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[ Abstract]  Objective To explore the variance in gene profiles of hypothalamus in SHR by
acupuncture at Renying ( ST9) from the perspective of gene chip. Methods  Twenty Spontaneously
Hypertensive Rats(SHR) were randomly divided into Renying (ST9) group and model control group, and
ten WKY rats were used as blank group. The acupuncture intervention was applied to Renying group
everyday. The model group and normal group rats received no treatment. The blood pressure was measured
every four days, the experiment lasted for 28 days. Gene microarray was performed after completion of the
study. Results There was no significant change in the blood pressure of the blank group, and the blood
pressure of the model group was significantly higher than that of the blank group (P<0.01). Compared
with model control group, blood pressure of Renying (ST9) group did not drop to normal, but the blood
pressure was remarkably decreased (P<0.05), the difference was statistically significant ( P<0. 01).
Gene microarray results showed differences in gene expression between different groups. Compared with the
blank group, there were 129 genes up-regulated and 243 genes down-regulated of the model group;
compared with the model group, there were 167 genes up-regulated and 188 genes down regulated of

Renying (ST9) group. Conclusion Acupuncture at Renying(ST9) has a significant hypotensive effect on
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SHR, and has a certain effect on the gene expression of hypothalamus in rats, and its mechanism may be

related to the antihypertensive principle of acupuncture.

[ Key words] Acupuncture; Renying point(ST9) ;
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