
Accepted Manuscript

Title: Endothelial progenitor cells dysfunction and impaired
tissue reparation: The missed link in diabetes mellitus
development

Authors: Alexander E. Berezin MD, PhD Professor,
Consultant of Therapeutic Unit

PII: S1871-4021(16)30145-X
DOI: http://dx.doi.org/doi:10.1016/j.dsx.2016.08.007
Reference: DSX 630

To appear in: Diabetes & Metabolic Syndrome: Clinical Research & Reviews

Please cite this article as: Berezin Alexander E.Endothelial progenitor cells
dysfunction and impaired tissue reparation: The missed link in diabetes mellitus
development.Diabetes and Metabolic Syndrome: Clinical Research and Reviews
http://dx.doi.org/10.1016/j.dsx.2016.08.007

This is a PDF file of an unedited manuscript that has been accepted for publication.
As a service to our customers we are providing this early version of the manuscript.
The manuscript will undergo copyediting, typesetting, and review of the resulting proof
before it is published in its final form. Please note that during the production process
errors may be discovered which could affect the content, and all legal disclaimers that
apply to the journal pertain.

http://dx.doi.org/doi:10.1016/j.dsx.2016.08.007
http://dx.doi.org/10.1016/j.dsx.2016.08.007


Title page 

Endothelial progenitor cells dysfunction and impaired tissue reparation: the missed link in 

diabetes mellitus development 

Alexander E. Berezin* 

Running title: Endothelial progenitor cells dysfunction and diabetes mellitus 

 

*Correspondence author at:  

Alexander E. Berezin, Professor, MD, PhD, Consultant of Therapeutic Unit, Internal Medicine 

Department, State Medical University of Zaporozhye, 26, Mayakovsky av., Zaporozhye, UA-

69035, Ukraine. 

E-mail: dr_berezin@mail.ru; aeberezin@gmail.com 

Phone: +380612894585 

Word count: 6313 

Type of the paper: review 

 

This research received no specific grant from any funding agency in the public, commercial, or 

not-for-profit sectors. 

Conflict of interests: none declared 

 

Abstract 

Diabetes mellitus (DM) is considered a leading cause of premature cardiovascular (CV) 

mortality and morbidity in general population and in individuals with known CV disease. Recent 

animal and clinical studies have shown that reduced number and weak function of endothelial 

progenitor cells (EPCs) may not only indicate to higher CV risk, but contribute to the impaired 

heart and vessels reparation in patients with DM. Moreover, EPCs having a protective impact on 

the vasculature may mediate the functioning of other organs and systems. Therefore, EPCs 

dysfunction is probably promising target for DM treatment strategy, while the role of restoring of 

EPCs number and functionality in CV risk diminish and reduce of DM-related complications is 

not fully clear. The aim of the review is summary of knowledge regarding EPCs dysfunction in 

DM patients.  

 

Abbreviations 

AGE - advanced glycation end products 

BM-EPCs - bone marrow-derived endothelial progenitor cells 

CAD – coronary artery disease 
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