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Clinical Observation on Spasticity Treated with Comprehensive
Rehabilitation Therapy of TCM in 60 Cases of Hemiplegia due
to Apoplexy
Zhang Wensheng, Zou Yihuai, Xie Yingzhen, et al
The revised Ashworth assessment of spasm, simplified Fugl—
Meyer assessment method and Barthel’s ADL index were used
to evaluate spasm extent, functional level of motor and daily
living ability. respectively. to reflect functional level of the
patient. 90 Cases of hemiplagia due to apoplexy were randomly
divided into treatment group (60 cases) and control group (30
cases). Comprehensive rehabilitation exercises of TCM were
used in the treatment group and modern rehabilitation
exercises were used in the control group. Results indicated
that the improving action of comprehensive rehabilitation
method of TCM on spasticity was superior to that of the
control group, with marked improvement of motor function
level and living ability in the two groups. It is suggested that
rehabilitation method of TCM has distinct advantage. and
rehabilitation methods of TCM and Western medicine are of
complementarity.
Authors’ address: Insititute of Resource Science. Beijing
Teachers Training University, Beijing 100875
Key words: apoplexy. sequelae/TCM therapy: hemiplegia/
TCM therapy

(Original article on page 723)

Clinical Observation on 120 Cases of Male Infertility Treated
with Sheng Jing Zhu Yu Decoction

Li Jinkun. Shen Ming, Xu Xiuolin. et al

One hundred and twenty cases of male infertility were treated
by oral administration of Sheng Jing Zhu Yu Decoction, one
dose daily for 2 consecutive months and 72 cases were used as
control group. Sperm analysis was made before and after
treatment. Results showed that after treatment the motility
rate, rapid mobility rate and various mobility indices of sperm
were improved in the treatment group and among the 120 cases
treated, 16 cases’s spouses had pregnancy. It is proved that
Sheng Jing Zhu Yu Decoction has a definite therapeutic effect
on male infertility, and the therapeutic mechanism might be
increase of mobility rate, rapid mobility rate and improvement
of mobility indices of sperm.

Authors’ address: First Affiliated Hospital of Kunming
Medical College, Kunming 650032

Key words: infertility, male/TCM therapy, @ Sheng Jing Zhu
Yu Decoction
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Relation of Serum Apoprotein A; and B, Contents and Their
Ratio with Deficiency and Excess Syndromes of TCM in the
Patient of Malignant Tumor
Li Xiaofeng. Lin Hexi, Huang Weizian, et al
One hundred and sixteen cases of malignant tumor were
divided into deficiency syndrome group, excess syndrome
group, and deficiency with excess syndrome group, and 100
cases were used as control group. Serum apoprotein A,
(ApoA ) and apoprotein Big (ApoBie) levels and their ratio
were determined. Results indicated that proportion of
abnormal serum apoproteins in the patient of malignant tumor
was higher than that of the control group:and there were very
significant differences between the patient of malignant tumor
and the control in ApoA; and ApoB100 levels and their ratio
all (P<C0. 01), suggesting that the patient of malignant tumor
has disturbance of apoprotein metabolism. In the deficiency
syndrome group level of ApoA; decreased, and in the excess
syndrome group ApoBigp level increased and A/B ratio in the
deficiency and excess syndrome group lowered significantly all
(P<C0.01). It is indicated that changes of the level and ratio of
ApoA . and ApoBiw can be used as reference of differentiation
of clinical deficiency and excess syndromes.
Autbors’ address: Quanzhou Municipal Hospital of TCM,
Fujian Province, Quanzhou City 362000
Key words: tumor/blood, apoprotein/blood

(Original article on page 743)

Effects of Bu Shen Huo Xue Fang on NMDA Receptor and
Nitric Oxide Synthase of Brain in Mice of Vascular Dementia
Zhang Mengren, Guo Saishan
The present paper approached to mechanisms of Bu Shen Huo
Xue Fang preventing and treating vascular dementia (VD) in
mice. The effects of Bu Shen Huo Xue Fang on study and
memory ability, and NMDA receptor and activity of nitric oxide
synthase (NOS) in hippocampus were observed in VD mice.
Results prove that Bu Shen Huo Xue Fang can markedly
shorten the time of the mice of VD looking out the plantform
in Morris’water maze, improve study and memory ability,
inhibit NMDA receptor in hippocampus and increase NOS
activity, antagonize excitatory toxicity and neuron injury
induced by NO, so as to protect neurons from damage.
Authors’ address: Beijing Union Hospital, China Union
Medical University, Chinese Academy of Medical Sciences,
Beijing 100730
Key words:dimentia, vascular/TCM therapy
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