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Effects of Electroacupuncture on Activation of Astrocyte in Spinal Cord in Rats with Diabetic Neuropathic Pain WANG Hanzhi'?, QU Siy—
ing?, TAI Zhaoxia'?, et al 1.Third Clinical Medical College of Zhejiang Chinese Medical University, Hangzhou(310053), China;2.Key Laboratory of
Acupuncture and Neurology of Zhejiang Province; 3.Institute of Acupuncture and Moxibustion of Zhejiang Chinese Medical University
Abstract:[Objective|To observe the effects of electroacupuncture(EA) on the activation of astrocyte in the 14~L6 spinal cord of Sprague Dawley(SD) rats
with diabetic neuropathic pain(DNP). [Methods|Twenty six male SD rats were randomly divided into normal group(n=6) and high fat and high sugar
feeding group(n=20), rats in high fat and high sugar feeding group were induced by high fat and high sugar diet combined with single streptozotocin
intraperitoneal injection.Successful modeling rats were furtherly divided into DNP model group and EA group, with 6 rats in each one. The rats in EA
group were treated with EA at “Zusanli” and “Kunlun”, 30 minutes per time, once a day for consecutive 1 week. Paw withdrawal threshold(PWT) was
measured before model establishment and 5 weeks, 7 weeks and 8 weeks after model establishment. Immunofluorescence was applied to observe positive
rate of glial fibrillary acidic protein(GFAP) and phospho—N-methyl —D -aspartic acid receptor 2B subunit(p—NR2B) in spinal cord dorsal horn(SCDH).
[Results| Compared with normal group, the PWT was significantly decreased in DNP model group in the 7th week(P<0.01). Compared with DNP model
group, the PWT was significantly increased in EA group in the 8th week(P<0.01).Compared with normal group, the expression of GFAP and p—NR2B in
the SCDH of DNP model group increased in the 8th week(P<0.01, P<0.01); and the expression of GFAP and p—NR2B of EA group decreased, compared
with DNP model group, there were significant differences(P<0.01, P<0.05).[Conclusion] The analgesic effect on DNP may be achieved by EA through
inhibiting the activation of astrocyte in SCDH and down-regulating the expression of p—NR2B.
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Fig.1 Comparison of PWT in each group
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Fig.2 GFAP positive cells in lumbar spinal cord dorsal horn laminae I ~1I in each group(100x, scale bar: 100p.m)
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Fig.4 Morphology of GFAP positive cell in lumbar spinal cord dorsal horn laminae I ~1I in each group
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Fig.5 P-NR2B positive cells in lumbar spinal cord dorsal horn laminae [ ~II in each group(100x; scale bar: 100p.m)
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