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Table 1 Changes of mechanical pain threshold of rats in

three groups (x+s)

M n XERTT BB TR EREH 28K
BFARA 8 10.13+1.77 9.50+£1.87 8.78+2.45

Rl 8 9.514+1.32 3.3441.40°  2.102£0.43Y
HE4l 8 9.3241.48 3.774+1.19Y 9.8042.63%

T ST, D P<0.01; SEL VAL, 2) P<0.01.
Note: Compared with the sham group, 1) P<0.01; compared with
the model group, 2) P<0.01.
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Figure 2 Co-labeling of CD137 with Iba-1, GFAP and
NeuN immunofluorescence in hippocampal

CA1 region of three groups (x400)
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Figure 5 Expression of microglia marker Iba—1 in hippo-
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Figure 3 Co-labeling of CD137L with Iba-1,GFAP and
NeuN immunofluorescence in hippocampal
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Mechanism of Electroacupuncture on Neuropathic Pain via Regulation of CD137L
in Hippocampal Glia
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ABSTRACT Objective: To investigate the mechanism of CD137L in CA1 region of hippocampus in improving mechanical pain
and memory impairment in neuropathic pain rats during electroacupuncture therapy. Methods: A total of 24 SD rats were randomly
divided into sham operation group, model group and electroacupuncture group, with 8 rats in each group. In the model and elec-
troacupuncture groups, the spared nerve injury (SNI) model was made. The sham operation group was just exposed right sciatic
nerve without ligation. From the 7th day after modeling, the electroacupuncture group received electroacupuncture intervention in
the right side Huantiao (GB30) and Yanglingquan (G34) acupoints, 30 minutes each time, once a day, lasting for 21 days. Rats in the
model and the sham operation groups were equally grasped and fixed without any intervention. Von-Frey pain detector was used to
measure the mechanical withdrawal threshold of rats. On the 28th day after modeling, new object recognition test was used to detect
the learning and memory ability. The expression of hippocampal CA1 region CD137L, Iba-1, GFAP and tumor necrosis factor-a
(TNF-a) was detected by enzyme-linked immunosorbent assay (ELISA). Immunofluorescence was used for the cellular localization
of CD137L and receptor CD137, and to measure the Iba-1 and GFAP expression in hippocampal CA1 region. Results: 1) Compared
with the sham operation group, mechanical pain threshold and new object recognition index in the model group significantly de-
creased (P<0.01); compared with the model group, mechanical pain threshold and new object recognition index in the electroacu-
puncture group significantly increased (P<0.01). 2) Compared with the sham operation group, the concentrations of CD137L, Iba-1,
GFAP and TNF-a in hippocampus of rats in the model group significantly increased (P<0.01), and the number of positive Iba-1 and
GFAP immune reactions significantly increased (P<0.01); compared with the model group, the concentrations of CD137L, Iba-1,
GFAP and TNF-a in hippocampus of rats in the electroacupuncture group significantly decreased (all P<0.05), and the number of
positive immune reactions of Iba-1 and GFAP significantly decreased (all P<0.01). 3) Immunofluorescence detection showed that
CDI137L and its receptor CD137 were significantly co-expressed with microglia marker (Iba-1) and astrocyte marker (GFAP) in hip-
pocampal CA1 region, suggesting that CD137L and CD137 were mainly expressed in microglia and astrocytes, but not in neurons.
Conclusion: Electroacupuncture may play an analgesic role by reducing the expression of glial CD137L, the amount of activated
glial cells and the concentrations of TNF-a.

KEY WORDS neuropathic pain; hippocampus; CD137L; glial cell; electroacupuncture
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Video Kinematic Analysis of Timed Up and Go Test in Convalescent Stroke Patients
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ABSTRACT Objective: This study investigated and compared the results of the Timed Up and Go test (TUG test) between con-
valescent stroke patients and healthy controls by video recording, and the total time and sub-phase kinematic characteristics of the
TUG test were analyzed to provide a theoretical basis for clinical application. Using the convenient sampling method, a total of 41
convalescent stroke patients were recruited as patient group (observation group) in the rehabilitation medical centers of three hospi-
tals (including the First Affiliated Hospital of Nanjing Medical University, etc.) from June to September 2022. Additionally, 35
healthy people with gender, age, height and weight matched were selected as healthy control group (control group). The TUG test
were recorded by cameras for all subjects. VirtualDube 2 software was used to analyze the kinematic characteristics of recorded
video, including the total time and sub-stages parameters (stage 1 standing up, stage 2 forward walking, stage 3 first turning, stage 4
return walking, stage 5 end turning and sitting down); moreover, the observation group also received evaluation including five-times-
sit-to-stand test, single leg support time and 10 m maximum walking speed. Results: Compared with the control group, the observa-
tion group had a significant increase in the time of total TUG [26.91(16.52, 35.98) s] and the sub-stages [1.98 (1.13, 2.48), 8.15
(4.21, 13.02), 4.15 (3.84, 5.93), 6.10 (3.08, 9.94), 5.04 (3.82, 7.03) s] (P<0.01), and there were significant differences in the percent-
age distribution of each sub-stage (P<0.05). There was a significant positive correlation between five-times-sit-to-stand test and time
of total TUG test and each sub-stage in the observation group (P<0.01). There was a significant negative correlation between single
leg support time of hemiplegic side and time of total TUG test and each sub-stage (P<0.01). There was a significant positive correla-
tion between 10 m maximum walking speed and time of total TUG test and each sub-stage in the observation group (P<0.01). Con-
clusion: The TUG test video kinematics analysis can be used to accurately analyzing walking characteristics of patients in convales-
cent stroke patients, and corresponding sub-stage time can reflect the lower limb strength, standing balance, walking stability and
other function of stroke patients.
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