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ABSTRACT Objective: To explore the effect and mechanism of autophagy on rats genioglossus muscle injury caused by chronic
intermittent hypoxia. Methods: 36 SD rats were randomly divided into three groups, control group, chronic intermittent hypoxia group
(CIH group) and chronic intermittent hypoxia plus chloroquine group (CIH+CQ group). The morphological changes of genioglossus
muscle were observed by HE staining. Laser confocal microscopy was used to observe the expression of LC3 protein.
Immunohistochemistry was used to observe the expression of Cyt ¢ protein. Results: There is no obvious expression of LC3 and Cyt ¢
protein in control group. In CIH group, the mean fluorescence intensity of LC3 and the positive rate of Cyt ¢ were higher than that in
control group (P<0.05). In CIH+CQ group, the mean fluorescence intensity of LC3 and the positive rate of Cyt ¢ apparently increased
compared with that in CITH group(P<0.05 ). Conclusions: Chronic intermittent hypoxia may cause mitochondrial damage and trigger early
apoptosis in genioglossus muscle. Meanwhile, it can induce the autophagy in genioglossus muscle. Inhibition of autophagy may
aggravate the mitochondrial damage and promote apoptosis. This suggests that autophagy may protect genioglossus muscle from the
damage which caused by chronic intermittent hypoxia through inhibiting apoptosis.
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Fig. 1 The HE staining images showed varying degrees of genioglossus damage in each group

(A. control group; B. CIH group;C. CIH + CQ group)
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Fig. 2 The immunofluorescence histochemistry showed varying degrees of LC3 protein in genioglossus muscles of each group

(D.E. control group; F.G. CIH group;H.I. CIH + CQ group)
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Fig. 3 The immunohistochemistry showed varying degrees of varying degrees of Cyt ¢ protein in genioglossus of each group

(J. control group; K.CIH group; L. CIH + CQ group)
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