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ABSTRACT: Ectodomain shedding of glycoprotein Ibat(GPlba), the von Willebrand Factor (vWF) — binding site of the
platelet adhesion receptor GPIb—IX-V complex, in a disintegrin and metalloproteinase 17 (ADAM17)/Tumor necrosis factor—
converting enzyme (TACE) — dependent mechanism is of great importance in the regulation of platelet function. Our previous
study revealed that paeoniflorin (PF), hydroxyl-safflower yellow A (HSYA) and some of astragalasides (AS-III), major active
ingredients contained in traditional Chinese medicines (TCM) Chi shao, Honghua and Huangqi, respectively, were capable of
activating ADAM17 in vascular endothelial cells and thus by inducing the shedding of some cell surface proteins (such as
TNFR1 and EGFR ligand) involved in the regulation of inflammation, immunity and cell survival. Through reviewing the

function of platelet membrane receptor GPlba, the shedding effect of ADAM17 on GPIba and the mechanisms of ADAM17
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activation by various endogenous substances and exogenous drugs, we presume that platelet ADAM17 could be an important

player in the blood circulation—promoting and blood stasis—removing effect of TCM, thus by shedding a new light on the

anti—platelet and anti—thrombosis activities of TCM.

KEY WORDS: GPlba; ADAMI17;platelet function;blood circulation—promoting and blood stasis—removing
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Y5+ N pro-TNF-o, 1E G BB U7 8 TNF-a, 1
MFRHM TNF-a 5546 (tumor necrosis factor-a con—
verting enzyme, TACE ), HHif 2 il ADAM17 Jie) i ik
80 it , A 5 Z P Al M PR - AR A R T L 32 AR B B
T4 AR R T ARAE AR o o A v & 4 o 22
FEFHI2, ADAM17 BB TNF—o T35 & S35 KU, I



%54

EVFF555  ADAM17 St 1L/ GPIbae 32 44 B9 10 B4R FH——30% 1L Ak 958 v 25 il — A FH AT 4507

iSRG ERKETZK (epidermal growth factor
receptor, EGFR) FAC M 7% 176 EGFR 155 4iF¢
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2 ILJR LW AVE P P 05, o 55 100U 72 A S LR
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