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Fig. 1 Flow cytometric analysis of actin polymerization in fMLF* stimulated HI- 60 cells
(a) Flow eytometric histograms in the HL- 60 cells stimulated with 0. I Bmol/ L f{MLP for 0 s (/) and 30 s (2). (b) Time course

of actin polymerization data was expressed as relative fluorescence intensity.
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Fig. 2 Effect of drug treatment on the actin polymerization cells were stimulated with 0. 1imol/ L fMLP for 30 s with

(1) or without (2) drug treatment

Drug-treatment was carried out in prior to the stimulation as described in the text. Drug utilized in the experiments were as follow: (a)

0. 1 Bmol/ . Wortmannin, (b) 50 Bmol/ L. SB203580, (¢) 50 Bmol/ L. PD0O98059. A representative experiment of 4 performances is shown.
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Fig. 3  Time course of the effects of Wortmannin on the
activation of p38 (a) and ERK (b) kinases by fMLP
Intensities of these kinases bands in autograph were measured by
densitometric scanning, then the intensity ratio of kinase to actin was

caculated. Each |mi||1 in the time course represents the mean £ s of three

separated experiments with standard error bars . 0O 0 : control ;

O ——0: Wortmanin.
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Abstract

neutrophil. To clear the mechanism of the chemotaxis,

The chemotactic peptide fMLP was known to induce adhesion, migration and phagocytosis of
the effects of PI3K, p38 and ERK on actin
polymerization were studied with the inhibitors of these kinases in neutrophillike, differentiated HL-60 cells
stimulated with fMLP. 0.1 Emol/L Wortmannin ( PI3-kinase inhibitor) inhibited the f{MLP-induced
polymerization of actin. 50 Fmol/ L SB203580 ( p38 inhibitor) and 50 Emol/ L PD98059 ( ERK inhibitor) did
not inhibited it, though p38 and ERK were regulated by PI3K. T hese results suggest the signaling pathway of
actin polymerization mediated by P13 K was different from that of p38 and ERK activation mediated by PI3-K.
Key words HIL-60 cell, PI3K, actin polymerization, fMLP
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