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ABSTRACTS FROM ORIGINAL ARTICLES

Clinical observation on treatment of 34 cases of primary
hypertension of type of stagnation of phlegm with Fang Ji
Huang Qi Capsules combined with western drug
Xiao Yan, Wen Wangxiu, Cheng Kanglin, et al.
Objective: To investigate effects of Fang Ji Huang Qi Capsules
on the level of blood uric acid and blood pressure in the patient
of primary hypertension of type of stagnation of phlegm.,
Methods: 61 patients were divided into the treatment group
(34 cases) treated with Fang Ji Huang Qi Capsules plus
Norvasc and the control group (27 cases) treated with
Norvasc. They were treated for 6 weeks and blood uric acid
level, dynamic blood pressure and TCM clinical symptoms
were observed. Results: The blood uric acid level decreased
significantly, the valley to peak ratio of dynamic blood
pressure increased and cumulative score of TCM clinical
symptoms decreased significantly in the treatment group as
compared with the control group (P<C0. 05). Conclusion: Fang
Ji Huang Qi Capsules can effectively improve blood uric acid
level, decrease blood pressure and improve clinical symptoms
for the patient of primary hypertension of the type of
stagnation of phlegm.
Authors’ address: Center for Heart Diseases., Guangdong
Provincial TCM Hospital Affiliated to Guangzhou University
of TCM, Guangzhou 510120
Key words: Hypertension/TCM therapy, @Fang Ji Huang Qi
Capsules

(Original article on page 271)

Clinical study on modified Wei Er Fang for treatment of 30
cases of gastric precancerous lesion

Chen Yuanling, Pan Yibin

For observation on clinical therapeutic effect of modified Wei
Er Fang on gastric precancerous lesion (GPL), 90 cases of GPL
were divided into 3 groups. the treatment group treated with
modified Wei Er Fang, the control group 1 treated with Wei
Fu Chuan and the control group I with Bismuth subcitrate, 30
cases each group. Results indicated that the total effective rate
for clinical symptoms was 96. 67% in the treatment group
which was significant different from 60. 00% in the control
group I (P <TO0. 05). There was no significant difference
among the 3 groups in pathological therapeutic effect of
gastroscopy (P > 0. 05), but the therapeutic effect on
heterotypic proliferation in the treatment group was superior
to those in the two control groups. It is showed that modified
Wei Er Fang has a better action of reversing gastric
precancerous lesion.

Authors’ address: Department of TCM Internal Medicine.
Shanghai Municipal Dongnan Hospital, Shanghai 200023

Key words: Gastric tumor/TCM therapy, precancerous state, /
TCM therapy. @Wei Er Fang
(Original article on page 275)

Clinical study on changes of bloed LPO, SOD. GSH — Px and
Na* —K* —ATPase in red blood cell membrance in the patient
of blood —heat syndrome
Fang Bangjiang, Zhou Shuang. Chen Ruquan
In order to study on pathological essence of blood — heat
syndrome and changes of anti — oxdation system of the
organism with blood — heat syndrome, blood LPO content,
SOD and GSH — Px activities and activity of Na™ — KT —
ATPase in red blood cell memberance in 30 cases of blood —
heat syndrome were observed and the normal group were used
as control. Results indicated that LPO content increased very
significantly (P <C0. 01), SOD and GSH—Px and Na" —K* —
ATPase activities decreased significantly (P < 0. 05) in the
patient of blood —heat syndrome. It is suggested that defense
function of the antioxidation system decreases and lipid
peroxidation strengthens in blood—heat syndrome.
Authors’ address: Guangdong Provincial Judicature and
Policemen Hospital. Guangzhou 510435
Key words: Blood heat/zymology

(Original article on page 287)

Research on the relation between kidney deficiency senility and
oxidzed injyry of mitochondrial DNA

Wang Xuemei, Fu Hong, Liu Genguxin

The relation between mitochondrial DNA mtDNA) deletions.
respiratory chain complex enzymes and kidney deficiency
syndrome in the senility was studied by using polymerase chain
reaction (PCR) and enzyme kinetic technique. Results indicated
that the mtDNA deletion increased significantly and the
activities of mitochondrial respiratory chain complexe enzyme
I, N in the senile kidney deficiency group decreased
significantly as compared with the youth group and the senile
control group. Wu Zi Yan Zong Pill. a prescription for
tonifying the kidney, could reduce the mtDNA deletion and
raise the activities of mitochondrial respiratory chain complexe
enzyme I, N in the senile kidney deficiency group. It is
suggested that the oxidized injury of mtDNA can be regarded
as one of the important reasons in kidney deficiency syndrome.
Authors’ address: Institute of Integrated Traditional Chinese
Medicine and Western Medicine, The First Hospital of Peking
University. Beijing 100034

Key words: Kidney — deficiency syndrome/genetics,
mitochondrial DNA /genetics

(Original article on page 294)





