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Role of fatty acid metabolism in kidney disease and therapeutic intervention

by traditional Chinese medicine
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210009, China

Abstract Fatty acid metabolism, including fatty acid oxidation (FAO) and fatty acid synthesis, plays critical
roles in signal transduction, energy production and inflammation regulation. Acute kidney injury (AKI), chronic
kidney disease (CKD) and renal cell carcinoma (RCC) are typical renal diseases with complex pathogenesis,
susceptibility to multiple complications, and still no effective measure for clinical intervention. Current studies
reveal that fatty acid metabolism is closely related to the occurrence and development of a variety of kidney dis-
eases. This article reviews the metabolic characteristics of fatty acid in the kidney, the relationship between fatty
acid metabolism disorder and renal diseases (i. e., AKI, CKD and RCC), and summarizes traditional Chinese
medicines and related active ingredients targeting fatty acid metabolic pathway to alleviate renal diseases, aiming
to provide theoretical reference for the in-depth study of mechanisms related to fatty acid metabolism in renal dis-
eases as well as the development of effective interventions.
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WGt , SRR AH 8. SAC B AR
BB il R b UL I T B
P B #1173 (acute kidney injury, AKI) | 18 ¥ "B %5
(chronic kidney disease, CKD) 5 ¥ J& (renal cell
carcinoma, RCC) o VAT # W I W , 4 BR A 4F
251300 J3 A AKI®; CKD &R R RN 9. 1%,
T 51 2040 45241 1A 4 BR 5 KRBT SRR i
RCC 2 5 UL ) BN 55 U 1 e, i 2 24
ok 4 SRR BT A 1) 119 2. 296, M RCC 835 1Y
TLAR AR 11,79, B WEPIR 75 & R 5L
Z H IR P52 5, H I PR i ke 5 1 1Y 1 1
et o AR D5 R A — 28 T A N IR/ o) AR
Y AEALR RE SRR S IR | - 45 40 i I 25 4 0 ) g
SEREME VT SRE SN R IR SR T A T
T AR AR . e (RO 2 A B )
L HUHIAIT T2 T, i 077 1R A 16 2 487 5 B JOEE 9 O
F Y, N8 7R AR A B 8 AT A S B 5 Y
TEAE T TR A7, A SRR i 17 R AR 355 5 e
o R N TE DG 2R B 1) g I R ARG IE 97 B U s 1)
2 B AR AT R Ge ik LU O R s 1 AL
Tl 58 AT Tk 4 S L SR i

1 RERAER FCIGTHE i

IEH B /NE bR M B A 5 R LRI
IR % ) IS e DG S ok T AR i 1D R AL A
I 105 PR 4 A o R T R A i 1D PR SR A R AR T R
A, AR 5 5 S RE R R S AE A 1 TR 4 s
HEMMO,

g W iR 48k (fatty acid oxidation, FAO) F % &
A AR LRI B A WA, T2 45 3B B
g R R iR A B BE4# T A (coenzyme A, CoA ) HIH%#%
FIETE CoA Y B AL . 15T, I8 1 R 70 Vv
CoA PRk B HA PR A8 F IR T CoA |, KAENRTHE CoA
T A T B e IBE 2 7% Tl R e 3 1 ki bR
T, kA B A AR R ST CoA s LT CoA —T7
T HE A =R IR AA I SE AL BERE , 55— J7 T8 Sy i A A
RSB W) 1B LR AR IR, o, P
HiE) 1% 4% #% 1 1A (carnitine palmitoyltransferase 1A,
CPT1A) & FAO B BRIE i , 52 5 Jot 45 )i rh ) Ay —

Mt CoA TR BRI T o o S AWy 1A T B M i 2
& « (peroxisome proliferators-activated receptor a,
PPAR) ST B E FAO I S5 5L S 1, IR IR
J2 N R PR A

I TR ) LA ORI LIt CoA, ERIR T
Bl R AR S B AR R o AU . L BE CoA A5
B LIRS, T 8 TR R - N R B A P16 &
Ik CoA ft iz Z MU . FHJS , LT CoA B LTk CoA
R LW (acetyl-CoA carboxylase, ACC) ¥4 16 N —
Mt CoA , 7 A= B I8 i 1R 5% Bl i 17 R & AU (fatty
acid synthase, FASN) ANWHEEK , B =& B iE WEE
FRAE 1) o AEMGRI AR, ACC T FASN 32 5] [ B 4]
W e 45 A & H (sterol-regulatory element binding
protein, SREBP) ¥ B[ 4% V8 ¥, 1fif SREBP J& — Fh &
N5 5 I 2 1 AR 2 T g A e 1 7 s
I,

2 PBERRERACIEKIE 5 B AR s

O M 2 5 JBC A A R K A g 22 b IR
Joa 1 J R UAH DG, ELAR [ 26 8 1) g 7 2 (e
FBE AN R A5 ) AR AR ] 50 AR A HOR —
(1), 40 AKI/N VB IE Sz CKD (B35 1M h i Al
05 R KTt i L 22 AN AR D5 R 7K P B A T RS
TRLFIRR 7R 7K V- 135 15 i HL5 CKD 19 #F e A4k
TR L PIAH G B B T 2 RUBE IR ¥ 9k (diabetic
kidney disease, DKD ) /]~ U B 1) J 407 A5 2H 2 F
FEAL K I, A [ Bl e A< B8 FDOBURE S0 I o 1R 1 45
P WE b ) =F BE RN R R, A, R B
R WK F- 5 RCC 7340 5 SRR OC , (B K HE AR A AR
IR 1) 7K F- 5 RCC A3 P 2 EAH G, 3R KB
TR 1) 25 AR B T 1 JEE AR i T R 22—
2.1 AKI

AKI 2 ph W ILAEE R PR T B T 2 W 46
SIS 7 d P ILTE WL A DR 28 &R s T,
HEPR 2 PR — Pl R Z5 G A . Hegeit, B iR
A o AKL PR A 256 1 78 209%™ s B A 350 A
HHIERZ AN, AKLIE 20 L4599 L CKD F
A % (end stage renal disease, ESRD) A% 5 %2 4L
Wz PRI R,
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A R A2 o R B, 2R 5 R Y AKL
P BE AR AR AR KL, in— 03 T 34 6] AKT AR
4 1 LT A 2 2 A R B, £ T 1A A 3 e
7 T PR (7 T PR B L 2% T PR Ak % 3% Tk TR ik )
KA AKLAE & I3 b T ™ O — R T
LC-MS (AR 24 A 52 £ 1, I e T oo ) T i
PR B T A I T 380 AKTE 9 5 382 W 2F s i
Yy, FLHURE Ol R D R4S bR CAn UL L il
PRZ& ) T Y R P A AKT A AR 2 2
7R, AKL R AR 5 B IR P9I 25 0 107 1% 4 o, i g ik
CoA FIHE I A Bk /K - 0 J 3 F B, AR R4 iy
Sl S 1) AR A 25 BF 9 A S IR BT B AKT R
BRI P % i A T % g s PR i 1 7K T 5 I 71
R IEA SR, AN AR BRI & T — B )
38 Al ik [ R (1) LC-MS/MS % f2 5 2%, IEH) % i
N4 e 5 AKT R BRUMLYE 40 BT &3, -+ =i iR LA 5L
St R e 1 ot iR A5 2 P IR T R /K P 7E AKT &
A Ja R

AKT T 5 i A 35 25 6L 3 7 ) 3 1% b 1 AR
ARG V] fE R A RS T HER (B D). 1
F 58 2 W, 4R BT 30 AKT /) BB IE 5 PPAR« 11
MCAD (medium-chain acyl-CoA dehydrogenase ) #& ik
FAR , B T s/ NEE R FAO B S8 A2 BH . ML ISR &
PR, £ R A S 3R 2 (1 D (eyclophilin D, CypD) AJ 5
PPARaAE T, BHLIEHAZ Z) 47 111 330 FAO 3Z B, e 2%
51 % B ShEERE S, PPAR BLIAK Wy14643 ] i it
PRI MCAD 13 M K 3k, s HAY S (19 FAO i
R K PR A AN AKT FVE ™. Bbab, IR PR 45
4 # 11 (fatty acid binding protein 4, FABP4) 7£ Z i
AKIASE 7R i fg 25 5 5, 400 ] FABP4 AT 38 2o i 4% 2k
7 R T B B 200 i 2 E AN T K ST TP A2
TIReee . PR, X Hig iy R 4 L S Ak AN i
ARG I A B R T T A KT A9 SR
2.2 CKD

I R 1= CKD & Ay 5 Ik 45 #) 5l 2 fg 1) 5 22
SEE (WA F AR 1,73 m® B /NERBE o RN T
60 mL/min 8 [ 1 /R >30 mg/24 W) i 34 H
D375 DR 5 47 R G 1 LS A Je e S0 L o f PR
g P2 7 438 CKD i I 1 309%~50% , 52 i 4 Bk 2
6. 4% M BLAE N, Y B D43 35 B R 3R E A A
1. 73 m* & /NERJE A2 /N F 15 mL/min B, CKD
54k ESRD. IEAh, B £F 4k 1E A CKD i &

Jig i
SEERLS
CD36/FABP4 ? (ol FOEST:, 29005 )
® Wyl4643 A
HEW]M* ‘ ® Fibrates
v \ v
arma st ¥
A ) e CypD
A ' .
% PPARo. r’FAO
B%A 13 )OOO(X genes
RN At

BT 2P CAKD A S A AR 1 it 2k i

CD36: IR R % LAl s CPTIA : AR BEFE B2 A 1A CypD - ZobidA
FINE T D; FABPA: IR R 25 45 B 11 45 FAO genes : I8 I 1R S fL 5L
[H; Fibrates : DUREZE s PPARoc: b S AL A3 58 0 085005 A2 1R o

ESRD i) 5 22 Bt A% L 5 ' D) e Ak 2 DA G
0] F £ 2 Al 0] AT 28 5 15 B CKD 220G JE 220,
CKD & % 19 B 107 e AR = AL 2 RN
(B 2) : (1) FAO SR P 5 335 AT [ 2 FAO
SZBH, T BE 7 R A A G 5 . SR T AR AR 1Y
AR 508 s, CKD S4B I PPAR & R Ui
AR 2 8k 2 A I, 7T 3K R AT TR T e A A=

i TR
CD36/FABP4¢ é WP, iU, e )
l ACC* Z.BECOA B
FAfﬁ il seeor 1
B A o —J
K + b genes o
MCP1 : \ /‘_A} o
CPTEA
v PPAR« ¢ QM:& ‘v
X % g
s J N e
X TGF-ﬁlf
[sE=nta : mY;’ZIZ)IP
e i :

[ I I ]
BRIIER } ROS/“H:4 mtDNA A W) 8
£ el bigi'e A

B2 PR (CKD) 1 i B i o 4

ACC: Z 18 CoA JR AL ; Chiglitazar: P5 K 51) 1t A ; CPT1A: PR Bl A% i 15
RS 1A; FASN:JE VG B2 i s MCP1: 2 4% 40 i 84 1L 25 1 1;mtDNA:
LR DNA;PGC L ou: b 48014 1y 5 A 185 58 00 V0006 52 1R -y L0 TR
Loy ROS: T P % SREBP: [E] B 8 1 ST 145 & 3 I TGF-B LA M AE K
KBl
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KH T 1 (transforming growth factor 3, TGF-31 ) 7K
TR T3 Ah, 506 B UTER CKD KRR A4 B IE
Hh i 107 R A 6 B FASN RTACC 635 A, i
FAO AHOCHEZRIA A, (2) B HE FAO 32 BH 7 Bify
FHE i 12 & AR, 8 2 175 T LR AR T P 4 (reactive
oxygen species, ROS) A BY, . PN 5T X 1 354 R 10 55 4t
P /NG A, — ITTRE I T 0F 5 48 78, AL CKD 1Y
2330 5 1A, B8 A AR TR Y 5 BB e
T 5% 15 (1) 5 P A PR 6l L (B2 R AR, Chen
SEPE 3 Logistic [M1H 434 & S CKD &35 1ML
TR AR W5 R Y 7 B R /N BRI R R A OG
CKD F A O 051 P13 i 1 7R 2 R 5 A ) /N 4
EF‘ $1‘2 4 H@ﬁﬂdﬁ lil 1 (monocyte chemoattractant
proteinl, MCP1) B B i FIl &5 11 34 i C A 36 fk 4501
(3) B CKD R & i , 3 R i 107 R ik — 2L 461 403
FIE SRR DT TE BB PR BR o BFSE R, Lohi ik
DNA #% DUK 55 CKD 2 8 UK EEAH 5. DKD /)y
R 118 /DN 00 LR JE 00 Y v o A 1G5
B 200 AU A R R T B T A, 2k
KR A W) A VR PR aek S A R 1 5 0
Z AR Y HEIEH T 1o (peroxisome proliferator-acti-
vated receptor y coactivator la, PGCla) 1Y 3 5 7F
CKD /)™ BRI CKD 225 10 1B e v 349 3% AR AR, 32
INEALAA ) RE R AT & CKD AR 7 2 4801k 32 BHL % J5L 1A
Z— PR B SRR A W) S A HE TR 5 FAO B
A D2 A CKD (1 P 7E 15 it

TF 5 UE 248 1) 8 5 PPAR o S T 3 AT il mT
ARG CKD . AN, 7 i 19 RS0 oy PR 45 4L
V10 5 £ e LB R | PPAR« 38l 50 R 3 DL
TR AE FAO AR DGR ST 14 238 38 B 404 2T
HEAE™, B PPAR 3 37 BAYPP1 7E 5/6 'F 1)
W17 10 ' 2T A A AL vt W B AL ) 25 2R
ULARBF L R B, PPARo/B 8 3)57) MHY 2013 1] fi,
N PPARQ/B HYAZ 5 (L AN T, 39 98 FAO A
FEDI R 3k , T TR 0 & i e v i) B £ R AR
2021 4F 10 7 , 2Bk 151> PPARs 23 3l 77 74 1 51 il
PATEFE SRAHE E T, A —AN L 2 RO PR AT 4K
na Ty B, AR AES 55 ORI IURE
kit DURFAELE N 1) 6 4~ PPARac S8 7 ) 42 0 Al
PRI, (H X CKD G I7 VR e A Rk — 2

k.

2.3 RCC

it g 0 O 1Y FORT B 2015 4R 3R B &
RCC 2y 66. 8 Ji 4], SET- NE R 23. 4 7 AW, G
WFoE 4B R, JLF i KR RCC AR S = FRIRTEEF |
TIP3 DA DG, b g
PR ARIHAE RCC AR ZEME h R AE AR

FE RCC By & Jg ok B v, FAO 385 42 9t 400 il 1717 20
6L PN i I fi A7 R R 38 i (181 3) o Wettersten 25|
FHAE 10T 21 27 FAR i 41 24 X N RCC LU0 i &
B, RCC 20 i v otk PR Bk A i o /K - 8 2 T v EL
Y5 RCCHAHEIEM G, #E—BW5R LB, KE2H
FAO QI B 7E 5 4% RCC 2H 4L AR, 3 AT RE 2 1k
SRR SRR . b4, PPARa & 25 1 RCC
BH IS H PPARa IR IA B RCC 84 B4, 42
/N PPARa 1, /2 RCC Y 3¢ 8 4 4% I 7, Wang
SEel e I Wy 14643 1] $ill i RCC 48 M (%) 1 58 F1iT
%, 1] e 5 1805 PPAR-CPT1A %ih g i o8 20 g Jii A1
FA K. PPARa RS MEIIEIF CW6471 LL K/ T
P RNA G 32 980 55 55 WE TR 1 R A O AH SC A A8 2 4
FEMH RCC & JB17,

UL
CD36/FABP4 R
OS2 oy
=S e fﬁ ZCoA
WEMES
Py e f
A939572 1. §\ y ] SREBP1
& ,
/ L \ FAO
W (| — ¢ gﬂ/_!“
AT SREBP
AN YOO
v h PPARw
woein Wy 14643
L]
v . Gweant | B
pEfL
EEZRAEN

3 HERCCO)H M AR Wi RR QI 2 4
SCD1:BEREME CoA 210 Nl £ (7 Sk 2w L 8 s o, W5 (U7 Sk 58
NN B

JIg 5 R 5 W T, A8 R 5% & B RCC g B i)
fitg 47 7] 38 35 4 457 PN 5 I AR A IR 2F ek e A 1) 7
1, S Ik CoA 25100 A1 (stearoyl-CoA desatu-
rase-1, SCD1) FE M BT IR Bt A7 , HoAE RCC 1Y iy
K B Bt b 35 3 35 B, il N 4 7 40 R
A939572 #I il SCD1 2 3k ] # il RCC A < Fi1 1
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FH. AN, MR WTR A A S A R A L e —

B FASN 25355800 5 RCC 13 281 Fi R 3 A= 17 21K

FE L5 RCCH TG AN RAFFEM G, AMFRUE A5,
1 ORI EWEL PR TR S fb B A AL s
e KL T BT PRSI s 5%
PRI 7 d I LT AR 2R A R L/ A B FAO | 20]
BT PR R TR (I e P 2 MR GRR R AR DR 1 BITRRAE ISR,
T WUIF T v 2 LR AE Y 1.5 4% YR FIR R 1 o
Bl b5 PRk <0.5 mLA(kg ), ey v 2 BRGNS 2 RIS R CPTIA |
46 h) K ABIEABE | MCAD | [14]
EZ Nt
AT 2 e Y A /0 B AL A T FAO | [52]
I 2 P AR K B K 0 S A B T FAO | 1]
BRI AR T BERE AR |
PR B IESS M ST RE M RS R 1B R KAk RR IR 1 FAO | [35]
(PR T BV 173 m2 B/ A3 s i KA I 7R 1 FAO I |
k€L Z/NF 60 mL/min 857 ZARMFE TR | 53
HFIK=30 mg/24 h) R 34> s /s il KB D7 1 CPTIA |
A B FBR TR | FASN 1 [16]
EZN L) 1
B i % W40 (60% ~ T0%) « 5 W4 s e S/ EENR AR | FAO | (17
PAXS Y& 1 B 1 5 7L 3k bR 400 KRR 1
i (10% ~ 20%) : AE1/3. &UAZMMSE: B KaE g R 1 CPTIA |
CAMS.2 3 (0 BHPE 5 1 0 40 Z ARG R 1 FAO | >4
i (5% ~ 7%) : CD117 VINFIEE g5 W) 240 i £ 3 TR A SEBESE AR T IR R A A [55]
R A S B e . bt I
gi;}; WERESFAESS R VR 5140 s s % ;?izmzmi 1 R | 561
S AN DR T
B i BRI B B Z AR TR 1 BEAEYA T [57]

TR LIHEIR, | ORI o

3 FHlERERR G EM SHEERN P AR E G
D%y

JO i R A 8 5 W P 114 A A e R )
S, DR AH L i ] 42 P U i i A T 5 A
HIEFA TG o e A, SR A Sy B B T 25 4 M A PR AR
WAL PR B e BEI R o ALK, o
2 S A P I AR T MRS 7 45 g h R 5 T
SHEVE R, B 20T A | 24 el ) 6 1) R ORI, AR
SCRGURAS T IR W5 AR A QI A S AU L 4

i 105 R A A S A Tl LA R A 5t R AR I R s i

AR AS R DR A AH SRS (6 2) o
3.1 ARG B B AR X AR

FR A AR 2525 AR M AOREL,
Jee i PR 1 7 790, B A 3l B MK 0 ) 2

Ao Li SR AR A 22050k, Rk BB iz i vl
A T RR A G2 il S AL N R i W T Al . 1
U5 A S T ) 2 T R AR T 1) £ R AR U R L B
AU PRI R R AR DAL I R EE R T
FEREAEIR YT DKD MRCR ™ A IR T
SCHRAZ 55 19 265 245 B4 7, 2038 I 9837 YT DKD
14735 F AL A 5 S 3ok A 55 RS R LB
JACHIA DG KRB — R TS T 254, B AT
T8 RTE UL % BE I 2 B DAL . Zhang
SFOZE A IR o A A A S R TR B G A e
B RERIBL , A BREE A S5 IR TR L H B s A
IR R VIR O o R% B 2 AL B
WIAR2E WAL o0 Bz, A D — il A 20 CKD A& 48
RITME AT AP . Zhao FFIE T UPLC-
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F2 T TR RRACIEZE A B AEERG (1 r 24 B3 PR A
2l ZR B EB PR Z:7% 3k
Tyl ) B Pm K T TR PRI IILE B 9 PGC-la T [64]
PPAR« 1
FAO T
HRY CEE BITR [58]
WO B bR ' 9 DAz [60]
) N P IR [61]
RE S PP s [62]
TS RIEMR 2P ik CPT1A 1 [66]
FAO 1
=T MU S 48 L iRAR i | [70]
HEEH IV MG 22 445 N 52 [63]
2= 19 MG 22 445 T P [64]
THAMEAR MU S 45 Sy DAL [71]
INBEG PRI B 95 PGC-la T [72]
R IRRE RS T
O IS 2T 4 Ak PGC-1a 1 [67]
PPARa 1
CPTIA T
FAO T
=Lz W bR s SREBP | [68]
ACC
REER |
EHR T BRI B s AMPK T [69]
SREBP |
ACC |

EmE R |

Q-TOF/MS (4 A1 4 2% 7 ¥5 25 58 T AR %5 J2 ol 3%
CKD WYL, & Bk A FHAR S Kz 55 B iR A il
AR AR AN (o AR A A AR DG . BRIV 2
T A R A, 3T Song SEIE T 4 2
I o L % figp LA AT () AR AIL R, 45 SR 2 B o
FE A IV ] 38 25 (R39S AR AR TR T 2
RAG R AW A B, 38 2o 2408 RORE RN Ak
o7 A e AR R A AK L, A5 3L 4 T 9 A T
2% 2 B R AL 2 ST UE S, 1L AS i T 3 gt
T 35 R AR L B AT R RE K T T & 5 % i I
AKIHFEF®,
3.2 B RS W B AR KA B

B A 2 T (B ) TP Y R R
ZIHSCHITTR , DUAEE A8 AL R
Ll 25 P b 2, 8 8% FH T YA T R DR TR I0LAE ' o
PR PIIF 98 S0, 0 B T ARGE 45 Jr T A 5 TGF-B

1/Smad3 {5553 #% , B 3% [ PGC-1a fil PPARa £
FIFR IR, G B IIE FAO K HE B ECRIVE ™, Song
SEO5E 1T ARSI S 8 T BER IS AL A W R B R T
B AL S E S FAO 6 R 45 SRR Bk
% W] 3 5o SirT1/STAT3/Twist3 i B% 1% & CPTI1A
I FH FAO MGE T £F i b, 9% SEEE R A7 76 T4
Y% 5E 3 T —F B- RIS A= W B, A P ST S
FEW] B SRR S P Twist] (9397 504 R3] 3 A
HIVE R AT i 34 PGC-1o . PPARo S H R ARG
fiti CPT1A Y 225K & FAO, x4 5 35 22 i 55 1) o
LRYEAR AN, SCBRIRGE = -E 2 RIAEE R ]
i 5 4 ) SREBP Al ACC 3 M R 1k, tle 3% i oAt
2= AL L 9% i A A L B HE T &k #5135 97 DKD 1)
PERL,
3.3 REZEARI RS

B w0 = NN 11 L2 % = % € T 1 R
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i R (A DAk, MR NS B A O T R
b R T IR S I R A 40 I v i
A F 0, DATTIRCAR IUE B B TR A RLL R 2
TERAT RN I IR L FIR9T e e v
SCRR R H AT NF-wB 5 Ak | ok 2ok A T BE
M 2% f ALY 24 0 A0 BT B0 AKT7Y, /N B gl DA
BT A3 S 1 — o 2 A W e, T 0 F o & B
T S G PGC- 1o [ 5 i, (1 a0 A2 200 2 kT
A BE R FAZS A FAO T 28 #% DKD™,

4 FiEHFREE

25 b, A SC UL SR 9% AKT L. CKD 5 RCC
FARE, RGBT B RS 5 R TR A N
R FR . (HEEENE, PPARa1E Z BB LR
th RS EE AR, AR PPARs 20450
VG 5 5 Ak e R R T BBV 24 PPAR«
Bl T ARAT I R, (53 26 20 Py 78 B R s vh
HIVE A Rritt— 20 50k .

WA, I8 B I R A s Y 28 S TE PR A
N H TR &M E e, F o 2 2 AR T K
-1 S g A ST RPEAY , {RAE L O AT R I R
205, SURBR T SR Y, v 2 I R IR AR
o UL, AL 7R EE 25 B a7 & i IR
7 o= o Sy @ VI AR R B I R S 2
B R0 R 7 A S
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