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18 4 B IE 9% 9% (chronic kidney disease, CKD) & 3 Jig 1L #hif
ZEAUARX T AR A % . BRI E ALY T CKD B .0
14 ¥ 95 (cardiorascula disease, CVD) Sy kK 4 &k B H A &
TR . ARTT 225 % T CKD 3% 190 8 R 1 I AE T
W, CKD 35 W & B E 2 AR F K . 7R pa A3 A0 P 40 0 2 fig 35
Bl HH AR TR AR EEL IR AU AL E CKD B3 19 48 4 Al
S L OR A Al TT 2 25 1 B B R s B R 1 2 3UE
XTI A CVD & g SF A FISE T2 0] Re A W TEME T .
A3k CKD #0345 Je RS R AL I 48 s L ST R M TE X 2B A
e eb 0 RO 5T 3 R AT R
1 CKD Z2HEBERSEZIANFS MEMIERENX

CKD 84 th T8 DhRe T B N PRI 3R AL L 9 20 W 5 LR
PR S5 D TR G A 35 L AR X T 38 i AR B & A AR
PRy I3 e B ) B L R R LA 2 R AR R L 5 B
B AR BB A, DR R B . [R) B 3 i 25 L 3 3% B A 40 A K S
b BEE T RE S B AR L L TR B A D 9 N [ A
AR IR AR A 25 L A0 R B AR & A A A
TEAREA Ko 2 R CKD S35 b =l (TGO LK R &
TG A %5 BE g 25 11 (VLDL) #1 v 45 %5 B g 22 11 (IDL) ¥k B
Thms o B RG  E CHDL) W BT B IR B (TO) LS &
TC WK% B2 AR 2 1 (LDL) 3 B 78 1E 90 L 2 2w R
AN AE BB 3 48 R 4 5 I 5 % (ESRD) i % R B TH &, 18
CKD 5 A Rt & [ R, il 3 TG, TC 1 LDL, VLDL,
IDL Jt7 , HDL 2 & FEAIG
1.1 TG.VLDL il IDL ffRi 26  CKD & & fg Ul &l
B — KA it TG LA JCE & TG ) VLDL Fil IDL ¥ BE F+ 75
G X — A i 5 AR S A n A gy i AR TR
e o, (1DCKD B3 8 A I 5 2 H 0 dk 2 1k R 5% i
YT RE TUHE . 5 BUHE AR W5 il A JH- 41 20 23 08 9 A 2 11 AR Dy it CLip-
oprotein lipase, LPL) ik F i, TG #l VLDL ¥ %53 FH .
DA i 3 o TG A VLDL W B2 TH w5 . (2) I i 4 43 F0 5 445 AL
Wiy VLDL Z i H %35 T 4, VLDL 3Z ki 2>, VLDL ¥ Bk
BEf, BN VIDL W Th . (3 FFHEAR % I8 2 1 2 1k
52 [ (LDL receptor-related protein, LRP) F ik T i, 53
IDL 3 BRBEAFE . (4D JHFJIE AR V5 6 2 BB Bk BG . fff HDL iy TG
I, TC & &7 T B, 5 3 HDL 1 IDL ¥ k3% £, 7] i
IDL 1/ TG 843 /K fif B B, BELER 17 IDL ] LDL #% 4k, 51 2 i
% IDL Jhi .
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CKD #BHF M¥Kh TG Fh e AU B T 8 H AN bk ix st
il A 2 A P I S L T ELTE — AR B e TR R AR
G A R HE AR X S iR A e CKD W 45 5 kA E Ak
J I FIUME 6 A0 B 5 0 R BB 1 48 E A0 8 AL BT eI AT
1.2 TC I LDL ffQBf 3L 3-)% H-3-H 2 & Bl A A
i JE i (HMG-CoA reductase) il 7o-F2 AL 43 3] /& TC & At
R 3 i AR A e R b Y BRI AE LDL 32 {58 it A+ TC
FBREC Y TC AR5 . 78 CKD K BUBE T 1 34 W 4 i
Hl LDL 52 {7 1) 55 K 32 3% 5 % B8 4 AH Hiﬂjiiﬁﬂﬁéé#@_ 5 Il
PRt CKD 8 4 1fiL 3¢ TC. LDL ¥ ¥ 58 5 1E % 3% — B R A4
EAEEA K& 8 R, HMG-CoA i& JFUG 2 358 i, LDL 3%
ARG BE L TC & B3 . S0 A, i3 TC K& &% TC Y
LDL #e B FH " o Beli A BF 58 & B 3B 4T A 3 19 1L 3% TC 7P
HEBEWH TR Z A AFAE AR B3 TC o BB,
HIE TR . R R AHOE KR R T AR S ESRD &K 1 #E IR
NLFIE A RA K. HA R CRuE A (CRP) LA FIAK H &
I A9 ESRD g & £ TC M . Liu 25 BF 58 & B
TEA W] 48 AE S FIE RN B ESRD 835 b 3% in i 3¢ TC
TR T IR HPE T A TR PR A 3 A ) IUAE RIS FE A B 58
SERY ESRD S b, Ho 3¢ TC Wk 5L - R R IEMKE, W
I, ESRD S35 ik TC i iE & 5 A0 H B A W] R AR R 25 A
BRAR, 5&%m NHEAR R, X 2K & WAL TC F1 LDL i %E
TR T 4 F 5 ™ g AR R IR .
1.3 HDL R AL HDL ¥ B T BE7E CKD & 13y 7] L
F|, Ik HDL i iE — & LIk A #A R 2 51k CVD k1 — 4
WEE K. BRI HDL ik B2 0T 4F - 16 R E 7 g
RBEALY — D FZ B, EWOFR BR S8 CKD & &
CVD KU ) 25 K 9f A 2 HDL ¥ B F [, T2 HDL B
R 5 CEI ik = A [ 956 9 HIDLS Ja) & 5 BEL 1] B2 6 59 HDL2 #%
FLBE 3D HDL o JJH [ B lg & & F e, TG & & b, 530 HDL
A5 14 S T I [ T 7 52 3 i LA B T 4 RE R AR AL I I T E
B o Bk RO B AL AT REA LT LA - (1D CKD B #
FH T 0N B8 AH [ 1 5% 3 4% B2 W% (lecithin cholesterol acyltrans-
ferase, LCAT) Iy 3k JH 2% 35 °F 98 #1 H 38 4 F B B0 HDL 35 B
22 TSR AR, (2) A i s I S R K % HDL
TG BT, B D Re 52 515 BOZBE Y D BE B BE . i HDL iy
TG &7, TC S &R, (3) I [E B g #% 32 2 3 (choles-
terol ester transfer protein, CETP) 4% HDL 1§ TC 54y %%
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b TG B4y . 18t B ThiE A 4 (CRE) % CETP ik 15k
[FAE AT 512 HDL ff) TG & &, TC & i T B, HDL i
6, 30N HDL ¥ B F ", (4)apoA-T Fl apoA-TI
3 AES LCAT FUST NG I B8 19 3800 770, 76 CRF I JH R P 4
KT, S 3 LCAT 0K IE Jg 17 B & M T B, AT 4F i 3¢
HDL ¥R T B2 g f% . B, CKD 3 3% 1 % HDL ¥R &
TR LR T AR R . (5 A A N S A R4 AL I OHR 25
IR T 5 B0 I KT 1 g A ER AL
1.4 EWHMERREFE  CKD &M IEMA R AN
F2 A AR AR P I 0 B R A R A3 1 L A K OT 9 AR AR
W2 A= ZE AL . B W A A T RS AS A IR LUK 4 TR
X R E WA M TC R B B Akt TC (3 B B 1
B, HAL I A2 AR A S0 0 A0 N 1k R . CKD
KB AR D PR 200 IR A TR 2 A Gk b A xR i
BT A R LR L 9 UK 40 M B S A S Ok T g
BT R k. B3 5o R TC M Pyt 3 i 3 1t 5, I A% a2
MW TC Z k. HDL 4309 S [a] i[5 B 4 13 08 A )5 4128
s 20 e ol 38 1) TC % 3 3 il 3% o s 9 I 52 26 3 JFF E AR
s o J5 T IRV A G HE o R S L X dE R R Y EL W 2
FRAa A M SR T A TR, CKD 8 4% i F HDL g
R T (6 H A T 0 B ) I [ B 52 S . R EUE AN i TC 7
o7 32 F T AR UK 200 i o B AR 1 Bl Dk ok A A AL
2 #5TZEME CKD BEPHEAHR
AHXF ¥ 5m AR, CKD % Ot 2 ESRD & #%) i T g
AR ZE L « e I 20 5 A 2 S N L ARk L B AR R
BOEMARSERZ, BARER CVD KRBT, feftigz=
LA T CKD 3% CVD M L E R R A TBEMEMN. MiT
25y [F) i B A PR SR RS 4080 T I I 1 T 28 A N 41k
AR o 125 25 0 5k 0 1) AR A A T o R v i R
(HMG-CoA reductase) {97 P, 3 2> kG % TC, -3 i i ik
LDL 57 {& (4 3 i, i Pe LDL # 45 f 4Q 35, % 1 3% TC #n
LDL, I B A &k 09 T+ 5 i 2% HDL ¥ B 3 /20 5 3508 ik e+ h
7 B g 8 11 K - (4 - VLDL, ILDL,ox-LDL) .ty Tl {72424
Wi 200 A R IR AR R 7E CKD 8 25 18 B 16 97 J7 i
RIEZWEY . WIT RGP R oS FEEPELRS
BRI B CVD K S S RBE T % |,
2.1 fEdE#ENT CKD B b st R fEdR BT 19 CKD &
Hrp AT 2 2R R 2 0F s AR ZE AL s> CVD KU
FBET- R, WAL AM T W H iR % (Pravastatin Pooling Project,
PPP) L) 4 491 4 CKD3 ##i1 12 333 44 CKD2 #19 2 & N 5T
X5 K FLBE ALY B0 0% AR TT 20 mg/d IR . 25
T2 CVD 28 g 2 A Skt IR A W B R R (23%0RR)
HETFMTHYETHREEFEBEEPH T KEAL 5%
RROV | A 2 358 oF %t 30 B #5138 97 W 98 (treating to new tar-
gets, TN E4E (19 43 BT ¥F f B HE £% At 7T %) B AIK CKD 3~ 4 #
BE CVD KU RIAE ] . I3 4% 10 000 4 B A 5 IR 3l ik ok
AR Ak S Al 5 55 199 58 3 B AL 3 TC B B HE AR AT 10 mg/d 41 AN
80 mg/d 41, # 4T 5 AFMBE I M., HP A 3 109 4 BE
CRF<(60 mL/min, %55 CKD ¥ CVD & S 1) & 4 F
B FIE CKD #3% (11. 3% vs 8. 6%) .80 mg/d 4% 10 mg/d
41 CVD 28 g F R 1 AR Wl 8. (320 RR) . H. CKD & &
X FAE CKD 8 #5348 X KU T I 28 56 Jin B &gk (4. 196 vs
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1359,

2.2 1t ESRD BH PO at i CKDS WL HA E &
CVD KUK R M IT 35 25 Wy e sl il A BRI AR & CKD &
H I CVD &S AR T AT 2825 9 16 ESRD & 3% b ji
I PR 58 4B G BR ELOP J& . i AT SCHR B ROAH R R
FEMTT R WAL I AR P AR B A TR
X YT 38 2 ) 18 1% 28 T v Y e R BT BE L 48 R RE AR AL
FIFEIR ESRD 351 CVD & fi 05, H A W fig S5 80U i & 2
PR A o A 50 ILE F R IEAL BT 58 (An Assessment of
Survival and Cardiovascular Events, AURORA) ¥ 2 775 44 IfiL
WeIB At (HD) (8 BEHL 5> Wil 20 B &F A AT 10 mg/d 2R 42 Rt )
o ZRALIT LDL A 4306 10T B« (H H BPE T A A0 1
FHAF A G T 5 B A L JT W] R B T AR T R
PE SR IR AL TR . 8 B PR 99 35 AT R B BT 5T (the Die
Deutsche Diabetes Dialyse Studie, 4D trial) A 1 200 44 ## IR %5
VBT AT S8 35 BIF 58 % 4 o HCBE B 43 TE 3 BT 4G A At 7T 20
mg/d AL R A AT I 4 FER W, SR MITH
O I A 56 BE T2 % T TG BA S R (8 Yo RRO 1 78 B FE 1 2
F R I A AR SR R X BR AL IR B L X s
FEERX Y M TT 225 Y 7E ESRD 2 v i i A48 s 1 BB
RP7E CKDS5 1 i 25 rb 6 Il 7T 28 25 90 K RE A3 &I R AR 0o 1 8
LKRFIET R AT REA SR T A I R5 . R B E T AT 2
WA BRI ] R B LT 1 T R AE

5 LR R S8 B0 45 R AH B 2 L A B IR R TR 98 45 R R
YT 2 25 W REREAR ESRD 4 1 CVD XU FIFET- % . i H 5%
A 2 3 T 98 (The Dialysis Outcomes Practice Patterns
Study,DOPPS) LI 9 800 44 HD & #47 5 WL 5. H
S5 AE W AR T A B T SR R T AR S T R
A 31 2%0RR WY F R FE O 0L F K A 23 % TR

g5 L TR T 225 W e AR B T CKD SR rh i {81 I AT
Ik CVD Z& i F 4 B T HAE ESRD H 35 i i I AF 7E 4+ .
X AT BE 5 At 7T 28 25 W A8 1 M 4 RE R AR AL I PR BE R YR 9T R
S B A 5. Ruan 2850 76 21 g 55 56 o LA T A A E AR
SRR T FERAMIT Ccompactin) X iF 41 il HMG-CoA 3£ J5t /il
T PE NI . 45 RAE SOE R FAFAE % B0 T » compactin X
JI- 2 il HMGCoA i Ji i 4 1) 00 i) 6 1 380 Tk 29Ik A8
TS, Stenvinkel ZE5 B 58 AT H L 7E RAE R4 A K
TR AT K25 Y BT AR T 2 BB . DY A (R 0 42 i
CKD R 114 &8 By F 4 N R 7K 7 %8 ESRD B8 35 1% . £ b
TRZPNRIT R RNt AL .

KT TE CKDS B 5 b b 7T 28 25 W3R 97 W i 10 I DK 52 36
WIE Gz . MEtERXEEEBA S CVD KK ., BT
BRI IR R 5E 3275 At 7T 28 25 W) TR B AR CVD XU FISE T2 4 07 TH
A VG AEAE T R 38 V) 75 22 5 22 1 Y I DR 5 36 4 — 25 W] 4t
112525 7E ESRD & WP G TF1E A .

3 & &

CKD 4 i T GFR T B, W B AL R AR AF N R
A5 R AR 2o A2 rh — Sk SCHR AN 2 (R R B R R A IR
WEAL . HRR A ER AL AL 3R B s 5T AR 2R a2 v R Y
YA (HDL BEAR . TG A1 VDL, IDL &5 /)N %5 BE i 50 M50RE T 5
TC I LDL IE ¥ 5% fm %) . B 28 1180 43 19 00 4% F1 ) 18 Gk F
(CHDL Ja 2 b it A1 5 B 51 57D o 7] Bt 3% 30 76 40 7K F B Y s
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AR L (5 4 s TR A S IR TR Al B 180 o MR AR 3R
FLINE CKD & 1 4848 A A AL B HCIR 25 4 CKD % CVD
FR A R B AR . MBIT 225, it T R T
R Z A REA B D JEE AT CKD & 1 CVD & i g
PERISET: AR (A HAE ESRD B#F h M M AF el BT
FKEHFHAMREK CVD XE, H X Tz B & P T4
AT WA Y PR SC 30 0 H AR = il PR 18 U i 2T 22 0 R I
PRAF 52 54 BH 1 fth 77 25 25 4 76 ESRD 3% rh 1034 97 1 FH L T fig
4485 CKD B B9 R A IR T .
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