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ABSTRACT

The purpose of this study were to investigate the effects of electroacupuncture(EA) on
sensory nerve function in acute hyperglycemia rats. Male Sprague-Dawley rats weighing
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250~270 g(8 weeks of age) were used in this study, and the induced hyperglycemia rats
were produced by intraperitoneal injection of streptozotocin(70 mg/kg body weight). Only
animals with blood glucose levels of 300 mg/dl or higher were used in this study.
Animal were divided into two groups: the control group and EA group (n=7 in each
group). For EA, two stainless-steel needles were inserted into Zusanli (ST36) which is
located at the anterior tibial muscle and about 10mm below the knee joint. Pulsed
current(2 Hz, 0.3 ms) were applied to the inserted needle for 20 mim. We measured
glucose level, weigh, sensory nerve conduction and somatosensory evoked potential(SEP)
before and after injecting streptozotocin, 2 weeks, 4 weeks. The change of blood glucose
on EA group trended to decrease compared with the control group and there were
significant differences(p<0.05). The body weight of the EA group trended to be reduced
compared with the control group and there were significant differences(p<0.05). The
amplitude of sensory nerve action potential on EA group to increase compared with the
control group and there were significant differences(p<0.05). There were no significant
differences in SEP. These results suggest that EA has beneficial effect on diabetic
neuropathy and this effect may be related in part with prevention of hyperglycemia.
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