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Effects of Electric Acupuncture on the Transforming Growth Factor-f, Protein and Gene
Expression in Rats with Chronic Fatigue Syndrome WANG De-long', YANG Yan', JIANG Fan', GUO
Jing', SHI Tian-yu', QU Yuan-yuan', NIE Hong’, YANG Tian-song’. 1. Heilongjiang University of Traditional
Chinese Medicine, Harbin 150040, China; 2. Second Affiliated Hospital of Heilongjiang University of Chinese
Medicine, Harbin 150040, China

Abstract: Objective: To study the effect of electric acupuncture on the transforming growth factor (TGF)-$,
signaling pathways of the chronic fatigue syndrome (CFS) rat model. Methods: Forty-eight SD rats were
randomly assigned to the normal group, model group, bound group, and acupuncture group with 12 rats per
group. The CFS rat model was established by applying multiple chronic stress factors. The bound group rats were
subject to binding for an equal duration of time as that of the acupuncture treatment applied to the acupuncture
group rats. Acupuncture group rats were treated for 15 days by electric acupuncture to the Baihui acupoint,
frontal lobe area, and parietal lobe area. TGF-B; mRNA transcription was tested by RT-PCR, and TGF-$,
expression was assessed by Western blot. Results: Model group and bound group rats showed significantly
increased TGF-B; mRNA transcription levels in the hippocampus and hypothalamus compared to normal group
rats (P<0.01); there was no significant difference between the acupuncture group and normal group (P>0.05).
The acupuncture group showed significantly decreased TGF-B; mRNA transcription levels compared to the
model group (P<0.01) while the bound group and model group showed no significant difference (P>0.05). The
normal group displayed lower TGF-B, expression compared to the other 3 groups (P<0.01). Acupuncture group
rats showed significantly decreased TGF-f, expression levels in the hippocampus and hypothalamus compared to
model group rats (P<0.01); the bound group and model group showed no significant difference (P>0.05).
Conclusion: Electric acupuncture can reduce TGF-; mRNA transcription levels and TGF-f; protein expression
in the hippocampus and hypothalamus of CFS model rats.
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