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BIE S

B 1HE PAERMEIRR M IFRAE A & BhREEAL AR R

MEAR R IEREIRE B (Sleep Apnea Syndrome; SAS) (%, HEARH (2 R0 fs

1k, ARREE 28 0 IR BT, ARFRIZ B W CTHEE BB 03 400 5 ~500 H A L

HESND, AREIT, APOIRKZELE T D720, SASIZRELZEEZICX

HHENHE « N - HETOFEN L HESNLTEY, AE2RIER S TY

éo

SAS 1%, MENRESEME[EZ (sleep related breathing disorders: SRBD) @

1 T, PAZEME (obstructive sleep apnea: 0SA) & HAX M (central sleep

apnea syndrome: CSA) KBS IDDHTE D KER T Z2 HD D, SAS DL L L

T, MR AGEER F550 (Apnea Hypoxia Index: AHD) 23 15 LA L L TEFT H &£

DEIFFIL 50 RO LM T 10%55, BT 10~20%F2E & X 41, SRBD (2B fH]

DOIBEDIRS (EDS) & EHET H L FOAFRRITBMT %1%, otk 2~3%

Aifs EMESIND (1-11), 2D X I, SASITHEDEWRETH VY . BT,

FE INEAS 0SA DFERIKTFTHHZ N6 TS (9, 12-14),

AR T, FIRIMEIRRRERE 2 295 2 L T, RSB DRk,

A A Y ARPUE, BYEIUE, TRERFIEZ AT, SR EMREZELE TS

o



ZenmEsnTE05) (K1),

F2Hi  PAEMMEIREEMPRAERRE & IR REE

AR SR, BIREE LR BIE DO ERIA - CTh 5, BHFSE CIERIK

IRBRRERGEIC LV ATl CONREEANFES L, FERFIELZEES L2 &0

HHILTWD (16-18),  0SA FBF Z R & LI R s STV 2723,

Coughlin X, 61 4 ® 0SA B3 Tl 41 4 Ofdw 3 & i L C Body Mass

Index (BMI) &MSZLTHYUZUt®Y FE(T6) KT LDL-=1 L 27 11— /L (LDL-

OMEA @M T, HL-=2 L AT v — L (IDL-C)EIMEETH - 72 (19), £z, 40

LA B 6440 44 D 0SA R Z %5 & L7z Sleep Heart Health Study (23T

Newman & % BMI & Ai87 U TAE HDL-C IfifiE Je OV TG M & B 5 Z & 2R L

72(20), S HIT 64 MEXRE LIMEWEIFZED X Z T T, Nadeem &% A 4

[FFHT OFE S AHT 23, BMI & A~7 LU CE TG MfiE., {K HDL-C e & B4 %

ZeaWE L@, ZoX DT, MEIRRFEERFULIE BRI IACE & A7 L CTIRE

LHOIE, RIS TG R OME HDL-C i & B9 2 Z L AVR ST %,

\

B3HT RO ERRIRRARE R e E R FIE

Bt EHE,  (CPAP) X, OSA OFEUERY /R 1EIEETH 5, O0SA HBHE T

(. AR TP 0 R & AL 2 BERPIR K ORI A 5 TERESOGR D 7o O (IR O



PMET L. B oIRS, BPIMERT 2 <23, CPAP TR O EBIFIIEIR Dk

EMRAEFTH(22), £72. 0SA BE TIEEMEDO SRR E N ER LN

TUWAHDS, CPAP 1. A Z 7 F U R X 0 INHEH I E & OWEE R )£ % 2-3

mmHg PR T &4 2 LN 531 TU 5 (23), Robinson & IZRIEHED 0SA H

F 204X RE LT X 2MUHIEGERER T 1 » HD CPAP JBFRIZ L D L

AT =73 10. 8mg/d1 IR T35 Z & A& L7z (24), E7z. Philips &I

HEEHE - BAED 0SA BRE 29 A& kt5e Ll Lic /7 v A4 — _—HigiBi ¢ 2 »~ A

D CPAP JRIRIC L W B D 16 EH- NIl s s Z &2 LT=(22), — T,

0SA BE 613 4 AR L LI-fiAE ak— MIZE TR, AR T~y F o7

BIZCPAP DT R 7T v ARIf72 199 4 D3 & CPAP JEfEHE O 118 4 &

B L7-E 2 A, B 2F%TO TC, HDL-C KN TG O &3 miRE T3

SN oT2(25), Z DK HIT, CPAP EIC X AN EWEERILER DD

TRV ERIIELN TV,

HAE HDL-CEE L LmMERER

HDL-C & BhfJiRE[ b ER BTV T iX, Framingham Heart Study <° PROCAM

study 72 & OISR, HDL-C 23D R A (CVD) FIE & & OFHBERHRIC H

HIENMBNTWA (26, 27), TE-> T, & HDL-C MJEIX., EFIEMERED B

ELTEZOLNTWER, ITFEENAOIZEIC B W TEHZ & HDL-C jiE T
7



TRFDRLOMEREETICEEN R HmEN STV D, BARRICIE, 2017
FACT v~ — 7 THIAT ST 11 AN E 5 & U7 BIEERFSE Tl HDL-C i
JEH DAL O — KD EF A28 (28), 2018 FEIZENIZEITH 9 2D =
A— MFTE (K4 T N) ZRtGE Ui- 7 — /Uit (EPOCH-JAPAN) T 90mg/d1
LA _E D& HDL-C MLIE D x5 DL B R EANY — RO EH 2B D72 (29),
ST F 7 AU A REEMEYT (GWAS) T, SR-B1 BEREFERLAZL B CIX HDL-C L 5-
ZRODLHLMEREBDY 27 @iz (30), 6T, HDL-C#MZN Licht
EIRAEALAEH &2 1R S 47z CETP PRERIT, (OB O FIEMHI R R & 7~ 7
ZLEMTERN-72(31-33), ZD X HIT, HDL-C OFEE/ EF2A2%$ L G0

BB ORI N S VR L e o T

%5 5 & HDL H$RE

HDL iX., == L A7 m— Lifiliiik (Reverse cholesterol Transport:RCT). $Hifig
BVER. PLRIEER. BU7 AR b — Z4EH, B SERIEA . Fumte/EH 2 & o

ZHEN 2R LIER 2892 2 &2 EE S TE 72 (34-41),

K2, RCT IZFZEARHLENRMEL/EH TH Y . HDL 23, K OyaiKb~27 v~
7= URIR I EN DO R L AT o — LA 5| xRk &, T~ E RIS L

(IR DG E~ LT o TH D (K2) . T TH, D~ 1



Ty —=UNbDalL AT a— LB EKENRT ZHELTEY Z0ORKITaL

AT H—/VIFHRIER LIRS (K 2) , 203 LAT B— LB REBEDE

RIS O 7=% . Rothblat <2 Rader ® 7 /L — 1%, & MiEZ HU /= HDL O 5| &

HWEREDT vt A (Cholesterol Efflux Capacity: CEC) ZHENT L7~ (42),

KT v A 2T, 2011 3 L2014 4| [E S O FREMrATZE & OVRiT A X AF 28

T, CEC 2%, HDL-C & 13h~r U7 DB EERIEOA O FPRIRF+THDH Z &N

BH 526272 o772 (43, 44), ARIRIZBWTE ., HEEE OHFZE=RIZIBVT CEC 23

FHIREEOTFRIKFTH D Z & i L7z (45),

F 72, HDL BERE D —DIZITHIRRILBEDS 20T DAL, BHIREBE L2 3 Dk

b LDL 7> SRR LR E Pl b Y VIRE ZFrE L. SllhReE L/ 2 445 2

ENHBILTWD, FRIZ, HDLIZIE, /XT 4% Y F—+F (Paraoxonase 1:

PON1) AL TR, RIEELEMORRILY U IEE DMK HEEZ AT 5

(46), PON1 [TZfFlEHEEA S, DL ICHAETAEATHY , NI FX Vv

IRIEME (NI F XY T —BIEHE) 7 VAV AT T —BIEEE OB OMR

IEPEZ /35, PON1 %, LDL B biNHgEZ£FH (47), PON1 / v 7 7 U h~w1D &

TR LA EMEIC@ < Z ENMBHITWD Z Ehvn . PON 1 X HDL OHLlE

LREICHFGTH2EEATH L ERFbILD (48),



ZD XD 7m0 b HL O & (=2 VA7 v —/UHl) TlE7e < B (FrBhikis{k

ER)NEETHD L OBHENEE Y S50 d D,

B2 EIRFFEMEREREREIZISIT 5 HDL #8EIC & 2 5 W EBE~DKRE}

B HHREE R

BT AR B L I E (SR (SAS) 1. BB L A B LR RIE. ARG IEME D TLHE.
MEEH, ARV P2 5 & 2B A AR S, DI

YHR(CVD) DY AT b & DOHREND D,

FE IS Pt A IR0 i {0 A DA VER 70 1B & L RGBS ARk (CPAP J51k)
PZET B AL, 0SA T K 2 miiLE DR ERNRCIR K D QOL B R HIfF T
%, CPAP BEIEITA T MIEL BN R OWME L H D03 (22), #i— Sz g
720, ZHVE T, Tan HiE, 0SA FBFH CTHIL OHELRENMK T35 2 & 2k
L7273 (49) . SAS K TR CPAP @ HDL #§BEIZ DU Tidhieed TIRERITH Y | CPAP
15D HDL #8REIC B 2 2 BT DWW TR 1372V, £ 2T ABFFE T, 0SA
3 HDL BEREIZ 52 D 52T DWW TR ZE 408 L THGE L . £ OFEERTRIR T

& % CPAP LD HDL #EREIC 5- 2 B B 2 st LT=,
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H2E ik

H1EH HRROFET VA

(1) B

2017 4E 4 A5 20224 H £ CICHEIRR A 7T 7 U =y 72 KKV L A

EZBRATZ Y = 7 T, MEARIREIE RN SE R (SAS) 38D 116 44 D FEFE N

Bk X7z, 20 Ll E CARMIEDRIE Z &5 bN=BENSIM L, 1) HbAle>

10%. 2) FITOMIMEA X~ (6 °H). 3) HFHEEERE (AST / ALT 2N IEH

FIRO 3552 5), 4) MEETFZE T E AL, 5) NYHA 11T / IV 0L R4

6) HREEA 7) MiE 8) HEEDIYER L TN9) TIREDHIE~DZINAE

I TH D &HW LI BTN B RS S le, BEEE IR, HERA Y VA

T T T 4 —RRAEDPMAT S, € OBFIZIERIC MR 2 BRI LTe, 2 OBRICER

KRR DA 7 —b Rarty M, BEINTZTXTOEENGET-, *f

5D 0SA B 1L, SAS O EJEE OFEFETH 5 AHL % FHU T non SAS #f (AHI<G) &

Y SAS BE(B=AHI) ® 2 B L < I non SAS (AHI<5), mild SAS (5=AHI<15)

moderate SAS (15=AHI<30) }x T\ severe SAS(AHI=30) D 4 FECX 43 L. %ibhd

5L RA, CEC, HDL JulB(bEE A R AN L7z, AWFZEIE. Bhff =Rl R fm B

ZES XV THERE BEMUOE R EF 2R 5 HDL BERE N B ORET (CBRRE 5

11



4305) ] THEEREZITTW5D,

(2) S ANFFSE

2017 £ 4 A5 2022 - 4 H £ CITHEIRIR A7 T 7 U =y 72 KEOVL A

EZERETZ Y =y JIZBWTHEIRAR Y VY A ) 75 7 ¢ —FRA T Apnea hypoxia

Index (AHI)15 LA EOHEEEELL oD 0SA &2k S = HEE DT, CPAP JEIED

FIENS O 34 4 DBEENS I I NIz, CPAP JEIEIITRIIC T X TDOHEE N

A T4 —b Rartvr baE, BRAAFKEREL L Q3BT & R U %L

MW Tze 3 2 AR CPAP JR{ER D ARSI BRI AL & B THETT L, &k

95 LFIH H &N CEC % CPAP JEIERTH: TRl L7z, & 512, CPAP AR

ZHEGB L. 1 HARFRE QA S A2y A TZICar T T4 7 v ARMELD

AREEIZIX Sy L, CPAP JRERIZ CUGHEIIM T, {AEE, eGFR ZHIE L., TNE

Aol BRI, (REIEINEE/ R ERCDRE, B RECGERE BIRREIR T RE

IZX4y L. CPAP JEIERT% @ CEC O Eh 7= (ACEC) %2Rl L7~

CPAP JRVERIT DR, BMI, WGHEHIM T, PRoRiim/+, eGFR, HDL-C, AHI,

ODI3%. MinSpO, (%) % TNCEC @ 3 455z ¥1) 5 ACEC Zth#e L7-, AWFZEIL.

PitER R PR MR S L0 TR BEFFUOE B B (238 1T 2 Frfec ko £

Wi (CPAP) > HDL HEREECEA RO (BET 5 1306) | CRBEZII T

12



Wa,

WOl RY YL T 74— (PSG) HREERE

R DT o r— b & LT U —RRKURE (ESS) &2 v 7z, PSG TR REdR

P, BERPIE, ARFPIREGNE S HuTe, BERPDR - ARIFUFE S AHT,  ERFIR S

(AT R OMERPIRFES (HD 133 1 ot EA TR S Lk,

%3 E{LFHE

MiEEE (avxTFra—i, T6), JREE(UA) & O IXEESRTE, HDL-C

ITAREY =7 AETHIE L, LDL-C X Friedewald OFHEXTCEH L, THRE

H A-1 (ApoA-1) (TAEHEIEIC LV HIE LTz, ~EZ 2 E L Ale (HbAle) 13&

Wikik7 o~ ~7 77 40— (HPLC 15) W=, A v AV AR FE NS

WEE (CLEIA) CHIE L7z, i CRP IXBER L & S WS i 12 (ELISA) T

E LT,

® 41 BEWRCIBITAa L A5 a— /L3 XkXHE (Cholesterol Efflux

Capacity ; CEC) HIE

BIEFFEIC BV TIL, BERIZHEV Y CEC OIE & Fh L 7= (44)

13



(1) R

*H-cholesterol % Perkin-Elmer X ¥ . 8-Bromoadenosine-3’,5 —cyclic

monophosphate sodium salt (8-Br—cAMP) M (N 3-[Decyldimethylsilyl]-N-[2-

(4-methylphenyl)-1-phenethyl]propanamide (Sandoz 58-035) (X Sigma Aldrich

(St. Louis, MI, USA) LY REEA L7,

(2) Mk

J774. 1 ffalx, BEEMHAR N 7 X0 BEREIE STz, ~ U AHSKE JT74. 1 fifa

X 56°C T 30 4yl FHE i L7~ 10% fetal bovine serum (FBS) .

Penicillin(100IU/mL) & X Streptomycin (100 u g/mL) (GIBCO, Grand Island,

NY) 24 Ze RPMI1640 (Sigma Aldrich) 2 X ¥ . 5% CO,. 37°CTE:#E LT,

() TRBER Y RF 7 EREME (PEG thiLiE) DFFR

BE O IR = B E TERIUL &% . 08 (CAX-371, h I —F L, Hi) T

wOBE (3,000rpm, 154y, 4°C) L CIiEw4EL7-, 1.onL~A 27 aF 2 —

NCME 125 p L 2%, 0.2M glycine buffer T pH7.4 @& 7~

polyethylene glycol (PEG6000, &7 A /LAFyGHiEE, KPx) 50 wL Z00

Z. L7, RIET20 ofErE %, =08 0M-207, FI—FTL. ) Ciz

57 (10, 000rpm, 30 43, 4°C) L EiEZ ML, TR BEA U RZ 37 fRE

14



Mg (PEG PLiig) & L7z,

(4) M3 KX O Blank 35D VERK

1.5mL ~A 7 aF 2—712 0. 1%BSA X Sandoz 58-035 2 g/mL Z¥IN L7~
RPMI1640 55#h 972 1 L |2 PEG (LIMIE 28 n L N2, IMigHsHE L7z, £720.1%
BSA } X Sandoz 58-035 2 u g/mL Z NN L 7= RPMI1640 554 972 1 L (217 &2 N

Z 720N, Blank Hi#t A2 1ERk L 7=,

(5) CEC »HIE

D 3H-cholesterol #Z 7= J774. 1 HIfa~DSXY 7 (X34 D)

J774. 1 /8% 24 U =)L 7 L— | (Corning) (CHEFE L, 5% €02, 37°CTHiE L
77, iz BRZE L. Dulbecco’ s Phosphate Buffered Saline (DBPS) T 2 [H]¥Ei4+
U7z, Yeidrt . J774. 1 HIAEIE *H—cholesterol 2 u Ci/mL,Sandoz 58-035 2 u g/mL,
0. 1%BSA Z&Tr RPMI1640 FEA NN Z D Z L2 LV T_Y 7 Uiz, J774.1 #l

Rtz 1X & 512 8-Br—cAMP 0. 3mM Z [RIFFIZ N2 24 B[l A o =2 _X—2 3 » LT,

@ HDL %47 PEG (bMEDHRME 2 L AFa— DB Xikx (K 3020)

0. 19%BSA, Sandoz 58-035 2 u g/ml & ONVEFE PEG PLINE 2 & do M yE£E H )z O

Blank E2#1 2N L. 5% CO,. 37°C T4 KeijE®E Li-,

15



@ HMEENOIEEHME - 1 EE & ORI O PHBEEEORIE (K 3AD®)

A JEERIH R OHRIRA O PHI BN TEEORIE

Bt Bi VG AR L, [ENEE, BB A#E (Hexane : isopropanol=
1:1, Vol/Vol) 500 L Z@AnL ., 1 WRefifRZE L, MilAEEf 2EE2 S v F
L—3 9 > 3A 7L (Thermo Fisher Scientific, MA, USA) IZA#LT=, F D%,
REEVEARIR 500 u L 2% 7 = VICHERM L, | RS U, MiaisE by 4
BT L— g N, TIUIINA T, Ultima Gold (Perkin—Elmer, MA |

USA) 4mL. Z R0 L 7=,

B 5 EIE O PHIBEEEORIE

[EY U 7= by idom 04y B (10, 000rpm, 3 4y, 4°C) L. B35 200uL ZHID
YF L= g UL T IUZ AL, UATF v T/ R Anl 2RI L7, IR, Bf
Hh 3 MIRRAR R AR O PR BTS2 > v F L—va v o v 2 —THIE L
77

@ CEC DE+HEF¥: (X 3B)

Cholesterol efflux I%. & g o PH] G VE 2 56 g & ia o PH] ikt

EEOFI T4 52 & TR Lz, &H3E D Cholesterol efflux % 6 4 Ofd s,

RN S AEL L 72 7 — Vi H> HAER% L 72 PEG LIMIE @ cholesterol efflux T
16



MIET 52 & T, CBCEHEH LT,

% 5IH MM AMFRICEIT S CEC ORIE

I AMFFEIZ BN TUE, 2019 LIRS, B R R RS R figk O LEO 729D *H-

a L AT a—LEHWE CEC HIENTEX Ao 7-7-H, CEC LEWFHE A ~7

Cholesterol Uptake Assay CiEffi L 7= (50, 51),

Cholesterol Uptake Assay Tld., IMLyE(Z biotin-PEG-labeled cholesterol

Nz . WERL -1 22— ~ L7281 ApoA—1 Hifk 2 W CIiyE @ HDL Zffi#i e, =

L A7 1 —/,L% Alkaline phosphatase—conjugated streptavidin CTEEZFEFR L

L. {bFFNEE (CDP-Star Chemiluminescent Substrate) Z#INx. <7 F /L&

JE % HI-1000TM < A7 A (Sysmex, Kobe, Japan) CHIE L. Cholesterol Uptake

Capacity (CUCMEZMRIE L= (X 4), AIEICEAL TX, A A v 7 24k (M)

ICEFE LT, 6 4 DA BAE LT 7 —/VIfijE @ CUC fli CTHHIE L, CEC &

L Caklh L 7=,

% 6 I HDL DOHIER{LAE DA

(1) TEMERRWINEES] (Oxygen Radical Absorbance Capacity : ORAC) ([X] 5)

ORAC 1%, BEMICEESZXWEZIT - 72 (52), HDL % & A7C PEG LImyEIC a5

17



M OMRACBHARH 2 US55, HURRALREAS iR\ OVEE O BE B O HOL TR D RIR 1

S D72, PibEEZIET 5 2 ENARETH 5, MmiFH L < PEG Ik

Mgz V RIS fE L 7=, Fluorescein (0.15 pmol/L., Sigma Aldrich)

M N2, 2-azobis dihydrochloride (AAPH; 60 umol/L, Sigma Aldrich) Z¥:

U7, AAPH ¥Snt% . 596 efEEt (TriStar LB942 Multimode Reader. Berthold

Technologies GmbH & Co, KG. Bad Wildbad, Germany)Z HW\T 2 /38 X124

JEHRIE A R I & 486nm F5 K OVEOEER 535nm THIE L7z, *E LTe X 3

VETFua T AH Trolox (Sigma Aldrich) ZfEH L. HifER{bEE (ORAC fH) %

Trolox fHYETRL-, 2 TCOT vEAITEN N6 RHITEHEL, F—LD

PEG PLILE D Trolox & CTHI1E L7,

@) MHNRTFF Y F—BROT IV AT T —EBEEORE

NI FXV)F—BEELKART Y V2 AT T —BiEMIX., Full Automated

Paraoxonase Assay Kit (Rel Assay Diagnostics. Turkey) MK R Full

Automated Arylesterase Assay Kit (Rel Assay Diagnostics) Z H W CHIE %

1To7,

INT A F—BIEMIX Paraoxon OII/K 3 A#IZ KV FEAE X315 p—nitrophenol

DO TR vz, BAARRIIE, FE TSI 1 43 & 729 @ p-nitropheol

18



DO E LA Z JIE L. p—nitrophenol O4yW AR5 18920 THI| A = L TR
EE ROz, OT4FYF—BiEMH T unit/L 1£37°CT 1 4MIC 1 umol @

IRT IR U DOIKSRE L EF LTz,)

—J. TV RAT T —BIEMEIX, phenol acetate DNIKNAEIZ L 0 FEAE X
#U% phenol OWSEEZAL TR X7z, £ DBERIZ, phenol DWW
potassium ferricyanide & ON 4-aminoantipyrine OEEILAI A v 7V > 7 % F]H
L CHIE 47z, FEAAERR D5y FROARE 4000 THI D Z & TEERTIEMEA K

Wiz, (TN AT F7—PHEME1 unit/L 2 1595770 FiEE 7 = =/L lmmol/L

B TR MEHENT

F— ZfENTIZ. JMP 13.0 (SAS Institute Inc. Cary, NC, USA) M TUXPrism 8
(GraphPad Software, CA, USA) % H\ 7z, EFHEAEO 2 BELEOfENT CTIE, xt
gDt RELORHED Wt RES LT v a3y Y O FIEMRE b
LLEFE~U RSy h=—UREZ AW, 3HES LI 4 B TIEL, 1 oidiE
SYEHT (one—way analysis of variance, One—way ANOVA) Z 20 L. 1% it
(post hoc analysis) & L C Tukey {ECEEIK A 1T7/2 o 7=, 7 3V —28%

A ZRBE & AWz, T =213, IERSAICHE D b DI LTI R OHERE

19



{22 CIERLIARICAE DN S DI, FRAE K QWU TR L7, IEREIC DD

TIE, vy e-U 4 VI RETCIMi #1772 o 7=, 2 ZwEOFBESHT & LTI,

AT < DONEAAHBEIRE A -V e, p DS 0. 05 RIS OLA K FHFIIICAE

MDD bOLHW Lz, Ei, BERBSH T, CEC 2REMAKE L, Fiif,

PRSI BMI, MR, mifnE, BERA, IEEREE, =L AT v —/UE (T0)

KA L= ) 7 U® Y NME (log TG), HDL-C, RT7A4F Y F—E8, T U L=

AT T —Y | XEAEH L T2 =EE CRP (log hsCRP) ., MinSp0, 2S84 & L C

FAE R

B1H BEHMRE

(1) BEETR

AHFFE Tl 116 &4 DEBE NSRS L7-, Non SAS #f (AHI<5, n=11) M TN SAS #f

(AHI =5, n=105) & DLl T, BMI. &IJEDOH LKL INTC 1L, SAS BHETHE

WICEETCTH -7 (F&20), S HIT, SAS DEJEEX 77D 4 BETO LR Tli, severe

SAS IZ non SAS FE L Hbilis L. BMI &N TG 1E severe SAS BECHEICEET - 1=

(3% 2B),

(2 AVAT RV SHREBICEZDRE

20



Non SAS #f (AHI<5) M URSAS # (AHI=5) TOL# TiX, CECIX SAS HETH
FIML T LTV (1.0620. 15 vs 0.96=0. 14 p=0.01) (X 64), LA L. SAS ™

HIEFEX ST D 4 BEDO I TIE CEC I BRI/ o 7= (X 6B),

(3) ORAC fEIZ 52 B B

HDL OHIF L EERE D 7= . Non SAS B (AHI<5) JZTRNSAS B (AHI=5). SAS

FENEE D 4 B Tl ORAC HICH R AR B BEEZITRD o7 (K 7).

@)  ARIFRVF—PROT VAT RF 5 —PERICE % 58

Non SAS % (AHI<5) S UNSAS # (AHI=5), SAS HIEHE D 4 BELL#E Tl
FX YV F—=BEOT VNVT AT T —BIEEICHHZEN A B ZITRBD 2o 12

(X8, 9),

(5) B CRP (hsCRP) 25 % % B8

Non SAS #f (AHI<5) M TUNSAS B (AHI=5) & O Ee#ETlE log hsCRP (% SAS &
THEICEE T o 7-, SAS BEIEJE T 4 BEDO R TlX, severe SAS Tl non SAS,

mild SAS. moderate SAS &L L CHEIZEE TH -7 (X 10),

(6). AVAT RNV EIREE L BERIRNT A —F L OHEMEHE

CEC LAHPHT AR FAMAFT 7~ . CEC & BHEEGIK N T A — & L OFE BT
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ZEMLUIZLEZ A, CEC IX, BMI, log TG XX log hsCRP & DFHEZ R L.
ApoA-1 L ONHDL-C & EOFHEEREZ R LTz, £72. RU VL) T T 7 4 —D/X
T A —2— B L TiL, AHI, AI, ODI(3%) CRADOFHEZ RL., [KBEEZEOIEETH

7% MinSp0, (%) & FOFEEEZ < L7 (£ 3),

(M. VAT R—VE|EIREE L KRR NNT A —% L OERIEDHT

S 5725 CECOMERFDMBE T 5728 CEC B A & U CHEHE . MR,
BMI, WRJEEE, mift, BEPRIE, NEEEFEE, TC, log TG, HDL-C, /T A F VY F
—Y, 7 U /LT AT T —F, log hsCRP, MinSp0, Z M 7284 & L CERIF T &

FEMi L. log TG, MinSp0,. log hsCRP THHPBIRIMR 2RO~ (F 1),

%2 JSTARRE

(1) BEYEER

I ABFZETIE, HEERED SAS FBE 36 La xR L Lz, & 50 DL ) ITHRA
Hlx, R AT T U B TH > 7=, BMI 1%, 30(25-35) kg/m? T, #EHh

WA FB DREFE D B3 1XRR D 72 o T,

(2) CPAPEIBIZ X AHEEKRNT A —HX I 52X HEE

% BB 2. CPAP JIERITE DEFIR /X T A —H | ZHOW TR LT, 72, MEEZEH
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T BMI, BB /XT A —% %, CPAP Hiiff CHEZEEZBOIRMN- T,
(3) CPAPJREEN = L AT 1 — /LB Xk &HE (CEC) It B 2 A&

CPAP JRVER(#2 D CEC TIX, #MAMFIAEZETRO R -7 (K 11),
(4) CPAP J&¥ERT D CEC 43 CPAP J#RIERT# D A CEC IZ RIF &

CPAP G #ERI1D CEC @ 3 /3D B =%, Q3 BflX Q1 ALkl LT AHL 136/

B <S KOV HDL-C IZ A EIZEm o Tz, QL BETDO A, CPAP (2 X % CEC DA E 2

EHZRDT (M12),

(5) M, AE K OBEE (eGFR) 21b25, CEC BEhZ (ACEC) ITKITTRE

CPAP EVEIZ LV HDL BEHED U ET H BB E MK T D720, 13 DLz
CPAP JE LT OB e /K FRE, REHEIN/ B0 RE, e B/ EE, a2
TITAT AR/ ARERETACEC 2L L7228, WL FIA B EEZR

IR o T,
(6) CPAP JRIERTDBFE/NT A —Z N ACEC IZRITTEHE

CPAP J&VERT O, BMI, IHEEAM )L, yEsEHAIMm =, eGFR, HDL-C, AHI, ODI3%,
MinSp0, (%) % 3 73/ (Q1, Q2. Q3) IZX4r L, ACEC L L7=L Z A, Wi

LRI FRIAREZRBO R o7 (K 14),

=~
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HHHE BE

SAS 1%, EXGERAZEIC X AHMBIOMNZIE 24 U 5 2 & T, BEROW b3

ZAHZERHLNTWA, WA LIZ X VEEIROE 2 FF, A oIRKSCE T K

TEZ @ QL AL T 24 < 1EH>, WEDEFRMFZE DA TIE, SAS 1T B R BN

MAEFEEDOIIERCIL LR EET D Z & NRE SN TV 5 (53-55), SAS (28

T ABENIREE(LFEIE D A B = X LIZDOW T, Bl L 9 ICEMWAFZE 23T C

ST AR — SV RAHE R < AR Box i3 PrE R L 1EH 2 A9 5 HDL

BEREICE R 2 2 T,

¥ 112, SAS #£ T HDL OFLEIRAEL/EH DO—2>Tdh 5 CECMETTHZ L &R L

7o B ORRIZ, BIJREESCARIEAEME 2 IR 2 L AT v — L &gl & | 1T

& LU CHEMT A R8HEIZ RCT & KT, HDL S KES 2T (E L T\ b, CEC I, K

AR a2 L AT a— L 2| RS PRTRE & EFR I, RCT DEAID AT v 7

Td b, HDL BRI D a L 2T o — a2 5| &k BT, &N INE

NI VAT a— 25| RS BENH Y . IBEIEREER T R Y REH (ApoA-

1 X° ApoE) CHEE RZ L7k HDL (Nascent HDL) ~Cid ABCA1 (ATP binding

cassette subfamily A member 1) ZJ L T, Cholesteryl ester—rich HDL (mature

HDL) Ti% ABCGl (ATP binding cassette subfamily G member 1) < SR-

Bl (Scavenger receptor class B member 1) Z/> L T2 L AT a0 — L35 & >
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NAHZERNBEINTWANN(56), SAS IZB W T Z ORBENEE LT 5 Al FeM:

DRI X T,

BT D@ Y . 2006 4EIZ Tan &3 SAS T HDL Hile (L EE DAL T 2 7= L7228 (49) |

Z DD HDL BERE~D I &S ) Tld e o 72, ARl Fex 1301 T SAS

HTHDL O EFEAHENRE(LIEF TH 5 CECME T T 52 L 2R L. SAS I2BIT

% HDL #$fER 2% R L=,

55 212, CEC DIUERF DL AR O R, (KBEFE OFFIE TH % MinSp0, &

RIEDIHE T I 5 EEE CRP 23 BMI <2 HDL-C & Ah~7 U CHEBIEAR A R L7~ (5%

4), ZOFRERIL. SAS T X B RIE K OMKAERSE 23, BN & 137 L T CEC DK iz

B#T 2 2 L ARIEL TWA, mEIEE CRP |E non—SAS Ff & bblk LT SAS FET |

LU, B SAS IZBWTHHFHWICAEREICER T2 2 /AH L (X10), &

EOWEICZBNTH SAS A T, RIEMYA MU A o RRIESE~—D—TH

% TNFa. CRP, IL-6, IL-8 O M HFEEN FHTA2Z NN TEYD | KEDORE R

IZEER & AL TR TH 72 (54, 55), SASIZBWTILE | Tl _7=FEIZ,

A O [ R BRI S8 2N RF ) T do 0 L MR & 137 U C A s Bh 3 Mty AL

THLZENMBND (B7), RREAMRIEEOIRTE(LIL, BHERIEDHFK E L THE %

SBNTEY, SASEEThsCRP BETHAHZ L DERE L TEZ N,
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PAE & BIRAE(EISAE O BHE X 1999 A2 Russel Ross (2 & V2B S 417z (58),

ZHLLE. BIREELIRZE D7 T — 7120, B (59) . THIM(60), ~7 a7 7

—V(61) FEDORR & 2250 MR 595 Z E N LNITRY . S BITRAERME

DT F NI Ar— K THbH Toll like receptor 7 (62)eA 7TV

— (63, 64) DEIIRAEAIRZEDERIZEHG L THWL ZENmbhTWnD, —7F

T, BANRRE T UEMERH LT 2 RTPEORERTH S Jupiter ikBR (65), IL-1

BIHEHTH H T % X~ 7 (canakinumab) Zf# H L 7= CANTOS i (66) Tl

TBIEIT AT K2 RIES I O 23 DML E R BIEIED U A TN N D Z &

INERE S, RIEZ DS OPBRBEERICHF G L TWDH Z EPRSh TS

AHFFZCl. severe SAS BETCEIELEE CRP WNEETH Y . SAS HSdEhfJREs A7 v

REBTHLZLexX/HTOMBREMRoT,

%312, SAS ODZMBAETHAIRI VL) TT7T7 4 —BAEO—HEHBHTHD

MinSp0, (R¢AZHYENIR IS 3E BN ) 23 S CRP <° BMI & (37 LT CEC & 1E

OB H L Z LA R L7, MEOHRE TIE, SASIZBWT, [KRFEOFET

& % MinSp0,. ¥ P ERZE N CTd 5 MeanSp0, K& ONFRSE RN EE 90% A<y oD M

HRIERE] TSTOO 23, SHBENARA B A A AR EE (Intima Media Thickness: IMT)

H & B 5 Z 3 S TR Y (67)  AHI LIS OIEREESR OFEE b £ 728k

BAEERIZH G L T D AREMES R ST D, 72, BRRDORRIZ, CEC (Tl
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1R EFREDORD TR FTH Y (43) | CEC AR T I EDIREEAL IR EIFEAEIZ BY 5

THZLENMLENTWS, FERONEBEEHAET D & SAS TIHKEESE DR ) &

W, CEC KT L. BhREE(L2MEE S 105 ATREMEDN R X 17 (67-75) , (KR

FEREEN CEC 1T BAE 52 H A = RATHONWT, 3 BT aF 4 — MEkT

IS D Z L TIMERTIZOWTHET 278t & LT,

% 412, HDL iR LREIC DWW CRGEE 1T o 72, BRIRAFZEIZEBN T, PONT 1EME

R BSCHE G EE 2 L AT 1 — VlE IR T35 2 & lE S Tn

% (76), —77. ORAC i5iZ, Rdnplsr OPURRREFHIIC WV DI TE 120, HikE

IZBW T HDL HIBLRED T DO 7= > DT vt A & L TR L= (52),

SAS TlZ. LA F L 2ADIEETH S TBRS (2-thiobarbituric acid reactive

substances) ®_LFHOHE (17) 3%V | HDL FLE LEEIK 95 Z LTS

3. SAS % PON1 M2 TN ORAC |Z¥2%8 % H. 2 7p o 717,

Lavie H1% CVD & 0F L 7= SAS B Tld, %4 & bk LT PONL JEMER T %

B, E[EVFSHTTIE PONT 7EMEIL AHT & A OFBIRRAZZRD - (77), —F T,

CVD DEEFED 7 W S0 B2 x5 L U7z SAS D% 2B W Tk, AAFge

& [AIFRIC PONL VEIEIC R A . 2 v o 72 2 L 6 (78) . SAS Bl Cld PONL 1& M

B H. 2 702 EDRIBR S T,
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BIEMTFETITLLT 2 ROWFERA D ZET B 5,

1) A ETIX, SASEEE non-SASEED 2FET, o7 NEDIEH X KO

BMI <° HDL-C CHFHFMIA B 25RO 7=, GRS TIX CEC 2ME T35 Z & 23 A

H50(79, 80). JEWHCH L T AEDIE L D& BAMFIED AR 1 & LT CEC D

IS 2 5 2 T TREMEI TS E TE R0,

2) IR PBERFIE ChHA AT ) X T a L AT o — g &k ERE

WL H 252 ENMBIL(8]) ., SAS BETHUERIFHONIRBE NG T TV

D, BINEMN CEC DEIC R % 5 2 I=a[REMEN B 5,

I AIFFEIZ I T U CPAP IR AT O AR BML, RS RE . AHT <CyB#E R4 O 1T

XHERE . AREEZ(L° CPAP JEIED 2 75 A 7 2 AX CEC I A B 2 Ip v o 1=

23, CEC X NRET CPAP (2 X 5 CEC WEEAZRRO A MEREZ R LT~ Bk

X CPAP JEHEDS, SAS ICBITAIKEEF DL DDIFIELZ I LT, CEC K N & 5%

FEE-AREMEDS R I LD 0, AW TIX CPAP JEIER{% D MinSp02 X°

MeanSp02 DZEALIT A TH Y | A% DEFKRHIFE THEE L TW LS BERH D,

X 5T, CPAP T X % CEC MBI, BHMRE. (AEZ L, CPAP 27T 7

YAROMEZEAL L ITMSL LT2BIRTHD LB R D, AT =X LOMINZIE, 4

BREMNIEZ BT S DR DTSBTS5 A5, CPAP 1R OFTHLEMN % [
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LIERTRET SR TH T,

ARFEETIE, BHROREIZ 3 » H D CPAP A L Y MIEEZEDT=/NT A —H |2

TAGIZERO T, BEER E XA L2 o72(23), ZDJRKE LT, 34 fid 27 il T

REHINZ D . FEDIERFITIE CPAP D275 A4 7 2 A8 poor TH Y, =

VTTAT v ABMEECIETRAET 1. Ommlg OUGEI LR T 2R 5 2 &

M IRENEIN L7 Z &0 CPAP RN UNIFEE TE 2o 722 &y, mEZEAL

R LIZEEZBND,

HDL #EREIZ 5 H 92 & 1GPRAT CEC O K ONEEORETH S Q2 LY Q3 BRI

CEC e FEER 23803, 1BIERITD CEC 2MEMED Q1 #E TOD I CEC uERN R 2380

7o &M B IRIERHTO CEC 25 CPAP J#1E D HDL AR RESCEN RO FRIK 1 & L TH

2 DI PSRRI DM R BIEIE Y A 7 BEW HDL BERE R4 0SA BRE 2R

W CPAP IZ LI E R R T OO OFNIREFEEZ R VIGD Z ENREIN

77’»’
—o

Bk D X 512 —E DKL CEC I EA B2 A2 Lmbis (81), AN

R ONREREFOFEIIRHTH H720, HENEDOEF) CEC (T4 5

t%

Z 7= Al REME IR T & 72\, £ 72, Cholesterol Uptake Assay 1%, HDL % 4T ApoA-

1 HURTHIE T 5728, ABCAL At LTz L AT 1 — L S P X REDVIFMC X 72
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VDS TIPSR T OMFZER ST B b,

FeHT /NME

%2 EOKRMIEOFER G CEC #HET DR & LT, RIEDFEETH D

EE CRP N OMEFEZ DI THh 5D MinSp0, 2338 bz, FD7=% ., SAS T

BV TRIE S MR RERBLS CEC I e 525 Z L, £z,

ABFFEIZ B UNTIX, CPAP JEIERITD CEC 2ME T L CWAIERIZ I T CEC 2 Exh

REROHTED, SASIZ X5 HDL BERE R 26112350 T CPAP J% 41X HDL BERE

BIRDHFFTE DR &R0 T,

HI3E ERFEREREICBITIAHL n7d—Atb5 2 588

Bl WE

HDL i3, TRE L EADEBKRTH L2, > TRENBICEHD 7R Y RNE

AREEZE LA L TWWRWEEZ BN TE 72, 1979 4EIC DL #EaE R & LT

Serum Amyloid A (SAA) DIFFEDHER AL, T 07 4 I 7 AT O

MR IC L M1 IR T L5 fx REANFET L2 LML TE

(82),

S IINEE R U OMARTENE, BB EC SRS ISR L, AR

NCEE2RE 2 Z LM BILD, Davidson HDO T IV—TNABA LTS
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HDL & 45 — & ~X— A (HDL Proteome Watch 2021) (82)I2k % &, 2005 4E7)>
5 2021 £ E TOHIM T, 45 MO CHMENH Y | 936 fHDOE AN HRE ST
W5, EEICIE, BIIREE LI (83-87) . BRMA(88) . AFIRZE (89) . MJEHL
###(90), COIVD-19(91) C, HDL a7 A —ANElT 5 Z L BHESN, D
G, Gordon X HDL #HE & ORIRICOWTHE S A Y T, HDL 717 4 — AN
D 16 EOFE A CEC LM EZ AT 2 8®E L Lz, (87) F7z, Vaisar b
(X, serum amyloid A (SAA) EFZFED HDL 7'm 7 A — LD ZEAKIZ L Y CEC 23

KFIBZEa2R1L7-(86),

AR D X 912, Fex L SASEET CEC MR T 52 &, & HITIREER OFIE T
& % MinSp0, 7% CEC & IEOHHBARARICH 2 Z L 2L LTe, DX 572y
b, A IESASICBIT D HDL e 74— A8 bR a L AT a— L5 &k
TR FICH G L S Z T, DL 7 a7 A — At 2 £l L, 5l &

RERTICwE LcERZRET 278 & LT,

w2 Hik

(1) XNRBE

2017 4 4 A5 2019 4 4 A £ CIZBHER R F R L OMEIRE & 7 7 7

U= 7% KT, SAS DEEWTBREES NI 116 &4 DHBRE T, BekBEIT
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MEARAN Y YV A 7T 7 ¢ — (PSG) A DS AT S 4L, MinSp0, D7 — & ZHif5 L
2o RIEEDOBIEMFIE T, MinSp0, 23 JHE & BUI & HHS7 L C CEC L MBI A7 7z
Z LI OARBER O VR, HDL 7' u T A — MR AR 5 2 D TREME A B
%, PSG THIE S 472 MinSp0, ? AT 5 4 (High MinSp0, # : 92+2%) ., T 5 4

(Low MinSpO0, #£:40+6%) ZHiH L7~

(2) #BBELEEHVZE MLED S 0 HDL B

BENOEER L migsiRix, =0 (4°C, 3000rpm, 15 47) . BTG

500ul. 280 (BLEE 1.063-1.210) T HDL HEEA{TH> 7T,

(3) HDL 7'u 7 A — AfEAT

0 C HDL HEER IS, R U Z VI KX T T R L& LT - 72141
nanol.C: UltiMate 3000 RSLCnano LC System (Thermo Fisher Scientific) &
NMS: Q Exactive HF-X (Thermo Fisher Scientific) Z H V7=, Mass
spectrometry MS) Z3#T1X Overlapping window DIA Z v 7=, Scaffold DIA
(Proteome Software) Z U NTHENT L. Peptide FDR (False Discovery
Rate:FDR) & Protein FDR 23 & HIZ 1WA T & 725 % /R « _TF FORE
mOWIERMAER M LT,

7 — A M1 Perseus (https://maxquant. net/perseus/) CE&AE % Log2 Z5H#A
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L. XKIEME CEEMED 0) ZRHRALUT L2 2EVMETT ¥ LITRAL
2o BREOEBHMEN 2 (5L EOZEE ) ORER D773 P<0. 05 (2 #E: T test, 3
BELL B ANOVA) & 720 & U VB xR LT, ZNENOEREE Z-score IZ
L= (B 16), TmTrd—Airid, sttnT &8s o077/ no—

R ORFE#R, T3) b2 %0 L7,

(4) Gene Ontology =¥V wF R MEN (GO enrichment analysis)

GO = U wF AL MENFIZ., QuickGodata (https://www. ebi. ac. uk/

QuickG0/) % FHVNTHEMNT 24T - 7=, Enrichment factor & p i, Fisher ®DIE
MR R E 2 AW TR L7, F7-. Benjamini-Hochberg % iV T, FDR %
FEAf L7=, Low MinSp0,#E T, JEH L5 (fold change=1.0) 28 7=%& A % il
H L. Gene Ontology Biological Process (GOBP) T%43¥E L. Enrichment

factor>1 KW p fE<0.05 @ GO name ZEN L7,

(5) fRAHEROZRR

BEREEDRIEDTZD FFLd 5 50 group & V7=,

Groupl : HDL B 5 — &% ~X—Z (HDL Proteome Watch 2021) THH ENn/-EH

AE (936 ff) Z33&E L7=(82),

Group? : B = CIKEE DO TH 5 MinSp0, 23 CEC & FHEFEMEN R & n7-7-
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¥. All of Gene expression (AOE) (https://aoe.dbcls. jp/) DT —H X— R

MORRBRFIC LV BB T8I Pz 2L —2a s LieT— 4 b,

hypoxia—normoxia socre (HN-score) Z&t% L. A7 100 fHDEsFEEZ BT

L72(92),

Group3 : E[EVFIIHTIZ THEHESC BMI & N7 L C CEC & fHRE 23RO 7= AR 412

R LT,

Group4 : AMWFFE T Low MinSpO, B CE®Eh L7 AREA2 BN LT,

Group5 : BT DARIZ CECIR FIZBIE D & 5 SAA IX. G0:0006953 acute—phase

response [V v BT XN TWATD . ARIFFERICEBWTEEED GO name [~ v

B 7 SN 5 EARED CECIZEE S S LG 272 T, AHE TR ShZER

BEIZ IV T QuickGO database (23T G0:0006953 acute—phase response (Z

SEINT-EARE% Groupd ITEE LT,

VDT )—"T"% https://bioinformatics. psb. ugent. be/webtools/Venn/)

EHOTRUKZER L, BEETOIEAZEE LT

(6) Ifi.H Angiogenin X Orosomucoid 1 NDEHAHEE OHIE

BB DB O X8 835 116 4 @ Angiogenin & TN Orosomucoidl O HE R

/%, Human Angiogenin ELISA kit (Proteintech, USA) & X Human ORM1 ELISA
34


https://aoe.dbcls.jp/

kit (Proteintech) Z H\CHIE L7,
(7) MinSp02 3 43ALIZ 1) B Orosomucoidl DEBHEE O H#k

BB DB e DTS B 116 4 % MinSp02 D EWIIEIZ 3 4907 (T1, T2, T3) |Z

—

[X/43 L. Orosomucoid 1 MR HREAELEL LTz, SEETOLENILX, 7 T AL

74 ) ABRE X Eh L, FEMANTE LT Dunn DL BB E LT/ -7,
EIE R
(1) BEAEER

SRBEITEEBMETH 72, low MinSp0, BEE High MinSp0, Bf & Hls L T,
BMI, log TG M TN loghsCRP IZAEIZE < . HDL-C K TN ApoA-1 13 EICIKfE T H
ST, 51T, SAS BIEOIEH Tl low MinSp0, # Tl high MinSp0, B & kil L

T AL HI & OV0DI (3%) IF A EIZEIETH 7= (3£ 6),

(2) HDL 7 &5 F— LfEHT

BHED N 2 2L, OB DOHSEER 7228 p<0. 05 & 70 b X 37 2

L. TNFNDOEEE A 7-score |[ZZ5#2 L T Heatmap Z1ER L7= (X 17),

Low MinSpO, # Tl% High MinSp0, # & bl L T 159 [HOEENEH L, ZDOWN

IHEATHEAD L, U8 EANMLZ(F£9),
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(3) GOV vF R NMEW

AEl, EEIL 159 HOBAREEZHAWNT G = v F A L MENT 2 50 L
o & 2 A, BEE AT FICRIESCHIR 2 G 7= BRGEICE D 2 R ICEE D 5

ZEMRENT (RT),

(4) CEC & mEEIGESHT

in Jc OVBMT &2 L C CEC & AHBA 2 AR b 7o 8 1 & E[El e o0 C 380 L 72 &

A, MEOERTEHEZRDZ (£8),

(6) EFAEBHDOZRERE

Groupl~5 TRUKXE/ERR L7= & Z A, angiogenin (Group 1,2,3,4) &N

orosomucoid 1 (Groupl, 3,4,5) NEHEL DT INL—FIZF L TuvWi= (X 18),

(6) Anigogenin & U Orosomucoidl & CEC & D EiFHE

X EHE 116 412817 5 CEC & Angiogenin TN Orosomucoidl & OAHBEAfEMNT %
Fhii L7= & Z A, CEC X Angiogenin & FHPHIFER T, Orosomucoid 1 & ifiFHPRE

L, (5810)

(7) Orosomucoidl & CEC & D EMEGESHT
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CEC Z1E)@AEH L L CAElh. BMI, HDL-C. log hsCRP K TR Orosomucoidl ZJH 7

IRk U CERBIE ST A2 FEHME L. Orosomucoidl 1%, # DO dOZEE (4. BMI,

HDL-C &% X log hsCRP) & #1572 LT CEC L AHRI A RO T, (F 11)

(8) MinSp02 3 43\f. T® Orosomucoid 1 M L

I

MinSp02 2MEAE D T3 BT Orosomucoid 1 1%, T1 FEL il L CAHZICEET

Hoto, (¥19)

FAE BE

3 ETIE.SASITHIT B CECIE T DA =X LD O 7= HDL 717 4 —

LfFEMT 2 S L, 159 OB AELE 278D, 60 =2 U w I A 2 MENTOREE

SRIESCHRGIZBICEDAEAICEHN AL 2R L, 2 b 0fs 3

1L, SAS IZBW T HDL 7' a7 A — A DORIEM Y 5 U o 7034 U 2 Al Reth s mig

ShAfER L7 o7-, HDL Va7 A —L2DORGEMEYD =5V o Z7I2B LTl 2007

HFIZHID T Vaisar HIC L 0 FEREEO BEOBEBEHL 2 HW->a v b

TR T A 7 A THGE S AU, CAD-HDL I35\ TR H % o> HDL & bl L CHlIRTS

MEIZED A EBE (C3) <P acute phase protein (ZE#ET A (PON1, SAAL) 23

ERIDZEEHE L, EEIIREEOEE TIX DL 7' v 74— 2OREMHY £

FUVUITNETDZ LR o72(93), £7-. 2012 FiiX, KIEDORIEVERE
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ThHWMOBED DL 12BN\ T T BT A —L2ORERY TV U IHREL D
&L BT, CECMET 2 Z LavREi, RIEMERBIZEIT S5 HL 7' v 7 4 — A
DEALH HDL HEREICR B A B X 2 FIREMEIC DWW TR S 72 (90), & BH1IZ

WD Vaisar HiX, =2 R X #5280 HDL 7’127 4 — AT acute phase
response (2B % SAAL/2 728 B CEC AL, —HTSAAL/2 /v o7 T 7 b
VUATIETZY R U BHIZX D CECIR FIZRO R -7, 2D Z LIXHDL 7
BT A —LDORIEMY TFT Y 7 W CEC ICHEBEN R BE 5252 LA /R LT

W5 (86),

IHIZ HDL a7 A — L ORIEMY TFT VU o TR BEFREME N H 5 O Tld7s

WnEEZHILD, AEl. CEC K TIZES LI-E/MKRFomBEE LT, FHxlt

ISEEHE U CHER, BT 2 AW TERBEYF T 217\, 34 fE O E H A CEC & FHEY

BfRIZCHD Z L2 R LT,

6 fEFEDE A (ORMI1, SERPINF1, F2, SERPINA3, APCS, AHSG) 7% GO:0006953:acute-

phase response [ZEEIND I ENDOMND . ZO LI REAENSG, SAS TR

%A HDL a7 4 —LDORIEMY 7V > 713 CEC 12%F LU CEER B E 5 £

LA REMEAV IR STz,

Fexlx, S ORHEMDFOMBEDT-, AijEk® HDL proteome Watch(2021)
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A L72(82), S HIT. Fxld, KB DIEE TH % MinSp0, A3, CEC &4H
PIAFED 5 Z &b, CECAR FICIRMREAIMIC LY EAT2EBARFELTWD
AREME L B 2 BN D728 NCBI Gene Expression Omnibus (GEO) (94) . EBI
ArrayExpress  (AE) (95) DDBJ Genomic Expression Archive (GEA) (96) % &
L72T =2 _XR—=RATdhbD AR T —H =2 BEBEAEIC LY BRI &K
TEXalb—TarLizAZT7F YU A(92) LV 100 &5 & L. groupl, 3. 4

G D CHRAT LT- & 2 A ANG (Angiogenin) 2NEIR X7~ (X 18),

Angiogenin (ANG) %, VAR L7 —RiEMEHT oM~ mMEF EEAT
&0 ARREFRBIC X0 BB EF/T 5, TOMEEL LT tRNA 243 L. tRNA-
derived smRNAs(tDRs) Z AT 5 Z & T, A L ARE F COWRGHTT 5 2
ERHBITWS (97), HDL UL, tDR ZiEW3 5 Z LR onTE Y., AKLE
£ HBENREE (LD BE O HDL TiX tDRs BNEL EEND Z ENHESIN TN DA
(98) . tDRs PE/EE 1 Td 5 Angiogenin @ HDL HEFE~DHBIZONWTIXZNE T
BEFSh TRy, —FH T, A, RIEDOFEIE TH S hsCRP 73 CEC & FHBI %58

HZ LD, RIEICEET AEAN CECIE TIZEG L TWAAREERH - 7=,

Aa] . BEER K O 8 Tl acute—phase response (Z3FH I LA EH DS CEC (2B
BT LHZENRAHESNTERY  AFETHI S/ HDL & H T 60:0006953 acute-

phase response | T HEHEZ MM L. groupl, 3,4 D CTHITLI=2E 2 A
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ORM1 (orosomucoidl) ANiEIR X7~ (¥ 18),

Orosomucoidl X, YARLZ Y 77V — AR FEESCRIE T EAT 5
EHO9) THY DA ME T ERET S Z 2B TV A (100, 101),

F 72, Orosomucoidl &, FFUIRE DIFFAEICHEID S Z &t Sz (102),

Orosomucoidl 23 HDL 7' &2 A —AIZHFIET D 2 LT 145 THE STV D03,
HDL #%RE I EBITHIRARATH - 7=, 5. Fex 1Z0]D T Orosomucoid 1

23 BUFA BE K OVEE [R] )79 HT C CEC & AHBE 2 38D, MinSp02 KB (T3) BE CEETH 5
Z LA RH L. Orosomucoid 1 75 SAS @ HDL #REAR R Z I (E L TV B AIREME 2 7R

L7,

A, HDL 7’1 74— A Cld, HDL proteome Watch (2021) THE STV 7w
BEAPBE S, SOICBEHREITRRDERAD CEC LMHEZR O, £o. A=
DGO =Y v F AL MENTTIE, low MinSp0, TA®) L7~ HDL 7' 17 4 — Al
WATEME  (60:006957) & TN acute phaseResponse (GO:006953) (Z/0¥E S5 & H

NEENTWRN, BEROER (C3, PONL, SAAL) (ZEE L 72 o7,

ZOERE LTBERO UL ' a7 4 — B W TMS 2B 57 — % Bf5 51k
D% <X DDA (Data Dependent Acquisition) WHWNHILTWAD, AlFl, T —

HEAEIZ &7V DIA(Data Independent Acquisition) Z H\ 7= Z S IZHEIKT 5,
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DDA IZ, MS1 CTHUVIAATE A F LD H b, MEDOE N7V —H—1 %

VEER L TMS/MS ORFGZE1T 5, — . DIA L, MS1 ZHuUS3 45 RITIK A

T, FBELEERPMEO MS/MS 7 —# Z8miIcBEG T 5720, L0EL0E

AT 5 2 ENATEETH 5, Goetze B, HDL 17 A — A% DIA ¥ THl

TEEAT o 72A3, DIA 1% 296 A OB AR U, PR & ik LT 2 5L Lok

MRS D Z & 2WE L7 (103), RUFFEIZHBWTH DIA EAZHWS Z & T HIL

EHE LT 2 FEOEANRESNTEY, gk s ik L T DEHAY

[FE LIS, AFZERRSE L TIITRED 2 RBAFET b5,

1. HDL & B OFFRZER (ApoA-1) BN L AT o — LGl EkEwEr 5252 L

(T, BESR TR O TS A3 (104, 105), b U 7 ZAWTH 7 VALEZ LT

WD e OFIRRZERNIFHENEETH > 7o, £DT2d BEIDORNVEHIZBW TS

FIRRRERRIC L0 5 SRS BB Z 5 A 7o ATREVEIZ A E TE 7220,

2. KBTI, HDL 72 74— AIZHBWT CEC LHHEOH AEAZHIH LTV

D08, EENZRRRRERICOWTIIRIMTH D, Al i A ozE Tt =

172 Orosomucoidl 73, CEC |ZHEIEMIIZE 2 A2IZE L CiE, in vivo IZBIS

59787 LIE ) v I T U N ETVTORGENRKLETHYD . 5% DO}

BLEERD,
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BHHT /NME

SAS IZBWTIZHDL a5 4 — LA DOREMY) TF VU o 7 %38 Orosomucoidl

2 CECIK T ONMERT L LTEZ LIV,

BAE  HeiE

SAS 1. [H DKM « FERENY 248 D IR 3IRE CTh D, AL TIE. SAS @ HDL

ERE~D T OWTHIEMNZE 28 L CTRRGEET D & & 1T, SAS DOIEUER) 22 1RIR

J71TH 5 CPAP #5573 HDL A REIC MIT T 322D T, 3 & A @ CPAP J&{E TRE

%17 > 72,

BEMNIETIZ SASEETHDL D L AT m— L | XX ERIZE T 52 & 2R

L. SOIERRSEDIEE Z /3T MinSp0, K IRIEZ RT SA A~ —I—Th 5

hsCRP 73 BMI <2 HDL-C & 4157 L C CEC LAHBERIMRICH A Z L 2 R L=, Z D%

FLX 0 SAS WNMEREE K OMKIE A/ LT HDL BEREIZ 28 % 5. 2 7~ I HEME N R X

i,

I ABFZEIZ BN TIE,  CPAP JE¥ESEH R D CEC X TREEIZ I3 T CPAP JRIEHT]

D CEC FENRAZFRO D b MWESRMIEZALZE DM OFER /X T A — 4 —|% CEC I

WL G270 o7, TOMBIZEY JREERTO CEC 25, CPAP £ d HDL HEHE

BERNRO TR FIZ 72 0 1525 rTREVEN /RIZ ST, RPRAY 72200 3 B BT IE
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U Z 7 3@ HDL BEREAR 4D 0SA FRE 23U T CPAP LML E R BT D 7= D

BRRIRRFEZ R 0GD 2 ENRRS NI,

EHIZ SASICBITA CECIETDOA N =R LERBTAHT-DHL a7 F— A

fEMT 2 FEh L7~ & = A, acute—phase response |ZBHETAEHD FH 2 Klipd

OREENEFHWEE (low MinSp0,) TR 7-, ZOHERIZ IV | SAS IZB W THRIEME

VBT Y vk SRR ST, Fi, AT - N2 LT

Z & C. Orosomucoid 1 WIMERIF DM & L TR I,

PLEDFERING | SAS 1281 DR E RS L ORIEILX HDL 7' v 74— LD Z4L

AREL, ALAT o= G| ZREELET DL Z LT, BRI LIER EFEIEIC

BHHSHZENREBEEI T, F7-. CPAP JEIEIX, FIED SAS I231F % HDL ke

EOREAMBPFHFTE L (X 19),

HDL B§RE RN~ IR ALY, SAS IZ31T 2 Bh IR (LA E M 2 #iil < & 5

INE D INTONTIEE K, BRNITE COMFBLBLETH Y | LRROMERFIC X

% CEC X T M TF CPAP 1AL & 5 HDL BEBECEZN R D A J1 = X BT DU TR HEME

WFFETOFHMEALETH D,

BHE fEin

T R R 2R R iE B B C U CEC K &2 3R 6D . MinSp0, 2 TN hsCRP % CEC & #iata#
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B T-, MEIRFFEEREGEEREICB W TCIL HDL a5 —AORIEE) =5 ) 7
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HAE - BERERLAA

A1BG: Alpha—-1-B glycoprotein,

ABCA1: ATP binding cassette subfamily A member 1
ABCG1: ATP binding cassette subfamily G member 1

AHI : Apnea Hypoxia Index

AHSG:Alpha2-HS, glycoprotein,
AMBP:Alpha—1-microglobulin/bikunin recursor,
ANG:Angiogenin,

APCS:Amyloid P component,

AZGP1:Alpha—2-glycoprotein

BMI:Body Mass Index

BSA: Bovine serum albumin

C8B: Complement C8 beta chain,

CEC: Cholesterol Efflux Capacity(Zx L AT o —/Lg| Xk ZHE)
CETP: Cholesteryl ester transfer protein

CFD: Complement factor D,

CFHR2: Complement factor H related 2,

CLEC3B: C—-type lectin domain family 3 member B,

CPAP: Continuous Postive Airway Pressure (Ff#5chb I #L FEL)
CSA: central sleep apnea syndrome (FPAR/MESEREIG SiEBERE)
CST3:CystatinC,

CUC:Cholesterol Uptake Assay

CVD: Caridovascular disease (ChLE¥EHR)

DBPS : Dulbecco’ s Phosphate Buffered Saline (Z /L~ 2 ) FafEfE A P A
7K)
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F2: Coagulation factor 11,

F9: Coagulation factor IX,

FBS : fetal bovine serum (fR!VE4-ILIE)

GNA12:G protein subunit alpha 12,

GPX3: Glutathione peroxidase 3,

HDL-C:HDL-== L A7 1 — )L

HDL: High Density Lipoprotein

HPX: Hemopexin,

ICAM1; Intercellular adhesion molecule 1,
IGKC: Immunoglobulin kappa constant,

KNG1: Kininogen 1,

LCAT: lecithin—cholesterol acyltransferase
LDL-C:LDL-== L A7 1 — /b

LRG1 Leucine rich alpha—2-glycoprotein 1,

LTF: Lactotransferrin,

LUM: Lumican,

Log TG: >I#Z84 L 7= TG K

Log hsCRP : 4284 L 7= hsCRP i

MSN: Moesin,

MinSp0O,: minimal Sp02

ORMIL: Orosomucoid 1

0SA: obstructive sleep apnea syndrome ([P ZE e He R Ay 2L -G i {62 B )
PAF-AH: Platelet-activating factor (PAF) acetylhydrolase
PGLYRP2: Peptidoglycan recognition protein 2 ,

PLTP: Phospholipid transfer protein
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PON1: Paraoxonase 1

RBP4: Retinol binding protein 4,

RCT: reverse cholesterol transport (= L AT 1 — LififiikR)
SAS: Sleep Apnea Syndrome (FHEMR Fep 48 N JE (B )

SCD-1: stearoyl coenzyme A desaturase 1

SCD-ASO: SCD-1 7> F B AFVIX 7 VAF R

SEPINA3: Serpin family A member 3,

SERPINA5: Serpin family A member 5,

SERPINA7: Serpin family A member 7,

SERPINF1: Serpin family F member 1,

SR-B1: Scavenger receptor class B member 1

SRBD:sleep related breathing disorders  (FHEMR RS FEIY &)
SREBP-1: terol regulatory element binding protein 1

TG = ARG

TTR: Transthyretin

hsCRP : high sensitive CRP (& &% CRP)
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LA M E, mmHg 78+16 82+12 ns
i M 0 (0%) 20 (27%) 0. 02
BERR 0 (0%) 6 (5.7%) ns
BavrzFo—, mg/dl 19716 211+39 ns
HDL= L A5 12 —)L mg/dl 64+16 54+20 ns
PR, mg/dl 88(70-108) 141 (97-254) 0. 004
¥k, mg/dl 98+19 105+28 ns
e Mh e A8 oD BEAE 0 (0% 0 (0%) ns
Jipd 5 2 D BEA: 1 (9.1%) 1 (1.0%) ns
(NAR) n
BRUE T3 2(18%) 11(10%) ns
HUREIR IR 0(0%) 4(3. 8%) ns
¥ £ 7 0(0%) 23 (22%) ns
B
AHI<5 5<AHI<15 15=<AHI<30 30=<AHI
non-SAS (n=11) mild SAS (n=37) moderateSAS(n=24) SevereSAS(n=44)
A 41 + 13 49 + 13 46 + 12 47 = 11
3 (BH) 8 2% 32 86% 23 96% 43 98%
ESS 8.8 + 4.6 8.4 + 4.5 8.6 + 4.8 9.9 + 5.8
BMI  kg/m2 24 + 2 25 + 5 26 + 4 30 + 6 sokok
UL AE A E mmHg 126 = 17 131 = 17 128 = 15 138 + 17
PEARMAME, mmHg 78 + 16 83 + 12 7 +9 86 + 12
i i 0 0% 8  22% 4 1% 1 31%
W R 9% 0 0% 2 5.4% 2 8.3% 2 4.6%
HET SR SE 1 9.0% 1 2.7% 4 16% 8 18%
] 4 36% 6  16% 5  21% 1 21%
BarzFo—i, mg/dl 197 + 16 214 + 40 208 + 40 210 + 38
HDL= L 27—V, mg/dl 64 + 16 57 + 17 56 + 14 51 + 25 *
PHERERS, mg/dl 88 (70-108) 121 (76-286) 130 (106-221) 166 (109-269)
1, mg/dl 95 + 19 100 + 18 100 =+ 20 106 =+ 30
PARZE, n (%)
RRUE T3 2 18.2% 2 5.4% 2 8.3% 7 16%
bk R 3R 0 0% 1 2.7% 1 4.2% 2 4.5%
P E 7 0 0% 7 19% 4 17% 12 27%

A ; SASEEL non SASBE A LEEZ L C, XHSD7Z2W t ME CTHENT L 7=, B : £ HIE

FED SAS BE% non SAS LHEEG L. WEHFHIBARBEDH > T-REIT kp <0.05, **p
<0.01,%kk p <0.001 &FEFL L7z, BMEIZ, VEWEEERFRZE (2720, MU
Ut FEEP Rl & S EaPE) & LT,
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#F3: CEC & BMEGKNRNT XA —H —L DAY T~ ONENAH RS

8 FHBEAR L p &
Age 0. 137 0. 144
ESS 0. 005 0. 961
BMI -0. 273 0. 003
ORAC 0. 079 0. 400

IS A o 0. 031 0. 744
ik 3 ifn = 0.017 0. 859
NRIF*%VF—¥ 0. 090 0. 342
TYVNTRTFF—F -0. 037 0. 692
AHI -0. 197 0. 034

Al -0. 192 0. 040

HI -0. 066 0. 485
minSp02 (%) 0.198 0. 034
0DI (3%) -0.214 0. 022
TC 0. 048 0.611
10gTG -0. 369 p<0. 001
HDL—C 0.617 p<0. 001
glu -0. 020 0. 836
Insulin -0. 151 0. 108
UA -0. 147 0.117
ApoA-1 0. 551 p<0. 001
log hsCRP —(). 354 p<0. 001

CEC & BAEEFKNT A —F — L OFMBEREIT, AT ~ > ONELLAHBEFRE 2 v
THRAT L7,
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4 : CEC & MEIRRFMEMESEMERED N T A — & — & O B[R4

B p value
el -0. 15 0. 083
A fiim 0.07 0. 449
W -0. 06 0. 460
BMI 0.15 0. 226
& I E 0.05 0.613
W PRI 0.13 0.119
NREFFxVF—+F 0.07 0. 428
TIYNTZRF 5 —H -0. 08 0. 354
MinSpO0: (%) 0.2 0. 047
TC 0.01 0. 902
10gTG -0. 29 0.011
HDL—C 0.19 0. 067
log hsCRP —. 21 0. 039

CEC ZftJEA%cs LT, MR, BMI, MYEOAE, milEoA %, HERMO
A, TC, 1ogTG, HDL-C, MinSp0,, /X7 A% Y F—BiHME, 7 IV T 27 7 —F

MM O LloghsCRP 2S84 & L CEHEIRDHT 21T > 72,
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# 5 : P AMFZE D BEE R R OWEIR X T A — X DAL

A
N=36
Al 47+11
51 (BHE) 34 (94%)
AHI 46 (35-78)
ESS 8(5-11)
BMI 30 (25-35)
UL AES M, mmHg 134+16
PR ME, mmHg 83+12
& I E 12 (64. 7%)
¥ PRI 2(5. 9%)
JIE BT e B 5(15%)
Wwal 27 a—/, mg/dl 205+39
HDL=t L A5 12—/ mg/dl 48+13
FYZY®Y K, mg/dl  150(107-254)
e Eh AR FB D BEE: 0(0%)
FMEEZEDBEE 1(2. 9%)
B
CPAPHi] CPAP7% p value
BMI 30(25-35) 30(26-34) ns
UL AEHAME, mmHg 134+16 135+18 ns
PEEHAME, mmHg 83+12 83+11 ns
oL X7 o—), mg/dl 20638 204 +42 ns
HDL=2 LV X7 a—/)b mg/dl 50+14 50*+13 ns
FYZU&Y F, mg/dl 150 (107-254) 189(124-245) ns
eGFR, mL/min/1. 73m2 77+18 77+=17 ns

BABIL, SEE EAEREE S (7277 L. AHIL, ESS, BMI } OV PERERG 1 F g fil & DU 45

{r#FH) TH#RL7-, ns: not significant

—
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# 6 : HDL 7' 1 7 A — AFENT I8 Gk S 7= BB

Low MinSp02(n=5) High MinSp02(n=5) p value

FEfin 35 £ 9 36 £ 5 ns
AHT 93 + 12 3.4 = 1.9 p<0. 001
ESS 16 + 4 6.4 = 4.2 p<0. 001
BMI 36 = 5 24 + 3 p<0. 001
CEC 0.78 = 0.13 1.13 = 0.09 p<0. 001
ORAC 0.6 = 0.21 0.67 = 0.25 ns
NTFF Y —1F 151 + 78 157 + 67 ns
TV AT —F 1270 £ 243 1039 £+ 101 ns
SR A 1= 138 = 20 130 = 21 ns
ProR i = 86 + 13 89 + 15 ns
AT 59 + 37 1.4+ 1.1 0. 009
HI 35 = 31 1.9 £ 1.3 0. 046
MinSpO0: (%) 40 = 6 92 + 2 p<0. 001
ODI (3%) 87 = 19 2+ 2 p<0. 001
TC 196 + 52 197 £ 20 ns
LDL-C 106 + 43 108 + 23 ns
log TG 5.4 + 0.6 4.5 + 0.4 0.0185
HDL—C 38 £ 9 70 £ 8 p<0. 001
ApoA-1 118 = 16 165 + 17 0.0016
log hsCRP -1.04 = 0.58 —4.17 = 0.88 p<0. 001

High MinSp0, (n=5) K& O\ Low MinSp0, (n=5) DEFEEGIK /ST X — & —Z D72

Ut RRE CREM L7,
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#£7 WL 7as7d—AIZBIT5 60 vF X MEHT

GO ID GO name Enrichment factor pvalue
GO:0050778 positive regulation of immune response 3. 5473 4. 7. E-04
GO:0006957 complement activation, alternative pathway 3. 1926 6.9. E-05
G0:0016525 negative regulation of angiogenesis 2. 759 2.4.E-03
G0:0006956 complement activation 2.027 1.6.E-02
G0:0010951 negative regulation of endopeptidase activity 1. 9899 6. 4. E-05
G0:0006958 complement activation, classical pathway 1. 9623 2.8.E-05
G0:0006953 acute—phase response 1. 7736 2.6.E-02
G0:0002250 adaptive immune response 1. 708 1. 2. E-02
G0:0006955 immune response 1. 5463 1.4.E-02
G0:0006954 inflammatory response 1. 4876 3.6.E-02
GO:0045087 innate immune response 1. 3236 2.4, E-02

GO 7 /7 — 3 0%, QuickGO database (https://www. ebi. ac. uk/QuickGO/).

ZHWNC~ v B 7 LT 21T o7,
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# 8: AT THEM S OVBML & N7 L C CEC LA 2320 - A

EH%A B p value EH% B p value

A1BG -0.969  0.009 HPX -0.933  0.029
AGT -1.037  0.006 ICAMI  -0.959  0.026
AHSG -0.845 0.014 IGKC -1.049  0.034
AMBP -0.710  0.030 KNG1 -0.927  0.032
ANG -0.837  0.021 LRG1 -1.042  0.003
APCS -0.762  0.036 LTF -0.777  0.039
AZGP1  -1.069  0.003 LUM -1.077  0.001
C8B -0.933  0.029 MSN -0.500  0.044
CFD -0.796  0.037 ORM1 -1.102  0.001
CFHRZ ~ -0.680  0.022 PGLYRPZ -0.841  0.029
CLEC3B  -0.956  0.013 RAB7A  -1.083  0.020
CST3 -0.727  0.003 RBP4 -0.704  0.048
F2 -1.047 0.012 SERPINA3 -0.804  0.022
F9 -0.790  0.012 SERPINA5 -0.913  0.006
GNA12  -0.675 0.016 SERPINA7 -0.821  0.011
GNAIZ ~ -0.581  0.019 SERPINF1 -0.740  0.003
GPX3  -0.89226 0.0172 TTR —-0.900  0.033

CEC Z7EBE%E LT DL 7 us 4 — AR CEBN 2RO - B AREOE A mE

i o O BML 2 S22 & U CHEBYR T 21T 2 72,
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#£9:HDL ' u 74— AENTIZBWTEH %

BT EARE

Accession Number | Gene Symbol | Fold-change p-value Accession Number | Gene Symbol | Fold-change p-value [ Accession Number| Gene Symbol | Fold-change p-value
P00739 HPR 0.3 6.7E-03 P23142 FBLN1 12.0 1.6E-02 P01344 IGF2 13.4 2.8E-02
P80108 GPLD1 0.4 1.6E-02 Q02094 RHAG 3.8 3.1E-02 P01861 IGHG4 6.5 1.2E-02

Qs5UCC4 EMC10 0.4 3.6E-02 P16581 SELE 53 3.5E-02 P09486 SPARC 219 3.8E-03
Q96EG1 ARSG 0.2 2.1E-02 AOAOB4J2D9 IGKV1D-13 2.3 4.5E-02 P17936 IGFBP3 47.1 1.0E-02
Q8TDL5 BPIFB1 0.4 4.2E-03 P21730 C5AR1 3.7 3.1E-02 P00742 F10 9.2 2.4E-03
P17301 ITGA2 0.2 1.4E-02 P13671 Cé6 9.2 9.9E-03 P05160 F13B 45.8 5.3E-03
Q12884 FAP 0.3 2.3E-03 000187 MASP2 9.1 3.2E-02 P01019 AGT 2.0 5.1E-03
P55058 PLTP 0.5 3.8E-02 P12259 F5 13.7 5.9E-03 P05543 SERPINA7 3.3 1.7E-03
P05556 ITGB1 0.5 4.1E-02 P34096 RNASE4 16.3 7.1E-03 P02766 TTR 2.6 6.1E-03
QIUKX5 ITGA11 0.3 7.7E-03 ADA075B6K4 IGLV3-10 9.2 1.3E-02 P00746 CFD 8.8 3.5E-03
P16070 CD44 0.4 1.1E-02 P07357 C8A 2.7 8.0E-03 P06396 GSN 33 7.0E-03

Accession Number | Gene Symbol | Fold-change p-value P01714 IGLV3-19 8.2 1.9E-02 Q14574 DSC3 7.3 2.2E-02
Q9uULI3 HEG1 10.2 3.6E-02 A0A075B7D8 IGHV30R15-7 6.8 2.7E-02 P69905 HBA2 3.6 8.4E-04
P07355 ANXA2 2.4 2.3E-02 P02774 GC 3.1 4.5E-03 P68871 HBB 4.0 2.4E-04
P06133 UGT2B4 3.1 2.4E-02 ADA075B6S2 IGKV2D-29 2.7 2.0E-02 P62879 GNB2 18.9 6.6E-03
P50502 ST13 4.0 8.3E-03 P01834 IGKC 2.9 2.6E-02 P36980 CFHR2 18.8 5.2E-03

ADAOB7TWSY6 IGKV3D-15 9.2 3.4E-02 Q16610 ECM1 8.0 4.2E-02 P26038 MSN 2.3 2.9E-04
Q14651 PLS1 7.2 2.0E-02 P06312 IGKV4-1 2.0 3.5E-02 P04899 GNAI2 33 5.0E-05
P80723 BASP1 2.3 7.6E-03 PODOY2 IGLC2 2.5 2.6E-02 P02042 HBD 232 8.4E-04
Q969P0 IGSF8 8.7 1.3E-02 P04003 C4BPA 2.9 3.1E-02 Q92954 PRG4 30.3 1.5E-03
P33908 MANIA1 8.9 1.4E-02 P08571 CD14 271 6.2E-03 P13796 LCP1 14.2 1.7E-04
P11142 HSPA8 4.9 4.8E-02 QIUGM5 FETUB 7.7 3.2E-02 P05546 SERPIND1 5.0 5.2E-04
P18428 LBP 8.0 3.0E-03 P10643 c7 229 6.5E-03 Q03113 GNA12 2.3 1.0E-03
P02748 c9 22 2.8E-02 Q08380 LGALS3BP 10.7 4.9E-02 075955 FLOT1 5.6 3.2E-02
P08575 PTPRC 9.9 3.3E-04 P03952 KLKB1 5.8 4.5E-02 P08185 SERPINA6 7.8 4.3E-02

Q8wuUM4 PDCD6IP 75 1.2E-02 Q13103 SPP2 73 3.1E-02 P00747 PLG 4.0 3.0E-03
P05156 CFI 19.0 3.3E-03 P07225 PROS1 3.9 1.6E-02 P08603 CFH 6.1 3.7E-04
015400 STXT7 155 2.8E-04 P61626 LYz 7.8 1.6E-02 P02749 APOH 2.3 4.0E-03
P22748 CA4 9.2 2.0E-02 P02775 PPBP 6.5 1.4E-02 Q96PD5 PGLYRP2 31 3.5E-03
P02747 c1QC 315 8.9E-03 P02776 PF4 10.0 2.1E-02 P02753 RBP4 33 3.3E-04
Q06033 ITIH3 4.6 1.2E-02 P00734 F2 45 2.1E-03 P02788 LTF 35 3.2E-04
Q14624 ITIH4 2.8 1.5E-02 Q12805 EFEMP1 8.4 1.5E-02 P01034 CsT3 6.5 4.3E-05
P00748 F12 217 1.6E-02 ADA0B4J1X8 IGHV3-43 117 6.8E-03 P36955 SERPINF1 5.1 5.8E-05

AOA0J9YX35 IGHV3-64D 11.9 1.1E-02 P02760 AMBP 2.4 1.3E-03 P02763 ORM1 5.2 3.9E-04
P11166 SLC2A1 2.3 2.1E-03 P01009 SERPINA1 2.3 3.1E-03 P01042 KNG1 4.0 5.1E-04
P02730 SLC4AL 4.4 4.7E-04 ADA0B4J1V0 IGHV3-15 75 2.0E-03 P02750 LRG1 7.0 3.4E-04
P01780 IGHV3-7 5.5 9.0E-03 P06681 c2 255 2.9E-03 P25311 AZGP1 3.5 4.9E-04

AOAOAOMRZ8 IGKV3D-11 3.2 7.0E-03 P43251 BTD 34.2 5.7E-04 P01008 SERPINC1 2.4 5.2E-03

AOAOC4DH25 IGKV3D-20 3.9 4.6E-03 P02743 APCS 4.6 3.9E-05 P51884 LUM 6.0 1.8E-04
P62258 YWHAE 6.8 3.2E-02 P03950 ANG 44.9 2.5E-04 P00915 CAl 6.3 1.6E-04
P05362 ICAM1 6.6 2.8E-02 Q16627 CCL14 15.4 7.6E-04 P05154 SERPINAS 4.5 1.8E-05
P26447 S100A4 5.1 1.8E-02 PA48740 MASP1 12.9 2.4E-04 Q03591 CFHR1 67.9 1.5E-05
P51149 RAB7A 33 1.0E-02 P19823 ITIH2 4.7 9.8E-04 P22352 GPX3 4.2 4.9E-05
Q8NG11 TSPAN14 9.7 1.7E-03 P19827 ITIHL 4.5 3.7E-04 P02790 HPX 5.7 1.8E-06

AOA0B4J1Y9 IGHV3-72 8.2 4.7E-02 P01857 IGHG1 5.1 8.1E-04 P04217 A1BG 4.3 2.2E-04

AOA075B7B8 IGHV30R16-12 9.9 2.2E-02 P00736 C1R 5.7 5.0E-04 P07998 RNASE1 12.4 4.7E-04
P01033 TIMP1 19.5 4.5E-03 P00450 cp 9.0 6.5E-04 P02765 AHSG 4.1 4.5E-04
P02671 FGA 7.3 1.9E-02 P02751 FN1 4.2 4.5E-03 P05452 CLEC3B 5.0 6.9E-04
P07360 C8G 31.6 1.9E-02 P35443 THBS4 335 3.4E-04 P07358 Cc8B 4.8 3.4E-04
P30041 PRDX6 19.5 7.8E-03 P00740 F9 11.9 3.0E-04 P43652 AFM 4.0 1.3E-04
P07996 THBS1 20.4 1.7E-02 P09871 C1s 12.7 4.2E-04 P02787 TF 6.5 6.2E-04
P14618 PKM 9.7 3.5E-02 P01011 SERPINA3 4.3 3.0E-04 P02768 ALB 3.0 2.2E-03
P12429 ANXA3 33 3.9E-02 P00751 CFB 6.9 5.5E-04
P62937 PPIA 2.6 4.7E-02 P01031 C5 6.4 9.8E-04

88




% 10 : CEC & Angiogenin K TN Orosomucoidl & DA BT < > ONENTFHEIFEEL

N FHBEFR 3K p value
Orosomucoid 1 =) 2 0.019
Angiogenin -0. 13 0.18

CEC & Angiogenin & TN Orosomucoidl (L. A 7 ~ > OJENFH IR L 2 FH N CHE

MrL7e,

89



% 11:  CEC & Orosomucoid 1 & OE[REIFIHT

VI ¢ B p value VIF
Orosomucoid 1 -0. 0063 0. 0388 1. 128
M 0. 00062 0. 5449 1. 078

BMI 0. 00049 0. 8558 1. 479
HDL-C 0. 0021 0. 0026 1. 305

log hsCRP -0. 025 0.0116 1. 349

CEC Z @A % L U T4y, BMI. HDL-C }2 T loghsCRP ZAiS7 8% & L CHE[FF

I EATo T,
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