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Abstract Objective To investigate the effects and possible mechanism of chrysin on neointimal hyperplasia after artery injury
through guide wire — injured murine carotid artery in vivo and platelet derived growth factor (PDGF — BB) - treated vascular smooth mus-
cle cells (VSMCs) in vitro. Methods Male C57BL/6 mice aged 10 weeks underwent operation of guide wire injury in left carotid arter-
ies, and then the mice were randomly divided into injured control group and chrysin group. After the surgery, the mice were fed either
normal rodent chow or normal chow containing 0.09% chrysin [ w/w, which corresponded to 150mg/ (kg + d) chrysin if a 30g mouse con-
sumed 5g of chow] for 28d before they were euthanized. The left carotid arteries were isolated and processed for pathological analysis. U-
sing hematoxylin — eosin (HE) staining, the intimal (1) and medial (M) areas were measured and I/M ratios were calculated. Prolifera-
ting cell nuclear antigen ( PCNA) immunohistochemistry staining was performed to evaluate neointimal cell proliferation. Furthermore,
cultured VSMCs were treated with 20ng/ml PDGF - BB and/or 12. 5 umol/L chrysin pretreatment, flow cytometric analysis was carried out
to detect cell proliferation, Western blot was performed to evaluate total and phosphorylated protein levels of ¢ — Jun amino - terminal ki-
nase (JNK) and signal transducers and activators of transcription 3 (STAT3). Results Morphologic analysis based on HE staining of
carotid cross — sections showed that the neointimal area and /M ratio in the chrysin group were significantly reduced compared with the in-
jured controls at day 28 after carotid injury. Chrysin also markedly suppressed neointimal cell proliferation, as evidenced by reduced num-
bers of PCNA — positive cells in the neointima. 20ng/ml PDGF — BB induced VSMCs proliferation and a significant increase in the levels
of phosphorylated JNK and STAT3. 12.5umol/L chrysin pretreatment caused PDGF — BB — stimulated VSMCs to arrest at G,/G, phases
and attenuated the PDGF - BB — induced JNK and STAT3 activation. Conclusion Chrysin may suppress VSMCs proliferation via the in-
hibition of the JNK and STAT3 signaling pathways, and therefore inhibit neointima hyperplasia after artery injury.
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