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[ Abstract]  Objective To investigate the role and mechanisms of platelet microparticles (PMP) sin vascular
endothelial injury of the diabetic aorta. Methods SD rats were randomly divided into the normal (NC) and diabetic
(DM) groups. PMPs were isolated and purified. Next, primary cultured endothelial cells were transfected with microRNA
(miR)-4306 to detect PMPs in vascular endothelial cells. The effects of activity and the effects on the miR-4306/ vascular
endothelial growth factor A ( VEGFA )/extracellular signal-regulated kinase ( ERK) 1/2/nuclear factor kB ( NF-kB)

signaling pathway were evaluated. Results The positive expression and apoptosis rates of endothelial nitric oxide synthase
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(eNOS) and caspase-3 in the DM group were significantly different from those in the NC group ( P<0. 05 or P<0.01). The

relative expression of miR-4306 in the mimic-M group and inhibitor-M group was significantly different from that in the

miR-M group (¢=3.821, 4.597, P<0.05 or P<0.01). Moreover, the relative expression of miR-4306 in the mimic-M

group was significantly different from that in the inhibitor-M group (P<0.01). The relative expression of miR-4306 in M

group was significantly different from that in Ctrl group (P<0.01). In addition, the relative expression of VEGFA, NF-

kBp65, p-IkBa and p-ERK in the mimic-M group and inhibitor-M group was significantly different from that in M group( P
<0. 05 or P<0.01). The relative expression of VEGFA, NF-kBp65, p-IkBa and p-ERK in the M group was significantly
different from that of Crtl group (P<0. 05 or P<0.01). Conclusions PMPs may cause endothelial damage in the diabetic
aorta, the underlying mechanism may be related to the activation of miR-4306/VEGFA/ERK1/2/NF-kB signaling.
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Note. A, Western blot to detect CD61 expression. B, CD61 expression detected by flow cytometry. C, Immunohistochemical detection of factor VII
expression.

Figure 1 Identification results of PMPs and VECs
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Figure 2 CCK-8 method to detect the effect of PMPs in each group on the proliferation activity of VECs at different times

| NC# NC group DM#H DM group
10 104

A AALLA
A AALL
-

10° ’ 10°

Aldasrzal
A asisal

10?

PI

CEN :

: :;
10!
E
3
-
0 - »
e Rl B 10 T T e
10% 10° 10 10° 10! 10% 10° 10
Annexin-V-FITC Annexin-V-FITC

3 U ARSI AN [+ 28 530 2 e 0 A

Figure 3 Flow cytometry to detect cell apoptosis in different groups
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Figure 4 Expression of eNOS and Caspase-3 detected by

immunofluorescence laser confocal microscope
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Note. A, Electrophoresis diagram (1, Ctrl group. 2, miR-NC group. 3, mimic-NC group. 4, inhibitor-NC group. 5, M group. 6, miR-M
group. 7, mimic-M group. 8, inhibitor-M group.). B, Comparison of the expression results of p-ERK, p-IkBa, NF-kBp65 and VEGFA in
different groups. Compared with Ctrl group, *P<0. 05, #P<0.01. Compared with M group, *P<0.05, *P<0.01. Compared with miR-M
group, 4 P<0.05, * P<0.01. Compared with mimic-M group, “P<0.05, YP<0.0l.
Figure 5 Western blot detects the related proteins expression of VEGFA/ERK1/2/NF-kB signaling pathway
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Figure 6 Relative expression of miR-4306 in different
groups detected by qRT-PCR
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