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Abstract: Objective To investigate the changes of circulating endothelial cells ( CECs) quantity and contents of
glycosylated hemoglobin (HbAlc) and homocysteine (Hey) in peripheral blood and the clinical significance in patients
with stroke in progression ( SIP). Methods Fifty patients with SIP ( SIP group) and 50 patients with stroke in non-
progression( NSIP, NSIP group) diagnosed between November 2014 and April 2016 in department of neurology of First
Hospital of Shijiazhuang were selected,and 24 healthy adults during the same period were selected as control group. Flow
cytometer was used to detect the quantities of CECs of peripheral blood in the first day and seventh day in SIP group and
NSIP group. HbAlc analyzer and amino-acid analyzer were used to respectively detect HbAlc and Hey contents. Above
results were compared in three groups. Results In the first day of onset,levels of CECs and HbAlc in SIP group and NSIP
group were all significantly higher than those in control group(all P <0.05) ,but there were no significant differences in
Hcy levels in three groups(all P >0.05). Levels of HbAle and CECs at the seventh day in SIP group were significantly
higher than those in NSIP group (all P <0.05). CECs levels in peripheral blood at the seventh day of onset in SIP group
and NSIP group were significantly higher than that at the first day of onset(all P <0.05). In SIP group, CECs levels in
peripheral blood at the seventh day of onset was positively correlated with HbAle (r =0. 714, P =0. 000) and Hey (r =
0.819,P =0.000). In NSIP group, CECs levels in peripheral blood at the seventh day of onset was positively correlated
with Hey(r =0. 55, P =0.000 ) while not correlated with HbAle(r =0. 161,P =0.265). Conclusion Vascular endothelial
injury plays an important role in the pathogenesis of cerebral infarction, and the increase of HbAlc and Hey may be the
important factors in the progression of cerebral infarction at acute stage.
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