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[BE] BN BHEHABRTPREEOSASIRERNEALAH N FEEL EMERALETRE NEERET
MEAXFHERHATEZEROTR. 7k 13 FALSERLHMN OSA BE 4R 3 4.<<60 3 & M EH 62 #),
<60 # IE I FEA (38 B FI>60 3 IF % I FE4H (43 B, &3 3447 24h ShA5 i FE M, 2B B3 K 082 1) il JE 7B AL B0 A o 22
(SDYFIZER ZB(CV)  JEHRER T HRE RS H OSA ¥ EEREMEWRBHETHRFHL. SR 560
IE% i FE4L AR . 8 i FE 4 5 KR () il FE A 4k SD B B fm, 8 X 48 I 18. 5 110, 6mmHg (P<<0. 05) ; 1 X &F %
JE 13. 8 #1 10. 6mmHg (P<C0.05) ; % A # 4% FE 20. 5 #1 12. 6mmHg (P<C0. 01) ;4% [ 4F 3 F& 17. 8 #1 12. 6mmHg
(P<0.01), M1 fE CV LB B, g XM 45 FE 0. 119 1 0. 078 (P<<0.01); G X 4FHFEO. 139 1 0. 118 (P<C0.05);
B M 45 E 0. 137 # 0, 111 (P<C0.01); W IAISFIKE 0. 195 M 0. 177 (P<0.01), 5>60 HE¥ M EAME, &l
A QXM A SD B B, 3 KK SEE 18. 5 1 13. SmmHg (P<<0, 05) ; [ X &3 13. 8 #110. 2mmHg
(P<C0.05) ;% MM 4 FE 20.5 M 15. 2mmHg (P<<0.01) ; BRI £F 3K FE 17. 8 #1 14. 2mmHg (P<<0.01), HRKWFHE
CV 51 (0. 119 F1 0. 0935 P<C0. 05) ; B[] (45 FE FIEF 7k FE CV 3 hn (0. 137 1 0. 123; P<T0. 015 0. 195 #1 0, 179; P<
0,05), 5<<60 FEHMEHME,>60 % EXMEHERKLEE CV #0093 #0.078; P<<0.05), 5<60 &
>60 % IE% M A, Bl E4 BB EHER M (P<0.01), 5<<60 ¥ EHMEHML,>60 % IE# i k40
EREQHIN(P<0.05), it REFRTHEWOLEEREBR OSAXDEEREME W B HdFRE
R EMEEREREF. BRI TFEHF OSANEFROLEREENATREBEN.
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[Abstract] Objective Obstructive sleep apnea (OSA) induces marked hemodynamic fiuctuations that might be
deleterious to the cardiovascular system. The influence of OSA and aging on short-term blood pressure(BP) variabili-
ty in OSA patients was investigated. The standard deviation (SD) and coefficient of variation (CV) of BP during day-
time and nighttime were assessed to estimate short-term BP variability. Methods Totally 143 subjects with newly-
diagnosed untreated OSA were categorized into three groups: subjects aged <60 years with untreated hypertension
(n="62) ; normotensive subjects aged<(60 years (n=38) ; and normotension subjects aged>>60 years (n=43). Twen-
ty four-hour BP was recorded after polysomnography. Results The SD of systolic or diastolic BP during daytime and
nighttime was significantly greater in hypertensives than in normotensives aged<(60 years (18.5 vs 10, 6mmHg, P<<
0.05,and 13. 8 vs 10, 6mmHg, P<<0. 05,daytime; 20.5 »s 12. 6mmHg, P<0.01 and 17. 8 »s 12, 6mmHg, P<0,01,
nighttime) , as was the CV of systolic or diastolic BP during daytime and nighttime (0, 119 »s 0. 078, P<C0. 01 and
0.139 »s 0,118, P<C0, 05,daytime; 0,137 »s 0.111, P<C0. 01 and 0. 195 vs 0. 177, P<C0. 01, nighttime) ; compared
to the group of normotensive aged>>60 years, the SD of systolic or diastolic BP variations during daytime and night-
time were higher in hypertensives (18.5 vs 13, 3mmHg, P<{0.05 and 13. 8 »s 10. 2mmHg, P<{0. 05, daytime; 20.5
vs 15, 2mmHg, P<{0. 01 and 17. 8 »s 14. 2mmHg, P<0. 01, nighttime) ,and as was the CV of systolic BP during
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daytime (0. 119 vs 0, 093, P<C0, 05) and systolic or diastolic BP during nighttime (0. 137 ws 0, 123, P<C0, 01 and
0.195 s 0,179, P<0.01). Daytime systolic BP CV was increased in normotensive elderly patients than in patients

aged<<60years (0, 093 vs 0. 078, P<0.05). As to the target organ damage, hypertensive group had higher rate than

the two normotensive groups (P<C0.05), and the elderly group had more target organ damage than the patients aged

< 60years (P<C0.05), Conclusion

Systemic hypertension is associated with a more severe exacerbation of short-

term variability and higher rate of target organ damage in the OSA patients.
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1 —HWARYE
HX 2% Ml (mmHg)
45 EBG AR/ B (kg/m®)

W4 E Fig 33

<60 ¥ EWMLEH 47.3 35/3 27. 2 126+4.3 78+2.7
<60 ¥ HIMEA 48.3 58/4 28.7 156+3.8°2 101+4.1"*

>60 FEEHMES 66.4 37/6 26.9 133+2.3 82+4.6

H.5<60FEFMEAME, " P<0.05;5>60 % IE % it E4 M 1,2 P<0. 05, * P<0, 01

%2 BREMLHE
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<60 FEXMMEH 45.748.3 30.443.3 6.5+2.4 94+1.4 9043.2
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