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Abstract:

Hereditary bleeding disorder is a rare genetic disease that affects the blood’s ability to clot, causing pro-
longed and excessive bleeding after injury, and it may also cause spontaneous bleeding without any trauma.
This disease is attributed to a deficiency or absence of one of the clotting factors, which are proteins essential
for the blood clotting process that naturally occurs in the body. Hereditary bleeding disorder is a rare X-linked
genetic disease associated with the loss or defect of a clotting factor.This study aimed to evaluate the gene
expression of IL-2 in patients with hereditary bleeding disorder type A using Real-Time PCR technology. It
also aimed to measure the concentration level of the cytokine IL-4 in the serum of patients with hereditary
bleeding disorder type A and compare it with healthy control samples.The tests were conducted on patients
with hereditary bleeding disorder type A from the Hemophilia Protection Hospital, Hemophilia Center, Medi-
cal City in Baghdad. A total of 50 patients aged between (10-50) years participated, along with 30 healthy in-
dividuals aged between (15-25) years as the control group.The study revealed that the levels of IL-4, detected
through immunoassay, were significantly higher in patients with hereditary bleeding disorder type A (483.7739
+80.296) compared to healthy individuals (151.705 = 45.957) at a probability level of P<0.05, with the P-value
reaching P<0.001, indicating a significant difference between the two groups.Regarding the estimation of IL-2
gene expression, patients with hereditary bleeding disorder type A showed significantly higher levels (35.3413
+ 1.31698) compared to healthy individuals (30.4420 + 1.70246) at a probability level of P<0.05, with a P-val-
ue of P<0.001.

Keywords: IL-2 gene, Interleukin-4 (IL-4), Hemophilia A .
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