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Protective effect of pinacidil preconditioning on cardiomyocytes damaged by hydrogen
peroxide in neonatal mice

PENG Nian-yin' , ZHOU Hungz, Sl Li&mg-yi' (' Department of Geriatrics, Southwesl Hospital, * Department of Pharmacology, College of
Medicine, Third Military Medical University, Chongging 400038, China)

Abstract: Objective To evaluate the effects of hydrogen peroxide (H,0,) on cardiomyocytes and the protec-
tive effect of pinacidil preconditioning on injured primary cultured cardiomyocytes. Methods We isolated and cul-
tured cardiomyocytes in neonatal mice by trypsin digestion technique. The cells were inoculated in 96-well culture
plate at the density of 1 x 10°/ml. Cells were divided into control group and 400, 600, and 800 pumol/L. H, 0, treatment
groups. MTT assay was used to determine the cell vitality at 1, 3, 6, 12, and 24 h after H,0, treatment. The effects
of pinacidil preconditioning were also ohserved. Results The effect of H, 0, on the damages 1o é:aniiumyocytes was in
dose- and time-dependent manners. Pretreatment with pinacidil at the concentrations of 1x 107", 1x107°, and 1 x
10" mol/L, particularly 1x 107 mol/L, could increase the activity of cardiomyocytes treated with H, 0, . Conclusion

Pinacidil preconditioning at lower doses can protected cardiomyocytes from injuries induced by H, 0, .
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Tab 1 Effects of H, O, on murine cardiomyocytes by
MTT [n=3, D(490), (¥ x5s)]

Group 400 pmol/LL 600 pumol/1 800 pmol/L

Control 0.44+0.049 0.44 +0.049 0.44+0.049
Ih 0.397 £ 0.036 0.349 + 0.044 0.272+£0.020™
3h 0.311+ 0,121 0.198 £0.034 " 0.173£0.019""
6h 0.150+£0.041 ™" 0.091 +0.008 " 0.064 £0.004™
12 h 0,138+ 0.064 " 0.049 + 0,008 ** 0.044 £ 0.006"
24 h 0.061 +0.010 ™" 0.064 +0.,009" 0.063+0.007""

#% 3 P<0.01, us control
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Tab 2 Effects of pinacidil preconditionging on murine cardiomyocytes
treated by H,O, by MTT [n =3, D(490), (¥ x5)]

thin + Hh(h + HOp +

; 0
Caiic) Ha Pioaeidi] 2 Pinauicil 3

Pinacidil 1

0.26+0.012* % 0.32+0.08" 0.200 20,015
0.146+0.013%  0,18+0.0B*  0.14520.000*#
0.07+0.06*  0.080+0.001*  0,110£0,010**#
0.062+0.000 %  0.07£0,004% 0,087 £0.002 " ##
0.071 0,02 0.080£0.004*# 0,085 £0.004 ** ##

Ih 0380028 0.251+0.011*
3h 0.3R2+0428 01260006
6h  0.4838£0.00 0.085+0.007
12h 0.339+0.015 0.062+0.007*
24h 0360088 0.074+0.008 "

*1 P<0.05, #*; P<0.0l, vs control;
#: P<0.05, #4#: P<0.0l, vs H;0;
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