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[ ABSTRACT] Aim To investigate the effect of obstructive sleep apnea syndrome ( OSAS) on peripheral blood Clq
level in patients with unstable angina pectoris (UAP) and its correlation with platelet aggregation rate (PAR) after percu-
taneous coronary intervention ( PCI). Methods 182 patients with UAP who underwent PCI treatment in Beijing
Anzhen Hospital from July 2018 to July 2019 were continuously selected.  All patients underwent polysomnography.  Pa-
tients with apnea hypopnea index (AHI) =15 were taken as the OSAS group (n=92), and patients with AHI<15 were
taken as the control group (n=90). Serum Clq level and adenosine diphosphate induced PAR were detected.  The re-
lationship between AHI, serum Clq and PAR was analyzed. Results The serum Clq level in OSAS group was signif-
icantly higher than that in control group (176.00 (174.28, 189.26) mg/L vs 174.50 (167.15, 180.76) mg/L, P=
0.030). One month after PCI, PAR in OSAS group was significantly higher than that in control group ((51.36% =
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19.34% ) vs (42.56% +22.23% ), P=0.007).

positively correlated with PAR (r=0.219, P=0.003; r=0.634, P<0.001).

Spearman correlation analysis showed that AHI and serum Clq were

Multivariable linear regression analysis

showed that AHI and serum Clq were independent factors influencing the increase of PAR after PCI (P =0.036; P<

0.001).

Conclusions  Serum Clq is significantly increased in UAP patients with OSAS.

AHI and Clq are the in-

fluencing factors of high platelet reactivity in UAP patients with OSAS one month after PCI.
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Table 1. Comparison of baseline data between control group and OSAS group

WiH X HEZ (n=90) OSAS 4 (n=92) Pia
8. V84 60.19+9. 41 61.19+8.29 0.565
B[ B(%) ] 66(73.33) 72(78.26) 0.325
BML/ ( kg/m?) 24.69(24.02,25.82) 25.86(25.32,26.74) 0.036
WEAE /[ # (% ) ]
1R IR S 54(60.00) 66(71.74) 0.041
7o g e B 31(34.44) 47(51.09) 0.010
B IR I 23(25.56) 31(33.70) 0.211
L JIURESE 7(7.78) 4(4.35) 0.324
A 7(7.78) 7(7.61) 0.965
WA 35(38.89) 26(28.26) 0.096
HHML/[(BI(%) ]
ACEL/ARB 34(37.78) 41(44.57) 0.297
6 2 - FE 4T 14(15.56) 18(19.57) 0.457
H R 26(28.89) 31(33.70) 0.447
B 2 B 7 14(15.56) 17(18.48) 0.584
T2 90(100.00) 92(100.00) 1..000
JO 2R AN i 751 89(98.89) 89(96.74) 0. 166
G 0 28
AHL/ (/) 6.70(5.53,7.69) 21.90(22.91,27.32) <0. 001
ODL/ (¥%/h) 8.40(6.74,9.84) 23.50(23.69,28.70) <0. 001
S 8a0,/% 94.00(93.23,94.05) 93.00(92.24,93.13) 0.021
A Sa0,/% 87.00(85.34,87.64) 83.00(79.71,82.82) <0. 001
TR E A
MErEH/ (g/L) 143.30+15. 82 141.60+10. 97 0.631
TiL/MR/ (x10° L) 227.00(215.01,249.50) 215.00(209.77,238.83) 0.954
H it =5/ (mmol/L) 1.13(1.12,1.60) 1.34(1.27,1.58) 0.053
S E B/ (mmol/1L) 4.45+1.09 3.96%1.00 0. 640
HDLC/( mmol/L) 1.19(1.12,1.32) 1.09(1.05,1.19) 0.028
LDLC/ ( mmol/L) 2.69+0. 87 2.30+0. 80 0.782
WL/ ((wmol /L) 67.20(64.51,71.55) 71.40(68.43,75.32) 0.091
eGFR/[ mL/(min - 1.73 m?) ] 100.57(93.09,100.97) 95.94(90.41,97.17) 0.026
C R F/ (mg/L) 1.40(1.39,4.62) 1.84(2.58,4.86) 0.018
PAR/% 48.17(32.80,47.57) 50.14(39.64,51.99) 0.283
Clg/(mg/L) 174.50(167.15,180.76) 176.00(174.28 ,189.26) 0.030
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Figure 3. Correlation analysis between
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Table 2. Multivariable linear regression analysis
of PAR after PCI

GUSTY B P1E

BMI 0.015 0.824
o5 UL -0. 070 0.302
1o i I A SR 0.036 0.591
AHI 0.144 0.036
HDLC 0.048 0.485
eGFR -0. 005 0.943
C R H 0.005 0.947
Clq 0.641 <0. 001
3 3 i’

AWFEERTT T 0SAS X UAP & il Clq /K
SR S S i PAR RO CME, BFSE 45 50



CN 43-1262/R " [E S fikalifb 4 it 2021 455 29 55 11 959

7, ST IR AR L UAP 53 OSAS Fl H 3 1 3
Clq K 2 TH i, BV PCT RJG 1 4 H PAR,
OSAS B #H 1 PAR #m, H 5 1MW Clq K FRAIE
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