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£ i %% (dyslipidemia) & B AT LY & & 131 Fﬁu& A B AL o dy AR B BR (chronic
kidney disease) & # #f 70 fn fig 69 FT R AR MM F AR EFT EH AT £ R > whg R WARKEE
Wgs B — AR BE R A R o A X ARIE T &#%ﬁ% Ve R & X g R B K
MRALEE R AR M43 T 7 =848 B £ A EAT RS AR ¢ (1) 1M B R L0 o B R R
(cardiovascular diseases) 4948 Bl L > (2) 1% M B R #0 ofn fiE B7 7T RRARGH R 8 > oL 3) ML F
fifom B H ot g B 2 e AR 5| R R -

REtEE - MASESE (Dyslipidemia)
124 EZ IR (Chronic kidney disease)
1> MR (Cardiovascular disease)
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T ST 2 B E — i A BERUIF ST 3
B+ WG E AEHE AT DAREE O 198 9% (cardio-
vascular disease) 1 #5 4= SKEFE 103K - [ 5
7 A e KR8 1 B RS (chronic kidney disease)
FIGREE R B FERIIER - B FEER
1 40~50% 1Y 7K B B g JW (end-stage renal
disease) [ F LI LME B » B2 — A
BER O A R PE LSRG 15 5 1 o FLA L AEAR
BROBTICAG S - S 52 B g AL <& & (National
Kidney Foundation) & 12 14: B gl Bt K5 R i A 0
ML 2 Y e o TR - v i LA 2 22 T 9 — 1l 1R
+ o TR ST B M B B PR T A th B B
JTAWFFEANA 3 IG B MLAE 52 (dyslipidemia)
BREET T8 P B o R U I -

R b THER PR TAF 5 S 18 4 B Mo AR Y

MR - ASTOIRIE 2017 42 9 H DIRT# RN
FHERAER TR FeAs SR S B PR TR S | - #1358 = (8RR
EREGHES TSCRRIEIRE « (1) 18 B il B Ca LT
TRIARRETE 5 (2) 81 B My S TS I A I R A
LR 5 (3) 18 MEE BRow B E LG R 6%
a5 | RSP

— BB ER Eﬁilbﬁﬂ%fﬁfﬁ RIFERSME

52 B HRERER SR (glomerular filtration rate,
GFR) N - /L\Eﬂ”‘xrrﬂ’]?‘ﬁi—.—,ﬁﬁifﬂﬁx_
WIREIIN 2 > DRI O YRR R a5 SO 1 e T e
o5 R A BT SR B LG — R f s © SR
IEELRAIRIFE - BR T 0L U P 1Y i e X
T &l&ﬁ%f‘ﬁ@%éﬁiﬁ—ﬂ“ﬁﬁ%ﬁ?%
ZIHEfEbR R (Bl IR - BEAR
AfLEE /7 [oxidative stress] BAfR B )} » AR
AEFIE 6 1 o A1 177 5 1 S A R o ) 12 1 B e
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75 KL A W RE R I L B LT/ S 28 A R B
FELCSR T o 18 M T ks B Ca L1 Y35 110 2
FE BRI ME A R A % - R 22 H ATRE
PR Ry FARERY © (1) Lol S T S B B AR A AR
fEAE (arthrosclerosis) B0 LB 2812 —H AR 18 1
BRIERIRER - G2 —RYHENEEH (lipopro-
tein) AYSEAL ~ L& B2 2B ACRE ~ HHIMER
fEBhIKEE 115 1L (activation) B {5 (infiltra-
tion) J 2.0 ILHE MR 2% RE BLAEAE (L RO AR -
TP 18 1A T Mg R S 1A 388 AR I B 01 EL— i
A T R R B BRI AREZE » [RIE 2R M
ERREREEE R EE S PSR
FBPOGHIHER ¢ 5 (2) 181 B R B
GlEMtEMESIME - RIEDAT - Zdl o=
RS - S ISE L M BRI A P (3) 18
T B s R A Y [ P S FLIBE G (chylomi-
crons) FrfR ACEHHERESZHE L S e B R i g ]
fi (high-density lipoprotein cholesterol, HDL)
TREEELZCAE 1% 5 (4) HHAA$5 B R T B A8 2
A+ 181 B s L I R B IR B R — A
= el 2 T I SR LR DhEE - i
{5 11U #5410 B B IR SRR BE AL AU T | - S e B2
DB R g 121

I HEEERT RS S EERIEE
FI RO D RERR 15 )7 22 I B PR 22 8 B Il A
PIREIBA TR - T LG Tl O 1L e 2%
ERDLERRME - FE L MR &rE
T Wi SR o HC D O TR BB A Y T A R
588 4 — i TR Hoe RS -+ 38 18] B 5 B 18 1 T e
75 R 1Y) HDL (5 % B o e S g 227 -
PRI » R A1 A T M R 3 1 = PR v
(triglycerides, TG) B[ %% B8 5 2 H g [ B% (low-
density lipoprotein cholesterol, LDL) » i “NHE
BEEAR O I R Y 28 AR BB TR -

= igMBRERE R MR H R E

T8 5 g S 7% LA A IO/ R AR i B
LRFIR R S T LU e B S R T R A Y S R HE
TE ¢ Mo RIS S BRI B o R
HIREET ISR B » 82% B2 14 B g /L &5 B
IfiL A S5 W IRE >4 HoR g 45.5% M58 — 18

KB

PR Bl B B MR 2% - 1 bE= B e D He
s Al HIHG 3 67.8% 5 DY HA 18 1 T2 Mgy £
HIRAIMIREY > HEE 20% WIMHEENT &
HrEL 15% (1 IR B AT R8I B R TR ° 5
HR 181 B R 2R B — R R I Y
FHECH A BRI 22 5 - — IR 18 1M B R Ry
Iff B 52 R i AL EMR K 69 HDL B4R 5 /Y
LDL ; XM » BRIEIE 1 B s 2 5 OF 5 B i
R e T ABBIGENT » KBRS B AR M ] 2
B LDL #8552 1F 0 28 2 TRy 18262 o s
ZWEROENT BSOS A B EE L R B E R A
EfEEEEIAE (hypercholesterolemia) F4EH 52 n]HE
B JIT Jig LDL 52 % B2 HDL 1Y $f 2 52 8 (docking
receptor) 4 & FH i (down-regulation)’®3! » 1)
5z g HMG-CoA (3-hydroxy-3-methyl-glutaryl-
coenzyme A reductase) 3 J5 ] 1Y {2 3 FA & (up-
regulation) 5 Bl 32 o

(—) =EHHAE (TC)

181 B s JE Y TG i |y » BRE R E Y
FLIEEDSE LR B B Yt g i - & LEEEY) AT LA
ZREIME PR TS S B Rk IR AL o 18 1 B Mk
e FEHY TG S =iy B G » 2 IR Ry L3 B G 2%
&R E H (very-low-density lipoprotein, vLDL) ~
7L BE $53% ~ LDL Bd HDL 3 8% — fii; IE 18 1 &
BTS2 B Ry g 11823339 o TEREIE R
TG 1y vLDL #% e i g e fil % - & #iz g 25 E G
Jifi 1§ (lipoprotein lipase, LPL) 7K fi# Fy H 2% 5 g
 H (intermediate-density lipoprotein) o £ 8 {4
B v S JFHE 58 (hepatic lipase)*®** ~ LDL
3z f8fHEH % H (LDL receptor-related protein) »
VLDL 52 #5 Bl LPL 3 [ AR B RE S 3l » H 5L
& & TG 1y vLDL ULy v 227 i B %% i 2R
F P 338 1 52 1 BRI i A 1 R 2 - s B AR 8
IREEALAY R A o SHEHE R L EEE T
eI K] » Chan 25 K38 Ry T AE B 18 14 5 fiens £
FHIRENEE [ Apo-C3 RUIEE T E G R ¢ »
K1 Ry Apo-C3 1E A f& P #3158 3 #1011 s g B
LPL {74 o Vaziri 5 A RIIFEBNY) 35 3
B 18 1 B s & s %8 — TR 575 fy GPIHBP1 11y
HHERIDIEE » 1 REE LPL /K g5 H iy
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TG HZhEE ¥ = 535} » Cheung % A B8 1 &
B S5 1 L P A e — e A B iR 31
HINE GBS PEAIIAL T 40 pre-beta-HDL ( 3{F%

free Apo-Al) » JRAJREZ TG FHERYEEKR L
50

(D) REEREEBEREEE (LDL)

T B i B 1) LDL AR R th B TR E A
AE o FE18 M B B B M 9 s 353
LDL =47\ 22/ LDL (small-dense LDL) f4JEL
Bl —fist ABE Ry » K KLY LDL (larger
LDL particles) Ff 5 # EEBIRITK A °1 5 /N85
LDL €2 @Bk A I (arterial intima) 4 B8 [A)
J7 W S A I A (extracellular matrix) [
HH 20 (proteoglycans) » 55 LE[F R BRI
/N R LDL 82 S i At » e —E Ryl
B f1E THE 12 i B M R Y B A oA R gt A b B e s
TEMIEE A4 52 o (KR GIEATA Y LDL #R & [A 5
e AEENRAIRBE LA K > 518 L) LDL 5 5ER(
BB E SO SRS HA R T S BREE IERE
R OIMAE BRI R4 & IEE PR R
IR0 HE L CHEMWREERR
A IE % 2 LDL » {HZ5 2 /N % /Y LDL 2
i HLL A B R i i 345 o

81BN B AR ST - Kt
FEAE %1 LDL 81k - 8 LAY rlfi &
FA LA N B2 5 38 K 52 8 (scavenger receptors)
1T BB T 26 3 B B AR SR IR B L Bt - Bl /e
Dy Z K DL Rz JE 2 B kiR (peripheral arterial
disease) NV G tHEA M - E 0] A %
JEm AR < Pife - LDL SfbY) g
e Bl LDL A bny LR R SR8 B B DR E AT
R A SHEN AR AR TE AL DR O S 4G AR
PEST o

181 B B FELIMLYE A B FT (a) (lipopro-
tein[a], Lp[a]] thig —f% EH A& - fTEEH (a)
Hy 3 ZENEE A5 EL LDL A5{0 - {HLL LDL % 4
7t % = EEREAL (highly glycosylated) R H T
(a) (apolipoprotein A, B Ky 2% [ 5 & H [a] B¢
Apol[a]) ; #5H Apo(a) » IEHE H (a) nJ LLEERT 5
SEHZ{EE(L LDL pYfERL (LDL-like particle) ERY

Apo-B100 » [KIAEEH (a) BIME ALK FALETY
P T EARND - KbE 2N BIRFIA
BRIk bR - ELAE A 18 ML B B 1 Eh )3
S RS E G (e EBIROIRBE L AR R - — KGR
Ty FLR T R TR 35 9 SRR Lo L8 R ) R B
It - (HEEMIEEEY) - EEBE RS T hE

SRR R - (EAE B PR RE M= (B4
XEWEER ) IBEEA ) ZREAG T

B 5758 .

(=) 5= EREERMEREEE (HDL)

HDL ‘5 #% 38 7€ By B A B T IR0 IR BE AL
JER ~ PLag sk ~ YA LB PTE MR Ik - Ktk
— i &8y [T HR HDL 850 85 v 5 i RE IR o {1
TR EBIIRIRBEAL o EEFEARAII TR BL
Ak F &) A g fin HDL 56 26 [A] By & [X] 25 A 1
(genetic polymorphisms) i LG #% 5.2 HDL 14
FHLIME ARG - H ] B EEET g
T B i L HDL B Eh R IR Lo B ER A
#Z AEIR HDL B{EAYEE - HDL By E thin
HEE I A T8

1% 14 B Wi 975 AT 25 20y HDL T B 9 (I B
1 #% B & [ 5 i B 1§ (lecithin- cholesterol ac-
yltransferase » LCAT) 975 14: B ~ cholesteryl
ester transfer protein (CETP) WG 75 ~ DL
Apo-Al (HDL ik = 2 HE T ) B
FEWE AR > - B CETP €% HDL {##i %] =
& TGHWEE H » KL EKRY CEPT K 35 5%
{5 HY HDL B # f 7Y0a I8 PR 5% o 1 LCAT 1Y
TG EL Apo-Al By B HIIZ 2 %88 T I Im) [ 5
JEHF (reverse cholesterol transport) » )z [a] fif [ i
S T LR s ] st 8 0328 AT a1 Bl O ks K s
L PR SRR BB ) REE =B IR B RS S &
id58E - Al (adenosine triphosphate—binding cas-
settetransporters Al, ABCAI) ## 3% %] Apo-Al >
PR EH I ARG B= 22 I g DA ] B2 (sterol) BET T
I BEE « khAh - LCAT #)5i#5 HDL (nascent
HDL) F#y Apo-Al {E{bt& - & fF iff it % [l 2
et - {5 825k HDL-3 8 8# 5 Bk [k HDL-2 - |fi
HDL fy#H e H » BRR HDL-2 2 [h Rk & & B
B EPTBIIROIRTE (AR B A RCR » KRy
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HDL-2 ki » HDL fisa kB fiag 2 nys it
#5785 i HDL 1 PLEE I RE 32 BRI -
HIE AU BEAZER (intermediate monocytes) €4 »
FRRZERBAS E2R 5 Bf = BRI R R B Ik P B - {2
HEDE B BB AR IIR B LA TR 20 -

< B B IR BE B A I A 68 8 A L B
(myeloperoxidase, MPO) {£ & 1 B g Jm Fe & 1Y
15 M & g i - MPO & gt Apo-Al » S 177 3K
1K B2 1) g (3] P 53 s DA fz Apo-Al B ABCAL F
i & s MPO th ey th &y [ (K LCAT e 3 % ok i
(paraoxonase) HIE 1 + #E (MK HDL H1%8 K1Y
HEST

8 B gtk FE 2 HDL Y JT 8L B i %
ThHEZ 48 Y8 BL ¥ S ik B 1 (paraoxonase, PONT)
LUk BB & i (NO synthase) HyiS ML R
B o b TG TE R - el B T B e
[ /)Ngg HDL (small HDL) 3411 » /]\# HDL
B T 0 B e i ] P S e~ fREE R R R
{if LDL S8 bW 4 i ~ 158 B AL BR Ay # ALy 1
(chemotactic activity) ~ &k I A S DTREFRREE

R 2 ISR SR - 18 B s fESE 2
SRR AE S R R - (B RE R
ZERIBATRATRER " RRIE” - JRENIMAEAHY 52
HE LU & I B B RE R AR © - T H
JE M P A RE VG FEINLAE 2 B 32 A i
2% 07 o IR 3HR IMM A S AR s S B e 2 R
R AP - ATEA S EmiTHiE -

= ISMEREREEZMERE 2 EYaE
(—) HMG-CoA =[REgHIHIE (Statins)
Y HMG-CoA S » statins
A LAY A i 5 RN [T i Sif7 LA EE 9 P
F I T H LDL » S i e A L o o g s o8
Statins 2 iy i # f60 FHAY MM AR 2EY) - th2 H A
TEET 2 AN A G ER R PR B Hh 4 58 B RE A R
LMAE IR PG LRIV EEY) o (HERIB A RS
8 - statins £R7E 0 U 1Y 00CR A 20 R B 09 18
TEE R B E Y BN Bk B[
A 2005 FEFE 5% - R fy 4D /Y KB ER PRGBS
BB - G 1255 24 AR BRI PRIE HBE
I I 328 AT A i ARl % 43 R B IR FH 20 Z 501

KB

atorvastatin Bk F 22 &%) » AR A atorvastatin
(19 LDL #5: ke I 2 5 A BH R AR - {ELRGHE
HY LA ZE L (death from cardiac causes) ~ FEE]
9B IAEZE (nonfatal myocardial infarction) LA
K IEEHE M H | (nonfatal stroke) B2 4= Wi 13 H
HIEE A2 52 - A IR atorvastatin 25 [ 114 B 15
fY 25 3E 14 of JE (fatal stroke)®® © AURORA HI| &
S3—ElA 2009 F-ZERAIMFICAE R - BEWTICErE
rosuvastatin ¥1fA 2776 £i7 50~80 gk By ML & BT
NSRS + /182 4D HIbH
Jets -

HR - — 1l $1 5 9270 i 1€ 1 B Tk s &2
F(HF 3023 = ERIGHE) G5
SHARP BIBFFE - REWT 525 2 BEH o R il A sim-
vastatin JJ] |- ezetimibe EHAR F Z2 R B WA #H » %5
B2 simvastatin Il [ ezetimibe FERHEAR K8
B ER (EE BTG ) i EEREES)
Ik kAR B (L. 2544 (major atherosclerotic events)
3 I v R 2% A B B IR 11717 P IR Al (re-
vasculization) BYF5 3K » i FAH BF ISR TR
B0 1158 5 4 Y 8% A 3R 0 SRR PR SR A LY 22
5t o FELLERIMMBGENT BB RN - IR E
T REARYE —E £ 4D B F IR AT
(post-hoc study) ¥ » & £ LDL KR FH iRt
145 mg/dl I - atorvastatin K B BERE(K G K R IR
H#gZ#:m iy BELRMEIE T ~ JEEEIEL
FIURE € UK FEBBEE R 3 4R 72« BRI 4D
AURORA Ei SHARP [t » 352k — 7 -

SR - AR — i &1 % 25 {8 i 52 (3 8289
EENT I TR 8 52 ) AT EFTHY R 3 o AT AR SR -
statins Wy A Pk 2233 A BB Y BRI 4
(major cardiovascular events) B0y [ & K SE T
o KL HIEENT B ERZENTIERZ
HCAERRH statins » H AN RS statins 58
k[ PR EAT B AL M R E TR ~ JEEL
e UBEZE DL H R -

B 112 statins Ry ] i 125 5 2 28 M R K R U
B W R AL M R Y SE TR - AT DL
B A B SRR A 42 H {1 8 R 5 BRAY AR RE < (1)
Vaziri Bil Norris fiff 288 8 » BESR M5 22 & (2
{5 R ST oo L BE A 0 PR UL MR » (B
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e A S B o R A A I R Y 3 2 S R
€ R ~ BALRET] ~ BLIRNEE AHRH (e Bl
I 545 1K B A b 4B B K] F (non-lipid-associated pro-
atherogenic factors) Z£AYEE I 1 < HA B g iR
BE MG REIE - 2B T A 8L
B 5% AR B R 3R 2 HR R — i R B SR AT - (K
AR EEH B RO S BRI SR TR 7
(2) BEAR statins TR — M IR RE R A DI RAYRK
R —{E$H¥ 4D B AURORA FrE 7Y [EREfT
SEAEH statins S 12 BE FNH I GE T BB Y2 K&
JSZJE 7 (ELSE I 2 2 I E A S R A R S AT
HIERE LI EFAER ) 5 (3) #i#8 United States
Renal Data System (USRDS) A 2016 fE/A AR
S - R IR s B B0 O S R R £ 2

FER Ry L A BE B0 BRBRAS (cardiac arrest)” »
AR H RITER & AR B B o R A I SRS R AERE
W] statins ¥ LA BB EAREER ; 5
Gh > IR BUR - A — KA R T ik
A BB I LI E PRIR SRR R LRSS - 1T statins
BN — RGO BRI E CRANEREH
gy 7R ATREE A R LAY P 5 (4) statins
B O 18 1 B e B BN R LR LDL
e IR CR - (EAP IR R A IS A R I
BEDIRE K TG fi = B HDL ffm {5 HI fE BH3E 4%
% 85 o

fi & statins 3> AT B i R 19 BBl
SRR - FF 2 WH5eEE L statins {5RER O
W K L T AR T P i A 5 i 5 (R il P

#— : 4D, AURORA, £2 SHARP gLt

y ==

Wse O S WaAReS WFoe s GBIt SREEY) G
4D % a0y (multicenter) » 1,255 18 E 80k U5 — 1. WtHAYEE & L EL (composite primary
(2005, FERE 3 4H - ® 5 [ilE  AUREIRE BT A Bia end point) ¥ HHEFBZELR ¢

T LRI (placebo-
controlled)

Wanner et al.)

T B AR L KSR
T FEBSEMOIAEEE -

ERIMIRENTIGHREE
619 A% H#5F atorvastatin
20mg - ¥ 636 AfG T4
B s 47 38 HE (median
follow-up) 4 4

L4 1 12.6% (5950 vs 11.2% (%

&L )
2R 1 31.9% (JANERL) vs 30.5% (42
&)

1L JAERH A BRI o R 8 A SR Bl 2 B
H 7 (relative risk 2.03, 95% CI 1.05-3.93,
P=0.04)

BRI E [ ALl
AURORA Zs e BERE A - B
(2009, B LRI

Fellstrom et al.)
TR EES - FRECEMEL
WIAEZE ~ FEBGEMEHE -

2,773 fi7 50 % 80 5% H # %
HEFFIMLWE 3B HT (maintenance
hemodialysis) #33# 3 {lE H #Y
B Hop 1389 AHG
“F rosuvastatin 75 3% » ¥ IR
1384 NFHAG LR
friEHE 3.8 4F

FAHFA SRR ~ 1 BB R Bk BT REET |

IEREZ 7= ¢ (events per 100 pateint-years)

L E SR EL 2 9.2 (R ) vs 9.5 (LR
#H) (HR 0.96, 95% CI1 0.84-1.11)

2. FTEIRERIEL ¢ 13.5 (JAsFHH ) vs 14.0 (%
4H ) (HR 0.96, 95% CI 0.86-1.07)

B 4D FH[F]

#H¥3230 % LDL $UE & 1E i =y 25% AU TR
B - atorvastatin A] U B EEE S
B BE (HR 0.69, 95% CI 0.48-1.00) ~ [l
PEZETS (HR 0.58, 95% CI 0.34-0.99) ~ oK1
PZE (HR 0.48, 95% CI 0.35-0.94) ~ JEEZEME:
CAEZE (HR 0.62, 95% CI 0.33-1.17) ~ AT
DM (HR 0.68, 95% CI 0.47-0.98) ~ Ff
B HEAMFEZELE T (HR 0.72, 95% CI0.52-0.99)

ENAINIIR=SIRTSpiA
4D HYSAR AT SHRIIHT 4D BIBFTERE R
(2011,
Marz et al.)
SHARP Batkor i - B - LR
(2011, i

Balgent et al.)
FERER, « R KBk
PERSET ~ LILBEZE ~ R
IR, ~ SR Rl

(revascularization)

3,023 f7EAT R EL 6,247 ]
WHEBES BN ;
S350 s IR FH simvastatin fjj]
ezetimibe i iR A 22 &L B /i
#H 5 HPABHE 4.9 4F

B AE 0 F EBReARBE L ZE ¢ (major ath-
erosclerotic events) 15 17% Y LLBI R [ (rate
ratio 0.83, 95% CI 0.74-0.94, logrank P=0.002)

HR: Hazard Ratio.
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Eil LDL » 38 i B AR 0 LA 952 97 1 Jal figr 288688 o
Statins 314 0 12 T 9 4 L 2 B
ShHE R LR (RAG AR 2

S34b - FERA 22 B AL A B IR S 1Y
mm B E B - A5 — 1 &5 7§ ks ALERT FYRff
» 1 2102 {37 5557 B AE 5 Bk o R s 5 FH %

$1§ﬁﬁ fluvastatin » 3% fiff 7238 Bt 5~6 1% 2 B
fluvastatin 7] [F1K 32% B4 LDL $({H - 5% 5
fluvastatin HY—H#HAYC A58 B EESRME L
@%E’J?ﬁiyﬁiﬁ’%ﬂ‘%%ﬂﬁ R A 32 etk
BIR A A TR AT LR B 58 1SRG e 1] O o

ARIM I_J ?ﬁﬂﬁﬁ CH1E ALERT 5.2 % » AT
HIRE 9T 2L 1,652 A#R4E T fluvastatin 3557
A HFEHE 2 S8 » fluvastatin A] DUJRARE
B 2 R 5 — R FEEF LI EM (first

major adverse cardiac event) FJEi 2 -

R TR E - H L statins i L 12
T B T rs RE T IRE - LB E A0 2 RE 5 R B
JJLy% % (myopathy) 24 S @id i > - K LR
R IB A R B D RE I TR AR A
Hi Kidney Disease: Improving Global Outcomes
(KDIGO) B American College of Cardiology/
American Heart Association (ACC/AHA) ¥ A&
7] statin B H T B AR (3R )70 (LIS L]

+__ S ACC/AHA B2 KDIGO #t#7 statins {&FBEA
FIEMBRRESOVERBISEREE (mg/day)

eGFR JBA
eGFR* [B1A H3aE5H
Statin B1EE2H SR INIEENT
(ACC/AHA Ry ) BB s E
(KDIGO Hy&EH )
Lovastatin 40 AR S
Fluvastatin 80 80 (ALERT)
Atorvastatin 10~20 20 (4D)
Rosuvastatin 5~10 10 (AURORA)
Simvastatin/ VA 20/10 (SHARP)
Ezetimibe e "
Pravastatin 40~80 40
Simvastatin 20~40 40
Pitavastatin B4 A0 2

*eGFR: estimated glomerular filtration rate.

KB

B S IR DIBSE AR Ty 1 R B R B
it R FT O O A - m YN AT P 75 22 1Y statins
A SO R S P 5 A eI 717

(=) #A8E® (Niacin or nicotinic acid)

R e s — S AREIEH
B - Fe A0 WKL ~ B2 RE REEE - M KIR
S 103100 e foE R B T SRR 1
9%+ BERIR 8 A 4 A5 FH 2l hes 18 1 T s 7
LG 525 = 77 Wi P52 e #L10 Fh — {18 T - 7
Fy diacylglycerol acyltransferase 2 (DGAT 2) 11y
T 52 2 K TG B LDL Ay 4= Bk th o] DUE 8
P D HH MU I beta chain ATP & i B 5 ik A
FIT g 5 7> HDL A58 % 10 - B HFZR3EH - 7R
&N I laropiprant ( — 7 ] Ik A 74 i e 21 15
i prostaglandin D2 FEH{H] ) 7] LIFE E 20.0% (Y
HDL ~ [REAE 19.8% 19 3 15 %5 B2 5 2 H 1 [ %
(non-HDL cholesterol) Eil[#&A; 25.8% 14 TG »

E AT ¥ 5 iR 2 5 RE T 12 1 B g 72
FHOLIMVE BIR I KRB SR8 B A e - 2
6 W (E I TR A SRAE R« (1) — 1878 Fy
AIM-HIGH ) FE % 43 $HEI WF 9T - $1%f 3414 4
GBIk AR b H E AR BE A simvastatin ( B0
@Fﬁ & B ezetimibe) #27] LDL £ 40~80 mg/

» A AR HDL B2 iy TG By 5E

*ﬁ 5 BB RN E simvastatin HE B g {5
H simvastatin 2% 45 ¥ /= 1y HDL Bl 56 {119 TG -
HEBR T MAREUE Bk > BRERKO M
HHRAERME - ATHAYERRBES R L
i7-'97 ; (2) 7 HPS2-THRIVE [l R ak Ba o 335
15 55 i 3 Bl laropiprant JJI1 A DL statins 5 ZERERY
B LDL HY36HE » M2 A BB K B RO M
B REA - g T REIEEYRITER &
B 1% o g HEGIGIRAE A IS AT DS R
5 FH 77 Wi 2 S DR 12 1 B g R AL o [T A T i
FA i -

(=) M58 (Fibrates)

a8 AfE PR HE ZE ) vT DUREAR I TG B2 15
HDL'" o SR » 8 P oy ik 20 58 ik 1 37 B
FRERENE - I H R R B RS RO
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I H AT FH 3% B EE ) A O 18 1 B v - B /Y
IMAG 2250 BERE - MEIRRBAE BRI B &Y
I HR LT (creatinine) & 15 » — 28 KA
b A B 57 B % st o A 4811 288 B A B T A
PAEHE PR R B PRV AR - (B B G2 m] o
T JRk A B sk B 3 8 3R = A 60 ml/min/1.73m? [y
R0 B KL L SR BRL O I A PR IR SR L3R
B3 17 v JRU RS L B DA B i A K] 32 98 1 2K (all-
cause mortality) 3fi & G gz 2 108111113 o 5 pp oo
28 B HEBR JH 1Y fenofibrate m] DLJK A Bl
/NI Joe AR HE B o BB RIS OF 38 i » R T OGS 2R
F PR ~ Dokt o el i Jps 28 S g Bl Y 2D 1S IR e T+
flig 11 e SR —E A T 2 E BE A o A (G
e 117,411 {E 52 ¥ 5 ) 0918 3¢ 47 BT 3% B A
FRAEI A REH B SRR T RCAESE ] statins /Y
AT A RZRIETE  mOEIR TR ~ LA
fEFEB R E AR A 1 o K0 - BRIEE RIS
B - H R 18 B B R A il
] statins B2 ¥}/ statins BT 52 PEAEERF -
RS T B BB SE YRR L R S V1O T
SRR R L LR A R XA R Y AR I D & B D RE
FH%% > M &4 Kidney Disease Outcomes Quality
Initiative (KDOQI) fif & 3% (% =)' D K&
gemfibrozil B statins ff F B &5 T £ FF ik 1 35
statins » BATIAL PR Ja e 11 o

(P0) FEEEZRRUTHIHIE] (Ezetimibe)
Ezetimibe 3#& $2 14 3t ] ] Niemann-Pick
Cl-like 1 (NPCIL1) % 18 » ifi 0 7 /N5
AHHH e S5 % i [l P2 1) 468 X - B 3% 5 i ezetimibe
AT LR %) 15% B9 LDL » B statin (FF 552

&= . KDOQI St ¥H@ IR c RAZZRE

simvastatin) & ff {5 IR+ AT DS SMREAER 25%
fJ LDL = Hf? ezetimibe & 375 5t Jl5 18 B I i 26
HEBRELACHT » AL A A8 1 B s R IR
A BT & - 1 BR SR ) ezetimibe 7 R B2 2
AT PR R R 1 - A% 2015 4F IMPROVE
IT FERF /N FEEE T 18,144 {8 F 35 A R PR A
WFSEHE 5 - statin ] | ezetimibe & 3 B8 5 {5 F
statin B AE Q05O IMUE OR I TEL R 120 - HEAR 18
M B g BB 6 JF IMPROVE 1T f4 3= B i 52 3¢
5 (B [A] IR 25 K SRR HE 2 1Y SHARP fiff
52 » B AT N5& simvastatin JJ[]_F ezetimibe {3 FJ
TR B ps R B YRS R - tbAh - SHARP 5T
IR 5 ] ezetimibe Jj[]_|= simvastatin if fE & L
RECRAETER ' -

(A)EEES
BABR)
MRS A e v DARE 8 15 5 1 e ny 1

WK 5+ A f508 P Mk o 052 B 26 s i e DA S s s e

H ) A] 1K 15~30% B9 LDL $({H - {H 7F Rk

FEE S e TG AV EUE - [KIBE 8 N EE

1E TG fRm iy B - 75 BEDUERHS SRR

ZMAGRE » BEBEFEIRARAH &L H

R A IE RS SRR e g R E

HIEITE A IR0 R 35 09 A SE AR 18 14 8 %

{122 o i R RS A R S BE 3 L ] DA 22 2 M i P

EEMEEERRES L RBHACH PR E

B AEAEGE o HIK Ryilk 2 B R RS 18 78 HH HAH

FH 8 M B s FE I HE ) D B 22 2 1 e

% s ol o0 0 FH B SR EE Y I 18 1 B s e B

J: o

1&t Bg (Bile acid binding resins,

I GFR (mL/min/1.73m?) 8 {E 2 FE55 5 & (mg)

iy 1= >90 60-90
Bezafibrate 200 tid 200 bid
Clofibrate 1000 bid 1000 qd
Ciprofibrate 200 qd ?
Fenofibrate 201 qd 134 qd
Gemfibrozil 600 bid 600 bid

15-59 <15
200 qd Avoid
500 qd Avoid

? ?

67 qd Avoid

600 bid 600 bid

GFR: glomerular filtration rate.
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(7%) B3 (Fish oil)

I B0 A8 By omega-3 2 I AN B A AR 15 R
(omega-3 polyunsaturated fatty acids, n-3 PUFA)
A DB S TG RYBUE - (HIZ S REAE— iR
R AL O MUE A RIS Tk - — 5 20
flal B 72 (HE -t 68,680 I bf 5235 5 ) By 3¢ 70 At
PR RUHNIR A RHEFTARRIETE ~ O
RIPEZEL ~ 363E ~ LB ZE P R ks ' -
BEtaHEeRRMTIIMERR - A.OME
P s S B - R RO ] RE R DR
DEMEZELT ~ B3t~ BLLAUBEZERRREE ' o
R TS AT DU F i i 18 1 B o /B Y
LG S5+ S T JaAEG Co IE Eos 1 J ie » thAF
HEE - AR 8 Ery/ NI RE 1S 23 RE I
5C BT EFEE = e T g R O At~
Q10 ~ B M BRI RO REEG ET TR SE » A
AT ] AR LA ~ MR ~ Bk =R
THIE - B EE L L HE R o T RE R DA R R B
FEE 18k S s B 10 o L s Py e 10 - 53
—{[f# 5 Blue Mountain Eye Study HY i} %2Rl 58
57 2600 fEl i T2 ¥ 52 - W FEAS R B AR
B o RS B S A AR 18 T B R R AT
SRR - IRk B o ] REAE AR B ThRE L83
R 120 B ERF IR R TR R T 6
FH el R B I S R A R - AN 0
AW FE R B Ol R MEGEAT B 8 AL I
B (BR 7L NIREZE ) BSE TR A RENE
FI 12T e AR S o FeE A TS B A AR P B
HY - fEL T ) e G 18 1 T iy A A A I
IR I BRI CR A - H g A sEiR R s
{50 FH Fec e B O H Iy TR 1250 ER RS
Mgt FEL A B B S ML e O BE A 12 1
T s S B2 A M B R R R R Y B A 0
EEEN S R

CeMBRERAEE Z MR T 2 /8%

5 [ [ 22 i AL <y 3 i KDOQI fA 2003
TR rEG | 2 i -2t B e B ok B
1 1L 523 T 3 R SR AR MR RS | 17 - 3%
T8 5 | S1 5 TS B s R85 I g 122 i 6
B HIF % 2182001 419 ATP 11T (Adult

KB

Treatment Panel I11) $5 5 | fT F2 H A « Rl » 3%
T8 5 [$2 HHIRE I R A 2 40 R AUER IR G B AG R 2
VeRE B Ff » SEAERR R G [ thi A 2235 gt
i RIBEARSCLU M ST 50 5 A IR BRSEAE
RS Er R N AYHES [T TE Y5 -

(—) ACC/AHA B9355| (2013 » 2016)131132

ACC/AHA A 2013 FF 42 (HHV BRI E ER
i PR 3k L {56 F statins AE R BN AR SSARE 1L 0
M %& 9K (atherosclerotic cardiovascular disease,
ASCVD) gy 4 B HE « (1) ERIK FE&H
ASCVD Zji & 5 (2) 40 £ 75 )5 %1% LDL 1£
190mg/dL DL Bz S35 5 (3) 40 £ 75 s A BEIR
955 1 LDL /M A 70 % 189mg/dL & [ 3 ;5 (4) 40
B 75 512 H ASCVD B PR 9| » LDL 412 70
F| 189mg/dL i £ 10 4 ASCVD Jal &> 7.5%
FRRE o B B iR B B I A 52 AR
fEHA R H ST B ER - CHACER
I V02 A s R PR 2 B o "I ERT (no
recommendation) - ¥t » 2%$55 [$5HI$1¥] statins
HES B RR RS2SR - FEER g
T B igoms B R B SE 4G SR - A 2 AR
R HTHIFER

AN ACC JjA 2016 FRYE R HGF » 5[
T SHARP Eil AURORA 19455 » 3 Bzt
TEENT (RFRTZIMBGENT ) W EE 2 & &%ia T
statins B H. &2 non-statin EY)1555 < TR E ER B
B HE A & TEHAZE 6y (projected longevity) Eil H:
& BRE T HEE B AETFER RS (potential net
clinical benefits) o K} » 3% H 5 $L 3 E ¥ —Fill
BRI PCSKO HIHIHI RZE R AN HEBE F R & A i
% °

(Z) KDIGO KJ#&5I (2013)%

2013 4£fy KDIGO #575 [BL HARFE 5 [ A [F]#Y
& R N A SRR R AR TR SRR T
E% (therapeutic lifestyle measures) $& H LA 247
TEESES - BfRn IR e e TR HBEREA &
HIMLAERT » W H R 58 B RE OGS TR - Mt
e B v 1 R B B LI 22 H A BE 6
a0 AN EE DL LDL (Y 85 (R 31 v 22 Wk L6 18
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T B g R B B VA R DL R R A VA
B IR H A3 185 S B R R AR
LDL B i et IR Bk e s A 2 WO AR 14
KDIGO W55 | 3= B2 AR5 5 1 el IR Bl Ik Ja e
(KEBGT HUR R A ) BiLA BATE RS I 9538
BRI Y » 540 - E H BT I FE R 73
FHEAES 2 )2 BT ¥ statins AT fTRYMSE - KDIGO
AuFES [LANRIH ERIFET [ » K EIP statins
HOE R o AHRE 2 3840 T At

1. BEHFE R AR 505 H eGFR < 60 ml/
min/1.73 m® » {H R B2 BB AR S W
FE 3% » 55 DL statins B statin/ezetimibe 5 5% ;
Al HR R 3 18 38 B 6 ] ezetimibe
"] DLk AH R R TR » R B A 28 5 B 0% 5 Y

ezetimibe °

xR0 : ERIEMBRREE MERRE 2RSS

2. BEFHEH A 5055 H eGFR > 60 ml/
min/1.73 m* » {H K552 5 BT 6 7 o B g i
fHE » HEERAG T statins 355 ©

3. 18k B MR BB EAC TN 18 2 49 R H
ARBE 3 R IAE T IR SR RSt A 18 T B i
B FHERIRA A EREINRESRE (a0« O
WL BEZE Bt AR B AR M E, PRI AT ) ~ BEER TS ~ ik
M E ~ BoRfdiEt 10 F R84 IR Bk
ST BRSO L LE ZE Y JRU B KA 10% » Hj
HEERAG T statins JRHE -

4. R RIENIGHRHE - IR 4D
SHARP Eil AURORA B 3R » 822 BTG #
% R W = RS S 78 45 7 statins Y, statin/
ezetimibe J5 & ; & BH AL EHTATEALE B H
statins + HIELERAEAEE ] statins » AFFIFEE -

RS [ B2e TR T B o S TG
50 5% (&) PLEZRA 1-2 Statin
3-5 ( REEZIMIKEHT ) Statin + Ezetimibe; Statin
18-49 R A HA NYIEM—I IR Statin

(1) EAGEARBIMRES R (LB ZE S iR Bl

WK FE A )
(2) BEIRIE
KDIGO 2013

DUBEZER B = 7 10%
BT 18 M B B A

BB A

(3) SeRiAERIT AR (prior ischemic stroke)
(4) fhiFh 10 a4 OIE L CEFEEEE

5( CHEZIMENTE, A FEME A statins B¢ & statin
HEHESERT ) LT B BEATRIARE TR
TEfF FH statin > W] DU

1-5 Statin

A RBINRSHRTE L O I E PRI A

B4 A5 3 g [ F (LDL) = 190 mg/dL

FIRCA

40-75 A - HABEIR MR IE E H
JEIEE (LDL) 777 70-189 mg/dL ( FEBRAH;

ACC/AHA 2013 ARBEEOMIVE R )

40-75 BRI A > H. 10 S BIIRSHIREE AL 0 Il
BRI = 7.5% F (PRI B RS

INTEAINIINERERTSD)
ENTHRE 18 BB A

1-5 ( REEZIMRGENT ) 4 3% & 58 i (high-intensity)
statin 5 35 A 5 & 68 5 58
FE & w] DLGE o 5 5

(moderate-intensity)

A 10 SFEIIRHGINE L L
TR AL = 7.5% F HERE A =
SR statin 5 35 ANE 0 R
FE# - AIDABE A R

FEEETRE statin

5(EERMEGENTS  “MARE" (no recommendation)*
WENESERT )

* ACC > 2016 4ER9EL 555 F - 5]F) T SHARP B AURORA 455 » SR e BT (KRS IMEET ) EE T
HAET statins BUH T non-statin ZEYJIAIE & YLiE FEARIE A IR A Z T (projected longevity) Bl 2 i AT

ZTEAEIFEIRSES (potential net clinical benefits) o
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5. BB AL EE - KDIGO fR#% ALERT
BITFFEAG IR - 2EaE 30 B LA LRV B AL tE IEE e
fi& T statins JAHE » M 30 BT HANEAEHL
IME R Y B R 1Ry BB 3 - o] DUE R
statins ( [K[)y ALERT M ARHYA 30 g% LU BB ik
HZBEE) -

{H KDIGO B KDOQI iy B 52 d 5% A 48
A o HH A 50 5% (25 ) LU 918 1 B s 18 &
( BIBEAR G H LIS ZE SRR - e (ESE L B
JEESE M LR SE ) 25 1000 §i5 A4 (patient-
years) F 2§ 42 SR/ % 10 » [K] fb KDIGO &%
50 5% LA |+ H eGFR > 60 ml/min/1.73 m? (Stage
Gl, G2) iy /% » #FFE{# F statins ; {H KDOQI
% 2015 R A2 2R BL AR S KB E
Ry — M RRE IR o MU ARG #ERIFES | (40 ACC/
AHA 85 ) ¥y i 4 °° - B X ACC/AHA H
KDIGO $55 /L - 35 Ry 12 -

KDIGO Ry H Al E R A ks « fE18 Mk
B s BB B LA BRI F statins B4 A
¥ DI ngElfF Hav3 4k 5 fE22 8 =1 H
BRI 500 mg/dL iyl B iR B s (BEER
BT ETSEE ) » (SRS TE PR -
AR HEEYIERT -

(=) BN DR E 2 S REE AR ARE L2 g rYis

5| (2016)"34

B Co g B8 5 iy B B IR 5 IR B (L. B2 & (Eu-
ropean Society of Cardiology [ESC] and the Euro-
pean Atherosclerosis Society [EAS]) A 2016 fE&%
FHYBT B LG 25 AUIE R - SHEHE LD
I s Y Ja e b - TRE 26 3 FT 1S M T Mo et
AELDIMAE JE S (high total CV risk) » 25 4~5 #
& 8 TR T et B S TR L I LB (very
high total CV risk) o Z%F55 [{F statins FY{5H LS
HIFZ LLIE KDIGO FifgH st -

AL Em

i IR FATTE B DU S Y N A 1T i i f
RIS - HE SR R IE RN 4y » A
Kitam EAEETEIR A E B P EE L
AR HIE R 7 2 (#1400 evolocumba [ — 7

KB

PSCKO #IIHIF 1) = S5 41 > AE#E 1T SRR 1B Y
AT PR AR R FEAE AN 2 L
Ee P B 1 1 St P 1 P T g TR B T B e
5 [KIBEEH I R TR 6 18 T B Mo R B LS
S SRR L M I (1 38 A2 SREHZE 123K » B
HEE P ARREFFE TS BT AE R 2
REL TR S [ SRR IR TIES - BErHaEsa —
SLAEL 1SR dm BRI SR QR » MEFGI S - DL
IR TDCAEES 181 B i S35 L 1L R0 96
LRI — i 1 B Mo B B LI
SRR RS 1+ BRI TERA OSBRI 3 4
Blofes HTA R AT 2 IRRE 19 1 B i B F iy =
ZREZ — - Al 35 BUAFIRP R R R
Mg S8 T H o 1L Y 5 Y AR B B SE LK+
R T AEIEILAE S5 2 Ah - L0 B RR A P22 1
I % B gl SRR AU RB IR ~ DU A MR E Ay
WEMEL A FEEE BT - &k - RIBT
AR IR TERG IR - EAE 1% 1 B Mo (9 5 1
M IEFARIARIAGTEFR MR 225 - FIH T A6
A BE AT SR A Lo LB i #2082 Bl el 35 FL7H
% -
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Management of Dyslipidemia in Patients with
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In general population, dyslipidemia has become a common health condition concerning the nutrition and
metabolism. Chronic kidney disease (CKD) patients are observed to harbor dyslipidemia much more often than
those with normal renal function. Therefore, based on the results of many clinical studies completed during the
past decade, this article aims to conduct a systemic review on three fields: (1) the relationship between CKD and
cardiovascular disease; (2) the effect of CKD on lipid metabolism; and (3) the current recommendations on the
management of dyslipidemia in CKD patients. (J Intern Med Taiwan 2018; 29: 107-121)



