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Serum HMGB!1 levels are associated with the severity of ST-segment elevation myocardial infarction YANG
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[Abstract] Objective: To analyze serum levels of HMGBI in patients with ST-segment elevation

myocardial infarction (STEMI) for verification of their association.

Methods: A total of 741 participants

were included in this study, categorized as control group (n=312), and STEMI group (n=429). Serum

levels of the HMGB1 protein were examined using commercially available ELISA Kkits.

HMGDBI1 levels were significantly elevated in the STEMI group as compared with controls.

Results ; Serum

Moreover,

HMGB1 was positively correlated with high sensitivity C-reactive protein (hs-CRP) and tumor necrosis

factor (TNF)-q levels.

Conclusion ;: Serum HMGBI1 levels were increased in STEMI and correlated with

hs-CRP and TNF-q, indicating that HMGB1 is involved in the pathophysiology of acute myocardial

infarction.
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