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Abstract: The protective effect of ginseng polysaccharide on mitochondria in rats with coronary heart disease was studied. The levels of
mitochondrial calcium (Ca®), succinate dehydrogenase (SDH), malondialdehyde (MDA), glutathione peroxidase (GSH-Px), superoxide
dismutase (SOD), soluble Fas (FAS), Fas ligand (FASL), b-lymphoma-2 (Bcl-2) and b-lymphoma-2 genes related X protein (Bax) were detected
by the intervention of ginseng polysaccharide. The results showed that the concentration of Ca®* and SDH activity were significantly changed
with the increase of the action concentration of ginseng polysaccharide (p<0.05), among which, the Ca®* concentration and SDH activity in the
high dose group were 43.41 umol/g and 7.21 U/mg respectively. After the action of ginseng polysaccharide, MDA content, GSH PX enzyme
activity and SOD activity in high dose group were 4.19 nmol/mL, 132.42 U/mg and 90.18 U/mL respectively, which were significantly different
from those in the model group (p<0.05). At the same time, compared with the model group, ginseng polysaccharide significantly reduced the
expression levels of FASL, Fas, Bcl-2 and Bax in rats (p<0.05). The expression of FASL, Fas, Bcl-2 and Bax in high dose group was 1.21, 1.09,
1.08 and 1.02, respectively. The results showed that ginseng polysaccharide could improve the blood lipid abnormality in rats with coronary
heart disease, and had the function of anti-oxidation and anti-tumor, and had strong protective effect on mitochondria.
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Table 1 Changes of calcium content and SDH activity in

cardiac mitochondria (X £ §)

205 R%  Ca®/(umollg)  SDH/AU/mg)
A 10 53.91+6.76° 5.41+1.06°
] 10 43.57+5.48° 6.18+1.21°
&7 =4 10 48.05+5.11¢ 5.12+1.38°
A4l 10 44.72:4.14% 5.67+£1.92¢
&4 10 43.41+4.67° 6.02:+1.44°

i R FERRATEFHESE, p<0.05, TR,
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Table 2 Comparison of the levels of MDA, GSH-PX and SOD in cardiac mitochondria of rats (X & §)

283 R%  MDA/(nmol/mL) GSH-Px/(U/mg) SOD/(U/mL)
AEA 20 10 5.03£1.25° 105.21+13.24° 70.25+12.56°
S 10 431+1.13° 133.57+14.56° 99.19+12.82°
& 240 10 4.95+1.06" 114.61+16.25° 73.27+13.24°
kibilh ! 10 4.62+0.82° 122.21+22.41¢ 85.37+15.37°
BHiEa 10 4.19+1.01¢ 132.42+18.35° 90.18+14.21¢
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Table 3 Expression ratio of rat myocardial apoptosis-related genes (X £ )

ik A% FASL FAS Bcl-2 Bax
AEAIA 10 2214043 2.1640.37° 1.2540.25° 1.5140.32°
SEgm 10 1.05+0.29° 0.94+0.25" 1.03+0.23° 1.04+0.28°
A& =48 10 1.89+0.12° 1.85+0.21° 1.15+0.20° 1.29+0.19°
F A F4 10 1.43+0.09 1.32+0.06¢ 1.1120.07° 1.16+0.05¢
SRl Ea 10 1.21+0.11° 1.09+0.18° 1.080.16™ 1.0240.17°
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