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Study of molecular mechanisms on platelet apoptosis induced by antimycin A
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Abstract
cin A ( AMA) . Methods

AMA and then depolarization of mitochondrial membrane potential ( AWm)

Objective To investigate the effects and molecular mechanism of platelet apoptosis induced by Antimy-

Washed healthy volunteers platelets were pre-incubated with different concentration

phosphatidylserine ( PS) externaliza—

tion assay the surface expression of P-selectin the activation of integrin alIB3 and the production of intracellular



Acta Universitatis Medicinalis Anhui 2015 Nov; 50( 11) * 1593 -

RunX2

RunX2 RunX2 RunX2
PCR o RunX2
( RT—PCR) ~ ~ RUI’IXZ RunXZ
pcDNA3. 1 ; “PCR. MCF
; RunX2 MCF4
RunX2
Western blot RunX2 MTT
RunX2 MCF3 RunX2 1
: RunX2 MCF4
RunX2 1.1 MCF< .MB=231
. o : DMEM. 10%
RunX2; ( FBS) .1% ( _ )
R 349.5 37 °C.\5% CO, .
A 1000 - 1492(2015) 11 —1593 - 04
( ) 1.2 NCBI Reference Se-—
RunX2 quence . RunX2 Invitrogen
L RunX2 PCR "DNA DNA
Marker TaKaRa DMEM. JFBS
) Gibco Western blot
RunX2 RunX2 Abcam PVDF
( ) Millipore - PCR BIO - RAD o
1.3 PCR MB-231
2015 —07 —31 RNA RT-PCR RunX2 o
( :81302319) : 3°-CCG CTC GAG ATG GCA TCA AAC AGC
230032 CTC-5; 3°-TCC CCG CGG ATA TGG TCG CCA
AAC AGA-5( ) » PCR
E - mail: syw:
e 125 pl 98 C 10 s 55C 5
@ ahmu. edu. cn;
E - mail: s 72 C10 s 35 - PCR
349711832@ qq. com 1% 1 kb o

reactive oxygen species ( ROS)  mitochondrial ROS were detected by flow cytometry. The activation of Caspase-3
was analyzed by Western blot. In inhibition experiment washed platelets were pre-incubated mitochondrial ROS
targeted antagonists Mito-TEMPO and then stimulated with different concentration AMA. The apoptosis associated
indicators were detected by flow cytometry. Results AMA dose-dependently induces depolarization of A¥m PS
exposure Caspase-3 activation and the production of intracellular ROS and mitochondrial ROS but AMA does not
induce platelet activation. Mito-TEMPO effectively reduces the depolarization of A¥m PS exposure and the pro-
duction of mitochondrial ROS which induced by the AMA. Conclusion AMA can induce platelet apoptosis and
mitochondria ROS may play an important role in the platelets apoptosis induced by the AMA.
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