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Abstract

Lipid metabolism plays an important role in breast cancer metastasis. Cancer-associated adipocyte
(CAA) is directly involved in fatty acid metabolism of breast cancer cells by secreting free fatty acids
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(FA) and lipid metabolites, which provide energy support and enhance tumor invasion. CAA also
secretes a variety of adipokines and inflammatory factors that activate signaling pathways that fur-
ther promote breast cancer invasion and metastasis. At the same time, breast cancer cells enhance
their invasiveness and metastatic ability by upregulating key enzymes for fatty acid synthesis and
oxidation. Fatty acid metabolism plays a role in promoting cancer cell invasion not only in primary
tumors, but also in colonization and expansion of breast cancer cells in distant metastatic sites such
as brain and lung. This paper reviews the important role of lipid metabolism in the metastatic pro-
gression of breast cancer and discusses the potential therapeutic targets related to lipid metabolism,
which provides new ideas for personalized treatment of breast cancer.

Keywords

Lipid Metabolism, Breast Cancer, Cancer-Associated Adipocytes, Fatty Acid Synthesis, Metastatic
Mechanisms, Targeted Therapy

Copyright © 2024 by author(s) and Hans Publishers Inc.
This work is licensed under the Creative Commons Attribution International License (CC BY 4.0).
http://creativecommons.org/licenses/by/4.0

1. FRAEAEXRAER AR S L BR B AR Z ER SR Bl

JIFb IR AR 5 v 4D U 4 B (e A O T P 4, CAA) 55 LR 400 it 2 1) 1) 52 % AH B A R o LRI 1)
ARFMRE P RE RIEN . Tk, ANYIEPERRTE iX Fh 4 i 18] & 06 1) B 2R A, Bk s B OGE
[1].

1.1. #EHEXBERF4AME - A BRESHS FA WEE/EA

FUEE AN (0 MCF7 1 MDA-MB-231)5 CAA HL[AR: 7R, FLEE4IIE+ PGKL RIAEE 1,
LR 7 4 D T B R O N/, 3 B 7L M 4 o e 3 25 2 e T 400 0 A [2] [3] 7L e A P it
WoE ATGL A1 HSL R 3ENE D7 73 fif, BTS20 B R IDTIR, X LEAR T IRIET CD36 Sz 4 i A\ L M 40 i =
g AEAE NG o DB I 2R PE[4]-[6]. fEQUARM, WF SRR BT ATGL R B 12 10 N ik gk AT 44k
(FAO), ffti CPTIA /K LT, $FFEMZE6]. RE FAO 5 ATP =i, {HSE AMP/ATP tb
BT, NIHIE AMPK E R, (2270 e 40 M i AU B AR AR 22 A5 [3]. A, Wi B RiRIL Re
AR E KRR, RS, CAA A NLERIERT SLC27A4 HENFLIME AR, (RMEBEERIL
FRE R BB S T R ae e ik R bR A R &, il 7L e XAk [ 7] [8]

1.2. FEHEXIERAARE - FLBRE SIS FA NEEER

CAA AU I 25 A5 T R (FA) -5 LR e A0 MURE AT AR S L, e dad 7330 25 Fob i 7 B (o 3R A A
R ZR) A AAE AL (U 5 40 A1 3R -6 (1L-6)) SR 15 JRT I 58, (ke L s (R 2k FE AT 2

1.2.1. BEEREFRUIER

8 2% AN T IR 2 A2 I M A 23 WA P - BE R T IR, e L e g rh Py e E B Ay £ . 8 Rl I Ob-Rb 5%
PRIIE 2 255 %, W JAK/ISTAT Fl PIBK/IAKT i@ s, et 3L 40 gy fE #2[9] [10]. HERAKF
Tt 5 AL 12 28 1 KA RIS 2 VA C[10]. AR, MREBCEEE IV EGPURIER . RBERED
AdipoR1 1 AdipoR2 i#i% AMPK 1 PPAR %, 1 L e 40 B 38 Be 02 st L T2[11] [12]. JRERERE
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i STK11/LKB1 /51 AMPK-ULK1 #1555 E WE[11]. SR, FLARE B TR IR KPR, #1895 7
oAt bEg /5 H [10] .

1.2.2. REEFHIER

CAA T3 R RAER T, U0 IL-6. TNF-F1 MCP-1, X% [ 738 i S8 fifrJad o 353 12 30t L ek
J€[13] [14]. IL-6 it 5 IL-6R 454, uE JAK/STAT3 G, (2t FL IR 40 AEss . AT [13].
IL-6 AMYAEF T4 i, it 59 nrm 240 s T/EH, ez Mgt g [13]. TNF-8Id#E NF-«B 8
A B A I T A%, R R 2R A [14]. MCP-1 3 T3 b 474 S5 50 2% 4 i R [ W 4 Pk N T J8g it
IREE, B9 ARE S AN A K [14]

1.3. FEHEXEERYM - FLBRE SIS FA WHEEER

CAA T FLIR S O 58 o 0o E B A 1, LR AR 18 28 S M FUAREE (13 R AN A6 A% - CAA 1EFLAR
T2 S PRI e JRE (KT mT YA, B v 2 TR B 58 [0 22 A 5 T AR FL D REAFPE[15] 0 IR AR AN
R i rg am M ) AR FIIR 2%, I3 3 22 AL ] B i 3L s R B R T e

1.3.1. CAA MRS FITh g sk

CAA [ A5 Ak, 3 AL 8 i 57 A Ut 1) 58 4 B2 AN 200l 1 1) 5028 - W FE R W], CAA 22 JF R I 40 A 2 73
AERE, IR I g 2 B AN o (AL R 7. 4 P TR 7 MR o [ A Bl (21 MIMIPS) PRI 2304 [16] [17].
KR EMCREE CAA B 5 S IEAMMAN BAER, ORI r A KRR

1.32. CAA ElRRRMPHARE

P AR T g FE i CAA REVEILI)— AN CBRFAE . Hilvo S5 NIRFFTHR i, LR (1 3k J 11 B 5
g AU A 2 5 AR A, IR AR A R A T B A AR A AR R [18] . BE4T, Hosokawa 25
TR, BRME= AR AL S A R E BB IRBIER(32:1), XA HEE CAA IEMEA IL[19].

1.3.3. CAA 5hpE AR EIER

CAA 73wk 2 Fh B i IR 7 F0 9 5E R 7, B s FLIR S 41 B 947 - Koundouros #1 Poulogiannis
(AR TE B, i RE UCEA A8 P 0 I I T A6 o 2 P AR R 400 i 1) 1R 28 A %% F2[16]. Monaco (1 5t ik
—IBAR Y, ANTEIE Y (0 PL R 7E R T R AR 7 T A7 AR 5 2 5, IXR I CAA T gl e AR IN& R 5
M) A ) A 28 7L e P e [ 171

1.3.4.CAA B3l E#

CAA TEFL M R i R il s B . Li M 7T 2o, s FLARAR I A2 i B in s MR &R
AJ DA R L U (R FE[20]. b4, Teufelsbauer 25 NI,  — FFSUN AE % 52 0 g 0 SR8 116 8] J57 248
S AN AR AR R, MO R s A K R [24] .
2. [R& S5 AR 2 20 AR RO BS A ER 4K 15t
2.1. BERRER A AR EL IR E(RZEE

JIE B FR AR U 7E FL AR 13k JE b i s B e EE R M (o, JCIHE TR R AR L E g R, g
JT R L5 BRI At 1o B MG [22] - ME TR I (FASN) 23X — e 4 v (1) S bty , 2 7 s A L b £ o
K RNV B S, FEFLED], 0% FASN B35 TR AT DU R0z U AR KRR, $oR
e Wi A e S e 3t e b oA S e k1 FH 23]

78 FURRE ORI S KH 2 i o 200 (C AA) Al 3 -3 i 77 R AT B SR AT 7= 4, L 2 o 3L e 400 P )
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e W RRARII[24]. CAA J3ilb fyiie 25 HE i R (FA) B LI A RS, v ME N EZE MR Rk, H25
FECRE R PRI 1k, AT (R HEST M PR B S AR 22 [24] . Ak, CAA T 55 50 A PR Tl 22 il g 7 X1 - A0 S
R, X EE PR ] DSOS FL I 4B M i e DT R AR i A2, gk — B s AR 28 e i, SORE A1
JEIRFEIR T-a (TNF-)Fl H4IHI AN 2R-6 (IL-6) 1T LUB T BUE (5 5 7 S A SR BOE R T 3 (STATI)igf, 12
HE FASN ik FyEE, W36 00 A s 8 14 5 B [25] -

Ji 0 R AR ) B R FE AR A T AL AR AR K AT R Re i, il AR s 2 AR =4, S 4
5T R S ALK R IA[24] [26] 140, NEWTER G RO AR AR AR BURIIE D BR AT AE A a0 T — B (MDA) A 4-F2 5+
% (4-HNE) FT LAE e T A B, o503 8 15 R Th RE S RE M 40 M A5 5% 5, JE I 3k e iR 28 R 4%

2.2. BEEESRIRETBREER

2.2.1. REEEERIH SRR

UEL T P 2L R 200 L P A S R D R (it Lk PR AR I L B R K 2 — o E [ AN DU AR
HREE AR, E5 52 MAED R, B ESES BEA SRR A LR . BT7ER,
7L 240 o JEL [ P O AR A TR R R A O, A R 3-FRJE-3- UK TR BBt A A LR
(HMGCR)IZRIE KT8 T, X 5 A 0 i R e A R A B DDA 5C [22]

2.2.2. fEEFhAYAE EEK int

CAA it 22 R L] 50 2L Ao 40 0 PO L T A QT o 56, CAA 2RI M R T R4k R 7, dm 4
1A -6 (1L-6) SR FE K 1~ (TNF-a), P 305 Janus B85 5 56 5 S 56 5305 X 7 (JAKISTAT) @ B
T 484 550 L R 4 P L [ 45 [ 270 Bk, CAA BRJHURA A R A 7= 00 T L AR L 361 2 i AR 0 52
T A T A o A LR A B IS T — D e A O MR [ i, R LRSS M AN ThRE, AT (R 2 A0 R 7E 1
W AR G IR [24] 6

2.2.3. FoviE O A [ 2

A LR Jee 0 L e 7% 0zt v 8 T (U ) FREAT MRS, LT AR AR T A o I T A A
AL rh A B AR A P A R [ oy sterrol) AT AR e sk R LXR (X 2 A) LA, 0% LXR
GO, VRN R RORIE, T (L g A AR PR v AR R AR [28] o B TUACIL, AL [
A DA IE T SR A 0 A0 T PR AR, (R R A0 B Y R A AR AR [29]

2.2.4. $EmE1HEEIEHR I BATT KR

S RH [ B A LR 3 PR AL RS R I AR A, BRI AR TR AR (MR T SRS LA TR IR R
IS 5% 4] HMGCR FIZG 4 nfth 7T 28 259 L& 76 O VB 0% Hh )32 B FF BoR i — e U i 77
e PR BT SR 0, AthyT 2254 mT LU 3 30 ) LR 20 M A KR B8, 3R JLAE FUIRIE VA I v RO 16
FH[30]. eAbh, A AL RE s A B R LXR (35 SRR (25 IEAE T R, B B AL Va7 S
#77 1A1[31].

2.3. BRSNS EREIRBRE

JEWIREA(FAO), TENAIMIARI IR BT —, FEFLMR R AR R I E B OCH M EH .
W], FUAREAR IR G R AR R R AL RE ST, TUASRAS S 2 (R R4, MM (et iR 2%
MR . B, NEMREAIR TR At 7 KRR ATP, XARERMERAGH 2 1 RIERE T
R, SRR T AT R AR TGS BhAh, FAO ZERK NADPH MULARIE I &, A Bh T4ERRII A )
FACIE IV, JF2 SRR E BRANHUAARSE, T TR 4 AR AR AL I 70 T R AR A B B X [32]

DOI: 10.12677/acm.2024.14112889 369 Il PR 2 2 3t


https://doi.org/10.12677/acm.2024.14112889

ST

2.3.1. fEEA P FAO 1EH

g 7 i SR R A e 40 P A0 P R o e o o L e 4 M S I 8 5 FAO SRS L B IR e ok 4 4
UARAIAFIG, FEAE IS 7E MR AE IR ORFEVS J7, AT IS I FLAE G i 25 B A AR L3R . R R AL TE PR
T —— AR R B A RS 1 (CPTY)TERZE M ALME b mERIE, WHFRW, $H] CPTL MiE I 2L
I8/ LI A0 B T A F1R 28 8 J1[33] X FPMIAE FHIGUE T FAO T J 41 M 76 FR A3 HH i SGBEAE FH

2.3.2. #EHRA FAOC 1R

L g A L 6 B2 v 2 B EAT RIORELINT RO R Rk Sy HAR e i S, RISl Ay 4
SRECFIERE 7). BT FAO A= e B AR, FLARIE A0 AR RS IS RLHT 1A, (R 6 40 i () R A0
2%, WIFRY, FAO TEX A FE P AU AR AN M TR b pt &, @ 4EREU A P4, 35 Bh iR
HARLTE = R R A IR R A7 R [34]

2.33. AR ER FAO 1EA

FAO @i 520l [ e PR 355 Hh () S e A, TR) 42238 0 1 IR A AR i (R 28 e . U R AE S e bl i
S REF, FAO 7E M2 B E AN A R AR R E R . M2 B E RN R AE S 1 BT R R, (RS
153 FFAMAI s S N, AT SRR R 3k 2 [35] . FAO MG ag Al M2 %Y H s am A s, k25
5 B HAE MR A 5 i A RS, HISS 1 % R G0 MR 1) s A I [36] -

2.4. BEEERANIEA{RHALIRERIRE

i 17 e A~ (Fattty Acid Desaturation) & 7L e 40 AR o i — /N OCBE AR 38 I eSO 4 P i 1) 21
PRG54 5, RN 40 M (412 28 G R RE 0 o WF T 3 B, B T BR ANV RN, 4 AR s R 2 W Rl E- 1 (StearoyI-
CoA Desaturase-1, SCD1), 7 FL /I 40 i o 1Y) sk 5 Mg 12 28 A0 S A R % UIAH 9C[37]

2.4.1. fEFRPRYBERAER A taF{ER

g o T A A 38 S TS0 9 A0 R (1 e s I AN S ey, 9 4 L B 25 5 ZE AR A P s AE % . SCDL ik
MEALTERI R DT R e A0 A B AN AN TR (MUFAS), 900 IR SRR A R0, 395 1 s 200 ¥ i % g
T XL GE A AR A0 A5 4T R TE G A T R0 O A I R AR TR R B, i 2 a3k L AR 2% 66 11 [38]

2.4.2. MiEPR SRR aF{ER

TESR AN (R AR T, T R AS PRI S VA 15 5 (R 2 L AR A B 1 12 28 . 940, SCD1 J&
LG PISK/AKT Fl ERK {5538, 58 7 AL A 85 . 7735 LAAGT R B 71 [39]. X L6y 5 il
AR T 3 4R R BRI RIL, I — 5 M R T e 0 A T A B e (R R R AR 28 8 1 [40]

2.4.3. e ERNAERBRARFER

it F T A A0 3o R AN S i 7L e 40 P AR, ST T MR A B R S 4R B T R . mRIA
SCD1 F) 7L e 41 M 38 3k 40 A 240 R IR 720 1L-6 A1 1L-8, i3k i #H 5% B 4T D (TAMs) ] M2 Ui 4k, ik
T 1) G928 2 0 %o v 4 R R TR RT R A [4 1] o 3K P S 2 S0 X ATL ) 3 — 215 5 B A4 L G 92 2 0 11 M
L, i HAR 2R PE[42]

3. HeBMEIETEF B RIBL 5

TEFLRIERE R AR T, RS BUE RIAERT I MR P B, TR BRI 7E i — i AR e i 8 T
BB MR DO RS G AU, BT VAR T (3 53 AR A PR R A A
W, TERRS SRR RECR IR (U 1 SRR R AN M S AT VA S [43] [44].
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3.1 KER

0 5 7% 2 LI B8 TS e 2 IR RIE 2 — o I ZH e (1 = IR M TR AL S R J e 14 i 5 ) e 24
MR E A A A B . I PRI IR S R w, U K AR (PUFAS) e 4
VU475 B2 (AA) AN ATk TUIG R (EPA) o IX LB I T R AE 4 Fr A 2 A AR ZE M A Th RE L 15 5 1% 3 ST A s
o 35 B A o SPL RS 200 B o U Y A R A o L N A A, AT e B E A A A [45]
[46].

3.1.1. IEERE M ERER

TEMGEE R RE b, 7L e 4 L0 o R It SRR T R & e J i . IR TR & i (FASN) & iX — i 2
W OGN, BEFURI, FASN TERNHE RS FL IR A - maRin, JF HAMH] FASN ] DL 25 080/b i # #5 1)
KA XRUINEITIR G RAE RN R L R i 2] 7R ERI[47]. Ak, FASN &S5 PIBK/IAKT 15
S AR B VARG, 1K {5 5 0 E N 0 H A7 R B T A

3.1.2. PERBRSL SET

JE Wil A Ak (FAO) s 41 H $2 it ATP F1 NADPH, SCRFICLE RN A (1 A A7 A5 . W LR BH, Wad 3,
A FAO B 2IA W, W ISR HRIGE % #2181 (CPT1). FAO AMUIftaes, duid iz
AL SRS TN SR R, LR e 4 L B 52 o P 455 ) S84 2 19 [32] . A1, FAO R a2 FL I
Jee 0 ML E X ZH 23 b BT E R R B R R 22—

3.1.3. BERAERM S S e REiti%

DG 4L 23 R F) S B IR 1 5 R R A U s IR 55 . CAA S LR AN A HAEFE, 2 WM & R F-in IL-
6+ IL-18 Fl TNF-a, #i% JAK/STAT3 Fl PISK/AKT {55, (ki 4 i 6oy i ik FiE # (48] thath,
CAA i IR 17 B2 8 5 3 B 4 i 1m) M2 BUARAY,, sl e SR S S L, it — (i ko e o 7L e 4
(RIAE % AR B [49] .

3.2. ¥

TEAE RS A, CAA S IR AR T 2 CEEAE M, JCHORAEMR R R .
T RACU R A Oy R AR e, 3RIl I 2 AL (e BE e A A3 . 8T AR 2R

3.2.1. BERFERRHHNESRR

FLARIE A0 M NSRRI T LG BT R T ORI A o i & 5 AR iy 40 M RN K B
Jifit %, AN EESE R X SR pUE T - R R AR R R . BRI AT AR S ATP, IR
Fi AR R P2, T ) A T A0 A KR A% S T 75 (K [50], 3 b1 2 48 1 7508 40 L R 8 75 B 11
TR 55 P TR SE I B

3.2.2. CAA 5isHi& &t

CAA TERERE Ik F v it 733 22 P IR B8 7~ (A RE T R 45 &5 B 1 4 (FABPA))FH 955 IR - (i SR B [
F-a (TNF-0) R A4S/ 25-6 (IL-6)), {23k 7L HJess 200 o 10 IR O 1R S A o 3 228 IR) 3 o i i 40 B N 1Y)
AMPK FIPPARaf5 5 il %, H5m AR AR . thAt, IL-6 it JAK/STATS {5 5@, #— b
e 4 PRLK T T R SR A (PR, AN T (I B TR 200 2 I 0 £ e R AN Bk [5.1]

3.2.3. CAA YR IME4 R AER
CAA Bt or 3 1L-8 S a8 2 sl IR 7, BB e ) Bl A0 a2 26 1l o S 25 ML Ay R 438 B 114) g
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S Ht A ANE IR, RN RO AR A B I . 5 R RN B, 35 5 LA I 44 RE RS B 4T it S
FER A B R R [52]. LEAh, CAA IR /WA R /KT IR TR 4 5 5 11 (FABP) ML A fls iy [ -, itk
— LGSR T PR 4 AR A i R SR e

3.2.4. CAA 5&RFER B

CAA 3 UA I 98 IR F- (4 1L-18 F1 TNF-0) BEWS 1755 J 38 9 JE SN, YA i 3500 21 24 181 200 Pt R PN 52 240 i
T B IR B A o IR SORE S SN A A B PR A T S R AR AT, I ) S S A
WEALThfE, (RHER e kiR [41]. BEAh, CAA 23 i I IR 7R 98 [N 1 R o5 28 i 8 S 55 v 4 8
UAAIRRAARES 3 — 25 SRR AN A TS R 1

3.25. &EIBIEE CAA

CAA T 1 42 iR AR B8 1) S 2 A A, 5 o i FE e A P PO A AR 2L e 4T P PO B 4 7
CAA 533k (g i BR AN R HF R0 15 S ELWE 4L 1) M2 ZU 3R AR Ak, 3l 784 1) [ M 400 Bl L 5 7 0 R S e 41
HIVER, BEMSHNH] T 40 iyGft, (Rt MR e dkik[53]. Bhak, CAA RN 7 i R A FL At A
JiorF, S H AR A (NK diAR) AT T 4 shfe, 3 — 0 H1 58908 KRG i) R Gife 77

4. BEERE

AREERIRDT T REACHHE PR 78 TP OGBS W 1 R RE A DR i U 4 L (CAA) 55 L i 440
J 2 1B R 110, AR L s 4 P 30 o i £ K B v R 5l AR R AN A (R L) - CAA T R TSl 18 i T PR (A
A3 g T PR 1 o L s 200 L P RE B I S AR R M o 7L e 4 e o O AR T PR B LT I 5
AR R A ST IR AT S A7 TG RE o MR ITIR & BB (FASN) 55 068 20 0 A2 2 M B8 UIAH G, T JJEL T ey 7 4 o
AUE S A% P IR R et T A AR Rs o i R AU FLRR R 41 L B2 (3t e B0 ST Rp L S e ik i e
11 i R ANV A S 58 T AR B B, b b (e A R IR 2% . AR FLARE AL e R b, A X
RN A RO, SE 5 1 R 4 O RE ARLRE T o AR TN P T A A X i A S B e 4 7
FEEE MR YT SRNE, TR, ARSI T IR AU T .

B W

PR, OB A R AR SO FE I RE T 45 1 SCRF S B 0 [R] “2 A0 S . Ry ) A iih /D> SRR AE 1S
GIEMt EMESHRS, BITA 258 9% I GUR] 58 BT K Tk .

EHEWHE

AWFFRARR T AR A TR S N 70345 (2023A1515010553) |4 i AHE XI55 H (2023A03J1005)
&S
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