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[ Abstract] Objective To observe the expression and mechanism of fractalkine (FKN) in acute pulmo-
nary embolism (APE) rats. Methods The APE model of Sprague-Dawley rats was replicated by autologous
thrombus transfer. A total of 72 rats were divided into the control group, the solvent group and the APE
group,with 24 rats in each group. Observed the expression of phosphorylated p38 and FKN mRNA and pro-
tein in lung tissues of rats in the time points 1,4,8 h. Results Immunohistochemistry showed that FKN and
p38 were significantly expressed in the lung parenchyma and pulmonary artery wall in the APE group. West-
ern blot showed that the expression level of phosphorylated p38 in the APE group was higher than that in the
control group and the solvent group at any time point (P<C0. 05); RT-PCR showed that the expression of
FKN mRNA in the APE group was higher than that in the control group and the solvent group (P<C0. 05).
Conclusion The expression of FKN and p38 in lung tissue of rats significantly increased after APE. The p38
mitogen-activated protein kinase (p38MAPK) signaling pathway may play a regulatory role in the expression
of FKN after APE.
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