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Clinical Effect of Acupuncture Combined with Proprioceptive Neuromuscular Fa-

cilitation in Treatment of Upper Limb Spastic Hemiplegia After Stroke

SHI Jie, YUAN Ai-hong , YANG Jun, LIU Zhen, PAN Bin, GU Guang , HUANG Ri-long
(Department of Acupuncture & Rehabilitation s The First Af filiated Hospital of Anhui University of
Chinese Medicine , Anhui Hefei 230031, China)

[ Abstract] Objective To evaluate the clinical effect of acupuncture combined with proprioceptive neuromuscular fa-
cilitation (PNF) in the treatment of upper limb spastic hemiplegia after stroke. Methods A total of 40 patients with
spastic hemiplegia after stroke were randomly divided into observation group and control group, with 20 patients in
each group. The patients in the observation group were treated with acupuncture and PNF, while those in the control
group were treated with acupuncture alone. The two groups were compared in terms of modified Ashworth Spasm
Scale (MAS), Fugl-Meyer Assessment (FMA) score, and modified Barthel Index (MBI) before treatment and after 4
weeks of treatment. Results Both groups had a significant reduction in the MAS grade of upper limbs and significant
increases in FMA and MBI scores after treatment (P<C0. 05). Compared with the control group after treatment, the
observation group had significantly greater increases in FMA and MBI scores (P<Z0. 05) and a significantly better out-
come based on the MAS grade (P<C0. 05). Conclusion Acupuncture combined with PNF has good efficacy in the
treatment of upper limb spastic hemiplegia after stroke, with a better clinical effect than acupuncture alone.
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Protective Effect of Taohong Siwu Decoction Against Reperfusion Injury Due to
Oxygen-Glucose Deprivation in Brain Microvascular Endothelial Cell-PC12 Cell
Co-culture System

CHEN Fang-fang » HAN Lan, PENG Dai-yin, WANG Meng-meng » HU Shou-shan , XIA
Wen-wen

(School of Pharmacy s Anhui University of Chinese Medicine & Anhui Province Key Laboratory of Chi-
nese Medicinal Formula , Anhui He fei 230012, China)

[ Abstract] Objective To investigate the protective effect of Taohong Siwu Decoction against reperfusion
injury due to oxygen-glucose deprivation in brain microvascular endothelial cell (BMEC)-PC12 cell co-cul-
ture system. Methods Oxygen-glucose deprivation/recovery was performed to induce reperfusion injury
due to oxygen-glucose deprivation in the BMEC-PC12 cell co-culture system. Flow cytometry was used to
measure reactive oxygen species (ROS) in PC12 cells; enzyme-linked immunosorbent assay was used to
measure the activities of malondialdehyde (MDA), superoxide dismutase (SOD), and glutathione peroxi-
dase (GSH-Px); Western blot was used to measure the expression of Bel-2, Bax, and hypoxia-inducible
factor-la (HIF-1a). Results Taohong Siwu Decoction promoted the viability of PC12 cells, inhibited cell
apoptosis, reduced the production of ROS, and enhanced the activities of SOD and GSH-Px. In addition, it
upregulated the expression of HIF-1¢ and Bel-2 and downregulated the expression of Bax. Conclusion Taohong
Siwu Decoction exerts a protective effect against cerebral ischemia/reperfusion injury via its antioxidant effect.

[ Key words ] Tachong Siwu Decoction; Oxygen-glucose deprivation; Reperfusion injury; Brain microvascu-

lar endothelial cell; PC12 cell; Co-culture; Antioxidant effect



