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Abstract

Dyslipidemia is a common complication after kidney transplantation, which can lead to cardiovas-
cular disease and seriously affect patient and graft survival. The use of immunosuppressive drugs
after kidney transplantation may be the main cause of dyslipidemia. The target for lipid lowering is
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LDL cholesterol, and statins are first-line lipid-lowering agents, followed by combination with
ezetimibe. However, drug interactions between statins and immunosuppressants should be consid-
ered. Some novel lipid-lowering agents, such as PCSK9 inhibitors, angiopoietin-like protein 3
(ANGPTL3) and apolipoprotein C3 (apoC3) inhibitors, are effective in lowering LDL cholesterol
and cardiovascular disease risk and may be promising lipid-lowering regimens for kidney trans-
plant recipients who are resistant or intolerant to statins. This article provides a review of risk fac-
tors, current and future therapeutic advances in dyslipidemia after kidney transplantation.
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1. #3E

AXTFIENT S, B R (Kidney Transplantation, KT) A2 AR 1A B B 1408 7 58 m A A7 RS
iR . 0 ML 590 (Cardiovascular Disease, CVDWIA & T E LT F BIRRFZ —, AWimE S8
HZENKHUGE . REBEBENCRHEGE 72K R B E RO, H— R E R 7 v O E
AR RS Rl 2R 22 I3 CVD HIBERE A At & AU D8] 31 0 I AR A 7 B S A b 1] BRI, X i 8 X
Wr PR 2R EAT B IR I EF T T 20 B B i 2 K TS A2 CVD JETE 20 3,

BRI AR E MG 5 R ), K2 HCR R 2 (0 G 5 8 AR RS 5 I Gl R A
3~6 H), JFHATDARREAAAE 10 SRR K 2]. kbR b, 241 B R 52 #5102 2 T 2 1 R[] 7 (low-
density lipoprotein cholesterol, LDL-C)7K*F- K+ 2.6 mmol/L [3].

2. BBREZRERGREMERHFENERES

B R A G MR A = 28 F R A LDL-C, = s iH [ B (total cholesterol, TC)~ = IML3% H i
—i(triglyceride, TG), I % 5 JiE 25 [ JH [ B% (high-density lipoprotein cholesterol, HDL-C). B #£E A J5 Ifi
JE AU P A FRp B[R] T2 v I 0, R KRRk B2 A, FEAFAETTAL KR
SIS ARSI REHE. BEREJE W RE RAAE, T S S B A 0 (4 T e RS LS I A
SRl EE IS

2.1. $EIRTHBRERHIHIFI(CN)

IR A 2RISR I R0 O I8 1Y 5 JFE e 177 Bl 75 4 AT 164 093 25 0 1077 2 PR T e
FEAR G 25 1 I 107 B P AT R PE 3R TG BT BR . @ 38N HT 8 B 4% AU B34 1R 35 /Kexin 9 #Y(PCSK9)
K-, AT LDL 24K RIA . @ #i AH B [ IR BRI A 4 . &AL TG WA AR AR
[& B (very low-density lipoprotein cholesterol, VLDL-C). LDL-C. TC &Z 5.

FHXT TR R A, e SEED A 2 B RN . Sfhresial s b, DI R A JFEa
HIEIT 77 R 5 /N LB A2 m iR U RGN 5 f5F K [4]. TR ek P e < m] et 7 FKBP51-
FoxO1 EE&MHIERL, MMk T FoxO1 B HALI-H] 125 Ia i ACH 1) S8R HMGCS2 I3KRis.
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XS B B A AR R AZORAR R 5 WG, AR AT SO ARG TR .
XA AT RE RO ARRIGTT ML 7 BT AERE s[5 ] IR U 2 B M B0 B A ML 2 — . %L E0 LDL 27
B BT  RARE RAEA AL IR T, B RIBAR TR 4, R S IRERREEBAL

2.2. mTOR HPFHIF

mTOR (74 %' 55 5] MK 4 55 =) HIFITE B RAE b 2 N, B I i) 22 208 75 S IR I il 7L
YIEIAEE = B A (mTOR) R PR H . o WM EINEH < — R M 5, 7T Re 2t LR AL g2
JEFARH: © ARG DT 4L AR R R DT BR S ia B LI RO . S B IS 2 A . S g T 4
SURIRUTAR (AR I 4 i Bl =2 i A0 BLAR AR /0N, AT 11555 g 107 4L 075 Bk I S s o 9 Be Fa (6] [7]. @ 34
JHHE apoB100 HJ& /i~ VLDL [)43s. apoCIIl [F)3RIA. @) B#{K PCSK9 /51 LDL FHAE 43 At BA &
LPL f3iA[8]. BAFEUMHAK TC. TGy LDL-C KT 340, 5 —7J51, mTOR M55 n st iy K Dyge
OGP VA B IG TE . AR e SRR RE AL PR, P — 5 A 8 H B A O L AP R R 26 [ 7] DRI, Rk
ATRE—PIGIRAR 5T, DL T fif452 mTOR HII 71K B FAE 523 P IR 7= % CVD [R50

23. BRERHE

AR R R S SR MR EREL, TEARMAR R . WS R . X i g e 3
@© i I AR IBR(FFA) & Bl . LIEAHEE A RILER(ACC) M 22 2L 57 7% 4k 2 B (MAPK ) % R 1 -3
TR 7 R A 9. @ B 0RE BRI Bl 3 83 -3- B 0 R A B (HMG-Co A) i iR BTG M 38 in, %6
ENHE G PR E EEH . ® NI LDL B2 4R35t H-90HI 5 & A IR WiBE(LPL), S E8U06F IR 8 Fif R
TFEAT LDL-C KFTFEi[8]. HZAT I3 TG, TC M1 LDL-C /KFTHaE, It B e AAEEF R N K R .

3. AT

FRIEHGH ) 2019 SRR OG22 22 (ESC)TERI[10],  FAEE 32 % I LIS S 1 V6 77 5 00 I A5 XU i
v BB (R T AR AL o B A 00 3 222 A A2 485 5 JIH [ it A0 H ik = R A%k I8 22 2 B (LDL 5 VLDL), % - LDL-
C K53 KR RERE A XS (A G, LDL-C RS AT REHAIC, PARRMK CVD K. X T E#iE2E, FE
(18] [ 557 SRR S5-I S ) DR IR 9 O3 B IR 245 4 5 S e ) 5 TR R 25 0 A AR

XA R 45 (CKD3 S R, BB /N ERJE I 28 (eGFR) N 30~59 ml/min/1.73m?. bR 4b
T CVD AU, i LDL-C MIEZPEE > 50%4 LDL-C H ¥ N<1.8 mmol/L (<70 mg/dL), Ik
HDL-C < 2.6 mmol/L (<100 mg/dL), ApoB <80 mg/dL. *F 5 #i3(CKDS M) #, Bt/ Nek
JEIE ZE(eGFR)/N T 30 ml/min/1.73m?. ML LTS CVD M, #UCK LDL-C MEZLFFK > 50%
F6 LDL-C H AR 4<1.4 mmol/L (<55 mg/dL), JF HDL-C < 2.2 mmol/L (<85 mg/dL), ApoB <65 mg/dL.
XA, (2R IR TS 4Z) ferfat[11], KTR MRS 2~3 MH . (97T SR
I N AT R I S (R AR J5 2~3 AN A LA G B /D RRAE AT — IR SE R IA ILAR 73-H7 o

3.1. — 8T

3.1.1. (RBE5EE

REBZE NG R T EPRARE], NEENRE KK ZnE 7 e 5. Bk,
P EBEZE, EAMERIEMRIKE, SARENMEERE. BIRE%, EUO0EmeEE. KE. 258
Y. ERIEN, WO RS ER S AR AHDCHTIUR I, SR E T R M A AT 4
1, TEFHEAL IS It 25 I R IURE, & M HBENE & n-3 ZAMRIE TR (n-3PUFA) I 9] e 43 2503
B F L 4Ett, 1R T KA E[12].
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B AR H ML R Riashkets, JEgtih, BT 90% M@ & AT 70% M) B 2 152 5 A7
FEISENA R ITEIL[13]. T34k, I —WURRZERE T RoR, ARX TR, I8sh 4L H 1324 HDL-
C /KPRl D BEAT B R 38 [14] . RGO TGS AT 4R AT A RE T B LA PR RER A o i (AL,
X RS2 B T AT R L e R IAE O PR RT3 S5 R 5 S ) 52 1A A R B iz 3 07 3 ONT E A

3.1.2. SREAPHIFIA AR

B R R RO 2 MRS RN, SR AR 2 . SRR T,
HIBER RO T A RS TG K BERE AR 5 1 B 3G K R PR RS AR5 B AR R R i 26, I8 35 BRI T A
HRAE[15][16]o RERIE, ol P ERRBOE R TR, HatkHE R XA 238 m17]. 4
TR, BTt e SE R VAT 1 A v R I R AR 6 S R, EUB RS R 1 LR B = [18] . [FIRE
BT IER BIRTT 7 AR T TR YE SRR YT 77 %8, HifidK TG LDL-C. TC /K-FEAK[19], $#&75 mTOR
FHIFITIH A CONT ] B R8BI JRURG: () — b S S

AL G 2 381 500 P U R B DA, RIS DRV 2 RN, 25 B RS A S IR PR AT N AL T R

3.2. AT

B RS JE XS T Ll 5 — SR I8 oA B F AR ROR U 2 25 R R A
(K1, HH1 T B AR AR 2 A S AU B S M) R (R 2P, L AP Ao P P I 24 0 e 7 S RO A B 25 22
AR AR AR

3.2.1. ST

MyT K259 3-F25E-3-FIE I —EAH A A (HGM-CoA )it JE B 57), 385 4040 BFIE 9 HGM-CoA
I J55 e % IFL ] T PR A 22 S A T e AEK I 5 v L] e R IfL 38 0 B A B8, e s 1 T AU 4 i 5 T 1)
LDL %A IH5E LDL I 5101, B84 X% MK LDL-C ik . 241045 H (ECS Al KDIGO) [10] [11]4
FEMTT R E N R 523 G 55 I R BRI k. BOEMZE RSN R, M TEREZENS,
YT SR ZWAE PR O I A A4 e B AR AR 3 7 T B W3 2 46 [20]. Seung Hyuk Yim &5 A [21]%f
714 2GR 23 AT PG L RoR, S AR YT 2R 25 Re A B R MRS M AP IE 5. i T2k
2yt LR RY IS B 2 AR, BEESGE N R Thas . H0HI S RIEOR 2E . e e W RERE AL BT B
&, REMITRAMTE G B2 # P i) 2 A O 216 E0E, (HE5 TR R B R SR
W PEARIE, ARTT IS S AR S PR AR IS N 1,12 £ AEOG, ARVT R I S B
W A8 S JUL V5 A XU 384 I A DR [22]

B R A 52 AR A R AT T R 2 B i S S P G B R I B 2 AR EAE . T 2R 2430
JIERHEEUR T 40 f 4 3% P4503A4 (CYP3AA)FI & Pz ia A P-FEEE . AN E T #12 Z Ik OATP) [23].
AT RAILE CYP3AL [ERRIRAA R S 0HI7 29 CNI 5 mTOR #HI7], PRUiX sy 2l i id 3
eV CYP3A4 J/MBTT R A . IeAh, MR TES MG RiEES, SEURTT SRR
JIE BRI . SPIE LR B 3G N o X2 2 R AR LA S S T IR ) A R R B (WL
SO AR R 0, S HARIEA B 32 A R YT 829k o DR, RS IR AR TE N BB 2 #H T
BARTTSRAPAETT I, LA /N 751 B s 1 14 1 2 11 J5 ) DA il ax P 25 0 A ELAE R 107

3.2.2. RITEHMEMKEREEE A EEEREKT

AT 2 A A — ol FRLAE [ R A ), ] P S P A B A 8, I LDL-C (17K 1
[24]. BT AT 2 A0 ) B MR AL S5 At TSR 250N ), DRItE, PR 25 0Bk ) Pl it — 25 P41 LDL-C, JuJ
FENS T ICVAI 52 VT SR 25M) B L5 32 i KRB A T 2R 254 73 i g™ s 5L 0 R, B o s T A4k
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Pr AR TATIIIT L [10]. FA, KT 220 nT e NFR A 22 VR BE, T P A 3%t mT e 2 Y A3 22 A 1)
FERE . KT RIS PR 00 A2, RO PR 2 R FE[24]

RRA RS FICE KRl . R B RGO NN ES AR, P HRAR YRR (1 SR i I 4
TR R %o AE R B R, RTB#ME LDL-C 7K°F 20%~30%. T IXRGYE B B IERIER, HareE
SRR N D o (EART RS G RIS A BRI, Rk T LEM A AR AR TT . thah, X TR
TR S AT R 2TV B R M 2, JRIR 2 B ARPEAIC LDL-C (254, (B S W S ) 8 il i

3.2.3. Dl4F3

DURE S TG o S A P B T A S 52 A, @38 in HDL ¥4 B LPL B3, BEA R AR M
TG /K°F. FtiE HDL-C /KF, [FIEfEA LDL-C 42 T B . Hirohito Goto %5 AN[25]% 47490 4 CKD
FHIPABIRE FE 2R 0H, Al DUAE 25 2454 mT 35 FAIE CKD R 1 AN RO I . SR, 225k
DURER 25 18 S B8 0 15 LT AP . 52 25 BRI eGER, 31X Al fig 5 i S A W a8 B 4R 32 1 AR I A 3k
PERTZIIR R, SFECE N MO BEE NG 55 [26]. HhAh VLRSS 249y ml i i #0014 B2 05 5 () b R 1) i 2
1, WIS YRR 12]. (AT RERZ, VRREEZY)2 CYP3A4 135555, O Mir 55 A\ [27]1L Al
IE 7 — 7 frhRg A S R R DURR I PR RGBSR IR B, X AT R B e SO ) R A

3.24. &5h

il E KA 03 ZAMARNR, TTRRIMEK TG KFL) 15%~30%, {HATFELH N LDL-C /K
o RESZEFEN TR, —MABET LU 2 o/ R M 78 771 B8 A R B A H i =B A19E HDL-C, T
B O LS AR R A2 (28] IR IARIWT TR E7R, n-3PUFA W] (R B R AE 52 5 4 A0 T RO LB ST UK
FEARNLIE R A BRI AP it R B IEEEeE, R IR 3 MR R ) D RE ) R 47 3K
2[12] [29].

3.2.5. B&{E LDL-C B 8IZ54

I EE G AR, B3 B 2R /kexin 9 BL(PCSKO)HIiF, PCSK9 J& T kexin I 7l 4% 4 Bl il AT B8 25 1
Fge, Fomid SR AN MR 1 LDL 3241 FE M S35 o LDL-C 7KF. M4 PCSK9 #ifil7#I/E FAL# 7
4 PCSK9 S re A& ICHRG. FIRIFE b, FERPE A1) PCSK9 siRNA (58 7] 22), X LLZW)
AN [F) R B2 1 IS LDL-C 7KF 40%~70%, S 3 PR O M SR T A, I s thAl R 122 41 [30] [31],
& H i P& LDL-C A 30254 . sk, PCSKO Il 7)id o g # il AR F0HI 20E . B0 40 g
AT P R IALF AR e RF L bR s, MM RBLH T AKT R ER EF[32]. HRl, 55T PCSK9
TEE RS2 % P EIN A TR R M BE . Ueberdiek L 25 A\ [33]1 AR T —191)™ 5 1M iR S ELA0 B oA 2
S FH PCSKO #IhI7), 1% 44 52 & He 52 1 e S5 o B A T 2R 24540 SR T 2240 kA FH 25 A7 AN 1 g 42 1) 21 B A8 v
Flo & NIRRT, EBHEEAEZSRMEMH T 95R 2 )5, LDL-C KIEFRHSRIBAAKT, HRIWH
R 1) 22 A A 2P e A5 55— TIBEHL AR 5T, W70 1 g JCEREUAE 197 44 a0 U8 AR 1 % 1 52
BRI S et SREIR, PHEICRGTALE 3 AN A J L a A RS PR, AT EROCRE R b 3
LRI O MU FA R 2 (B B R O MU FAF IR AE, JE R A BRI 22 [34]. Kk, PCSK9 i
FURTRE A AR S B 52 R I B G 71

DG 2 B — Mol A I IR B AR I R 24540, 5 Ay TSR 254ARAL, e I A ATP Ay R R g 4|
FRE R0 AR [ B R4 7 LDL 2R HIERIA, HeZf HDL-C /KF FFE. BT I 2 e —MrEit
JE AR O AT A 2459, e MR L (AR B BRI ARSI LA =AM ASCEIER . X
WAL ILAEART T ZAT 52 I NTE B2l . — I % 13,970 44 3 IBEAL . XSUE 6 RIS VT A% T
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2 o0 MU A5 R A0S0, WHFCSAR, AR T B, A R DU 20 IR 1 R 8 R A LB B T 55 UK S
FFFAR 13% [35]. 2RI, RVE DI ZRRI L AE R, (ERNE L E R E 0 M2 JRIK T, SR RA
TAFRIGIN[36]. SR, TSR ImAREEE, HA B RS2 T % e A A Rl — P T

3.2.6. R H M=EsRVHTEIZSH

B I AR R FEER 1 3 (ANGPTL3) Ik AR 2 1 C3 (apoC3) BT #E 55 . ANGPTL3 Al apoC3 #J°4 LPL
VAR 7, RUAE P SR SR, TG /KPR N 4o ol — T A8 /R i 70 i ow, #1] ANGPLT3
Al B ERK TG /KT (25%), {HXF LDL-C #1 ApoB HISZME/N, A B RO 77 I3k a5[37]. 1M
ApoC3 HIfFI AN TG KFBEAK 70%, ApoC3 7K-F-R#fik 80%, VLDL-C /KFREAK 70%, FFHAeRETm
HDL-C 7K“F[38].

4. BE

1 ARG 5 % AE KTRs *P 2 7e, WRAIMUAEAL, wrt o™ HE K CVD &850 o X I fE 5
W, HERNAZER G SRR, AR AL RS REBE T T, PSS EARAY
KB R H 8, S AMERE I BERE 250, BOZE SIS R M W A AR . BEE R %
R R ERNERG LI, ER R E KA T2 AR RS, (B2 DR Rk A
X L IE R TP I N o

&5k
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