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Observation on Therapeutic Effects of Different Needling
Methods of Acupuncture at Cervical Jiaji Points on Cervical
Spondylopathy
Du Yuzheng. Li Dajun
104 cases of cervical spondylopathy were treated with
acupuncture of Jiaji (EX—BL) points with defferent needling
methods. In 53 cases of conduction group. the needle was
inserted at the level of affected vertebral body into a depth of
1. 5— 2. 0 cun based on indication of X — film, with reducing
method of lifting and thrusting, making the upper limb of the
affected side vibrating 1 — 2 times, and twirling and rotating
method was used in the health side. Routine needling method
was used in the control group. Results indicated that the total
effective rate. the transient analgesic effect and long — term
anelgesic effect in the conduction group were significantly
superior to those of the control group (all P<C0.01).
Authors’ address: The First Affiliated Hospital of Tianjin
College of TCM, Tainjin 300193
Key words: Cervical spondylopathy/acup — moxibustion
therapy Acupoint, Jiaji
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Clinical Observation on 36 cases of Hashimoto’s Thyroiditis
Treated with Chinese Drugs Plus Small Dose of Jia Zhuang
Xian Tablet

Pang Jie, Ye Liya

In order to observe clinical therapeutic effect of combined
treatment ‘of Chinese medicine and western medicine on
Hashimoto’s thyroiditis and its effect on immunological
function, and preliminarily approach to mechanisms of the
therapeutic effect. 68 cases Hashimoto’s thyroiditis (HT) were
randomly divided into treatment group (36 cases) treated with
drugs for warming and tonifying spleen and kidney plus small
dose of Jia Zhuang Xian Tablet, and control group (32 cases)
treated with Western medicine Jia Zhuang Xian Tablet. Serum
anti — thyroid auto — antibody (TGAb, TMAb) and T helper
lymphocyte (TH) subgroup were detected before and after
treatment. Results indicated that the cured rate, markedly
effective rate. effective rate and the total effective rate were 8.
339, 13.89%, 69.45%, 91. 67% in the treatment group and 0,
6.25%. 65.63%. 71. 88% in the control group, with significant
difference between the two groups (P <C0. 05). Additionally.
TGAb and TMAD levels before treatment in the patient of HT
were higher than normal and number and ratio of TH were
abnormal; after treatment the TGAb and TMAb levels
decreased in the treatment group with significant difference as
compared with the control group (P<C0. 05) and ratio of TH
subgroups tended to balance state.

Authors’ address: China — Japan Friendship Hospital, Beijing
100029

Key words: Thyroiditis, Auto —immunity/ combined treatment
of traditional Chinese medicine and Western medicine
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Effects of Bu Sui Sheng Xue Instant Granules on Expression of
Serum Soluble Fas, TNF — « and IL — 2 in the Patient of
Chronic Aplastic Anemia
Sun Weizheng, Luo Haihong, Li Haixia. et al.
In order to approach the mechanisms of Chinese drug Bu Sui
Sheng Xue Instant Granules for tonifying kidney inhibiting
apoptosis in the patient of chronic aplastic anemia (CAA).
levels of soluble Fas (sFas), tumor necrosis factor (TNF —a).
interleukin — 2 (IL — 2) before and after treatment were
determined in 30 cases of CAA and Zai Zang Sheng Xue Tablet
was used as control. Results indicated that expression of
serum sFas, TNF — a and IL — 2 before treatment was
significantly higher than those of the control group (P<C0. 05.
P<0.01), and after treatment the levels of sFas and TNF—«a
approached to the normal (P>>0. 05), and the IL —2 level still
was higher than the normal (P <C0. 05). It is suggested that
there is abnormal expression of correlative factors of apoptosis
in serum of the patient of CAA; Bu Sui Sheng Xue controls
expression of Fas on the surface of cells and influences
expression of serum sFas in the patient of CAA through
regulating TNF — « level, and apoptosis of CAA is influenced
not through regulating expression of IL — 2.
Authors’ address: The First Affiliated Hospital of Helongjiang
TCM University, Harbin 150040
Key words: Anemia, Aplastic/Chinese drug therapy @Bu Sui
Sheng Xue Instant Granules
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Study on Application of Damp — heat Syndrome Model of
Traditional Chinese Medicine
Wu Shijiu, Yang Yungao. Tong Li, et al.
Basical study of application of TCM damp — heat model
includes development of damp — heat animal model and
mechanism study of removing heat and dampness. Results
indicated that under the guidance of classical thoery of TCM
febrile diseases, on the basis of comparison of five factors and
six methods of developing animal model, and the damp — heat
models developed by means of combined factors (diet+ climatic
surroundings + pathgenic boilogical factors) approached to
damp —heat syndrome of TCM in conditions of attack, affected
Zang — and Fu—organs, and main symptoms and signs. with
characteristics of good replace and simple manipulation.
Authors’ address: Department of TCM, The First Military
Medical University, Chinese PLA , Guangzhou 510515
Key words: Damp —heat/TCM pathogenesis
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