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[ABSTRACT] A To explore the glycoprotein b/ @ha receptor antagonist tirofban on the plasma inflanm atory

factors of rabbits m viva and find sane theoretical basis for appropriately using the glycoprotein @b/ receptor antago-
M ethods Newv Zealand rabbits were fed with hyper-cholesterol forage for 12 weeks to fom
The rabbitswere divided to 4 groups (n= 8), and had ntravenous drip natural salne 3 125mg/L, 12

Smg/L or 50 mg/L tirofban i different group respectively A fier the intravenous drip started forO b 12 h 24 h and 48
h, the plateletm ax m al aggregating rates [ PAG(M ) | were detected using wibidity m ethod the mterleukin-6 mterleuk in-

nists n atherosclerosis

atherosclerosis

1B and wmor necrosis factor-a (TNF-a) level in the plasna were detected using enzyme linked mmunosotbent assay
(ELISA).
h 24 hand 48 h PAG(M) was reduced (P yova < Q 05), P-selectin mterleukin-6 mterleuk n-18 and TNF-a were re-
In control group and 3 125mg /L. tirofban group

Param eters differences among 4 groups were cam pared Results A fter ntravenous dripping started for 12
duced (P xova < @ 05) along w ith the tirofiban concentration ncrease
PAG (M) had no difference after intravenous dripping started for 12’ hh 24 h and 48 h (P> Q 05). PAG(M), P-selectin
interleuk in-@  interleuk in-18 and TNF-a were reduced significantly (P < Q 05) when 2125 mg/L tirofban was intrave-
nous dripped Conclusion The PAG(M ) and nflanm atory factors were not affected when tirofban was ntravenous
dripped in small dosage W hen the tirofban was intravenous dripped n medium or large dosage the PAG(M) and in-
flanm atory factors were mhibited significantly
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L1 FERAFRASR

/R % B A = B B IR I ( adenosine 5 -
diphosphate sodium, ADP)F1%¢ i B T 2% E Sigma-
A drichA 5]; #H B A F FE AT R R E A KT
AHAEARDARAE =& & PEEX. B4
BAE 684 ENF IBLHENRLEF a umor
necrosis factor-a, TNF-a) %8 3K JE [ F B Br % 5% % [t
FEM R A & W E #E RapidBio Lah 2 5. LG-
PABER 1 /MR % % % i H F 4 A 0% b o % A
F B NE . Surefuser SFS-1002D — K 14 18 3%
EANF K HF B N proA 8 = d .
L 2 REREMERNKEIREREL

HEEFHE AR 325, MEAY KE 2 6
~32kg A 2~3A, MEF LAFFHY LR+
o, BERER, BENERE—AEEREAAL T &
i Fo, EEE 1% W& fe @R 100 gk 127, &
AFRY, BRRARKLA 128B A KT LA E
BB, TR N LR,
L 3 XWPSEMIE

Fi R R AR KRB Y B4, Rk
NERIREN, ZRTZEA, XA Q 45mm x 15 mm
LEAFER —MEEZHKERAEE, Smn N
EASE AR E ImL/EEEANR SFS-1002D DA 1 7
mL/hFEEE#ME. LRI 012.24 hfr 48 h
7 — U E 28 fkok AR A, A R4 AR, R 4
K oAH, B 8 AR FEAELA, 3 125mg/
L. 12 S5mg/LA 50 mg/L% Z AE 3L 2 7| 0 £ R A
% 3 125mg/l. 12 Smg/LAn 50 mg/L%& % FE 3.
L 4 ®MIEFR

(1) RE (0O h 48 h); Mm% # (0 1224 hfn 48
h): £ A I A K A SYSMEX K-214 B 3 11 48 A
AT R (2) /MR TEAREE (plateletmaxt
mum aggregation PAG) (0. 12, 24 hf7 48 h): & %
H4#fkii L Sml, BT Q 13mol/LAT 4 B 4 0 8¢
WIRE S, MR EGRBERNEBZHA 90 1 120
r/m gL 8min WE LR E A /MR K ( platelet
rich plasma PRP), # £ A4F A& L 5 kr/min B & 10
min b & 4 R i /AR i 2 ( platelet poor plasma
PPP), LA PPP ¥ # PRP £ i /N # i+ % % (300 ~

400) x 10° /I, #£ LG-PABER fi/NR B £ % i1 H F
AM R PPPREE, KN E A 190 BL fp
FHERFA ADP 10 BL(K R A& & 10 Bmol/L), i /)
RBEEMERE A 5min. (3) ¥ PHEE. G4
MAE 6 A% 1B INF-a(0 12. 24 hfn 48
h): #REZ#KXD Iml, XA 1 g/LFE4AEZD
AERH 10 9OFE, Xt 30mn T 4C, 15 kr/
min#H 0 10min B3, & A XK KL% ELISA
KA B BATIE, & IE UL R 1k
L5 GHERE

HERKA v Eskm. F—ZLR4A TR A
EHERWRXARMS AR E bk, £HHER
HEHNBR XA T ENT A E. TAHEXA
SPSS 11 O A E, L P< Q 05 HH & it ¥

2 £ R
21 —fRRR

FH SIS K 48 hE, K E B B (P <
Q 05), S AT & A E 22 708 EME (Paova >
Q 05). L5 48 hjE, H4uf T4, /MR A
T E T (P < Q 05). Hb T SZIG AT i 2
FIEFEME (P> Q 05); SEEHT 5 & 4 18] F 405
MAEA MM Z R T EZYE (Paon
> Q 05).
2 1 MMRERARERMNNT

SEES 12,24 bRl 48 hi, 5 & 2 AR T A 2455
I, PAG BT AR (Paova < Q 05). i R 4L AN
3 125me/LE D HEFRA S 12, 24 h Al 48 hif)
PAGHI 0 hAA LR EA T H#E X 12 Smg/LEBS
PR S0mg/LE T AEYEHMZ 5 12, 24 hFl 48
hif) PAGHHZ 0 hBHZIHAK (P< Q 05 38 1)
22 PEER.BHMENE 1IBBHKENE 6 ME
IEAF afikZE

SEEG 12, 24 hA 48 hivf pl & B 2 LT 24571 &=
Hhn, PIERER . OAMA R 1B AAMAEK 6. TNF-
QIBHIRAR (Panova < Q 05)0 XF BB 2048 FH A= 31 R 7K
12hf5 PEBR . QMR AR IBOABRNE 6
TNF-a 5 0 h W T (P < Q 05); 3 125mg/L
BEAHAMZ 24 hs B4 A = 18 B 4if
% 6% 0 hBET & (P<Q 05); 12 5mg/LEZIE
VEHMZS 12 h)5 PEHFRK 0 hHIEEK (P<
05), 24 hjg PEFER. AN %K 6. TNF-a% 0 h
B IRAE (P < Q 05), 48 hfG PR .AMBEAN &
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1IBEAgEAN R 6 TNF-a% 0 h 3 BIEMK (P < Q R AN R 1B AN R 6. TNF-af 0 h#
05); 50mg/LEZ AN 2 hWEEAMAR 6 R (P<0 03K 2).
B0 hWIEIRMK (P<Q 05), 24 h % 48 hjg PiE#*

F L BEKEIE BRI RABRERKE (v &5 n=8)

9 #H 0h 12 h 24 h 48 h
Xt BB 40 62 % *10 4% 60 % 8 63 Mo *4 W 59 ¥ 19
3 125mg/LEDHER 60 8% *5 M 56 Mo 3 4% 58 00 1 Mo 56 1% *7 1%
12 Sme/LEP YA 63 1% *10 M 28 0% X5 0% ° 25 &% *6 % ° 25 &% 6 o
50mg/LE % AEIEA 63 00 10 0% 10 % *4 0% ° 9 G 2 8% ° 9 9% 3 o5
P anova Q97 Q 00 Q 00 Q 00

ay P< 0 03 SHFAZA 0 hllbhe.

< 2 BKEIFBTEMARNE PEER. BMBANE IBAHABENT R 6. MEREETF GE’]ESI"'"( n=8)
& #5 0h 12h 24 h 48 h
PHEFRE (Ug/L)

paicee) 126 1 %10 3 291 8 £54 3* 151. 822 5 140 7 %17 5
3 125mg/LEDIEHEA 123 1£10 8 118 2 %17 1 146 3 %51 9 123 4 %12 2
12 Sme/LEBFEPA 122 613 9 89 1 £11. 1° 77 3 18 8° 52 311 7°
50mg /L& P YL 117 8§ 12 3 95 0%34 8 84 0 *14 0° 30 8 X9 1*
P Anova a 75 Q 00 Q 00 Q 00
B4/ 2 1B (ng/L)

paicei:| 1L 5%13 8 296 4 123 6° 147 8 142 6 122 938 8
3 125mg/LE T AEPEA 107. 939 8 100 6 £19 3 178 4 131 9* 108 512 6
12 Smg/LE % EPE4 109 111 4 98 3127 3 85 5134 6 63 512 0°
50 mg /L& ¥ AEPEA 111 2+12 1 92 0t16 8 59 9 £8 1° 18 73%6 1°
P anova Q 95 Q 00 Q 00 Q 00
H4HIN 3= 6(ng/L)

puyicei:| 104 748 3 210 8 +20 3* 119 3127 8 104 3125 0
3 125mg/LE T AEPEA 101 4 %11, 3 97 1%14 4 155 5127 3¢ 91. 319 4
12 5meg/LEDIEPEH 103 113 9 102 0325 0 70 5 17 4 63 418 3*
50 mg/LE S AL 105 3 %9 2 74 8 £11. 9° 66 7 *12 8° 22 9 8 0°
P anova Q 94 Q 00 Q 00 Q 00
TNF-a( ng/L)
paicee) 22%37 45 9 X7 6* 25 839 3 18 516 2
3 125mg /LB B A 21012 8 19 0+3 0 20 66 6 19 412 9
12 5mg/LE D AEHEA 204%3 3 16 95 4 11 0 %3 2¢ 10 3 12 6*
50mg/L& P AEPEH 20 8+4 0 14 8+4 4 11. 9 %4 3¢ 6 0%3 g
P Anova 0 86 Q 00 a o1 Q 00
aN P< 003 SHFMAZA 0 ALK,

3 1% STORE i3 ' % B HEFE I FI N 10 Vg /kg FHikiE

WG Q 15 Bg/(kg* mn)FIKFEE. PRIM-PLUS

PR A RN B | RANY TRLY R = .
B F RIS /N1 ARBR SR /M R B e SRR O 4 Mg/ kge m in) BB IE

H ®b/ @a 3 14 15 H1 51 , RE-
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30minfg Q 1 Bg/(kge min) B8 ke, 678
WRFLE 24~ 48 hh AWHFASHE BT IEPAEMNEE
A NIEIT R G IR A AR 10 Lg/kg Bl R
HeFE50E Q 15 Ug/( kg min), Sk H 454
FIEAMAR) 365, ALEF 50 mg/L & Z EPEH
Py 50 Hg 4ERF AN Q 472 BUg/(kg® min)
(IR RARE L) 3 k), 700 2% A T 15 2 2 AR H0 i) if
INBRERER N, AR A A BT A, H 32 R sE
36 SR LK H M B A0 T2, 26 BH Fa ik 9 S 36 AL B
B D HAEPE LR 4 SLI0 R HR A AN B FH &9k FE
TAEPEH RAE 48 hSLIG L5 NG, M EF IR a 2
kg JE R A S50 b S 30 2 R, 3 6 OKIEUD Bk
HEH. NEAAGHEH R A E LRI R ZESR,
KRBT IERAYA 5 T F B R RiAE A . 5
5% 48 hivf V40 G i AR FERE i, &4 2 1A EL A
W) JC B 5 25 S, P A B I /DN AR D388 o e e ik
T 8 B LU A5 IR, 5 #R Ik AR B 25 Fh 2 Ik
BETx.

M/MREFEE A ©Ob/ @aZ kR TEEERR
R, FEIDERN F O/ RE SR, MR
KT N B2 IS, 2 Wb 2 B R 7 Rt ot PR, ik
SO A HEFE R0 A A AR T S A I/ BRGE
SR AR A EE 18 BT N R 4 Ao W A B R
6 R T4/ 25 S3G N, PA B 4 At 5 THD 4 A 1A 35 B
TR aVB3BAREFE FIF . AW 12 S5mg/
LEBEZHEPAHM 50 mg/LE T IEPHHZ 48 his P
EER.OYRANERE 1B B4R N R 6 TNF-a A
2 I S A /AR R B A I SR 24, 3R T K
F & B HEHE 78 2 ) 0 /N AR TR AR I, ) T afiL /N AR
AR & — PR, BAE & G i 2h ks 44 B
Ab T KT B L S R TR 3R 18, L 4H
I3 6. TNF-a [EAK, BRI 1 w5 g I 2 ik A 4k, 1 2
fEo H 3 125mg/LEZIEPEAMNH 48 h/a /MR
REMGIAPE, BEEUES PEERRM AR
A& 1B AN R 6 TNF-a 25 55 K T K8 D
B D R i ] i AR B B ©b/ @asZ R M
T PR T PAG, FLAMH 28 0 B 7 i 4 FH 5 # 1
PAG /&35 A0 — B, I /INBR V5 4K A2 30 JkRE A6 T B
RIERH G, B B AEPELE 78 4 40 ) af /N AR S 46 1 TR
B, P T 9RE R o

I/ 25 1 @b/ @a AR ISP A 1A
B F0HA 16 9T R, SR B H AT I A 58 4 B

Chew 25 W45, 5600595 N 11 AR I /INAR S 2 15
b / @a 32 A J0 77 b A A o AR 6 g 2 SR B, BT
RIE 300 . Danzi® ! BB 7T B I /N AR IERE R
1 @b/ @S2 735 P17 I 25 3 B ik B 3 K B, AT g
O IR RE 8 1 ©b/ @a24k; 5 EiRIRE

I 24 R B KR i B A [, AR A 9 % & 0 ik
T R K S, I 2 R R R E; 3 125 mg /L
BRI TE 48 h NI AR HIL PAG R &,

R BN R B D AT EE MR H ©b/
@aSZAA, FoAD % B B AR TR AR R H 30 /N AR 3B
TR . B B AEBE /NI R B A 6 BEL T /)N i R 2
F @b/ @a%Z 4k, WICEE ML/MRERE R A ©b/ @a
SRR, BB B AR B I N AE I /N AR RE B
b/ @B FIMIENE. & Bk, P RKHE
(1) 85 20 | E B & Ik g 2 B, 0 ) /IS A R IE, a)
TRENFAMENE 6 AN R 1B K TNF-a
R, DD T IR 9 0 DR, 4k gkl T 4 0t
I KU LR B 51820 o
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