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Antioxidant Effect of Different Isolated polar Fractions in Total Flavones of Clinopodium chinense

Xing Na', Zhang Haijing' , Shu Zunpeng' , Xu Xudong’, Zhu Yundi®, Sun Guibo>, Wang Qiuhong' , Sun Xiaoho
(1 Key Laboratory of Chinese Materia Medica, Ministry of Education, Heilongjiang University of Chinese Medicine , Harbin
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Abstract Objective:To explore the protective effect of different polar fractions in total flavones of Clinopodium chinenseon on
H9¢2 myocardial cell damage induced by hypoxia/ reoxygenation( H/R). Methods: The hypoxia/ reoxygenation injury cardiomyo-
cyte model was established and screened out parts with 10% (2#), 20% (3#), 30% (5#) of carbinol. Cell viability was deter-
mined by MTT method. We collected culture cell and its supernatant for detecting LDH, SOD, GSH-Px, CAT activity and MDA
content. Results: In H/R group, after hypoxia 4 h and reoxygenation 24 h, the myocardial cell viability decreased significantly
compared to control group. Compared with H/R group, 2# 3# 5#different isolated fragments in total flavones of Clinopodium
chinense could increase cell viability. Compared to control group, SOD, GSH-Px, CAT were dropped remarkably, and LDH and
MDA increased remarkably in H/R group. Compared to H/R group, 2# 3# S#medication groups decreased LDH and MDA signif-
icantly, and increased SOD, GSH-Px, CAT significantly in a dose-dependent manner. Conclusion: 2# 3# 5# can reduce myocar-
dial damage induced by hypoxia/ reoxygenation, the mechanism is related with the enhancement ability of myocardial cells to clear
oxygen free radicals, and decrease the generation of lipid peroxide.
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x1 23 SNEBRE/ ERMBOINARBRGIRENEENRITIE (v +5)
i SOD ' CAT GSH-Px' MDA LDH
(U/mg protein) (U-mL™") (U/mg protein) (nmol + mL™") (U-mL7")
Control 225.23 +27.26 26.07 £3.97 94.40 +10. 59 29.70 +4.25 465. 80 +38. 58
Model 137.14 £15. 7344 14.53 +2. 8022 61.61 £9.2244 70.99 +5. 5244 899.44 +71.764%
2% _6.25 170. 14 +19. 85" 19.70 £2.99 * 67.42 +8.54" 62.05 +2.91" 771.66 +£53.19**
2% _12.5 193.60 +£9.33* * 22.71 £2.49"* 71.33 £6.86 " 47.59 +1.66 "~ 673.65 £39. 18 *
2% 25 199.98 +15. 04 * 25.23+£3.07" " 81.15+6.02*~ 35.52 2,25 " 588.12 £39.81* *
3% -6.25 165.68 £14.73* * 21.38+1.14"* 69.38 +8.92 " 54.80 +4.82" " 752.57 £41.72* %
3% -12.5 194.49 +19.41 "~ 22.56 £2.30" " 77.99 £8. 14" * 42.01 £2.68 "~ 628.37 £39.06* *
3% 25 208.26 £27.83* * 24.83 +3.06" * 79.51 £10.92* * 35.10 +4. 44~ 558.10 £34.75* *
5% _-6.25 160.26 +13.79* 21.78 +5.53 " 69.32 +5.65" 51.43 £3.32" " 743.03 +42.60 " *
5% _-12.5 173.47 £18.13* * 22.71 £2.92** 81.09 +8.57 %~ 41.88 +5.64 " * 632.14 £36.75*
5% 25 194.21 +21.41* " 23.99 +4.21 " 87.06 +6.67 "~ 33.08 +1.31** 566.13 £23.94* *
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