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Influence of obstructive sleep apnea hypopnea syndrome on dynamic blood
glucose and renal function in patients with type 2 diabetes mellitus
BAI Bing' ,ZHAO Wen fei* ,\WU Yumin'*
(1. Department o f Endocrinology ;2. Department o f Respiration,Fifth A f filiated
Hospital of Zhengzhou University , Zhengzhou, Henan 450000, China)

[ Abstract] Objective To investigate the influence of obstructive sleep apnea hypopnea syndrome(OS-
AHS)on blood glucose and renal function in the patients with type 2 diabetes mellitus(T2DM). Methods The
patients with T2DM were divided into the T2DM group, mild OSAHS group, moderate and severe OSAHS
group. Urinary ACR,24 h urinary protein(Upro),24 h urinary microalbumin (Malb) ,fasting plasma glucose
(FPG) ,fasting insulin(FINs) ,glycosylated hemoglobin(HbA1C) , creatinine (Cr) and cystatin C were meas-
ured. The insulin filtration rate (HOMA-IR) and glomerular filtration rate (eGFR) were calculated. 24 h mean
blood glucose (24hMBG) , standard deviation of blood glucose (SDBG),largest amplitude of glycemic excur-
sion (LAGE) ,mean amplitude of glycemic excursion (MAGE) ,mean of daily difference (MODD ) were recor-
ded. Results (1) The levels of blood glucose-related indicators in the mild and moderate OSAHS group were
higher than those in the mild OSAHS group, the OSAHS group was higher than the T2DM group. (2) The
levels of Malb,urinary ACR and cystatin C in the OSAHS group were higher than those in the T2DM group,
while the levels of eGFR in the OSAHS group was lower than that in the T2DM group. The levels of uPRO,
Malb,urinary ACR,cystatin C and Cr in the moderate and severe group were higher than those in the mild
group. (3) 24 h MBG,SDBG,MAGE,MODD, Malb,urinary ACR,cystatin C and Cr in the OSAHS group were
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positively correlated with AHI(P<C0. 05) ; GFR in the moderate to severe group was negatively correlated with
and AHI (P<C0.05). (4) 24 h MBG,MAGE and urinary ACR in the mild group was independently correlated
with AHI(P<C0. 05). There was independent correlation between 24 h MBG, MAGE, MODD, Malb, urinary
ACR,cystatin C and eGFR with AHI in the mild group(P<C0. 05). Conclusion The patients with T2DM com-

plicating OSAHS are more prone to blood glucose fluctuations and renal function impairment, moreover gradu-

ally worsen with the progression of OSAHS,
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