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Abstract

Objective: To observe the effects of electro-acupuncture (EA) of “Weizhong”(BL40) point on the expressions of
caspase3 and XIAP in rat with lumbar disc degeneration so as to explore the underlying mechanism.

Method: Forty male adult SD rats were randomly divided into sham-operated, model, EA-BL40 and non-point
groups. The rat model of lumbar disc degeneration set up by puncturing the annulus fibrosis with needles with
defined gauges. Following modeling, EA was performed at BL40 for 20 min, once daily for 4 weeks, with
one day's interval between two weeks. The non-point was located 0.5cm lateral to the BL40 and stimulated by
EA similar to EA-BL40. At the end of the experiment, lumbar disc tissues were taken out for TUNEL and de-
tecting the expression of caspase3 and XIAP with immunohistochemistry.

Result: Apoptotic cells and caspase3 in annulus fibrosus of model group was higher than that of sham-operated
group (P<0.01),and expression of XIAP decreased in group of model (P<0.01). In comparison with the model
group, expression of apoptotic cells and caspase3 decreased in group of EA-BL40(P<0.01), and the expression
of XIAP increased significantly in EA-BL40 group(P<0.01). Compared with the EA-BL40 group, expression of

apoptotic cells and caspase3 increased in non-point group (P<0.05), and expression of XIAP decreased signifi-
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cantly(P<0.05).

Conclusion: EA could regulate the expression of caspase3 and XIAP to delay disc degeneration.
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