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L 228 11 B M PP 187 B 5 {1 3 <258 43 fiE (obstruc-
tive sleep apnea hypopnea syndrome, OSAHS) J& 45
HEE N 30 S5z 52 b 00 () D 1 <3 L 286 1) I DR 255 3 A
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2.1 WA R Z E AGEs.ox-LDLAKF 85 b4k
1E CPAP JAYT T, 6 B 4 H & A9 I35 AGEs L ox-
LDL /K & 3 5 T4 B4l B4l 2 A i 22 S ¥4 4
e X (1=6.494 .30.128 ,P<0.05), 7E1E4T CPAP
VEITIE R B 00 i AGEs .ox-LDL /K486
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0.05,% 1),
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A (x+s)
415 AGEs (9¢)61H) ox-LDL(g/L)
93 191 436 7 HiT 5.52+2.03" 301.64+33.01"
9o I 2403897 J5 3.55+1.68 213.01£29.07%
X HE 2 2.74+1.67 145.40+16.18
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i R A5 o AT HT 7R tH P
JBE £ 2% (mU/L) 7.91+1.56 6.53+x1.34"  5.198 <0.05
HOMA #5 %k 1.88+0.53 1.35+0.32°  6.631 <0.05
SBP(mmHg) 129.81+13.69 115.53+12.71" 5921 <0.05
DBP(mmHg) 82.64+8.33  75.51+7.18" 5.022 <0.05
AHI(¥/h) 32.18+8.17  21.46x6.35" 8.025 <0.05
LSa0,(%) 72.63+6.13  85.16£5.26" -12.016 <0.05

53R LA, TP<0.05
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ox-LDL 7K V4548 b5 1y A A8 | AT 2 oo 2t nl 15
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£ 3 CPAP3AST/E OSAHS B AHI K FHZEESH

5 bRl E‘;ﬁg i P
BMI 0.628 0457 6.112 <0.05
i 0.036 0337 4391 <0.05
1697 )5 HOMA $5%¢ 0.138  0.669 6.606 <0.05
AT A SBP K- 0.269 0492 5.118 <0.05

YT A LT AGEs 7KF- 0.667 0.651 4.638 <0.05
RITJE LTS ox-LDL K3FE 0531 0.613  5.067 <0.05
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5 bl E?i i P
BMI 0.552 -0.415 -3.845 <0.05
G975 HOMA $5 4 0.576  -0.537 -4913 <0.05
YGIT 5 SBP 7K 0.691 -0.336 -6.138 <0.05

JRIT A L AGEs 7K 0.384
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-0.528 -5.281 <0.05
-0.611 -4.857 <0.05
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