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Abstract Objective To explore the protocol of primary culture of neonatal mouse cardiomyocytes and establish angiotensin [l - in-
duced hypertrophic model. Methods The cardiomyocytes were isolated by 0.03% trypsin and 0.04% collagenase type Il digestion, and
purified by differential attachment technique. Cardiomyocyte hypertrophy was induced using 1mol/L angiotensin Il , areas of cardiomyo-
cytes were detected using o — actinin staining, expression of hypertrophic markers were measured by real — time quantitative RT — PCR,
and protein phosphorylations were measured by Western blot. Results Cultured mouse cardiomyocytes exhibited high purity and viabili-
ty. Angiotensin ]I induced increases in cell area, protein synthesis, and expression levels of ANP, BNP and B - MHC, and decrease in
expression level of & — MHC compared with those in control group (P <0.05). In addition, angiotensin I significantly increased the
phosphorylation levels of ERK, JNK and p38 compared with control group (P <0.05). Conclusion We obtained neonatal mouse cardio-
myocytes with high purity and viability by using the modified method of primary culture, and established angiotensin II - induced hyper-
trophic model of mouse cardiomyocytes.
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