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Na,HPO,, 0.2 mmol/L EGTA, 0. 1% %j %j ¥¥, pH
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NaCl, 12 mmol/L. NaHCO;, 2.9 mmol/L KCI, 0. 34
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MgCl, ,5 mmol /L Hepes,5 mmol /L %5Z 4%, pH 7. 4)
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PETN AR R K B A ] e B2 B B 1l 7, 2B AT 3
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H 10 min _FHLe i/ MRS S35 20 1
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RGBT B IE N S wmol /L, SR 5 FF R A i

37 C 44 FREEMEE 30 min, 3 000 r/min B0 2
min J5 W F bW, TOTE R U W 0E T O, 1
Hepes-Tyrode Ji H& , I8 17 Ifi/IMIGTH4CR 2 x 10%/
ml EEAE S BCE TR 37 C AT 10 min, £
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I 22 Wi 7 S 3800 /N ARCE R h A CaCl, ¥ W
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IR ATINA AR BEER 7K B0 AN R JE A 3R 16,
37 CHOGIFF 10 min, L PAKBE Hy 490 nm, &
SR 526 nm, EHLAS I, f5 5 I AEE il 75
IR %R A 25 i /N AR M R [Ca® ],
[Ca®* Ji=Kd + [(F - Fmax) /( Fmin - F) ], M
Kd iy fift 255 BUE, 24 400 nmol /L; F 4 4% 5 4] 1A il
FFI SR FE(E , Fmax S AITA Triton X-400( 283k i
M 1%) WA HEEHR BE(E; Fmin A EDTA( £
WRIE R 5 mmol /L) I PUA5 (4 %€ S8 1
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FERE  EHA], B il 5 5 B C ( phospholipase C, PLC)
FE PR C ( protein kinase C, PKC) 2224 R 15 k&
F1 1% i} ( mitogen-activated protein kinases, MAPKs) &
P LA BB R A 2 11 A8 — BO R B, I A
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5, M8 R 4 RBUGR AR, TR 1 A A
o
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ANOVA) #4773, SEIBAR S R » £5 R, P <
0.05 A ERAGIFE Lo
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Xt R Hb 3K * 7 P <0.01
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J1o BEHRFEH],50.100 wmol /L Y FEA —FH v] LA .
ZREAR CD62p (1 Fik( F =58.74,P <0.01) , %6
54 (B W 5 R AR, Pselectin( CD62p) K35 B i 57 |
FEAR Z WA, WL 4

2.4 FHEARZERAIIBEER L PLC.PKC KX
PLCB /& G B Z Ak ¢ HIEENM T lFEH,
HATAT /MR A Ca®* W 1. PKC 1E 4
PLC Y & U7 25 B, fe % 8 5 1L /> iy P-selectin
( CD62p) Fy 2 1 F L P UKL ) 1 BE Tl . G &1 5
7,50.100 pmol /L FEA Wi T PLCR MBEERfk
FAIR( F =23.67,P <0.01) . PKCO [RER {33528
{5 PLCR #{B1,50 pmol/L( F =6.32,P <0.05) Fl

100 pmol /L( F =6.32,P <0.01) FE AR —FHFEAL T
PKCO MBERR LT = -

2.5 FHAZTERXBEER{L MAPKs RiAMFN A
SHRERGT T FA X T MAPKs 3 A~ 2 [ W7 AY:
ERK1/2.p38 MAPK F1 JNKI /2 By 2 1k 22 35 (4 5%
Mo Gl 6 iR , MAPKs 3 />8I Y iR 6 32 3]
FEAR R H], 50,100 pwmol /L 34 A &g 3 1) bl i
LG 76 Fl 9 ERK1/2 ® 2 fk ( F = 253.25, P <
0.01) , sl LAkl p38 MAPK f4 # f2 fk, 1M 100
pmol /L A — %t INKI /2 By 400 11 A/ JF AH % %5 59
(F=83.20,P<0.01) .
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76 1 mmol /L Ca®* ISf, g Ca™" Wk J¥ &5 T-MaAbA &5
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Inhibition by curdione of thrombin-induced
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Abstract Objective To clarify the mechanism of curdione-attenuated platelet activation through exploring the
effects of curdione on thrombin — induced rat platelet activation and aggregation. Methods Platelet aggregation was
measured with the electrical impedance method then the inhibition rate of curdione was calculated. Inhibitory effect
of curdione on intracellular calcium concentration in platelets was detected by fluorescence spectrophotometry. The
expression of P—selectin( CD62p) was measured by flow cytometry. The phosphorylation of PLC, PKC and MAPK
proteins were detected by Western blot. Results The results showed that 0. 3 U/ml thrombin-induced rat platelet
aggregation was inhibited by 400 pwmol/L curdione effectively. The markers of platelet activation included the up -
regulation of intracellular calcium mobilization [Ca’* ]i and the expression of Pselectin( CD62p) were decreased
by 50 pwmol/L or 100 pwmol/L curdione significantly. Meanwhile, Western blot results demonstrated that the phos—
phorylation of the PLCB3, PKCO and MAPKs was also inhibited by curdione. Conclusion Curdione may inhibit
thrombin-induced rat platelet activation and aggregation by inhibiting the PLC-PKC-MAPKs pathway, at least in
part.
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