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M E:. BRI OSAHS 1B Y7 T /5 MMP-9 | FFA 1y 78 fb B W W 25 AL 45 2, Je IR i 5 4
B K i B B RH OGRS W 9T OSAHS 5 % F& B K 50 1L SR L A 23 I B B G Bk 2 4R A OGO .
FiE XS0 B AT A 9 A A 1F Y B OSAHS B3 7E E 47 CPAP IR 97 1 S i6 97 /5 6 A~ PSG il i Jf:
BV R A T I E MMP-9 | FFA J G PR 8 B I g PY 3T ( TG | TCH | HDL | LDL ) , 3F fif A 5¢ It
B.oER OOSAHS B K AT 5 W W Z AL 48 B ( AHL) T R, 5 R AT L B A & it % & X
(P <0.01),BACIMAIMAE(CSO,) LA, SARMEEAHRITFEL(P <0.05), @ OSAHS
BEIITIE MMP-9 K FBIGIF R A it B X (P <0.01) . FFA K-FEIRITHTA S it 2 B X
(P <0.01), ® OSAHS & # A Y7 J5 TG ,TCH \LDL {4 F F% , HDL {f I 7t , iﬁfﬂ‘ﬁuﬁjﬁéﬁﬁ“j’—
(P <0.01), &it A+ % IF JE 8 K ( continuous positive airway pressure , CPAP ) J4 J7 OSAHS ﬁf
PLBEAR MMP-9 5 FFA [ 7K 7, B 20K AR OSAHS Jir 2 48 0 2 B K o0 I 8 5% 9 19 K 4 o
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Changes of MMP -9 and FFA levels in OSAHS
patients before and after CPAP treatment

FENG Xiao - hui , XIAO Xu - ping , WANG Ji - hua , et al.
( Department of Otolaryngology , the First Affiliated Hospital , Hunan Normal University , Changsha 410005 , Chi-

na )

Abstract :  Objective  To study the relativity between the serum levels of matrix metalloproteinase ( MMP -
9), FFA and apnea-hypopnea index ( AHI ) , minimum oxygen saturation ( SO, ), blood lipids in OSAHS
patients before and after continuous positwe airawy pressure ( CPAP ) treatment to present evidences for assessment
of OSAHS and its relativity with cardiovascular and endocrine diseases. Methods  Before CPAP treatment , PSG
was monitored and the serum levels of MMP-9 | FFA and four lipids ( TG, TCH, HDL, LDL) were determined
in 50 patients with severe OSAHS. The above - mentioned parameters were retested 6 months after treatment and
compared with those before treatment. Results  After treatment , the AHI got reduced ( P <0.01) and SO,
increased ( P <0.05). The serum levels of MMP-9 and FFA after treatment ( 88.07 £ 13.57 ug/ml,
0.71 £0.22mmol /1) were significantly lowered than those before treatment ( 123 .09 +39. 03 ug/ ml ,
0.87+0.23 mmol/1) ( P <0.01) respectively. Serum levels of TG, TCH, LDL after treatment were
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also lower than those before treatment ( P < 0. 01 ) while that of HDL got increased.

Conclusion CPAP

treatment can reduce serum levels of MMP-9 and FFA in OSAHS patients , therefore effectively reduce OSAHS -

induced inflammatory reaction and the incidence of cardiovascular disease .

Key words : Obstructive sleep apnea hypopnea syndrome ; Matrix metalloprotenase -9 ; Free fatty acid ; Contin-

uous positive pressure airway ventilation

BH JE 1k ME IR PR W 45 IR L A
( obstructive sleep apnea and hypopnea syndrome ,
OSAHS ) J& — Ff % UL By B 8RR PR 0 B2 65 P 9
Wi o 5l OSAHS 25 [ 2 i T I <l f#
vl 45 B4 PR AR L BHL B 0 A S SO RS E IR AT
K LW 46 RE gk ko BE IR PO R Kk R
b CTE BB A R A AR AR e DA TS EE]
PP IR SR R R AL AE B R, S B 2 ) g
W L M I WU R ¥ B 28 . OSAHS TE B HiR
o R B A R R sk af
T A A S R0, Tk L/ P R R
O A KRB R R BOR S B R
MRAEN TR RE, EREREAE-9
( matrix metalloproteinase , MMP -9 ) A] fE & 7 &
OSAHS /0 ift % 400 F M Z W RIEH H. HIN
Hh 2 E TR R A 8 o P OSAHS /Y #F 78 1 & &
IESE T MMP-9 5 OSAHS f9 6k 4 45 0 A H 4%
3k &2 [ MMP-9 8 R Gk, 8 E
R (IR ) B I ot A 35 L 45 0 i A8 0 0
YIAH ¢ o i 5 Ui &5 B8 Wi B2 ( free fatty acid ,
FFA) J2& 45 4R 5 AL 9 JIg 105 B2 , FFA K7 B &
T 2 bR 5 WAL B RIRE A L 1 =
% A0 300 (& FFA 2 5 i i i
Bl S R Kl LA B Y B B AR O
AR — L W BE I R ER T . B fE OSAHS
Ja A R AR S O RORE 1 A N Kk R
o, X b A L, K L R 2
A REE— B R R B 5T 58 i X OSAHS
HARIT AT S5 MMP-9 [ FFA [ K F 28 4k, o
FH 5 HIF 5T 35 36 i PR K 45

1 WRE5FE

1.1

XF g A
WEHL 2008 4E 4 H ~2009 4F 8 H Wiy
Ui 0 K 2 55 — B R S B B B WA 0k Sk #5046 B
fE B¢ 55 P 5 E OSAHS 35 50 i, 7036 97 1
HFIGIT I . B ik B ¥ AT PSG IR, I

W 2009 48 2 J] ( rp A2 B Bk Sk 35150 B o
23 WH W 23 21 ) i B2 W AR BE R e 1 R
gy 9% bR e, BIDOBE BRI R 4 AR 0l RS A
>30 K/ h F g G AR M R < 65 % 45 AR
LW IR I HE B S0 M R g I AR 4E ik K
PEOR T E S S RE A 4, A TR
I HEBR P 2 W AL A R e PR BT B 4k Kk
PR LA L I s Kl BRI g% R
I HE B R Hr 8 E AT MH OSSN BHIR T A .
HK & BB LRIy EESR
(P >0.05), 50 FEFEHFERB(42.12
+7.22) % (K E 4 % (BML) % # h
(28.62 +£3.63)kg/m*, Frf Akxtg &
WA R, ML E R, W, HES B
7 TE F 5t B JR 5 Maller 3K 5 | CT B R W &
WESE FREREEX CBEREXK KA., AL
B E YA T $F 22 A E 1F JE ( Continous positive air-
way pressure , CPAP) 36 J7 o Jf 7E 16 J7 0T M2 1R
JPJE 6 A 47 PSG M I RN 4k &5 MRl v A
MMP -9 | FFA J il g 4 5 .
1.2 1§ FFA (MMP-9 A1 ifi fig P9 35 4 U
Z i H T CPAP (B X CPAP 47 7 h £
2L 6 A~ H KA, 36 97 {X R A1 CURATIVE 4
i ST-33 XK F Jg B M W Hll , CPAP il < 4%
& IPAP WE S JE /7 4 ~ 33 cmH, O , EPAP I 5
JE 4 ~20 emH, 0, CPAP 4 ~20 cmH, O , I I}t
WA S ~ 50 W/ min) 3G 97 0T KR IT 6
JELAE 12 h 5, TIWHER T B4l BT
FEpkI 3 ml 3 £, %R E 30 min fif H B
@, 4% )5 1000 r/min, & .0> 10 min, W B I
o Hob 1 4y ok S A B L E o R E
e (TC) Hh =g (TG) v % JE 5 & H
( HDL ) , LDL Hy Friedwald ( mg/dl) 23 23K H :
IDL =TC - HDL - TG/5 iI% . 1 )y % A Ik
kI E FRA , B % N7E 24 h Z N8 4E, B
AR = 20C FF e, N E R DR e 6 1% 3R
% B [F b & /K 22 RANDOX Laboratories 2 & 4=
PR LA - T5°C KA AR, B — G
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1 A0 5 o B BRI R I 3 MMP -9, A\ MMP-9
ELISA i 5 & 3¢ [# Cell signaling 2\ @] A= 7=
1.3 gGit2orik

I SPSS16. 0 48 it 8 1F X 52 5 2 4 ik
fraeit o e o MR 97 TS — e R BE R M
BB DY I HE AT AT ¢ K 5 5 X IR T AT S
MMP-9 FI FFA 347 Bd Xt ¢ K& % 5 MMP-9 i
FFA 5 AHI [ LSPO, % ifi fg /U 3 B9 56 & , >k M
Z oo [l 9 43 #r; FFA 5 MMP-9 k& & &k H
Pearson HZk HH X M. P <0.05 HF % it

AL S
M,

2.1 SE K AR

OSAHS 3% 0% 0 25 L 45 % ( AHL) f % 1M
S E (LSPO2) K i IR &K A M P-9
( MMP -9 ) Ji7 & Jig W5 1 ( FFA ) 1o fig 4 350 ( TG /
TC/HDL/LDL) 34 J7 J& 5 i /7 | ko & 2%
(P<0.01)AGIF#REX(F1,2),

&1 AHI LSPO, \MMP-9 J FFA fEJRJ7 AT 53697 6 T HHE (2 = 5)

il 181%k AHI(¥%/h) LSPO, (% ) MMP-9 ( pg/ml) FFA ( mmol/1) BMI(kg/m?)
BT 50 56.70 +11.81 58.02 +14.42 123.09 £39.03 0.87 £0.23 28.62 +3.63
HITE 50 8.01 £3.73 89.28 +2.42 88.07 +13.57 0.71 £0.22 27.24 £3.51
¢ 39.618 -16.247 7.788 6.015 0.367
P1E <0.01 <0.05 <0.01 <0.01 >0.05
x2 RITETSIEIT 6 AT B MM ( TG/ TC/HDL/IDL) (% + 5 )
G| kA TG TC HDL LDL
YEFTHT 50 2.88 1.6l 5.54 +1.06 0.92 £0.32 4.39£2.10
BITIE 50 1.87 £1.02 4.41 £0.93 1.125 +0.24 2.98 £0.56
¢ 6.967 6.747 -7.766 9.935
P{a <0.01 <0.01 <0.01 <0.01

2.2 MMP-9  FFA &5 AHI ., LSPO, J% Ifi j% 4
T 1 A 2
#1240 7 i % OSAHS & # v MMP-9 &

AHI | TG & 1F # ¢, MMP-9 5 LSPO, . HDL £
Al ¢ ; FFA 5 AHI | TG £ IE # 3¢, FFA 5
LSPO, \HDL 2 AH& (£ 3)

&3 MMP-9 FFA 5 AHI LSPO, K Ifi fig 4 50 A AH & Pk L %2

AHI LSPO, TG TC HDL LDL
r P r P r r P r P r P
MMP-9 0.55 0.01 -0.58 0.01 0.46 0.00 0.23 0.47 -0.26 0.30 0.15 0.13
FFA 0.45 0.01 -0.51 0.01 0.64 0.00 0.20 0.78 -0.38 0.00 0.50 0.15
2. 3 FFA Fil MMP-9 A 3¢ 4 FFA (( X') Xt MMP -9 ('Y ) 4 [o] 19 J7 & O -

¥ FFA F1I MMP-9 19 ¥ B2 M8 H £k 41 56 43
Bro BB W & Z A HLKR, IFEIE A
¥, Pearson HH X 2% =0.641, P <0.01

Y =26.860 +110.534X .4 FKI
F

’

=33.401,P=0.000; %t % ,

t =5.779, P =0.000, WA 1,
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BH € M BE AR PF WO 4 IR G R LR AR
( OSAHS ) J& — A~ 3l fF E M 4, 76 A B
(g % A R GK 5% ~ 15% ", ¥ i 47 6 2
BRI OSAHS & A 23.82% &
It B pE O BE R . B 5D A R R &
Az RO BE R B YDA o6 . OSAHS & 2 1 )
MAMOSBREMEKI R P H FREALAHEN
Bz, qn e EB UL P (AL 4G A L) B OBE R A,
ifi 51 A b I TE dE OE B Bk A B A ZE
S HOR E A/ AR, 25 i OSAHS A
KO I W WG N R, B R E s
2R o | BN A AR N3 1 S VAN -1
B 20 734 2 L Je Rz ) fiE K BL 5 30 OSAHS
FHOG O IG5 B R A . B OET X F A
OSAHS () F 236 97 L F R Ff1 CPAP 2 £,
i /B b A IE BHZE OF O R R R R LA
HBIT B, AR SOMATTFANE
FE OSAHS f8 # if 17 CPAP & 7 , i &of X /& &
WBIF S5 MMP-9 FI FFA Kk SF W5 i 2L 5
3K OSAHS 5 [y 43 6 . 0> Il 45 %5 9% 7T fg 1Y
B -
3.1 MMP-9 5 OSAHS (% 3¢ & M H xf A0 &
O I 55 % 995 5% Rl

MMP -9 J& — Fb & 45 1 8 2 1 1) K i &
FIBE, MMP -9 () 8 7 3 2258 o 5 5% o L
JiJE Bl o MMP -9 A= 3 M fp i ( TIMP - 1)
3 AN K OS2 BE R SR OK F 1 T AT RE R
S AL A -1 CAp-1) F A% B 5% B
T--KB (NF-KB) i 72 52 5 . 1 3% 3h )1 2
WAR R ORE RN DL B S Ak B B3 Rl R

MMP-9 3£ 35, MMP-9 H £ [ fig 4 M 5h
[t A i HG A R AE A BT A2 HE S RE BE BB
FEZABEFEIART®, 500 E
L T AEBE SR W], MMP-9 [ 35 35 K 0F 1
B 5R 2 5 0 LB I PR A 0 R R AR
Lalu 25170 %t A0 WL ke i 77 98 3 B4 05 BF 98 &
UL 2% MMP -9 3F PE B W3 B, s Sk e
W2 78 MMP -9 & & 48 4k mT ARy 72 .0 & E A
I I R S Ak A 35 4™

OSAHS & # 75 W iR i 2 S 2 AR A 4]
Aot 5w R BB/ T 2k
Bl , Tk I/ PO AT S BN M AR OR &
A, 8 LR A B OIR S o AR R T S B
B4 M sz 450, I A N B A0 M 945 2 o1 R Bl ik
ok A B AL 1Y T 4R 3h BR T, JF H OSAHS i
E S R0 N I E R S > YA NI v IR T G =
(ROS ) 1y 7= A WY S 1 1 % i o 2o 4 1k 4
J, o B bk ok AR BE AL . AT R O A B
AR O I {8 B BT 3% ( TheSleep Heart Health Study ,
SHHS ) KA A8 £ 0 B 58t UF 55 OSAHS 5
RN i RTING 1  A  -a E kI Y 1 B SO o R
KA 5 OSAHS g 1§ & & W W B A %,
OSAHS g & AHI # = , MMP -9 ¥£ Ifil i§ & 3 &
KPR o 2 RIE I s HLBRE IR 9T ]
W Ik MMP -9 f /K SF F1 36 HE L A BF 5T 45 R
1 i 75 H B OSAHS /& & MMP-9 B B 1 &,
it CPAP 3G 97, W] LA ffi AHL %36 97 /i B &
(P <0.01) ,1S0, BHE FH (P <
0.01) ., % i CPAP JAJT J5 MMP-9 /K ¥ 4%
BYTHT UL T B, U B B OSAHS 8 2% B iR
S5 A Bl 3, PR Y MMP -9 K SF I8 5 0 IF 3,
X5 E Ak B — B, M OC Al kB,
MMP -9 5 AHI J iE #H 3¢ , 5 LSpO, A fi #H %
RPAHT 85, LSpO, BAIL MMP -9 JK °F- 3 ik
=, Ul W] MMP-9 5 OSAHS 4 1f 72 £ A B &
FH R AE , & Logistic [a] 5 43 A 38 W], B (i 4 %
VAR MR E AR BOE (AHL) 5 5 MMP-9 A
P AESE T MMP-9 g B S i R 8k Gt
B A TERNRER, XATRESUT
PR A5G - OSAHS 1 Je &2 ik 4 1 %80 & i 2 2
R =R S S U B NS T (IR = W e
J 4 0@ & L EE G o o S AL R R 51k I
BANEAEKN T, RENT &N 25 58
m, bR H 7R A b MMP-9 % gk
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MMP-9 9 J8 2 A F T 5 0 40 Mo, i % 7 W
WUZ0 M 9 5 3F 7%, S BB OO N, A #F B ik
o AERE 4L 1 & 2B . MMP-9 3 JBF 3 3k B i 4N
J A B B E L 51 R P UL A0 i SR T, b
TR P W UL 40 M T B B T R X
FEAE T, 0 0 He 2F 46 i A B i Ko R, 3 8L
e O K A2, R DL MMP -9 7 OSAHS #H
S0 ML PR R L S R AR |
i OSAHS [ 3 97 . 8 % 1L 35 o' MMP-9 i
JE R B A, nT DA A 0 1 A8 5 1 XL I
(e R 7

B2 N OSAHS & fU i 25 & 1k Y — 7
g0 = 1102 S T NN N 1= 7 S TSI )
DY RN I =l I P SN 7
FUIE 5L, OSAHS i 3l bk o5 B 8 4L (9 fik 30 [H
F I TG . TC \LDL-C ¥ W] & & T 1IE % A,
HDL B & [ ik, 3% 9] OSAHS i # 7F 7E JI§ it
A ZE AL, T T BT 0 M R R R A
F R FE B K B OSAHS 4% TC | TG
LDL . FFA B & J} & , HDL [% ik , 5 OSAHS %5
15 ™ R Y 98 AR A LR W] M OC HE, BID OS-
AHS Ifi g 5 % 5 AHL | IF 0% BF 58 555 25 i )
B IA] Sa0, [ AR e B2 F0HF 22 i ) A G, iF —
Ak S5 T OSAHS A7 7E i AU = L, JF 2
50 om IR R IE R R R R gL OB
OSAHS f& # < ] 1% 7 [8] &K sk %l fig & 5 2
B 4810 0 0, N W AL e AR e R
o R O PN
3.2 OSAHS H # MMP -9 5 FFA i) N 7E
K&

fE KT MMP-9 5 FFA Z [&] #y 3 ¥ OF 5%
RKW, m S FFA Al 5 S BL AR S
SO AR | RN =
RS E AR SR E -9, W
T Jun & FE K U B B ( Jun N -terminal kina-
ses , JNK ) Fl p38 22 %4 J5i 3 1k 2 1 il ( p3 8
mitogen - activated protein kinase , p3 8 MAPK ) [
W53, T WA AT DL R
'E, Tripathy Z5°0 B BF 5T W w2 P 5
FFA 7K ¥ g i 11 40 i 4= i ROS 3% Jin, JF H.
B s B ep R A0 ) R MR R, S B
20 M A% 5 NF-KB /9 4 B Jh @, 8 8 N R
Il NS R U - S W A @ KL X s
SN ARG B, NS 3h R R E A

fig , MMP-9 1Y J5 sh A | T B W 40 f , 1 % F
Y ULAN R AT R, S BT BB R, 2 i B
Jik s BE B AL 1 & A o MMP-9 5 BE 3K BE R
g IO s ool IS I o = 1R A
S N T £ 1 1 I I 7 B2 2 . R
SCEEAE L, BE B 2F 4E W Y R AR omk 3, B8
S0 9 A A, Monti 2510 {4 BF 5% L 4IF 52, B
R AR &= Mg I AE /0 WE g 5 DT R 3
FEBREREAMBEAORSIN R, A
NI i A = il 7 T S R I A | = T 1
RN R KA g AR B B
B 4 i, [ i i fg A A T LDL 7E I % RE DT
5 18 1 DRS485 kR A R TR R, iF —
Ry = I ) U = 1| R SR 110 1 I
18 P R E A AL B B S OSAHS W0 I 45 % 0%
&SR X5 A B4 0
gh IR — 5,

t 0t °f W OSAHS & # {K& § MMP-9 A
FFA Z [a] 76 0 I8 % 0 1 R A R & v 7 E
PR 56 &, P Z DA A VR DL R At 4%
T 9 0 B 7 6k R Y, X s AR R A AR

H AR 98 35 HLH H AT A e 2 ik T
— B HE
S % k-
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