 2.752+0.351""
NS B Rys 5 0.198+0.019* 0.101+0.011 1.96040.210%

10 0.1544-0.028% 0.10940.014 1.4134-0.301%
HFARME: "P<0.01; SHMALE: #P<0.01, FH
P < 0.01 vs Sham group; **P < 0.01 vs model group, same as below
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Fig. 2 Apoptotic changes of vascular smooth muscle cells of rats after carotid artery injury in each group (><400)
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Table 3 Effect of ginsenoside Rgs on apoptosis of smooth
muscle cells of rats after carotid artery injury (X s, n = 10)
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10 31.6981-2.354%#
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Fig. 3 Effect of ginsenoside Rgs on expression of Fas and
Bcl-2 protein in injured carotid artery of rats (X s, n = 10)
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Fig. 4 Effects of ginsenoside Rgs on expression of Fas and
Bcl-2 mRNA in injured carotid artery of rats (X £s, n = 10)
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