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= L PBS eiiF 3 48 0 M BT 50904 0 ¢ Lk F AR f e
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Table 2

Effect of Fisetin on arrhythmias induced by myocardial I/R injury in anesthetized rats

N VPC VT VF Mortality
g/kg Incidence Count Incidence Duration Incidence Duration (%)
(%) (number) (%) (sec) (%) (sec)
control 6 100 530.16+416.7 100 31.48+8.7 83 48.39+154 67
Fisetin 10° 4 100 664.33+34.12 100 8.36+4.3 0 00
Fisetin 10* 6 100 292.33+138.1 50 15.65+4.3 33 8.18+7.0*

Note: VPC, ventricular premature contraction; VT, ventricular tachycardia; VF, ventricular fibrillation.

Control is DMSO 10°. n = number of experiments : values for duration of arrythmias are shown as the mean + SEM.

*p < 0.05, as compared to control group
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A E F d Bl E ot d LBIAT G 00 ol R WA
Gdk o £ B 8 0 U Evans blue $h @t o F I TTC % 4 =M™ chle > g
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FAR AT BT ATg A eIl R LG - KL @ 2 dk i % (occulusion zone, OZ)
fefR e 5 (Ventricle, V) et 512 (IZIOZ% 1 2 1Z/V%) » 5143 2.8 » 87 1 ik
F % 10* g/kg v § »e b w L % R (infarct zone, IZ) (% = ) e

[7\—1135'#"%5}:9? B'—‘*i%%‘!"fﬁrﬁ”k‘?r

Ventricle weight and size of infarct zone
g/kg Control Fisetin 10 Fisetin 10+
N 6 3 6
Ventricle weight(g) 0.92+0.15 0.85+0.04 0.88+0.05
Occluded zone(g) 0.46+0.07 0.47+0.04 0.48+0.03
Infarct zone(g) 0.20£0.05 0.18+0.04 0.11+0.03**
OZ/VW(%) 50.27+4.81 55.03£1.52 55.02+1.43
1Z/0Z(%) 42.58+7.24 37.34+6.75 22.84+7.26%*
1Z/VW(%) 21.38+4.21 20.6+4.13 2.53+3.87*
|Z=Infarct Zone ; 0Z=0ccluded zone ; VW=Ventricle Weight
*p <0.05, ¥**p < 0.01, as compared to control group.
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*p<0.05, as compared to control group
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B EBE DS RRT B AR £ 107 gkg ApEATE A i B F H 4 eNOS i A RE
Bl A e - A 4TIE R E 2 eNOS 9 & BRI T o i 4 v FRIN G A B A 4 eNOS s 4
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