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Wang Wei, Wu Feng, Zhao Jian, Zhu Xiuling

(Department of Anatomy, Wannan Medical College , Wuhu 241001, Anhui

E—mail: wangweiaghn@163. com)

Abstract: Objective To observe the changes of apoptosis related gene Bax and Bel—2 expressions in an-
terior horn of spinal cord in diabetic rat models and the effects of electroacupuncture (EA) on both Bax and Bcl
— 2, so as to explore the possible mechanism of electroacupuncture in improving the damage of diabetic nervous
system. Methods Thirty — two male Wistar rats were randomly divided into a normal group. a vehicle
group, a model group and an EA group (each group n =8). The rat models of diabetes (the model group and
the EA group) were established by intraperitoneal injection a dosage of streptozotocin. One week after the suc-
cessful establishment of diabetic rats, the EA group rats were given electroacupuncturing “Zusanli” and
“Yishu” points for 30 minutes, once daily for 4 weeks. After the diabetic rats being successfully established
and at the end of EA treatment, the fasting blood glucose levels of all rats were observed; and an immunohisto-

chemical method was used to detect Bax and bcl—2 protein expressions of anterior horn of spinal cord. Re-

sults In comparison with the normal group, the blood glucose levels and the protein expression of Bax in ante-

rior horn of the spinal cord in the model group significantly increased ( P <{0.05), but the expression of Bel—
2 protein significantly decreased ( P <C0.05). In comparison with the model group,the blood glucose levels and
the Bax protein expression of anterior horn of spinal cord in EA group remarkably decreased ( P <Z0.05), but
the expression of Bel—2 protein significantly increased ( P <Z0. 05), and expressions of Bcl—2 and Bax proteins
of EA group were close to the vehicle group and the normal group ( P >>0.05). Conclusion The neuron ap-
optosis of anterior horn of spinal cord in diabetic rat models were increased; EA could significantly antagonize
the neuron apoptosis of anterior horn of spinal cord in diabetic rat models, so as to improve the anterior horn
injury of diabetic rats.
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BF Py Bax 1 Bel — 2 s P44 40 i 5 3 H 450, BUH ¥ 808
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R T 2250 B CANOV A X 52 56 K088 1k 47 40 2 A0 4y
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S A0 20 KRR A s 2K T B B . Z R A S E X
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IR R A W G PR A PR Z ) (1 22 B B G
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®1 SEARZEOEKXFEHLEE Gts.n=8

2 5 1t B 7K S (mmol/ L)
EH A 6.5441. 34"
w Al 6.4241.18
A A 24 19. 9342, 62°
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