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Abstract

Objective: IgA nephropathy (IgAN) is the most common primary glomerular disease, presenting
clinically as either nephritic syndrome or nephrotic syndrome. It is a chronic progressive disease
and the leading cause of end-stage renal disease in China. Currently, clinical research on IgAN
mainly focuses on the relationship between proteinuria, hyperuricemia, hyperglycemia, hyper-
tension, and disease progression. There are fewer studies reporting on the prognosis and treat-
ment of IgAN related to dyslipidemia. According to Cai GY et al., approximately 20% of kidney dis-
ease patients progress to chronic kidney disease (CKD) after 10 years. CKD often coexists with
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cardiovascular diseases (CVD), where dyslipidemia plays a significant role in its progression.
Therefore, it should be given due attention. This article provides an overview of the pathogenesis
and treatment advances in dyslipidemia associated with IgAN.
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e i I A2 B B it R Y S e IR 3R 2 — - 22 MW I J 3 A7 A i o A 25 8L, i Mg i A 3L
SCRVEREASFTE MR B /ANERBEAL AT N P AL B DIRE OC . w IRIIUAE A2 1gA Bt R a2, i
R R HE B A K L AL AL SR S IR W MR BT, AR, SR WAV
bR, B S S W NE AR R R AR [1] . E IR MUAEAE D 1gA B9 ST fE 6 PR R A
FIB UG B bR A A S0 Tt — 2D MR AR ERE 7E 3 LAIESE[2] -

2. 1gA B %S A8 MAERIHLH1

o I TIRE 7 DA SR I R A v, i R v R I A ER T S R P SE DR BR P BT, 9] i % 3 M 2 AR
[ i (low-density lipoprotein, LD L) {4k 3k DA i e 5 16 5 i P v AL T 52 T2 55, 177 7 — 348 40 v R I 7 R 42
S ARSLEE IR 1IgA BRE I I mR M, X S R R IR R RN B R A e 5325
BTN MEBEAR GG IR . FARIRDIRERORAE . FFIEZR . R BIIIE. FlE REUE.
HHER . FENB4EAE . 2 RIS S ORI BT SRR A ZEL; thah, FueZgytiny 5] 4k k
PEIMART: =7, ORI PR B-S2AARBE A B8 R SR« G S 0 (M 3 22 5 My i s ) 53] IR SR TN
B LR A IERT, 1gA B9 A AR I 2 22 5 0 B B 3G D0 R0 A 2 1 23 RS AR R [2] - P v
MAER IgA B B R B 2 meE, RI A, EE/NERE, REIAE, BB B/ NI
AU AARTE R, BB EE, BUnEa sl IER 1gA B B3 UG B[4, BB 5% S 8En = 5
PAFE AL LS A . o R URETE B /N R TE B) E /NBR AL R e Rt p 2 — AN BN E R 2, TS
ZINER AN [ 599 -5 5 i K 2 ik B AL 7 28 5 1) sl ke R A AL LA ARBLI ZE Lt . R IR T B
1 6 1T /IR R IS 00 A P I IO 77 4 L (LA 24 ) ) HR IO B /N ERBE AL R AR AE 2 — o B T (kB /N Bk
1, BEARU 5 B AN R S AT 820 o TEAAR AP K S BN 50 P2 1] LDL X 2R FECAH ff 5 e 1) &=
R AR[5] [6]. T HAEMPN, MLAEXEAERI s E A%, AR AT DABOE A SR B & Fh 4t R 7
SRS 5 FIRIE S 2 PR S5 B R R A 4 ERR[7]. Rk, 2R m S St ez 208k
%o VTR, Ruan il Id— RIIBE AU E B = U HAB IE,  H8 H90RE /2 g o 7 5 3 1 5 4 55 11
REERIZ[8]. Mol SEHE FIE T LGS R MR AIEE R 2, SR KA B2 AR
I (oxidized low-density lipoprotein, ox-LDL). #& Sabrina S 2838 : 48 5E M1 28 5 A5 A 48 2 4 i 1) fIE
i) o SN e Ao (W 3/ Y 1 R Vi O e = o Ry e ) P 1 P W =R e o N (B L R =i R
35 CVD —/ Mo fE R R 2R, T ELRR AN B I A B S, R TS I — AN E R AR
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3. BEREIRTTHOREN

5 ][5 5% 5 9 2k 4 2 (NKF) R o MU0 AR 2Ny A8 B e s S8 3 (38 B 5 B R B3 ) 1 Bl
PR L A O ML 05 A 6 B s T TR N, DR UL e W O 0 (Y B I v o %o R PR B TS 5 B R
Mi[10].CKD i Mg P15 75 (2013 4E 3 7 KDIGO)AIE [ [ 5 JIH [ B 20 %I s 697 550% 111 (NCEP
ATP HIKHATT 77 R eh BRI AUIEA AR .. KDIGO fREE: 1) KT 50 %, HF/NEkjEnt %
(glomerular filtration rate)/)» T~ 60 mL/min/1.73m? g3, HE2 5 F — Rty T, sl fh 7T /4K 3 22 A 6 52 T (1A 5
KT 50 ¥ GFR KT 60 mL/min/1.73m’ i, HEFER FH—F4fiT(1B). 2) 7F 18~49 ¥ ff) CKD H#%, &
b Cad5 « KR B G AR it P AR R S U, BB TTIRTT (2A) . 3) TERINIE N BT IR BB
ANEUAE YT BABTTIRIT AR N QA); WRCSMH, @Ik SEIT(2C). 4) &fm =B H
WhIAE %, Ei ks AR S 7 R (2D) . NAZUHE T CKD g I fig & B e (0 o B, o HLRHE[11].
[E b5 - B H B B AR IR, HORTETR O — S TR A AR UE B AR . YRIT A R
TR, 259, ERE ANBEA AR MO R IR RS . R R AR R IR I PRRES M TEE XS IgA
B R A IR MR R AL I RS, (B AT B I T S
3.1 IgA BIREFHERE. B, KS&ZEEE

YN ARARIGTT R . A, T IR R SRR T RE BT R, ATy e
KB MG W R, AR MU 57 2R SR T BN, B @& IR IR 245 .

3.2. IgA BREHBREEIE

TR F 1L R 00 7K S A0 5 A L s B TR 3R 2 S B FERE AL I PR R I, REUR R IEYT . AEZ
YHETT 23T, RAGE B KGR IR 10 B AR o B R i oy : B aiiaT,
LTECA AN HE, AT AN RO S KR, A R S A T I AR F& R 1 2
YIT4R[10].

3.3. IgA BiRAEH B EESE

B T REAN A B3O IV 00 AR 2R SO AE 2R3N, b B SR IRAS 6T CVD HIREIA A2 B, T4
FERASIR KA FIAE T CKD B i i « s 25 BLAN B 1ML, 3 L% 4t f [ PR 2% #5210 45 CKD B CVD
R4, BUEA CVD ik [12]. CKD B TR M ARIGIT 1T A2 2L iR 3% CVD HIRERE, (E0 B A
B TEAR I LI ok, P CKD B I BB N CVD, Frll BAREE I CKD M B s, (Ha 1k
CKD e B fig Z5 8L AT CVD FoFs i) T 4 oz 0 A 47 3535
4. BEBERTTPROEEREN

B AR R TT HP N S D 5 R IR PR S B, 75 B 5 AR AT PR T RO 25 R RS (A W o v R W 8
AT WIRERRER, FEI e i bR, WA 2 IR Z 2 e i (Alanine aminotransferase). X
KRR R FHE A B (Aspartate aminotransferase) . AL S (Creatine kinase). L4 & H (muscle hemoglobin).
WLEF(VLEF Creatinine). R 2 & (Urea nitrogen)2& . Il R o8 1T AR A S ML AR K F,  [RIEFBRARAS RO I &
A, NAZRRFERZINAS RIS R, AN, et R0 & DIBRG™ A R 00 R EE[11].
5. sk L ERREESYS R RS A
5.1. 5T 3(Statins)

WFR 3-F2Ik 3-HIHE % WL A (HMG-CoA)IE J I 771, 5 578 40 P A1 ol FET 200 60 ] I 5 ol
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I R B e M I R AR VT 2R 250 i AR Ath VT (Lovastatin) - < AT (Simvastatin). - F A%k
7T (Fluvastatin). i+ Ath T (Atorastatin) . Fi4F £k Ath VT (Rosuvastafin). X 282454 m] DAAE fH & 5% & 2L,
Frd SO AR LDL AR RIA, SEIMEEA IS AR 2 I 0iE R, [RIN AT BAMS N HDL 1Y
i, [ HMG-CoA & JFE BEAE - BOE P S iy, MOZSR LWl s T8 fa A, el WA R B
Al E. %K.

5.2. Dl4F3k

JRPRIRAE T IR 25, I WO I A B 3G A AR T A 32 AR (R B 1S A ARV K 2 A& Peroxidase
proliferator activated receptor), nfig 2 (A i (Lipoprotein lipase). #FHJEEH A l. A1l & LPL fFE R %
ik, YR/ ApoC NN FEK LA, N+ ApoAl. ApoA ll. HDL-C. LDL-C ¥, J8/> ApoC I %,
A58 1 e AR5 B IS 2K 11 IE[E B (Very low density lipoprotein cholesterol) finis 4, B AR I3 Hh = 1t H o
(Three acyl glycerin)7K~F-. & BTl TG A A HILZY), fe A B3N KR PEREAL [ Rk R ik 2 .
RZiWAa: H9EP 55 (Gemfibrozi), F% TG J7 V], Fhim HDL-C s T-AhyT2, & FH T J5 R 1 i g I s
KA VURE BV DURR(Fenofibrate), 2RSSR T IRATAY), AHEGRM AR MAGER, "THERK TG, TC.
LDL-C Al ApoB100. MZRZGH)iE NAE A — B H M AE . 5 CA TG Fhm A E R &M m iR IEAVR. &
FEMREAME. ¥ LARRKMAHEUAR . IARE, 48X 58 SO A =R B[],

5.3. (HERE

J& B RAEA R, ] VDL B, TR L R B R A, ORI T AU 7 A [
L =B H MR, 3 ANE R (gt HDL AT e (AL BRI Jm e B s 1 B H ATz 25 A
TG R BT RHMR A [13]0 0T ZE SORE /™ BRI 1B PRI, AN R RE N e JRER MMLAE, 1
2 I [13]

5.4. PBEGEA T

NI BB FAS A R, TERGIE N BE SRR AN AT I 45, RS A AR A, FELUT FE - v ] 52 ) =P
W FEGVEFEREIL. BB, FUARKRSNEMGIERN. EH, it 2gPmmiifi, thin
g, MR, SHERGlRAEA R K MG, 20 S BUREE A R A IR f[14]. XA SR
SEAVEHIEREEE, . IV, V B E g e e .

5.5. HBEEE IR YCHPHI

REELW AT 2 A1 (ezetimibe), 1R Ja BRI, H 2 BISE & I 240 - H AR, 1B
T/NHARML I RPIR S, A R H0 ) RE [ e AR A [ B . 125 S TR E A R EERT, A
SURESM ISR RERE AL — 22 Ak, T H AT LA RO MRE AL AE . B WA KRB &l

5.6. EfthpEAEZ

A% B ARG FOROR b o g s AU, T AR VR AR R, S T v R A A, T
HoR oG TGNV R PR B URE . A RS0 VS AR, QT MMIE K.

Z HelE (policosano 1): 2 MH BEME 32K —Fp 547 8 Ff EERITIE AR 4, R E [ B2 254 -
AR AN R LRI o S 5 K2 LDL-C /KPS, HERAE A 2 HH e Bin o7 . 2y AR 24,
SERGF, AT IER IS A R IR S A RS W DREANEH LK BN E. eG4
I /NRCRESR S PR BT I S A S 2R AR T [23]
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w-3 MR 2. & &K 4t Omega-3 Z ANMIANENTRE, FERS /& Tk TR R (EPA) A — 1 Bk
NIGIR(DHA), MM & A FEN EPA. ITFESE L RCT WU KI[13]: 1gA B EHR=Z L H
JEWITR, FFUESE -3 NEWTRRIE AW A AR B /NN B 28RE . P/ MR ABT LS Wi e,
MAE IgA B B BRI ER: IE T BRI R, FRIR=MEH . G885, *ho i R4%
Bad, & MAXZEREIT FB[15]. -3 IRITEREAY NS VIR R G VAT ™ Em = B H e,
AT S5 MYTRE BT IR G B SR A, E 2R R RBOYHGERER . Ha RS, Hiwie, A5
BFESHIURH WA .

5.7. BEREFMIMBR S AH

FER B L FH 2 A i 240 T LASE i st il R KT, T @A AT il SR 2 A . DURFR . -3
NERTERR 25k & N HI[16], R 2 M RAT T A 53 EE R . DRSS, JNRSREE 25 KIS IR EST
AR PR H AW AR, WU RRERTTREEIN[17]. 2 bele S5 MhiToe. VUK & R 22 41k
RUiF, ARRMEMEEE, W3R .

6. RRE

&%ﬁMA“FH%H%mﬁ~$%A,ﬁ“ﬂﬁfﬁfﬁ%*%ﬁﬁmxﬁﬁﬁk%mﬁm;
BACHH L EE . FERE 251 M%@ﬁf”ﬁﬁ%ﬁ%ﬁn%%EMWA A SO ML EARI R ALLE 1gA
“ﬁ¢%¢%&@ﬁ%ﬁﬁﬁﬁTJL, e (2 b B R A X v M IURE PR T A, X 1gA BT BE 4
ﬁmm%,ﬁuTr“%r¢m%mrm@r TR I T, 448 CKD B CVD ke, [%
RIX K EFH CVD HEHIIHIER .
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