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Analysis of Effect of Memantine on Apoptosis and Expression of PARP —1 in the Hippocampus of Cerebral Ischemia in Gerbils. Yang Jian-
wen , Yang Qiming ,Li Aiping ,et al. Department of Neurology, The Elderly Hospital of Hunan Province ,Hunan 410015 ,China

Abstract Objective To study the effect of memantine on apoptosis and expression of PARP -1 in hippocampus of cerebral ische-
mia in gerbils after Mongolia. Methods Focal cerebral ischemia model of gerbil was made by occluding bilateral common carotid arter-
ies. The expression of PARP -1 and caspase —3 was observed by Western blot technology. The changes of mitochondrial structure in hipp-
ocampal at different time was observed by the electron microscope. Results ~ With prolonged cerebral ischemia and reperfusion, the expres-
sion of caspase —3 and PARP — 1 and mitochondrial structural injure was gradually increased in un — memantine groups. They were de-
creased significantly in menmantine group (P <0.01). Conclusion The memantine may inhibit apoptosis and protect neurons by reduc-
ing the expression of PARP -1 and caspase - 3.
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Clinical Study of Radiofrequency combined with Ozone Ablation for Lumbar Disc Herniation.  Li Shaohua, Zhang Dongyang, Liu Sho-
ufang. The Ninth People's Hospital of Zhengzhou City, Henan 450053, China

Abstract Objective To observe the clinical efficacy of radiofrequency combined with Ozone ablation in treatment of lumbar disc
herniation. Methods Seventy patients with lumbar disc herniation allocated into the treatment group were treated using radiofrequency
ablation in combination of Ozone ablation, while 70 patients with lumbar disc herniation allocated into the control group were treated with
Ozone ablation. After completion of treatment, clinical efficacy was evaluated by MacNab method for two groups of patients; meanwhile,
VAS and ODI scores were measured, as well as EMG F — wave conduction velocity of common peroneal and tibial nerves. Results Clini-
cal efficacy of the treatment group was better than that of the control group. After termination of treatment, EMG F — wave conduction ve-
locity of Peroneal nerve and posterior tibial nerve of the treatment group were higher significantly (P <0.05) than those of the control
group. VAS and ODI scores of the treatment group were significantly lower compared with the control group (P <0.05). After comple-
ment of treatment, VAS and ODI score of both groups was significantly lower than that of pre — treatment (P <0.05). Conclusion Ra-
diofrequency in combination with Ozone ablation can effectively alleviate symptoms in patients with lumbar disc herniation, and improve
lower extremity nerve function. Moreover, it is more effective than pure ozone ablation.

Key words Radiofrequency; Ozone ablation; Lumbar disc herniation
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