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[ Abstract]  Objective To investigate the impact of losartan on peripheral blood endothelial progenitor cells in patients
with chronic heart failure. Methods From March 2015 to March 2016, a total of 30 patients with chronic heart failure were
selected in the Department of Cardiology, the First Affiliated Hospital of Hainan Medical College, 10 ml peripheral blood was
collected from each case and endothelial progenitor cells were cultured in vitro. Cultured endothelial progenitor cells were divided
into A group, B group and C group, each of 10 samples. Endothelial progenitor cells of A group did not received any
intervention, endothelial progenitor cells of B group received losartan (10 pumol/L), while endothelial progenitor cells of B
group received losartan (10 wmol/L) combined with PI3K inhibitor (10 wmol/L). ODs;; of endothelial progenitor cells after
12 hours, 24 hours, 36 hours, 48 hours and 72 hours of culture, number of transmembrane cells, protein expressions of Akt
and eNOS were compared among the three groups. Results There was interaction between time and method in ODg;s of
endothelial progenitor cells (P <0.05) ; main effects of time and method were significant in ODs;5 of endothelial progenitor cells
(P <0.05); ODsss of endothelial progenitor cells of B group was statistically significantly higher than that of A group and C group
after 12 hours, 24 hours, 36 hours, 48 hours and 72 hours of culture, respectively (P <0.05). Number of transmembrane
cells of B group was statistically significantly more than that of A group and C group, respectively ( P < 0.05). Protein
expressions of Akt and eNOS of B group were statistically significantly higher than those of A group and C group (P <0.05).
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Conclusion Losartan can effectively promote the proliferation and migration of peripheral blood endothelial progenitor cells in

patients with chronic heart failure, is helpful to improve the endothelial cell function, losartan may play a role through adjusting

PI3K/Akt/eNOS signal pathway.
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Figure I ODy35 of EPCs of the three groups at different time points
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Figure 2 Transmembrane cells of the three groups
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Figure 3  Protein expressions of Akt and eNOS of the three groups
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