I DA - 2 WA 0z Sk 35191 Bk 2% 7
e 662 J Clin Otorhinolaryngol Head Neck Surg(China)

2021 4F
35 % 7

PHL 28 4 HE IR T RO 1 58 RO RO R &
1% 1 9F KHE B ok B

TS 3

(4]
DOI:10. 13201/j. issn. 2096-7993. 2021. 07. 020
[(FES%ES] R766.5 [x#trER] A

IR B VR 2 4 , BEL 2Pk 5 2 R DR 5 O S0 E

%t

Relationship between obstructive sleep apnea and metabolic control and

chronic complications in patients with type 2 diabetes mellitus

Summary

Obstructive sleep apnea (OSA) is a common sleep apnea disorder. Studies have shown that pa-

tients with T2DM have a higher incidence of OSA, and the latter further increases the difficulty of treating diabe-

tes. This paper describes the adverse effects of OSA on type 2 diabetes patients from the perspective of blood sug-

ar, blood lipids, blood pressure and chronic complications of diabetes, to provide recommendations for clinical

treatment of OSA.
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Advances in etiology and mechanism of structural nasal obstruction

Summary Structural nasal obstruction(SNO) is a series of diseases caused by congenital or acquired structur-
al anatomical abnormalities of nasal airway and its surrounding tissues, which leads to increased nasal ventilation
resistance. The effect of medication drugs for SNO is poor and surgical intervention is often needed. However,
the abnormal structure of nasal airway is very complex, including the periphery of nasal airway, internal nasal air-
way, the front and rear of nasal airway and complex factors. These abnormal structures may interfere with the na-
sal airflow mechanics by changing the nasal ventilation volume and disrupting the symmetry of the bilateral nasal
cavity, and finally lead to subjective feeling of nasal obstruction. In addition, the structure of nasal airway has
plasticity. After the abnormal structure appears, the corresponding compensation of nasal airway can occur to en-
sure normal nasal ventilation and bilateral nasal cavity symmetry. Therefore, the SNO is the result of the failure
of nasal airway remodeling after the appearance of abnormal structures. The etiology of SNO is complex, invol-
ving original structural abnormalities, nasal symmetry changing and nasal airway structure remodeling. There-

fore, accurate identification of the main factors leading to SNO is the vitalpremise of making personalized nasal

2021 4F
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ventilation surgery.
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