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Influence of Obstructive Sleep Apnea Syndrome on Coronary Flow Reserve
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B BAELVEERREFEMTIRAEIREE (obstructive sleep apnea syndrome: OSAS) |&, BERRRIC_ETIERAZEIC L2 EMFIR
ERRVRLUEL, ZOEICERIZRERS, EBFRRE, SLUBEBRLICHESIEBIEX ML BHROEM LS
ENSMENEREE, R4 OREOREICEERES L TVWAAEEMIEZSNTNS. SEFKAIE, OSASEFID
M7 F fiwBE (coronary flow reserve: CFR) %#3FREEMICAIEL, X 5ICHAISHENREE (CPAP) &AM CFR
ICHKIFTRMNR eI L

FiE WNRITIEKRERFR Y 7 (polysomunography: PSG) (2T, apnea hypopnea index (AHI) 30/BfLl EDEFE
OSAS EfJI T CPAP BREDES & 2T S 7= 27 iEf. PSGHEfTERIIC AR L= B & RFADEt 2], EMER LT O—
K7 HEICTEBEIRE TITRRDOCFREEHBILA. ZD27iER %, ZUTPSGHREITEHICEIZR L /-8 (104EH]) &
CPAPEZEDMEIE XX EIRERFICEIR L /-8F (17fEf]) TCFRZ2E§DRIEL, B CHEBAREIL ..

R CPAPAREICLY), AHICERIFREBFRMEGERRICHEL. ELEOSASEMDHIC, CFRA25LITEE

EORM/INMERES 28 T2EG» 616 (22%) FrELA. ABRMBIHEIE L/ CFREIE, CPAPEAMITEIED

W PSGE NI CHELEERO LN -7 (2.9vs 3.0). F/ABUTPSGEICH VWV TEEIRATE T CFREICE LI LD >

7= (8.0 vs 3.1) MICHFL, CPAPEZENEITE CIIMEIRTZICCFRIENHEELUNEER D= (2.9 vs 3.2).

S OSASTERIDHICEERBMIMEIRES 28 § 2 ENINTFEELZ. —BED CPAPEEICKY), CFRIFEAEZTR L.
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MRERIETEALL, F7RRSE - PRI M 1 3 5%
EAP VAR RIER AL, MEBENERELZ KL, Bk
PEHROTHEICE G LTV AR E 25N T W5
AR, EE R REEOMEAIC LY, RO I— X%
WS LG R EE OFHIAST REL 72 1), FEAR BRI 70 56 BRI
%O FFEAf & LC i I 3 F i #E (coronary flow reserve:
CFR) 28HWHN 5 L9127 5T & /2. CFRIZE RSk %2
DEIEEZRDTOATRL, HEH/MEBRREES KT 5
HETH L. FhELE, HWELL T a—-Mkz W,



CFRZIEBREEAICIEL, IEHIE IO CFRICBXIT T
BRI L 7o F 72 OSASIZ R 92 Fifi 1y & 8 B IE
(CPAP) 3 CFRICH 72 2 D 2RI OWT M L7

MREFTE
1. W&

OSASHEbN, 200544 A~ 12 12, HAZMERARY 7
Z 7(polysomunography: PSG) K17 HIZTURBEIZABEL,
Z @ #% % apnea hypopnea index (AHI) #330/ K¢ 2L EC
CPAP L OB IG & 35 W SN 7 HAE OSASTERI 276, 5
2360, LPEABIT, TFHERIIA 12K THo7. #
Wr PSG i TRFICBIgE L 72E (PHE, 104E6]) & CPAP ik
DWIEIE R E AT BIICARE L CPAP #8: 2 AT L 7B
BEELRE (CHE ITHER) THEMRF L. CFRISEHE
BLITTEEZON LB LK BEOEMAE (3 TICHH
DOWTWAIER], LEX, LTa—H, Oy FEHED
RRLDEEN DD DIEB], WIRIBEDD 2 REW) 2H T
BAEB, HEEEE DL E O SRR 2 AT T BB, Lo b Al B i 1,
DR RERERI 2 BRI L 72, BRI UM T HARICT
KEINTEY, FEOBEZEBIIHHLLHFHICLS
K72,

2. ik

BEEROIMAEREOHWIEREL LT, 3 TIZHRIME
TCH BHIIA, ZIERFEEAE > 126 mg/dl, F7ziZHbAlc
> 6.5% % BEIRAE, WUHEIIE > 140 mmHg % 72139558 0]
MFE =90 mmHg % & iU+, LDL > 140 mg/dl % fIf & S 4
JEE L7

PSG B LU CPAP @ IE M E IXEEBL T IATo 72, TR
71 B IR < 4% 2 (American Academy of Sleep Medicine:
AASM) 2L o THERE ST W5 OSAS O IE B 43 JH I 5
DE, PHIETMITRA XY M TIRERIC30 % B2 25D %
FREE U727

PSGHiATHMICABEL 724 HA K16 K&, ABEfkoH ]
BIEDFT 210, FEMBEL T I —F 7 F P L) A m B IRAET T
IO CFRZFHIIL 72, CFRIER, 77/ Y=V VR
(ATP) % KA H IR 25 0.14 mg/kg/min O #HEE T 355 ]
FredEL, SO RRKTIMIRELZER L7z, ATP#
GHioZ i P it e &, ATP $5 i K Te LR
DI ML BE D Je & S ML T s & L7z
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WMET IR IZ, BEERORBICE P RER, 28
DL 21 paired-t B %E & %\ 12 unpaired-t ¥ 2 % W,
p<005%xFEEL. FHIMEIZTRTEY + BE#EFAET
Fiol7z.

B R
1. BEER (Tablel)

WAL CAE R, PER, PR ORI ILREO B h o
7z. BMI (body mass index) »SCH#E T & i # 7/~ L 7=
OSASHFEE DAL LTHWZ AHL S, WM THEZE
ERD D07z,

2. CPAPEZEDRMEMR

HFE OSAS e 17 ) T CPAP #8138 1F T 7% & AT
WZBIEE L 72 CPAPHEIEIC LY, AHUIZZEHICILTL,
SpO2 b A EICYEEL 72 (Fig. 1).

3. EREOSASEEFIICHITS CFRIE

Al xt B & 7 o 72 FE OSASHE B 27 i B o ik R 5T
CFRIZ19-42TH N Z D FHfHIZ29+06 THh o7z &
Bl CFR D 5345 % Fig. 212~ F. CFR 25 2.5 Kl TR B
WMIEBRRE 2 A 5 AIEBIAT6 B (22%) fFAEL 7.

4. BERAZICSITIEMmMRERE, CFR (Table 2,
Fig. 3)

PHEIC BT 5 HAE OSASER O 8 O MR FI #£ DLk T
(&, IR RE LG 4, IR K TR LR 0D S I 37 3 & % 12
HELEAERDT, CFRIECAHEREILERD L7z
—7J5, CEEIZBWTHEIRHICCPAPBIEZIGITT5L, IE
MR 1% C R ML S BE DS AL L 2 o 72 DITH L, K
e ML IR e 0L 37 28 FEE S B MBI 1, MEIR RIS
CFROUGEZROTz. IRIRAT#% O CFROZALH (IR %
® CFR % AT CFR TR L72#) (X CHET16% D3 N%
R, PRICHARAEICHMETH -7 (Fig. 4).

5. BMIVEIRIEZSZE T HEHICHITSH CPAPE
EDHR (Fig. 5)
[ D5t G AEBI O H T CEFR A% 2.5 A% i 00 185 2 568 8 /N
BRpEEA R L661ICB15AHIIZS5 +14/HTh - 72.
ZD6FEF D HH CPAP % JitifT L 725 61D 41T CFR
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Table 1 Comparison of patient characteristics.

Group-C (n =17)

Gender (male/female) 14/3
Age (y.0.) 53+13
AHI 53+18
BMI (kg/m?) 28+4.0
Waist (cm) 96+ 10
HR (bpm) 7312
SBP (mmHg) 129+ 13
DBP (mmHg) 76 £ 11
Diabetes mellitus (%) 4 (24%)
Hyperlipidemia (%) 5(29%)
Hypertension (%) 11 (65%)

Group-P (n =10) p value

91 NS
55+10 NS
54 =20 NS
26+3.3 0.02
90+8 NS
72+15 NS
133 +20 NS
8017 NS
4 (40%) NS
4 (40%) NS
7 (70%) NS

AHI: apnea hypopnea index, BMI: body mass index, HR: heart rate; SBP: systolic blood pressure, DBP:

diastolic blood pressure.
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Fig. 1 Acute effects of CPAP treatment on AHI and minimum
Sp02.
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Fig. 2 Distribution of CFR in patients with severe OSAS.
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Table 2 Coronary flow parameters in both group.

At night After wake up p value
Group-P
Basal CFV (cm/s) 20+3 215 NS
Hyperemic CFV (cm/s) 62 +14 6313 NS
Group-C
Basal CFV (cm/s) 22+5 21+6 NS
Hyperemic CFV (cm/s) 62+ 15 65+ 15 0.057
CFV, mean coronary flow velocity.
4.5 3.8
B Group P p=NS ' p<0.01
@ Group C 3 : .l-
3.5
=4 =4 /
6 ] p=NS < 2.5 /x
D:NS [ 3.1 o
2.9
2.5 2
L J
p=0.01 L ' '
15 ) At night After wake up
At night After wake up

Fig. 3 Changes in CFR after sleep.
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Fig. 4 Changing rate of CFR after sleep: Changing rate of
CFR was defined as (CFR after sleep/CFR before sleep) X
100%.
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Fig. 5 Effects of CPAP treatment on CFR in patients with
microvascular disease.
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AL 72 B & CPAP #0031 F 3% B A D 72012 A B
L., HERRH CPAP #R 15 & fitidT L 72 HE O 2 BER CTHOBMET L
72. CFROHWZEBIIB L CTEHIZ RS, S HoBigET
1% OSASHE B 0 38 F D BENL T % Tl CFRICAH B2 21k
Ao (PBE). ZHII LTCPAP#RE: 2 T L7-
CHETIX, IEIRTE, 3 742bbCPAPHEMITRICAH B A
CFROUFE % R0 7. CPAPHLEBZICALNCFROY
L, BEOMERAIHZTALNLLDTIERL, T4bbH
WZH) T3 7% { CPAPRIEAKR DR R 2 ML 7= b D e E 2
shi-.
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AR ESINTVD, T4b5H20-25IMKTFLAZCFRIE, A
BE BRI ZE 2 RR T 5D DT ARV, IR
MIEAHRENGFEDHTEY, SHITETFIIIEENIRICH
BIREPAAET A ALK TOREL LD H 52 2R
5.

LB CFRAS25 LA FOREBIA6 ] (22%) fFAEL, OSAS
SEB DN RN ERA VG LTS a2 R L
7o, WEIRRZEZA S LVIEBNICB VTS, BRE, L%
JEX, EMEE FEAMEREBEICBWTCFRAMETLTY
52 EMHLNT VS, 4 HCFRMET LT 726 4E Bl
OHTHIREZ AL TOZZDIZ HEFOATH Y, BSH
BEZWRPLAERAMBEROEITRD 272, 2O
CFR2MEAE TH o 725EBIZ B W T CPAP 3% O CFR 2%
i L7-9As, CPAPHEAKRIZEITA CFROUE LV 9 &G
REDHLI2bDEEZLNT-.

CPAP#ERICA LN/ CFROUGHE X, AT IMEFD
MG EBEDB MO GAKRENEEZ SN, 2o e
5 HEE OSASHEBNIC R 5N 5 CFROMK T, i AT IR
MR OREE, §Z2bHEM/NMILE OIREAMLT LT
7eEEZoND, MIFIRIC XA EBEIRBICI>THEIRSh
HIUEPIR B, BRIL A N LA BB INIAS o 3R M %
KT, TORENRBERZEITHERIIREDDLDOTH
BT EDREEND. OSAS T BT 2 A N Kz 3 5l (K
¥ (Vascular endothelial growth factor: VEGF) o it i
B OMAENKEBEED~Y—H — & ST b I Hh
thrombomodulin, von Willebrand factor (vWF) Z#%2L
7oWEgE TUE, OSASHEHIZH &M % L4 N B B 5513,
CPAP M BICH Bl E2 BT 2", 4o
TRINSDORTFOBEFNIToT VWA, SR EIRNY 2%
WIEROIEHECTH S CFREMA Y —H—THDHINLDH
TOBREHSPICLTWZELEETHLEEZ N,

AKBIFEOBR ELTIE, S RIOFEFIH 25— MRS
FEINT2BDTHY, [A—HETOCPAPEARIREHEL
TVALDOTREVFEEDITONS. L L ZEBOEAE
BEICZ I B o730 D, —Hiod CFROZLiZ CPAP % jii
TL7Z B XD AL 72 DEE 2 Tz

LR 4 ORI B W CHAE OSAS % O CFR % 8152
THIEITKY, IR R IR T A6 LT B R I B 2
BIIFTIEHAREINI. EBIZ, ZOFE P D ME R RE N
WK §HIEFICLDSEETH I LAUREN, BIREE &
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BIED T OB A A5 CPAPHRIEDE K& /RIB 5 ik 4
LEZHNT.
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