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[ Abstract | Objective: To investigate the protective effect of Shenxiong Glucose Injection ( SGI) on
H,O,-induced oxidative damage of H9c¢2 cells. Method: The in wvitro oxidative stress damage model was
established by treating H9c2 cells with H,0, (300 pmol *mL ") for 0.5 h. SGI-pretreated group: pretreated
H9¢2 cells with SGI (100, 200, 400 pmol -mL ") for 6 h. Blank group and model group were treated additionally
with H,0, for 0.5 h. The intracellular reactive oxygen species ( ROS) and mitochondrial membrane potential

(MMP) were detected by flow cytometry. The cell viability was detected by MTS assay; ELISA methods was used
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to determine LDH release, MDA content, SOD, CAT, GSH-PX activity. The expression of apoptosis-related genes
Caspase-3, Bax and Bcl-2 was detected by western blotting technology. Result: After HOC2 cells was treated with
H,0, (300 wmol *mL"") for 0.5 h, the survival rate of the cells decreased to about 50% . The experimental
results were so appropriate and repeatable that the subsequent oxidative damage model was established under the
conditions. Compared with the control group, the cells survival was significantly increased (P <0.05, P <0.01)
by pretreating with SGI for 6 h. SGI not only decreased the release of LDH (P <0.05, P <0.01), MDA (P <
0.05, P<0.01), but also increased the activity of SOD, GSH-PX, CAT (P <0.01). In addition, the content of
ROS significantly decreased (P <0.01), and MMP was increased (P <0.01). Western blot showed SGI can
significantly enhance the expression of Bcl-2 and weaken the expression of Caspase-3 (P <0.05, P <0.01).

Conclusion: SGI shows the protective effect on H,0,-induced oxidative damage of H9¢2 cells. Its mechanism may

be correlated with increase in ROS removal ability and inhibition of apoptosis.
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Table 1 Effect of SGI pretreatment on contents of MDA and LDH
activity in H9c2 cells treated with H,O0, (x +s,n =5)

e
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157 - 2.08 £0.03% 172.23 +4.32%
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200 1.75 £0. 08% 142.25 +0.95%
400 1.54 +0.02% 130. 38 +2. 427
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Table 2 Effect of SGI pretreatment on activities of GSH-Px, SOD, CAT and content of ROS in H9¢2 cells treated with H,O, (x +s,n=5)

e/ DR
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25 - 53.38 +4. 41 45.45 +4.40 39.46 £2. 40 989 +125 5298 +485
o] - 25.08 +3.27% 21.21 +2.51% 25.75 +1.51% 26 326 +3 1343 21059 £2 110%
SGI 100 28.89 +2.54% 24.12 +2.47% 27.10 1. 27% 23 234 +3 0457 18 680 =1 762%
200 35.75 £2. 687 31.71 £3.54% 28.51 1. 542 20 347 £2 9407 14 962 + 1 556%
400 45.54 +2.72% 41.16 £3.32% 30.08 + 1. 42% 9439 +1 537% 10 087 =1 3682
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Fig.3 Effect of SGI pretreatment on expression of Bcl-2,Bax, Caspase-3 protein in H9¢2 cells treated with H,0, (x £s,n=5)
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Caspase-3 ik i, 3% SE 45 5 15 W 2R (K 0 T2 3R 12
Peisfe . MTE SGIAEMT ,BR T Bax LIAh, kTR H5
PR3 T ik X B SGT ] I i 4 ) 4ok A I T i
BB SR F5 P H, 0, xb0 WLAH M 475

Zi EAriR M T H,0, #5589 HIe2 W0 IL4H MY
SE A 0 5 TR 2% 58 25 5 ) ) B 1 S BT SR A A5 4
YEM . S5 R RW, 25 A A W P W AT #5410 H,0,
P 0 S A 0, O AL AT B 2 3l 2 4 R H9e2 4
JfLy SOD, CAT, GSH-Px 13 £, & R i # ROS; i
5 Bel-2 il Caspase-3 1) & 15, 4t 37 2k b 4 58 4% M
ONCTO AP0 ) 200 O T AT S G A e 2 R P S Y 3
UE, 8 R A —E 1Y Jm) BRAE (B S0 45 2R 2 55 #i 4
W S VA 3 — 20 T S B it T BRI R A

[ &% 30Hk]
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