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ABSTRACT
Observing the effects of API0134 on the

changes of the platelet aggregation, thrombelastogram
(TEG ) and blood

atherosclerotic rabbits .
Methods
high cholesterol was established; and the platelet ag-

Aim

coagulation in experimental

An atherosclerotic rabbits model fed by

gregation function ,thrombelastogram and blood coag-
ulation function were examined .

Results In model group produced by high choles-
terol fed supplemented with injection of bovineserum
albumin reflecting hypercoagulative state and sup-
pressed fibrinolytic capacity showing enhanced platelet
aggregation induced by platelet activating factor
(PAF);shortened r and k values ,and increased m, and
e values seen in TEG; markedly reduced activated par-
tial thromboplastin time (APTT) and prologed euglob-
ulinlysis time (ELT). Whereas in those group after
the establishment of atherosclerotic model with succes-
sive feeding of API0134 for three days showed much
improved coagulative and fibrinolytic parameters re-

turn.ng almost to normal.
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Conclusion These findings indicate that the
API0134 possess the effect of anti-platelet aggregation
and anti-thrombus formation contributing to the expla-
nation of one of the mechenism of antiatherosclerosis.

KEY WORDS Atherosclerosis; API0134; Platelet

aggregation; Thrombelastogram; Blood coagulation
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APIOI34 H & # 2R ENFCERKARS B XK
BEGAAHAERME. oK ELETF (platelet acti-
vated factor, PAF) % Sigma A8 * 5%, HEH® K g
FHE#LECFRARMNAG . AFZH LK, FLFAa
EOMELERTIERN AU ERLF.EB# o4
X.SPA4A RS M RRENH LR EANE
Fh., i##HH i D H%EE Hellige 28 * &.
ACL-200 B2 g h £ B ACL A8 F &.
1.2 RETKHHEECEBIET

BUIAAERR(HRAFERAZEFE LR
MECREIIOR MEE2.0~2.5kg. EE XA R
FHATR. RE—-FAXALBREE. SR LEE4 %
BRAHSFODFEEHG 250mg/kg, EH Y BHFE 1%
EENRE.ZFRESHARMINKZAZRER .
BrondtR BEETLEHRAEI TS RELE
R KRAEE CE 5 Kb, 7T UL 4 APIO134 # 4
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A EKBE PR b BROMREEE LN
fE NBREABFHAXLBESENELE, REERAXL
4548 API0134, %8 X 150 mg/kg, E B A A £ F§.%
A3R. FRARBE3Ih, BBV R HERO.EEH#
ERY MR EMHERE RN,
1.3.1 m/hiREEIHEE EorRRENMER
k. R E LA 3. 8N A K BRATHE (5 RHEF K
Bih9: D, 2 BEo M RAXPE LR AL, A
FhhRbOREHnPMREELRE U~5X10"/L, R
BEha/hRmE 200 uL,37CiBF 5 min,#v A PAF 4
KETS5nmol/LFE. AP RREENFERALE3Ih A
1.3.2 m##EHE ZhRBEAHCNDENR
ERE, ROk (3. 8% BB i) 0.5 mL, FI
AB2hARADEEEHTABRR IV ES L. MER
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MEP<0.05),.AREOHEHFHEIBREFER
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API0134 %5 3 KJ5, B PAF S8/
BMREXDERNK, GAAMWHE, 1 minf15
min Ml /MREEME RS 5 K 19. 2% 23.
8% (P<<0.01); MBHMAEN r .k HM m
B2 F T, m, fHF e H 8 F MW/ (P<0.01);
BE I 75 BE B (R B FERK (P<<0.05),RBREH
fREt e B F S E (P<0.01),
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Table 1.

TG in experimental atherosclerotic rabbits (z+s).

Change of concentration of plasma TC and

Groups n TC TG
Control 10 1.5740. 36 1. 06+0. 22
Model 10 16.8442.95 1. 83+0. 34°

a; P<0.01, compared with control group.

Table 2.
induced by PAF in experimental atherosclerotic rabbits
(xEs5).

Effects of API0134 on platelet aggregation

Platelet aggregation Inhibitory (%)

Groups n

1 min 5 min 1 min 5 min
Control 10 54.749.1 74.846.4 = =
Model 10 71.3+8.3* 89.518.2° — -

Treatment 8 53.146.9" 68.249.6° 19.2 . 23.8

a: P<C0.01. compared with contorl group., b: P<C0. 01, compared

with model group.
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Table 3. Effects of API0134 on thrombelastogram in
experimental atherosclerotic rabbits (z+s).

Tedex Control Model Treatment
(r=10) (n=10) (n=8)

r(min) 5.7+1.3 3.910, 9 5.810. 8%

k(min) 4.8%10.8 2.640.7 5.040.7b

m(min) 39.6+6.5 29.4+5. 7 40.1+5. 5b

ma (mm) 52.7+4.1 60.9+4. 3 53.6+3.8%
c(%) 111111 1551+12¢ 116 +8b

a; P<0.01, compared with control group, b; P<C0.01, compared

with model group.

Table 4.  Effect of API0134 on blood coagulation in

experimental atherosclerotic rabbits (z+s).

Tndex Control Model Treatment
(n=10) (n=10) (n=8)
PT(s) 11.6x1.9 11.3%2.1 11.5+£2.3
TT(s) 16.842.7 16.11+3.3 16.2+2.9
FIB(g/L) 2.45%0.43 3.10+0. 38¢ 3.05+0.41
APTT(s) 28.945. 4 21.0+4.7 27..314‘ 14
ELT(s) 182+28 284+39* 193%32%

a . P<{0.01, c; P<<0.05, compared with control group. b P<

0.01, d: P<0.05, compared with model group. PT: prothrombin

time, TT. thrombin time, FIB: fibrinogen. APTT: activated partial

thromboplastin time, ELT: euglobulinlysis time.
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