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Fig 1.
ocytes treated with 0.1 pmol+L~! angiotensin I[ (Ang]l ) for 72 h.
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Fig 2. Electrophoresis of RT-PCR products on
1.5% agarose. See Fig 1 for treatment of control group and Ang
Il group. The cells of telmisartan(Tel) group were treated with 0. 1
pmol + 171 Tel for 72 h companying with AngIl . CT O represents the
commencement of circadian time — usually the time of refreshing the
culture medium. CT 4 represents the moment of 4 h after CT 0. The
others are analogous.
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Cell surface of cultured neonatal rat cardiomyocytes. (A) Control neonatal rat cardiomyocytes. (B) Rat cardiomy-
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Fig 3. Relative gene expression of clock genes in

cultured neonatal rat cardiomyocytes determined by
RT-PCR analysis. ¥+s, n=3. " P<0.05, compared with
control; * P<0.03, compared with Ang[[ .
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Effect of angiotensin [[ on clock gene expression in cultured

cardiomyocytes of neonatal rat
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Abstract: AIM To whether
angiotensin [ ( Ang [ ) induced left ventricle

investigate

hypertrophy is related to clock genes expression.
METHODS
neonatal rat, which were treated by angiotensin [[
and/or telmisartan(Tel), and extracted RNA by

We cultured cardiomyocytes of

L' Tel. CONCLUSION

ocytes, clock genes are expressed with circadian

In the cardiomy-

thythm. Ang [[ induces the expression of clock
genes in cultured cardiomyocytes. Tel can block
the effect of Ang|| at the level of receptor.

Key words: angiotensin [ ; myocardium; biolo-

Trizol at the special circadian time points. The gical clocks; clock gene; telmisartan

expression of clock genes( mPer2, Bmall , Dbp)
was detected by RT-PCR. RESULTS The tran-
scription level of clock genes in cardiomyocytes,
which were treated with 0.1 pmol*L™" Ang [l for
72 h, was up-regulated. The effect of Ang[] on
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cardiomyocytes could be blocked by 0.1 pmol -
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