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[ Abstract] Objective To investigate the effects of n-3 polyunsaturated fatty acid (n-3 PUFA) on the
expression of Toll-like receptor2/4 in rats after chronic heart failure. Methods Forty SD rats were divided into 4
groups : the control group (n =10) ;the sham group (n =10) ;model group (n =10) ;n-3 PUFA group(n =10). CHF
model was established by abdominal aortic coarctation. The n-3 PUFA group were treated with n-3 PUFA
intragastrically daily for 8 weeks. Echocardiography and histological analysis were done in all the rats. The
concentration of TNF-a and IL-18 in the serum were measured by ELISA ,the concentration of TLR2,TLR4 ,NF-kB,
IL-1B,TNF-oo mRNA in the myocardium of the sham group , model group and n-3 PUFA group were measured by
real-time PCR. The level of TLR2 and TLR4 was assessed by Western blot analysis. Results Compared with the
model group ,the echocardiography parameters and histological damage of n -3 PUFA group were improved. Compared
with the sham surgery group ,inflammatory cytokines in the serum of model group were elevated (all P <0.01) ,while
an decreased expression of IL-13 and TNF-a were observed in the n-3 PUFA group (all P <0.05). The expression of
TLR2,TLR4 ,NF-«kB,IL-1B,TNF-o mRNA in the myocardium of n-3 PUFA group were lower than the model group
(all P<0.05). TLR2/4 protein of model group was higher than the sham group (all P <0.05) , while after treatment
with n-3 PUFA ,the TLR2/4 protein in the myocardium was downregulated (all P <0.05). Conclusions n-3 PUFA

can downregulate the expression of TLR2/4, inhibit the activation of NF-kB and decrease the proinflammatory
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cytokines in the myocardium of heart failure model and improve heart failure .
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