.34 .

South China Joumnal of Cardiovascular Diseases, January 2016, Vol 22, No 1

doi ; 10.3969/].issn.1007-9688.2016.01.09 . .i/b\

P MG PP I A5l SR SRR R BB 1T B
TEARBH BRI ATGTT B 7 RO i

F E£.45 R
(REFTE_ARERSHA—H, Wil &£ 644000)
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Effect of obstructive sleep apnea hypopnea syndrome on clinical outcome of patients with coronary artery

disease undergoing percutaneous coronary intervention
LI Kui, YU Dan

(Department I of Vasculocardiology, The Second People’s Hospital of Yibin City, Yi-Bin, Sichuan 644000,

China)

Abstract ;: Objectives To explore the effects of obstructive sleep apnea hypopnea syndrome (OSAHS) on the outcomes

of patients with coronary artery disease (CAD) undergoing percutaneous coronary intervention (PCI). Methods

Totally 173 CAD patients after PCI were selected and divided into OSAHS group and non-OSAHS group according to
the results of polysomnographic examination. The patients were followed up for 30 months after PCI. Baseline clinical
data, incidence of major adverse cardiac events (MACE) were compared and risk factors for MACE were screened.
Correlations between apnea-hypopnea index (AHI) and luminal loss were analyzed. Results Baseline data analysis
showed that the constituent ratio of male, body mass index and incidence of MACE in OSAHS group were significantly
higher than those in non-OSAHS group (P<0.05),but occurring duration of MACE was obviously lower than that in
non-0SAHS group (P<0.05). Cox regression analysis showed that OSAHS, male and low-density lipoprotein cholesterol

(LDL-C) were risk factors of MACE (P<0.05). Correlation analysis showed that AHI was closely associated with

luminal loss after stenting (P<0.05). Conclusions OSAHS may be one of the factors causing in-stent restenosis in

patients after PCI.

Key words: coronary artery disease; obstructive sleep apnea hypopnea syndrome; apnea-hypopnea index; COX

regression analysis; in-stent restenosis
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(11.4~1.6) IX/h, s AKX M AW E R 78% (71%~
84%) ;E OSAHS 4 105 f, S5 (51.3+5.1) %,
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RE A B 52 R s Rk s B E A, Ho 19 Bl B
RSB E (BREXBERNERE 146,k
FBAE 5 4)) ,dE OSAHS £H 105 FilFEF 30 A, 0
TEHERRTE 4 ], & A0 WUESE 3 B, 5008 22 6
H 34 BB N EZ AR K EREE, 21 B
HIER PR ERE (BEXRNERE 13 §,



- 36 -

South China Joumnal of Cardiavascular Diseases, January 2016, Vol 22, No 1

%1 OSAHS 253k OSAHS A Tie KT i RIS &

[n;Xxs; M(Pys~Ps) ]

o (B /A) RE4ER/$ RIS BMI/kg-m? W% E/mm Hg #F7E/mm Hg 2 1% /mmol- L TC/mmol - L-!

3k OSAHS #H 78/27 51.3%5.1 25.2+3.2 140+21 93+14 4.7+0.7 4.3+0.8

OSAHS 4 60/8 50.2+4.3 27.9+3.4 141212 98+16 4.8+0.4 4.5£0.8

PE 0.03 0.07 0.00 0.72 0.23 0.57 0.13

f 5 TG/mmol - L' LDL-C/mmol+L" HDL-C/mmot-L"! A EHE *EIE'D@%@* REERL MRS
T/ B RBTE/h Te/ A (OB /O ESE /FET)

dE OSAHS 4 2.0+1.6 2.420.7 1.2+0.4 96/9 21.0 (12.5~26.0) 76/29(22/3/4)

OSAHS# 2.4£2.0 2.620.6 1.1£0.3 64/4 14.0(10.5~17.5) 35/33(29/1/3)

PE 0.12 0.74 0.07 0.512 0.00 0.005

7.1 mm Hg=0.133 kPa
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BRTIEOSAHS H, MR /G EZLMEFHE X
BYEJE R /NFIE OSAHS 4, ZRFHITFE X
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¥, BAHEEE (totally cholesterol, TC), =Bt H i
(triglyceride, TG) A% RE 2 F AH & BE (low density
lipoprotein—cholesterol , LDL-C) . &= % E8ZE HH
[EBE (high density lipoprotein—cholesterol , HDL-C)
B, ZR TG THFE L(P>0.05) ,F 1LE 1,
23 FEOLMEFHRENSHRESNER

173 B8 3% PCLIRYT I ILH 62 Bl REI M
MEER T EFEOMEFH, UREREFELCM
BHEM(R="1",%H=0") & H kA0t &K FH &
'/, LI 4E I BMI 48 L &F 9K K TC TG,
LDL-C HDL-C, I##E<HRK N B ZR5I A COX
EAMR B T &, S REW PCLIRIT R EE L
M EHE A BIfER R R A 0SAHS B4 LDL-C,
R 2,

x2 FEOMEFEHRENSERSHF(COX EH)ER

E B-RH FEXT AL 95%Cl P&
OSAHS 0.78 2.18 1.31~3.62  <0.01
B 1.05 2.85 1.13~7.14  <0.05
LDL-C 0.51 1.66 1.10~2.49  <0.05
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P=0.012),

3 3t

SO B E WL O IR A8 Z — ,PCL IR YT
2 BT YOS ORIR S KR B R T 2 —
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= ,0SAHS B B &ML, HERRHEL
FESEBIES S ZRELR, 54, 0SAHS
BAERIE K E A BG4 M
Z, M EE BN, B AE % TE B I VB = B IR A 112
MZAREEZNETERZE, BORERSE
BHE, XEFERFZHMANT PCIIGITE IR KRH
M, B2 ,08AHS BROMBERELEMEER
E MREEZPCABIFE ISR AEMNEERE, &
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JEHEBAFI ST, R K S ERETEN, #XT
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