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Abstract : Objective To analyze the expression of interleukin 16 (IL-16) in atherosclerosis (AS) patients,
and to study the roles of IL.-16 in the pathogenesis of AS. Methods Thirty AS patients in Affiliated Hospital
of Jining Medical College from August 2015 to August 2016 were randomly selected as the case group and
twenty-nine healthy subjects were selected as the healthy control group. Peripheral blood of the subjects were
collected. IL.-16 levels were determined with enzyme-linked immunosorbent assay (ELISA). Reverse tran-
scriptase-polymerase chain reaction was applied to analyze IL-16 mRNA level. IL-16 expression in the athero-
sclerotic plaque samples was detected with immunohistochemical analysis. I1.-16 expression in aortic athero-
sclerotic plaque of AS patients and atherosclerotic ApoE~/~ mice were analyzed by immunohistochemical stai-
ning. The aortic plaque changes of AS mice injected intraperitoneally with recombinant I1.-16 were detected.
Results Both 11.-16 protein levels and I1.-16 mRNA levels were higher in case group than those of healthy
control group,the difference was statistically significant (P<C0. 05). The IL.-16 mRNA was highly expressed
in the atherosclerotic plaque. The aortic plaque area of the mice underwent IL-16 intraperitoneal injection were

decreased while the plaque stability increased. Conclusion 11.-16 levels elevated in both AS patients and AS
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mice, which suggested that II.-16 might play a protective role against AS.
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