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Fig 1. Inhibition of AA-induced platelet aggregation by rat aorta ring (3 mg/200 pl Tris buffer). A)
Different volumes of incubation fluid. B) After boiled for ] min or standing at 22°C for 10 min.
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Fig 4. Formation of PGI,-like substances by
rat aorta rings (]1-3 mg) after iv DHAP 60 mg/kg,
indomethacin 4 mg/kg or saline using AA or ADP
as inducer. When DHAP is compared with saline,
4p>0.05, When indomethacin is compared with
saline, £44p<C0.05. X+SD of 6-7 expts.

DHAP 5 ik B H R & Axt R /M i
W& DHAP [ ug/ml X 3 Z kB E
B AA FF /N R E 6 % 4 A
12.740.8 1 36.8+3.9, B & 3 ) 2= 4
MmEIRN 100%. DHAP 200 ug/ks 5 I HRK
& M A%t ADP S /MR E &8 IR IF
HWEEM(p<0.05). (B 5)

it it

K EHKRIFLEE RS Tris 42 i BIFE
RETE AL PGI, B4/, %W A R AsHr ik
m/ARREER, EXRfE. GERRESm
PEBH M HIE TR, RAXWEE]

B PG L, R4 5T IR 5 M 55 S0 mR i 28 - VA AF, 45
i ah PGL, Mt AA fn ADP %55 5 MMl /> 4R

39

e
>

8
7:

Inhibition of aggregation (%)
NN

3
.
N

8

H
o

N
o

140

N\

DHAP  Incubation DHAP+
Fluid Incubation
Fluid

Fig 5, Inhibition of AA- or ADP-induced
platelet aggregation by DHAP (] or 200 ug/ml),
fncubation fluid of rat aorta rings and DHAP +
incubation fluid, When DHAP +incubation fluid
is compared with DHAP or incubation fluid,
£4p<<0.05. X£SD of 5 expts.
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EFFECT OF 3,4-DIHYDROXYACETOPHENONE ON GENERATION
OF PGI,-LIKE SUBSTANCES IN RAT AORTA

WANG Zhong, GAO Hai-quan, ZHU Guo-qiang, AN Yan, HUANG Ru-song
(Inst of Basic Medical Sciences, Chinese Academy of Medical Sciences, Beijing 100005)

ABSTRACT Studied against platelet aggrega-
tion, 3, 4-dihydroxyacetophenone (DHAP)
200 ug/ml decreased the formation of PGI,-
like substances by rat aorta rings in vitro.
However 1 pg/ml which inhibited AA-induced
aggregation 90% or 60 mg/kg administerd in
vivo did not inhibit the generation of PGI,.
On the contrary, indomethacin inhibited PGI,
generation significantly either in vitro or in

vivo.

There is a synergic effect of DHAP and the
fluid incubating rat aorta rings on inhibition
of platelet aggregation.

KEY WORDS 3, 4-dihydroxyacetophenone;
adenosine cyclic monophosphate; aorta;
platelet aggregation:; prostacyclin; indometh-
acin



