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Abstract: Objective To study the effect of PI; K/Akt-NO signal transduction pathway on cardiomyocyte hypertrophy induced
by angiotensin [\ (Ang [V). Methods

and atrial natriuretic factor mRNA expression in cultured neonatal rat cardiomyocytes. NO concentration and endothelial NO syn-

The cardiomyocyte hypertrophy responses were assayed by measuring the cell surface area

thase (eNOS) activity were determined by using the nitrate reduction and ELISA methods, respectively. The mRNA and protein ex-
pressions were detected by real-time PCR and western blotting, respectively. In cultured cardiomyocytes,.Y294002,a selective PI;K
antagonist,and L-NAME,a selective NOS antagonist, were used to investigate the mechanisms of Ang [V. Results In cultured car-
diomyocytes, Ang [V (0.01,0.1,1 nmol/L) induced cardiomyocyte hypertrophy in a concentration-dependent way. Meanwhile, the
expressions of Akt mRNA and protein decreased,and the expression of eNOS mRNA and the concentrations of eNOS and NO re-
duced (P<C0.05).1Y294002 and L-NAME enhanced these effects of Ang [V (P<C0.05). Conclusion PI;K/Akt-NO signal trans-
duction pathway involves in cardiomyocyte hypertrophy induced by Ang [V ,at least partly.
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B-actin Forward:5'-GGA GAT TAC TGC CCT GGC TCC TA-3' RA015375
Reverse:5'- GAC TCA TCG TAC TCC TGC TTG CTG-3'

ANF Forward:5'-TGA CAG GAT TGG AGC CCA GAG-3' NMO012612
Reverse:5-TCG AGC AGA TTT GCT GTT ATC TT-3'

Akt Forward:5'- TGA GGT TGC CCA CAC GCT TA-3' RA044723
Reverse:5'- GGC GTA CTC CAT GAC AAA GCA G-3'

eNOS Forward:5'-AGC TGG ATG AAG CCG GTG AC-3' NMo021838
Reverse:5'-CCT CGT GGT AGC GTT GCT GA-3'
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