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Tab 1 Effects of ASAA on platelet aggregation and platelet TXB, formation in rabbits

Concentration

(mmol* L™

Platelet aggregation
( ()() )

TXB, formation
(pg/3x 10" platelets)

Control - 67+ 14 466 +183
ASAA 0.25 49+5" 414+ 62
0.50 3210777 372102
1.00 0+0" "~ 183 +£28" "
r*ts, n=6, "P<0.05 ""P<0.0l, """ P<0.001

AT 1996 1158 5 HCEN.
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Tab 2 Effects of ASAA on 6-keto-PGF,,

formation in rabbit aorta

Concentration 6-keto-PGF,
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1.0 337+117

sy n—=4, " P<0.0l.
AA AR B Tz A B e AR
MDA, TXA,, HHT A1 12-HETE ! PGL, %)
= AA R, Hd TXA,, PGL 73 il B f
75T A FE UL AR AR AR R, 2 e i
=) . TXA, & PGL IRANEEE, 23 W AE 30 s
83 min W ZNIEE Y TXB, & 6-Hi-
PGF,,. b, ASZIMNE TXB, & 6-Hi-PGF,,
DIARE TXA, & PGL, 7K°Fo ASAA #1417
HREER ) [ B B 2 4026 i /N AR TXB, AR B, X
BAR T E B IKEE A B 6-Fi-PGF, 7 R 1) {2 1

ERAE . # ASAA P Il IS 52 TXA,—
PG, V-4 i i i /R SR AR
ARSI Z L I, ASAA R B HlH] AA F
B IR 3 1 I /AR B2 AT MDA TE G, 135 &2
R TR R B O A G R 23R AR 43 B 2R B I
/IMCHHT TE RO 252 ASAA FIH]
Zr LTk, ASAA vl Rei L /EH T AA AR
U PR BRI SR TXA, A2 Rk, [ B X i
BE PG, A B IR A AR 8k A= Ak A & 4%
P DI REI/E R . 2R 1M, ASAA 7F AL 2R
1) 56 4 1] B 1w A 10— D B B R 9
B AT E R R AL ASAA.
KHER] S PR 1A PURIR s R Ay 2
WP 2 A
Z % LWk
| PFICE RERAY. ZWEPHAR A X I/ AR D B 1
Wi, 24527227 4R, 1994, 29:412
2  Gorman RR, Bunting S, Miller OV. Modulation of
human platelet adenylate cyclase by prostacyclin.
Prostaglandins» 1977,13:377

3 Fitspatrick FA. A radioimmunoassay for thromboxane

B,. Methods Enzymol . 1986,86:299

4 Preton FE. Inhibition of PGI, and platelet TXA, after
low dose aspirin. N Engl | Med, 1981,304:76

EFFECTS OF ACETYLSALVIANOLIC ACID A ON
ARACHIDONIC ACID METABOLISM IN PLATELETS

Yu Wenguil Yu WG) and Xu Lina(Xu LN)
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ABSTRACT  Acetylsalvianolic acid A (ASAA) has been shown to be an antiplatelet compound.
Our studies with RIA showed that: at the dosage of inhibiting platelet aggregation, ASAA was found
to inhibit the formation of cyclooxygenase pathway metabolites TXB; in platelets. In addition, ASAA
was also shown to promote the formation of 6-keto-PGF}, in rabbit aortic rings in vitro. The above
results suggest that ASAA may inhibit the proaggregator TXA, formation, promote mildly the
antiaggregator PGI, generation and probablys whereby, exert its antiplatelet activity.
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