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[Abstract] Objective: To explore the relationship between blood glucose levels and prognosis in
patients with chronic heart failure (CHF) and diabetes mellitus (DM).  Methods: A cohort of 228
patients diagnosed as CHF complicated by DM were enrolled in this study. According to blood
glycosylated hemoglobin Alc (HbA1lc) levels, patients were divided into two groups: standard group
(HbAlc<C 7. 0%) and unstandard group (HbAle = 7. 0%). The incidence of composite major
cardiovascular events (MCE) and MCE-free mortality were recorded during follow-up.  Results: There
was no significant difference in levels of N-terminal pro-brain natriuretic peptide (NT-proBNP) and left
ventricular ejection fraction between the two groups. Compared with unstandard group, incidence of
MCE was significantly reduced, and MCE-free mortality was increased in standard group (P<Z0. 05).

Conclusion ; Glycemic control for achieving HbAlc levels of less than 7. 0% is beneficial to improve the

prognosis of CHF patients with DM.
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