2=

1 rrEFOFME

1.1 BRERFIE
O EERE

BQ1

BARECIER BT D= D
2R A7 i

LDL AL A7FO—-IBEADBIRELEREDREE - KFCZ2FATEH?

LDL 3L AT O—IOLERIF. HEROBEHMEBDRECIHC & FTRAT D, £/ow MEFRDDOE. Pk
I U TKED. HmEREFEFICK L TEEORRDRENTOSD . BAANCEWTHRIL A7 0—

NCHARFRRIET Y ADH B EIFEARL,

(TEFVALANI : E-1b)

KRET T IV FAEZIZ LD, HCkTirbh/z
% DEFMEOMELHRICHRANZTNRET S
aFR— MFEBICBVWTHLDLI L A F0— )b
(LDL-C) & ES P s B IR D 589 RSB LIS
W HNY— PRI EAS L2 ARSI T
516, CIRCS Tid. LDL-C %% 30 mg/dl EH-§ 2%
O — FIITHPETL.3M5E, ZETl.25f8 ) A2
DWIMT B LIRENLD, TOLHICTHAANT
% LDL-C & F5IC & BRI OFEE ) 2 7 H3 1
AT HZEBHLN R 572, HRBWREIFIETIX,
DFEZETSRE Y A 712, BPETIX LDLC L IEDRgE
O ZER L. KHETIERBEDSRD S wd, B
Laefdbeb L IDLCLIEOM#EZT LI LIRS
NTw59, Fr2—AoMISEEIREEE IET 5
g (ARJEY X 27) 1. BHETI345% @ LDL-C 160
mg/dL 2L L o# (LDL-C ®fl#f) <47.2%. LDL-C
160 mg/dL ki »#E (LDL-C {&flifE) T13.7%. 75
% LDL-C ¥ fii#ET44.5%. LDL-CARMERET10.7%
& LDLC Fflifif L {BMEBE CHE L N DH - 7245 &
PECid. 45i%® LDL-C B fii#©10.2%. LDL-C fE&fil
BET7.1%. 75/ LDL-C @ fli# ©7.5%. LDL-C1X
EHET6.4%THY., BETEIHIVAERLEITE
o727,

BEZEICxT LT H . LDLC & 7 7 17— A4 Mtk
DT A 7 A BICIEDMMEE LTz,
PUAN LY R N I E A T ) IS R PR =
LDL-C FAEDOHE T/ — FIAMET 3 2 A OB )
WE I TWBY,

AEEEOSFEEZIZ L & L2E LDLC MEND
AR LD EEIREESEREICHH S S 2
EDRKRIZBWTHL NI SNz, DOETHKH
PG RFRBR O B AT S S 8D HARAIZBWT
b & LDL-C ME DOHRHC & D wEIRE BT 2
ZEDPHLRI o7z, T2 6D ERT LDLC
ZRT S ETHRAMIMO Y 27 D ER7IZEEDTW
T\,

T2, EREFOBEHIZARAIBNT L EBIR
PREDIER - PEHE LR SEL2B, [{LLR
VOFIMETH->TH, S HICLDLC EEA ERT
HZEICEY, TERIBMERORIE) A 7 2SS %
ARSI,

INLEEZEDET, BAA K4V TRAR
ADA 2 ) —= v 7 F3#fli% LDL-C 140 mg/dL DL &
L. EH1T, MoK TFOEREOEZE L HEIC
HWr X & BRI E L < LDL-C 120~139 mg/dL %
HE LT
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BQ2

#ALATO-VEBEAOBIRECEREORE - KCZTFATEH?

AL ATA—ILOLERIF. FROBHMEBDFEEPIHC Z TR 5. MEHRICBELTIE. Z2<OM
FTicHB L. BARZRICKT U CIKIED. HMMEREEHISH L TIIRDOBRDPRESNTE Y MEHDF

EPECZETAT 5.

(TEF>VALANIL : E-1a)

Fik o LDLC k. bDAEOEL L D aFx— 1
ez & . TC O LRIV E BRI BRISESE -
WP AT L WG SN TE B2,
NIPPON DATAS0 Tid. 244EM @884 5. TC 220
mg/dL DL L OREENREEEIEC O — FHiE, 220
mg/dL i OB IR 556%, HEF S ERE &
(PAF) 1318.2%Td » 7219, Z »##: % TC 240
mg/dL & L72358121k, N — FHIZL. 791 & &l
%5500, PAF 1X11.9%I2MKF L7z, TC LiEH)
NRECEDIIER - JELTHR & OREIF IZITEMN T
Hole L OMFERIZB VT, TC 220 mg/dL &
A SHFHENICE R R ) A7 O LAPBIE SN T
Wiz, TC LEBIREEILT Y A7 L OMRITE K
L HIZRED b8, 6oLl LoEEH Tk F oM
WG F 52,

BREEHIC B L Cid, A28 & imER A (212
P 12X ). TC &N — R & D)%
o MR ZE R - PSS LTk, TC o
AETHAE) A 7 HSHEINT 2 DR L2720, Jifiize

BQ3

2h?

TIEBRER L A TCEMICII Y270k
A5 5 72220

EPOCH-JAPAN T, EBEIIREBIET X LTIl
JE & TC & OMEMEMATR 87220, JUHIHII0E 160
mmHg Pl I~ & TC 220 mg/dL LA ESEHR T 5 &, 1L
JF 120 mmHg i, 7> TC 180 mg/dL K DEELZ
HARTEREIREEIECOFTEZ AN — R34 465
WCHEIIN U720 —77, IS X A58, ST
WHHEATA ¥4 22019 (JSH2019) o IEF M & Y
EH B MLE O FEPHCTdH - T TC 220 mg/dL 2L E
DT o720 & 512, TC 220 mg/dL L L&
D35 R T ORBYIRAEEIECDLFEY 27 (LTR)
W, IR I ESME T, BH7.73%. &
5.77% TH 1V, TC220 mg/dL Aiii X ) 2 %M 2 %
A5, IEEIE &EE S MEIILEO# Tk, TC 220 mg/
dL PLE#E & TC 220 mg/dL #:iwi#¥ > LTR i 0
D7EE. BHET0.25%., ZHET0.01%TH o720 T
bb, BTCIZL A2 EEREEIETEROAEIEY A
7O LA, BIERCHETH - 7%,

Non-HDL aL A7 O—VZBFADBIRE{LERBOREE - FECZFRT

Non-HDL AL A7 AO—IL O LRIFEEERDREPECZ T AT D, —7H. WEHICELTIL B

EHBNENWDOREDDHS.

(TEF>VALANI : E-1b)

Non-HDL-C iz L & F > M) REH % L OB IR
RO REAZTRTELZODIDLC X ) L8
HRAEEALPE R B O TAIETHEEABN TV D L) F 2
J5H33 %2930, Non-HDL-C & 5Bk E B> B 5# 12>
W BN 5% OEFFERFEI MG ST
V1 56.18.313) - Non-HDL-C (&, LDL-C & [WKEIZLo
WIZEDFEAE & B L. Wi 0L 2L 585 T I Rk 13
F%T&H 79, —F. non-HDL-C .k SEFSIE
FMAEIE TC X Y ERTW7218, Non-HDL-C O5FH)
MR, ORMIZEDRIE - BT A 71, Bk &

P 5 VIBLE DRSS 140 mg/dL Hi s
2o EAT e il b B2 5 st 688 n»
TNOWZETDH 170~180 mg/dL DL ETIZBH 5 7%
WiNzRo7. F-BHOBEOATE) A 7 1d. non-
HDL-C 190 mg/dL LI F @ #5541 .5%. non-HDL-C
190 mg/dL Aii2%12.7% & 190 mg/dL 2L E#ETHE
B o725 KU TREELRER R0,

& TG IfiLiE D 4 #E T non-HDL-C OOl 2E589E )
A7 ZWE L2805 T30, & TG IE (150 mg/
dL DI k) %2 non-HDL-C 190 mg/dL L\ b GO s



DY A7 OW L LA 2ROz, 72, CKD #if
TlZ. non-HDL-C fiA% 150 mg/dL L EO#T. 150
mg/dL i D MR TEEIRELD Y A 7 A H
WZE Do 7275 JECKD # Tl non-HDL-CitiA 190
mg/dL YL EOBETREIRERDO Y X 7 BSEEILE
o 7239,

B, HAAD non-HDL-C D3 13K [E & [F K,
He B B E o0 B8 Tld LDL-C+ 30 mg/dL 25% 4 T
HoHILDPRENTNROW,

—J. WEFIZE L T, EoRiE b BE A
LRTERVETHHERT 7 10— A MR &
BIEDOMMZ D2 E WA MG H B —J183,
non-HDL-C MRV 5 A 1A 2E, RIS ORI 2R

VRAIHRERTDEEC)WER EHAYTH B,
JPHC W2 Tl. non-HDL-C & MZEHZHE) A 7 D
W U R o B 2300 S A1, B CLaip i &
DRI, BB BRI ZE & o R IEAHBE A332
DNz WHETIERD YR PR - 72D
Tk 160-181 mg/dL #. ZEARMEAIZE T 141-
159 mg/dL #CTH - 723,

U EDOKF2 5. non-HDL-C I3 E B IR B D3
iE - BT E TFML 9 2 H IR TH 5 L HIBT L,
AKHA K4 »Tid 170 mg/dL L. % non-HDL-C
DAY ) ==y FHRAEL L7z, 512, ofaK
FOEHEOEELMEE I XEFREE LT
non-HDL-C 150~169 mg/dL % i% & L 72,

BQ4 HDLIaLZRFO—-NIEFAOBIRELIERSORIE - RCEFATEH?

HDL AL AT A—ILOEEIE. HROPEERARBCREROFREPILTC 2 FRTS. —4H. HDL 3L
AT A= PBRIRICEVEEIE. BRERPCHEEDILTHSBNEVNDIREDDH S,

(TEF>VALANI : E-1b)

HDL-C DA LB IREE B A ZE D FEIE Y A 7
D BITEWGIEE) A7 PEADT B 042710
NIPPON DATA90 Ti39.64E D BIZH [ < HDL-C 7%
SAECRMEHIE L & b HEICRADOBEZ R L,
Mg, W 3k — MIFSET 40 mg/dL K TiE By
RIZEEBDFIE) A7 B LATHIENREINTE
DIB0445) 3 Y N2 F VB DO aAF— I TH
% JLITIZHWTH, HDLC 40~49 mg/dL D#EIZ
T 40 mg/dL Kiil O BFEE— K TR CTHXF Y 2 2
AL3ME® . R TFBITHIxT Y A 2 251,665 TH -
29, ZBHAREEL23OT VT - kT =T
DO—BEF & WL & L72BigsiTid. HDL-C Ok
fili, ¥#127 ¥V 7 #3812 B Tid LDL-C ® TG 12 1EH%
B2 > THDL-C OADMET LT W74 b 8
NRIEBDOGEREF 225 2 EHARENLN0, Lol
A5, HRADARZE - 2 KB IR — MfET
&, HDL-C @ AAMRN A I m B IR B R i v
DOREBHEATFIE LW ETIHELRSATY

5505, 720 HAAND KB A — MF%ET
HDL-C %% 90 mg/dL D\ I & & 3% 12 & W B T,
HDL-C 75 40~59 mg/dL O & e ~EEIRE BB &
DWHZEDEL ) A 7 BE BT AT 5 2 LAt
EN7zo HDL-C 28 90 mg/dL PL | & il < %2 4
AN, i sh7zas— MR ED1.5% &P iwv
M BKIEEZLTWALATIDHFEICRON. &
HDL-C MfE % iR F & 555 &9 2o T,
RIS L 25D ER L. 414 S5 7% 5 MO HERK
HLFE L Z 1259,

UbEoZ % EBE LT, AFA FF4 0 TIX 40
mg/dL il 2 & HDL-C fifED A 7 V) — = > 7 ki
& L7ze BBLMIE— B L ) & HDLC L&
%R $AL 0 L L7edsS HDL-C oI &
% M & BL R OEENREE & OFEIZOWTIE T
BRIEFYAPROCODPBIRTH VW, KT F
FA Y TIEEEEFE UAEEE Lz,
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BQ5

FUTVEFAL FIZEBRAOBHIRELEREDRE - ECETFATIHN?

ZRERS. BERFICH DD ST MU T U ETA N ROBHMEBCHEEDOFRECIECZ TR D

(ZEF>ALANI @ E-1b)

TG OFEMEASTEERGE LY 2 7 LT 5 Z L

KD R 5D, 7 V7Rt LT =7 IO b
BEIZBWTDLE L O AH 51345760, Zh b
DWW L DDDORF%ETiZ HDL-C Z#i1E LT3 TG &6
BRI 2 RO TV B 5558 ) RENZBWTIE
77 3 VA AWgE & ) 2ER TG 150 mg/dL DLk
(ZefERy) %5 TG IME & LTWwW5%, fEsk, TG ®
S Z2 R TIT b LTV 72A%, Bk A3t
LAOIIE A XY FOFMNESEWET 50D H
50, EAS/EFLM 2 > & V¥ A A F— F X~ M Tl
RfEE TG 175 mg/dI DL E B B TGIEE LTWwWb, b
HEOFEFRE T, EEIIRE BOFIEH LW TG
150 mg/dL P LEC8ihn$ 5 = £13.6D BfilF 167 mg/
dL DL O RMigE, SRR OVE, 22085857, (31T
FEED TG L~y 2 & I PEC A 3 B S E ) R 7
HPHIT 52 EARENT VB, 512, BTG
MAEARIEFED Y X7 LR L BHET 5 LT 25D
% 1 13,32.56,60.63.6) . NTPPON DATA90 Tid. [l
TG 75 210 mg/dL Pl Fo ¥4 150~179 mg/dL O3}
G L CLIAEREE T A7 IZ A L2 L,
FilE TG & LI E BIE T O BIZ1E U 7Rl o) B 23
S, 65 EoBETIX, MO TG AR
1F &ML ) 2 7 138N L . 65K ORETIL,
FilRE D TG EASE N T ELIMAE IR ) A 7 3 3n L
S EDIRENT WA,

®2-1

DEDZLaERELT. KFAFFA U TIIEE
B TG 150 mg/dL LA L, BiEE TG 122 W Tid, AT
E o FA DR EAS/EFLM 2 > & > % 2 A
T—bAYMNEDOBEAELEE L, 175 mg/dl DL L
%5 TG MAE & L7z,

FEEREEDZIEZE

BQl ~5TxiL7Z & 512, LDL-C, TC, non-
HDL-C. TG 25 WwiF &, F 72 HDL-C 2ME W3 &7
BIRIEBDTIERAE N Z E DK DA S Fhas
ENZBWTHEERETRENTV S, —F, N
*@5%%@%(1’7%U—Am%ﬁ%ﬁ%)
B L CIIISE TR & RO S Tn
%#\mMﬁH o (FEHBAHIm) 2 LT
312 LDL-C % TC D L X)L THAEZ R FE = AS
FL o TWh, bOEICET % EBhkeE & @%@ﬂ
A7 GEERRIETHR) 13, BT TIRFCRIC
«ék%bbf)&wwotﬁt\mﬁwiégh
DOWKALIZAEHAR AN D LDL-C. TC A EH L. TC
LAV 3R KEoZR L FSERZNRD IR -
T 552670 Ro—EROD HuIs, IR R 0D T A 3 A
FHICHE L D03 5 v ) {EEST0 izl h . R
PHREIEOERIEECTH L, €T, AAA KT
4 2BV TEBIIRGE B FE T B R OB S
L REIEOZWLEMER2-1 DL ITHEL

IEE R EIEZ AL

140 mg/dL B £
LDLJLXRFO—-)b

B LDL O R O—)VIAE

120~139 mg/dL

RE5EES LOL O X5 O0—)VIAE **

HDL O X0 40 mg/dL K

& HDL O X5 O0—)UIiE

NUZUESA R

150 mg/dL DAL (Z2REESERI *)

BhUTUESA RIDE

175 mg/dL LUk (B %)

170 mg/dL L k£
Non-HDL JU X7 O0—)b

5 non-HDL U X7 0O—)UINfE

150~169 mg/dL

BFRES non-HDL O X7 0O—/UINfE **

* EARC0ELL EOERE 2RI T2, RIEULKPERZENOU—DRBVKSOEREFTE T2, ZEFTH D ENHERTTREL

o (M &92,

* 20U—Zv7TESFES LDL-C MAE. B non-HDL-C MEZR UICBE(E. &Y X TREDIRVNMRET U,

BREONEMZERT D,

® |DL-C [& Friedewald ¥ (TC—HDL-C—TG/5) Tat&T2 (IclZ UEERHRIMDBEDH) . FIIFERETKD D,
® TG H' 400 mg/dL Ll EwRERRMDIZEE non-HDL-C (=TC—HDL-C) H LDL-C BESAZFERAT %, 1IEULRTU—Z27 T non-HDL-C
ZRAWSEIE. 5 TG IMEZHFNIEVESF LDL-C EDEN+30 mg/dL KWNE IFDTEEMZZBICHVTY R T ZFHET D,

® TG DOEEEIFZEIEHARI & FERARMIC K Rk D,
® HDL-C [FEIRTIFEYPN ADHR EIFTRSEL,



725

ZWOFNE LT, F3REIZEERKEO TC, TG,
HDL-C %% L. LDL-C & Friedewald . (LDL-C=
TC-HDL-C-TG/5) THIT A25 BEiEETO
ELHFREND, HHEICL 5 LDLC oRlER, it
BNZIEREMEICHIED D 5 LRI s v Cw 2™, L
LSRR EHE SN TE LRI BRER e L,
BH, AY ¥ — FOMfHFoBIEE» b, &
HOMREDS W E SN E. HEZBROHPE T
LDL-C O DZ LMD TR SN, 72720, 5
LDLC MJEDEBICET L2 U7 v AL Tw
5 iR B o K #5313 Friedewald ®.% J v T LDL-C
ZEHE L CHB Y. Wi 15 H A 2 & ORI
1% Friedewald U2 3NV T WA Z LI ETRET
HbHo F 2R TG 400 mg/dL LL E o ERIZIE,
non-HDL-C 7 LDL-C Bk 2 i3 %, 72721, &
B3 TG A% 1,000 mg/dL B E D347, non-HDL-
C 12 TG %% 600 mg/dL P\ o34 13 IEREME AR T
XV T, MOHETOFEZEET 5. &BTC
% HDL-C. LDL-C #E I3 Chwigsa (i
) bZ0F FIREMEZIHCLD, TG IZZ2BR &
RlRECIHED R

X ®
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1. 12 HBEEEARE{L (subclinical atherosclerosis)

Al KR A B IREE AL A A0 TV
(KH A 27 B LTZENLAD ET) OFiliEL UGS
TG0 % ORI Z GTR U 72
PR bR & L <. OB MRL, @Bk 2 —
(NHIRE - 75 —2), @ CT fF B IRA )KL
(coronary artery calcium, CAC). @NRkIEIFHEE
(pulse wave velocity, PWV), &g e B M558 5%
(cardio-ankle vascular index, CAVI) B X 0O

BQ38

ffi FREMUE L (ankle-brachial index. ABI)] % i)
L720 AR TIEO~O©DFABERNICRR T 5,

T BABECIE, HRNERKTIC R L)
MR LR BT RRE G T 20 L) BlRTINS
OB B IR 2 i L 720 TH Y, x>
MAERKREAARZEETL2DOTE RN LICEREL
7ove F TR B IREEALAR A (& T B fE B R -
HoBEMFICIFHEEZL5NLLY,

fiei MRI (2 & B EAEMREMEERE S HTROBRETF (FRAETIL) ICLFEE
LUZ=BhiRIE (L IR BDRIET AEZEH T 5D ?

BAA—MREICENT. B MRl TR SN BEERTLERE (BERE. 577828, fH/Him.
MERE) PERNEREFOEREBA (BRASEBFETHREEZLET 200 LR EIFR <

TRRREDEEIITHATHD.

(TEF>VALANI : E-1b)

HAN— M 3\ Tl B fE B IK - & 13 ARa7
LTI MRI it A5 A R D LA S8R ) A 7 & B
L7z L) MGIEER s nas Y, BEmEIcAR S
N M E PR HA (PVH) RWRECE T HVE R
(DSWMH) 0> HAE FE 3 FF R DREGENE I FEFERE DT
HMHFTH B Z EWDYEDE I, 5 i S
NTHHY, BCROFMBOMEE b BBEhA—HL

TWwho LALAAS, HRA-BERMZIRE L
72iF7ECy i MRL %3803 5 & &1 & 5l i e
HFIHEIL FHEFVOYEEZTML 72 DIZR
WL o 72 o T—RTFIHICB W TG
MR oERICE ) A7 FHloSREZHME LT
% MRI %2 #)@ 2 FHARIUE T Tld ey, EEZ
55,



BQY

FEBRIO—ICKD IMT £237 57— I/FARISHEROBREFORE (FA
EFN) ICERELUBRECEREDRETAEZRTEH?

AARAERICHENT. EEFART 2 —IC K BHAFERE (intima-media thickness. IMT) & K USEEIAR
72— (plague) OFEXHIRD HHEMBRATFOEREZBA (EReEEERETAEISIREZT 5D
HEHE L/ REISIER IO R L. BRA—REFZRMNRICHSTNEREZZ S > (HEDPRESNEZDIL

—ROATH D/,

(TEFVALANI : E-1b)

R I L ZNPREER 7T — 27 (SHE)IR
IMT/plaque) BHNIC & 5 —&kFFi L L COBIIRMEL
T BT M REC S 2 BFAli L 72 H AR AN R OWF7EIE 2
HHER T & 720 — 3 HUs R — 2 Of3E (KHHF3E)
T HARNERS, 724N CP95ERS9. Tik) 2 104E L
BB LIEEREFEEOFE (MZEd =221, E#hlkeE
BAXRYF=154) #77 b A2 ELTED, Max
CIMT GRSHEIIRICBIT 525K IMT) >1.1 mm ¥ 72
1F Max-IMT (&M EHIBLFBHRICB T 2HK
IMT)>1.7mm % il 2 5 & C# & & & CVD,
Stroke, CHD W3 2B\ T b Suita Score HAlIZ
T LY, MiFSJEGEE (net reclassifica-
tion index, NRI) |3 max-CIMT>1.1 mm ¥ 72/ max-
IMT>1.7 mm Z 1% % & CVD £ X b RIECTYH
L7229, &9 —fFid. 2BIBERBEE AT 5 HARNE
[H783 N % 355 464788 L 7-0F %8 CTH b . SHEYIR
IMT GRFEBIIROFI9ME) 25 By fap i 7 &3

L REEBIIEDO TR TFThH o 2 (FiE
P - IEBOCTEORHAEZE, BROdE. TIA, MNAEZE % &
o FIEH=85)0 79IV H L - YRY - 2ATIZ
SHBIR IMT &5 (5 53 ih o 4 i Lh ) 2z 3
& ROC %%0.645% 50.656 & B % W5 L Tw»
LH, BEMEIRENTBOTAELUWEN G2
THTH B,

W7 V7R R IR TS &, SRt 3 —
eI fE RN T O£ % W 2 2 TEER SR BT
e AEICUE Lz e 32050 214 (REY,
HY) Hoieds. TO—FHT, AELYUHELROR
Mol ddH o7 (hEWY),

WETHE, Ta—12X 55BNk IMT/plaque 5
MIAELTIEHEHDD, HEAANRDO KT &
L CHMERETOERKIC L 2 Y 27 FllowE
rHIE L CHBIRT 7 — 2 35 2 B nAR I
THTREVEEZ NS,

BQ10 BENR CT IC K S REFMRPEBEARGKEA A7 (I HHRBOGRETFOER (F

AETI) ICEFE U LBRECEREORETAEZRTEH?

PR LERRB OB EE B <A VBRA—MRERICE WV TEENR CT (C KDPEFR R PEHMRAIKIEAD
T DO EARWEREFOEREBA /ERGEBFIET AN HD D ERE LICREGRWZEERD DT,

(TEF>VALANI : E-1b)

HRENR CT REBIRAKALA 2 712DV TIEA BQ
DOEEE RV ERLME IRV R o7, —H,
Wokiz BWCIERER CTIC X 2 W BIR A IR IZ Bk
LR B — R PR IS BT —E DMl 23T\ 5,
B 2 13K E AHA/ACC2019 — kK VB A4 K54 »T
(240-75512 B\ TEUIRAEA LA BL0F89E ) A 7 28
HEREE (7.5% DL 120% &) oMpé, ) A7 EBO
HiEZxE (BICAYFOMlH) &b bR
¥itr e L COEBIRAGIKILA 27 (CACS) ZfHMT
LT EEHERL TS (CACSA50. 1-99, 10004 1

DWFTNDPI & o THERNE DR % %0 Tla, BNR),
LALARAESL, TSI AARNTIE LS EIRE
BoOZECk NER % 3R L 72098252 ORI
FUMIZ 5 TED, HEAZZOEE L TIEIDH LD
BAETTH Ao & SICERIC AR ek
BENLZWE INLbAETIE, —BERIC CT #
RTHAT R 2 LT IEDBHTE v, M
L LT, HEADO—KRFHIZBWT, Wl fEmRRE
TFOERIILZY A7 FllOWELZHE LCREH)
Bk CT %479 AHEMRILEZ L, EEZ 5N 5,
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PWV 3 BEEREFORE (FRAETIV) (CEFE L BIRELERSED

BQ11 RIETHEZRITSH?

baPWV (LR - REEFOKEIEREE) [EBARA—MREFICEVTERNEREFOER (FATTIL)
IC B UcBIRBERBFEIETAREZE T 2P RERIERVE DD, W ODDERLKRBRDME
DHD/cH. BIRTIEHER T HIRIWE L TERT D THS.

(TEFVALANI : E-1a)

baPWV %l L7z HARAND Ik — Mkse & i A
F—F - LRV TRHREAEL, FHETFV (ERBO7 7
IVHLCYAZ - A7) I ERER LBIREE L
PR B OFAETFRIFEE C#HFME. NRI. IDI Tt
L7-#s5453% 5 (J-BAVEL: Japan Brachial-Ankle
pulse wave VELocity) 12, & OS89 B S B D BE
HD%\ 14,673\ % V36 AERBIF L 72 DTH 5
(B AP IE T = 687\, TEERAFHEIEAE =735\) o
CTHUTE B L, baPWV 22 % 2 & TIRBREHEBTE
iECHRTRIIK) A28 (79I A )RS -
Z2aT7HEBES5, Tl<9) FLEIENEHETHE
xR —J, NRI & IDLidm (BPE=9. &«
H=15) « W AR AT EHEOWTRIIBWTHHEIS
s L7z, EELJ-BAVELICTF—% #fRflt L7z aFk—
FD ) BAILER 28— bORIFIE (N=2,916.
SEHEBITIT 145, PEBRIRHEBIGIE =126) T,
baPWV 2 M H OFHETFIVITMZ 5 Z & T CHam

BENRIGEIIBOWTARELRYEHLMEL TV,
Z OWFETIZ. baPWV @ cut-off & L T16.6~17.6
m/sec MWL TW5H3,

L JBAVEL O T PHIEFVELTT7 5 3
SHN VAT c AATHHANTVAY, TORI
TICREHANERZ S LR SN2 TFHEF LT
HYHRAERMIIHUTIZD D Z EPRYNE D) Pkt
M550 §7bHHARNERD SERS 2T
EFNICBWTH baPWV B FllE 243 5 5
BAHTH L, F—KTPHOBLTTUET IV E
baPWV 2 A G LETHATLGAIC. LokH %
cut-off FEMNHEY A & VD HAKRBRTH b,
J-BAVEL TR EIMEZDOAEXWH (N=7656) & L
72BE STy cut-off ff 18.3 m/sec ZIBL T 5
W Z D cutoff il & FI\ 72341 T B R A A
LNAPRRFA SN TBLIAHTHS, ThHd
PG HOBETRETH %,

BQ12 CAVI 3HRHEREFOERE (FATTIN) ICEFE LU BDARELERSED

RIETHAEZRISH?

BAAN—ERICHEWT., BEEEIRECIER (CAV) DHEMERRFOEREZBX (RIRSERFR
ETRREEWET DDA LIEREIE—HR L DR BAAEFIO—XFIHEENE LT CAVI 217

DRIEERRILIE A7 TR,

(TEF>VALANIL : E-1b)

A BQ % HAANMGITHGE L7783 —HMD AT
Hote TNITE B LEHEZETHHANERICE
WO, M BIIRAEI LR (CAVI) (& iy fa ks X
TOEBE M2 2EIRMALEREA X2 N GEEIIR
PR AR ZE - TIA - BYIRMEAL PR IR, P SE &)
DRAEALRE) THIBEA D B Z EAVREND, Ll
COWETHW LN 2FUMETIVIZRED S D (10-
year atherosclerotic cardiovascular disease (ASCVD)

risk score) TH V. HARANEMIIBIT 2 Z4HIEAR
HTH 5B, W EEIZA00 A4 ) OILGE O A
TH Y MEEMOREELTHERFTI RV, 2D
DT E XYL TIE, HRADO—RFHIZBWT,
WM EREFOERBICE LY A7 Fllo%EEH
iy & LT CAVI 217 ) A RILIA T4 Th b, &
EZobN5b,



BQ13

RIETHEZRITSH?

ABl 3 EMBEREFOER (FRAETIV) ([CEFEELBIRELCERED

FEORVWEHAAERICEWNT ABI PEENEREFOEREBA L BRAEEFET AEEE TSP
R LIEMERE—RDATH Y. TNICED EFRBRBRTRERDOLEERDRD 2 /c. BAAEFID—R

FBraBrE LT ABl 24T DRIFHIRILIZZ L LY.

(ZEF>ALANI :E-1a),

5

HARNEZWMGE L7WEe LT —MRAERERD
IR —MMEREEZMELMBT L2 1 G2 DH 5

(J-BAVEL-ABL, %4:#10,679N, P58 H01#7.8
4. CVD event=720)'9, ZNIiZ k2 & ABL %Nz
72%6 @ C i, IDI, NRI OZEIT VTN K
BFICEBE TR, o720 ABQIZHME%2 529 %
HA A G O 7 13, J-BAVEL-ABI DIAHZ X

&

ﬁﬂ:'fc

AELRDo T
T VT NN RIZERRDOMRET 21T o 725t 0 AT
Teid. MRADEILEEREN 2 COMELETH L%

&, ABQ RWET 22 AL VD DAL NIT I8

&8]

EZBT 2 2 BIFERNEE 2 MR E LIRE T

G RR 112 X BIEBR B BIAE Y 2 7 3w
MG H T AUCIZ & 5 FHlBE DU FH T AT = H
BT Eho729, COXIIET VT TO—RT

B

BV THHMMERRFOERICL L) 27T

WO % HIYIZ ABL 217 9 FHERIRILIZ L v
fiam & LTy HRAO—RFRIB W TE G

[

Wy o%ERzZ LR 5 227 Fllo HETABI 217

IRHERIIZ L VW EER B,
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1. 13 NAFLD. NASH

BQ 14 NAFLD/NASH 2D &S LIsEREELEETZ0 ?

o NAFLD iZ@ MU Z U5+ RiffE. & LDOL OLAFO—JLmfE. EHDL O A7 O—JLMmfEE R

ET%O

(TEFVALANI : E-1b)

® NAFLD B&ETIE. sd-LDL WL AF > bILATH—ILDEMNT .

(TEFVALANIL E-2)

HAMLS T2 - HAFES 212 & % NAFLD/
NASH Z# 74 FF 4 2020012 X, E7va—
WERRBTE I E (non-alcoholic fatty liver disease;
NAFLD) &, A% K) v 7 v Fa—AlZkittd 5
Wa % < MRS £ 72 1 X BRI CRRIGIT % 52
B, T VEFREE 1V AR, =Y
PERFREE 22 EMB O IR EZ BRI L2 RETH 2V,
NAFLD i, JWENIZEALHEITLEWIET VI —
VIHEREREBT (non-alcoholic fatty liver: NAFL) & #4T
P CTIFEZERCIFAA OFER M E 22T VT -V
PEREIEIT 2% (non-alcoholic steatohepatitis: NASH) &
aEEnLY,

Hamaguchi 5 13855275 8440161 % 3 82w a) &
R 5e %17\, K HDL-C e, B L % TG 1
REDS, kD NAFLD o F#E, B X N NAFLD @
POHSSIEICE T 5 2 L A HE L72Y, Tk 7
FIPLEL BEIRIE T 5 Hlk < 0 B HE DS NAFLD % &6
T 5. REEFEOHF T, & TG MAE, & LDL-C

e, A& HDL-C I iE @ NEIZ NAFLD O & F 3055
W) o

%512 Imajo 1%, NAFLD %156 A (NAFLD it
#53A. NASH H#103A) BT HPLC #iC &
%) REAY 77 7 ADfEN %47, NASH B# T
small, dense LDL (sd-LDL) &I LR TAHZ &
ZHE L7, Campanella 53, L2V AF Y
P2V AFE—) (=TC-HDL-C-LDLC) #3h%
JEF 7213 HEAED NAFLD BECHIMLTWws 2 &%
s L7,

Z®D X 912 NAFLD/NASH Tld. B4 IR CH
B L OFEAIHE SN TV D05, ARSI,
NAFLD/NASH OJFEEAS B S L7z RTH 5 —
FERELTOMED H Y. 451D NAFLD/NASH &
BRI ARERICB W TId. NAFLD/NASH
EIMFENREOW A E L T E % iHliT5 &9
LR T A Y OBREIKD HND,

BQ 15 NAFLD/NASH I3EiiREELERBDOE ) AV KRETH DD ?

NAFLD/NASH & T3, FENAFLD BE L L. DIEBEREBDOFE) AT DIERBICKDIET

EBHICHEERTHD.

(TEFVALANI : E-1a)

HAHbZ R E4y - H AR 2312 & 5 NAFLD/
NASH A A K4 2202012 & % &\ DI HE
OPWEOHMNEZTH > TH, MIARE<205/
mm?® F 72 HTRHEL 70 A 2 7 FIB4 index =2.67
WZEMT A A, AR B - O R B o Bl 23
eI N,

ZNF TOMWHNOIETIZ. Musso &A% L7z
X ZENTC. NAFLD #oa > ba—VEIZH T 5
CVD BIED F v A H132.05 & Hids S 7210,

ZDHRITFERENZ16DBFFED34, 0435 (NAFLD
BEH36.3%) g e LA 7 ¢, NAFLD
BB CVD OFHE/FETDF v X A1.64 (1.26-
2.13) T\ S SITHFHHEALOAEST 20 EEREREDTH
NAFLD ##% Tix. CVD OFHE/FLTDF v Xt
2.58 (1.78-2.13) & EHFT 2 sn?,

19664F- 7> 5201 74F F CTiaF S 7z A% F0t L
7210,568 A\D A = —F ¥ D 2k — MFZEDOREFIC
X5k, 4,338 D9 B1,19AH CVD T L., 4



NAFLD B #2517 5 CVD O ¥ — FHI31.35
(1.26-1.44), AL % £ 722 v» NASH T1.66
(1.38-2.01). HT #% # 1k % £ - 72 NASH T 1.40
(1.17-1.69) T & % 75, B 1 % NASH T3 2.11
(1.63-2.73) & LEH¥59,

—F5 Ty 196542 & 20154F D FHIRWFFE % 3 129
Mo & 7221 OMEWTAFSE, 130 2k — MFRIZSIL
72164, 49461 % %y % & L7z X ¥ ##H7CTld. NAFLD &
CVD ZHiEY A 7 L B#$ 555, CVD LT E & 13
FL 2o 2z e s sz,

D CT I X 2 EEROBY A7 75— (blk
VEFY 7, CT ¥ <30 HU, napkinring sign.
spotty calcium) 2B BAHFETid. 44561 (NAFLD
BED18261) #xf4 & L. NAFLD H# Ti1359.3%
WKEYVRZTI—=rPEoohlzoizxt L,
NAFLD B # Ti319.0% L2380 bt o 7210,

FKAY M OBIRTEALIC OV TIE, 260BF8 1254k
&N 7229,493610 NAFLD B ¥ % & 185, 39561 % xt
S r L7z A ZEHTT. NAFLD B3, SEBIRAIE/
TI—=r Dk v AW1.74 (1.47-2.06). PRUEIRHEHE
FEIZ X D E 2 B B IREEMEAL].56 (1.24-1.96).
EBIRAIKILL.40 (1.22-1.60). PRzHERERES3.73
(0.99-14.09) T - 710,

Z D & 912 NAFLD/NASH OAFAEIZ & 1) L5 R
BOGHNRL VERTH L Z ENHE SN TVS,
HANZx5 & L7z NAFLD #2%1251F 5 CVD 5E
Y A7, CVDRIEY A 7 # Wit L2 KRB
ERFEIN TR, T, NAFLD/NASH O %
. LA 7 — V0 b 535 2 L5 S
NTHH, RERBRE LT TEHIITE 2,
CVD Y A7 FHOFE O, & CVD Y A 7 [
EHETHIZODAT ) —= v FIREORIRI -
n5, F4ED NAFLD/NASH D E#EEO BT TIZ.
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1. 14 ZOMOERINEZBREF - v —H—

L
® & Lp(a) MEFBRBICHERBOBKREFTHS.

® MDA-LDL QORIEIIEENREBELEED & 2 HERB BB DEEBREEBREDNFETFAUHERTH
BEEBIC. IFERFBBEICEVTERIMRA > 2 —2 2 3 VAREOTFRHEICERATHS.

SLLAFY M) AEENEIBRFECEERBOBKREF THD.
RiEEREMEIEEREEDREREFTHS.

Small dense LDL OL A7 O—ILOSEIFBIRELIERBOBKREF TH 5.

77K B ORERBRELCERBDOBREFTHS.

TC/HDL L AFO—JutE. non-HDL L AF7O—JL/HDL O A O—Jbtt, LDL LA

70O—J/HDL 3L AF0O—Jutk. 7K B/Al LEISEARELEREBD Y —H—ER B,
@ J4TVI)FU. TSAI/FUFIFR—E—12EL—1 (PAI-1) OSfEITBARIELE

KROY—HD—ERD,

INHREFITIE, BIRTEILERICES T 550G
BT H 25—k, BIREILO~—7—Th 51 HE
HrECETFHHFEEL, BETLILESD 5,

ﬁljlﬁifﬂfﬁiéﬂtfﬁﬁﬁ@?&Ci}DJIJﬁ:\ ZET
N EBIRBEACERBORERE T, HEViEy—h—
PEIBENTW 5,

i Lp(a)

Lp(a) 3. WEIRERE - BNZrh o7 L - faid
FTHhY, apo(a) OH¥A Z?b“]\é’w‘ (zVvrnw
V-2V ¥— MDA ) Baillp(a) REDE L,
OISR A7 v }:f)*% TN, A VTN T
VT NUEHTR T AT A FAIEOR#E R &L -
THHEEN, Thid RS 28T O3S H
SNPs 4 7R ENTW B 7272 LIIETS ) X 7 ik
IZBWTIE, ) Y VN2 D) ¥— MDA
LA BEBRNTII% 55, SNPs OEEIIAHET
2w, Ip(a) OBIRIEEEREZER L LTIE. apo
() BADOT I AI )7 v L omWHFEMICHES
MR OMRESSD WY ¥R & o
61D apo (a) DOBYIREENILANED 7 LA5HRIE
NTwb, Lpla) BREEE I LV AT 0 — VIIE
(FH) BETHMETH Y. & Lp(a) MIAEA FH .0
MER) A2 #E5ICHODLEEZ HNH25190)

ASCVD —kFHilc BT 55 Lp(a) IMAEDF G
DV, FE L THA ORI S B o iikD
MBEINTVWHIRAW) . 2 h THREE 7
=T DT — ¥ B L7226, 102 %5 L Lza
F— MIgETIit. LDL-C%% 2.5 mmol/L (97 mg/dL)
UToFEMTTIEE Lpa) MIENETL ) A 73RS
LT3, ASCVD ~IRFFilcBIT 58 Lp(a) i
FEDHFGIZOWTIZ, A¥F ¥ %2 2L 5 LDLC D

+ SREMT T, 50 mg/dL Y ko Lp(a) IMiE
Y AZ ZEDTWDZ LN, AR D%
RN CHER SN T W B 232 2 5 F 2 % v 72
AV R7 D=V & ZIRTFHBIFRORA X 5 1FAT
Tld, X—=25 4 y®Lp(a) EED 30 mg/dL ML L
Ty A% F ViRFEHTIE50 mg/dL YLk O IME R
Y27 PEARIZHIM L TWBE?, 25 F v L3R
%Y LDL-C & & i lpla) OHLPLRETHAADL
% PCSKOFH #3% & Fl v 72 [RIRSERTiZ. Lp(a) @
26.9% KT & & HITOIE A X M A23% A LT
W7zAs, Lp(a) ETFIC & B4 X2 - EIHIRD R o A4
IZDOWTIISBOBGEEALETH 5230,
AHA/ACC 2 &0 %4 K54 »Tid. Lp(a) #%30
mg/dL Kl T3 A E % ASCVD ) 2 7 1374 <. 50
mg/dL LA ETIid ) A 7 A F & e S, B o
BRWEILT A K54 212BWTdH Lp(a) %50 mg/
ALY EEINA ) A7 THBEEINTVBEEB3 [p
(a) O Efili & ASCVD O K & 5 i 7581
ASCVD OREBEOPAFIZ. FnFhny — FHas
2.57f%. 3.35M512 ASCVD V) X 7 Z b TW 5%,

ii MDA-LDL

MDA-LDL {3, LDL »B b A F LA ZZITY VIR
B EONRER 7 REM B 25 L L7281t LDL
DORFENR DD TH 5%, MDALDL i, BB
BB O B 2 BRI EE Tl wEbIRE B

WS 2 P TS PCLIGHE OIS 5 F
BFMCHAHEHTH 5%, REETHELZZIFTw
5 EEPIMERE T, BHAEHMER 7 v ME#EZEO
LA X FHEY A 2 %5 MDA-LDL %% 10 U/L
EAT 21201158 L T 723, F 72 ARk
® MDA-LDL @ &% PCI }ifT® ACS BF D P14



BALICEE T 210, MENT I — % HWi-BE i,
MDA-LDL OEAlIZ 75 — 27 OREEM. T4bb
77— WIRBEER & I oSEb L AR
B L T 5, REBREDZ I CREBIR CT
% 2 7 IREAR MR R TR % 7 5 BLI L SRAT
L7-#f%2Tid. MDA-LDL O EflZ 7 5 — 27 DA%
EMICAZICHEEL TW3E2, LIRS DIED
MDA-LDL EiRATZE O #i SRS Cla R EZ 1T B
LEERIR OB A1330~100% TH 1« FEHERIFIZB T
HIVF Y ABERMEINTVEH, BHAEDRBL
Tlix MDA-LDL OFIIHEIR IR E DS H & 7% 5

i LAFYRNUKRER

Loty M REAPEHVHEIS, (O ERE
DOLIMEA XY M) A7 5% . LDLC 2% 100 mg/
dLAEGCT Y b= V&N TV LA THM L7
VA7 THDHIEDPHRINTVEE W, THIRA
V=R a YHPTINAY T ERALTY
5aMEERERE (ACS) oY X 7 ##Hliic, &5
(213 2 BB HR & CKD 2 &F3 2860 —k - =
WFBZBIF 5 ASCVD ) A 7 OFFHIC, L AF
I REHOWEDH DR ST 51590,
T BLAFT Y FPYREHMIEIZASY F T
LDL-C 70 mg/dL ki Ta >y bu— v En/-EH)
MR BEBE OLIME 4 Ry MIHTEBRY A7 %
WAMICHPITE B, LAty M) READOEM
13 %5 LDL-C Ifitie & #1537 L C. LDL-C & Al %1
ASCVD D) 2724595 #% 2 6N15, IDL.CH
JUOLAF Y I L ATE— )LOEEA 1 mmol/L
(#39mg/dL) FR$TAZEITX D, KBUEIERT
JEARYIN=F Y A ¥ 54 TiZ LDL-C TL. 351t
LTLAF Y Tl MEDLHMZE) A7 ERIED
b, XY TFNT v AMUEAIEICEB W TIZLDL-C T
2. 1518 LCL A F Y FTLED L) R 7
EHAREN/BB, WRE - R ONA ) A
7 BB B KT OB Tk, LDL-C
BEOSKIIA»DLT, LAF Y IV AT
VIR D EAEIZ ASCVD O F SR EBREFTh -
7250, bAEDOLLAF Y MY REAHICETLIET
VAL RIEBWAETREREWEZIC L > THONN
LAF v M) READOFETH 54, BRKkOLE T
Y AD% {IETC-1DL-C (EH#HE:) —HDLC (E#
¥) TEHRENALAFY FILAFO— VD
WTWBE, /2L AF Y MY REAHICET R
B-100 24K 7R ) RER & $ 2 N2 TR <,
7R BA48 R TICEHE LA D ). WIS RE
RAEE B L OBIREL) 2 7 OFMISICAHTH
259 kB, TNEFTOMENIEF Y AITBW
Tl M1 7 R B-48 R 52 i 13 3212 Z2 g R I

F T WIZEDTT VD,

iv BRESAEMiE

Zilversmit H12 X ) BHMIMT 2L AF 2 YK
FEADPBIIRTLERETH 5 2 & 2B S TSk,
ASCVD VJ A 7 % # 2 % ECEBZENRILE O KRR
FFRATE LT & 72525659 0 bAsE AR TR
il TG OREIC & 2 EEIREBISEY A 7 O LH7
D 5N, TG A 1 mmol/L (88.6 mg/dL) k&
T5ZLITL D, EERTEEIRE BRI Y A
7 HL.344%, BYETIX1.206%, etkTidl . 2f5e
A7 HHEKT B0, [ TG A5 115 mg/dL L EA 5
VAZHEL %Y, 167 mg/dL L ETIZY) 27133
Pl e %), HDL-C THilE L T BT 590,
MRFIT &4 7R T, B TG 13228k TG & [FH
FhEnL RISEEREE ) A 7 EHICEHTH Y.,
BB TG il 45200 mg/dL LA ECHNA Y X272 THh o
7280, KBUSBISIIZE O AR IC BT 2 ko Bk
BRIIAE & L CHERE TG A% 175 mg/dL X 1) B4l Tl
MIZED ) 2 7 2% 2 R LA A2 7% 5962, SRECIi
175 mg/dL D\ & @ & TG UL e 25 # %¢ 3 5 IRFE &
ASCVD ®Y) A 7 ¥R NFTHh 5 & &, BRI TIE
BiREOIMLE TG 1% 175 mg/dL DL E2SIREERE DO A v
FF7MliE LTHREESNTWS368)  bAsE OB W
FEAEIZBWTH, 22EH TG 150 mg/dL UL EE &3
2. KR TG 175 mg/dL 23HRE S W 9E % BRI 3
LHWiEMEL LTHRESNTWD, T2, ERElE
MIEDAZ ) —=v < —h—& LTZEEKROTR
A B48 WEDH AW ST 2%, &%
FIAE D BRI L TR 74 75—, R¥
T4 T5—b, TE¥FIT, EPARAIZL EDERT
B ENDAED RCT TREN TV H669,

v Small dense LDL

LDLAFD 9 B A4 AHVRE  LEAHTK X v small
dense LDL (sd LDL) 7™ |35 B IR HL & o B 5# A
ZRIESNTB YT, F 72 PAD Bk & OB
WD RENTWAET®, ZLCTsdLDLIL X5
T—)b (sd LDL-C) %%, HAAIZBWTLDLC &
RCHEEIRPER Y R 7980 B IR EEAL D EAE
JET6. 80 TR FBHIC B B0 A XV M FESD &
T DECBHET S EATRENT W5, sd LDL 2%
WIRBIIRBEALE T & 25 HHE & LT, BILShd
(LDL Z BRSO EIC TRE I AL TV
L8 BIIREENCEL D A F R F W BIRBERN O~
w7 ZALFEELR TV Z &, LEREIh
TWw5, sd LDL 135 TG I & HDL-C IfiifiE & B
AR 80 QRPERIFRL A YR v 7R
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O—2A, 4 YA VEGEIREZR & C EA$ 278,
HOETIE CVD O BEHEDS % WIS 4E#C0RE D2, 034
% %34S L72IRHERFZEI2 BT, sd LDL-C il
& CVD ORIEDFHICHHES 2 2 L8, CVD Dl
D23, 0404 % 1F 5 12152 L 7= A0 LT FZE 12 B
T b MBI sd LDL-C ®Ffiiix CHD BEDH & 7%
X —=H—=TdH Y, P Y 32.9 mg/dL 2L I &
sd LDL-C i# J£ T i 32.9 mg/dL & il 7> © LDL-C
120.1 mg/dL KO8 & T 2 #5% < CHD 235
JiE LT\ 7289, ROC i % v 72 AR A @ sd LDL-C
EEOBRKS v M 7M1 35 mg/dL T - 7295,
Wk TRREE SN T WA 50mg/dL & W RETdH -
7290, K[ETiE ARIC BB L O° MESA B &0
JEAENC T sd LDL-C & CHD 84 @ B itk A% Tl ki
FAEXNTHY . sd LDL-C jFEOMALd FDA Tl
ENTWVELR RO RELZMED Tk — MR
BRI DA FE DRI & B & sd LDL-C DB fil I
ASCVD &k ) A 212 5H% & L ALHHZED
VAIHBERETHDLIEFMEINTNESM, F
7o EERENIRIE B Z A T MR EE B W T,
sd LDL-C O @ lid EE 204 1 X b (O
P, JEFOCHLUIMZE, Abe% B9 2 RE @R E.
RAOMATHEM, MEH) OFBELRERETTH
HIEDNT VT THEENTWAED,

vi 7/REBB (7/KRB)

7ARB (7RB100) &, LDLRLAF ¥ bk
DEIRFA LA ) REAN T IHAET 5 T REHA
THb, VREHA—RTH720 7RB 5T HAHE
T5720, TRBEIZINS ) REAOK T
Bl5 %, MEWIFR 2D X FFHICE Y, THRBAS
LDL-C % non-HDL-C & 9 & 5Ll A X2 b OfE
MEFTH Y., BEREBFEEDY AT TELARX Y
FEMESELZEIRENTVEE®, 255
ERHWIZED X 5 E 25, 7R B OB
LDL-C 3 & 0 non-HDL-C DA X v, EEIRIEED
BEVAZOBRTICLDEEL TSI LR,
LDL-C, non-HDL-C IZ7EB #2552 2k
A7 FMENESELTERRENTNSI0, —
F. TRBRKT SELEHE. A5 F T
I 7% L LDL %5k % L5 38 5 8O AGLIE A
Ny bRl s, 74 75— % & LDL %Ak E
FHEGERVEFRTREZOMERAL N L D
7200 72750, XA UFENT VY ALHFZED 5 13,
LDL Z &R & & 312 LPLARH S FARIC 7 R B i
EELMEANRY M) AZICHEGTAHIEIREN
TWA102, REOHEIIZETIX. 7 R B 25aEBilkeE
BEBETZZEPMEINTBY, 7TRBRETY
TATHLMEA XY FOBKRKNTTH DI &R

BENTVSI, DD XHIZ7HBIZASCVD VY
AZIZDWT LDL-C & [F&SE LI RIZBEE L T 5 5,
7HRBWBLDL-CIZbBHHS —7 v Ml 512
IVYF Y AT 5TV, LaLids, 7HEB
WEIEI VAT O—IVBENDLWTRBEAY K
BN THIAEDETKBLTWE I 0D,
LDL-C A3iEHE HEE 2 1 L 72 B 0 5% 43 ) A 7 O FF-All
BILUBHICERTH B10410),

vii BBEX7REEDL

LDL-C % HDL-C % L Ot Efli & b O »fakA
TE LT HERENED, TRODRERT
REHOMED S, KUY REHICEASNEAL X
TU— VDR T READ, T4bH, TC/
HDL-C tt. non-HDL-C/HDL-C ., LDL-C/HDL-C
k. TG/HDL-C [t. HDL-C/7 K Al. 7&K B/Allt
PENRAEA LR B OGN T & 22 2 LAy s
T\ 5% 10610 REDOFFSETIE. 7R B/ALLEAST
SIVHA YRS - 227 TC/HDL-C HIZH~
TEBIRE B O ERERE & i B L 72 & v ) 3l
LD IR B & FE L 7B R B B W T
TC/HDL-C . non-HDL-C/HDL-C K. LDL-C/
HDL-C Ik, 7K B/AI IS BRI B o> Eie BE L2 B
HLTBY, 7 R B/ALLED R WG LTwiz
LOD, AT THIIET 2 &L AEMEIR LIz L
WOHELH BN, $/2ASCVD DY A2 L4 b1
RIERIAE R L &~ b U R\ DN % IR &
NI BT, non-HDL-C/ 7 K B L &Ffli 254
Thh, v b+ 7 & LT6.5 mmol/g (2.53
mg/mg) P EASHE SN TWwAI, b EOME
T3, TC/HDL-C I 2s28#6 K F-#f 1E# b /B IR K
L HFBEMELZRT &SGR, TC-
HDL-C - non-HDL-C Tid 7% { . TC/HDL H.2%E Bk
REOTHRTTH o7z L OGN DH BHD, K72
YT Y AEIATHTH Y, ERERILREED
HEXHETIT ) RETH 5o

Vi REEV—H— (CRP. PTX-3. IL-6)

C KIBMEER (CRP) 3 EfE~Y—H—& LTHY
SNEEMMERD—2TH 5, BIRILERICE
WTILE DR SIEIIERE 2R Th 555, IaE,
55 CRP (hs-CRP) %% ASCVD Df&frd+ & 7% 1)
) B EREENTVAIUD  HAEIZEWTD hs
CRP 2ShnZerh (RpICHiZE, 57 FHi%E) LERER
B3 % 5000 % 118 %2 hs-CRP A% Ui fi 28 & HpiA 28
DFEFED A7 L BMAH O . RSO % T R A
B &) HEES D 519, BIEIZED A & RN Tl
LR 4SBT & CRP 2SBE L 72120, /-, R
FFPFGIZEY) CRPMET L2 v s T



WBPID | R—2F5 4 @ CRP &L A XY b
EDOBEDSASNIb DD, A FF I2L B CRPK
TORRELOIMEA XY MIZBEIEA DN R D5
7212, JinHp CRP OB B $ % (x5 & wE B
Nk BOHE OMETIZB T, CRP O IZ BNk
PWREOFEICHE L 2o/l 1 XUFILT
V¥ MMEZEIZ BT L BOBRIN T Tt % < Bk
WALDONA F < —H—ICBE LV EHRESINRTY
BB CRPEFLRYFIFT Y T73IY—DRY
FF¥Tr (PTX)-3 1. HFETHILT S CRP L1
R mAENEME, TEmMiE, AmskIicEHL
T35, HIFEH CORBIRT 7 — 27 12B17 %5 CRP
& PTX3 OMETIIWE E ICREET T — 27 % K
Weg 25, 77— NTOHGMIIMBIERTD Y,
FNENRL ZHEZFOWREIRE I N2 &,
FMD D%t & PTX-3 OZALBHE L2 &, 2%
F O PTX-3 DIETFEHZE 26, 5% O0MERE
R A MR~ — A — & LTPTX3 b s h
B0 4 vy —ua 4 £ (IL)-6 13 THIK., Bl
i, =207 7=V EOME»STWINE YA
MIA Y TH B BIENTFED X 7N TIE, 116 &
DI A R N SESR DML SR & A o fE R 1 C
B o 72120128 HFE DD D 2 I CRP 2.0
mg/LUEDOBEZNRIZ, 116 ¥ 7 F V5ERE
ZIEMALYT 5 IL1p 2 EmI Lzsedr e MR IR
B/ 7 0—FNPHRTH DI FF A TG LTz
RCT Tl LIEA XY FEEMH s -2 8D
W EhTWBHID),

ix REATAV

MiFEL 274> (Hey) EDEFIE, EH)
MRFEB O S FTHER, PAD OGKRKN T THh
130130 LA B X VTR oM L2 F
TR T-& 22 Y 189 LA OB D 22 W85 LA Eod
i OMZETIE. Hey MEEATEN 2 & AN %E
MY A7 2FEDLIEIRENY, T2, ¥
IV BHOMFAI L 5 Hey KT H#EHE, EEIIR A X
Y NEIHIL v 2 & B3BD i X TV B A,
TR 2E B X OIS BEED ) R 7 2K
BB, HEOTRICARTH S L HRIBIN
TV, FAEM OB IR EFAE ) A 7 12T %
A Z IR BV TIE, Hey 2% 15 gy mol/L LL Lo
HRAFL YT Mo FO#EaiciEsE (MTHFR)
BIZT 677C > TOERZ D7 VT ANTIRARE L
YAZBRPERENTHE), ZoERIETY
7 N Afl & R TIERREIND D v 2 & 3%
FoNTEY, bAEICHEIT S E Hey 5ED ASCVD
fERET & LTOERITE ST 20BN D S,
77 574 NEGERNT (GWAS) % F v 72 RN o 4

2212 BT, HATIE Hey I IZEBIIRER ) 2 2
WS- Lo 7210, F7-, EIEZAIC Hey i E
A &R T AR & BIRELAE O [ B 2
WZEMD e EAEE SN, X Y FIVT VY AL
7212 BT b & Hey IfiE X ASCVD O fEfK Tl
Bl v—=A—ITBEE RV, Hey i & 2SI
BEHE (ACS) BEOTHEMGT L7z A & @ Cld.
Hey itEOBMBIZ EE 2 0MEE AT Y FRL Vb
BIUKBHTOY A7 ICHERICHET 25, OI0E
I AE LM ZR LT AW, F7-Hey il
FE O A IO BY IR L1 T PR AT B2 0 PR 22, ARFE L,
DIEFED ) A7 %R 5D, — IO % i A
T MNARBEOERRIEEE M EX R, o
7213140 A RE S & Hey 1 o B %2 MG L
7o E DO FEFIR BRATFED X & K7 CTld. Hey IR
EEH IR TRMAEREF O BE TR TH S Z
EHRER SN TN D), J/NIERR IS 5 2 5 i
B (200558 - 8 ) R, Hey R MN/N M
WL OFE L BEEAEED 52140,

x MERE - HFERF

T AT & DIE REE O U2 fE ki
WT-&b Il EDHESN TV RW0, F7-52{F
DTN RO EEATICB VT, CRP L & B
T AT TP LMERED ) A 7 fERA
FTHo77219, —F, HRA, HRT7TAUS A H
NZBIF B 747 %2 P IMT, &R v
YU ARATEDOMEERDL L, SER (GER - I
MEIMT - LDL-C - HDL-C - 22 I3 U8 - MR - ik
) THREEB X UYER S BMI CRRE L4, W
NLAEELZHEEZASNLE o720, RIED R VT
VT VT IMMEETFIVICE BRETIE, 74 7Y 5
v EREHIREBOMICHRBERIEASONS DD,
ZOMEORBEINEVEREESRTNLIB M),
M5 R I 20 & il SN B RERIN T CTH 5 7
SAIIHF VT IFR=—F -4 eEFy—1
(PALD) oA OCHEEOZEIICB VT L
ALTHBY., ¥1» ABOBKRKICBVLTA%Y X
DT 325 MEBEL)OEETH -2, 25
BRI CTIEA ¥ F »#5.12 & 1 % PALL 2K F 4 5
CEAIRENTB Y PIELEZ R E LBE
W CIEBIRAIRIL O AL & PAL 25 L7722
EhMESNTV LY, Fiz, PALL EETIE R L
PALl U @D ERA2LMEA XY M EELIZED
WiEd H 59,
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