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Abstracts of Original Articles

Sensory Ehsease Propagaring Along the Cnannel
—A Clinical Report of 8 Cases
Liv Chengzhong ()i d1)
Depariment of Neurology, Teaching Hospital of Dalian Medical College, Dalian

Tke main symptoms of the disease are some paroxysmal mornd jeelings (aigesthesia or paresthesia) extending
along a particular zone oa the body surface. The attack begins at a fixed point and moves on with a width ol about
1.5-3.0cm at a speed of about 1)-40 cm/sec. The route it follows coincides with a particular channel. Each attack lasts
3-3 minuies, leaving a transient hypoesthetic zone along the channel.

Since 1959, 224 cases of this disease have been repoerted in our country. The chinkeal features of the disorder are
simifar to those of the “disorder developing automaiicaily aleng the channels” recorded in ancient Chinese
traditional medical documents. The diseasce has some features of both localized senory epilepsy and reflex epilepsy
and thus may be called “sensory epilepsy propagating along the channel”™. {Original article on page 711}

Treatment of Schizophrenia with the Method of Activating Bioodé Circuiation and Relieving Blond Stasis

with Changes of Blood Rheology Ohserved
Wu Caiyun { 558 2), et al
-  Department of Psychiatry, Harbin Medical College, Harbin

One hundred and minety-four cases of schizophrenia treated with TCM-WM combined were studied with 153
cases treaied with WM exclustvely as control. The cases were divided into six iypes accerding to TCM. The therapy
employed was cliuefly activating bloed circulation and relieving blood stasis. Set formulas were modified 1o suil
ddfferent sympiom-complexes. The results of combined treatment were sigmhcantly better than those of the control
group {P <0.005). The method of activating biood circulation and relieving blood stasis not only could increase the
curative effect but also shorten the course of treatment (P < 0.01). Tests of blood rheology were made on 40 patienis.
The value of each item of biood rheology test increased (P = 0.01), which indicated that there was blood stasis in
patients of schizophrenia. The employment of the method of aciivating blood circulation and relieving blood stasis
was thus jushified. (Original article on page 714)
Observation on Short-Term Effect of 23 Cases of Leukoepenia Treated Mainly with Chinese Huo Xue Hua Yu Drugs

Deng Youan (47 %), et al
Section of Traditional Chinese and Western Medicine in Combination, Chongging No, 2 People’s Hospital, Chongging
-' Twenty-three cases with lenkopenia were treated with Chinese Huo Xue Hua Yu drugs, 1.¢., drugs with ihe
action of activating blood flow and eliminating blood stasis: Radix Angelicac sinensis, Rhizoma Lipustici
Chuanxiong, Flos Carthami, Caulis spatholobi and. Radix paconiae Rubra.

Twenty-one of the patients were hospitalized, the others were out-patients, age ranging from 21 to 33 years,
Seven of them were malce, All of them had diagnosis established by means of clinical and laboratory examination.
Their white-cell count had heen as high as 1,800 10 3,800 before the treatment with an average value of 3,228, 26
+ 542 47 (M + 8D). The course of treatment was 6 days to 14 months. ]mpr{wﬂlﬁﬁnt was observed from 2 10 48 days,
12 days on the average. The result was excellent in 8 cases, good in 13 cases, and poor in 2 cases. The total effective
rate was 21723 (81.30%). White-cell count of all patients increased to 4,473+ 1,299. 11{M 4-SD) after treatment. The
therapeutic mechanism was supposed to be promotion of synthesis of DNA brought about by action of Chinese
drugs which improved the reproduction, differentiation, maturity and release of the stem cclis, stimulated the
contraction of spleen and reduced the influence of splenic factor on white-cell. There was ulso probability that
immunity-regulating effect of the Chinese drugs eliminated or reduced immunopathologic injury of white-cells.

(Original article on page 717)
Aplastic Anemia Treated with Combined Traditional Chinese and Western Medicine
—A Clinical Analysis of 52 Cases
LiYan (& ZF%), Song Maomei (5#)%3%)
The Affiliated Hospital of Shandong College of TCM, Jinan

This paper raports 52 cases of aplastic anemia treated with combined TCM and WM. Of which 29 were
idiopathic, 23 secondary, 7 acute aplastic anemia and 45 chronic aplastic anemia. The results of treatment: the cure
rate of chronic aplastic anemia was 48,9%, and the fotal effective rate was 95.6%. Seven cases of acute aplastic anefma
showed no effect,



