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Effects of Electroacupuncture Weizhong (BL40) on Calmodulin Signaling Pathway in Rat
Model of Multifidus Injury

BAI Yuzhuo!, XU Jing', CHEN Jie', ZHANG Jiayi', XU Yue', LU Man', LI Xinyi’, HUO Zejun®*, ZHANG Li'*
(1. School of Acupuncture, Moxtbustion and Tuina, Beijing University of Chinese Medicine, Betjing 100029, China;
2. Department of Traditional Chinese Medicine, Peking University Third Hospital, Beijing 100191, China)

(Abstract] Objective To investigate the effects of electroacupuncture (EA) Weizhong (BI140) intervention on calmodulin
signaling pathway in the process of multifidus muscle injury. Methods SD rats were randomly divided into the blank group, model
1d group, model 3d group, EA 1d group and EA 3d group, with 8 rats in each group. For the EA group, EA was performed at
bilateral Weizhong (BLA40). Materials were collected on the first and third day of treatment among each group. The contents of CaM,
CaMKII and iNOS in multifidus muscles, spinal cord and hippocampus were detected by ELISA. Results The contents of CaM and
CaMK 1II in the hippocampus, spinal cord, hippocampus and multifidus muscles in the model 1d and 3d group were
significantly higher than those in the blank group (P<0.01), while the iNOS contents in the multifidus muscles, spinal cord
and hippocampus were significantly higher than those in the blank group (P<0.05 or P<0.01). After 1 day of EA, the contents of
CaM, CaMKII and iNOS in the multifidus muscles, spinal cord and hippocampus were significantly lower than those in the model
1d group (P<0.05 or P<0.01). After 3 days of EA, the contents of CaM, CaMKII and iNOS in the multifidus muscles, spinal cord
and hippocampus were significantly lower than those in the model 3d group (P<0.05 or P<0.01). After 3 days of EA, the contents of
CaM, CaMKII in the spinal cord and hippocampus and the CaMKII in the multifidus muscles were significantly lower than those in
the EA 1d group (P<0.01). The contents of CaM and iNOS in multifidus muscles, and iNOS in the spinal cord and hippocampus

were not significantly different when compared with EA 1d group (P>0.05). Conclusion In the early stage of multifidus muscles
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injury, EA Weizhong (BL40) intervention can reduce the excessive activation of CaM and CaMK 1, reduce the excessive production

of iNOS in tissues, and alleviate tissue inflammation injury.
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