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Abstract: Objective To observe the effect of electro-acupuncture at Du meridian (EDM) on the ATF6
(activating transcription factor 6)/CHOP (C/EBP homologous protein) pathway in the hippocampal CAl re-

gion of rats with vascular dementia (VD) , so as to explore the mechanism of electro-acupuncture in the treat-
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ment of VD.  Methods
Normal group, Sham operation group, Model group, EA-+Du meridian group and EA+ non-meridian and non-

SPF-grade SD rats were randomly divided into four groups with 12 rats in each group:

acupoint group. Except for the normal group and the sham group, the animal models were duplicated by per-
manent ligation of bilateral common carotid arteries in the other groups. The EA-+Du meridian group and the
EA -+ non-meridian and non-acupoint group were treated with electro-acupuncture of sparse-dense wave with 15
Hz frequency for 20 minutes once every other day for 4 weeks. The learning and memory ability of the rats was
tested by the Morris water maze. Transmission electron microscopy was used to observe the ultrastructure of
neurons in the hippocampal CAl region. Western Blot and RT-PCR were adopted to detect the protein and mR-
NA expressions of GRP78, ATF6 and CHOP in the hippocampal CA1 region.

sham group, the model group had prolonged average escape latency and decreased times of platform crossing

Results Compared with the
(P < 0.01). And in the model group, the neuronal structure in the hippocampal CAl region was significantly
damaged; the protein and mRNA expressions of GRP78, ATF6 and CHOP had significantly increased ( P <<
0.01). Compared with the model group, the EA-+Du meridian group had shortened average escape latency and
increased times of platform crossing ( P <0.01). In the the EA+Du meridian group, the degree of neuronal
cell damage was alleviated in the hippocampal CAl region; the protein and mRNA expressions of GRP78,
ATF6 and CHOP were decreased ( P <{0.01). Compared with the EA-+Du meridian group, the EA-+non-me-
ridian and non-acupoint group had prolonged escape latency and decreased times of platform crossing ( P <<
0.01). And for them, the neuronal cells were severely damaged and the protein and mRNA expressions of
GRP78, ATF6 and CHOP were increased ( P <Z0.01).
ment in rats with VD, Its mechanism may be regulating the ATF6/CHOP pathway and inhibiting ERS to exert

Conclusion EDM can improve the cognitive impair-

its brain protective effect.
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