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2 4 statins H A% & iz 48 R FAG & . R o

B PRI T o statins 59 TEREG

B B R AL X B AL > A2 & statins 4% H 24 4L BAT B 69m B A - RS TA KK
SRR EREATE BFRRREMORVBRARRET - AL HLBKEF

H BB A% B R B g 2 Mystatins H &G K -

T8 BB R R BT R A PE e A3t o B

AR R R 6 BB R BITIR AR R TR A B H AR igE & -

FA52ET : MMASER ( Dyslipidemia )

121 B3 ES% ( Chronic kidney disease )

Statins

ININEPEFF ( Cardiovascular disease )

EHIR ( Proteinuria )

=
Il

ﬁl%ﬂﬁﬂu@wﬁkﬁ%%ﬁﬁﬁtm
R A B LU BN & 22 AR KRB R h > 3
B 12,763 {8 40 2 59 R H 12 iin HiE[E
P ( cholesterol ) {H LS Gel DESL T HIRHER » HiE
He+5E o R AR & HIE[E S ( LDL-cholesterol )
{E 7S FHARIE[E R HE R - A R IURZ AR R e
] st e ORE 8 B RO AHBRTE ' > IRTE

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%
PR BRI EE A - EERER Rt R C 2 25
FRHTEE °

M2 VER BSP ( chronic kidney disease * CKD)
& H BTG - RIERR S AL » Hofg B THY
SEUCZSH B 79 Y 11.39 X4 A ERIE 93
FHY20.7 o FI BRI B0 7 RE RS BT 5% 5% B I

WhEEA ARG S WAL 812 Z[ AT N BE LABAB2 I R T L R ERAA
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G IR 18 14 B D Re A =Wy A\ B IE I - B
1T B 85 FEHY 1.99% 3Z A FFH 2 R 92 &
[179.83%" o Wil F 22 K A 5508 (end-stage re-
nal disease * ESRD ) M s 2B MR LUK #8450
I 9 2 1 1 T Mo T R A48 L 1) W KR PR 72
R o BIHFTIAE - 18R R s R R AR R
( dyslipidemia ) FYBATZR LI B W R 8 &
ERT i Y e A P i s R T E IR L o i 7 2 9
TERAERIL 2R s - BV E e > &
I F7E B I A 52 3 < D B s O S 1T o DB
/NIRRT 50 F R IR BEY)) statins 1R &% » 7]
DIRHRE Thae A 2 B O mE Ewake s - R
HAR > URHARE PhRe 2 AL o {HIZ statins ¥}
18 1 B Wil S 25 T T 5228 ( RMEAR K - I8
REIREEAL » B OIMEFEREEZIET ) 4l
ik Z RIRFE ORI ER IR AT - 3R T 25 2 R KA
B9 2K Tt 32 statins J& 75 HEA O {56 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 mT N S Dme AL o B
HilAT AR @ M A 52 th nTREH E B2 2 - Zif
ST NS 2 S IR B W Re AL« s PR
mllE (& 3% WEREEE ERR - da B AR BT
A ( macrophage ) FIRE BB A ( foam cell )
IR » #BUERE NEKRBE{LAE ( glomeruloscle-
rosis ) "7 o {ERRIRIFFE T » Hovind 3 AMF5E5
MrE 301 (725 — RUBELR IR A » o e (] it m] T
M RIR B m s AL s (Hth A AR AFEER »
ARESAE A —BUREPRIIR N > S =R HHME ( wiglyc-
eride ) 7 FIIHIR JESJim A R T o 8 1) At Lt 8 Ll
B’ : HRENAAL ( 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 LR 2 —° ° % Muntner 5%
NWEFE AT 12,728 A > WUEET ( creatinine )
£ 1.8~2.0 mg/dL LA » 3BHE 3 1% > A 191 A
HILEEHT 755 0.4 mg/dL LA > (EFEIMAR 53 Fke
EHE > I ENE = H R R A
F I [E % (HDL-cholesterol ) FY B i R DhRE EE4 L

BARBRAGR o BEIR AR FE R 153 20 G a1 A —
2o HEDWAEE 1 IMAE 5 gt — (i
TR L B0 B S A FE S - S OMEBE R
PR S {55 F () AR 7o AT A 2 5 2K » 68 B s S i
5 REWEENEE D EEREE - R TREA
B HESA L HE L SRR E H 70
WEE B2 /LI B PRIR A LI - (I : lipopro-
tein (a) > VLDL remnants * IDL %5 ) ° $l4{E
1998 & » WA ¥ B Wk B sE e - FEE
& 5 5 HMEERE ( non-HDL cholesterol ) » st
e ARG FE NG i I ME I + R B2 8 N T2
( LDL+VLDL ) thEFHEaeAFa i An oM
BRIRfEbRTE " -

FEAN [ 58 Mk o B B D RERUTB DL T - I
NS E R RIREth A HANE] o BRAEIERT ( Nephrotic
syndrome ) Ji 2 & AR E £ 22 LAE S BE [ A )
HE® H ( cholesterol-rich lipoprotein B * LP-B ) £%
+ o F R & RoE % HNEREIRE A RE 18
W LA S B2 S5 b R R e B e S B DUE
& = H HIERINEE H (complex apoB-containing
lipoproteins > LP-Bc ) BE » - ELELARA, 77 i B
FOVEPEREAR ( 40 ¢ lipoprotein lipase, hepatic
triglyceride lipase, lecithin-cholesterol acyltrans-
ferase ) ;. =M HIMASHIAE BUEIIA B o 1214 B b
TP RE B 5 5 B AR Z2BH U ( insulin resistance )
Fit 5 | EE R I A 52 BUREHR S AHALL - thalh 2 L
a) & B =M AR R B R E TR & A
155 SR PR BT B PR 7R A T2/ O I A PRI ) 1= f B
B LU 20 SR BRI b (atherosclerosis )
ST RE A B 08 B AN 5 OFF Il PR R R R Lo 7
TR o Fit AN BLREOIT 72 sl TE B R BB
2 > TR IRE M R 9ok R ITTL I 22 3 S T LA
LA EGFHREST » IS I B oo F A I A 52
i ANERE O A s B B B K35

{E B Wi CR G M1 (renoprotective therapies )
HT o Bk T RREARCIIURE (S HSCH R B A A 2
125~130/75~80 ZKAKAELLT ) ~ (HEATIE 3R /)
FZEFHIHITE ( angiotensin converting enzyme in-
hibitor » ACEI),/ &3k /152 M Z a5 U] (an-
giotensin-II receptor antagonist * ARB ) ~ FEJRIH
RS P2 RS OB b ifn (21 3% HbA1C B mT REFE
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K12 6.5% ) LUBGHE R EE HERE 2 5% - (IR
I ZEY) A P2 il = I i B AR 5 - thm]
Rese — M EERE )T o LHRIMREY + -
statins - HMG CoA & iz Fig i {7 -- BRI 4 i 8
BHNEREEY) - E nl HIHIF AR A e E A A Rk
AR 2 1 5585 i A T Mg [ e <2 2 B
H ~ B Il 72 B A 2 1 B T B 533k
Pt LA AT o B 1 F R [T e G 5% i 2 1 B T
BOR > ATFETRIR T & R RN R LS A AR
ZEEEHES " o BbAt o statins L EA % FERE AR
LIS 2B » BdE © P RIER » BUDRER IR
Tl o YD IR P R T e 1 28 2E A 1 BRSOt
IR -

PRINASEEY) ( statins ) BIEEHRAVSE/EE

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+
O FE MRS 8 RV HHER AT ATEI O A8
TR BAR " o {EHE statins FHEEVIR IR IR »
HRE E R A SR O A R & R AR
R BOH NEEREWRGERE - FIH
A 1R U — R LA Statins S A 5 B I 0 o
PRI EPESHT ( meta-analysis ) » WCERIE 1974 T
2005 F 4t 15 FRERC A RIBEHEE RS2 - $t 1384
(A UNEREL= 2SR N (ERENENE P & E SN
AR AERRI - HE —RAEEE o Hr 3 REiki
BIREH (<30 mg/day ) FIRA » 6 R/ NE
H /IR ( microalbuminuira * 30-299 mg/day ) & & °
76 kIR HIR( clinical albuminuria » =
300 mg/day ) A 3 FF{# FY statins 4371 5 sim-
vastatin ( 5 ) ~ pravastatin ( 4% ) ~ fluvastatin
(2% ) ~ cerivastatin (2% ) ~ lovastatin ( 1 f& )
atorvastatin ( 1 & ) o (@520 N EUE 36
A (18-864 N ) » TR 50 6% » “FEEHE 6 I
H (3-461EH ) » 77 [FIR {6 H ACEVARB ° 7
AR > {88 statins HY 95 AT IR (BB 235 P iR 22 1
MEEESE R 26% ( 10-51% ) » 53 ATE FREERAE (F
R FAHIR R > 58 statins PR ER BRI
W97 ( weighted mean difference ) [

Bk #85

2% > /IR I PRAHREAK 48 % » R £ F1 PRAHE
K47% » DL A5 SRR H statins V(I dm % 4)
Hrumsml ) alkRE AR - CHAECR A K S
HPRIRA S 5 a] DIE H B R EECR " - AT
meta-analysis FTAH A 3 AT IO 92 A H BRI > BE
KEC NBOED (15 FKam LA 7R RHE A
HAE30 NLLT ) ~ JBHER A EET (A 9 Rbf5ei
EIFE/SE A LUT ) ~ [FIFRF 50 ACEV/ARB (B PR L
CRIRERERIR & FIHVEEY) ) 5 > i LABEIR T meta-
analysis I 925 2K H statins IKf 8 H IR & »
(BRI Eut B > Fr LA ES 2 N s amad
7€ statins Al UG R HIR  EE S HIRE A KM
i geEt ¥t statins £ 18 1 B W A B & PRI
TER > AR S E t—RRE - T Sl N Bz
Bl ~ AR BRI ~ SR LR S 0FEEY) ~
B T S RO RE R R - S e H AR
( LLEWFFE L E (# H statins FEEL S TIHE G
Hig DU S AR O A 269 » B PRI R ELT ) »
A RES AR B IE [A] 2558 (i o

S statins W EVZ 0 » 3 AF SR W A e
R R statins 2278 5870 AR A & HIRAVIR
R mEAERERART | @RS RS R IR LA
Ei o RECEF A E8E (140 rosuvastain ~
simvastatin ~ atorvastatin &K 40 Z e L L ) 0 Al
R AR E S o AR ITE LRI E HE ]
g IE/ VEARIREH'E (3KEH ) B - fll
L B WA A 155 2 M AN B A R A 2 1
( B&EH ) WEE - (BR2ETHEREER AR
ffEE

BEIMASEEY) ( statins ) ¥IIS14 B fgim
BBIEENEE

A RE AT 5 — (AR RE - FRAMTE S T
TP 97 FEURE 77 statins IF > B EEA 25 £ statins {6
FHRZEE TSR s vs B JEE80H 2 ANn]RE S
PIEEEE » WEKEEAI/E ] statins IFf » HEY—7%E
18352 s e v s [ P i LA R P A o 1 5 R R )
BT - RS @A T R R 2 KA 5T
o ERIE R B DhREAS 2 B HERRTESL - AT LL
HE Statins HEBRER WA S L B4 Em
AR FE B Heips R — A% » m] LU R O L
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TSR S JE L 2 2 Tl VA TG @ 2 statins BF5E
HR1S 2% o Tonelli % A 734 Pravastatin Pooling
Project 1 — R 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 {EfE A » HrEHE 4491 i
o IS T R ( B ARERGEIEZR ¢ 30-59.99
mL/min/1.73m" ) J% 12,333 (i 55 014 e i
(B HREREIEZR © 60-89.99 mL/min/1.73m’) FIH A >
LLH pravastatin BR2CRIFAE 18 1 B B & - %t
O WUEEZE ~ B0k B IR SO0 O & S8 1 1 2
% o fi5 T pravastatin 7E 5 12 {18 H IR TR
BN EANEERE 479 + 24.1 mg/dL > BE =
Hiilg 17.3 £ 56.3 mg/dL KTt @2 R HE
& 2.3 + 6.0 mgdL s AIERAGFREELETE
BETHREREE —HA ~ 55 = HAS ML WA B - 8
) pravastatin A] AR O I 5 9 FHIBRAY FEPR 25
FLTAR"™ o WRIEIE = SHARINFSERE RE K » RE
A LUEE statins FA7E 25 —HAFNSS = 18 M4 B ks
i R o ok (EC B T B AR o I 8 R S AH B
WY ZS BE 2R HUROR » BRITE B DhRE IR H 9
Y E—BA s ARiE =IHF TSR -
HEh A ) statins ¥ DHRE S A=A B (CEBPYIAT
T HMEVEE bR ) HEETE G th—K > B
SR A BT BRI A FEA RESAT ©

B o T 1 P T M o R R T statins
B 1% 5O M A IR LU MR R I B B D Re
{UETRA R - 18R s - st 6 BB AR
FEHSMUAEAETT > 28 SR RE AR L A F A R B
HE IR E DIRETER » A LIG S e 52
AT RE AT LARAR B PhREREAL " © Fried ¢ A4E 2001
TR — R L statins FH7E 18 B s i R ik
AR BRI FEIER 13 TR RTHE TR 9T
3 Mk I SEAD (50 FH S 5 DO e FEA LA & ET IR
ZRUR - BT R AR 0 R 22 v R 5 M -8
B o KRR A statins (U9R R > (B HEHARM
BIREE R M AR » HERRBRENEES
S EE S IRAH 2912 0.156 ml/min/month™ © & 1[d
iserugaRiRea 12 e N BE 40 ALLT » 8
R B HEARIAE— 5 LIA - 1 B GFR S #hig & th

R/ o Bt ARG 75 25 T L P At o

H—RHSandhu F AR 2006 FEERLL
statins 1458 B 0 3 FER (A 38 B P 0T LB A
1969 fFE-E] 2005 -3t 27 f& LA B B RV RE % &
e - 39,704 i E > HrbF 21 Kam 3CHEa
SUERE I B ZR T R - 20 FRam )AL Ek
PREE A TREREEE » (A28 27 W SCH A S IE 0T
FCstatins B DIRERTRZ B o PHTHS SRR 3
(o FUIR— 7 statins > fEGa A TENEIRIFE % ~ &
LR 5 i B R R B R U R - R ER i
AEREAMETERI TR - BHAR—RIES
27 FRam SO R i » Kbt 7 R
UL - (HEER 20 i@/ MUIFgE - HHASE
TRHERCED 57 Fo G i 2 v RS i RR T ( 7P
EEREREVEZS © 50-99 mL/min > LAk AR
B =S TR R ) o 92 R R B B R
& o BB SIS A A LI IR L
FEWFIRE L B DIRER AT TES Ll gE 22 2
RESATEE - T H KGR BRI (157
A SCHLEHEE—ELLT ) o Q1R EEHER statins {50
B RE L8 > — 8 T 22 \BZR e
SRS BHEREH ~ A 0f8EY) ( LHJE ACEI/ARB )
MIEEE L ~ BIEH 2 B E MR EE - T
UiRe Z BALE R EE e HAE > MIERE DT »
A HES AR B IF 3T statins BB Bbim ek 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 AR BfEE [l Y 5 - i ) 1 AR B
& AN FE HY e 5L BE A S0k D O L P 97 S5 B S8
T ? HRABEERRERAIASE ( cross-sectional study ) °
SEC WY Ao A ST A AR = 8 H A A
apolipoprotein-B KH#& = apolipoprotein-A/
apolipoprotein-B Hffll » JETCZREd I R & AT
RN\ 2 AH R - thiat AL T & A SRR IEE
77 o Fr LA UG SE B i i 32 3 S EEHETR A
AN ME SRR EkEM - BIEENTRHA
MR FE T AT ELGE ? EHATE L - WA K
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S TE AR E R PRET 8 TH R R AR o PR BE il
T AT B i ) RERRLREEIR FELRE U7 statins IRF > S & 95
CEEAEEYIRIVE (LA G E RIFDIRERE ) - #RI5
Navaneethan Ff7 5§ 21—k REPEER RS20 A 1
3T HAPE &SRS 0 #iR5H atorvastatin
5 simvastatin > A LB TR AR ARG
fit S A7 L i 2 I ME s - HLECEIER ( a0BLe
s~ BFRESR LT ) MmN > A LUK
B A A BB IE & statins (EEHTIREBE Y
L o (HRAEIE A RRRE RS PRI A ERa T
FIALO MBI SIS & R e TP RCR - HAR
[/ NRER PR ST - BIH RIS - ME—RA
BRI statins BERLI R BUIF ST S S Wanner
S NAETEBITHSE 1,255 (752 AT 26 — 1
FEPRIFIA L ( 4D trials @ Die Deutsche Diabetes
Dialyse ) » FEHF 5% H T2 statins RE7 A S FE(ENE
PRI RGE AR R O I R ~ BB IEEL
SEVERS I E ZRIRAIIEBOE M O ZE o ia A E
— GGk ] atorvastatin B K 20 Z 52 » FERFSERH
ey W 18 F P R RE TR AR 2 T 2R M (] 5 ek K
40% > 1 BAEF 5% BAR — ERESWAEFE (AR
e (ERFERI R AR HE 2 A0 SR 88 FH statins A SRR
I FRAE S R D ST UM RE SRS Lo I TR iR
Hfeke k- > MM RE SO B RIRAIIE T »
ARG E T 1 B - #5% atrovastatin £H
(A LR 33.11% 33248 DIMEFEREGET »
HHIAHA 38.67% 384 > BUHE atrovastatin Jil/) |2
FHOME BRI ; N8 o {1 atrovastatin fH 71
FRH 12.76% HFAMIMEFRESILT » MmEH
FHHAUAAE 1%  EEEIFFEE K > LT atrovas-
tatin 500 MU PR BEIE » D@EG5ET% »
AFNEAF A - SCEG hnA E b g ™ > Fr LAR#H
o5 N AE 105 R A8 S8 2892 A I 8 72 Il (Al
atrovastatin #H 48% * AKRARHAH 50% ) » A ARAN[F] R
ARHEAR AT LUK 3k 1 A8 52998 UK. 1 T e R S
TEIETER o B FpEZ 2 B MR EE - &
P 380 25 57 M 9o R B A 0t am R R BB 2 B8
C A SZHY "statins VA% AT ARG B TH R
B BEIRIRHERE(AMES: ( A statins 161
AE/O M P A B R ) > HRRCAOERE— (A
FRRIAEEAE - BLBUE statins :BFRIREAI BEY)th

Bk #85

e WS T i R PR B AR B )7 (E r 4E )
IRF ()85 7 SRR R % » I H BBt A RS o

o — AR H P LIE i B Fs it e LR Ry
7& CHORUS ( Cerivastatin in Heart Outcomes in
Renal Disease : Understanding Survival ) iff5¢ » Hi
Keane % A\ H 2001 FF#4f Cerivastatin /£ EHTHH
NHP LB GRIREES » AR AT > 54 LT
SRR A RBESC 2R A S A ERFZE ™
A+ S H HARP ( Heart and Renal Protection ) fiff
52 BT simvastatin 7F — #0184 B Bl R E (3BT
AR A ~ BRI ~ BTN ) B2 e VeI
B e AERGE—FHREE > simvastatin F EZEHY
Vet (AR ~ (e T M T ~ =R T
fg - BIEmEERRE B IEEER A 2RAER
s > mEIVER 7R AN o EREM
fiti e > JCHSETTAS ~ S 73 1 F R LA ST
WAEEITH » ALEERT o

A W RAEETT R R AL 982 SHARP
( Study of Heart and Renal Protection ) * 1 3,000 %
(LZENTIR B 6,000 % (17 B & R e H AR E
MRS A > WFE simavastatin &5 fF 8T — AR
FEEY) ezetimibe $1 O IMEPIRIVHR " 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 MARER R HRL » LR HER
SEUZS ho L IMVE RIA » THRT(E 2008 ] LUE R
fFFe™ o bR T RDEC S5 LY 4D fFFELASE - $
M2/ 02 /HEFF HARP ~ SHARP R AURORA
WG R 1% » A REE statins & & HEA BOMRE{KENT
TRERDIME L TR e

5 bR B BRI I R 2 B A E B DR B
( JCEE B BRI ) s L o T R e DA
BN R I E AL IE 2 LB RE R A
2 I T L I [ P T s [ e S92 TR € g
73 0 T MG AR ERE - BlaTeT L2
AR % e Mg i e 5 A TR T B B ST - o
S MEE " ( total cholesterol/HDL ) FELfHE & 75
K% 5.0 » BUERG EMHGECETE S LIRS IR
SRR TE Jiki R 15 77 28R 77 statins » 2 EA RIS
ffFFeHE o LRSS B E RS & - 2
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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 s AR o

MAsaBEHIRIE R

TR M AR 25 W EEY) E | statins_F1i1.21% » /&
AEFE] TR 7 R RAR S R i & S U
TSR LARE 2 PR D O I fabs > T
AR MG ST Pt/ v 72 P55 i A T S L] e i ] GE B e TH
W I mAE T R et F kA E B E &
TR MEE R > FE OB R s b oy ELB K »
At LAvas 2 BE S [T 7 R R R O IR 1 5
LAY v o FEE i A 1 DB 1§22 5 ] /A st B Lo
Egkatere 2 A —fE R 1990 FABHLAITTERY 4
Yy » B24 7% torcetrapib © FE % CETP ( cholesteryl-
ester transfer protein ) #IHIFH] > MIMAEAH CETP
T b E & L NE & FIEE R _-HY cholesteryl ester
e HAMAE & H B 2L CETP IIHI#I 0T LI
A ERRE FNEREIRE ™ o Pfizer 20 F)Z R ator-
vastatin (£ T DERERE (K% 50 & AR
) > RREMENN Ty 1 WEREEE (&% e & I
B ) o B IbEEA T R IRF e AR AR % FEE i B 1 M [ P e
Y80 v 28 R i 2 L T R B R PR A 9% > i
BEEN 3 R E b - SRS st
15,000 45 FEGET T HT 8 torcetrapib IR E S » P
i BB 5 atorvastatin S torcetrapib * 575
PEE BR R FH atorvastatin 5 f5 SRAENTFEA FEE
—HEEGE > IRH S EME 82 A
T o 1 A AR atorvastatin BYEfH I 51 AL
o RIPLRFZEETEITE 2006 IR IE © £E3355 3 B
ERIIEG IR 9T 3837 > {8 F atorvastatin JIII_I- torce-
trapib FJ FEBSCHAIRR 1= 7> B & 56 FH] atorvastatin HY
T8 o BfESR atorvastatin fll]_I torcetrapib FIVGEE 5
{8 5% e IR IR AN R AR BAER - (AR ATREA torce-
trapib A GHERE T = A RAGR o S (@Rt R
RE A [R] PRI 52 Bl A e [ IR o ARG {EC 225 55 Al 2 T e (]
Pt B Mg 0 s & B R B N L A gw 0 (HER
torcetrapib LI LA CETP #5712 4 L EI1E
> B DUE 5 st — 20 2 i s 52 LA O i
EIRIE TSRO AR KRB > FUZ# CETP #
FLy s S 2 IR SE e T fliam o

b 7 LA EEEVIIBASE 2 9t - B ia i R

HIJf% 2003 F-Fr 8 3 PCSK9( Proprotein conver-
tase subtilisin/kexin type 9 ) LRI FHRHZE8 ™ o iR
b E AR ENE H B8 R = M [ B E( autosomal
dominant hypercholesterolemia ) E G 1R 58 E (F 14
HERR B H ROl - H g AnEyn i
DN 2 2 (% B A B2 T IELSIRS 52 &% ~ apolipopro-
tein-B BRI HIA# S o PCSKO FEAIN A2, —%f
Qg (1p32) Lo EREYRENARC-1
( neural apoptosis regulated convertase ) * {EF g4
SEARIRAE » (HORME & 50 B i 2 1 s [ e
et - ST s B B N i B 59 2 2
FERE » IR (R i P M [ P 2 2 A 2Rl B 5
i 5 VR P R P i 2 I DS [T e > E AT AR
B B2 g 2 LA S > B DAPCSK9 K285
s & RSB I T A B DB IEIRS B 5
PCSKO FE[K| 7288 1% 58 4= ThEEHT I ( gain-of-func-
tion) TEF » {4 EEAE & FI BRI 52 gk b - i
(R BE e & I NEEAS S R e s SOBARER » 45
PCSKO HE[K 7 1% %5 £ THEFESE ( loss-of - func-
tion) TEF » (I EE i 8 1 AT 52 s ik & A R ik
DIEERITE N A B > B DA -P s B g B
M [ B e A S PR T R A = H 2003 2K PE#g i 2
TH 5% [ el 7 5 A 949 SR T i 491 s AL 5l A7 e )
G 0 BT B A YIRENT s ZE B A R IR B HE (R
G 8 IR 52 s AR D - AR AR &
ME R ERAR v - i B W R R IR 2 H IR % 3 ik
DIMEFRRIC TR E s K2 #ETREIE A%
A SRR R BRE BIEE & B BRI R 1 T
i o AR R & B AR (K » KK
fi D A DI IR L TR ZEG » LL &R AT
LDORNEREH » & (¥ # Bl p B DIREAR FTRERE T
—{E AT DU LU (R AR & ARV e AR o
=t

T i B8 HL s L AE e G S B A A T
2375 [RIRF IR/ I R Y e e Bl » s
FIRSE AP ENTIR L CE D H 70 2P+ LA
oo SR AR o statins FRIG RG22 5 ~ THEI
FREEEBINRAEL. ~ /O 8 AHRH R < B 2 E4EY) -
117 DKL s B ki R8BS S DF IR B8 > P DAt R
Ji /7 statins © statins 7 B eps s R 22 2 1K
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BT AR A B s s R DA RE A= 2 > T ELfsE
% S rh R R D RE L B A — Rk AT LA
DIME BRI FER LT » ANt statins Y {8 A %
YRS 2 bR G SRR B S E T - i B E
statins fFIMARRHIRIL REAEAR B IR EAL - HEH
PRI RSP AR SRV NS SRS &)
statins 75 55 5 19 1 5 Wi R A 22 5 R e
G o AT A A FE R T RE S B B S E KT
TG PERG R TEAS S - nIHE & 7R 15 statins 25 HE
RoR ALK F AR P S Wi 2 R F 2 B AT R 2L
BRI « NG RIEETeT » B
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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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