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ABSTRACT Objective: To observe the effect of arsenic trioxide (ATO) on number, tissue factor (TF) expression and procoagulant
activity of microparticles released by acute promyelocytic leukemia (APL) cells, and to identify how much TF plays a role in
procoagulant activity of these microparticles. Methods: APL cells were isolated from bone marrow of 3 newly diagnosed APL patients.
Bone marrow mononuclear cells were collected from 3 patients with iron deficiency anemia and used as control. APL cells were cultured
with medium containing different concentration of ATO for 24 h, 48h or 72h. Microparticles were extracted from the cell culture
medium. The number and TF expression of microparticles were measured by flow cytometry. The procoagulant activities of
microparticles released by different groups of cells were detected by coagulation assays. How much TF plays a role in the procoagulant
activity of APL cells-derived microparticles (APL-MPs) was evaluated by coagulation inhibition assays in which anti-TF antibody was
used to suppress TF procoagulant activity. Results: 1.0 uM and 2.0 uM ATO had a promoting effect on the release of microparticles by
APL cells. Compared with bone marrow mononuclear cells-derived microparticles, the bone marrow APL-MPs showed a higher TF
expression and procoagulant activity. 0.5 pM and 1.0 uM ATO had an inhibitory effect on TF expression and procoagulant activity of
APL-MPs in a time-dependent manner. After preincubation with anti-TF antibody, in most groups, the APL-MPs indicated a significantly
decreased procoagulant activity (prolonged clotting time). Conclusion: Both the TF expression and procoagulant activity of APL-MP
were obviously increased, and TF played an important role in the procoagulant activity of these microparticles. ATO could promote the
release of microparticles by APL cells. Low concentration of ATO could effectively reduce the TF expression and procoagulant activity
of APL-MP.
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Fig. 2 APL cells were treated with different concentration of ATO for indicated periods and the TF expression of APL cells-derived microparticles were
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measured by flow cytometry (n=3)
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Fig. 3 APL cells were treated with different concentration of ATO for

indicated periods and the procoagulant activities of APL cells-derived
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Fig. 4 APL cells were treated with different concentration of ATO for

indicated periods and how much TF plays a role in the procoagulant

activities of APL cells-derived microparticles were evaluated by

coagulation inhibition assays in which anti-TF antibody was used to
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