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Abstract

Lipid metabolic homeostasis plays a key role in maintaining cellular function and energy metabo-
lism, and under normal conditions, cells maintain metabolic homeostasis through lipid uptake,
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synthesis, consumption and output. In diabetic kidney disease (DKD), lipid metabolic homeostasis
in the Kidney is severely disrupted, leading to abnormal lipid accumulation in renal parenchymal
cells, such as tubular epithelial cells and podocytes. This accumulation triggers pathological changes,
including oxidative stress, mitochondrial dysfunction, impaired autophagy, and inflammatory re-
sponses. Targeted therapies based on these mechanisms of lipid accumulation and lipotoxicity, such
as Nrf-2 agonists, PPAR-a agonists, and SGLT-2 inhibitors, are expected to provide new directions
for the treatment of DKD in the future.
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1. 8I8

1982 4F, Moorhead 25 A\ VRt IR TS HEROMEA[1]. MR HEIE 24647 22 (00 R B P AL P2 400 7 AR i 41 41
R BEAR B, Bk S IR 2 BUBE BRI (T2DM)AR S, o Hont B iR B 4R Th A A (2] [3]. MEHER:
TR RN . [ AR LR D BR(NEFAVKFE T . IR AL SRS 46 S DR Rers LU I S oA 22,
350 5 B A ) A R R R B A6 4]

W PRI WA — IR D7 A B 2 IR AS[5], 7E R FRFS 3 (DKD) Y, B 5% 4K S U B A
Wi T T, A SRR R AR B . S IR TE ], ST M 2 M ER0 0 (1 1 ek 3 5 4 I 6] [7].
SR, 75 DKD RIBISHEH, FERRACHEIZ5HL A0 B AR DURINLE] M K 52 4B . ARk 55 T HE AR A s,
WA 7 N #3E S 0 SR BE Z ID FAR DS R . — i THT, A B IR AE DKD BIEh WUse R B % —yi, g
JR L HOB AR SR B R SR . s, BER LR, AR TSR AC O f I, Mg T RER
AR OR TRy

2. EEBHERKERS

B AE AR A B AL A o B A A B, A AR RS A A HI[8]-[10]. ARII4H
MR B A “HRRLEE ", I RE BT ERE. S R TR AU A (FAO) A H 4% - BH& AR (1 1 9 oK 4
FRRpREAS, X R 2 MRS RS 50 T A AR [11]. ASCE4s 18 A A AL (14 1).

2.1. BERBEMEEE

' 4 L 5 A ML R PR DO S R RO, DA R 20 B S 1) BB R R A o I 7 TR R ] e P R E
G s iz R H 5E . CD36. FATP I FABP & 'B I i iR it iR e, oK = R
R (FFAS) iz 25 /NE L R d A2 4 i [12]. Bh4th, FATP I 505K BET 25 i 17 R % A0 v 1h 1k
F4HG A (acyl-CoA), XZNEWIREM . & A A7 I 4R P BR[13]. ARG DR 45 & 85 1 (L-FABP, Rl
FABP-1)th RENE &5 & K AR S R IR, 4 i ia 2k Bt S AL IR AR HEAT p-E AL [14] [15]. fR25
JE 2 (1 524 (LDL-R) 971 57 ML S HOTEL [ e, 24 S 200 B P L1 e e s R A i RS ) S5 ¥ The, JE B PS5
RS 5% F[16]. fEIEFHOL T, LIRS &R O RIRIEZ BN S, 85 3E B 1R o7 P50 4 R 4 i
OERY ARTIRD iz
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/] N rRRBIA

#¥: FFA j#@id CD 36. FATP 1. FABP #ENBEAIML. HENZekifk, @i CTP-1. FABP S5 A =4 fe i,

CPT-1 % PPARa/PGC-1la Hii##. MHAA BBIEERR, FFA @I — RFIMSHEAMBT AR TG, TG fl TC
B W ER N BT, DUREN M, FHREES TR . B EESERAHEEER, S5/, SR
BEAATR e i W B AR, AR IRIEE N R A S SR F=4. Bhoh, —/i4> TC @ik ABCAL/ABCGL #1 SR-BI ilii&
A S BIRTAE, R TS HDL &4 I s BIRTAE, 1X—id 7252 2% 3 A 4% X 7 SREBP. ChREBP 1 PPARa
M. (FFA: JF S HETER; CD36: 4r1bik 36; FATPL: RITER¥%Z25 A 1; L-FABP: HFATHENIER4: & & 1 ; FABP4:
JEWIERLE &8 4; FAO: JEWTER%1L; PPAR: S B IRIG ARG 52 1R; PGC-1a: I ALY BE PRI UE PR IS
ARG - /R L TC: SBHMEIEE; TG: Hili=Es; SREBP: [EEEHTI G448 H; ChREBP: f/KLAW
B TCH LA EH: ABCAL: ATP Zi&&ftiaik Al; ABCGL: ATP 45 & &5k Gl; SR-Bl: iE%MIZAB K1,
LDL: ¥ EEREH; CTP-1: WIARMREA NS 1; LC3: MEMREA 1A/1B-42%5 3).

Figure 1. Mechanism of action of renal lipid metabolism

1. BRERAERIERILE

22. BERERFMFIA

B 4 i T DU I IR PR R AR A BOE R IR, DA R AT SR EAEBRAAE T, R T e R
A E 1 (SREBP-1)AIEEEH T o445 & 85 13 2 (SREBP-2) M\ N i W i iy /R B6 44, 1B T R AR dh gl 1)
BT B MR, B IR RS P BR[17]. RE TR & B (FAS)AIIH [E -5 B (HMG-CoA 18 J5 i) 43 7l /&
JUE 07 18 4 SR UL i 25 Pl ) O B o U 4 e 0 P YR PR IR AR S UG B P R R IR [, T RS ) &
BAEE . FKEBHERG HOE 55 IR, IS 20 00 G 55 SR 37 A RS2 1Y

23. EREMAMERHN

i R B A (FAO) A2 5 JIEE 240 M6 P B 2 R R, o AR R o 25 ) 3 i 4% o AT AR I 5 7%
g 1 (CPT-1) M SrR K BE AR IR ¥ iz BEACRA AT p-A AL LR ATP, RRNTTRBL AL GHEE A 2 NZORR )
R IEN[18]. CPT-1 i A AL VIl R S B 5244 o (PPAR-a) MU S AL Mg (A I SE A 52 4 3E
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E N1 (PGC-L1o) FUFL RN [19] o I M TR A4, B MM B P ) DR R i s R e 20 A AR I e
T 36 IR o E A A o RE AR 2R

2.4. BRAELFER

I 35 B 2 B8 ATP 45 & #4312 85 H (ABCAL. ABCGL) LA i 18 K 3214 (SR-BI) #5154 fifd
BN R LG EEHDL), FEpai I IEEEAT 2 — P ACH[20]. 24 S AR e & 75 SR A5 200 2 I, B R4
i 22 4% 10 g 7 T A0 UL i I 2 4 T 1) H Ve = TR [ P B SRR R, S 5 B AR R O R,
2 R A R B R HEEEME . i I 2 R RD i S5 18 2 T R o AR AR A Mg O IR P R 4% T BRI AR [21]
[22]. MG RRER T RIGIINT, JEE AR R 2 108 A AR A (I 17 20 ) LASR b e 55 1 o I WA Ry
— PR AR RSN, AT BT IERR AR MRE TR . DI M EANTE, 4R e AR s . EIRHLH o
5 4 6 1 22 AR T R R I IE B, G0 I AR RS B A0 R

25. (FSETHFREEE

JiE AR RS A IR 52 21 22 B 5 5 70 1 A S A7 1915 - PPAR-a. PPAR-y Al PPAR-9 /21 15 g i AR
W EEZ LR, PPARs B 5MTERE X ZARRXR)E MR 5k, WUGHEE N 2IE, i (et fg
FR I A AR 23] o [ B9 15 J0 A 45 A B 1 (SREBP) AR K Ak A W0 ) Wi T A4 45 & B 1 (ChREBP) /&
AR IR G e S A 7 22—, BRSSO IR Y, st RS 5 R
PRI EL I 5 e (R B X 0 [24] . BRFFIRIT AL B 11 S (AMPK) /2 1 ) E A% IR AR [25], M REE ALK,
AMPK Bia, i e B & SO R iR AL, DI IREERMERL. BhAh, &4 B WA SSHER 40 Beclin-
1ATLC3, JERLFA AR AR, A BT iE RGP B [26] 0 X845 5 I E R i A 5 A A
FEs B RS A B B AT 4

3. DKD &Rk s R TSR

FEIEHEOLN 65T AR 3R A o i 7 2 A 47 PO H8 o DA R i Ak P P 14 25 e B R A2 R k32
SR, — BB BRI TAREERE S, H I = W IR IR (FFAS) A [N IE L 975 I Tt g I L A e 2 P
e R U VR B R AE AR AR T AL 2 S RS, MBI SRR ER e R AR RS, Il Bas 0. 2O
ARG K — RPN MR RERENS, R TR TR At .

3.1. DKD fRRIZEN R F 10

TERERPIRS T, AL A=Y 2ilid CD36 fK#ii Wnt/g-catenin 15 53 4 5 35UI8 i BR R B8
Ie Su & NAE CD36 % 3 KUK FR o B i /I B b R I IE CD36 ik Ty, IS 2B /N b ig B AR R4
hn[26]. Li % NI CD36 FKIA T i3 DKD /N 1) B A 4EAL AN DhRE[27]. (ERE RIS Wi, FABP
FIEMFE MR TR, HHEH 7R Y] DKD & B+ FABP-1 (R iA T, XAfts DKD
BB A0 A R 0 T T R AR R A 9[28]; 2015 4 Yao At & I DKD /L2 41 DL & DKD &35 5 /Nek &
JE 4T i FABP-4 (26516 /N[29], 2017 4F Falkevall A £ A #t—# K3, DKD /N Ak VEGF-B {5 51
b, JFiEE B FABP-4 {2/ NER R AR AR BTAR B [30], 34K W] FABP-4 ik L5 DKD i/
FREFIG N2 I G, FATP-1. FATP-2 Fll FATP-4 13 FERuE 8 aRik L th 5 DKD 38 B A (I He Wi
TR B A7 K [31].

K3 M 7K P8 T 330 LDL 5244 (LDL-R) R 18 75 52 ARk (SRs) [ ik 6 m, - B0IH B 8 st 2,
JEF AR B 5 5 1 (ox-LDL) IR, 51 R SORE R NI, X 5 15 /NERBE AL AN Ty e T B B VAR %
[32].
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3.2. DKD BER& LAY B BE

MIRBII IR, e AR R N, SREBP 23218 5 B iy A [ 1 A 22 15 M Jrk A O P B3 PR 7
A 45 £ B AR < [33] . £ T Nephroseq i &, Woroniecka K1 FIBA & 3l DKD &4 &/ ek SREBP-1
Al SREBP-2 #1314 3% L if[34]. SREBP-1c AL IR & B AN L4 G A SR ALEF(ACC) S5 i A ik
FREE 2R, 17 SREBP-2 {2EAH [E 1 4 B (HMG-CoA & JRFF) I35, MM 73 7 S E0b R RS F g
Oy A UL 2 ) A R, A i e R DL ] 5 ol P W 5 S R R R R

3.3. DKD FEBhEE S LR

Jig W7 S A PR B I o & B ) B B A%, IR EMZ IS RN R R R . H{EREAMA
FI9E DKD FEPRIG B HHE, DKD & B 5Lk A kAR FAO #H G (B4 PPAR-a. PGC-
Lo F1 CPT-1)MEE R RIA /K FEAK. NRIDTRREAIRSS, FFAE B /NE4HM i IC A B 2 [35]-[37]. fERENRA
W2 (STZ) 15 F (BE R B /N B, PPAR-on JEDR 5 /N RS % BRZELARLE I35 AR I R /K 1 183 T v,
HR U E R R NIRRT K SR IG ARREAR[38] . MhAh, AR A R R T b IR R
Bidr, AMPK JEVERIBERRAG I 32 240, Wit — P SBURIIREMZ I, RASBURIRR.

3.4. BRARB® L

£ DKD /) BRABERISEEG , SEBG AL/ BT R/ NERATEINVE R ABCGL A1 SR-BI (314 14 (. 25 %
ik, Hr ABCAL HIFEARIC A R[21]. BT AR /N B AORF 7E K I, B HIE ABCAL 315 2 3% FAIK
48%, 3 EUE N2 f r AR [ e R e AR R s, T SRS B A AR BR[39]. BEAR, R TT R T R A R
RERG GBI AR MAERERIIRAS T, mTOR S5l B ¥ 7 3 oS ik 7 BRI IE S Thee, SEURM L
W . AR AN EBERT TR, 7RSI E ) DKD /N AR B AL B3 in[40]; iAW R FR,
STZ S0 PRI /N BRI RRE 2 S5 (IR AR 2, BIZE B/ NERFI/E B NS M A2 £ 5 47 kDa AR
A FH R 1 (T 7 MEE A A s T i 3 T R 50 ) A S ) S AL N b1 FH 14 iV s % Sprague-Dawley K K
(1) STZ 5 FHE R FE B, B PR IR 0V A ROE B, MR AL 2= ) G i 22 S BUIR AR R
SR R#EPE[41].

4. DKD H IR H S SR BRI H

DKD H i it it B N B 1A LS B Bkt A 5 8 A8 B I AR 32 mT it 2 Mg 12 3 80 DKD
W A DD RERRAT BB TS, WAL NE(OS) s SRR T RERRAG . P ST M NI, 1 R O 1 DL A 9 E AT
et . Hor, S AL A E DKD AR AT R 1) RS R R 2 —, & B a0 ) B 40 B4 4 A
Aoetl, FECEIhRE TN, XLEHLHZ A H AN AAAE, a2t B ER . AT, TR 2% 1 %
% (1 2).

4.1 FHNHESERGIREERELER

SRS 2R ) BE B 2[RI A7E S5 2% BAH BAE FH[42]-[44]. — 5T, IR #0555 A il =0
PESA(ROS) AT AR R R e, e LI s R Se e, AR ZRRAR IR IR 55 2 61, 5 BUR AL PR,
ATP ZERs/b . i, TES NIRRT 31 DKD /N R AL A m] DLULEE 2 Nk Py Rz A0 P A2 240 ok R 3 o
INE YL RRAR T A R A B3 Ak, HIZOIRIEE O . 5 0 3 FE PR IR S 15 Il [45] [46] .« [FIBY, ROS i&2:
O CPT-1 (&, Wl HE TR E NG RAR AT S8 AL &, i —PInE AR R 3 — 71, 2Rk
RERRAS 2> S R E ROS M7= A2 . SZ AR I ZR R TE I IE 7 AT S AL RR L, Fo P AL BE I s, (el
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xR %

Z IR S5 E 0 FE A E R ROS, FACEMENEIR . LebithThaeamit— 5kl 7 ROS fF=4 fl4k
RifR DNA G FRS, HEES 3 FAO Jl/b LK PPAR-y 1 PPAR-o i PEFEAR, HE— 530k g i iR
A4k, HERHERUIRE .

FRERS

TS \ﬁ
J.‘ .. ....o ¥ e
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SRIER R

e B FIRA i ks LR R A AR . DKD ARBUB S S K OS. WIRIMEL . ZekifAThRersrs. H
WGt Dl RE PR A JOAEAE B 41 05 POl SRR, Horh OS FIRE R IR LIRS, BN T A KB IAE — 2 s 178
it o

Figure 2. Schematic representation of the mechanism of lipid overload-induced renal injury
2. BERBHIF S BRAINNHIREE

4.2. BHNBSRRMNBEE(ER

ENRMNS S5 EARITENSRES, B B 2 b =4 — 5471 ROS [47]. DKD 147
FERINE PO B0 E AT DRe, 1R R0 S8, MO FE P AR R & 1Y) ROS 153 e W I AR T 8 R
H &R M(UPR) [48]. UPR =2 FE NG T @AM : IREla. PERK 1 ATF6. UPR 5 7EVKS i N
A, EEKWINES SEARAT . FN, SN0 s s S E S IE R, a0 INK @RS, 3655 R
W R RRFE o il t1, 2010 4 Katsoulieris [T AN P J57 94 R ERN S8 A0 SR BIE 76 K L, BRARTER (PA) S5 M A
fg Wil i R A INK B, 380 p-elF20. CHOP 25 125 IERIE, AT S 80P 5 W RE B 49]. st ok,
ERS tH£@ i s ATF6 S5 1, 202 PPAR-a HI3EME, HMHIARHIRREAL, MEAFRMA, H—F
DB R, T G R [50] .

4.3. BEINRERERS SN HNEEER

H EAETE BRANM N 2 R B2 B4 L & A AR BT S5 T T AR R E T . (£ DKD Hh, RIS
(14 T Wk 2 81 2 g A e R B 1 W 493 [5.1] [52] 0 A N IAE i AR R R B AR, R
LA RS WG R AR LA, MRS B2k . LI, U SIGE R S B A % R E (T ATGA) A
Wl mTOR JEBRANGI B WRE 30, LU ROS B . 2RI, KIS N B WE NF-B Fek A7
AINK 55185, B EWEASCER RE, SEEWE AR RS, ShEARAIR[53] [54]. HkE
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RIS 52 S 20 I 2% AN A L BTAE AR R AR R, 2D I R AN SR R [55] -
4.4. RAESEAHHIHHEE(RE

g St 7= A 1 A A IS ORI PR 5 X ISP T S 2 P R R A5 S g, N NF-xB Jd@ %, S80S M 2O IR
A5[56] [57]. FAEJ N R IIE R AN T, WA R-6 (IL-6). Mgtk & 1 (MCP-1). 3F
AALEE-2 (COX-2) RIMIR R FE R T (TNF-a) 5, A 'S Anfa it , b4k — B la iR s,
TNF-o IR IR A AR DGR R I 3R0E, (IR & R, InENRRA R . FR, RIEE S 55 R
FHEARHE, ROS W EH 24 S 28 4N K 1 (1) 3B R B g Al i ja fb /K T, 1 9888 S8 X423 )3 ROS [ 7742
[58].

Wik S5 2 2 T R SRS o [ Wk T DA Iok PR R 98 RE A G B SR VA R K, 24 E Wk D) e S2 BT
RIERFUT IL-6. TNF-a FEHIREBOG N, SRS RAEIRA, (21 DKD Bk RE[55]. thoh, AFEZ R
TR LA IR (U0 TGF-B)TE 2 hE I FE s, S BUE/INE R 2 4EAG AL S /N R bsiAL, F— 2D 40055 5 Dh fg
[59] [60].

g LRATA, 75 DKD H, FRFS #d i AL RO PN ZRR PR T BEREAS . 1 I S I AN SE
N Z FHLHIAE BAE R, TR m ML, SRR LG, 3 SOl S Th R Rk
T EASIRAEIX AN L8 AT BEAL T A% ORI, 51 R G DRI H AR AR .

5. DKD BERAREBEETHIARERE

BT IR G PR R A IV AE IR T HE ORGSR, VR 2B AT U5 SR IEAE N T SRR, IX 4
T it I D R AR R . AR SRR SO KA D REAI R B AR A R OR A B AR, A B R
>k DKD (BT KRB 77 10, LR 2oxh bR AH 5 25 i 2 (0 VA 40 B 46

5.1. PPAR-a $(EhF

i S AR BE TE A IS 24 o (PPAR-a) @ (2 AR TR Y p-584L, /DA R MR A R R0 DURF
SRR WL PPAR-a 2N, 22 TAE SRR RN A A4 A (KT 9 0 IE S5 2K 2595+ DKD it JE (1 1E I [61]
[62]. 7E DKD /NRBLRISEEG AR DURFCGE T 0 & M i S A0 SR, JBAR T B IR /N R AR
HeAh, B URRISE TS AMPK/FOXA2/MCAD &2 S R 8575 S I a0 & £2[63] [64], & nT i@t
IR AE R (40 NF-,B I TNF-a) 31K, 4R JO0E IS, BSC35 B /NBRAEE AL FH ' /N ] Jo 41 44k

5.2. Nrf2 #zh5a

Nrf2 B AR M 25 B2 2 R B H G, n@ s Nrf2 (5 518 805 S AL B AT a L= ()
KiL, W% DKD AR T 2 5] L i A SO ORT & AE[65] . Z BT ME Nrf2 Bishifl—26, it (2t
NRF2/KEAP1/ARE i&4%, {2fff NRF2 5 KEAPL fif 5, 'S kG o AR AN A S, AT R B R R
PER, BRI RIRAR 2R« YT G SR B 20T A T [66] o (H 2238 25 1A AU P A R 1 42 B i H
PEBR 1 T ARG AR LB 13R 7 B [67].

5.3. SGLT-2 &5

SGLT-2 40l 771 T BEL 1k JUXof 61 67 4 P L IRUAC, k&% DKD kR, HL/E DKD a7 S il R 2%
CAF BN V2] o EIRARNEREME TS TH, SGLT-2 #0703 i e v Uk st b IR 7 198 B8 SOUAN 38 52 s 1
fil, B NERANE NS AR AR B S5, SGLT-2 Jf 75wl 4] o 5 0 B2, [ B (R okl A
RS, IRE RIS 17, W B L2 42 [68]-[70], BT MK TGF-g ML JE & F 4521 44 A <
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THIERIL, MIMIES: DKD it g, A2, fILRITHERIL, BRI T FEAR db/db /N B JE [E EEK
SRR NVE BRTEAR R, 5 A UM B, U BB R U AT eI /) B G S A A A 2 A
VORI HEAR T 25 BE[71]; AESHIBIE TR AL, TSR A B fth 7 T 2R 250307 T 250 i v 5 R R B 3R
BT MR 7L BRI IR BRI AR SC A B R AR ROE  £F e ANAn iR T, S DRt k2 [72] - Rtk
SGLT-2 |15 5 BE 200 £ {5 FH mT B A2 W AR 77 ¥ W A0 5 9 103 AL

5.4. tkifrZxh

AT ZE AT 2 BB B 2R A LA ) NPCLL 8 A [ B S5 . 2023 4Tt Xt 2 A PRI AR 1
PR I UMY, AR 2 A0 BRAR 1 AR AT AR B S B AR 7 5 B[ 73] 7E Alport ZREAE/N B, 22 K
BRI 22 A Al 1 1) CD36 5 DDRL KA ELAE H, 1 F 7 R T HDC» FA ARG B S o v (¥ H it = IR 71 [74]

5.5. GLP-1 #=h3fl

AHLERR 7SR E IO 8 iR SE GLP-1 s W] Al s> DKD P AR IF SR UIE R %
[75]. — 75, GLP-1 #ahsiimid fieidt AMPK BEERACHNH AR 5 & OF (L BEAR T 708 53— 5, GLP-1 3%
BN AR B NER A R A AE A IRVF 2 38 B ABCAL [3RIA, MM EESH B /IR [ R 1) i, s
R PRI B9 o B S AR SRR PR S B3 0, 92 /N BRI B AR T2 /E DKD K BRI 149 1k PR T AIT
FeH, I 12 AR E R R A s ORI AR S, b T NE R R A R [76]

5.6. sSEHase #]&il5

I A KRG (SEH) 2 — M2 20 Af T I O JIEAN S IRl 7T Bae g A6 A DO BR A XA 4
(EETs). t-AUCB ft2y sEH B4l f, 7EZNBKHoREREAL | Co VBB < ARTRDRS I 05 28 P RORE PR 1
T A ARU L P A L R4 . 2020 4F Du %5 AN HIBARIZh S 3e A L, t-AUCB TR s fibiR S
B /INE b R AR SZ A0 E WAL R R EOR AR 0, R AR TR S RE 1, B db/db /N BRI AR SR AR
[77], XAAENEET EHEHLENG T DKD A RIS E 254 -

5.7. ABCAL &7

ABCAL J&— Mk IH [ BE [ 40 M S M5 iz (1 iz B 1 . ABCAL DjReRsfG 2 MBI EREAR 2R, SEUE
575 (OBl A SR a2 A0 PR R IR 7 38, AT B DKD 3 1) B 452453 [ 78] [79] - Ff ABCAL 75 5:741)(A30)
AbFEJS ¥ db/db /N ABCAL RIAKE, IRRFIUAE (IR FIILIR KA FFAC, LR T o B i A [
WL i WA A A IR 25 OO B i AR R0 b B /NBRA S B 5035 [80] . Btz #F, FHifth ABCAL
(97N 31 (R e B ) 5 R0 IEZEAE N DKD BA KR A Bk ' /N ER A AL SE (FSGS) A Alport 454 HE 8
TEVRYT J7 AT AL
5.8. PCSK-9 &I

T2 1 e A A, A 1] 2 1 g kexxin 9 2R (PCSK-9) Il 771), - Gt Saf 1) 8 G BT ANARIS T e, T8I 52
JHT- 40 e, A AR 2 B2 T 2 1 AR B UR T B, 9 L e i M 1 — Mol (4P 789597 77 %8 - PCSK-9 78 It %
ik, HAEMEEEERERAAAES . —J7iH, SLE SR ikigJtRpinmid i CD36 RKikjk/ & g
JFRUTR, S B ThRE[8L]. A —Ji1H, AW FE R I eGFR < 30 mL/min/1.73m? i3 f# | PCSK-9 i3]
Ja, EARLRENGE, Halger e xKi[82].

Gl (A% O AE T Herp A FRNUH (A 24 1k, B PCSK-9 78 B I (1) 26 34 T 2 % e 5 HoAth & i 3 % (4
ABCAL) A LAEH AN B o 08 0B 78 # 45 WI7E 5 Th R ™ B SZ 4 B 00 T, 299 B AR R HEIE 2 A= o
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TWHH 5

A2, JARFPLH R AT REZ BIFL[83]. Kl A TIRAIRD PCSK-9 #ifilfI{E DKD &7 I, Ak
TG IT R B 22 O EB XA A B DO REp BB B I JE. — T, Bt — Wl PCSK-9 Ml xt A A A%
& DKD B BRI FOiRetebr(WE AR eGFR S8)52md: 55—, & Z 0 i KA
e, BRSO VS AT T . [, 25 & SR 7T, IRAPRR PCSK-9 7R i
AR FIALAD, DR A B R AN S R OR SP I AR OAH TG &R, KA B T S HER PP A4 FLAE DKD 697 i
WriE.

5.9. BEFREHERZ KRN

JE 5338 % 2R 72 G 107 40 M o WA ) — R R D BT -, R G B B R AU R, ZE RS BE AT i
JRAR RN 5 2 BB 5 TR A3 21 2 AT . IR BUS 3R (A 2 AR ¥ 3h 77 (AdipoRon) il i 43 41 Ay
M Ca?*/(LKB1)-AMPK/PPARa i, [R5 S5 PTG PLR AR ACEAH S NG 5, vTscE s
ANBR PN R 4R R R AR, IR BRI do/db /NRR AR FIR[84], & B £ 77 1) DKD JRI7 259
Tl
6. B4R

il PRI B S T B S ) S AR AR 2R el T AR R BRI n s o S A I« o AR A AT
Wb Z [ R AT MR BRI R 58N . SRR D RERRRT . A BT I SE, R A R R S AE 2 []
AR Z RN, A E A NGRS AE T o WU 2 AR ELAE A . A0, R 2% 142 R 45 2k
[FI4fESh DKD KA. 1 fi# DKD "Bk R SR 3R AL A BE 23 MR A S 2N, P DRk PR B A 2E
KBTS MR e #E R

SR, RSB AT UL LR B A AT S T R, EOYE VR M R . i,
HT TR PRI o0 AL B R AR RN R, DURAN A S R L AR PR BEAR AL, AR5 I o A X g
fIF BETF R AR K DKD JR97 T 58I, e 5 BNk — P AF 405 JE MR R 22 35 Rk, IR B2 AN ) a2
RDIREANE J BIBLA MR e = AR, R AL IT R 2 P 22 AL B MG T 8, AnE R B /N BRI
WIS, Bz, BB HTST DKD REstE L], 456 SUHna T3 PR, mTREIHE R B s
PRAE BT BT .
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