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O EFEBBSXTELE OSA B2 SI00A12 K FEH N

KoMK SV FERCFRE G ORAAFW,E B R A
(AR R F BN F oo ERFRAF  450000)

[HZE] BB KA EEES(NPPV) ;[ K ak IR o3 % 15 (OSA) & F & 75 45 4 4 % & S100A12
KRFB S ERREERGHHm, Fixk @®HZ2 % FRIBEREN(PSG) # % 2id & @i & Hrk o b f &
T P ok R R e B R R %o 0 4k OSA B % 78 B (32 B 37 B, P E A 41 40) 4 OSA 4, i bty i
BEERE A6 5] A 3T B, A AT & PSG 3547 & f ik S100A12,. 84 C BB & @ (hs-CRP) K F ;% 41 4] &
FE % OSA #45H NPPV L (n=23) & F & HF A (n=18), Bt 47 OSA 8 X 1 T . — M £ &35
%% .NPPV 4R # 48 NPPV 3477, % 75 3 A A J6 5% PSG 4§ 4% & d % S100A12,hs-CRP K. &R
OSA #1445 Epworth #¢ 8t ¥ & (ESS) #F 4. 4k Jl & 3§ 4 (BMD) | *F R 47 1% {1k 38 4 45 & (AHD . hs-CRP. & #
S100A12 K-F¥ & F 2t BB 40, FAK o B A8 A= B (L-SpO )& T B4, Bk 2 F ¥ A %t 3 & XL (P<
0.05), NPPV 203 77 )6 5 R 403 77 A1 &% HLig 57 434 75 J6 e 42 ESS #F £ . AHI, hs-CRP.S100A12 7 F 4% 94
2 F&,L-SpO, AR &, £2F A%+ 5EL(P<0.05), %4455 375 ESS 34 . BMI, AHI, L-SpO, .
hs-CRP.S100A12 K F 1%, £ F 4 A%+ F EL(P>0.05), &g A H L& 24 OSA %% ,NPPV F
BT IR 97 T B B K f & SI00A12 K, FF B8 o & k& 4 R,
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Effects of noninvasive positive pressure ventilation on SI00A12 level in simple OSA patients”
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Zhengzhou University s Zhengzhou, Henan 450000, China)

[Abstract] Objective To explore the effects of noninvasive positive pressure ventilation (NPPV) on se-
rum Calcium-binding protein SI00A12 level and cardiovascular disease risk in patients with obstructive sleep
apnea (OSA). Methods 78 simple OSA patients excluding cardiovascular and cerebrovascular diseases,endo-
crine diseases,infections and other diseases diagnosed by polysomnography were recruited as the OSA group
(37 cases of mild OSA and 41 cases of moderate and severe OSA),46 healthy subjects were recruited as the
control group. PSG monitoring index and serum S100A12, hypersensitive C-reactive protein (hs-CRP) level of
the two groups were compared. 41 patients with moderate and severe simple OSA were divided into the NPPV
group (n=23) and the conventional treatment group (n=18),Both group was conducted OSA related health
education and general life guidance,etc,the NPPV group was treated with NPPV at the same time. Re-exami-
nation was conducted after 3 months of the treatment. Results The Epworth sleepiness score (ESS), body
mass index (BMI) ,apnea hyponea index (AHID) ,hs-CRP,serum S100A12 levels in the OSA group were higher
while the L-SpO, is lower than those in the control group (P<C0. 05). After NPPV therapy,the ESS, AHI, hs-
CRP and S100A12 levels of the NPPV group decreased comparing with before treatment in the NPPV group
and after treatment in the conventional group,while L-SpQ; increased significantly (P<C0. 05). And there was
no statistically significant difference in these factors before and after treatment in the conventional group (P>
0. 05). Conclusion For simple OSA patients without complications,early intervention of NPPV treatment can
obviously reduce serum S100A12 level,reduce the risk of cardiovascular disease.
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RH. 2 P e IR I % %5 {55 (obstructive sleep apnea,
OSAD J&—Fft 5 UL 14 I B 952 05 1 5 » 4 il 4 1] ke 4
S W W A5, AT | kS BN e L e 0 R R
S50 R m UM O B S EA
STO0A12 S & BLAY O MLAE S 5000 D 5 AT 53000
I BRI 1) & A RS B AR L e MY . JE B IE TR
S (noninvasive positive pressure ventilation, NPPV) & H1
3 B 2E 1 B B P R BT 45 G E 2% 5 iE Cobstructive
sleep apnea-hypopnea syndrome, OSAHS) i & 1 3£ 1Y
RIT 5k B A T B AR R A IS UL A L
%X NPPV 5% MG 7 OSA & |5 i S100A12
KA o L5 2 AR 0 I AR R T R A XU
FEIE NPPV (367501 .

1 #EREHEE

1.1 — %k B 201541 HE 201841 AN
FTBFAE AR B AR 15 0 = 47 22 S 36 Bl B 15 0 ( polysom-
nography,PSG) #fi2 5 OSA F-HE B W 47 B8 FR 5 5
L 50 9 o 7 3 By i I 657 9 2 W J 2 A R
g b eE L L IS L XU Bl PR R . A M A 1B
Bl S E BN, HE 3 AN AL . TR
AR 78 il B Al OSA B3 (R 37 ], vh 41
) Ay OSA 2., o 55 56 i, 2o 22 {5 4F %
(35.00--4.89) % . ¥4 [ 91 76 A s I T 5 F 22
PSG g Ml HEBR OSA #y 46 {51 {g 535 2 & 1 o B4
Forr 55 30 . 4 16 3] 5 AF % (35. 023,600 % . WA
XFRAE WS M HEH 22 S TSI L (P>>0.05).,
TR A1 ) B 4l OSA 3% 2 NPPV 45 (23
i) Ko BIE 7 41 (18 4] . NPPV 4 55 18 4, % 5
] AR (34, 003, 87) & s W MIRYT P B 14 4. &
4B AEWE (35, 17 £5.57) %, P 4 B 35 AR % 1R B
BLES G FE L (P>0.05), W48 &Y #EtT
OSA HH K it e & 30— M A 16 48 3 2, NPPV 41 [ 15
JnF NPPV 3597 .

1.2 J5

12,1 F4sds A R 500 4 800 & 5 & (m) Al
AT i (kg) , I 7H 534K BT 5 45 3 (body mass index,
BMD ., W4 X R A17 8 E 2 /0 7 h B AR W0 L 10 S B
MR IR 1 87 5= K 8 < $8 2 Capnea hypopnea index.
AHD | eI i 54 A BE (L-SpO, ) 512 Wi bk AR 35 5
[ IR & %% 2 ( American academy sleep medicine,
AASM ) B HR e FCAH ¢ 04 ) 332 W} 2013 4FE it 1
PSG Wil &5 5 T R b OB bk i 2 L, JH A7
L v LR (CEDTA) il 45 Wi 4 - 157 8 1] i Wit o
T —20 CUKFIAFIC ELISA B A 1L S100A12
IR A g 5 T X E i 1 E BT A bR AS 1L R R C
J< W % 1 (hypersensitive C-reactive protein, hs-
CRP). OSA HZBIT 3 M AJGEE L F W p 2.
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1.2.2 NPPV Y7 5kt NPPV 411 23 il i &
HEAT OSA KWW HLIG ST AR SRR 2LE S5 il A 3
2 1 FEE I HL(AUTO-CPAP) 2~3 B , 4 M K F 5%
ST 4 bl HGE Y AUTO-CPAP B4l . 88 )5 R 47
W (C>T7 bR 2. R 5 B B dk s AU-
TO-CPAP {87 . i i 16 Fa o€ Ja i B th B AUTO-
CPAP 3897 &b J7 - B e SR A ML & £ AUTO-CPAP
BT . E I TR 2% K BERE U $E 2 NPPV BT I
SR R IR B L R AL ik SR O B o
(PEANIC IR YT TG O B B IA 7 I [A] K T e %5 T 4 h,
B JH BRI 5 WO WIBR AT A MR e 1 .
A WL B 17 (B3R T R AR
1.2.3 f@REEHN - MAETERES B A5
BT R AR S 25 Wy o 00 B A7 B RS, 0 o R A L, 5 TR
WEhEHIT 1 H 3B AL T 5 KA SR
B8 Bk 1~2 h,
1.3 Siitsfhb s SR SPSS17. 0 G it 1 f4F k17 %k
P M AT R DL T s TR AR U RCR D ¢ K
AFFA TEAS 50 A B SR Bk RIS 500 5 31850 9 R DA 43 R
P UM LR ° K. DL P<<0.05 HZEFH S
ES-9'E
2 & ES
2.1 OSA 45X MAAH TR LbEE PN 4 Ep-
worth FE [ 5 3% (ESS) £ 43 . BMI, AHI, L-SpO, . hs-
CRP.S100A12 KV o882, 22 5 A Gi it 3 L (P<<
0.05), L% 1.

x1 OSA H5 X BAMEXIEIRIL R (T L5)

WiH OSAH»H=78)  XJMELH (n=46) t P
ESSUP 6.5341. 28 2.114:0.92  —20.498 0.000
BMI(kg/m?) 25.1342.47 23.5841.55 —3.666 0.000
AHIGR/ /NP 27.45+14. 64 3.5841.28 11.020 0. 000
L-SpOs (%) 78. 0644, 62 92.59+43.07 18.130 0.000
hs-CRP(mg/ L) 0. 94740, 28 0.2740.93  —15.430 0.000
S100A12(ng/mL) 134.10+14. 29 99.264+14.74  —11.922 0.000

2.2 EHUGITH K NPPV 4AH 48 bR L JBITET
W4l BB % ESS 4. BMI, AHI. L-SpO, . hs-CRP.
S100A12 K He B, 22 F B g2 B L (P=>0. 05),
W3 2, NPPV 41 BMLIGYT GBI IT a0 B R H 2= R
TGt L (P>0.05); ESS ¥4, AHI, hs-CRP,
S100A12 7K P38 37 97 /i B T B L-SpO, 3R J7 1l
BTk, 22 R A G L (P<<0.05), #HLIA
PG Y7 )5 ESS ¥4y .BMI, AHI, L-SpO, . hs-CRP.,
SI00A12 JKF5iRIr AT b, Z R B G it ¥4 B X
(P>0.05), 5% ¥ HiR)7 )5 L, NPPV 4134
57 5 ESS $E4> . AHI, L-SpO, . SI00A12 7k 3 ¥y ] B
TR, L-SpO, Bl F i, 2 R WA %1% 8 L (P<
0.05), W3 3,



FTRES 201904 9 A% 48 K% 17 1

2969

®2 EHIRITAR NPPV AR T & TE AR L& (T s)

4 BMI(kg/m?) ESS AHIQK /7N L-SpO; (%) hs-CRP(mg/L)  S100A12(ng/mL)
WG 4 29.9943. 61 5.89-+1.83 27.6647.32 75.8947. 51 4.26+1.41 131.8148. 05
NPPV 4] 30. 72743, 07 6.1742. 00 30.7243.07 77.66£6. 04 3.9141.02 131.6248. 58
1 —0. 860 —0. 690 —0.015 —1.026 1.121 0.089
i 0.393 0.491 0.98 0.309 0.270 0.929
=3 NPPV A5 EMEF AT EETEMRILE (TLy)
NPPV % H R YT U

i H

TRYTHI RITIE t P IRYITHI BIT A t p
BMI(kg/m?) 30.7243.07 29.2743.48 1.680  0.090 29.9943. 61 30.47£3.38  —0.580 0.560
ESS 6.1742.00 2.7641. 27¢ 7.753  0.000 5.8941.83 5.7242.11 0.358 0.721
AHIGK / /NP 27.69+6. 86 2.6640. 742 19. 530 0. 000 27.67+7.32 28.5945.70 —0.598 0.551
L-SpO, (%) 77.666. 04 91.86+2.63* —11.619  0.000 75.8947. 51 77.1945.53  —0.840 0.404
hs-CRP(mg/L) 3.9141. 02 0.4340.12¢  18.284  0.000 4.2641. 41 3.7641. 23 1.617 0.110
S100A12(ng/mL)  131.62+38.58 88.9745.86%  22.100  0.000 1.3248.05 1.284+9.66 1.630 0.108

©: P<C0. 01, 5 % BLIAYT 46T o L
3 i it W IR 7 45 S B AR, B & OSA 3 19 AHT FEAIG, Lo

OSA 2 7 Rl 0% 1 18] s 52 7% A= 38 73 80 5¢ 4 E BE
FE 5| ) I A AR 4L I R Bl TR IR 3 5 % R 4
B RN SO AR AR I IS P B A8 1 S AL A AT g | R
— RN RIES . WATIRFWEFEIESE  OSA 55609
(& EAFTERI SC S . MAEKAWA 257 & 3L, OSA
AR BB O e 1 AR X B PR R AR R Y 1. 2~6. 9
£ ,35 % ~40 %5005 B F AHI>10 /43, OSA
L A IO 7 0 2 ST F B PR

ST00A12 & — 45 45 & 8 H - HoK 7856 O i 8
A R ) DUYE T R A AN AT R R 5 S R
24 29 35 R TS 4% A A A IR -, 3 SORI o i Bl fk ok A
A BT 8 18 h R FH0IM 5 o o K i ™ B JBE 14 20 ST AR
O . 2 TRORASE B T A WF 5 GIE 92, hs-CRP J&
A 078 52 5 AR ok i 2 50 0 o0 LB I 0
WUREBE | Jigi A< o 45 1 5 2000 57 B0 B 5~ . SATTO
SEUEE 652 {3l 1 A e 14 Seb IR B Ik o 4 e A 1 e i
I3 BN . STO0AT2 JKF- i 1 A8 5 R A A RO I A8 34
PR MR B 8, 75 S100A12 K5 CRP KE 2
IEAIE, . S100A12 5 hs-CRP ¥ 8] LAAE N 56 O
o 1) SR T DR ARSI OSA B35 HERR
O M SRS L P a3 WA S B A T RE T AR
ST00A12 7Ky HoAt — VI » ¥ g B4l OSA B4,
5 g R AR K 3 T S100A12 J hs-CRP 7K P i# 17 Lk
B3 H OSA % 175 S100A12, hs-CRP 7K - B &
o TR RAS 2, AT OSA H 35 18 U0 I 45 5 1Y
JRURS: 8 T fedt e o

NPPV BEFEMR OSAHS 85 1Y FAE Ty . ' HFr
B ARE SR IE A RS B RE B 2E SR AT B

SpO. B FFm . B B 5T UE S, XA IR0 i 45 5
W) OSA B35, 259 BA NPPV G IT I RBOR I T 5
AR5 YIR YT S AT O LB I | O B R R R A R TR O
AT SRR T JE A AE A L4l OSA B H
NPPV j& 97 BE 75 R A 100 I 78 92 9 2 A XU - 1F 5%
B, A BESE H 4 NPPV JA Y7 (9 4 OSA B %
S100A12 Jz hs-CRP 7K V-0 W K [ . 1M 8 #LIiR 97 19
BH A TS bR G B B AR 1 3278 NPPV 597 1] B I
OSA B350 I8 9% 96 & A AU

25 B RTIR , OSA & —Fl 4 B PR . 5.0 1 48 9%
5 R VIRR DG & 38 3k X M0 STOOAL2 (% 46 I AT $5 410 1fn.
PR KA KB NPPV SR 7 Al fifi STO0AT12 T [ ik
A OSA fB35 Kok & A O i 8 9 0 1 RIS » X 42
OSA B FH AN A EEE X,
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