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A Concomitant Hemato-Oncologic Disorder of Patient with Down Syndrome

Kyeong Bae Park, Dong-Hwan Lee

Department of Pediatrics, Soonchunhyang University College of Medicine, Cheonan, Korea

A patient with Down syndrome has hematologic and oncologic disorders of medical complication. Down syndrome shows that
characteristic hematologic and oncologic abnormalities and developments of disorders are different at ages. Many hematologic
disorders were related to Down syndrome. There are diseases of red blood cells, white blood cell disorders, platelet and bleeding
disorders, aplastic anemia, and transient myeloproliferative disease. Acute myeloid leukemia, acute lymphoblastic leukemia, and
rarely solid tumors (Neuroblastoma, Wilm's tumor, Hodgkin’s lymphoma) are also associated with Down syndrome. We checked
clinical manifestations of each disorder and we should make standard hematologic index of different age groups. In addition, the
relations between chromosome 21 and hemato-oncologic disorders should be found. We need to investigate potential therapeutic
interventions that can improve quality of life and life expectancy in patients with Down syndrome.
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Table 1. Characteristics of hemato-oncologic disorders related to DS

Hemato-oncologic disease Prevalence

Transient abnormality in newborn -
Neutrophilia 80%

Thrombocytopenia 66%
Polycythemia 33%

Transient macrocythemia and thrombocytosis
Reduced T lymphocyte and B lymphocyte

Usually
60%—-80%

T™D 3%-10%

MLDS Compared to non-DS children, less

than 5 years old showed 150 times

more high-risk in ML in DS

AML M7 risk showed 500 times more
TMD was pre-existing disease of 20%

in DS children

ALL ALL in non-DS children showed 10-20

time more risk

Onset age Treatment and prognosis
Atbirth Natural recovery in 1 weeks
Infant Natural recovery in few months
Childhood More susceptible to infection

T lymphocyte count gradually become
normal range
B lymphacyte count continuously lower
limit
Infant: middle age 7 days (1-65days) ~ Complete remission in 3 months: 60%
Low dose cytarabine treatment: 20%
Early death: 15%—20%
Good prognosis due to selective che-
motherapy in DS (80% long-term
survival)

Less than 5 years old

1-10 years old (similar age groups in
non-DS ALL)

Prognosis is not better than non-DS
ALL (intensive care unit care: 80%
long-term survival)

DS, Down syndrome; TIVID, transient myeloproliferative disorder; AML, acute myelocytic leukemia; MLDS, myeloid leukemia with Down syndrome; ALL, acute lymphoblastic

leukemia.
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