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Effects of glutathione on oxidative stress, leptin and adiponectin in patients

with obstructive sleep apnea complicated with metabolic syndrome
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Abstract Objective: The aim of this study is to analyze the effects of glutathione on oxidative stress, leptin
and adiponectin in patients with obstructive sleep apnea (OSA) complicated with metabolic syndrome. Method:
One hundred and fifty-nine patients with OSA and MS were enrolled in the group A according to the exclusion cri-
teria. One hundred and fifty-nine patients with MS group were not included in the OSA group, and 159 patients
were included in the control group. Before and after treatment, the levels of serum malondialdehyde (MDA), su-
peroxide dismutase (SOD) , Leptin and ADP were respectively detected, and the clinical effects of the three groups
were compared. Result: Compared with the control group, the contents of MDA and Leptin in the case A and B
groups were significantly higher than that of the control group, and the contents of SOD and ADP were signifi-
cantly lower than that of the control group, and the difference was statistically significant, especially in case group
A. The level of SOD and ADP was significantly higher in the group after treatment than before treatment, and the
level of MDA and Leptin was significantly lower than before treatment. The difference was statistically signifi-
cant, especially in case group A, too. Conclusion: Patients with OSA and MS are associated with oxidative stress.
Glutathione can effectively improve the body’s ability to resist oxidative stress, reduce oxidative damage, reduce
leptin, and increase ADP levels.
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Abstract Objective: The aim of this study is to investigate the use of CT, magnetic resonance imaging
(MRD , functional magnetic resonance ({MRI) and electrical evoked auditory brainstem response in children with
cochlear nerve deficiency (CND) before cochlear implantation (CI) Celectrically evoked auditory brain stem re-
sponse, EABR) evaluated auditory pathway, auditory cortex function, and cochlear nerve function. Method: Of 6
children with bilateral profound sensorineural hearing loss, bilateral internal auditory meatus stenosis was diag-
nosed by CT as in 4 cases and unilateral internal auditory meatus stenosis in 1 case. In 3 cases, oblique sagittal
MRI reconstruction of the internal auditory meatus showed only facial nerve and vestibular nerve existence. 6 cases
were diagnosed as CND by imaging, among which underwent {MRI and EABR in 3 cases, respectively. All the

children received unilateral CI and were followed up for at least 1 year after hearing and speech rehabilitation. Re-
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