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Abstract: We investigated the effects of fastigial nucleus electro—stimulation (FNS) in advance on cardiac expression of various proinflamatory
cytokines in myocardial infarction (M) rats. Animal models were created by stimulating fastigial nucleus (FN) with the flow of electricity, using
ibotenic acid to produce lesions of FN neurons, ligating the left anterior artery (LAD), respectively. Wistar rats were randomly divided into four
groups: group MI was rats with myocardial infarction alone; group FNS+MI was rats receiving FN stimulation for 1 hour before producing MI;
group FNL+FNS+MI was rats undergoing the same procedure like group FNS+MI except that there were lesions of the FN five days before
producing MI; group Sham was rats without ligating LAD and stimulating FN, just mimicing all the operations. Then every group was randomly
divided into three subgroups according to the three time points, that is 1,7,21 days after MI for further study. The mRNA expression levels of
tumour necrosis factor—alpha(TNF-a), interleukin—13(IL-18) and interleukin—6(IL-6) in 1Z and NIZ were studied by RT-PCR. Compared to
sham group, TNF-a, IL-1Band IL-6 mRNA expression levels increased significantly in 1Z or NIZ in MI group, especially on day 7 after
ligation. Compared to MI group, the expression levels of TNF-a, IL-1Band IL-6 mRNA in FNS+MI group decreased significantly. There was
no decrease effect for the expression of the cytokines when FN neurons were destroyed. We demonstrated that FNS can down-regulate TNF-a,
IL-1B, IL.-6 mRNA expression. So it can be forecasted that FNS will be beneficial in the prevence and treatment of MI someday.
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Fig. 1 1L-1B mRNA expression in the infarcted
zone from various groups
. 1. Sham ; 2-4. MI 1.7.21 d;5-7. FNS+MI 1.7.21 d;8-10.
FNL+FNS+MI  1.7.21d  Sham : 'P<0.05,7P<0.01;  MI
: 'P<0.05,7P<0.01

Maker 1 2 3 4 5 6 7 8 9 10

S00bp HAERR
250bp e
: #E
= 0.8 e . $d
B &4 P .
£ 0.6 'y ‘y
s |
"l AN
(1]
1 2 3 1 B ] ki 8 B 10
2 IL-6 mRNA
Fig. 2 1L-6 mRNA expression in the infarcted
zone from various groups
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Fig. 3 TNF-a mRNA expression in the infarcted
zone from various groups
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Fig. 4 IL-1B mRNA expression in the non—infarcted
zone from various groups
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Fig. 5 1L-6 mRNA expression in the non-infarcted
myocardium from various groups
: 1. Sham 5 2-4. Ml 1.7.21 d;5-7. FNS+MI 1,721 d;8-10.
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Fig. 6 TNF-a mRNA expression in the non-infarcted
zone from various groups
: 1. Sham ; 2-4. MI  1.7.21 d;5-7. FNS+MI  1.7.21 d;8-10.
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