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min complex )

NE i B PR BB e fs & TE AR E S 7E 5 b
BRI % o G B/ NVE YR R o T | 5 B
protein kinase C fH RBaM IS (L ALKEHE AL » 730
chemoattractant - 5| 5% EEAT AT E » 428
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NN R
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HE o AR — B e IR - & =R PR
R RE B e i ) sEE(E** - MDRD
( Modification of Diet in Renal Disease) 5 HIl
feh KM HD L B BiTh REAEAL FERE 2 -
Samuelsson et al 3R E & = H miE Y apoB i
BEAARERE W R B AL FEE - HE2
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P 522 ' B B Th eE s Ly MR o

Tk i M IE R W REAV TR 0 5t
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HDL fE/\i> 40 mg/dL B #4hE & B {Eks LAIHDL {E
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P R R A A AL MR TRAE TS A B LA
K/DOQI 12003 &L Ay REfE » SEIE H-
MG-CoA & [ 3 HIHIH - 23R 518 1 B Ik s R
P mAE IR -

BYIRE
HMG-CoA & iR 1) ]
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— ~ —RFFIE 0.5% £ 2.0% & H HH2)
REFREL FTHAVIE I - 1814 B AU J C AU 289
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ool R R RENBEHEE R
(' macrolide ) ~ YU ZEY) (azole ) ~ #5fE + FHEN
B ~ 176 SREISHDEIE ( SSRI ) Keai% vt o (6
IRE (s ] o] B et 2 AR RIAE RO M & g » L ER
(i #2088 3% B Tacrolimus it B g 72 it g B
HMG-CoA & i B I il A 0 22 DI E — 5 2
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W PR B 1 ( Bile acid sequestrant )

£ 18 HM G-CoA i3 5 4010 71 i S5 SR A
HR BRI > WESPRERNRZ Bt R R ] 480 AR 265 Al e m s
Vg #E o (Himh =@ HmEasnmE (2
400mg/dL ) ANETLABE o —f s » BESE (s FHIE
Pt WRCBfor 781 B 5 T HM G-CoA 3= i #Ts1I {sk FH »
P ME 2 A TR .
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FRIRIE & HM G-CoA 32 [ EF ) I 1A sk
AR > B RE BRI AR SEP 0384 o (HER |
WAL - SinkE - - FRIER - B R
I~ B RGP (B IE E AN T A o
o] LAVE£5 IR e = 1 EHah RS 111~ B fokf PR ke WAzt 751
R > RATFIY R (IR ™ o

H¥FHERM P53 (Fibrate)

F iR s I H IRy B R EEY) BRI
=S =M H whlig v apoB g &6 (413Fm % i
HE-MEERE ) - thE SRR o (HIR By A
B e i i HMG-CoA = [ B9 1 k78] 0 s
Y& AL A s B o 0 —ARIR D BEHMG-CoA 2
JE B INEIRIE HEE ) © Gemfibrozil £518 1475 i
I e F EURR FE PR RESE 0 1503 -

FS o

i HEE )

BT R AN i T %5 &7 Sevelamer hydrochlo-
ride » IR/ BWRE S b 7] LB DR
B ERE AR NS o AR HE) 5% >
{EL W7 5% T S R sy i ey R iR 0™ o
R’

B AT 3H B~ R B M A4 an AU BB o g
( Therapedtic lifestylechanges » TLC) - L T
AR EAVEREE - TEE - AR ROOF RO EE 2 -
=p{=Lid

5 K/DOQI 2003 18 14: B lighfin F 2 2 I
NE G2 iR ERE R - JRIEAVE AR ] 3 A5 Y R0
(RE—)

— > A REEDRE - 22 MIm =

|= 8 # 3% 5 = 500mg/dL ?|

P

=

=R H AR <S00mg/dL
FTLC" B B 45 #8148 A5 % skt i 8

=

ME 35 B A5 & & = 100 mg/dL ?

P

B H 4 B5 = 200mg/dL & 3k

8. A =100-129 me/dL) [ 462 B A & & = 130mg/dL

% K A%k & -15 B 8% = 130mg/d1|

i

s

A\ 4

v

pio prs

v
“TLC” + Statin|

l l

[“TLC” + Statin

&% B s & & = 100mg/dl) (&% B A & & = 130mg/dL]

v

15 4 6 4

A

= &

=] ~
= pisa &

v v
FTLC” + Statin o ABE S & 1t |

A4 A A4

A
54 “TLC” + Statin 4% & ¥ &% & A5 & & <100mg/dL]

4
54 “TLC” + Statin % 4 ¥ Jk & % B A5 & & -M Bl 81<130mg/dL]

B : K/DOQI E&H BT BRFTMEINEF o RER



18 PR R B8 h g AF R W 201

JIE =500 mg/dL - ZE$E SR = H e AR
st 1fr 7 = P H o g B2 500 mg/dL LA K »

T~ RO I HMER S B R B 1 = 100 mg/dL -
EBARR B IR EEYRG R o i R R
2100 mg/dL LL I - AHMEE EHEE A = 130
mg/dL » WEEDHE S HMG-CoA & &R I3
TRHEE ©

= ~ A I AR B R SR = 100 mg/dL >
{H Z2fid 1 = H ihiig= 200 mg/dL - H “JE &
wREAEE H-MEERET =130 mg/dL - ZEEES
HEE A CIEEEEREE - BERE T RS
130 mg/dL LL | e

MY~ 215 B BRE % B s R IR R IR
A] o {H 2 B R R E AR 912 5 30 mg/dL (B
R & H =130 mg/dL A RmGE - HEE=
130 mg/dL - LAMAREHE) ©

K/DOQI 2003 if #4E HIl iz P A Fo il g ks

s BRLEAEZE NG ~ AT MIGGE AT RTECR S I
WRENT < HEITERIM o th 23R ¥H B ima
FAREE B R RIS o Sl R B R B
LRy 2 2 3 W A RETIAE I iR 7 5 Z1%
D—FWE R o
R I RILGEZEYRGHE (B R ARG
RRe " ) B » HR0 A K &R miE &
Yy o S IR R AR R o AR SR EAEE >
AT SR R 1 NEEE Y - Q0 RS VR BT 7 5 o
e o B =M H mIEnY R - BFF R N 28 i
OEEE o (HIERW MRS AT o BRAHE TS
% e 8 -BEEIRE T - LIHMG-CoA i JR B 1141
P B i3 E 1 - (HUFR BT RE( FTHMG-CoA
R BN . BRI BURR AR RS th 2 T
1T E9R (R R -

SN A B 2 000 HN R Y B R R
K/DOQI 2003 4 #21E HIl 3 11 A Sk FRay aij 42

N mT LA AT s R IRIES S 2 B PR g
IRl 25

— ~ LA /inazathioprine 2t MMF ( mycophe-
nolate mofetil ) HYEIE - JD EIE BLOVE & o

— ~ L Tacrolimus B {58 70 85 3%

= ~ LK fazathioprine 8t MMF AU EIE » I8

VIR BRI & -

el

7

ER

o

i 2 o

VY ~ DAEAR p) ezl il » B Sirolimus ©

SXEE YA ESEE

TFEE 2B RBENL T =F_HE1TH
HAE > 1 A Btz <2 BRI IR B N REEATT I PR 295
B 254 A o ERERIMAR DA EEIARDL » REESRA
FEg b - (E I Iae - 7254 (R B -
87 N7 MBI - 167 A2 I ENTIG
o 55 VR E BHIISR— PR B2l ARG
FET R BR T R MBI AE MG R st
HH 2 St 8 10003 ST I R AR B o 17 % TR If B 5 M
(P<0.05) o Rz ZIMBGEN IR R » Al
FEMERIA » Lie% eSO R (95.38%) »
HR RS = B H MR =5 (63.07%) » (R FEAE & Mk
= 5T 9.23% o {REESZ M ENT IR #E195 B
e U EEEEEHRENEERS - &
63.46% - 50.3% H —f% HihlEk 5 - HE 15.6%
(RS RESEATT s R AR 25 P i B 1 o a5

fie 72 I A 52 & i 52 52 Bl A 49 2
PIREEE » TR =2 % - B2 IEEET
fpiee o B =1 H bl ot 0 SRR ARl B 5L
OB R (HHE R MREM R IR
(P>0.05) o TFEZZIR BRI ALIR & - B2 5YRG
#t ( HMG-CoA 2 JFES I 17 2 H U EFAA R f4E )
% - BEAR G MG IR EA MBS - HERT
22 2 R R RS 28 R ny IEIECE AT - il =
B TAE R A R R A R B AT ER iy = At
(P=0.046) » EAh4I1LL HMG-CoA i |5 H &I 1A
&=— EEREAEH

M BT IR FEIE BT iR
N 87 167
T 60.08 (17~82) 51.4 (16~85)
Az LA 1.4:1 15:1
> 65 % 42.5% 17.3%
HE PR L AT 21.4% 7.7%
I FA(mg/dL) 174.2 + 40.81 207.1 + 44.69
ZEsH G (mg/dL)  150.6 + 1135 166.2 + 112.14
HDL (mg/dL) 34.8+9.06 39.3+8.75
LDL(mg/dL) 80.3+ 26.16 97.3+30.17
Non-HDL cholesterol ~ 139.3 + 38.9 168.1+ 42.6
(mg/dL)
* 804 L mean+ SD #
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Recent Advance in the Treatment of Dyslipidemia

In Chronic Kidney Disease Patients

Hung-Yuan Chen, and Tun-Jun Tsai

Renal Division, Department of Internal Medicine, National Taiwan University Hospital

Dyslipidemia is a common problem in chronic kidney disease (CKD) patients. According to the definitions
of dyslipidmia published in ATP Il (Adult Treatment Panel Ill') , there are more than two-third CKD patients have
this problem. The characteristics of dyslipidemia in CKD patients are low serum HDL and elevated serum trigly-
ceride, VLDL and small dense LDL which are different from those in general population. The dyslipidemia may
be induced by increased hepatic synthesis of VLDL lipoprotein, decreased HDL synthesis and the abnormality
in lipoprotein metabolism caused by altered enzymatic activity. Dyslipidemia in CKD patients has been known to
be a major risk factor of their cardiovascular disease, and may contribute to progressive renal dysfunction.
Consequently, the K/DOQI proposed a therapeutic guideline for dyslipidemia in CKD patients and recommend-
ed the HMG-CoA reductase inhibitor as the drug of choice for them. We also presented a retrospective cohort of
dialysis patients with dyslipidemia during 9 months period (from February 2004 to October 2004) in NTUH and
gave some clinical examples for trouble-shooting and sharing experience. ( J Intern Med Taiwan 2006; 17: 195-

203)



