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SRS (triglyceride: TG) BEIZLIOERBREDEREFTHL Z LBRHRESN T
%, SHI2, TG EAE O EBIERESE T, DIMEA XY POBEENEGNI L bHRES
NTn3, TG BEIC XD LIE A N NFIERENL, BEBIRN A EESOEERT T —
7 DML RFDMFEL L TGRREN TS, L LAaRL, TG BENEEIRT 7 — 7 IR
5 2 2EEIHSICEE S T e, RFZETIX, AT ELE (optical coherence
tomography: OCT) Z AT, TG & BENRKED T 7 — 7 R & DBEEZHALNIT D
ZEEREE LT

[HFiE]

2013 4E 2 AHD 2019 43 ADMIZ, YUpET OCT % AV CTREBEBIAR AN 2 51T
L. BEREERED T 7 — 7 HRZBE LEG-BEEXIH L L, BIEMEZTo T, 2
REREDERIMIZ 31T B TG 150 mg/dL PL LD BEE % E TG #., TG 150 mg/dL K#HDBE K
TCEELHEL, BEE RS OCT CEELLESRT 7 — 7 R & ik LT,

[FE2]

BTG EIE 3374 . I TG BEIZ 5134 Th o7z, & TG BHITARICEEELE AL (24.6+
3.6 kg/m? vs. 23.7 + 3.8 kg/m?, p<0.001), ZHFRELHT LEER LI o7z (69% vs. 61%,
p=0.027), MEHBEFRTIZ. & TGHTERII~NEZ/ BV AlcfE (6.66+1.29% vs. 6.33
+ 0.95%, p < 0.001), [KLLE VY REHB=2 L A7 11—/ (low-density lipoprotein cholesterol:
LDL-C) fi (105.7 + 35.9 mg/dL vs. 93.1 + 32.0 mg/dL, p < 0.001) »&E< . mLEY RER
gL 257 o — UERMEN- T (49.9 + 14.7 mg/dL vs. 53.8 + 15.6 mg/dL, p<0.001), OCT T
S L= EEIR T T — 7 ERIZHOWTIE, & TG B CHREME Y7 —72 (43% vs. 33%, p =
0.005). JETEMEEHEMENEE (thin-cap fibroatheroma: TCFA) (24% vs. 17%, p=0.015), ~
ra77— (40% vs. 31%, p = 0.006) BNEBEIZEL HFE L, ZEEMRITTIE. TG 150
mg/dL Ll S TCFA Oz L= FHIRT & LTRIEI Nz (F v Xt 1.465, 95%(E#E XA
1.004-2.137, p = 0.048), LDL-C f&E2M&\ > (100 mg/dL K7H) BETIX. m TGH T~ 1
77— (38% vs. 26%, p=0.007) BLUBRTT7—72 (48% vs.38%, p = 0.019) z=F
BIZBERIZAE L,

(&

TG BEOBRZFIZBWT, EFHRETS—2 ThHH TCFA 2 A EIZERIRDT-, LDL-CE
2 100 mg/dL KEDBETIZ, @ TGH T~ I/ 77y —URBRT 77—/ 2FRIZERICEH
LT\, ZNHOERIZEENRT 7 — 7 BRICEBIT D TG DEEIDO—mEHHAT L b DL
EZx5,
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1 FFi

SRS (triglyceride: TG) EEIX., DIERBRIECHEBRAFTHL Z LTSN T
5[11[2][8][4], & 5z, TG EREVWEERAEE (coronary artery disease: CAD) BFE Tl
BRA NV MRERBEHNZ L bRESN TV B6I6][7], TG BEIC & D0 E A~ ME
MO EMZEBIIEAR L LTRATH D2, BN ZI#EEREECEERT 7 — 7 o ol
FTAHZEREFL LTRRENTWVD, TG EREWE, JEIRT 7 —27 ~0 small dense
low-density lipoprotein (sd-LDL) OEESEM L. SHRE(LEZET D T ER|mESNT
W5, sd'LDL OFEHIRT T — 27 ~DEEIT, BILA L ADENP~ 7 v 77—V OiEHE
iz k A RRER GO TLEZ 5] & 2 J[8l[ol[10][11], =i b DiEfRIT, BEIRN K Z5E L.
HERT 5 — 2 OFREBICE L Z b bd, EBRIC, BBIIRY 7 —7 2 mENEGRZEE TE
2 LIBRFZICR VT, TG BECERETIEIT 7 — 7 FEFENT 5 2 LRI TND
[121[13], L LAaAb, TG SEXNEESRT 7 — 7 BERICRETEEIFTATH D, FF%RE
TIX. TR (optical coherence tomography: OCT) % AT, TG & & EERHZE
DM T T — 7 MR EDBEEZHALNCTEIEEEME Lz, b2, BEEY RER
21 25—/ (low-density lipoprotein cholesterol: LDL-C) fEIZf U T, TG mED EE)
R7 7 — 271252 2BIZOVWTHRET LT,

2 FHik
2.1 X5

AT ERFR CEM SN B AR EBEMETH D, 201342 AND 20195 3 AITH
T LB KRR TR EEIRIZALT (percutaneous coronary intervention: PCI) %%
F7=AEF 2096 ADEGEEND, ATV MEBRNCEMRE % OCT THE LA 1021 A
PRIE L, 2055, Bz (n=132), OCT EgEREH (n=29). TG EX#EAF (n=10)
AL, A3 850 fla ABIRICEREZ LT (HRR 1), AFRIT~ T U FEEICAI-TE
MEEN., 7 e b VIR RFFREGEREZESOER BT,

2.2 EF

B A TG B (JEZCIERE TG =150 mg/dL.n = 337) & {K TG &% (FEZERERF TG <150 mg/dL,
n = 513) IZHEL, TG OHy bAT7 & LT, ZZHERE 150 mg/dL LIEZERERFE 200
mg/dL REEFRT% L BT 5 Z ENRESN TS, Lo LAHETIE. TG KEBIRT 7
— I MRIZE 2 A BB RIKSRNE D, J 0 Eg e L U CIRZENERE 150 me/dL zfF
A L=[14]1[15], AMTEERIT. REERME, ST ERALHEZE, 3k ST EFRLLHIE
EOERF L LTz, BIEEX. 2EFBNE 140/90 mmHg Ll B, F723BEERI QLY 25T
TWAREEL EH LT, JEERFEIX. LDL-C £ 140 mg/dL PA k., FIXBEETRIEL
ZIFTVWAIREE L EE LT BERFIE BERARICER T 2 ER OFEICN A T, FERF M (E
200 mg/dL. ZEfERFIFEE =126 mg/dL, 75 gf&H 7 FUEARTRER T O 2 KM E
200 mg/dL. F7-IXMBEETREROMST ZZIT CVDIIRELERE L, BEBEET. #HER
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HRAIEIEBE 60 mL/min/1.73m2 Kl & E& Lz, ZEHELIT. FEAREE 2 L0 EIZ 75%LL
FoZ2EE -1 PCIERH L LD LEEEX L.

2.3 OCT Eifg DESE & f#HT

OCT (ILUMIEN OCT Intravascular Imaging Systems; Abbott, Santa Clara, CA, USA)
FRWT, BERAT v FEBRICEEREOEERY 7 — 7 28142 L7z, OCT EgITILE
KEFEFEEREANBZET, 0.2 mm ERTEN - EENITHEIT 21T o7, OCT THER
NT-7T— 27 OEEIL., TV E TS S - EEE AV CEHE L7z [16][17], AREMET T —
7. BEEOIM 90°LL LD TS5 —r LEHR LI, FEHEEBMEMEBKE (thin-cap
fibroatheroma: TCFA) 1. BHEMMRIEDE S 65 pm RiGOREMET 7 —27 LEER LT
v a7y —Uk, BEEERE D BHEEENOER L LTERLEZNT, BRT 7 —7
3. BRI BEOBEESSF—r LES LIS MR, < b 3 DDERE
Li-WiER CBESNS, 77— 7 NICHEET HERE 50-100 pm DRV EIITEREE &
TEH L9, 3V AT u—fERIE, EEORBEN R HBEORVFRIREIRE ER LT
[20], ARICIL. BEARER TR DN RE—REREIIEFOZ LVEREER LT,
HAARIE, A 90RO RKIL & EE Liz[21], K& RARKILIE, A 180°LL LD
AR E LTER LT-[22], ik, BERNEREIZ M E, £72I3NERICEET 5 250 pm
P E RS & R Liz[16](23]. |

2.4 HREHET
EE LRI T EHE (R = CERE L. t B E £ 721X Wilcoxon rank-sum #& & % FV THEAT
Lz, 73 —EHIIBEEHEETEL, VA _ERETHE Lz, BBHET7—7 LM
MU BEE AR BN, I — I —REBET D0, BEEMFITE L OSEEFRT 21T o7
GEHEEBEL p [ 0.05 KL EE LT, HEHENIZ, JMP version 13 software (SAS
Institute, Cary, NC, USA) & SPSS version 24 software IBM SPSS, Chicago, IL, USA) %
BAWTiToT,

3 MR
3.1 BEYER
BELELZRI1IBIOHER1LICET, & TG HETIHE TG B LB L, AEREENFE
WCEL . SRR ENREZICENoT. B TCHTIHE TG BELLEL, ~E/ vt AlcfE
(6.66 + 1.29% vs. 6.33 = 0.95%, p < 0.001)=° LDL-C fERNAREIZE < (105.7 + 35.9 mg/dL
vs. 93.1+32.0 mg/dL, p<0.001), EHLEV REAI L AT B — VETZEEILE,»-7 (49.9
+ 14.7 mg/dL vs. 53.8 = 15.6 mg/dL, p < 0.001),

3.2 FLIREICRIT S OCT Fr A
ETGRELETGEL OISR 7 — 7 HROLEZK 1A IRT, & TG #TIHE TG &
2



LErEi L. BEEM T T —2 (48% vs. 33%, p=0.005). TCFA (24% vs. 17%, p=0.015), ~
a7 57— (40% vs. 31%, p=0.006) ZHEICEZL RO, 77— 7 RO B
BAEE 2R T, £, TGE 100 mg/dL. 150 mg/dL, 200 mg/dL TH¥E L7 4 #fH
DTS5 — 7RO B EFFHRER 21257 T, &EbicxZF s (K 1B, 0) BLUEKEG (H
B3 ITEUT. BTCHLETGEH LD 77— HERE B LT,

3.3 Maggtt: 77 — 27 O L= TR T
HEBMBITRE L OSEEMITO/BREYN 2 BLOWREE 3, 41277, TG SEIZEEET
S5—2 (1.448 [95% {=#EX[E (confidence interval: CI): 1.065-1.971], p = 0.018), TCFA
(1.465 [95% CI: 1.004-2.137], p=0.048), ~ 27 r 77— (1.530 [95% CI: 1.119-2.092], p
=0.008). BXOBIKFF—7 (1.393 [95% CI: 1.029-1.885], p=0.032) DL L 7= FHIE
F+ThoT,

3.4 75— 7MRIZTG & LDL-C 35258

TG BENT T — 7 ERIcE 2 5 E%% LDL-C ERNIZFHE L7~ (X 3), LDL-C fE2 &
(=140mg/dL) BEICBWT, B TG B TIHME TG B L R L, JREMT 7 — 7 2FEBICEL
= 7- (67% vs. 42%, p=0.018), LDL-C fEAMEV (<100 mg/dL) BEFIZFWT, & TG &
TIHE TG Bl v 7 u77— (38% vs. 26%, p = 0.007) BLUBIRT 7 —7
(48% vs. 38%, p=0.019) * HFEIZLL RO, LDL-CHEIEVEETIE, TG HEIZ~Z
n 77— (1.701[95% CI: 1.113-2.598], p=0.014) BIUEHKTZ7—7 (1.629[95% CI:
1.089-2.441], p=0.018) DML L7=FRIETFTH o7,

4 B

AW TE LN ERRERITROEY TH 5, (DF TG B TIHE TG BE L ik L, IREE
75—, TCFA, v~/ u7 7 —YHBICEL R, (2) LDL-C HEDEE T, IFEME
75— %E TG HTAEBIZE <R, (3) LDL-CEENEETIEX, ~7/ur7—VEL
VRBIRT7—7%®m TG HTHARIIZ BT,

4.1 TG L HEBRT 7 —7

Z N E CORMERFFIICIV T TG IR EMAIRROTESELE A U CEREE (L OERICRE S
LTWBZ EWRENTVS, Gianturco HlE, TGENEL b L, v~ /n77—VI2& 5
BAEOEMENE TV JAKHERA~DOSEMRE SN D Z &2 HE L7z[24], & 5IT Son B,
= 7u 77— TG RNERET DL TT R M=V ARMET S Z & 2RE L. TG HENE
AREE L DERIZ S 2 5 BB LR LT-[25], AFFEIZBWT, TG EAEWVEEOEERT 7 —
Jic=rua7r—UEEL RO LT, IO ORIBEKRFROMRLE — T D, £/, M
ENEBRZEEY AW BERTZETH, BIRELOERIZ TG BEXEE L TWD Z LR
e & T 5 [12][18]1[26], Puri Hi%. CAD BEFIZEWT TG L MENB T K
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(intravascular ultrasound: IVUS) Tl L= EERT 7 — 7 (FRFEL{L & OMEBEEZBEF L.
TG EABVNEE 7T — 7 hEMEINT 5 2 & 2@ Liz[12], ABFETIRE6IC, TG EE
TEEIR Y 7 — 7 OIRERS MR L OWTE 7 7 — 27 L OB B L. TG EXAm WV EE T
IHEVEBE L LT, BB ST — 7R TCFA L W 7o faiitE 7 7 — 7 24 <Rl &
WRENTZ, ZNDDORHEET T —7 OFEIBERHEEFRZLOBEEN RSN TWVD

[271(28], TR B L OAMEDOMRE GHE S & TG &EI, ~7 v 7 7 — Y OEMEL,

FTEEL FERT T — 7 (RO KE L O REME(LZ T L TSt 7 — ?/\@fﬂﬁé’
Bl d, ZhbD7 I — 7 HIROFEFMENIZ, TG BfED CAD BEFIZRIT 5, DL
AR FNEREOREO—HEHRATILOTHD LEZLLND,

4.2 TG & LDL-C 2SEBRT 7 — 7 OfaFtkic 5 2 2 &

ZN T TiIDLCﬁ#mw$%TimTGH BEMT 7 — 7 EARBICEZLSRBO, =
DEERMNS 1T, IFEMES T — 7 DRAEICB VT LDL-C BEAF L EE Z 32 DITmA,
TG%@#%%%@& 12 L TWBZ ERRBIND, BEEITRD bNARD -7, LDL-C
BECEETIZ. B TCHTTCFA 2LV B, ZOFRIT. FEET7—7%LY
BE LT WRBRBICB (L EE 5 Z LI LT TG BESHMB R EE 2H- TV I L %
R L CWARREMENRH D L EZOND, —F T, ABFFE TIX. LDL-CEMEVEEIZBW
T, & TG Bt~ a7 7 —VEERICELRADE, 512, LDL-C & & IFEEELRIC
EENFEARCBITARRE S — 7 LEEL TSI EEZHALMNI L, TR HORERIE
LDL-C {EIZEP 53, TG BENEEART 7 — 7 ORLEMHICARENICEE LTS Z L%
TR TS, EEEIC, IVUS 2 AW T, LDL-C EXMEVWEAFIZB VTS TG SiE
m?ﬁmmﬁmﬁm%@ﬁéﬁé L s ST A ([12], LDL-C EAMEVBEIZB W T,
TG BENMETINE T T — 7 OFRRICEEE 5 2 5D1X, sd-LDLED L8 —HE5 LTS
FREMEN H B, TG BHfEIX. LDL ®¥ A X%/ < L sd-LDL fﬁ%k%é’@‘é LT, w7
077 — Y OEFEHA~D S L B RET D Z AR EIN TV A[29][30], ERRIZ, LDL-C fE
ﬁwmanLiﬁ&ﬁw%%L%PT%\wiDLmﬁiumé4ﬂ/F%f®%M@%f
HDHIERBEENTWAIBL, £z, AFETHELNIZFHT R RO—2IZ, LDL-C B2
BVWEBHICRITS TC BEL BRI —7 LOBEENRET NS, BRT 7 —7 13, BIKE
WRafEbRWT T — 7 iR % OFMAERO MR L . ZHIZE] &< B agmEe
nFA sy hre Ul Bas—FroiEicls 77— BmoERE LTAELT 5(321033],
FOEDBRTT—I7F2FE LTSI EIE, DILEAXRY FOFBRIY RAI7BEWEEZZIO6N
TW5[34], AFFZEE L OUETHE CRENTZ, LDL-C EXMEVEEIZIE T2 TG SEDT

S — I PRA~DEEL, WhWABERY A7 L LTO TG BECEEIZRETIHDEER
Bd, EHITEAMFETIE, AFFUOLFEZITTVWHIREIZBWT, & TG # T~/
77—k %L BT, AZFLITE Y LDL-CHEMETLTW5 CAD BEIZBWTH, TG
BEITERARY MREDY R THDH I ENREINTWBED[T], EHITAIZLY TG
BERETEIREZLICLD 7T — 7 HEROZE(IBB L. ZOHDOLME A N NEFEOBD
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CEBEEEZ NI DICHE SN NE THD([36],

5 WFFEDORRA

ARFZEITN DOODRAN S 5, F 112, AFFERITHEMER IR T 5% A0 S BEMFET
Hol-, B210. BFFEILOCT Ik D7 T — iz TolmBE DA EGER L L, IVUS 72
POBEHEEEEIC L B EEITIIAT DR 572, & 312, OCT IIFEMREICHT D PCI Kl %
HENT--0, FEREFREIT OCT THET LTV, % 412, EfTHEORELIEAR+455 T
OCT MR EHE T X RVIBEIZ, OCT BEANCEBE ORHLIRLIRRET oI, ZD7H,
EEREICB T 3 EENFTRITERICRFT 2LERD S, B 510, BEIRT 7 —7 &1Ll
BT B YRR EOSEIIMEHT L TR, 5 612, FEZERERE TG EIXFHE L7223, ZEHER TG
BEDOT T — 7 WRA~DEEIIFM L T e, H&IC, SEIOMROERRIEEIC OV T
1 ERY (A GAYAS AN

6 ¥

TG ERENE . 812 LDL-C EREVBHICB W CIIEESE S5 — 7 NEBEIZSE N &N
R&NT-, LDL-C &2 100 mg/dL D BEFIZB VT, TG EOEWVEBE T~/ ur 7
—URBRT T — I R EDHERET T — 7 NELSBEIN, FFRORERIT. HEEBARKE
BEDT T — I FREICBT D TG OREIO—WHEFHHAT LD LEX LN,

7 BIEE
TR ZDITHIED | AFRICBVTHEEELZIBY £ Lz, REERFNES Bz
2. EHEDERMOEEHLE LETET,
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9 K®
K1 BEER

o TG >150 mg/dL TG <150 mg/dL it
n = 337 n=>513
i, % 66.8+9.8 70.2 + 10.5 <0.001
B, n (%) 276 (82) 404 (79) 0.262
BH&FE4K, kg/m? 24.6+ 3.6 23.7+3.8 <0.001
SMEEFER, n (%) 61 (18) 112 (22) 0.186
ZARE, n (%) 232 (69) 315 (61) 0.027
HERET, n (%)
& I ESE 266 (79) 391 (76) 0.336
FeE BT E 257 (76) 333 (65) <0.001
VE PRI 128 (38) 204 (40) 0.602
B 56 (17) 81 (16) 0.790
R 1 DR BB D SRR 86 (26) 97 (20) 0.051
BB (eGFR <60) 138 (41) 224 (44) 0.434
HET 24 (7) 58 (11) 0.043
BEEE, n (%)
DR ZE 80 (24) 135 (26) 0.402
PCI 131 (39) 204 (40) 0.803
TEEIAR S A S A 4 (1) 10 (2) 0.392
PCI FNARZE, n (%)
ARB/ACEI 250 (74) 357 (70) 0.172
B EWTE 126 (38) 235 (46) 0.013
A RY v 25 (7) 37 (7) 0.929
AEF 272 (81) 410 (80) 0.864
T¥FIT 24 (7) 25 (5) 0.176
TAEY v 257 (76) 407 (80) 0.242
Fr )YV 229 (68) 336 (66) 0.506
IRCL S
HbAlc, % 6.66 £ 1.29 6.33+0.95 <0.001
LDL-C, mg/dL 105.7 + 35.9 93.1+32.0 <0.001
HDL-C, mg/dL 49.9 +14.7 53.8 + 15.6 <0.001
tEfERA, mg/dL 195.0 (168.0-248.0) 95.2 (75.0-120.1) < 0.001
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7 VT F =, mg/dL 0.94 (0.77-1.12) 0.93 (0.77-1.11) 0.548

eGFR, mL/min/1.73 m” 58.0+21.1 56.3 + 23.6 0.903
BNP, pg/mL 85.1 (33.6-160.6) 110.0 (48.2-247.3) < 0.001
EPA/AA 0.36 £ 0.27 0.42+0.34 0.002
hs-CRP, mg/dL 0.10 (0.04-0.30) 0.11 (0.04-0.36) 0.273
AA = arachidonic acid; ACEI = angiotensin converting enzyme inhibitor; ARB =

angiotensin II receptor blocker; BNP = brain natriuretic peptide; eGFR = estimated
glomerular filtration rate; EPA = eicosapentaenoic acid; HbAlc = hemoglobin Alc; HDL-C
= high-density lipoprotein cholesterol; hs-CRP = high sensitivity C-reactive protein;
LDL-C = low-density lipoprotein cholesterol; PCI = percutaneous coronary intervention;

TG = triglyceride
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1. PHEARIGEIC & DB T — 27 YR O ik

(A) g0

40

20

BIRE (%)

(8) 60

40

BRE (%)

(©) 60

40

BRE (%)

20

B STG## (> 150 mg/dL) M {ETGE# (< 150 mg/dL)

p = 0.005 p=0.006 p=0.071

EEE77—2 SEB AR AR 2s077-9 BR77—2

p = 0.061
p=0.252 p =0.037

ER%775—2 FESEMEIRME IR AR w/A77=o BR77—2
p < 0.001

5008 p=0.113
p=0. ——

EEETS5—2 SESE MR AR AR vsAQ77—=% BR77—-2

A 2EE;B. AZFUHNRESE;, C. AXTF U IERNRETE; TG = triglyceride
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B 2. MiKERERT R & EBAR T 7 — 7 MK & OBAfR

(A)
TG 2 150 mg/dL
HDL-C =< 35 mg/dL

N

LDL-C 2 140 mg/dL
HbA1c 2 8.0%
EPA/AA<0.3

s

hs-CRP 2 0.1 mg/dL

(B)
TG 2 150 mg/dL
HDL-C < 35 mg/dL
LDL-C 2 140 mg/dL
HbA1c 2 8.0%
EPA/AA < 0.3
hs-CRP 2 0.1 mg/dL

(D)
TG 2150 mg/dL
HDL-C < 35 mg/dL
LDL-C 2 140 mg/dL
HbA1c 2 8.0%
EPA/AA<0.3
hs-CRP 2 0.1 mg/dL

0 1 2 3
IEEEF7—2
(C)
TG 2 150 mg/dL —l—
HDL-C < 35 mg/dL o
LDL-C 2 140 mg/dL ———
HbA1c = 8.0%
EPA/AA<0.3
hs-CRP 2 0.1 mg/dL
0 1 2 3

2s/AQ77—=

1 2 3 4
SEREIERRHE M HRAR

1 2
BIR75—2

AA = arachidonic acid; EPA = eicosapentaenoic acid; HbAlc = hemoglobin Alc; HDL-C
= high-density lipoprotein cholesterol; hs-CRP = high sensitivity C-reactive protein;

LDL-C = low-density lipoprotein cholesterol; TG = triglyceride
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3. LDL-C f & e EIC & 2 EBR T 7 — 7 HEIR D ek

(A) (B)
80 80
p=0.018
~ ]
T &
[ =
n T
Iy %
i H
o it
i
LDL-C 2140 LDL-C 100-140 LDL-C <100 LDL-C 2140 LDL-C 100-140 LDL-C <100
mg/dL mg/dL mg/dL mg/dL mg/dL mg/dL
(€) (D)
80 80
S T 60
N < p=0.088 p=0.019
“ - ' p=0.221
I p=0494  p=0.007 |
[N = 40
N N
o »)
a x
> B 20
0
LDL-C 2140 LDL-C 100-140 LDL-C <100 LDL-C 2140 LDL-C 100-140 LDL-C <100
mg/dL mg/dL mg/dL mg/dL mg/dL mg/dL

B =TG# (2 150 mg/dL) W {ETGE (< 150 mg/dL)

LDL-C = low-density lipoprotein cholesterol; TG = triglyceride
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MREEK 1 BEER

FH TG >150 mg/dL, TG <150 mg/dL ot
n = 337 n=>513

BEMEE, n (%) 238 (71) 333 (66) 0.111

PCI FFNARZEE, n (%)
Y AVN 7 96 (28) 141 (28) 0.777
DPP4 FHEZ 88 (26) 124 (24) 0.543
ONT 7Y 15 (4) 23 (5) 0.973
DOAC 16 (5) 34 (7) 0.249
A Y~y MNB=FL 20 (6) 31 (6) 0.937
T4 TT—h 3(0.9) 2(0.9) 0.351
R T 4T T—h 3(0.9) 0 (0.0) 0.032

IRG Ly E )
HbAlc > 8.0%, n (%) 48 (14) 30 (6) | <0.001
LDL-C > 140 mg/dL, n (%) 48 (14 43 (8) 0.007
HDL-C <35 mg/dL, n (%) 32 (10) 41 (8) 0.447
EPA, pg/mL 67.2+ 44.3 67.5+47.3 0.859
AA, pg/mL 201.6 + 56.8 170.3 + 45.3 <0.001
DHA, pg/mL 130.3 + 47.9 116.1 + 40.8 <0.001

AA = arachidonic acid; DHA = docosahexaenoic acid; DOAC = direct oral
anticoagulants; DPP4 = dipeptidyl peptidase-4; EPA = eicosapentaenoic acid; HbAlc =
hemoglobin Alc; HDL-C = high-density lipoprotein cholesterol; LDL-C = low-density

lipoprotein cholesterol; PCI = percutaneous coronary intervention; TG = triglyceride
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Rk 2. PHEBMEC L 5EBRT T —27 O

HE TG >150 mg/dL TG <150 mg/dL Dl
n = 337 n=>513

EMEREHE, n (%)
fEEMET T — 7 145 (43) 171 (33) 0.005
FEEE MR AE MRS 80 (24) 87 (17) 0.015
S /A= 134 (40) 157 (31) 0.006
(UK 85 (25) 125 (24) 0.759
AR 241 (72) 402 (79) 0.020
BERAIRAL 256 (76) 418 (81) 0.052
BEREAK(E 123 (37) 240 (47) 0.003
il 35 (11) 54 (11) 0.971
7T — 25 (9) 29 (7) 0.382
a L AT u— LfEf 78 (23) 117 (23) 0.957
BRTZ7—2 147 (44) 192 (37) 0.071

E ERFHE
RRIEEA, ° 268.1+78.8 271.9+ 745 0.663
TRHEMERIE DR &, pm 86.1+55.3 89.5 + 56.6 0.483
ALK AR ML EFE, mm? 5.05+ 3.01 5.04 + 2.92 0.954
EALRT AR MR, mm 2.43 +0.69 2.44+ 0.67 0.967
F/NAEEFE, mm? 1.46 + 0.93 1.50 + 0.81 0.120
/INNER, mm 1.30 + 0.34 1.33 + 0.32 0.088
ERBREER, % 74.6 £ 12.3 74.4 £ 11.2 0.425
HER, mm 31.9+ 14.2 30.5 + 14.0 0.176
AR IME ERE mm? 7.26 + 3.27 7.38+2.95 0.212
IR RIME R, mm 2.96 + 0.64 2.99 + 0.60 0.235

TG = triglyceride
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R K 3. BARMITIC X 2 MEMRER R & EBIRT 7 — 7 tER OB

IR BfRAT v X 95% {5 #EIX[H] piE
feg77—7
TG > 150 mg/dL 1.506 1.135-2.000 0.005
HDL-C < 35 mg/dL 1.526 0.938-2.473 0.088
LDL-C > 140 mg/dL 2.260 1.459-3.519 <0.001
HbAlc > 8.0% 0.876 0.530-1.416 0.592
EPA/AA<0.3 1.135 0.847-1.521 0.397
hs-CRP > 0.1 mg/dL 1.225 0.926-1.621 0.155
FERMERRME PR
TG > 150 mg/dL 1.524 1.083-2.143 0.016
HDL-C < 35 mg/dL 1.610 0.915-2.735 0.097
LDL-C > 140 mg/dL 2.987 1.869-4.724 <0.001
HbAlc > 8.0% 1.251 0.699-2.142 0.438
EPA/AA<0.3 1.218 0.852-1.747 0.280
hs-CRP > 0.1 mg/dL 1.359 0.967-1.920 0.078
a7y —
TG > 150 mg/dL 1.497 1.122-1.996 0.006
HDL-C < 35 mg/dL 1.660 1.017-2.691 0.043
LDL-C > 140 mg/dL 1.945 1.252-3.016 0.003
HbAlc > 8.0% 1.071 0.651-1.729 0.784
EPA/AA<0.3 1.083 0.804-1.459 0.599
hs-CRP > 0.1 mg/dL 1.259 0.948-1.676 0.112
J@IR77— 2
TG > 150 mg/dL 1.294 0.978-1.711 0.072
HDL-C < 35 mg/dL 0.931 0.569-1.525 0.777
LDL-C > 140 mg/dL 1.473 0.923-2.350 0.106
HbAlc > 8.0% 0.876 0.530-1.416 0.592
EPA/AA<0.3 1.209 0.906-1.614 0.197
hs-CRP > 0.1 mg/dL 1.142 0.867-1.504 0.345

AA = arachidonic acid; EPA = eicosapentaenoic acid; HbAlc = hemoglobin Alc; HDL-C
= high-density lipoprotein cholesterol; hs-CRP = high sensitivity C-reactive protein;
LDL-C = low-density lipoprotein cholesterol; TG = triglyceride
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MWRR 4. ZEEMITIC L 2 MIRKREF R & EBIIRT 7 — 7 PRIRO B

25 BfRAT v Rt 95% {5 HHIX[H piE

BEHWTZ7—7
TG > 150 mg/dL 1.448 1.065-1.971 0.018
HDL-C < 35 mg/dL 1.654 0.954-2.859 0.073
LDL-C > 140 mg/dL 2.111 1.311-3.415 0.002
HbAlc>8.0% 0.939 0.546-1.583 0.815
EPA/AA<0.3 1.012 0.746-1.371 0.940
hs-CRP > 0.1 mg/dL 1.194 0.882-1.616 0.251
TG > 150 mg/dL 1.465 1.004-2.137 0.048
HDL-C < 35 mg/dL 1.397 0.711-2.601 0.320
LDL-C > 140 mg/dL 2.888 1.723-4.776 <0.001
HbAlc > 8.0% 1.332 0.704-2.405 0.366
EPA/AA<0.3 1.021 0.704-1.487 0.912
hs-CRP > 0.1 mg/dL 1.491 1.025-2.181 0.036

a7y —
TG > 150 mg/dL 1.530 1.119-2.092 0.008
HDL-C < 35 mg/dL 1.851 1.067-3.204 0.029
LDL-C > 140 mg/dL 1.746 1.078-2.818 0.024
HbAlc > 8.0% 1.066 0.619—1.800 0.795
EPA/AA<0.3 0.960 0.704-1.307 0.795
hs-CRP > 0.1 mg/dL 1.310 0.963-1.784 0.086

BIRFF—2
TG > 150 mg/dL 1.393 1.029-1.885 0.032
HDL-C < 35 mg/dL 0.932 0.535—1.623 0.802
LDL-C > 140 mg/dL 0.834 0.511-1.361 0.464
HbAlc > 8.0% 1.522 0.914-2.533 0.107
EPA/AA<0.3 1.289 0.957—1.736 0.094
hs-CRP > 0.1 mg/dL 1.150 0.856—1.546 0.353

AA = arachidonic acid; EPA = eicosapentaenoic acid; HbAlc = hemoglobin Alc; HDL-C
= high-density lipoprotein cholesterol; hs-CRP = high sensitivity C-reactive protein;
LDL-C = low-density lipoprotein cholesterol; TG = triglyceride
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MEX 1. AEED7ue—F ¥ — b

2013 FE1A D H2019FE3RAPCIZ EITTEIN/-BF
n = 2096

FRAIER:
OCTZ{ERLLD -/-EFH: n=1075

OCTZ{ERA LPCIN{ThI-EFE
n=1021

RAIER:

| AT FABIEE: n =132
| IBEEO-DHETAEE: n=29
RS ET —X RiB: n=10

TRRENREE
n =850

OCT = optical coherence tomography; PCI = percutaneous coronary intervention

19



R 2. PHERRIEIC X 5EEIRT 7 — 7 PRIk

(A)

EBEMYTT—7 (%)

—

2707 7—2 (%)
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p = 0.042

1hi

2200 150-199 100-149 99>
RS RS (mg/dL)

p =0.009

200 150-199 100-149 99>
RERERA (mg/dL)

Hu

20

—

B)

SEB MR MR (%)

(D)

BRTF—7 (%)
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60
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p=0.119

2200 150-199 100-149 99>
R%ERERS (mg/dL)

p=0.173

1}

2200 150-199 100-149 99>
hEfERS (mg/dL)




MR 3. ERG & HHEREIEIC X 2 Bk T — 7 IR oD bk

(A)

8)

B =TGE (2 150 mg/dL) M {ETGE# (< 150 mg/dL)

60
S p=0.034
B4 p=0.040 p=0012
g
T
- A A FEF AR /077 —=Y BR77-2
M =TGE (2150 mg/dL) M {ETG#E# (< 150 mg/dL)
p =0.017
S p=0.034 p=0.348
B
i
i

EEET7—-2 SEE M AR AR AR /A7 7-=Y BR75-2

A. ZEFEBIER; B. M EEREE TG = triglyceride
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