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[ ABSTRACT] Aim  To investigate pathway mechanism about transforming growth factor-B1 ( TGF-B1) activated
cardiomyocyte hypertrophy. Methods Fresh isolated neonatal rat cardiomyocytes induced by TGF-B1 were used to ex-
amine formation of cell pathway. p-Smad2, Smad2, Smad2/3, p15 and c-Myc proteins were measured by Western blot.
Cardiomyocyte hypertrophy was measured by PI statining and RNA expressions by real-time PCR.  Smad signal pathway
expression and it’s related protein expression were induced by TGF-B1 and siRNA interference. Results TGF-B1
could induce the expression of hypertrophic gene in cultured cardiomyocytes in vitro, and the expression of B-MHC was sig-
nificantly higher than that of the control group (P<0.01). The content of RNA in TGF-B1 group was significantly in-
creased by PT staining (P <0.01). Compared with the control group, TGF-B1 significantly increased the expression of
pl5 and c-Myc in p-Smad2, Smad2, Smad2/3 and Smad pathway (P<0.01). The expression of pl5 of Smad2 siRNA
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group was less than that of TGF-B1 group (P<0.01).

Conclusion TGF-B1 may induce cardiomyocyte hypertrophy

through the Smad protein pathway, and in this process the expression of pl5 is increased.
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Figure 1. The original generation cultured myocardial cell observed under phase contrast microscope on day 4
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Figure 2. *H-leucine incorporation in cardiomyocytes(x+s, n=6)
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Figure 3. Detection of RNA content of cardiomyocytes by PI stating
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Figure 4. Effects of TGF-B1 on the expression of B-MHC mRNA in rat cardiomyocytes by RT-PCR(n=7)
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Figure 5. The effect of TGF-31 on the expression of Smad signal pathway protein and the expression of the downstream target

protein ¢c-Myc and p15(n=7)
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Figure 6. Expression of Smad2 and p-Smad2 after Smad2 siRNA interference(n=7)
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