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[Abstract] Objective
leukemia (AMKL), and then review the relative of AMKL. Methods Retrospectively study the clinical data of 14 AMKL patients

To analyze the clinical features, diagnosis and treatment and prognosis of acute megakaryocytic

admitted to Fujian Medical University Union Hospital and the First Affiliated Hospital of Gannan Medical University from January
2016 to May 2021, analyze and discuss the clinical features, diagnosis and differential diagnosis, treatment and prognosis of AMKL
patients, and search domestic or foreign literature for the literature review at the same time. Results A total of 14 AMKL patients
were included in present study, including 6 children [4 males and 2 females, with a median age of 2 years (13 months to 6 years)];
8 adult patients [S males and 3 females, with a median age of 57 (19-78) years]. The clinical manifestations of the patients were
mainly non-specific symptoms of blood diseases. All patients underwent bone marrow biopsy, and a large number of primitive
megakaryocytes were seen under the microscope. Except for 2 patients with incomplete flow immunophenotyping, cytogenetics
and molecular biology tests, all the remaining 12 patients had megakaryocyte antigens (CD41, CD61, CD42b) expression,
accompanied by genetic or molecular biology abnormalities. Except for 1 patient who survived after bone marrow transplantation
and 1 patient who was lost to follow-up, the remaining 12 patients died, the median survival time was 5.5 (0-21) months. A total of
249 cases of AMKL patients in mainland of China (excluding Hong Kong, Macao and Taiwan) were reported from 2002 to 2022,
of which 16 cases were transformed by other hematological tumor diseases: 6 cases were transformed by chronic myeloid leukemia
(CML), 4 cases were transformed by myelodysplastic syndrome (MDS), 3 cases were transformed by myelofibrosis (MF), 2 cases
were transformed by primary immune thrombocytopenia (ITP), and 1 was transformed by acute lymphoblastic leukemia (ALL).
Among the 249 AMKL patients, 24 survived and 225 died. Most of the causes of death were disease progression, recurrence after
chemotherapy or transplantation, severe infection, and fatal hemorrhage. Conclusions AMKL is rare and has an extremely poor
prognosis with lack of specificity in clinical manifestations. It is helpful for diagnosis and differential diagnosis of AMKL by the
results of bone marrow routine and pathology, flow cytometry, cytogenetics, molecular biology and electron microscopy. Clinical
trials should be the first choice for the treatment of AMKL, correspondingly, close monitoring of measurable residual disease (MRD),
and the remission induction chemotherapy combined with epigenetic drugs and targeted therapy may benefit patients. In addition,
AMKL patients should undergo hematopoietic stem cell transplant as soon as possible after the first complete remission induced by
standard chemotherapy, which will maximize the prognosis of patients.

[Key words] acute megakaryocyte leukemia; megakaryocyte primordial cells; differential diagnosis; clinical features;

prognosis
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Fig.1 Microscopic image of bone marrow cytochemical staining of AMKL patients ( X 400)
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Tab.2 Flow cytometric immunophenotyping of 14 AMKL patients

s IR RR

1 CD4. CD36., CD38., CD41. HLA-DR., CD42b. CD61, CD71

2 CD33. CD34, CD36., CD419(dim). CDS6, CD61, CD117

3 CD34. CD117. CD36. CD41., CD61. CD42b. CDS6

4 CD4, CD7. CDI13, CD36, CD38, CD33, HLA-DR, CD42b, CDé61, CD71
5 A

6 CDS6., CD34, CD36, CD117, CD33, CD41, HLA-DR, CD13, MPO

7 CD34, CD38, CD36, CD41, CD42b, CD13, CD33, CDI117

8 CD34, HLA-DR, CD36. CD38, CD15, CD41, CD61, CD64, CD117, MPO
9 CD13, CD33., CD34, CD36., CD38, HLA-DR, CD4la, CD61, CD117

10 CD117, CD33. CD34. HLA-DR, CD13, CD38, CD41, CD71

11 CD4. CD7, CD13, CD41. CD64, CD42b, CDé61, CDI117

12 CD4, CD13, CD14, CD33. CD36. CD41, HLA-DR, CD64, MPO., CD71
13 ARAS

14 CD4, CD7. CD13. CD14, CD33. CD36. HLA-DR, CDé61. MPO

CD. F#MfL /- fbPi i ; HLA-DR. AR 44 ; MPO. fliid A bl ; CD34. HLA-DRF I IMAHAIM4TE, CD13. CD14.,
CD15, CD33. MPO. CD117 M#& i), CD41. CD42b, CD61 MEMRILE, CD7. CD4. CD36ATHMIPLIHE (AMKLA] 534 %

iK), CD38HMHANMIPLI, CDS6HNKANHIPL T

(33.3%, FI1BIEEEBMEIEEKR), 2T FCR 14
N RIGVET-SH1(55.6%), Ax14(11.1%) 5 BEFHE
Ja B9 AN, RERARRERSE K.

2 XHRERS5ES

KR I E PubMed . H FEHI S HE 1, R
A SOCHER “ArEE MM E s 2k
ZHIMAEM7” FIPESCEET “acute megakaryocytic
leukemia” “Acute Myeloid Leukemia M7 TR
Ko 2002—20224F, [ESFAMKLIRE253%, I

(AR IR A LX) AMKLARGE 975 . [ (AN d%
WEIR £5 H X)) AAS sl R 4GE o F, HEBR SR
. ARSI SCAE AR IE A R R LA K2 L T
Je BE VR i 2 AR S0, RUR BB 24901, Xtk
ASCHR I PRGERMERAE . SHBIRG A | 12IR 4 i
Je BEVT S AT T

2.1 IGERGERBHFAE  249FIAMKLEEH 1, Y153
51(61.4%), 296M(38.6%), 4EH0~74%, JLIEH
FHZIWT0~3% . AMKLEE | RIER N Z J11864)
(74.7%) . KH16110](64.7%) . Kz Bk E AR 1l 155451



RO 403

20224F10H28H 474 R0l

R3  14BIAMKLERF B O AR T Ko 1A ) K
Tab.3 Analysis of karyotype and molecular biology assay of 14 AMKL patients
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