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[ Abstract] Objective To evaluate the effects of nasal continuous positive airway pressure (nCPAP)
treatment on fasting serum leptin concentration and insulin resistance in patients with OSAHS. Methods Fasting
serum leptin levels, FPG, FINS, HOMA-IR, BMI, AHI, ESS, the lowest oxygen saturation, the mean oxygen
saturation (Spo2) and the sleep time of oxygen saturation below 90% were measured before and after on nCPAP in
16 moderate— severe OSAHS patients. The correlations of the change of serum leptin levels, the change of insulin
resistance and indicators of the change of OSAHS with treatment were analyzed. Results The serum leptin levels,
AHI, the sleep time of oxygen saturation below 90% , ESS were significantly decreased after nCPAP treatment
(P<0.01), the nocturnal lowest SpO, and the nocturnal average SpO, were significantly increased after nCPAP
treatment (P <0.01) , while HOMA-IR, FBG, FINS and BMI did not change after treatment. The change of
serum leptin levels was positively correlated with the change of the nocturnal lowest SpO, and the change of AHI in
OSAHS patients with treatment. Conclusion nCPAP therapy can reduce the serum leptin levels, improve
sleep—disordered breathing, but can not improve insulin resistance and fasting serum glucose, the change of serum
leptin levels is correlated with the change of the nocturnal lowest SpO, and the change of AHI in OSAHS patients with
nCPAP treatment, indicating the importance of improving sleep—disorder in OSAHS patients.
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Tab. 1 The changes of each index before and after nCPAP treatment (x +s)

o H BITHT (n=19) HITE (n=16) RITHIG AL
BMI (kg/m?) 32.10 +2.81 31.82+2.63 0.64 +0.76
AHI (X /h) 47.61 +5.81 6.76 +1.16 40.75 £ 6.62"
LSp0, (%) 74.73 +3.43 90.32+0.99 1235+ 3.18™
MSp0, (%) 88.23 + 1.07 96.16 + 0.47 8.37 + 1.34"
90%T (min) 189.45 +5.77 20.56 + 3.53 157.77 + 5.68™
Leptin (ng/mL) 9.45 +1.23 6.05+1.14 3.72 £ 1.26"
ESS (1) 13.33 £2.12 744 £1.17 6.67 £2.43"
HOMA-IR 4.96 +3.01 424 +2.97 0.87+1.2

FPG (mmol/L) 4.28 +0.87 4.16 +0.69 0.15+0.27
FINS (ulu/mL) 19.23 +3.47 18.59 +4.21 1.34 +3.69

e Leptind@ 3; HOMA-IR: B HILHLIEEL; FPGS M MME; FINS: SIS K; L- SpO:EHRF K Sp0,; M-SpO,: i
AR SEI4 Sp0,; 90%T:Sp0, < 0% I HERRIS ] ; Ess: Epworth FEHETESy. "P<0.05, “P<0.01.
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Tab. 2 The correlation between the changes of Leptin
and the changes of minimum SpO, and AHI
before and after nCPAP treatment

m H r P

Change-LSpO, 0.643 0.046

Change-AHI 0.796 0.004
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