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[Abstract] Objective To analyze the ultra microstructures and the expression of platelet
peroxidase (PPO) of megakaryocytes from bone marrow, their clinical manifestations and laboratory
characteristics in patients with acute megakaryoblastic leukemia (AMKL). Methods Karyocytes from
bone marrow of 22 AMKL patients were divided into two parts by lymphocyte separation liquid, one part
was used to prepare the ordinary transmission electron microscope specimens to observe the morphological
structures of megakaryocytes, the other was used to prepare the histochemical specimens of platelet
peroxidase to analyze the positive reaction of PPO in AMKL, which were coupled with the patients’ data
of with bone marrow morphology, cell chemistry, and chromosome karyotype examination. Results
Megakaryocytes from 17 of 22 patients were in the first stage, less than 20 um in diameter, the nucleis were
round, the cytoplasm contained microtubules, membranous vesicles and minute dense granules, no
demarcation membrane system and surface- connected canalicular system, less dense granules and
a- granules; Megakaryocytes in 5 cases were mainly in the first stage, while containing second and third
stage megakaryocytes; the positive rate of PPO in megakaryocytes of 22 patients was 0-80%. The primitive
and naive megakaryocytes were found in bone marrow smears of 22 cases, CD41l staining of the
megakaryocytes was detected in the primitive and naive megakaryocytes, and more complex chromosome
karyotype anomalies were observed. Conclusion The majority of megakaryocytes in AMKL patients
were the first stage ones, the rest were second and third stage ones, and the positive PPO reaction was
significantly different. CD41 staining of the megakaryocytes was specific with complex chromosome
karyotypeswere.
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1 28 + 15~18 1:1.2~14 ++ - + + -
2 15 + 12~15 1:1.2~1.3 + + + + +
3 10 ++ 15~25 1:1.3~25 +++ ++ ++ + -
4 10 ++ 15~20 1:1.2~15 ++ + + - -
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9 40 + 15~17 1:1.2~14 + + + + -
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