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[Abstract] Objective: To investigate serum levels of epiregulin (EREG ) and matrix Gla protein
(MGP) and their relationships with thoracic aortic aneurysm (TAA). Methods:Circulating EREG and
MGP were measured in blood samples from 36 patients with TAA and 36 healthy control individuals
Results; Serum level of EREG in TAA group
was higher than control [ (70.79 £ 18.00) pg/ml vs (33.06 £ 1. 34) pg/ml] while MGP level was lower

[(22.52%6.78) ng/ml vs (153.74+8.57) ng/ml]. Moreover, serum levels of EREG in TAA patients

without TAA, using commercially available ELISA Kkits.

were positively correlated with the lengths and severities of their aortic lesions.  Conclusion: Serum level
of EREG is increased in TAA patients and positively correlated with the length and severity of aortic

lesion. Serum level of MGP is lower in TAA patients, indicating that EREG and MGP are implicated in

the pathogenesis of TAA and may serve as biomarkers of TAA diagnosis.
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