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[ ABSTRACT] Aim To investigate the effects of RNA interference (RNAi) downregulating TLR4 of mice with isopro-
terenol (ISO) induced myocardial ischemic necrosis. Methods A myocardial ischemic necrosis model of mice was es-
tablished by abdominal cavity injection of ISO for 3 days.  The rats were divided into four groups: control group, myocardial
ischemic group (MI group) and myocardial ischemic treated with negative plasmid group (PCN group) , myocardial ischemic
treated with siRNA-TLR4 plasmid group ( siRNA-TLR4 group). Inhibition of TLR4 by siRNA-TLR4 plasmid was construc-
ted.  Pathological changes of myocardial ischemic were observed through myocardial tissue stained with HE.  The expres-
sion level of TLR4 was detected by Western blot. ~ The variation of cardiomyocytes apoptosis was measured with TUNEL.
Results The expressions of protein of TLR4 in siRNA-TLR4 group were significantly decreased compared with those of con-
trol group, PCN group, and MI group.  Compared to MI group and PCN group, myocardial ischemic necrosis was relieved in
the siRNA-TLR4 group.  And numbers of apoptosis cardiomyocytes in siRNA-TLR4 group were lower than those in MI group
and PCN group (9.39% +2.61% vs. 61.44% +2.34% and 57.21% +4.40% ). Conclusions RNAi can inhibit
TLR4 expression and ameliorat myocardial ischemic necrosis induced by ISO efficiently. It may be promising as a new treat-

ment of acute myocardial ischemic necrosis.
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Figure 2. HE staining of the myocardial tissue( x200)

2.3 IOAVAL R TLR4 EHMIRIZE 2 MI 41 Fi PCN 4 (P <0.01), 3R 45 T siRNA-
siRNA-TLR4 #1 TLR4 (7651 AR TIEF XTI TLR4 Fokijs vl RO IZE4E TLR4 F6k7K (& 3) .

0.9
0.8

EEXRA MZE PCNZA siRNA-TLR44A

0.7
0.5
0.4
0.2

0

EEXEA M4A PCNZE siRNA-TLR44

TLR4ZE B EXFRIE
o
29

B 3. DALERATLRA EAMKRIE o b P<0.01, FIEH UL PCN 4R MI 24 HAL,
Figure 3. Expression of TLR4 protein in cardiac tissue
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Figure 4. The variation of cardiomyocytes apoptosis was measured with TUNEL ( x400)
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