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Abstract: [Objective] To evaluate the effects of anthocyanin cyanidin—3-o—B—glucoside (Cy—3-g) on monocyte migra-
tion mediated by platelet derived factors in vitro. [ Methods] Thrombin—activated human gelfiltered platelets were incubated
with different concentrations (0, 0.5, 5 or 50 pmol/L.) of Cy—3—g. The level of TGF-B1, B-TG, CCLS5 in platelet superna-
tant was determined by ELISA. The peripheral venous blood from healthy volunteers were incubated with different concentra-
tions of Cy—3—g. The expression of CCRS on leukocytes was detected by flow cytometer. Calcein AM labeled THP-1 cells
were incubated with the releasates of Cy—3—g—treated gel-filtered platelets for 120 min, and then the number of the THP-1
cells were counted by a microscope. Moreover, THP—-1 cells were pre—incubated with different concentrations of Cy—3—g with

or without CCRS inhibitor maraviroc (200 wmol/L) for 60 min, then treated with recombinant CCL5 (100 nmol/L) for 120
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min. The number of the THP-1 cells were counted as well. [ Results] Cy—3-g significantly inhibited platelet TGF-B1, B-

TG, CCLS secretion and decreased CCR5 expression of leukocytes compared with the control (P<0.05). Moreover, the sig-

nificant inhibitory effects of Cy=3—g on THP-1 cell migration toward the releasates of Cy—3—g—treated platelets were also ob-

served (P<0.05). In addition, THP-1 cell migration toward recombinant CCL5 was significantly suppressed by Cy—-3-g.

[ Conclusions ] Anthocyanin Cy—3—g inhibited inflammation of atherosclerosis by platelet TGF=B1, B=TG, CCLS secretion

and CCL5-mediated monocyte migration. Our results provided new ideas for prevention and treatment of atherosclerosis.
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The Cy—3—g—treated groups showed a significant reduction of B~TG, TGF-B1 secretion by platelet compared to the control group. n=6/group,
B-TG F=24.06, P<0.001, TGF-B1 F=8.75, P<0.001, 1)P<0.052)P<0.01 and 3)P<0.001 vs control group by Dunnett’s i—test after ANOVA.
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Fig.1 Cy-3-g significantly suppressed the level of 3—TG, TGF-31 secreted by platelets
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The treatment of Cy=3-G (5 and 50 pwmol/L groups showed a sig-
nificant reduction of CCLS secretion by platelet compared to the con-
trol group. n=3/group, F=21.3 P<0.001, 1)P<0.05 and 2)P<0.01 vs
control group by Dunnett s i—test after ANOVA.
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Fig.2 Cy-3-g significantly suppressed the level of CCLS5

secreted by platelets
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The 5 and 50 wmol/L groups showed a significant reduction of
CCRS5 expression on leukocyte compared to the control group. n=3/
group, F=9.57 P=0.01, 2) P<0.01 vs control group by Dunnett’s 1—
test after ANOVA.
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The 5 and 50 pmol/L groups significantly decreased the THP-1
cells migration toward platelet secretory products. n=3/group, F=
47.77 P=0.00, 2)P<0.01 and 3)P<0.001 vs control group by Dunnett’s
t—test after ANOVA.
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Fig.4 Cy-3-g inhibited THP-1 cells migration toward

platelet secretory products
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The 5 and 50 pmol/L groups significantly decreased the THP-1
cells migration toward platelet secretory products. n=3/group, F=
24.13 P<0.001, 2) P<0.01 and 3) P<0.001 vs control group by Dun-
nett’s t—test after ANOVA.
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Fig.5 Cy-3-g inhibited THP-1 cells migration toward
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200 pwmol/LL Maraviroc significantly decreased the THP- lcells
migration toward CCLS, and the combination of 50 wmol/L. Cy-3g
and 200 pmol/L. Maraviroc could also decrease them. n=3/group, F=
92.34 P<0.001, 3)P<0.001 s control group by Dunnett’s t—test after
ANOVA.
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