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Angiotensin II induces apoptosis of neonatal rat cardiomyocytes

ZHAO Yu-hua, CHI Lu=xiang, CHEN Yi-mao (Deparment of Camdiologys Southwest Hospitak Third Military Medical University,
Chongging 400038 China)

Abstract: Objective To explore the mechanisms of angiotensin Il (Ang ID induced apoptosis of cultured car-
diomyocytes of neonatal rats. Methods Cultured neonatal rat cardiomyocytes were divided into three groups. Cells in
the control group were incubated in serunrfree medium for 2, 6, 12, and 24 h. Cells in Ang II group were incubated
with Ang Il at the dose of 10 " mol/L for2, 6, 12, and 24 h. Cells in Ang Il and Ang II type 1 receptor antagonist
group were incubated in medium containing 10 " mol/ L Ang Il plus 10 ° mol/ L irhesartan. The apoptotic cells were
detected by TUNEL assay. The Bel-2 protein expression was assessed by immunohistochemistiry. Caspase-3 activity was
measured by a fluorescent assay kit. Results The number of apopiotic cells in Ang Il group increased significanily in
a time-dependent mamer, accompanied by decreased Bel-2 potein expression but increased activity of caspase-3.
Treatment with irbesartan resulted in decreased number of apoptotic cells and decreased activity of caspase-3. Conclu-
sion Angiotensin II could induce the apoptosis of neonatal rat cardiomyocytes thugh the caspase-dependent pathway,
which might be mediated by Ang II type 1 receptor. Bel-2 may participate in the egulation.
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1 24h TUNEL s (TUNELX 40 )
Fig1 Apoptotic bodies found after serum free incubation for 24 h by fluorescent microscopy (TUNELX 40)
2 Angll 24 h TUNEL s (TUNELX 20)

Fig 2 Apoptotic bodies found after incubation with Ang II for 24 h by fluorescent microscopy (TUNELX 20)
3 Angll ATIR 24 h TUNEL s (TUNELX 40)

Fig3 Apoptotic bodies found after incubation with Ang [ and ATIR antagonist irbesartan for 24 h by fluorescent microscopy (TUNELX 40)
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