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Acute myeloid leukaemia

s Acute myeloid leukaemia with recurrent
genetic abnormalities

m Acute myeloid leukaemia with multilineage
dysplasia

m Acute myeloid leukaemia and myelodysplastic
syndrome, therapy-related

n Acute myeloid leukaemia not otherwise
categorized



Acute myeloid leukaemia




Acute myeloid leukaemia
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Acute myeloid leukaemia

m The blast % 1s lowered from 30% (FAB) to
20% (WHO)

s Median age of onset = 601yrs
m [ncidence 4 —10/ 100,000
n Etiology



Myeloblasts versus lymphoblasts

CYTOLOGIC FEATURES OF BLASTS IN ACUTE MYELOID
AND ACUTE LYMPHOBLASTIC LEUKEMIAS

Acute Myeloid
Leukemia

Acute Lymphoblastic
Leukemia

Blast size
Cyloplusm

Auvr ruds

Nuclear chromatin
Nucleoli

Other cell types

Medium to large, usuully uniform

Fino grunules may be present

Present in G0 Lo 70 porcent uf cuses
Usually finely dispersed
2 to 4, often prominent

Often dysplastic changes in muturing
myeloid cells

Variable, small to medium size

Usually seant, conrse gronulos
sometimes preseng

Not present

Fine Lo coarso
1 Lo i, olton Indistinet

Myuloid cells not dysplustic




Acute myeloid leukaemia




Acute lymphoblastic leukaemia




Acute myeloid leukaemia:
cytochemistry

Myeloperoxidase
Sudan Black B

Non-specific esterase
oi-naphthyl butyrate
a-naphthyl acetate
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