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PSR

(1) High-sensitivity C-reactive protein (hs-CRP)
(2) Fibrinogen

(3) Lipoprotein-Associated Phospholipase A2 (Lp-PLA2)
(4) Homocysteine

(5) Lipoprotein(a)

XL (arterial stiffness)  (2) = X4 (ankle-brachial index)

T 2 LDL SHAHSH [HE XI=

) o2 guzotero)
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2) thickness exceeding the IMT of the adjacent
portion of the vessel wall by >50%.
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(coronary artery calcium score, CAC score)

= 2h4SY computed tomography(CT) £ 0IE0i M Z8st HESUUQ Z=ES

Agatston score=Z HAISHLL.
= 0,1~300, >3002 = LI=0{ M L=,

A<
S
» OIS pEdEE WS H HISols A= 2 AL

. %




BALS O M3|3HT140] 28

L. OO ™1 /i

(coronary artery calcium score, CAC score)

2019 ACC/AHA Guideline on the Primary Prevention of Cardiovascular Disease

It is reasonable to withhold statin

I?tt;rg(l’/ediatez—(r)i;k T e = therapy and reassess in 5 to 10 years,
>7.5% to < =
10-year ?ASOCVD ri;k) as long as higher-risk conditions are
absent
or

CAC score 1 to 99 It is reasonable to initiate statin

Selected borderline-risk therapy for patients 255 years of age

(5% to <7.5% :
10-year ASCVD risk) CAC score l?O or higher

CAC score 75t percentile or higher ~ therapy

It is reasonable to initiate statin

ACC/AHA Guideline.
Circulation 2019;140:e563-e595.



roy =1
SAT|HE - A0
LiZ L= o HEE
D= MO0 MEMES0| AT E TIIoH)| /st ME HUE Z4Het59 €A X H(hs-CRP, l B
fibrinogen, Lp-PLA2, homocysteine, Lp(a) §)E £8& 2 H= BEolEZ A16H &=
A0 SST ASZMM AT Xz ZEE ZHol=H s4Zat59 dHXH(hs-CRP, b B
fibrinogen, Lp-PLA2, homocysteine, Lp(a) S)= & THA & 0IXt BIIE DE 4+ UL




o7
= .__M
Ui )
1)) ! %_ =
W mx g
LH ~0 IH B ﬂ
Ho ofl M ) =
o o i
u mm m_ W i
.Al_ J icl ? ._|._.m__
al - io W =
M 2 i
ol = M ™
Kio ot Uk X
joll F=< L %
! .._...A. H 1 .n:
i = 4 ] T
m T
s iy Mﬁw of K
.__.._ = n{ 80 n 2
<0 oL m__h_ ol i m
% L35 -
> S RO 5
AR o fujn i o3
um"ﬂ H_IJ. o Jlm_ LH T °
20 o m M.m o e
| ol <} I = o % .Tmu_
m wﬁ =1 o1 M ol K ki
. = .xu i o ol — Ol
o 2 6 = L
x5 Bl gy = e
1 o <[ > O. it 5 &
(Jp) Kl = ol < o a ¥ 5
@ g W Wk
H /1 = 20 H
)_A_o_s_umo_:_.z_
= B g~ = 10 £
o <0 11 o1 = Ko L
= QM = M = s
i ﬂ.P_ & mﬁ_ = = =.TA_“_ Kk A
X zmp 3z 5 2
K % )
: : Hr < <l wm o 0
. o% Kk

=
=




M TIH (2) Fibrinogen
« X fibrinogen &XI= M HESH QI L|EF0| M QIS0 40| At MHIE HOILL,

= 3T MM K20 (A2 HIEFEMHM & fibrinogen 1 g/L SIF0 Mgt A= ME S
i A= 2.42H0, LIES0 2 Hl= 2.06H0 ST AL

TFibrinogen Studies Collaboration. Plasma fibrinogen level and the risk of major cardiovascular diseases and nonvascular mortality: an individual participant meta-analysis.
JAMA 2005;294:1799-1809.
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S XM IIH (3) Lipoprotein-Associated Phospholipase A2 (Lp-PLA2)

= Lp-PLA2= LhetE OIX|&E Eollots 24 =, Lp-PLA29| Eoi&t=0] HAMZEH =5 (] Pl
A

=1} SAASIES EXIoHs INHHIZ EH2SHL

-PLA29| S)t= 2 3WA0| A&AITIZ Eioi X CH, HIEFEAHME 3 S0l

MASMES 2 IS [ A4St Stabilization of Atherosclerotic Plaque by Initiation of
Darapladib Therapy Trial(STABILITY) & 320X Lp-PLA29] & H[HIQ! darapladib= &1 & 2HH|
A\AS S0[X| 26FALL.
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M XIH (4) Homocysteine
DS PAAHCIE E(hyperhomocysteinemia)2 S4HIES 0| QEOITIOIH, &3
SDAIAHCI0| ES4E HASHESHL G{EHLESS Lelot SHEstd el it
2iMO| 2/H 0| SIISHLL.

« HAHOILE HIEHD! B6, HIEHE!I B12 SO HXQITIE EHMUS I 25 2 HAIAHQI9 SE=
SO CL, &1 el gtieo| Bl S =0 2 HE 0F |l
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XX H (5) Lipoprotein(a)

= Apo(a) moietyJt ApoB componentlil SRE&!
OF E0IUE LDL AL, SHLLK HLHEO Lp(a)2l EXt=£

=i dEdE YA E STHIE = UL
» E2 85 Lpla) sk= gz Y
NJlz A= X UL
= PCSK9 AT Ml XI=Jt R206HH Lp(a) sEE 2
=AU, AERE A ROYotH ZAAAHM
Lp(a)7t =2 AHEEHAMA XIZHZE JIsdE &
=Lk

St
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SHEXIH (5) Lp(a)

2019 ESC/EAS = X|&

= SO0 20 SHH2 Lp(a) STE ST E 215 [lla]
» D)0 JIEH0| Y= 2XHHAMLE, S

S ST NYAEZ0 ZAHEA ALZ0HM A=
HESIHERE M €5 Lpla) STE SHOIT=E A0S [lla]

2019 ACC/AHA M= X| &

= 1XF G2 0IA Lp(a) >50 mg/dLOI™, & &tE 2t risk enhancerZ A borderline risk=2 1t S8
A2 ST AEEE HUSHAL D2oI=S

Zl11SH
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Mogdiizt SSE A2 HTHHEC! HSHCITIE TIto= I XIRXIHEHH E2SE & ¢
UQAOLE 2 HEAIHEO0ILE XIZXO S0t SOl Ligt A0 25010, OFE o XIES0l
AL X =9] A=2 ZHo0= ) AMi|ad a4t A=to] e I MZ0t= 20 CHoll A
st I|HHMo =z Y Hest 20F0ICH

od
=

- SMAXI(arterial stiffness)
d

- =2 T X| & (ankle-brachial index)

st
=

-

1A

X H
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SddstM T H (1) SMAXIL (arterial stiffness)

O MM E 25 (pulse wave velocity), IIFd S JHX| 2= (augmentation index) S0l

SWHXIT ZAHs 2019 ESC/ESA OIAXIZES MENHHM H-SST ABZUM HE
B10l ST E AHOLD HIZ HHS HPEH FR0| El= 2AR 01251 917, 202214
2dlLidh, 201749 O]=, 2018¥ R
8 ._HI =801 5= 2

= o=

« Y JE Stk 2 84 KM= =SH-HEIS™ 2t MIIHNESE >10

m/sec, YESH-SZ S0 It "—.“I[P‘._ =20 >18 m/sec 0|L}.

ruet
rlﬁ’.*
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Sostd T H (2) 2= Y2 (ankle-brachial index)

= OIXHOII'E

2 IIHH (intermittent claudication) 401 ASHA L=QEXITH0.85 0|21 HLRE=
=0 [d8ekd ¢ °‘1’é'%*(major ASCVD)2! GHX|

=
disease)0| Y= X119 &

UXSHE2low extremity artery

SLH OIXHH = Yol AEHES S 0HSHLL
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SHost T H (2) 2= X2 (ankle-brachial index)

L

« XU (AHA/ACC OIEXIZEE Z=TIE)
75

- LDLC 70~190 mg/dL2! 40~75 MM E={EXI==Jt 0.9 O]PH0IH M HMES0| Q=X
oixl= T
- 108 & %" 22 BdAHEL 5~7.5%2! BHAHETO EL AEHE XI=E 1d
(llb, B-R)

- E7 YHZ(7.5-20%)2) R AEIE XIZE DS [lla, B-R]

+ 20~39M S=E 2XHHIM 2! RE V2 280, )]
9

m?), YOS, MAHES, F= YRYLT|2 0,

[llb, C-LD]

, ol 2t A (eGFR <60 mL/min/1.73
O/2t0] US I AEE XIEE 1184etCt.

— ==
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SsHY T H (2) =TT (ankle-brachial index)

= 21 XH0iEH2019 ESC/ESA 0|AXEIEE ZIZTA)

cEET YHAMM HEYLIA <0.9 = UEYLTA >1.4 0|H YHTE Alst M3
A Ql= OIXLZ HIAIRLE.

- JPLE MERES QST BIIE Qi YSHOT LRQLI|A ZALE sH= A2 DD
UX| LOMH, UKIHILE s OIMTIREE XTE DHE [ T2 YHEE I B, £=
TEOH SITHHIA 6HK LXSWIS0| ZMO0ILL HSTH QALY EET YBS JHE [ T
IO 0I5t IZAMR)|AAS HOI5L T S TE THBIKSHS 210 LRSH 20 ZAE 1
BB & QAL
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gzt dHEIIIIZEs 2SN XS0, S4SY Ao+, SdXIH, st X’ I
UL

A=Y X20l= HIASH HAlE, BN oS Blols 201 e HERW JHE =
UL

sl M99 |x= CTE 0|20l M S SULIHO TS Agatston score= HA|SH
Ao=, A= 0ISXIEES J0IEAMN 22 E = ARTE BJlotd AEE EH HRE

Zdot=0 SE 10 UL
A XM IIHE == high-sensitivity C-reactive protein(hs-CRP), fibrinogen, lipoprotein-
Associated Phospholipase A2(Lp-PLA2), homocysteine, lipoprotein(a) 01 !L}.

dodst™ T|HEE2= SMAXIL (arterial stiffness) 2t &= & X| 2 (ankle-brachial index) &

Al
LEOEI-T%!
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