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Protective Effects of Oxymatrine on Cardiomyocytes Injury Induced by Aldosteron LIU Xiao-hong,
YANG Li-qiang, XU Yi-ni, ZHANG Yan-yan, PAN Di, ZHANG Bei, CHEN Yan, TAO Ling"
SHEN Xiang-chun " ( Key Laboratory of Optimal Utilization of Natural Medicine Resources, Guizhou Medical
University, Guiyang 550025, China)

[ Abstract ] Objective; To observe effect of oxymatrine ( OMT) on expression of extracellular signal-

’

regulated kinase 1/2 (ERK1/2) in cardiomyocytes induced by aldosterone ( ALD). Method: Pancreatic enzyme
digestion method was used to extract caridac myocytes and purity of cultured caridac myocytes was evaluated by
immunocytochemistry. Cardiac myocytes were pre-incubated with oxymatrine of high-does and low-does for 1 h,
and then exposed to ALD for 24 h. Cell injury was evaluated by MTT assay and LDH leakage. Protein expression
of ERK1/2 and phosphorylation-ERK1/2 (p-ERK1/2) was detected by Western blot and ERK mRNA was detected
by real time polymerase chain reaction (PCR). Result; After co-incubation with OMT could enhance MTT volume
and decrease LDH activity in medium induced by ALD, there was significant difference by comparing with model
group. Meanwhile, expression of p-ERK1/2 was significantly down-regulated after co-incubation with OMT.
Conclusion; OMT has an protective effect on caridac myocytes induced by ALD, its mechanism may be related to
inhibition of p-ERK1/2.

[ Key words ] oxymatrine; cardiac myocytes; extracellular signal-regulated kinase; aldosterone;

phosphorylation
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B o RPE AL DAB I G G 4 A Ak 27 e 8, SP ik
S O LA B R S M LB 2 ) (a-acting) FPLAS 25
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20 LA R
2.4 LDH 4w % K 00 40 L 58 45 4 i 245 4
Joi WA A 32 S MR 20 L, AR 4 LDH i 44 )
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2.5 Western blot £ £l p-ERK1/2 Fil & ERK1/2
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TGGATG-3", =¥ K Fif 131 bp; GAPDH 3|4 J5 %1 K
I W 5" GAAGGTGAAGGTCGGAGTC-3", K % 5'-
GAAGATGGTGATGGGATTTC-3", 7= ¥ K FF 105 bp,
FHE 2 %44 DL GAPDH k3 FE 47 ERK mRNA
Ik B AH XS A AT .
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Fig. 1
(IHC, x400)

Cardiomyocyte identification by immunocytochemistry
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Fig.2  Effect of oxymatrine on p-ERK1/2 and ERK1/2 protein

levels in cardiac myocytes induced by aldosterone
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WAL 3 R T, PR R R A #3510 Rude 21
JESE ALD )3 S0 WU M ERK B /2 1k 3 i,
T 0 42 R O 8 2 3 R £ 2K

PAFERFSEIESE OMT A 52 5] 4 45 1 i 7 K /)N
SRR RS ARL O LA A7 345 309 L mT B 8 B AR A AR sh .0
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