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Abstracts of Original Articles

Effects of Sodium Ferulate on Platelet Aggregation and Platelet TXA;
in Patients with Coronary Heart Disease
Gao Shuwei(@R}iE), Chen Zaijia(fiEE®E), et al
Insirtute of Cardiovascular Research, Chinese Academy of Medical Sciences, Beijing
sodium ferulate {SF), one of the active principles of Angelica sinensts, was investigated in vitro
and in vivo for its anti-platelet effects. In vitre, SF inhibited platelet aggregation was induced by
epinephrine or ADP as well as inhibited platelet TXB. (a metabolite of TXA,)} generation, which
occurred in the. platelet rich plasma of patients with CHD, in a dose dependent fashion. At low
concentration, SF showed a markedly inhibitory effect on platelet TXB, generation more than that
on platelet aggregation. While at a higher concentration, platelet aggregation was more evidently
suppressed than platelet TXB, generation, The results suggest that SF, in vitro, could effectively
inhibit the platelet aggregation in patients with CHD, which was partly related to the inhibition of
TXA; generation. SF was also intravenously infused, in a dosage of 4 mg/keg. However, both
6-keto-PGF,, and TXB, in plasma and in serum remained -unchanged: platelet aggregation and
platelet TXDB; generation were lower than the values measured before SI¥ infusion, but, as compared
with placebo, no significant difference statistically was observed. Inadequate dosage might be the
main cause for the failure. |
{Original article on page 263)
ChinicaFOhservation on -Anti-Atherosclerosis
Effect with Allium nerimifolium Extract- Capsule
Hou Yu(f& &), Li Shumei(ZH#g), Meng Xiaoping (EBEM), et al
Second Teaching Hospital, Norman Bethune University of Medical Sciences, Changchun
Al nevtmifolizm (AN) is a kind of wild vegetable widely taken for food in the countryside,
It was recorded in TCM books that it was treated in relieving chest pain, The active principles of
AN have been isolated. One of these principles, methylallyl compound, is an effective agent in
inhibiting platelet aggregation and prouducing thromboxane A. {TXA,). Recent data showed that
AN contains prostaglandin A; (PGA,). The AN capsule is the extract of AN supplied by the
pharmaceutical department of our university, The capsule:-has been used in our hospital for more
than three vears. The criteria for diagnosis of primary;hyperlipidemia-were:plasma-total cholesterol
(TC) 250mg/d], trinitroglycerin (TG) =160 mg/dl.and g-lipoprotein (8-LP) >450-mg/dl, any one of the
above items reached these values, and hyperlipidemia could he diagnosed. 0.5 mg of AN per os, 3
times a-day was given to 132 patients with hyperlipidemia for 4 weeks, During this period, no other
drugs inhibiting platelet aggregation or decreasing plasma lipid were administered, and all of the
patients were allowed to take their ordinary food as usual. Plasma lipid, 6-keto-prostaglandin Ty,
(6-k-PGFy.) and platelet aggregation (PAg) were measuréd before and.after-the.treatment, The main
results were as follows: before administration the average of TC, TG, 8-LP and 6-k-PGF,, were
262.9:£56.4, 162.7+87.1, 421.9+114.2 and 1296.95+106 pg/mi respectively, and after medication
197.7451.4, 141.3137.3, 334.51+110.0 and 3271.12+579 pg/ml respectively. Platelet aggregation assay
was performed in 8 out of 132 cases. PAg values were:5k56 25 and 26.85+16 respectively: before and
after treatment. The average inhibition rate was 47.36%. The results showedthat administration of
AN capsule could lower the levels of plasma TC, TG, 8-LP and elevate the level-of 6-k- PGF,,, P<
0.01. It also inhibited PAg at the same time. It is well known that hyperlipidemia and hypercoagula-
ble state of the blood are very important pathogenetic factors of athemsclerasls while 6- k-PGF;,, a
stable metabolic product prostaglandin I, (PGI,), is aneffective platelet aggregation inhibiting agent
and also a potent coronary artery dilating agent. It is concluded. that the AN capsule is obviously
effective in preventing the pathogenesis of atherosclerosis,

(Originalarticle -on-page 266)



