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[ Abstract ] Objective; To study effect of portalaca total flavone ( PTF) on H9¢2 myocardial cell inj
induced by anoxia/reoxygenation (A/R) and its possible mec hanism. Method; Myocytes cell model of A/R injury
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was establis hed in vitro cultured. The cell viability was measured with MTT, Intra cellular calcium concentration
was determined by Fluorospectrop hotometry, nitric oxide (NO) concentration were detected using colori metricmet
hod, using flow cytometry to detect myocardial cell apoptosis rate, myocardial cell apoptosis gene expression of
Caspase-3 mRNA detected by RT-PCR. Result: Compared with the A/R group, after pretreatment with 10, 20 and
40 mg -L "' PTF, PTF groups can significantly improve anoxia/reoxygenation injury of myocardial cell survival rate,
reduce the concentration of NO, intracellular calcium ion concentration, the cell apoptosis rate (P < 0.05,
P <0.01), PTF groups can effectively reduce hypoxia/reoxygenation injury of myocardial Caspase-3 mRNA

expression in the cell. Conclusion; PTF can protect the myocardial cells with in hibit myocardial intracellular

calcium overload, reducing excessive NO cytotoxic effect and downgrading of caspase 3 mRNA expression.
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41, A/R G B R AL, I A S5 R PBS, A4 10 4>
£ 227 -



8519 55 22 ) rp ST R AR ARk Vol. 19,No. 22
2013 4F 11 H Chinese Journal of Experimental Traditional Medical Formulae Nov. ,2013
FEA, A 30 min, ARJGRRHATE 3 h, 5 H2. 5 h A4

L3 0Lanf A/R BB R g BB EU
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Asprgma) X 100%

1.5 OWUEIERN Ca™ [ (Ca® ), ]k prm g™
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Caspase-3 51 W17 5] S =y v Be R /N ILE 1

PCR R AR (25 pl): W 2 x Tag
Masremix 12.5 pL, Fi##5[ % (10 wmol-L™")1 ulL,
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B[R 4 B 197 5 1 Sk 197 5 B Sk PR

GAPD h 5'-tgtegetgtigaagtcagag-3’ 5'-tcaccatcttccaggagegag-3' 648 bp

Caspase-3 5'-atggaagcgaatcaatggac-3’ 5'-tggctcagaageacacaaac-3’ 298 bp
oA Pk APk 1Bk S fi JE A PRI
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30 Mg
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Be il 2% ) B RE MRS, i PCR 724 5 wL, HL K
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0.01) ;5 A/R 4 bbAe , PTF ik 3 57 o 26 34 7] W]
RO NI JH T2 % (P <0.05,P <0.01) , H 2%
FAEAGFE X (P <0.01), 3B PTF Al 45 %
B4/ B AW HOc2 LA i T %, H &
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21 5 Dose/mg- L~ ! NO/pmol-L~ !
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RPN, SRCES R 2 . AN PN S B T8 n il 2ok Rk ATP
Az D iE— 20 O LA ARG . R, 40 Py
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