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[ ABSTRACT] Aim To study the association between obstructive sleep apnea syndrome ( OSAS) and cardiovascular
risk factors in the male elderly. Methods 582 male elderly subjects were recruited and underwent standard polysom -
nography ( PSG) . Body mass index ( BMI) , neck circumference, waist circumference, hip circumference, waist to hip
ratio, blood pressure, fasting blood glucose ( FBS) , high sensitivity C reactive protein ( hs CRP) , total cholesterol ( TC) ,
high density lipoprotein cholesterol ( HDLC) , triglyceride ( TG) , low density lipoprotein cholesterol ( LDLC) , free fatty
acids ( FFA) were measured. ~ With respect to apnea hypopnea index ( AHI), the subjects were divided into OSAS pa-
tients and controls, furthermore, according to the value of AHI, OSAS patients were classified into mild, moderate and se -
vere OSAS ones. Results OSAS patients had higher BMI, neck circumference, waist circumference, hip circumfer -
ence, systolic blood pressure, FBS, hs CRP, TG than controls. HDLC, average oxyhemoglobin saturation and minimum

oxyhemoglobin saturation during sleep time was lower in OSAS patients than controls.  The prevalence of metabolic synd -
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rome was higher in OSAS patients than in controls.

Severe OSAS patients had higher BMI, neck circumference, waist

circumference, hip circumference, average and minimum oxyhemoglobin saturation during sleep time, however lower HDLC

than mild and moderate patients.

In Spearman ’s correlate analysis, OSAS and AHI were positively correlated with BMI,

neck circumference, waist circumference, hip circumference, systolic blood pressure, FBS, hs CRP and inversely correla -

ted with HDLC.

In multiple stepwise regression analysis, neck circumference was independently correlated with OSAS.

Conclusion OSAS in the male elderly is associated with cardiovascular risk factors, which maybe induce the increased

morbidity and mortality of cardiovascular disease.
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BREE(P<0.05) (£1).

1. OSAS ASXHRLALLER
Table 1. Comparison of OSAS groups and controls

i H OSAS #H(n=460) XM (n=122) PH
(%) 73 H2 74 13 0.980
BMI( kg/m?) 26.27 13 .65 25.08 33 .51 0.013
FHFE( cm) 39.23 13 .26 37.61 33.04 0.000
JE R ( cm) 97.77 19 .83 94 .51 19 .46 0.011
& [ ( em) 101 .49 38 .08 99 .07 18.00 0.024
JERE L 0.96 10 .06 0.95 10.07 0.404
48 ( mmHg) 135 48 126 17 0.012
#77K FE( mmHg) 82 18 81 1 0.75
ESS 9.51 16.41 8.25 #.12 0.045
AHI( IR /7N 28 .29 419 .65 2.30 1 .64 0.000
¥4 Sp02 92.15% B.50% 94.51% F.17% 0.000
A% Sp02 76 .84% M1.22% 87.44% 3.07% 0 .000
hs CRP( mg/L) 6.53 H1.24 2.59 12.03 0.015
FBS( mmol/L) 5.55 1 .42 5.12 1 .34 0.005
TC( mmol /1) 4.99 H .17 5.05 10 .85 0.633
TG( mmol /L) 2.20 12.80 1.83 11 .66 0.030
LDLC( mmol /L) 2.81 11.13 2.93 10.93 0.210
HDLC( mmol /L) 1.09 30 .30 1.19 40.29 0.009
FFA( mmol /L) 0.56 .26 0.63 10.31 0.100
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PE(P <0 01) .
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BB REEAV B E(P<0.01), 5SHEH
LT B £ R, HE 4 HDLC. P13 Sp02 . H K
Sp02 Bt v B L B FR AR ( P <0 .05) ; 4 & &F
K & \FBS.hs CRP.TC.TG.LDLC.FFA & 414 L TG
BEMHER(EK2)

®2. TEIZE OSAS HEELE
Table 2. Comparison among different OSAS groups

B 0SAS A T 0SAS 41 HJF 0SAS 4H

% H (n=197) (n=123) (n=120)
BMI( kg/m?) 2539 143 22% 25 91 13 53¢ 28 08 13 82
2 FEl( em) 38.69 13.02¢ 38 95 13.14° 40 41 83 51
JEEFE( cm) 95 .43 I .59 96 77 18 .66° 102.60 30 .72
T (em) 99 .98 7 .36* 100 .56 16 .82° 104 91 19 36
JE L 0.95 3 .06" 0.96 10 .62 0.98 39.06
Wi FE( mmHg) 135 7 134 &7 137 38

#F ik ( mmHg) 82 18 83 5 82 X

ESS 9.08 17 .88 9.03 1 .90 10.69 .9
13 Sp02 93.67% $2.19%* 92.12% 2 .62%* 89.70% 1 .52%
RAEK SpO2 82 .04% 35 .90%* 76 29% 9 .30%* 68 .86% 13 .73%
hs CRP( mg/L) 6.50 H1.78 6.54 17.98 6 .66 18 .31
FBS( mmol /L) 5.49 4 .65 5.54 41 .57 5.56 4 .43
TC( mmol /L) 4.89 4 .13 5.18 4 .30 4.96 4 .10
TG( mmol /L) 2.04 2.00 2.53 2.70 2.13 4 48
LDLC( mmol /L) 272 H.12 2.82 1125 2.97 41.00
HDLC( mmol /L) 1.12 49 32¢ 1.11 49 27° 1.02 49 .27
FFA( mmol /L) 0.57 10 28 0.57 40 .25 0.54 d49.22

a ¥ P<0.001,b N P<0.01,cyP<0.05, 5&EZ OSAS 4L Lb#; .

2.4 MEEMERFRIEEFEEEES COERKRE
E:LEPS R
Spearman s #H <43 #1 i2.7%, OSAS 5 BMI( r =
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<0.05) \FBS(r=0.111, P <0.05) i & 1EAH %,
5 HDLC(r= -0.140, P <0.01) L B MAH% 5
FERS L L £F 5K K JTC. TG LDLC ASHH%.
2.5 LIMERBKERD Stepwise [EYA5T 47
PLOSAS( B =0, fi = 1) JF A&, 4§ BMI,
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WHILHIE S, CRP 5 0SAS AHEY (B R F 5 H e
HEEMK, HArG ARMHRIE. [F ik CRP K-FA]
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