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[Abstract] Objective
drome (OSAHS). Methods

sen as control group. The levels of SI00A12 and hs-CRP in the two groups were compared,and its relationship with those of ep-

To investigate the correlation and significance of SI00A12 with obstructive sleep apnea hypopnea syn-

Fifty-three patients with OSAHS were chosen as OSAHS group and 46 healthy volunteers were cho-

The scores
of ESS,BMI.AHI,L-SpO, ,hs-CRP and S100A12 in two groups were statistically significant (P<C0. 05). The severity of hs-CRP in
severe OSAHS group was significantly higher than that of mild OSAHS group (P<C0. 05). There was no significant difference in
hs-CRP between moderate OSAHS group and mild OSAHS group and severe group (P>0. 05). The level of SI00A12 in severe
OSAHS group was significantly higher than that of moderate OSAHS group and OSAHS mild group(P<C0. 05). The level of
S100A12 in moderate moderate group was significantly higher than that of mild group(P<C0. 01). hs-CRP was negatively correlated
with ESS and AHI (+=0. 822,0. 787, P<0. 01) , was positively correlated with L-SpO, (»=—0. 740, P<C0. 01) ,S100A12 was posi-
tively correlated with ESS and AHI (r=0. 707, P<{0. 01), and negatively correlated with ESS and AHI(»=0. 707, 0. 807, P<T
0.01) ,and negatively correlated with with L.-SpO, (= —0. 670, P<C0. 01). Conclusion S100A12 is associated with OSAHS. The
higher the severity of OSAHS, the higher the SI00A12 value, which can be used as a new predictor of cardiovascular disease risk in
OSAHS patients.
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415 n AR ) ESS(4H) BMI(kg/m?) AHIGK /B L-Sp0; (%) hs-CRP(mg/L) S100A12(ng/mlL)
i HE 41 46 46.83%8.04 4.2140. 81 23.5841.55 3.58+1.28 92.5943. 07 0.2740.93  99.26+14.74
OSAHS# 53 47.6449.63 8.19-0.57 25.1342.47  27.454+14.64  78.06+4. 62 0.94+0.28  134.104+14. 29
t —4. 140 —28.56 —3.666 —11.02 18.13 —15.43 —11.922

P 0. 661 0. 000 0. 000 0. 000 0. 000 0. 000 0. 000
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354 11 i, AL AR R Z S LS EE X (P>
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1.2 g5k (DR WFFE % 4 3500 & 5 F0iR iR o, 0 58
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ﬂ%ﬁﬁiﬂ?%(Es&@ﬁ%@%%ﬁﬁﬁ%%ﬁi&mm) - 15 11 4R
0 EE (M-SpO; ) | Je AR 1L 5048 A EE (L-Sp O, ) 5 12 W bk #E 4K 38
2 [ [ IR [ % 45 (American academy sleep medicine, AASM) [l
M B L AH O€ 35 440 ) 52 F 0 2014 4R R, (3 FE PSG 45 )5, F
JREBU kI 2 mL, FINA 2 80 Z 8% (EDTA) 3 4%
W BE  F 5 15 W I 3%, — 20 °C YK AR A7 K - ELISA 35 46 3 1in
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VB AL C 2 W & [ (hs-CRP) ,S100A12 /K,
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A 56 » PR A S 8] 04 4 G P 43 BT SR ) Pearson AH 36 230 BTk, A P<<
0.05 NERBHEIT¥E L.
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WBERTLG % & L (P>0.05); % 4 ESS,BMI, AHI, L-
SpO, .hs-CRP, SI00A12 L 2 R ¥ A K IT ¥ & XL (P <
0.05) . L 1,
2.2 RFEFEHERER OSAHS B % hs-CRP.S100A12 H %%
i OSAHS 4] hs-CRP {8 ] i 5 TR OSAHS 41, £ 54
Gt L (P<<0.05) ;1 BF OSAHS 41 hs-CRP {5 5& B4 |
EEHANEZERY LRI = E L (P>0.05); 5 4] SI00A12
HU B T A R AL, P EE 4] S100A12 = T4 4,3
A S A S FE X (P<<0.0D), L3k 2,

x2 22 b E & OSAHS B hs-CRP.S100A12

Lb#g (T £s)

OSAHS 41 n hs-CRP(mg/L) S100A12(ng/mlL)
L=y 12 0.73%0.01 117.69+5. 72°
alics 25 0.93%0. 27 132.2746.79%
HE 16 1.10£0. 31* 149. 26412, 00"
F 7.526 48.19

I3 0.001 0.000

@, P<C0. 01, 52 B 4] He A5 . P<C0. 01,3 41 22 1] % A bL 4

2.3 OSAHS i # Il if hs-CRP,S100A12 5 ESS, AHI, L-
SpO: MM HE4r Hr hs-CRP 5 ESS, AHI & IE M % (r =
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WiH
r P r P
ESS 0. 822 0. 000 0.707 0. 000
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L-SpO; —0. 740 0. 000 —0.670 0. 000
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