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Abstract

hemoglobin and cytochrome ¢ were separated

Beijing
Two types of protein mixture of

successfully with continuous flow electrophore
sis. The result that separated samples were
inspect using UV and PAGE relates to many
parameters such as gap of separation chamber,
flowing velocity of sample, flowing volocity of
buffer, pH, conductance and power.

Key words separation chamber, cytochrome c,

hemoglobin, buffer
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TAEAE, A RIS A ES C (protein kinase C,
PKC) SiGAEA0 M A A7 Ca™ BRBUHEK, A
TP N . ZEf /MR 20 kul 40 ku 25
(1% & PKC f W) 5 (0 5 AN JE 9017, 40 ku
(47 ku) B FK pleckstring; 20 ku 4 B Ca™/
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#: xts, n=3.

F, M/ REEESE (B 1), E7E1 mmol/L
EGTA ', #IARAEE; X A23187 EL
15 pmol/LiY, LA HHEHB A K+, M
AR URERE, HEEFE TR 50% ~
60% (45RHs).
2.2 A23187 HFSI/MEBEMEQRBERL
A187 ES IR EERERN 1~
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(AA) B . 2 EPS (endoperoxides), TXA2
(thromboxane A2) “Ejl . ADP Ft® . A
B0TE Aspirin PHWTEA: UG ER 1K), Apyrase 2
BRo-uAf ADP R REAT (SEEH A0 Bmol/ L
ADP HiL/NRAT IR A TR AL, 2 Himg) . Kk, &
10k A23187 Al PMA 43 5 T 4l 9 Ca™
S PKC M5 | 40 2k .

20 M PN A 3 N 1) R R A
BHEN; TORAMMLES (N M) S R
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Effects of A23187 on Platelet Aggregation and
Protein Phosphorylation. CHEN
JIANG Lirming, QIN Yarr mei,

( Department of Biochemistry,
Medical College, Zhanjing 524023, China).
Abstract To study further the role of Ca®* and

protein kinase C in platelet aggregation, suspen-

Rtvan,
LIANG Niarrci
Guangdong

Prog. Biochem. Biophys. 1998; 25 (4)

sions of aspirimtreated, > P-prelabled, washed
pig platelets containing ADP scavenger in the
buffer were stimulated by Ca®*
A23187 and PMA, a stimulator of protein
kinase C. The results indicated that: (1) 1~

ionophore

20 Hmol/ L. A23187 induced platelet aggrega-
tion, as well as the phosphorylation of 40 ku
and 20 ku proteins. There were dose respone
and time respone effects of the protein phospho-
rylation in A23187 induced platelet activation.
(2) A23187 and PMA were synergistic in
platelet aggregation and protein phosphory-
lation. ( 3) Stauroporine, a protein kinase C
inhibitor, in concentration of 1 Fmol/L, largely
suppressed platelet aggregation and completely
suppressed phosphorylation of 40 ku and 20 ku
proteins induced by 20 Bmol/L. A23187. The
results imply that Ca®* mobilization alone could
activate protein kinase C in platelet, and Ca®* -
induced platelet aggregation is largely dependent
on activation of protein kinase C.

Key words A23187, PMA, platelet aggrega-

tion, protein kinase C
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