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[ ABSTRACT] Aim To investigate the effects of saggliptin on vascular endothelial cell injury induced by ox-LDL
and expression of miR-590/TLR4/NF-k B. Methods Human umbilical vein endothelial cells (HUVEC) were cul-
tured and divided into control group, ox-LDL group, sagliptin group, sagliptin+miR-590 inhibitor group, NC mimic
group, miR-590 mimic group, NC inhibitor group and miR-590 inhibitor group.  The proliferation activity, the expres-
sion of miR-590/TLR4/NF-«kB and the contents of tumor necrosis factor-a( TNF-a) , interleukin-18 (IL-1B) , intercel-
lular adhesion molecule-1 (ICAM-1) and vascular cell adhesion molecule-1 ( VCAM-1) in culture medium were meas-
ured. Results The expression of TLR4, NF-kB p65 in cells and the contents of TNF-a, IL-13, ICAM-1, VCAM-
1 in culture media of ox-LDL group were significantly higher than those of control group, cell proliferation activity and the
expression of miR-590 in cells was significantly lower than that of control group; the expression of TLR4, NF-kB p65 in
cells and the contents of TNF-a, IL-1B, ICAM-1, VCAM-1 in culture media of sagliptin group were significantly lower
than those of ox-LDL group, cell proliferation activity and the expression of miR-590 was significantly higher than that of
ox-LDL group; the expression of TLR4, NF-kB p65 in cells and the contents of TNF-a, IL-1B, ICAM-1, VCAM-1 in cul-

ture media of saglitine+miR-590 inhibitor group were significantly higher than those in saglitine group, cell proliferation ac-
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tivity and the expression of miR-590 was significantly lower than that of saglitine group; the expression of TLR4, NF-kB
p65 in cells and the contents of TNF-a, 1L-13, ICAM-1, VCAM-1 in culture media of miR-590 mimic group were signifi-
cantly higher than those of NC mimic group, the expression of TLR4, NF-kB p65 in cells and the contents of TNF-a, IL-

1B, ICAM-1, VCAM-1 in culture media of miR-590 inhibitor group were significantly lower than those of NC inhibitor

group. Conclusion Sagliptin can alleviate ox-LDL-induced vascular endothelial cell injury by the miR-590/TLR4/

NF-kB pathway.
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Figure 1. Regulatory effect of sagliptin on proliferation via-
bility of HUVEC after ox-LDL treatment (n=5)
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Figure 2. Regulatory effect of sagliptin on TLR4, NF-xB
p65 expression in HUVEC after ox-LDL treatment (n=5)
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Figure 3. Regulatory effect of miR-590 mimics on TLR4,
NF-kB p65expression in HUVEC(n=5)
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Table 2. Regulatory effect of miR-590 mimics on content of
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HUVEC (pg/g, n=5)
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Figure 4. Regulatory effect of miR-590 inhibitors on TLR4,
NF-kB p65 expression in HUVEC (n=5)
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Figure 5. miR-590 target 3'UTR of TLR4 mRNA (n=5)
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