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[ ABSTRACT] The prevalence of chronic kidney disease (CKD) is increasing year by year, and cardiovascular disease
(CVD) is the main cause of death. Patients with CKD are often complicated with abnormal lipid metabolism, which is a
significant factor in promoting the occurrence and development of CVD.  However, the relationship between dyslipidemia
in CKD patients and morbidity and mortality of CVD has its particularity, and it is controversial whether various lipid-lower-
ing treatments can effectively improve CVD in patients with CKD.  Therefore, this article reviews the pathophysiological
mechanism and correlation between abnormal lipid metabolism and CKD patients with CVD, which is of exceedingly signifi-

cance to reduce the incidence of CVD and improve the prognosis of CKD.
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1 40% ~50% 2 T CKD 3 1L 5% 0l &k R
21 30% ~60% ', X 4R CKD 35 IMAG = # 5
CVD Z [A1 ] BEA77E 2 VI Bk . SR 1M CKD 84 1M g
SE 5 CVD U 22 (] 9 IR & AR ML v AN B
T REE M RE 25 WI7E CKD U HE 2R 1595 (end
stage renal disease, ESRD) B3 H 190 L& P37 VE FH
WA R, DRI A SOt CKD U LiE =4 5 CVD
1) HH A BRAIL A B DGR — 25 3As

1 BERRKERES CKD &3 CVD

JE 25 A Fh IE T8 | H I =R (triglyceride , TG)
S MR A28 25 11 (apolipoprotein , Apo) 4% & 1M1 A,
Al 43R FLEEGORE ( chylomicrons, CM ) WA %8 iR 2
H (very low density lipoprotein, VLDL) | H1[8] % J& fig
#H 1 (intermediate density lipoprotein, IDL) Ik % &
A& (low density lipoprotein, LDL) il /5 % Jif i #&
1 (high density lipoprotein, HDL) , It7h, 845 —Fh 5
LDL TENR U7 EAHIAINEE 1 (a) [ lipoprotein(a) |
Lp(a)]™
AR 5 2 48 R 28 SO W e 5 i3
oy SRR L LB s (1 AL R R S R S N
ZERANTI AR K A RS CKD SR 3E H A 45 25 0k
AR AR SC B (14 52 0 (e 2 0SS0 1
Tt 45 ) 2 1A B A ) R0 e PR (AN IR R T A) 1Y
WU AE AT G e RS o A SE R SO S
B NI AR A5, AT L B RE B A o, R
CKD LB a0 1 90 MM A S, I Bt o 5 0 119 3
JEMEAL . CKD 1 ~3 J R H H L E IR [ BRI
B g & H AH [E B (low density lipoprotein cholesterol ,
LDLC) ZKF-FF 5 i CKD 4 ~ 5 ]84 W R BN
TG FE & H il =15 B IR 22 11 (iglyceride-rich lipo-
proteins, TRL) 7K 3¢ F} 55, HDLC [FA%"7', CKD M #
B IR A I AT gl ok e A A O 1
B P55 (atherosclerotic cardiovascular disease, ASCVD)
S5 CVD [ & AR FFIFE TR IG A, [A] It 25 fini# CKD
MIHERE , (EAREREM R, CKD B FMIsE K TS
o A8 DX =2 T8 9 R S 5 3 i N TEAS ], A Ry
GRAE , BRUHCER A T i HAIL S 40 2
1.1 CKD &#& LDL KFEEE CVD
1.1.1 CKD %% LDLC /K- % AL & L) LDLC
Al A R BB E B, 2 VLDL A IDL B3R
BB R s ik ik A% £k (atherosclerosis , As) FIAE T,
& H AT IR T H0A Y7 1Y F 2458 5 {3 CKD 8 A [
A LI LDLC K2 AR Y, B2 2= CKD

AR UL S B LDLC ZKE Tk 2250 i 4
CKD 3, H LDLC 7K1 5 {dt Ffe X FR2H A b e A2 1k
HEERRALS . FLUH CKD ##% LDLC /K F T+ vl fig
F=HF TRL AR b, W LbLC 5 H 3z ke
JERE P S & 2 B R e CKD B
LDLC 7K T i AN B fa, {H JH: 4204k 041G 23 1 S 26 1A
JIH [ P& ( oxidized low density lipoprotein cholesterol
ox-LDLC ) 7K1/ IN 1T 25 1% 28 B Jig 2 14 AR [ 1 ( small
dense low density lipoprotein cholesterol , sd-LDLC ) 7K
AR A T ox-LDLC K E T R E W T
CKD 5 HDLC 45 & # iy bt A AL g 71 98 55 &k
T IR 4R LDLC  sd-LDLC 78 .45 ™ B2 T 1R
0 BB B ox-LDLC, sd-LDLC 7K F-F+ 5 3
BRI CKD 3% TG KT i, FFES 7 R
£ TG ApoC I VLDLI , [Rif 1 T CKD £ 3% JIH [
P Fig %% %% 25 11 ( cholesteryl ester transfer protein,
CETP) FIHTHE Wi ( hepatic lipase , HL) 7 PEIG 5% | {2
#F VLDLL ] TG /KIS A sd-LDLC ")
1.1.2 LDLC 5 CKD & #4& 5 CVD #9 % %
LDLC ZKF-XF CKD £ O ML A5 235 Je) () TN BE 1 A7 78
4, AR CKD 3 ~5 W H ¥ LDLC KF5
ASCVD KU S A SE ), R th A5 BF 98 08 R L+
X —W sk, Kovesdy 451 XF # A CKD #J 986 £l 5
PER(H AT 1 — JTUR B TR 52 v, 78 58 4 R
FRRR R R A % B LDLC ZKF-5 0 L BB T35 2 ]
HIXZR , fil, Bajaj %)%t 3 811 4] CKD 3 ~ 4 1]
AR R AT T2 B DI REAS 4 BAS WF 5T, °F- 24 Bt
Vi 7.9 4F, &3 LDLC 7KF-5 ASCVD KU =z [ A1
SR X AT RE S A SR HEBR T 0 T i
S0 CKD . IAh, Raikou 2517 & 96 1452
A M 45 B fd B X B8 () ox-LDLC fH, FF 47
LDLC #1E , W 98 45 5 & Bl ox-LDLC /K5 CKD
B CVD ZIRIAFLE 3 B et . JEAE Xt 145
il CKD 3 ~4 WIHF AT T 4 409 BB 4387, &
B CKD B# 1 CVD KU 34N 5 5 sd-LDLC 7K F-2Z
[EEERIETE P o

HATIA R ox-LDLC 53 CVD MALHIAFE. (1)
ox-LDLC 34 AE 48 [K 711 28 i 286 B 20 1 9 6 35, 2
HE AN TR P9I T R4 T ) B AN i 1k, 33
HRATI A As BEHUE B 5 (2) S5HEE R AL
R MR E 2 1 454, FEUN Al —S L&
A REN AR AT AN A T, 1 A PN Bz 40 i 3 B
15, IR AE 2 N Bz 240 B 5 1 4 I 26 1 7, 2 330 As BiF
Pemb s (3) a2 AR T (4) T
454y CD36 SZ MR L JRLTiA BE R s  m ln) 1 &
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ik PRI Y L T sd-LDLC S 2 CVD By HL
il : (1)sd-LDLC 5 LDL Z AR 6 F ) A%, 3 3L
HAEAGIR b 45 B8 1 B ) B G, I 38 T RSk L R
PRI T T 7 A HE B A S S 25 (2) B 25 5
AL, EEIEK, B S EA MY AR, NS
A (3) HATRARAY P Bz 20 15 M T SR AR A1 P i
FHyRE S, FE—F AL A (nitric oxide ,NO) Jdi /b F¥y
TRAMME AR B3GRV O I A R Y R R
LDLC 3¢ ,{H—2& LDL J& A8 I, B AT n] 40 fu i
iz 0 [ R 2R, T CKD B35 1) LDLC /K-
AR IE L FRAIG, BT VD JXURS: A 0
AR, 1M sd-LDLC F1 ox-LDLC /KF-7E CKD 3%
(A REURE T 2, 5 CKD O I8 RS 22 (e 77 7
—E AN I A 53R W] sd-LDLC A] GE 2 [
LDLC HIEAIE CVD Bkr&E®™ , Wik, KRR
i — B E ox-LDLC Al sd-LDLC J& 75 ] 4E R 8%
LDLC Fif i iR CKD 3% CVD KU bR &8
1.2 CKD &3 TG KFETS CVD

1.2.1 CKD %% TG AP TALEAAH TG &ty
HUG B A R Sy, EEAAAE T TRL H, 0
VLDL.CM %, CKD 83 % A & H il —E5 MLAE (hy-
pertriglyceridemia, HTG ) , X EZJ& i T TG 7 i1t
AR R B 2 B TR 384 i 7 8500 | 35 o 4858 4
PR A e W WAL, ApoC T J2 IR 28 (I8 i il
(lipoprotein lipase, LPL) 3 {71, 1fii ApoC Il /& LPL
I3, CKD B ApoC I ZKF B 34 AT ApoC 11/
ApoCIIFEAIL, 518 LPL i P FEAR, 55 TG -t
WIHER I H R AT TRL 8953 A5, & db & 1 HUIR
SR INBETCUERT LPL 36 Mt il FAI ™ . 4k, CKD
SR A IS BB S R ) 2 I s (L
BB ), AT (AT A B TRL 38 m™

1.2.2 TG X5 CKD &#45F CVD #9 % % HTG
SN BIR I SR N & (HAE CKD H 2 bl
BRI, AWRUH, & TG K& CKD £ #
KAt I A I K E R RN 22— Lamprea-Mon-
tealegre 25 ) 0T T 6 612 BiISLLE T Ok Y
KITE CKD 3 W1 TG 157 .0 KUK 25 11 AH
S WSO 1 246 ] CKD H 3 HE 174 0o 1 34
A FEERFTT, Z3 TG #E CKD 1 ~5 Hi¥ 4.0 1 48
FUMAERRE, HREBA AR K, Chang
SEPVUHESE T 50 673 I B A ESRD R I i
TG/HDLC HAE S5 HAR O M AESET R LR,
PiFEYT 19 A, &3 TG/HDLC FiE T+ 5 CVD 3t
TRFEACAHE X T 5% $2 75 385 M 3 IR AR
O TR 2Z AR P G B E R, Bl , — 0

X 9270 ] CKD 835 5 & B, TG ' TG/HDLC Lt
fH5 ASCVD £ IEAHC, {H 54E ASCVD £ i 4
M T ESRD HE W & AR ASCVD 4, Ktk
Alf ke LIRS R, AN, A5 & B TG/ HDLC
LU P2 20 4 A 982 AT R8O I A 4 1 2 37 XL
(S5 NSINE P 5 LR IR YN kS A R o
ERSD S # IfiLiE TG /KF \ TG/HDLC H{H 5 CVD 1Y
PITE IR AL

TG Z5FEHE CVD JE 1 1% 5 DI AL ] 18 A i
BRI ZIAN N HTG 2 CVD 115 B 322 s R -
AN TG AL i TRLPY 45U FJL i : (1)
TRL W25 5) 5535 s K EE I8 P BET DURURIE 89 4
Wi i T A I 2 L I 0 A 0 L ™ A
It EON K D RERR A ; (2) LPL 4% TRL /K
FEANR AR, A0 T IR R A e AT AT
VT AL RN BE BN o 4 17 A AR i R
%05 (3) TRL a4 1 6 i il D 1 A2 75 40 11 20 2%
FE R 2TV Tl RS A R 1 BRI A SRR TGS
RGP N, F B/ MR E AR K - M
F TG XF CVD Y52 322205 PR oAb B S5t Bl 43, 17
AJEHAR B SRR 7E CKD B o TRL X
CVD 52
1.3 CKD B#& Lp(a)KEZEHS CVD
1.3.1 CKD &% Lp(a) K-F T AEAHH Lp(a)
JE—FIEC As ZEUS R AR RTIRASAY LDL FERRE 1,
=5 B IEAL G ApoA FI ApoB100 3 it — A f oy
SEGM L, 32 BEAE I b G B, B A L A T R
FEiA—EERY . HoKFERZ 2 T ApoA )
LPA M 315 ApoA AR R/NEFARE . A
55 KB CKD B3 Lp(a) KR EFm, KA m S
B NERIE T R R R — B T CKD
HEDIREZ I A E R 2 MR AE RS,
Lp(a) i bR FLE B, T 2 Lp (a) K
T,
1.3.2 Lp(a)l CKD %43 CVD 89 % & 1E
Wi ATE, EAESE R Lp(a) ZKFJ& CVD By— a7
B S (5 Lp (a) K F w221 CKD
BRI F M AR S, BT, Bajaj S5 4
3939 il CKD 3% 5 )& T BAFI 5%, -3 ki 15 7. 5
A R Lp (a) KP4 B8 O I A8 U 22 TR AH G
B X 200 4] CKD 3 ~5 1 5% HE47 [ i1
ST, AR Lp (a) K 5H.O A S5 /A G, 3
Kollerits 25> X} 1 255 {145 Rk 2 FUHE FR 6 4 1M 7
BITRE AT 4D BF5T, B S Lp (a) Kok
INIETIRY ApoA 5 B3 G IO A8 = R 9 JE G K,
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XAREAE T CKD B 140 101 s B A i) 5 5
P LA A58 28 15 78 SO [R) 55 T 38

HATAHR Lp(a) T8 CVD BHLHIA : (1) Lp(a)
AN B A M 2 SR R B 4, U5 5 A At e Ak
FFAE TR TR AN A0, 34 B 84 1t /25 S ¥ LA
TR AIETE ) T2 As; (2) Lp(a) BATERAE
At AL TR v A Tl ok 2R BRI R
(3) ApoA FINEF 75 il I 7E 45 44 |- i BE [W]UR, Lp (a) ]
A 3ot TG 2T v I D %) A B T R A 410 o) 2T 1 T 1 3
A IEA R 1K (1111t <9 22 A = R 1P <X N ]
] 3 CKD & & Lp(a) K5 CVD KIS
XK, X ATRES ApoA ALY R /INA ¢, A R 75 2
WAWFFE I 18],

1.4 CKD E#& HDLC kFEZTHS CVD

1.4.1 CKD % % HDLC 7K -F % 1t B U %)
HDLC 22— 48 2= 5, & 2 RN B
AR A 4L A — A2, B A 5 A
B R 015532 BT As PUAAL PLR KN B2 -4 19T
fit, CKD i3 HDLC /K- K2 TR, k2 B o ATk
BRI g - AL 1 Pt 7k 2L 5% 3% 8 (lecithin-cholesterol acyl-
transferase , LCAT) mRNA 35 B 3% NI, % LCAT
IR RS PR REAR, BELAS R B-HDLC URLIE J 2 1Y
HDLC, ItAh CETP BTE 3G N, AT {2 fiff HDLC 4% 4%
ﬁi TRL[49-50} 5

1.4.2 HDLC 5 CKD ##45f CVD #9 % & 1E
HSE N I HDLC 7K -5 40 i 45 RURS: 2 7 A
5%, BN CVD Ay a0 N7 S I PR R P N g R
Fz— fE CKD B, B HDLC /K P
ST CVD BRSO H R ZHUF ST iR CKD
B HDLC /KFE5H CVD A9 &R F MALT- R TG
Kl ez i i) HDLGC 7K - 5 A B v 40 U5
PFET- R X FH] HDLC /K F- 5 CKD ##0h i
ok R 2 1AL 56 28 M S, FHHOERS CKD sy
CVD XU M EAT R, i HDLC 42546 Ao BE ol 2 ]
REA R B O N 45 R Y B, ARk
T OTEXT AL T BE” HDL (A5,

ITAE K, HDL A9 B [5 B 3 4 B8 77 ( cholesterol
efflux capacity, CEC) & 75 A DAl CVD & B i
FEHA EAE CKD B CEC B9 IE B 5.0 i 5
FE R AL B CEC AT BE A BE AR 1 1 75 0
CKD A (R0 IS XU o ] Y — T X 1 147 ]
BEIRAE ESRD f8 2 1 B AL X B 56, oh 7 Bl 1 4. 1
4RI CEC ANRETRINH: VD XU, 53T Gipson
USRS TR S A (AR | B0 — Rl R
faR R R B B O BRI CKD 3 ~5

WAL 77 ], PPAG I CEC o] -4 At 126 AH [ e
AYHE 77 ( capacity to deliver cholesterol to hepatocytes,
CDCH) , & 8L CKD 3 ~ 5 JJ 03 5 fa Bt iR 5 A HE
CDCH FEAR, TA A Wik 40 ff % iz JIEL ] s 381 T A i J1E
Il P 335 [1) e 1) B i — 20 19 S T B CKD JR
CVD U I i) BN T AS 2 T CEC IBUEE ik
W17 CDCH X CKD S0 ML 45 J5) Y B AN, 3
ATTREZ 4k CEC J5 4 CKD & CVD KUK WA A
)RS B — DTS TT 1)

T HDLC 45Hy | DyRe S AR 14052 2%, LA
AT IR AN BEARR A WL A, R B R Y S
PE AN 55 B B A R 2 S BT S S R AN —
B, AR T HDLC 4544 55 0y R Y A 7245 2 £ 24K
RKITT

2 Xt CKD & SITreda L NEH,KE?

T2 W 2 W R 367 A 58 ez
25, HAedE CKD AJE CguESE n] g 2> AS-
CVD FH, H WG R, b iT 2 25 ) ik A 2 %
5 B CKD FR A R0 i A JRURSS: , 451 — T %) 28
ANFEHLGT BEGRE 19 25 28 0 B B, 7T R AN T
%) LDLC 7K F N B A B AL CKD 2 ~ 3 W H 1
ASCVD U (H H ik 2 50t 55 2 WA 7T 25 24
YIIEABEIR > ESRD £ 0 A F 4, X AT BEJ2
BN . (1) ESRD BF LA EAE ASCVD 1,
e H RS BKES A 220 2 MBS O g 3 v AL AR
WA (2) EFEE BT A IR 2 WA i Ho A
O A FERS RV 461 4 4804k 7 38 S | PR FEAE 7 %
AR SE . (3) ESRD SR 1A 5 A7 FLRe ik o, 4
WFEAER Lp(a) VA S HDLC Ak = FIL) AE R b5 45
XU BN i T T R 2 AR B, (4) fil
TTHRARAR KRR LB F % LDLC iy, A ik
TEREZL LDLC fRAE A ESRD %, Hot 45 345
WA R

UEAh , — SRR BR AR AT T 5% 1 87 vk Qi 2 1 i
RS B R R 9 TR  RIRAR . Omega-3 i i iR
HilFR T A Bk 2K 2 AR S CKD B
r R Ry AR A B S 28 B 1 A8 AR 3P A FH ik
RS, Mz, CKD M ImAE J 3% 5 CVD
Z LA 4R S b W Bt — L AR ok
AN ERERR BT %
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