RECOMMENDATIONS
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1- Human leukocyte antigen- G should be done on a wider scale of AML patients

to confirm its relation to unfavourable risk patients.

2- Further studies should be performed to assess HLA-G role in context with

other genetic and epigenetic factors that affect the prognosis of AML patients.
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SUMMARY

Acute myeloid leukemia (AML) is a clonal stem cell malignancy in which
immature hematopoietic cells proliferate and accumulate in bone marrow,
peripheral blood, and other tissues. This process results in inhibition of normal
hematopoiesis, and the clinical features of bone marrow failure. AML accounts for

90%of all acute leukemias in adults.

Human leukocyte antigen G (HLA-G) is a non-classic major
histocompatibility complex class | gene encoding for a protein showing restrictive
distribution and lower polymorphism. Membrane-bound HLA-G isoforms are
expressed by extravillous cytotrophoblast cells, fetal capillary endothelial cells,
endovascular cells, and thymic epithelium cells. They can also be detected in tumoral
pathologies such as melanomas, breast, renal, and lung carcinomas gliomas, and

cutaneous lymphomas.

HLA-G has been suggested to provide tumor cells with an effective pathway
to escape from anti-tumor immune responses and to be involved in promoting
beneficial tolerance in several settings, such as autoimmunity and organ
transplantation, and in contributing to detrimental tolerance in viral infections and
cancer. Few studies had been performed on HLA-G expression in different types of
leukemia patients; however, data are limited and conclusions remain controversial. In
addition, this molecule might be a promising target for future immune therapeutic
approaches based on its immune tolerant functions and its highly specific expression

for malignant transformation.

The present study aimed at determining the role of soluble HLA-G in AML
patients and to study its prognostic significance. The study was performed on 30
patients and 15 healthy controls of matched age and sex. The mean value of age in
group A was 48.5 £ 16.98 years, in group B was 50.1 + 17.5 years and in group C was
49.8 + 19.5 years. Males in group A were 7 (46.67%), in group B were 6 (40%) and in
group C were 8(53.33%). Females in group A were 8(53.33%), in group B were
9(60%) and in group C were 7 (46.67%). M4 was the commonest subtype in both
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groups (6 cases, 40%). The mean value of SHLA-G levels in group A was 329.8 +
57.54 ng/L, in group B was 451.15 + 163.99 ng/L and in group C was 551.63 +
109.08 ng/L. There was statistically significant difference in SHLA-G levels between
the three studied groups (P<0.05), being significantly higher in relapsed than new
AML cases. The cutoff value of SHLA-G was 368.84, this value showed sensitivity of
100.0% and specificity of 62.0%. There was no statistically significant difference
between sHLA-G as regards age, gender and WBCs (P >0.05) while there was
statistically significant difference between, sHLA-G and bone marrow blasts
percentage (P<0.05). There was statistically insignificant difference between sHLA-G
and different FAB subtypes with the highest mean values was observed in M6
(605.3£116.5) while the lowest mean value was observed in M2 (365.2+98.9). (P
=0.685). There was statistically insignificant difference between sHLA-G and
response to therapy (P = 0.158).
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