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Effects of Codonopsis Pilosulae-Astragalns Injection
on the Cyclic Nucleotide Levels and the Phosphodiesterase Activity in Platelets

Chai Zhinan (3:8¢##), Liso Jiazhen {(BFHY), ot al
Dongzhimen Hospital Affiliated to Beijing College of TCM, Beijing

It has been demonstrated that ADP-induced platelet aggregation in patients with coronary heart
disease (CHD} was inhibited by Codonopsis Pilosulae-Astragalus Injection (CP-A), a drug of TCM for
the treatment of CHD in our laboratory recently. In order to study the mechanism responsible for the
elfects of CP-A on platelets, the cAMP and ¢cGMP levels in platelets in patients with CHD {N = 13)
were measured by radioimmunoassay method before and after a single dose of 60 ml CP-A (content of
CP-A 30 gm each) intravenously, or 5% glucose 60 ml as control (N=9). The results showed that the
¢AMP and cGMP levels were increased by CP-A, from 20.89£3.7 10 30030 PM/10°PLA (P<002},
33%1.0 to 54+1.2 PM/10° PLA (P<005). In the experiment in vitro (N=16), the cAMP and ¢cGMP
levels were also increased, but were not o in that of glucose coatrol group. When the cAMP level in
platelets is raised; many platelet functions are inhibited. The results of the present stndy suggest that
CP-A inhibits the platelet aggregation by increasing the cAMP level in plateleis. The activity of PDE

in plateler was inhibited by CP-A, which is responsible for-the increase of cyclic nucicotide levels.
(Original article on page 488)

The Effects of Epimedivm Sagittatum and Cistanche Deserticols on DNA Synthesis in

“Yang-lnsufficiency” Animal model Induced by Hydroxyurea
Liv Fochun (al3E#), Ding Guangxia (T JE), et al
Department of TCM, First Teaching Hospital, Second Military Medical College, Shanghai

The clfects of Yang-invigorating drugs Epimedium sagittatum und Cistanche deserticola on “Yang-
insufficiency”™ mice were studied with a new “Yang-insufficiency” animal model induced by hydroxyurea
as an inhibitor of nucleotide reductase. The animal used were divided into three groups: (1) the normal
control group (8 animais), (2} the “Yang-insufficiency” group (8 animals), (3) the group with "Yang-
insufficiency” ireated with Epimedium sagittatum and Cistanche deserticola (9 animals). The rates of
DNA synthesis in the liver and spleen (cpmy/mg of DNA/minute, M +8E) of the groups were found to
be 115601980, 5.600+848 and 9.900+1,660 respectively. This rate of the “Yang-insufficiency” group
was significantly lowered (P<C0.05). It can be seen that Epimedium sagittatum and Cistanche  deserticola
can raise the rate of DNA synthesis of the “Yang-insufficiency” animals, and thus improve the
conditions of the animals. -

The “Yang-ipsufficiency” caused by hydroxyurez is believed to be due to lﬂhlblhﬂﬂ of the activity
of nucleotide reductase, which keeps four kinds of nucleotide at the diphosphate level, unable to be
ceduced to DNA, and thus leads to the reduction of DNA synthesis, bringing on disturbance in
metabolissn of protein and fat and symptoms of “Yang-insufficiency”. Epimedium sagittatum and
Cistanche deserticola wmight contain certain biotical active agen!, which could activate nucleotide
reductase, coupteract the inhibiting hydroxyurea and keep normal metabolism of DNA in the body.

{Original Arlicle on page 488)
Five Cases of Sporadic Encephalitis Treated with Nantong Snake-Root Tablets
Chen Zian (kB
Newropathy Section, Nantomg Newropathy and Psychintry Hospital, Nantong, Jiangsu Province

The incidence of sporadic encephalitis in China has been rather high. It is usually treated with
corticai hormone. This paper reports for the first time cases of sporadic encephalitis treated with
Nantong Snake-Root Tablets, which aré prepared by Ji' Desheng, China’s snake-bite doctor and expert,
according to his secret prescription. All the cases were cured. The tablets began to work 3 to 6 days
after administration. The patients were clinically healed 7 to 18 days after taking the medicine. Normal
EEG was restored 7 to 14 days alter medication. In all the five cases the tablets were admimstered
orally, three times a day, ten tablets each time No side-effects or remaining symptoms of SIgNS were
found when the patients were discharged from the hospital.

Compared with a group of fifty cases of the same disease {reated with cortical hormone and
symptumalm and palliative treatment, the cases treated with Nantong. Snake-Root Tablets showed
better results, with quicker and better effect, shorter course of treatment, no side-effects, less expenses
and more convenience in remedy administration. As a new method to treat sporadic encephalitis, it
serves 4 good exampie to imtegrate traditional Chinese and western medicine.

(Original article on page 492)



