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Effects of Electroacupuncture on Cortical Somatosensory
Evoked Potential and Cellular Ultrastructure in Rats of Local
Cerebral Ischemia

Xu Nenggui. Shen Dekai. Zhou Yiping. et al.

Effects ol electroacupunctuure (EA) at Dazhui (GV14) and
Rezhong (GV26) points on cortical somatosensory evoked
potential (SEP) and cellular ultrastructure were investigated in
the rat of local cerebral ischemia. Results indicated that
amplitudes of the various components of SEP lowered
significantly, the latent period of the peak prolonged obviously
and the most cellular ultrastructure disintegrated in the
ischemic group. and amplitudes of the various components of
SEP decreased slightly and the latent period of the peak did not
obviously prolongate and most of cellular ultrastructures were
not dystroyed. It is suggested that EA can block secondary
necrosis, which provides a theoretical basis of theory for
treatment of ischemic apoplexy with acupuncture and
moxibustion.

Authors’ address: Guangzhou University of TCM, Guangzhou
510405

Key words: Cerebral ischemia/acup — mox therapy; evoked
potential,  somatic  sensation/acup  effect, neurons/
ultrastructure

(Original article on page 342)

Effects of Electroacupuncture on Learning and Memory
Behaviour and Acetylcholinesterase of Brain in the rat of
Vascular Dementia

Mo Feizhi. Li Jiangiang, Lei Liping, et al.

Effects of electroacupuncture (EA) on learning and memory
and acetylcholinesterase (AChE) activity were investigsted in
the rat of vascular dementia. Thirty rats were randomly divided
into model group, EA group and medicine (Dyhydroergotoxine,
DHET) group. 10 rats in each group. After treatment for 28
days, learning and memory behaviour were detected with water
maze, and the AChE activity in brain was determined. Results
showed that the latent period of water maze in the EA group
and the medicine group was shorter than that of the model
group (P <C0. 05 or P<C0. 01), respectively, and in the EA
group was shorter than in the medicine group (P<C0. 05 or P<
0. 01). The AChE activities of hippocampus and striatum in
the EA group and the medicine group were higher than those
in the model group. and the EA group was higher than the
medicine group (P<(0.05). It indicates that electroacupuncture
can promote the ability of learning and memory and enhance
AChE activity of brain in rats of vascular dementia, and the
therapeutic effect of electroacupuncture is better than that of
DHET.

Authors’ address: Institute of Quantum Electronics, South
China Normal University, Guangzhou 510631

Alzheimer’s

Key words: disease/acup — mox therapy:

acetylcholinesterase (AChE) /acup — mox effect. memory/acup
—mox effect
(Original article on page 344)

Clinical Study on Treatment of 85 Cases of Gouty Arthritis
with Tong Feng Lotion

Zhang Shizhao, Ma Hongzhen, Li Xueming

One hundred and fifty cases of gouty arthritis were divided into
two groups. Treatment group (85 cases) were treated with
Tong Feng lotion and control group (65 cases) with external
application of Voltaren. Results indicated that Tong Feng
lotion could improve clinical symptoms and function of joints.
and decrease blood sedimentation, reaction protien C, blood uric
acid and blood viscosity; the total effective rate was 89. 42% in
the treatment group and 75. 38% in the control group. with
significant difference between the two groups (P<C0. 05) : there
was no obvious relation between therapeutic effects and TCM
syndrome types.

Authors’ address: Section of Immuno— Nephropathy, Zhejiang
Provincial Hospital of TCM. Hangzhou 310006

Key words:
@Tong Feng Lotion

Arthritis, gouty/Chinese medicinal therapy:
(Original article on page 347)

Effects of Lu Jiao Fang on Myocardial Fibrosis and Plasma
Aldosterone Content in the Rat with Increase of Pressure —
Loading
Cai Hui, Hu Wanying, Dong Yaorong, et al.
Effects of Lu Jiao Fang on myocardial fibrosis and plasma
aldosterone (ALD) content in the rat with increase of pressure
—loading were investigated for approach to the machanism of
anti — myocardial fibrosis. Left ventricular mass index
(LVMD, myocardial collagen I. II III and plasma ALD content
were observed. Results showed that LVMI in the model group
was significantly higher than that in the sham operation group
(P<C0.001), in the Lu Jiao Fang group was lower than that in
the model group (P<C0. 01); Collagen I in the model group
increased significantly (P<{0.01) as compared with that in the
sham operation group, and in the Lu Jiao Fang group was
lower than that in the model group (P<C0. 01): Plasma ALD
content in the model group was higher than that in the sham
operation group (P <(0. 001), and it was decreased in the Lu
Jiao Fang group (P<C0. 001). It is proved that plasma ALD
level in the rat with increase of pressure —loading enhances; Lu
Jiao Fang has against myocardial fibrosis of the rat, which may
be related with the decrease of plasma ALD level.
Authors’ address: Hebei Medical University, Shijiazhuang
050017
Key words: Heart/drug effect. aldosterone/blood. @I.u Jiao
Fang
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