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Abstract: Objective To study the model of JNK pathway on obstructive sleep apnea with hypertension.Methods Thirty—six rats with normal growth
and development were randomly divided into normoxia control group, normoxia intervention group, intermittent hypoxia group and intermittent hypoxia
intervention group, with 9 rats in each group. JNK inhibitor was administered intragastrically to rats in the two intervention groups, and then rats in
the intermittent hypoxia group were placed in the low pressure oxygen chamber to make OSA rat model. The mean arterial blood pressure of rats in
each group at 12 weeks was measured by a sphygmomanometer, and the rats were sacrificed at the end of 12 weeks. The abdominal aorta of rats was
stained with HE to examine the pathological results. The mRNA and protein expression levels of JNK-1 in the abdominal aorta were detected by RT-
PCR and Western blot.Results (DCompared with normoxia control group, the blood pressure of rats in intermittent hypoxia group increased (P<0.05);
compared with the intermittent hypoxia group, the blood pressure of rats in the intermittent hypoxia intervention group decreased (P<0.05). @
Compared with the intermittent hypoxia group, the number of vascular smooth muscle cells (VSMCs) in the middle abdominal aorta in the intermittent
hypoxia intervention group decreased (P<0.05), there was no increase in vessel wall thickness, no fibrin accumulation, and no obvious phenotypic
transformation of endothelial cells; compared with rats in the normoxic intervention group, the number of VSMC layers in the abdominal aorta of rats
in the intermittent hypoxia intervention group did not increase or decrease (P>0.05). )Compared with normoxic control group, the expression of JNK—
ImRNA in intermittent hypoxia group increased (P<0.05);compared with the intermittent hypoxia group, the expression of JNK—ImRNA in the
intervention group decreased (P<0.05). @Compared with normoxia group, the expression of JNK—1 protein in intermittent hypoxia group was increased
(P<0.05); compared with intermittent hypoxia group, protein expression in intervention group decreased (P<0.05).Conclusion Intermittent hypoxia can
cause hypertension and mediate vascular remodeling in rat abdominal aorta, which may be related to the activation of JNK signaling pathway.
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