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Abstract Objective To observe the effect of Interleukin 1 receptor — associated kinase —4 (IRAK4) on myocadial apoptosis in-
duced by cardiac hypertrophy. Methods Wild type C57 mice and heterozygous IRAK4 knockout mice (IRAK4 HET mice ) were divided
into two groups. Each group used aortic banding ( AB) to establish animal models, observed the apoptosis of myocardial cells in each
group after 4 weeks. The apoptosis of myocardial cells were tested by TUNEL method. The protein levels of Bel =2, Bax and C -
caspase — 3 were detected by western blotting. We observed the effect of apoptosis in myocardial cells induced by pressure overload in het-
erozygous IRAK4 knockout mice. In vitro studies were performed using H9C2 cells (Angll ) and IRAK4 — overexpressed H9C2 cells( peD-
NA3.1 -IRAK4). The protein levels of Bel =2, Bax and C - caspase — 3 were detected by western blotting after angiotensin [l ( Ang
Il ) stimulation for 0, 15, 30, 60min, cardiac myocytes apoptosis was tested by TUNEL. We observed the effects of IRAK4 — overexpres-
sion on the apoptosis of myocardial cells induced by AngIl . Results After aortic banding, the protein expression levels of Bax and C -
caspase — 3 were significantly increased in IRAK4 HET mice compared with C57 group, while the protein expression levels of Bel -2 was
evidently reduced, and the level of myocardial apoptosis was significantly increased. Compared with Angll group, the expression level of

Bel —2 in PCDNA3. 1 - [RAK4 cells was up — regulated, the expression levels of C - caspase —3 and Bax were down - regulated after

stimulation of Angll , the apoptosis of PCDNA3.1 — IRAK4 cells was significantly decreased. Conclusion IRAK4 has protective effects

on myocardium by preventing myocardial apoptosis induced by cardiac hypertrophy.

Key words Interleukinl receptor — associated kinase —4 (IRAK4) ; Myocadial apoptosis
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