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ABSTRACT: OBJECTIVE To observe the effect of total flavones of Rhododendra ( TFR) on experimental myocardial ischemic inju-
ry in rats induced by Isoproterenol. METHODS The experimental myocardial ischemic injury was induced by subcutaneous injection
(sc) of Isoproterenol (Iso). MDA content, SOD, GSH-PX activity in serum and ATPase activity in myocardium were assayed according

to test kits. Moreover the histopathologic changes of myocardium in rats were examined with HE dying method, and pathobiological
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grading was analysized with Ridit method. RESULTS 30 mg * kg ™' of TFR could significantly reduce MDA content, 30, 15 mg
kg ™" and 60,30 mg * kg ™' TFR markedly increase SOD, GSH-PX activity. 60,30 mg * kg~' TFR increased ATPase activity in myocar-
dium. TFR 60,30 mg * kg ~' could also improve histopathologic changes of myocardium and reduce the pathobiological grading. CON-
CLUSION TFR had protective effect on myocardial ischemic injury induced by Isoproterenol, and it mechanism may be relat with the

decreasing the production of free radial and ameliorating the energy metabolism in myocardium.
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FAAR O LB 1K BRI 3 o MDA A 2 1, 1) b T v DG i 3 o
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Tab 1 Effects of TFR on the content of MDA and the activities of SOD, GSH-Px in serum of rats( n =8,x +s)

Dose MDA SOD GSH-PX
Group
/mg'kg’l /nmol * ml,~! NU * mL~! /U mL™!
Normal 0.244 0. 117 205.74 £8.34 454.06 +28.42
Model 0.446 +0. 189" 191.37 £10.97% 378.98 +30.57%
TFR 60 0.379 +0. 160 195.99 +11.89 453.45 +15.70%
30 0.080 +0.037% 200.40 +3.91% 512.32 £101.90%
15 0.258 £0.172 205.60 +7.35% 398.32 +80.38
EGB 100 0.153 £0.071% 200. 64 +3.98% 423.09 +31.03%

G IERWALLLE, VP <0.01,7 P <0.05; 54, P <0.05,4 P <0.01
Note: "’ P <0.01,% P <0.05, vs normal group; >’ P <0.05,% P <0.01,vs model group

2.2 TFR X C LB LA B LIS ATPase $if 1 19 0
TFR 30 mg * kg ' %} sc Iso Ji Na®-K*-ATPase, Ca’* -

Mg® " -ATP ase LA S T-ATPase (¥ B AT B 52 1% 400 1 4 T, &k
G R R BRI WL ATPase HOWE J). L4 2.

£2 TFRARAGHE SO AE KBS HL L F ATPase WEHEH H v (n=8,% +5)

Tab 2 Effect of TFR on the activity of ATPase in myocardium of Iso-induced myocardial ischemia rats( n =8,% £ )

Dose

Ca?* -Mg®* -ATPase

Group Na* -K* -ATPase T-ATPase
/mg'kg_l /Umolpi'mgpro’] e h!
Normal 0.282 +£0.069 0.136 0. 043 0.418 +0.103
Model 0.204 £0.050" 0.092 +0.028% 0.296 +0.072%
TFR 60 0.232 +0.019 0.111 +£0.014 0.343 +0.032>
30 0.273 £0.033% 0.120 +£0.021% 0.394 +0.055%
15 0.193 +0.033 0.081 +0.015 0.274 +0.048
EGB 100 0.257 £0. 037" 0.122 +0.018> 0.380 +0.055>

H S IEWAIHE, VP <0.01,2 P <0.05; SR L, P P <0.05,4 P <0.01

Note: "’ P <0.01,% P <0.05,vs normal group;>’ P <0.05,%* P <0.01,vs model group
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(HE x200);F: EGB 100 mg * kg ~' (HE x200)

Fig 1 Effect of TFR on histopathologic examination of myocar-

dium in rats

A:Normal group( HE x 200) ; B: Model group( HE x200) ; C: TFR 60 mg

* kg 7' CHE x200); D: TFR 30 mg * kg ™' CHE x200); E: TFR 15 mg
* kg "' (HE x200); F: EGB 100 mg * kg ' CHE x200)
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Tab 3

TFR influence on the degree of ischemic myocardial

pathobiological grades

Dose Pathobiological Grades
Group
/mg * kg ™! 0 | | 1
Normal 8 6 2 0 0
Model 8 0 0 3 50
TFR 60 8 0 7 1 0¥
30 8 0 5 2 1?
15 8 0 3 3 2
EGB 100 8 0 5 2 1%

FE: HIETALLLE, VP <0.01; SHRAILLE, 2 P <0.05,% P <0.01
Note: "’ P < 0. 01, vs normal group; 2P <0.05,% P <0. 01, vs model
group
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