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The effects of Diao Xinxuekang (DK) on myocardial ischem ia reperfusion injury in rats

ZHAO Sheng , FENG Guo-qing , FU Run-fang , ZHANG He-m ing , HU Xiang-jie"; ZHANG Xin-yong (1. Xiaoshan
Women and Children Hea lth Hospital o f Hangzhou, Hangzhou 311201, China; 2. Department ofPhannacology in Medical College of
Zhengzhou University, Zhengzhou 450052, China)

ABSTRACT: OBJECTIVE To observe the effects of DK on myocardial ischem ia reperfusion injury in rats. METHODS 48 Wistar
rats were random ly divided into three groups: nomal control group, model control group and DK treatment group. Those of the fomer
two groups were treated with gastrogavage of 0. 5% CMC 10mL/kge d for10 days, and the treatment group with DK 70mg/kg* d.
Myocardial ischem ia reperfusion injury models were established by the ligation of left desending coronary artery for 30m in and repe rfu-
sion for90m in in rats and the influence on scores of arthythm ia, myocardial infarction size, cardiac function, the activities of supe rox-

+

ide dismutase ( SOD), catalase ( CAT), glutathione peroxidase ( GSH-Px), Na' <K' =ATPase, Ca’" -ATPase, and the content of ma-
londialdehyde( MDA) were detem ined. RESULTS In DK-treatment group, the score of arthythmia decreased, the myocardial in-
farction size dim inished, the cardiac function was markedly improved, the activities of SOD, CAT, GSH-Px, Na -K' -ATPase and
Ca " -ATPase significantly increased while MDA content reduced markedly in myocardium compared with the model control group.
CONCLUSION DK can protect myocardium against ischem ia reperfusion injury. The action is pethaps relate to the inhibition of the

free radical and subsequent lipid pe roxidation.
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Tab 1 Effects of DK on the score of arthythm ia, ischem ic zone

size and infarction size( x Xs,n =16/8)

(n=16)
(%, n=8)  (%,n=8)
0 0 0 0
2.9441.24  3.63%0.96  33.30%0.98 21.42+1.28
DK 1.9441.299 2,75 41,000 32.85%0.91 11.3041.18%

;Y P<0.05,% P<0.01
Note: ) P <0.05,2 P<0.01 vs model control group
2
(n=16, x Ls)
Tab 2 Effects of DK on cardiac function of myocardial ischem ia

repe rfusionin rats( n =16, x £s)

LVSP +dp/dt +dp/dt

(mmHg) (mmHg/s) (mmHg/s)

121 £29 3844 %1091 2913 1932
30min. 118 £22 3675 £643 2669 £815
60m in 120 £23 3794 £751 2662 £722
90min 113 £22 3581 1995 2569 719
120min 105 £20 3088 £774 2300 £625

128 %31 3888 £1010 2784 1888
BOmin 106 %31 2991 991" 2038 £666"
B0m in 92 +30% 2641 18822 1919 6812
160m in 90 £19" 2578 £866 1788 £568%
90m in 80 *18% 2050 £627? 1247 £364%

DK 124 35 3619 £972 2675 847
BOmin 109 £22 3522 £1006 2522 £829
B0min 109 *21 3475 £1036" 2416 *691°
0min 108 £15% 3319 £954% 2313 £562%
9O0min 102 £21% 2950 £924Y 2138 £598Y
2D P<0.05,2 P<0.01; 3
P <0.05,% P <0.01; BO: 30min; B0, 160 190: 30, 60

90m in

Note: ') P <0.05,” P <0.01 vs nomal control group,® P <0.05,* P <

0.01 vs model control group; 30: ischemia 30min; r30, r60 and r90:
reperfusion 30, 60 and 90 m in
2.4 SOD, CAT, GSH-Px, MDA, Na' -K" -ATP Ca’' -ATP

3, SOD, CAT, GSH-Px, Na" -
K" -ATP , Ca ' -ATP (P <0.05,P<
0.01), MDA (P<0.01), DK
SOD, CAT, GSH-Px, Na' -K" -ATP  .Cd ' -ATP
(P <0.01), MDA (P<0.01).

DK +ATP
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Tab 3 Effects of DK on SOD, CAT, GSH-Px, MDA, Na' -K' ATPase and Ca’ " -ATPase in myocardium ( x £s, n =8)

SOD CAT GSH-Px MDA Na' K" ATP ca " -ATP
[ U/mg( pro) ] [U/mg( pro) ] [ U/mg( pro) ] [ nmol/mg( pro) ] [HmolPi/(mg(pro)* h) ] [HmolPi/(mg(pro)* h) ]
305.93 £12.58 11.38 £1.55 24.06 *1.01 1.54%0.11 2.58 0.25 2.13 0.28
156.35 £12. 492 4.54 £1.29? 17.65 t0.82% 3.67 £0.17? 1.72 £0.14% 1.41 0.11%
DK 221. 40 +13. 267 9.74 *1.29"9 23.03 £0.84"% 1.92 0.169% 2.15 0.2329 2.02 +0.27%
2 P<0.05,% P <0.01; ;9 P <0.01
Note: ") P <0.05,% P <0.01 vs nomal control group;* P <0.01 vs model control group
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