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[ ABSTRACT ] Aim To investigate the effect of obstructive seep apnea hypoventilation syndrome ( OSAHS) on the
morbidity of contrast-induced nephropathy ( CIN) in patients with coronary heart disease (CHD). Methods 110 pa-
tients were divided into CHD without OSAHS group (n =48) and CHD with OSAHS group (n =62) according to diaognos-
tic coronary angiography (CAG) and polysomnography (PSG). Before and after coronary angiography or percutaneous
coronary intervention (PCI), the level of serum creatinine was compared between the two groups.  The morbidity of CIN
was compared between the two groups. Results The difference of the level of serum creatinine was not statistically
significant between the two groups before coronary angiography (¢ = -0.733, P=0.465). The difference of the level of
serum creatinine was statistically significant between the two groups after coronary angiography or percutaneous coronary in-
tervention (¢t = —2.486, P=0.014; t= —-2.921, P=0.004). The morbidity of CIN was higher in CHD with OSAHS
group (x> =4.013, P =0.045). Conclusion OSAHS is a risk factor of CIN in patients with CHD.
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Table 1. Comparison of general clinical data in the two groups
moH CHD JC OSAHS #H(n=48)  CHD Jf OSAHS #4H(n =62) L HE X Pl
TR () 59.19 £7.33 51.66 7. 83 5.138 0. 000
B (H) 30(62.50% ) 50(80.65% ) 4.491 0. 034
BMI(kg/m?) 23.55 +2.24 27.58 +2.16 -9.564 0. 000
WA (5] 20(41.67% ) 36(58.06% ) 2.911 0.088
I () 29(60.42% ) 48(77.42% ) 3.724 0. 054
YEFI R (mL) 100. 48 +33.45 109. 44 +38. 89 -1.297 0. 198
JRZE (mmol/L) 5.23+1.15 5.49+1.32 -1.057 0.293
WLEF ( wmol/L) 66. 06 +8. 90 69.40 £11.75 -1.697 0. 093
PRI ((wmol/L) 281.02 +80. 11 294.16 +64. 87 -0.951 0.344
S JIE B ( mmol /1) 3.76 £0.96 4.79 +1.09 -5.136 0. 000
B =g (mmol/L) 1.49 +0. 82 2.50 +1.92 -3.725 0. 000
R NS 1 (mmol/L) 2.24 £0.74 3.18 £0. 82 -6.188 0. 000
hs-CRP(mg/L) 1.57 £1.26 1.79 +1.50 -0.826 0.411
B A B R (U/L) 30.19 +16. 12 36.26 +20. 19 —1.704 0. 091
BN (U/L) 26.13 +12.43 31.40 +16. 01 -1.947 0. 054
A EEEE W (U/L) 22.98 £7.49 24.95 £10. 18 -1.171 0.244
WML AR A (U/L) 65.94 £23.42 66.21 £16.73 -0.068 0. 946
NT-proBNP( ng/L) 164.29 +112.24 173.10 +139.95 -0.356 0.722
PCI 4 () 13(27.08% ) 19(30.65% ) 0. 166 0. 683
Gensini 1143 19.92 +£13.35 24.21 +12.28 -1.751 0. 083

1 SZ A& A (Bi) 22(45.83%) 25(40.32% )

2 ZIMAERRAE () 22(45.83%) 31(50.00% ) 0. 343° 0. 842

3 SZIMAERRAE () 4(8.33%) 6(9.68% )
a FRALEARBIIK 1 SO HAS 2 SZIMERAS 3 A HeAs R4 A M TA]
% 2. WHBRINKERFE SCr T (pmol/L)
Table 2. The level of serum creatinine before and after CAG in the two groups ( wmol/L)
| ERTT 48 h WWIEHE 1R WG 3 K t{H* P1{H
CHD JC OSAHS 4 67.94 +11. 47 71.08 +12.40 70.25 £12. 83 -1.126 0. 266
CHD Jf OSAHS 44 69. 88 +16. 28 77.52 £14.72 77.44 £12.77 —4.585 0. 000
t1H -0.733 —2.486 -2.921
P1a 0. 465 0.014 0. 004
a NG 3 K 5EA0 48 h WILEFE M his,
2.3 WAEEFBHERELER T W o®

v e
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OSAHS 41 4 f4i], CIN &= H 8.33% ,CHD Jf OSAHS
2H 14 11, CIN KRHA=Z Ny 22.58% , Hid] CIN KIRHEH
BAG 5L (x* =4.013,P =0.045; % 3) .

* 3. MABFHERERELR ()
Table 3. Comparison of CIN morbidity in the two groups

(cases)

4y W CIN 9k CIN Eit
CHD & OSAHS 41 4 44 48
CHD J OSAHS #H 14 48 62
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