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Protective effects of cerebrospinal fluid containing Tongqiao Huoxue Decoction
on glutamic acid-induced PC12 cell injury
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ABSTRACT . AIM To study the protective effects of cerebrospinal fluid containing Tonggiao Huoxue Decoction
on glutamic acid-induced PC12 cell injury. METHODS Rats were given intragastric administration of Tonggiao
Huoxue Decoction extract to prepare medicated cerebrospinal fluid, after which observation of cell morphology
under inverted microscope, detection of cell viability by MTT assay, observation of cell membrane permeability by
Trypan blue staining and LDH method, detection of intracellular NO, MDA levels and SOD, ATPase activities by
kit assay, detection of intracellular levels of reactive oxygen species (ROS) and free Ca® by DCFH-DA fluores-
cence probe staining and Fura-2/AM staining, respectively, analysis of cell apoptosis by flow cytometry combined
with Annexin V-FITC/PI assay were performed. RESULTS Compared with the model group, the medicated cere-
brospinal fluid group demonstrated obviously improved cell morphology, significantly increased cell viability and
survival rate (P<0.05, P<0.01), markedly decreased LDH activity, NO, ROS, MDA, free Ca* levels and cell
apoptosis rate (P<0.05, P<0.01), significantly elevated SOD and ATPase activities ( P<0.05, P<0.01).
CONCLUSION The cerebrospinal fluid containing Tongqgiao Huoxue Decoction has protective effects on glutamic
acid-induced PC12 cell injury.
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Fig. 13 Effect of medicated cerebrospinal fluid on PC12 cell apoptosis (x+s, n=6)
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