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fi% ( cholesterol ) i ARt DAESE TZHIBRSR » 238
He 5 o (R AR & HIE[E S ( LDL-cholesterol )
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IE 5 T o B 0 I 388 A B SR 2R Y B
FUEH » H LI HMG-CoA %7 B I ( H-
MG-CoA reductase inhibitor * statins ) F" 5% & i 5%
ERPR BRI E A - EERER Rt R C 2 25
FRHTEE °

1 B IR ( chronic kidney disease * CKD )
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G IR 18 14 B D Re A =Wy A\ B IE I - B
1T RIE 85 FE/Y 1.99% 3Z A EFH % R 92 &
[179.83%" o Wil F 22 K Y 508 (end-stage re-
nal disease * ESRD ) M s 2B MTIE LUK #8280
I 59 2 1 1 T M T R A48 L 1) W KR PR 72
R o BIHFTIAE - 18R R s R R IR R
( dyslipidemia ) FBATZR ELIE B WmRIR A& o
EAT i Y e A P i s R T RE IR L o i 7 2 9
TR 2R S - SOV EsEREH > &
I P F7E B I A 52 3 DI B s i 1T o DBl
/NIRRT 50 F R IR BEY)) statins 161 » 7]
DIRHRE hae A 2 B O mE Ew Eke i - R
HAR > IR E DhRe 2 AL o {H)2 statins ¥
18 1 B oo S 2 T T 522 (BB AR 2 I
REIREEAL » B OIMEFEREE 2T ) 4l
ik Z R R ER R AT - 3R T S0 2 R KA
B9 2K Tt 32 statins /& 75 BEA {86 FH 18 12 5 Mk
TR R o

MiEESHE RV E
RIS, B, N HE 2 e BB s - 18
TR Wi I R 5 S T T N B e AL - B
HilAT AR M i 52 th nTRE A 22 - Eif
ST NS 2 e IR B W Re AL« fa TR
mllE (& 3% MR ERR » da B AR B R
#HAE ( macrophage ) HIRE S 1A A ( foam cell )
IR » #BUE R B NERBE{LAE ( glomeruloscle-
rosis )" o {ERRIRIFFE T » Hovind 3 AMFFE5T
PTE 301 (725 — RUBELR IR A » o e (] it m] T
M PRIR B m s AL s (Htha AR AEER »
ARESAE S —BUREPRIIR N > B =& HHME ( wiglyc-
eride ) 74 FITHIR JES fii A R B o A ) st Lt 8 LU
" : FHRENAAL ( Reduction of Endpoints in NID-
DM with the Angiotensin I Antagonist Losartan ) fiff
FeRIER R T > A HARIEREE - R EREE A
IElh i e B O REE LN 2 —° ° % Muntner 5%
NWEFE AT 12,728 A > WUEET ( creatinine )
£ 1.8~2.0 mg/dL LA » 3BHE 3 1% > A 191 A
HILEERT 755 0.4 me/dL LA > fEFEIMAR 53 Fke
EHEA > I ENE = H i R R A
F I [E % (HDL-cholesterol ) FY B i R DhRe 584 L

BARBRAGR o BEIR AR FE R 153 20 G a1 A —
2o HEDWAEE 1 IMAE 5 gt — (i
TR L SO B S A FE S - S IMEHE R
PR 3w {5 F () LA 7 AT A 2 5 2 » 60 B o S i
5 REREENEE O EEREE - R TR
R HE S L HE L SRR E H 7
R B2 L I B RIR A YLK - (I : lipopro-
tein (a) > VLDL remnants * IDL %5 ) ° $l4l{E
1998 & » WA ¥ E s B sEfa it - FEE
22 AE I IE[E S ( non-HDL cholesterol ) » st
e AR FE NG i I ME B + Mo B2 N 8 N 7
( LDL+VLDL ) thEFHEaeAFa i A oM
BRIRfEbRTE " -

FEAN [ 58 Mk o B B D RERUTB DL T - I
NS E R RIREth A HANE o BIRAEIERT ( Nephrotic
syndrome ) f3 2 @ IR E 5 22 LAE E BE [ A )
HE® H ( cholesterol-rich lipoprotein B * LP-B ) £%
+ o F BT & RoE % HINEREIRE A RE 18
Wi LA e 1 32 5@ i #5800 R e I AEAE S (B DA &
& =W H HIERINE & H (complex apoB-containing
lipoproteins > LP-Bc ) fF » F- SLELAG N 77 i i
FOVEPEREA ( 410 ¢ lipoprotein lipase, hepatic
triglyceride lipase, lecithin-cholesterol acyltrans-
ferase ) ;x =P HIHAGHIAE BOE A BE o 1914 B ik
TR RE A 5 5 B AR s Z2PH BT ( insulin resistance )
Fit 5 | EE A I A 52 BUREHR S AHALL - thaglh 2 LR
a) & B =M AR R B R E TR A e
155 SR B BT E R PR PR A T2/ O I A PRI ) 1 f B
B LU 5 SR BRI IRAE b (atherosclerosis )
ISP RE A B 08 B AN 5 OFF Bl PR R R R L L7
TR o At AANE I B REOT 72 sl TE Ef R BB
2 > R IRE M B I R ITTL S 22 3 S T AR
LA EGFHREST » IS I B oo R A I A 52
i ANIERE /O A s B A B K35

{EB Mg CR 3 MRS (renoprotective therapies )
W Bk T RREARCIIURE (S SR R B A A e A
125~130/75~80 Z KFKFELLT ) ~ I MME R T)
FZEFHIHIE ( angiotensin converting enzyme in-
hibitor » ACEI),/IM& 3k /152 WX a5 1] (an-
giotensin-II receptor antagonist * ARB ) ~ FEJRIH
RS T2 RS S L ifn (138 HbA1C 5 mTREFE
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K12 6.5% ) LURGHE RS HERE 2 5% - (IR
I A ZEY) A P il = I R B AR 5 - thm]
Rese — M HERE )% o LHRIMREY + -
statins - HMG CoA & iz Fig i {1 -- BRI S i 8
BHNEREEY) - E nl B AR A e E A A Rk
AT 2 1 O 5585 i B T Mg [ e <2 2 B
E ~ Bl D I i (5725 i 2 T DB T ) 3l »
Pt LA AT o B 1 F A (] e AR 5% i i B 1 s TV
BOR > AR TS R BN R LS A AR
ZFEEHES " o BbAt o statins L EA 2 FEREMAR
DAL ZER > AudE - ST RAEH » BUDRERR IR
Al o YD KT P R T e 1 #8 AE A 1 BEE AL
IR o

PRINASEEY) ( statins ) BIEEHRAVSR/E

EHRAMER B AR MARBEA
PRETWR 5| 58 2 158 2% il A B 5| 38 L MR A 4 2k
HEH » R E0ENVE TE AR 2 B A
B > Bt AAS B th @ Re g | FE15 B gy A+
FO I FE /RS 8 R HHER AT ATEI O A8
TRAME AR o {EHE statins FHEEVIR IR IR »
HPRE E R A R A R & R
R BOH NEEREWRGRE - FIH
A 1B U — R LA Statins S A 5 B 2 0 3 JR
PRI EPESHT ( meta-analysis ) » WCERIE 1974 T
2005 F- 3 15 RAER AR RER A IR ST » 1L 1384
(LR A o 38 LLRFZEH 10 AR #E2 > K
AR AERI - HE —RAESEE o Hr 3 REik
HIREH (<30 mg/day ) BIR A » 6 EEM/INE
H /R ( microalbuminuira * 30-299 mg/day ) & & °
76 kIR HIR( clinical albuminuria » =
300 mg/day ) A 3 FfF{# FY statins 4371 £ sim-
vastatin ( 5 ) ~ pravastatin ( 4% ) ~ fluvastatin
(2% ) ~ cerivastatin (2% ) ~ lovastatin ( 1 f& )
atorvastatin ( 1 /& ) o = —{@F 52045 N B 36
A (18-864 N ) > P FHn 50 6% » “FEEHE 6 I
H (3-46 & H ) » 5 75 [FIR{#EH ACEVARB ° 7
LREE > 88 statins FAPp S8 AT R (B (K235 P iR 22 1
MEERSEE] 26% ( 10-51% ) » /3 HTE FEERAELE
R FAHAR R > 58 statins IR ER BRI
HIHEZR S22 ( weighted mean difference ) [

Bk #85

2% > /IR I PRAHREAK 48 % » R R £ E PRAHRE
K47% » DL A5 SRR H statins V(T3 % 4]
Hrumml ) alkRE AR - CHAECR A K S
HPRIFA S 5 a] DIE H B R RECR " - AT
meta-analysis FTAH A A IO 92 A H BRG] » BLE
KES NBOEY (15 Fam LA 7R RHE A
HAE30 ANLLT ) ~ JBHER A EET (A 9 Rbt5i
EIFE/S A LUT ) ~ [AIFRF 50 ACEV/ARB (B PR L
CRIRERERIR & FIHVEEY) ) 5 > P LABEIR T meta-
analysis i 925 2K H statins KF 88 H IR & iD »
B Eut B A > B LA ES 32 N s amad
7€ statins Al UG EEE HIR » EES HIRE A KA
i FeEt ¥t statins 1F 18 14 B Wes A\ & PRI
TER > AR S E t—3RRE - BT Sl N Bz
Bl ~ SRS EREF [ ~ L S 0FEEY) -
B T S RO R R - S e H AR
( LLEWFFE B (# H statins FEEL S TIHE G
Hig DU St AR O A 2699 » B PRI R BT ) »
A RES AR B IE[A] 255 (i

HH® statins W EVZ 0 » 3 AF SR W A e
HEEFE M statins 228 500 AR A & HIRAVIR
R MmHEAERERART | @SR R IR LA
Ei o RECEF A ESE (140 rosuvastain ~
simvastatin ~ atorvastatin &K 40 Z e LA L ) 0 Al
B RS EBE - M7 iE LR E HE ]
e B/ VEARIFREHE (3KEH ) B - pll
HFFE B DA RS 15 25 1 A B R AR
( HEEH ) WEE - (BR2ETH ZiREBis e
ffE7E

BEIMASEEY) ( statins ) IS4 B Fgim
EBIENEE
A RE AT 5 — (AR RE - FRAMTE S T
T 97 FEURE 77 statins IF > B A 25 £ statins {58
s 7B MR B e BB T IE ? AR S
PIEEEE » BEKEEAN/E ] statins IFF » HEY—%E
18352 s e K v 2 [ P i LA R P A o T R )
BB - [ E T R R KA 5T
o ERIE AR B OhRE A =R B HERRTESL - AT LL
HE Statins HEBREAZHWES I » @@t
AR FE B i R — A% > Bl LA (K O L B 5
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TSR S JE L 2 Ja Tl I VA TG @ 2 statins BF5E
HR1S 2% Em o Tonelli % A 7347 Pravastatin Pooling
Project 1 — iR AT HE EREHERF ST - F5E WOSCOPS
( West of Scotland Coronary Prevention Study ) »
CARE ( Cholesterol And Recurrent Events ) ~ LIPID
(Long-term Intervention with Pravastatin in Ischemic
Disease ) * &4t 18,569 {EfR A » HrEHE 4491 i
o IS T R ( B AREGETEZR ¢ 30-59.99
mL/min/1.73m’* ) K 12,333 {125 —HA19 14 & i
(B HREREIEZS © 60-89.99 mL/min/1.73m’) FUIH A >
LLH5 pravastatin BR2CRIFAE 18 1 B By & - %t
O NUEEZE ~ B0k B IR SO0 1 O 8 S8 1 1 2
% o fi5 T pravastatin 7E 55 12 {18 H IR AT R
BN EANEERE 479 + 24.1 mg/dL > BE =
Hiilg 17.3 £ 56.3 mg/dL KTt @ R EE
[ 2.3 + 6.0 mgdL s AIERA R ELETE
B RESCES — A ~ 28 = HS B b i o
) pravastatin A] AR O I8 5 90 FHIBRAY FEPR 25
AN SR it SEERREP NI S ST =P AN
A] LUERE statins FA7E 28 —HAFNSS — 18 14 B s
PR 9 REIRT > [ ER AR [ e LA e oK o 1 7 2 9ok R B
WY ZS BE 2R HUBCR » BRITE B DhRE IR H 9
ALY E—BA s ARHE =IHF IR R -
HEk A ) statins ¥ DHRE S A=A B (CEBPUIAT
T NSV IR ) HEETE G th—K > BT
SR A BT BRI B A TEA RESAT ©

T o B T 1 P T M o R R T statins
B 1% 5O AR LU MR R I B B D Re
{LAE RS - 18 LB i 7 st A T s QY
FEESMUAEAETT > 08 S RE AR B A F A R B
HE IR E DIREEER » FrLIG S e 52
AIRE AT LABAR B PhRERL " © Fried ¥ A4E 2001
TR — R LA statins FHE 1S B s 1L ik
AR BRI » FRIER 13 TR RTHE TR 9T
A L G S O (5 5 D Re o S L AR TR
ZROR - BT KR Fs W 22 r R 5 M -8
B o FEREUR L statins 195 R > (B HEHARM
BRI /R - HERREREES T
S LU 7R 2512 0.156 ml/min/month™ © i3 {H
iserygaRie 12 RIFFE N BE 40 ALLT » 8
R B HEARIAE— 5 LIA - 1 B GFR S #hig & th

RN B ARG IR S 2875 ZE AHaaT o

H—HE Sandhu AR 2006 FFEXKLL
statins 1575 B oo 3 FEE (A 38 B P T LB A
1969 EH] 2005 -3 27 f& LR B B RV %
e - 139,704 i E > Hrbg 21 Ram 3Cia
SUERE IR B AR T R - 20 Ram SR ik
REHE TRARE » (HEE027 Ram SCEA S BT
FCstatins ¥ DIREMIFZEE™ o S M SRR AR
(o FUIR— 7 statins > fEGa A TENEIRIFE % ~ &
TR B 8 2 T A R B 2 s L B A R Ui
AEREAHETERN TR - EMAR—RRS
27 kRam SO R b Hbthf 7 RER K
B - (HEER 20 I/ MUIFgE - HHASE
TRAERCED o7 Fo 8 i 2 vy R RS i R ( 7P
ERRERIEIEZS © 50-99 mL/min  tHEEE S —HAR
B =S PR R ) M09 R R B B R
& o W EE S AT N R LB UIRe L
FEWFIRE L o B VIRERI AT TES Ll 7E 22 2
RESATEE - T H KSR BRI (157
A SCPBEHEE LI ) o QIR ZEHER statins FA {5
B RE L8 > — 8 T 22 NBIZRE
JESAI BRI ~ S 0F8EY) ( LHJZ ACEI/ARB )
MIREHEAL ~ B E 2 S A B I R ~ SRR Y
Uie Z BALE R EESe HAE > MFERE DT »
A HES AR B IF 3T statins BT B Bbim e o

FEIMAEZEY)( statins JEHENTIRARIEE

P S2% v e 2 e 117 R 3 ol O I B R AR ST L HY
HRRF > IERSENTR BRI R E 720
FL BRI OCMERFILCIE —FE » RENE
R R R = ) I G S B B 2 A0 2R AE S {E A
statins 50 L A BfEE [l Yt 5 - o ) o 1 A S
& AN FE HY e 5L BE A S0k D O L P 97 S5 B S8
T ? MR EERRERAIASE ( cross-sectional study ) °
S HYE Ao A ST A R = 8 H i A
apolipoprotein-B ¥4 apolipoprotein-A/
apolipoprotein-B Hffll » JETCZREL I 57 & AT
WA 2 AHBE R - tht L T & A 8RR IE[E
77 o pr LUS M ABE B A 52 & £ R ALENTR A
A MERF EkEM - 2IEENTHA
MR E T A TRELGE 2 EEHATS L - WA K
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S TE AR E R PRET 8 TH R R AR o PR BE il
TP B i ) RERRLREEIR FELRE U7 statins IRF » S &7 95
L AEEYIRICE (UGS BT DIRERE, ) - #RI5
Navaneethan Ff 5§ 21—k REFEER RIS 200 AT
gk s PR E KRR S 0 A5 R atorvastatin
5 simvastatin > T LB TR AR AR &
it S A% L i 2 I MEEE » HLECEIER ( 20BL
s~ BFhRESR LT ) WA > A LUK
SRR R BURIE AOBYE & statins {EE ATV 5 FHIY
L o (HRAEIE A RRRE PR PRI T A £R5 T
FIEL O M IR B M R R I TN BOR > B
J@H/NRERPRAFZE S - BIHATRIE > HE—3LH
BB statins FERT AR BUIF ST S E S Wanner
S NAETEBITRSE 1,255 (52 AT 26 — 1
FEPRIFIA B ( 4D trials : Die Deutsche Diabetes
Dialyse ) » “FEH5E HAZAE statins BT P {ECHE
PRI IMRGE AR B O I R ~ BB IEEL
SEPERSIM B ZRIRAIIEBOE M O NUEZE o ia A E
— GGk ] atorvastatin B K 20 Z 5e > 1ERFSERH
fe W A8 F P R HE TR AR 2 T AR BB (] 5 ek K
40% > T EAEF 5% BARE — ERESWAE RS EECR
e (E R FERI R AR HE 2 A SR 58 statins A SRR
I FRAE S I [T UM RE SRS L I TR iR
o feka k- > MM RE Sk D O M IR L L
ANEHEE T 1 B - #5% atrovastatin £H
(A LA 33.11% 3345 DIMEFEREGET »
HHIAHA 38.67% 584 » BUHE atrovastatin Jil/) |2
FHOME BRI 5 N8 » {1 atrovastatin fH 71
FRH 12.76% HAMIMERESILT » MmEHE
FHHAUAAE 1% ° EEEFFEE K > LT atrovas-
tatin 550 ME PR EHE » N@IRGGITE - 1
AFNEAIREA > SR E b g ™ > Fr LAR#H
o5 N AE 10 B 88 S8 1T 28 9 B B 72 il (Al
atrovastatin #H 48% * AR HAH 50% ) » i ARAN R R
ARHEAR AT DA 3k 1 A8 52998 UK. 1 T e R S
REIETER o B FpEZ 2R B MR EE - &
P 380 25 52 Mo R B R 0t am R R BB 2 B8
OS2 "statins 1G5 7] DIBHRASCE R B TR
B BEIRIRHERE (A S ( A statins 161
AHO M P A B R ) > HRRCAOERE (A
BEARIG RS FLELE statins 18 BRZARISEY)th

Bk #85

e WS T i R R PR B BTE B )7 A 4E )
IRF {70 88 7 SRR R % » I H R A RS o

o —IAt R H P LIE i B s it se LR Ry
7& CHORUS ( Cerivastatin in Heart Outcomes in
Renal Disease : Understanding Survival ) iff5¢ » Hi
Keane % A\ H 2001 F-F#l4f Cerivastatin 7EE 1T
NHPOIMEGRIRERL » AR ATt » KEEE4 LA
SRR A RBIE L 2R A A ERFZE ™
A+ S H HARP ( Heart and Renal Protection ) fiff
52 M simvastatin 7F — #0184 B Bl R E (3BT
AR A ~ BREREIR A ~ SENTREE ) B2 VeI
B e AERGE—FHAEE > simvastatin F EFEHY
Vet (AR IS ~ (BN M TS ~ =R T
fg - BIEmEERRE B IEEER A 2RAER
s > TEIVER 7R AN o B EM
fiti R > JCHSETTAS ~ SIS 75 1 F R LA S
WAEEITH  ALEERT o

A W RAEAETT R R AU 982 SHARP
( Study of Heart and Renal Protection ) * 1 3,000 %
(LZENTIR B 6,000 % (i B & R e H A R E
MR A » WF5E simavastatin &5 OF 8T — AU
NEZEY) ezetimibe ¥1 O IME ZIRAIFER Y 5+ AU-
RORA (a study to evaluate the use of rosuvastatin in
subjects on regular hemodialysis : an assessment of
survival and CV events ) HIfff5E rosuvastatin {£
2,700 (7 MARETR ERHRL » EEFRHER
SETZS ho LD IME RIA » THRTTE 2008 ] LUE R
fFFe™ o bR T RDEC 85 L0 4D R LASE -
M2/ IR/HEFF HARP ~ SHARP R AURORA
WG R 1% » A HEES statins & & BEA BOHRRRENT
TRERDIME L TR M sam

b7 B BRI L R e 2 B A E B DR B it
( LHZ BRI AN ) B R = IE LUK
BN R I E R IAE 2 LA RE R A
2 I T I [ e RT3 s L] e S92 TR € g
73 0 R MG AR AR E - BlaTeT L2
AR i Mg i e 5 A TR T R B [T - o=
2 FEMEE " ( total cholesterol/HDL ) F LM & 75
KB 5.0 » SRS CRHEZETAE DIRFIN R
PR FE I R 15 T SR /7 statins 0 SEE AR ARIE
fftgeHE o RSP I E TR &
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(7 By o115t o 1L B A 472 1) -t EF W LLSE S 56 A
statins B HE DA I B P s AR o

[MAgaERYRR SR

IR H W EEY 2 statins briizts > &
AEFE] TR 7 R AR R & LS U
AN LARE 2 PRI D O & faba ik » i
AR MG ST Pt/ v 72 P55 M A T O [T e i ] GE B e TH
] > S39HMAG T RS 5 S AE A S Y =
T MEERER A > f RO B R b i LK
At LAva: 2 BE S [T 7 4 R R PR IR 1 5
LAY 2 B e B 1 g 2 5w AR Lo i
Eekatere 2 A —fE R 1990 FABHLAITTErY 4
V) » B24 7% torcetrapib © FE % CETP ( cholesteryl-
ester transfer protein ) #IHI[F] > [MIMAEAH CETP
T E & L NE & EIEE R _HY cholesteryl ester
R HAMAR & > BT LA CETP $IN&I#I AT LA
m & ENRE FIEREEE” o Pfizer A AR ator-
vastatin {SFE(EK T8 MEREIEE (K% NG & IER
) > RREMENN Ty 1 W& (&% e & I
B ) o B IR T [ IRF e AR % FEE i B 1 M [ P e
Y0 v 78 R i B B T R B R PR B 9% > i
R E R 3 R R E B o 18 iSRS B
15,000 45 FEGET T T 8 torcetrapib IR E S » P
oy BB 5 atorvastatin S H torcetrapib * 5
PEE BR R FH atorvastatin 5§ SRAENTFEA KL
— AR - IR EEEYIR SR A 82 A
T 1 A AR atorvastatin BYEfH I 51 AL
o KIPLRFZEETEITE 2006 IR IE © 7E3355 3 B
R IRIF T35 » {# H atorvastatin I L torce-
trapib F95 L UBGHAIRR = 7> B 3556 FH atorvastatin [
T8 o BfEFR atorvastatin fll]_I torcetrapib FIIE#E 5
1R W [ IR AN AR BARE » (HAR "] §ER torce-
trapib ISR THE A BAGR < iE (ERFTeakE oA
RE AT TEHA ¢ RCE T [R] R R (R (K585 R i 2 s [
i e M h0 v o B i AR I I B A a8 i o (HBR
torcetrapib LI LM CETP #5712 4 HLEI1E
F > R LAE {18 58 36— 2D & 1 i 52 3 LA/l
EDRIL TSR R R > U ¥ CETP A
AR 2250 2 TR FE A RE T filiam o

B% 1 LLEBEVIRIBREE 2 9% » B IG5

HIf% 2003 HFfr 88 B PCSK9( Proprotein conver-
tase subtilisin/kexin type 9 ) FEKIFHRHZE8 ™ o iR
b E AR HE H B8 R = M [ B E( autosomal
dominant hypercholesterolemia ) B {R5HAYE {H
HERR B H ROl - H i anEyn
N = 2 (% A B2 I IELEIRS 52 &% ~ apolipopro-
tein-B SN HETA#SE - PCSK9 R —
P (1p32) b EREYRENARC-1
( neural apoptosis regulated convertase ) * TEF g4
SEARIAAE » (HORME & 70 B i £ 1 s [
et o - ST s B B N i A B9 2 2
FRRE » IR (o i P M [ P 2 2 A 2l B 5
it MR P R P i 2 T M T % > ER AT REYS
BRAR B2 i 2 LIS > BT DLPCSK9 K285
A s & RS BRI T R A B DB EIRS B 5
PCSKO FE[K| 7288 1% 58 4= ThEEHTIH ( gain-of-func-
tion) TEF » {4 EEAE & FI BRI 52 gk b - i
(%% A B2 MBS S Rl R s 5 SORAGHR » 35
PCSKO HE[K 7 1% %5 £ THEFESE ( loss-of - func-
tion) TEF » (I EE i 8 1 AT 52 s ik &7 A R ik
DIE BRI IN AT - B LA A B A E
M i B e A PR T R A = H 2003 - 2K PE#d b 2
TH 5% [ i 7 5 A 949 SR I g 451 s AL 547 e 7).
& B A DI REHT TR S SRR B RS A (R
G 8 IR 2 s AR D - AR AR &
ME R ERAR v - i B R R R IR H IR % 3 ik
DIMEFRRIC IR E s K2 » #ETREIE A%
A SRR R B RS B & B (e BE R R 1 TV
s o AR R & B AR (K » RIK
fi D A DI E IR L CHYZEG » LL &R ]
LIRNEREH » 5& (¥ # Bl p B I DIREAR FTRERE T
—{E AT DU LU (R AR v ARV fae i H AR o
=t

T i B8 HL s L AE e G S B A A T
237 [RIRF IR O I R Y e e B e »
FIRFECALPTA ENTRESE C 2D H 70 2P LL
o SEZAHEZK o statins BIGHEIMAT R ~ THA
FMREEEBINRAEL. ~ OB AHRE R < B 2 4EY) -
11 DL 8 i (RS S F IR E B > P DA
Ji& /7 statins ° statins FH 7 B el Jos FELT) 22 4 1K
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BN A AN H A I s ) BARE = 52 > T B
P S b B B D RE S B O R > — Bk ] LAk
CIMERIRIHER I » ANt statins ({5 A %
VRIS 2 1 R G A RE A U R > T AW e E
statins /5 MASRHKIL REEAR & DheEREAL - BERH
AR 1k o Sy R 40 E R 5% 2K S FF B
statins {55 55 18 4 T o FE 2 I A 52 0 TR R A
@ 0 ANBTEAG AR N B L RE S0 B 58 2 K
T kR PR A4S 5 > PTHEE #7715 statins /2 A5 RE
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Chronic kidney disease ( CKD ) is associated with dyslipidemia, which occurs as a consequence of nephrot-
ic syndrome or renal insufficiency and are reflected in altered apolipoprotein profile as well as elevated plasma
lipid levels. High cholesterol and triglyceride plasma levels have been reported to be independent risk factors for
development of cardiovascular disease and renal progression. Statins are widely prescribed for the prevention
of cardiovascular disease in the general population, and patients with kidney disease, including patients on dial-
ysis. It has been shown that statin treatment reduces proteinuria and slows renal progression, although fewer
and smaller trials exist. Therefore, long-term, large scaled clinical trials are needed to demonstrate the efficacy
of statins on patients receiving renal replacement therapy. This review will focus on the impact of lipid disorder
on renal diseases, and the effect of statins on proteinuria, on patients with CKD, and on dialysis patients. We al-
so discuss treatment for dyslipidemia in patients with renal disorders based on up to date research. ( J Intern
Med Taiwan 2008; 19: 128- 135)
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