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Figure S1. Therole of eNOS-derived NO in the TCEE-mediated beneficial effects
on physiological functions of human microvascular EC (HMECs). HMECs were
pretreated with L-NAME (40@M) for 1 h, then with TCEE (2g/ml). (A) The level
of nitrite in culture medium, (B) EC proliferatiotC and E) EC migration and (D and
F) tube formation were evaluated. The images wereted by microscopy. Data
are mean = SEM from 5 independent experiments.(*B5 vs. vehicle-treated group;

*P< 0.05 vs. TCEE-treated group.
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Figure S2. TCEE inhibits the TNFa-induced adhesion of monocytes onto ECsin
human microvascular ECs (HMECs). HMECs were pretreated with THF(10
ng/ml) or the vehicle for 12 h, followed by theamment with L-NAME (40QuM) for

1 h and/or TCEE (ig/ml) for another 18 h. (A and B) BCECF-AM-labeledman
monocyte THP-1 cells (1x¥pwere added and incubation with ECs for 1 h. The
cellular lysates were subjected to fluorometry gito-micrographed. Data are
mean + SEM from 5 independent experiments. *P< 9€95ehicle group’P< 0.05

vs. TCEE-treated groupP< 0.05 vs. TNFs+TCEE-treated group.



