SR E 2 2006 : 17 : 143-154

200 B S e TA R 2 3 4o

BAEA BGEM RER HAR

BEEESRR AR
"B AR R K
FEABRERBHREE AR
THEREF S S AF

T

1T M A E 2004 R4 B E R B A BRSO R B B R T SR
FBEBE A SEBAPRSGREBCRE - BERACRFHIBHLERY AHSH - PRIK
Joo 10554 A R R FA R RTAR 4 5 A > 20% » 10-20% & < 10% - J& 4% 7] & Rk
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RA#E D - BIWRS {4 ( Coronary events )
f&8% 7838 ( Risk prognostication )

& A< ( Emerging risk factors )

IopR AR EAK FE{ L, ( Subclinical atherosclerosis )

EF RENEEIF I ( Electron beam computed tomography )
28 RIEIK ETE 18 ( Multidetector computed tomography )
AR ENARES 1D 8 ( Coronary artery calcium score )
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F 5B 5 LR ( Coronary Heart Disease ) & 4F
BAEBRRAER ZE - WIERHE 2 L' « AT
2000 £ E B BB 70 B A SR LR - 2003

SE B 75 B M 1598 ZAC B A 51 B 3 (=
5 T8 3E0° o PR Tk Bt £ % 2004 4 ( R
934 ) 5 1[5 B R U IRIAEET » Ol S B S 1
EIRWAH2 ~ 3NAML A3 » & KR LIRS
RRAVAETE O EOS I B mR AL % - BIE S B S
K255 AL » ERPIEIE® - FrE LR iR %
R O o FH MBI It s 2 B R O
I SR TR AR FEBG R B B -

IR SHERED R

LIRS (coronary heart disease event B,
coronary event ) HL¥5LEE {EIG &R AY #E 4L (sudden
coronary death) ~ LHILIEZE4L T ( fatal myocardial
infarction) & IESL T 2 -LHLEEZE ( non-fatal myo-
cardial infarction) °

TR Ol 3 95 95 1K A 3 (18] i 8 FIJ 2 32
LB & (American Heart Association; AHA) . Il
IR IR TERS (primary prevention) #EHI* ~ A-
HA/EB L BEZBE ( American College of
Cardiology : ACC) ZK#kTEF/ ( secondary preven-
tion ) ¥EQI° ~ B 5% BEIE FE A ST BRIk A R
e/ N ES = KRR 75 ( 3rd report of National
Cholesterol Education Program Adult Treatment
Panel ; NCEP-ATP |11 )6 » K HNCEP-ATP I11°1%
FERIGAR 2R 38 4 T O IR B AB B b oy 55 3 {1
&% & (high) > 1 (intermediate) KX (low) »

10 34 & 005 = 1 Ry fE b FE 4 B2 >
20% + 10-20 % k<10 % - 1 & F 3425700 =2
>2% * 0.6-2% &% <0.6% ° fabmf il 2R E A
[) VA Bl 9T 2% 3% R 2. 5 TE el O {8 (£ 2E)
fEbER T - BLEG AR ~ RE IS A2 {# ( total choles-
terol; TC) ~ =% AL HEEE M ME[EIRZ iE ( high density
lipoprotein cholesterol; HDL-C) ~ WEz4%8 B Jfackis #A 1fn
JERAE - SRS (E B L5 & b R 7 PRI 10 47 38
A 50975 55 1R 2 196 2R BH 22 el B B S i 2524 B
l > 0 REAH BE 3% A 2 9 SR BH %2 fE B 4 B
( Framingham risk score; FRS) 2 73 fi° ( 26—
=) o THRG Baf B R T R iR 1 B AR S
MEHE L G R BISRIR E o TRF BLIGWIR KR
FEEA - W TAR /& I AR B 3 O A fE B
IR F2R FEBA R A EE 24E - 1 Rk TRRG IR
I OIR S B ORI e R TR R o
Jo JH 5 U s B R 7 19 77 VB 4G (1) TER i AR ED
AR ASE b A B R (2) Jok JE KT8 AR B 4858 1 b 3k 9 2
BB PER I - KNCEP-ATP 111° 2% 2 F A HIl R
SR 5 1 B BE R FE A i 25 A Bl g B i - BLES
A A E LR E TERE S R SR ~ B
I O < 2 BIAR G (bR 9 & TR LR =
2884 ~ RBHA HEE AR 2 f& i BEFE R e O 95
Bz # A o B R fE BRI IR AR BER -
B AV R R AR G TR By T B S b B
BN RER A7y M A A ZEAK 2 i 45 28 50 FEIR »
H VD ER Ay o] Re B1EUE b SEYIR IR - B
Z37t2000 FE S CF ZHW A HEar B E2E R 2
ek L BT R R RIS (R =) - RH B
ki PR B 65 k9% 95 ( subclinical atherosclerosis
disease ) MIEFMT 2R » R BURC R IEE A
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20-34 -9
35-39 -4
40-44 0
45-49 3
50-54 6
55-59 8
60-64 10
65-69 11
70-74 12
75-79 13
MG RE 20-39 BRENE 40-49 5 B4 1A 50-59 i 2 fif 60-69 5% B 70-79 5% B4l
< 160 0 0 0 0 0
160-199 4 3 2 1 0
200-239 7 5 3 1 0
240-279 9 6 4 2 1
=280 1 8 5 3 1
20-39 w2 {E 40-49 5 B4 1A 50-59 7% B4 it 60-69 5% B 70-79 5% B4l
I E 0 0 0 0 0
IR A 8 5 3 1 1
HDL L
=60 -1
50-59 0
40-49 1
<40 2
WS A 5 o i RIGEH EESZIEES
<120 0 0
120-129 0 1
130-139 1 2
140-159 1 2
=160 2 3
AR 10 4 ke AR 10 fEfizs
<0 <1% 1 8%
0 1% 12 10%
1 1% 13 12%
2 1% 14 16%
3 1% 15 20%
4 1% 16 25%
5 2% =17 = 30%
6 2%
7 3%
8 4%
9 5%
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20-34 -7
35-39 -3
40-44 0
45-49 3
50-54 6
55-59 8
60-64 10
65-69 12
70-74 14
7579 16
WIEEREE  20-39 HELE 40-49 % B 50-59 % i 60-69 5% B i 70-79 % i
<160 0 0 0 0 0
160-199 4 3 2 1 1
200-239 8 6 4 2 1
240-279 1 8 5 3 2
=280 13 10 7 4 2
20-39 B4 {H 40-49 % B 50-59 #% 2 i 60-69 5% B (i 70-79 5% i
FRIR 0 0 0 0 0
RS 9 7 4 2 1
HDL e
=60 -1
50-59 0
40-49 1
< 40 2
e S o B 1 RIGHE EHEZIREE
<120 0 0
120-129 1 3
130-139 2 4
140-159 3 5
=160 4 6
ek 1E 10 F feha s ek 1E 10 4 fgkgae
<9 <1% 20 11%
9 1% 21 14%
10 1% 22 17%
1 1% 23 22%
12 1% 24 21%
13 2% =25 = 30%
14 2%
15 3%
16 4%
17 5%
18 6%

19 8%
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(high-sensitivity C-reactive protein; hs-CRP) &1
Fittr . & e+ 38 e b IR B R OW g i
IR — O (ot FIIE 7] 2 57 528 3R R TR IR e O g SR Y
= fEbm R - HARE BB H g % 097 CImER
Wifaks ik - E—DKeeER R IATEY] - FHhG
e BURS fi E AR -

SEkEEAVEIE

e BB B - FE 10 G FEA LR SR R Y fE b
TRl RG> 20% & o AtL () e A E.O0R - B E
SV IR B FEERE ( acute coronary syndrome )
& B 5L (stable angina) Kz e i Ak Eh Ik i 38
Bk o KGN S B O 28 23 E s
10 FEARE T OIR H YL AR 5 26%° o FE e e
O 10 38 45 56 IR B ARV LA 12 20967
(2) filEE BB LR 2 2 ERAR B Rk 6F b % 95
& B EE 8 #RE R (periphera artery di-
sease; PAD ) » 4= S iiied e B (SR )EAR (FEAR
5 G 0 T 2 BT 4 R I B8 2 ) 2 SRS
A2 = 50% (A~ ELHE IR A B N ORI A5 1L | 38
FS I 1R ) © B EIEE O 2 e 2
PR Bl A5E b 56975 388 R L 9 58 R 1 B ) S Bl i
A 5 L 97 38 B L =B 1 (R S Y fE B iR A% 5 (3)
W PRI 92 ARG (0] b B PR B AR e by g 27
TeH R A 5 2 BUNE R B G e I 4
W s & (R8s s S BREE ™ 5 (4) 6 2 T8 e MR Bk 31
A SERR RI T+ MR ARG T An] bt AR A s b e
REMER - EFRSEESGHEE - B2 %
me HFRS 8t )y@h bl - (HR&HFEHE
TUPSRIRI - LR Y YA o] g

S CIPRT FERR IR 53 55 Rl PREDARAEA b 45955 2
7~ TR kR T RIEREGHRT (£=) »
NCEP-ATP 11 :lfi N 3 HH LUIE e fe bR - Y
£ — B o (IR RO WA BB R IE%E
SR HAE S Ml - (1) e EEm R
TH)Y B faks & ERE G2 - AP EB S
febae o (2) $HAHE ek HA B IE fafs IR 7 i B
W R RS B HIMEE RS ( Low Density Lipoprotein
Cholesterol; LDL-C ) 4 B £ 160-189 £ s/ /&
H o AR TR T statin BEELDL-C® - AJfE
REFEbRT iR B - ISR REE B

= FiERET—EBX

1. SRFRIR BN AL A 1)
o« DIUBR AR E (B EB).L B g )
© R-IEHEBEHIE
o BYIRUIL S E TR AEIE OEMRENARES1L - SEEHAR
)
2. [REfakaR
o ZEEH AR
o fREEPEERKL T (remnant particles)
c FEA (@)
o IMEE IR B AL
« RSB RIM (subspecies)
« ApoflEEEB
* Apo flgE F Al
o HANEIEIAE/HDL 2t
3. FENRE faka X+
© BRI GEUECRIEER
* [AIBtZ M (homocysteing)
o AR AR AL IR
o 2 I e

{FB: « NCEP-ATP |11 ZEFE L i3 LU /G
i RT3 6 b VA5 A R E - ELAE
FIFRS 57 {4 I 2 -

PAEEERE 5 IR R E) AkiE D
R HIEI R B S e kEEt
(—) ZEERARENARAE LR BIE IV EE T
REMIER TS » A2 AR B g
i o PRIE A i R B A5 1 L 978 o2 ST T 18 b -
ZMEEM 0 EE N RSB & EE o LIATE R HE
R B AR A RN - AHA 255 R TR, & %
E AT iR DIFE R 301 1 S e 7 75 UG I
Bi® o B EIEMRN T EFRS & » BLM
i SUH 2003 4F ACC 5 34 X Bethesda & 55 — 21
FRNRH 3 T [R) A BN L B2 & 19 SCORE &t
)™ 22 3 (o Il i PR BB R 5 b 92 7R 1) 25 P 2 2R
fiif (S FEVE IR () Z RERE 43 Ao iH9E < 3815 X
Ff o R HFE.O RS EAET I 20 R IR
fi5E AL 95 L)% SR EAR & S G - EA i LR iy
TR RO R EAlE R ENE
Sl B LR B0 ERE o thh S R EH X
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ROU : B BIEEM AGAB RS L DB H BB MIE—ER

HE 35-39 40-44 45-49 50-54 55-59 60-64 65-70
AR BN $51L > 2
525 11 (1A 0 0 0 0 3 14 28
2550 17 7 fife 0 0 3 16 41 118 151
15 e 2 1 44 101 187 434 569
2590 17 /i fe 21 64 176 320 502 804 1178
otk 35-39 40-44 45-49 50-54 55-59 60-64 65-70
AR BN $51L > 2
2525 17 /e 0 0 0 0 0 0 0
2550 17 7 fife 0 0 0 0 0 4 24
75 1 e 0 0 0 10 33 87 123
2590 17 /i fe 4 9 23 66 140 310 362

Fr DL e IR BE M e A 3 B E AR & 1V & R 7
5t - 1M R LL FRS 3R MG M il ERR 25 -

H A B R A AL IS e & R LR
WAEAR & 5 — P fE b ( TRR ) AT 2
FBREZER L i BN e 5 T I e A%
JIE AR e e TR T H TR R Ry LR R
BERER fE by A - TR RBIUEMRE JHH A
T O 9 AR 22 HE= B8 145 1R B ikt 2 Ay
# BN 2 5 AT Al S e s 2502 W fo A PR SEE AR
H o PR G R B ARG LAY )5 B R R R
EHm A -

(D) eRABIKME CRRZHE : LFSEREE
AEME

JEBmAEE R (1) LUEN 20EE) O E
lE| 75 7 ( exercise treadmill test 5 ETT ) Hed
AONLER M 5 B (2) LU i il (2 0 ZERAL
M EE+EE ( ankle-brachial index; ABl ) B2GHE
PAD -

() ETT

ETT v] FHEAFK HS 852 7 14 9 R LA )
AR O WL 0 iR B AREE AL o B LR 7]
RETE (pretest probability )R » Il 5% (A IEH)
FEIEIE NREY o hEBENE S BEHRTHRER
T ETT & Bf2EE L - Bl A 4 (5 O™ B0
fyfeka o PaEBEA LB IRT OFETT Bk
a] s FR I fah A COERER S S A -

(2) ABI

ABI K A 7735 2 LARa AL B Ak Yok 1A 1in JEEAE
bR LL2 2 1% FRER LAt I 8 e Je 17 B Aficie B 1

R o EHPESHEEBABL - /N A
& o ABI <0.9%/~H PAD HUEFRRIKZEE =
50% > ABI H 90% & &5 £ 98% %7 5% - HAH
ARFRIAZEA B E " - A PAD R 3R/R 2 & Bk
EHEIREELS o LIABI fEflH A PAD #2568
SRR ORI TAY o (RIECAPRIE iABS <45 F
PAD 2 21% H.CHUEEZE 25t - 26% HiiE LR
* o 5 PAD IL#EPAD &% 2.5-6 5.0 5 4t
T HEF LM LT 2 4-5%" o {fkdf—{#LL
T ANOBERNHSETR » 10 FAEGFEREFEER
AJE80% - 1iEABI <0.9 - & () IE AR % 5
55% > — FAER HIE HITE % £ 40%” © NCEP-
ATP 111 1576 PAD & §a/8 15 S fa b BE° o 05 HE
1R & & ABI < 0.9 m] I 3t Bh 47 & bR+ Fr e
PRALAVERAG - $2 71 Sk b SRR B 5 fE b B - AR
{5 .2 FH ) TR A S SR AR 55 R AR TRIRA BR B
A BRI E IR & R IR AR R HIIA #E - ABI
HIER O H LB AR 7 » BN RIR R
B BLEE™ -
(=) CERARENARREIL R AIE « ASBEE K
EIS

3 TRt e 3 = ey 7 v 1)) T S 75
B & 1A (subclinical atheroscleroticplagueburden)
S A2 FE (1) LUE T K E GETE i R
( electron beam computed tomography; EBCT ) =X
% (&I A @ F i ( multidetector computed
tomography; MDCT ) il & 5 ik B AR 51t 57 B
(coronary artery calcium score; CACS) ;5 K (2) LISE
B AR 25 47 1% 125 ( carotid sonography ) 11| &5 &)
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FH - KBEZBRE W ARG L DBEREE DMLE
I G EIRRNEB

TEARBIRES b 7> B (L AR B
#0-24 1753 (i1 fE -2
£525-49 773 i -1
#750-74 1777 (1A +1
5575-89 77 i +2
= 5790 177 (i1 +3

(3] : S 6 I IR e H RS T LU BB B I 2
i B AT T R AR A fE b
Ak RS A BB (intima-mediathickness; IMT) ©
(1) EBCT 2t MDCT
BRI S N R B R Ry AE .
CACS g5 iR B IR A5 (0" B H A B BE B 2 U
ZRRER o L SR E 2 3 A S TR B R 6 LB
BRI AR BRIE 4 B i B AP R
HEHEM - FRSCIICACSHIAZ & » ¥
B MM CT B ] K CASC & H TR 1l A AR A
0 BhE BT E FRS(3RIY) - 5% HEfahi R 1 {H
VB REkEE - &0t CACSHBEEH B 1451
2575 H oA fEl: » HEHEIHES 2 FRS 0l
C B G bR M vl i A (=)™ -
$IEERE 2 EEMF 540 i - Detrano %
N 435 31 CACS #BEFE BRI 5575 B /v (d 22
1A 56 25 5 o0 (L& LL#g - Bi&H 10 5150
JREE ek » HCACS > 100 L < 100 & &%
1y 28 A OB ZE R4 TS (p=0.009 ) - Keelan %
A 35 Z il d5 $5H CACS > 100 bt < 100 % -
A 3.2 fF I L Jia=E R I ML fE b -
SHBEARE ZF 5 » BRI A Nt -
Raggi ¢ A 33 %632 A CT - Bt 32 {# HEE IR
# CAC & (BICACS£0) » LRSI #EEERR
0.3% - [fi>400 % » &£13% » H CACS <%i50
B AfEE 2 e ORE A EL1% - (H>550 H
SALEE E8.2% » & >5590 | o hifE & Hi 5
12% - Arad % A36 %1173 AMMCT #% - ;BHE 19
@ H » 3831 CACS = 0y A 7288 4 5 O SF A »
ifi CACS < 100 75 99.8% 2 f& {4:( 1F ) Fa il il -
& CACS = 100 W5t Lo B 3 4 42 2 5.5% -
CACS=16017.1% » CACS=680FF14% - £iB
HE/EF)3.6 4 - HICACS >80 # L <80 # HiE

DIRSEHHEAR L 22 {5 o ZBIRRNT 248 58
AR ~ S IMER ~ WERR I B I AR TE R A EER
R fEkE TEE & o A A CA CS A Hif% -
CA CS )@ 0 B 1 58 4= 2 fe o THIl & -
Wong % A ¥ it & CACS J# 5 5 Qe fin ~ 11
B H e fEba R T (s R ~ Sinie ~ W R b
PRI A A% - o] AR TGS O S o B
JIE AR i RIS i 4t se Callister 25 A 38 %
M > LL10377 MIEAR A S 8 HEAH 5e 58 IR
CACSHEINE » L TG = HI o My 545
i CACS @& 7! 03B L FEAISL T8I ( p<
0.00001 ) - Ea{E#f feba IR ( BL¥GE B ~ &1
B ~ B DWREE B O SRR SE ) & FHL B E
e (AR 15 W IR T 2R 45 26 43% RO TEIEN ) » R —
RS fg I CACS < 100 A {5 1Y i L s S5F
AR, DR AR B IRIK 22 R 3 50% - L
J1 &t A OBk IM A <1% - H# CACS
>100 AlE LIRS R G - T HE>
400 & FBAZE - Mosca 5 A ™ &R ME AR 201k
H CACS =400 B K#J2% i B4 e 095 25 1 5%
AR B fE bR R TR BOE R ZOR TERG B AR -
CACS#it 1000 Z #EAE AR & » B 84 5509
B2 L AR i 25% -

2 H AR (LU R CT 2 58 & eIk Bhilk
R AZNE BT BRE i AR ) AR 2 s SR L)
W& 72 o W)y ASRE TE AU UR BV i RN R 5 i
AN BPEERE )Y BESR h EOR AT REE
a] FALABHEBR 095 - i — 5t 5 IR B8 145 R
Bl T B Sk 2 fE B o

(2) IMT

SO Bl AR 8 (b R R B AR 3 i 8 b L E B
PR o B30 G SCRE Y SHENAR IM T ELSE 37 f9 7R
R E 2 5 E B CACS —f 4 (EE™ -
IMT fg#n] LS — e 25 2 EEG R T4 -
RS s fE R EE o (HFRS I GHIIMT 41 A
Zi e

PLhs-CRP #8170 #R

JEPEE fE ke IR T i AR R AP B ZE RE /2 hs-
CRP - AHA K EBE R &R R Ei# L hs-CRP &
B EE G T 2 7S AR H & fE i A i 2
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Brhfaba g oS iekR o BEEEE lafk)® -
R CEEA O (BERE O BRI R
BIIRIAE I A ) » hs-CRP n] f& 7 FEAE L 8 St
{HAHA i REEARIER AfE - S aikE
IRAENR B 2 KA TERGIRGE 25 S BOR R R B
B o FEABERIE A 10 = vl FHIF R RS A R
BRI 0 <1.0Z3n/JH R ekfEhs - 1.0-3.0
=5/ THE ik o > 3.0 =5/ TS S a5
faks & BK b E LT & A 2 (FE LR B2
fakE® o {HFRS %A i hs-CRP 4| A% & °

MiEkE RIEGIEEE < FBE

B FIRCHoE S o PEkE - f8 10 £ 5E
OIREM G 10 ~20% & » %5 =2 Bfak
KT o REOHE #EbR T F RS bS5
e fEbE R o ARERE ¢ F5 10 R LR E kA
INAI0% - % EIE kR R T o JRANE I
I BT £ B PR T LA vt i A EL R A ke ™ o
HEZBEHSNEEEC ZBER
(M UEEERFEBENRLDL-C EREIFIMERE
statin =2 {8 °

%R A HIIRMH 2R ERFIELDL-C
IRV T LRE L o Statin { K LDL-C
AR - i Bk NCEP-ATP 111 i3 %2
LA &k = # B LDL k€ 2 °

(1) 10N EHFEREE > 20% & : BiE
&LDL <1005/ /5 ¢ & LDL =130 Z /4y
&L BNGAME Ak A BB B &g 1y statin (— E T 0

(2) 10 LR B a4 10~20% & : B
L 130 2 /NG ELDL = 130 = /A0 G
T FAlA M statin (222300 FT HTUCEE ) -

(3) 10 Fid.LIRBHfEkn <10% &0f =22 8
R TE  BER<I130ZEW/AE » ELDL >
160 = 5/ 2\ EhH iR statin (ASZEIFIHT UCEE ) -

(4) 10 5 LR HIF ks <10% &0f 08 1
HEfekaR T © BIER <160 27/ AE » KEAR
HAEE - (B =190 =5/ SERIFERA - i
160-189 = s/ A &It E MBI IF A @ (8) B HE
1 BEIE fe f PR 7 ( KB E ~ & B A R
# ~ HDL RARE Sm Iz Ik B3 a0 & ) s

(b) ZHALEE EER T (o) #rfakaR+=
S S G B R R (241 CACS > 400) ; (d) 1 s {H
fE bz 10% ( Bl$am 9 fafks )
() DAERE S5 4508 EBD L EE 2 A

FIEATELT B AR« Bl Wy UL Es & — A e fE Feh
B o RIS & fakm BE iR — 1R P Ut Es » iy
= Pl s VU &5 4k fird 52 0RF - S0 clopidogrel » BR
FHHEEEET (BIHR) Y+ B fakaRt s g
P FAIH VT &8 » B ER A3 P i) (PRI oot R 42
A5 7 {sk P e 30y VU o M IS HE o fr fefer ) EL
CEIE I < BIVE M0 T4l - 45 SR PIE (o FHEL
{ohi FRAFIRE » (i FHP[HTUCER ( 25 Nafk )™ - i
B &1 75-160 2= 50/ K ©
(=) B EERN AN BT

WRLAEEAS By 1 IE 5514 >40 % 55 4014 >50 5% &
HE2-3 {5 e LR Sl ™ o o D i SRR R
e O i BRI 7 - @i 1120-30% fEbE™ - #)
BATERAE 2« 2R HHZE 0 S2HE H A 1 4 s i
TR LR MR fE B MR B8 N R - AR
Bk ML FA4lT i 5¢ (Coronary Artery Surgery Study )
s SR R AE 1A R 3 AR O WUATESE 2 M S s
B0 T R 3- 4 R TE AR B R WS E AR ET o
35 B A BRI RE R TE LJ B R 0T 2648 3-5 4% 5
RARFER; B AR - A0 N T FiGE » AUE L
R IR 18 KR 250%™ - CASS 1S
RAGH - AURAE BEEHE A < LR - mi S ]
REHE AT LIRSS FEHTZ5E40%™ -
(FU) 1% HIGE 12 EE ( metabolic syndrome ) EBS &
PEEf

2005 AHA {REHE IR BEE ™ 2 (1) &
W& - BUTERG E0E s B A & - 51 = 102 2
3B Lotk = 88 14y (2004 4 H EE R MR RET
AR AT & R e AT BREELS 7 X
LGS KR IEN & MBS BE R - 5B
=908k k=80 L nf@.2) » (2) =f&HuhiE
fE=150 250~ & » BimkR T (3)HDL @ HE<
40 Z 5/ AN EB AT <B0 Z 5 NG BURED
(4) WA B = 130 s aFaRk H IR = 85 22 KoK
FE o BORHEH (5) 22 MEIHE =100 Z 5/ 5 & 0 B
R o BN = ER S HHERERE - ~EH -
BLEE o (RIBFRS T B Arsr ~ FEKSE b B -
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(h)REasEEER A BE

VIR H AR — AR R AT AR AR b
FHEESEINE) - ZERUPGERE (152003
164 ) - HIER —EHINERD K (RIrEX) -
BAREDV DR E24 L (RGN 1 248H) »
Al BER10 788 - — R =RELERE - TEHE ~ i
R R RE BeE Rl o PRE B I I GE B B[R B
e AR T2 L 58 P oz 3™ o R R PRI R R P ]
™ e RBFAVIERE - BHOEATE LRE - AR
AN LI FRE L B E) - R EERE K30
gy — R34 K -

FRS ¥{EARVEAE - RRAEIREE
HEREA

FRS I HEA Y6 I ~ FR &R HL R BE, » R
BIEE 2 OB S 245 R - (TR GBI FRS
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According to 2004 Report of Taiwan Area Main Causes of Death Statistics from the Department of Health,
Taiwan; heart disease, the first time, substituted cerebrovascular disease as the second cause of deaths in Taiwan
area. The majority of heart disease is coronary heart disease (CHD). Absolute risk of coronary event can be di-
vided into three categories: high, intermediate, and lower risk with a 10-year risk for myocardial infarction (non-
fatal + fatal) and sudden death > 20%, 10-20% and < 10%, respectively. The absolute risk can be estimated by
sum of Framingham risk score (FRS) using the Framingham risk table. Patients at high risk are: clinical CHD,
noncoronary forms of clinical atherosclerotic disease include those with peripheral arterial disease, abdominal
aortic aneurysm, symptomatic and asymptomatic carotid artery disease with carotid narrowing > 50 %, diabetes
and high-risk patients estimated by FRS who have no above clinical manifestation of atherosclerosis and dia-
betes. Many subjects will be found to be at intermediate-risk FRS. Some of these patients will be reclassified as
high risk because of associated emerging risk factors. Subclinical atherosclerotic disease is one of emerging risk
factors. Subclinical atherosclerotic disease can be identified by non-imaging and imaging techniques. Non-imag-
ing methods included: (1) Exercise treadmill testing (ETT) identifies patients whose coronary atherosclerosis has
advanced sufficiently to produce myocardial ischemia with exercise. Positive ETT identifies a high-risk patients;
(2) Ankle- brachial index (ABI) detects peripheral artery disease (PAD). ABI < 0.9 indicates a PAD and the risk
level can be raised to high-risk. Imaging methods are tests for detecting atherosclerotic plague burden, includ-
ed: (1) Electron beam or multidetector computed tomography can be used to identify coronary calcification, pa-
tients with intermediate risk FRS plus a coronary artery calcium score (CACS) > the 75th percentile for age and
gender may be reclassified as high-risk. The exceedingly low coronary event rate in subjects with a CACS <100
is consistent with angiographic studies indicating a comparably low likelihood of significant CAD, i.e., stenosis <
50% and an extremely low incidence of stress-induced myocardial ischemia (<1 %) in such individuals. The in-
creasing number of coronary events with an ever-increasing CACS is also consistent with the dramatic increase
in the incidence of stress-induced myocardial ischemia when CACS are >100, and particularly >400; (2) Carotid
sonography, which measures the intima-media thickness could be used to elevate some patients with multiple
risk factors to theto high-risk level. Risk factors for which interventions haveSeveral interventions proved to lo-
wer risk of coronary events are as follows: lowering LDL-C reduces risk for coronary events and statins head the
list of LDL-C lowering drugs. Goals of therapy are dependent on level of LDL-C and risk categories. Use of as-
pirin is dependent on risk level. Smoking cessation and physical activity are for all primary and secondary pre-
vention. (J Intern Med Taiwan 2006; 17: 143-154)



