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Role of CD4" IL-9" T cells in experimental atherosclerosis
Ming Tingting Ding Shaowei Hu Chaojie et al
(The Ceniral Laboratory of Medical Research Center
The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To investigate the expression and significance of CD4 " IL-9 " T cells(Th9) in atherosclerosis
model of ApoE ™'~ mice. Methods ApoE ™'~ mice aged 8 weeks were fed with high fat and their age-matched
C57BL/6 control mice were fed with normal diet. The mice were examined at the age of week 8 and week 32.

Blood lipid levels in serum were detected. Paraffin sections of aorticroot were used to observe the histological fea—
tures of atherosclerotic plaques by HE staining. The frequencies of Th9 cells in spleen were measured by flow cy—
tometry. The concentrations of interleukin(IL) 9 and oxidized low density lipoprotein (ox-LLDL) in the serum were
detected by ELISA assay. Results At the age of week 32 the aortic root of ApoE ™'~ mice appeared obvious lipid
plaques Th9 cells frequencies and IL-9 concentrations were significantly higher than those of age matched C57BL/
6 mice(P <0.01). Th9 cells frequencies and IL-9 concentration were positively correlated with ox-LLDL concentra—
tion (P <0.01). Conclusion Th9 cells and IL-9 play an important role in the occurrence of atherosclerosis. Th9
cells may become important target of mechanism research and treatment intervention for atherosclerosis.
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