AR, 2022, 42(7): 1365-1372

www life.ac.cn

AERER (CSE R MEBE & B Mk P RIS

Mo, RED, MHeE, M EF
(THRKFWREAREGLZA, TR 315000)

T M6 B KE 3R R AP M % A R A R 2 — o HeaR 3 78 44 I 8 4m L0 33 3 A G 15 BR & AR A
SRRBEBREEURSREVD RS T IFATAEK, £, #45. AR, EE2HEE LR
(acute myeloid leukemia, AML)¥, AML%mAeiBid 5% & & K6 by BR Rt B, E5 -5 %687 4m fia 69 48
BAER, ¥fEhERA R . LR BRAKMILEAMLM LG £ 53858, hanit h AR Sz Rk,
o, EAML Y o1& B5 By B2 A A 2 R A 0877 6987 B9k . R SRR AR B R AX i 2 AML W 09 A 50 o R A —

XHE: G AR b, IRERAM: TS ML, #tth; e

Research progress of fatty acid metabolism in acute myeloid leukemia
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Abstract:

increasing fatty acid synthesis and catabolism, rapidly proliferating tumor cells obtain energy, and synthesize

Enhanced fatty acid metabolism is one of the common metabolic changes in tumor cells. Through

biological macromolecules to support their own growth, invasion, metastasis, recurrence, and drug resistance.
In acute myeloid leukemia (AML), AML cells increase fatty acid utilization through abnormally high
expression of fatty acid metabolizing enzymes and interaction with bone marrow adipocytes. Up-regulated
fatty acid metabolism promotes AML cells survival, drug resistance, and immune escape. Therefore, targeting

fatty acid metabolism in AML is expected to become a new idea for treatment. This paper reviews the research
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progress of fatty acid metabolism in AML.
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g 7 PR A A 2 Pk R £ R DL 1 A X
Lo TR ARMA G T ER KT e, R 2 K
2 O A1 RE 1 AT I R 1K) R R AU R 4 i e B
Bz, [, 8 AV GRS 5 0 15
A S RE. BRI, RN
AR B R A0 B B A 2k, CAEFLEE . 1T 8
IR AR /NAR B AR O S5 55 2 B S AR iR
BENESE . PTEERIVF 2 SCHRIIE, AETRR 1
HE R 5 AMLAN M ZE AF R BE . 25 W0 24 B G b ik
SEERMEAT AR E YIS, SRR ASHE
R U0 1) 70 7 P A STAMLYE 1, A SO AML
o i T R AR (I WF FU Bt A — ZR3E,  DAINAML
(6T S AR B %

1 ZHAERER R HXEEEAML A RIX
e

5 IE 8 IE M0 B AH G, AMLZH A R I 4 1) il
#AEJI55, 0 I RE RN 0 AMLAN AR 3 28 5%
L, bR TOMEREAE, AMLIE & B AR 2ok A4 g
TR Mk (fatty acid oxidation, FAO)FIEALBERRIL
(oxidative phosphorylation, OXPHOS)fAE"* ., #k
53 1 0 TR AR U T8l G AT P47 15 TR 24 A i (AT P-ciitrate
lyase, ACLY). HEWil& & (fatty acid synthetase,
FASN). PAIBBR AE 19 7% #% B 1 (carnitine  palmitoyl
transferase 1, CPT1)ZEAMLHYRIEF =, SEUE
i R AR AT R (1), e 2 AMLAH i A= 4 1Y
FE. oy btk .
1.1 ACLY5AML

ACLY 2 R TR Mk & it BRI e, AT IR
R I3 A LIRS B A S e O R, (R 2k R TR )&
Bo BEFURIN, ACLYTEZ Fi i b 57 = Rk
AT T 43 S AR G i o RR A PR L &5 L R e AN LR

l Acetyl-CoA IT\

P TR ST TN R 7, I ACLY ¥4 14 2 2 PR 0
41 Jr 3 4 B 18 B O 5 S A E T, FEAML,
Wang 2558 i Sz 5 BPCRAGIN2744% AML R 11
ACLYR B R, RIEEEEE D EFERSTEE
kB E(P<0.001). A1 — 2 F H shRN A RAIK
ACLYZE K8 f# FISB-2049904IH|ACLY it )5, &
Z ) T AMLZH A Z THP-1 FIMOLM- 13 ) £f K 3
FE. UtHACLY fEAMLAH M ()47 1% P3G BE h R 5 T
K/ . BasappaZs! BRI, B AEEENLEE -1
Fiff(phosphatidylinositol3-kinase, PI3K)F1Src 5 i I
IR Lyn, 181 — PR & 3B (protein
kinase B, AKT)MHHLEI EHZ#MIEACLY, £H
PI3K J& Lyn# il 71 G2 i 2 PR ICACLY BgE 14, #1146
AMLAHfl RHL-604 K, $2/R &1k FIPI3KAE il
PR AN A BT T DL B U ACLY B v PE,
OB AHBEARAR TR A . 27 F, ACLY{EN
MEWiRR & R SR, 25 T AMLI KR A KE .
B i FACLY A 1) L Bk B A5 A 22 AR 8 B AH
%, HENSHYLEA ZBHE X CD48+id i 41
MR IEH A E S EE ) BRIRACLY Rk m RETE
I AMLAH A AR K38 5 1 1R B, X LA T 40
R AV el B S SV VA == o i | L S P
I, ACLY A& 75 0T AVE A 2T e 4 o5 75 22 5
JNFE 53 FE 90 250E 5K
1.2 FASNSAML

FA SN AY P 5k 4 il A 2 T %0 Ty A 28 4
E R B R R, SR R R A ) O PR
fiff. FASNRIET =, (kAR & g in, ik
T2 5 Py 1 ST M 3 R RO R TR R D M ELTE L
SR N SN R e ke A RN
5 FHEs2! . HumbertZ5" & 1, AMLFASN
FIE B W R & T 1EH AR 40 i 8LC D34+ 1 4H 41

B-oxidation

itrate

FA: JRWifR: FA-CoA: MEMAHAEA; CPTI: WWKRMENHEAEL; B-oxidation: B-Ffk; Acetyl-CoA: ZWHAfilEA; TCA cycle: =RIRIEH;

citrate: F7EER; ACLY: ATP-FTi5ERZLARRE; FASN: JRWife & wy

Bl AMLZAREERSY A ARER X B FIA L1
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fe, ELFASNAT DU ik s i L sh ) 6 i 5 R R
1 (mammals target of rapamycin, mTOR )i &l
I . FASNS H BEAFAE SOt R, ik B e
BELRS 20 P 1) IE 3 20 Ak o RIRFASNZR A, mT LA s
Y H R T B AT F AML-M3 4044t HikS
EM3 Y s RMOLM- 1340 i 731k, R FASNK &
FIEREH AMLAN AL B W0 L2 BEAE G .
RaviZ: "Ik BL, FASNIEIT 5 6-ff R # 41 b it 2
MIEAER, {RRE AR 27 4 ik R b B R b iR 42
FWBOE . RNAKLDNAS BN, i i3k 40 i % 1tk
HO5E , PRIRFASNS W AR MRS, (209t 7
R IE. AW R, FASNIG SR %%k % V)M
o Lim&E VR HL, R oS A B A e e
P ETHN M (regulatory T cells, Treg cells) #iG
P RR AR AR B, R i T R A RN R R TR R O
1. FASNAY 311G W7 R & R % {2 125 988 N Treg 48
M ThRERR A [, FRKREEN FHEA
J5 U A T DLV R Treg 40 i i) PD- 1 3 [A]
Rk, PR g, R MR A K . Cioccoloni
SEUTIB R TE T T Ik EL A0 i 1 o5 40 i i FASN-H%
A KK F-p1-PD-L1%, LPD-L1REE,
e 6 TR RT3 S S . SR EIF ST W], FASNZE
I B8 R ML B 2 26, ¥ AR AR
R R G e B IR, R ok o AL (4 RN BT K
X AMLII B iR B AR i S
1.3 CPT15AML

CPT AL EEAS MR IE BRI R 70 i
RIFIIIRIER . CPTIAZCPTI—FHEAY, 7EF
M. SEpR. BmSZmrbesRs, B
HARRWGEHK". Bt R KB, CPTIATE
AMLF ERIE, RIEESEHEEFREAME,
I HCPTIAGRIEEFHENFLT3-ITDIRAZFR T
&, FAB MIWEA &3 il 5 %2 (P=0.03)" . x|
JREEPVSHT T TCGAKLRE E 1515 AML 5 % FIGTEx
KW PE E 5 ARk R N R A SR AT b, R
ZERRBEFEEEEERYREMEL. H
1, CPTIAfEAML Y )ik & 4 IEHE R ERE 18
%, HHESEFPEEMC. A, Jiange%
T Ik A R T AN SRR AR S R (BL Y CPT1ATE
POTAML R (05 B8, R B R IA 2R AR Al
SRR 20 SR DL ) S e R B s (PDI . PDLI/2

LAG3FICTLA4)F k& 5% L, BFVICNI.
CDI160TE N 24 e e i R R Rk & W E 3 &
PIRCPTIA LR 51 i AMLAR 5 4w B2 5 iR
A (tumor microenvironment, TME) 55 #0141 .
{FL R 1 S B0 2 i 1 2 LU ) [ o O, X
BEOTIMEAR, HAERKMERY, )58 FHEE
RN R b s a i ik — B IR IE . ShafatZ ™ /EAML
JEAREH AR /N BR 5 Foh RS AR 2 HH I CPT 1 AR
%, ROLGXIRALAALL, CPTIARARK /N EA
EEE R, %, CPTIAERIAEIFAMLK 4
K&, B EAMAAEH T AMLAE KR FIHLH] A
SEAH, iR PR R

2 FHEREAARS5AMLEERER RS LA
B 7 AMLAZH M B 5 i i B AR U e 00 i R
ik, ERENEIT A S S T AMLA R DR AU Y
FVAE2). ShafatZP VRN, S BEHE 740 i AL
FEHFEACAMLAT A B, B 9% (1 AML R A4
A B A B R I FAOR M /K FIA75 %6 . 8 11 ol e
2R S 56 7R, AMLAH A nT LA 5B 56 AR i 4 i
H 2% R IR D B (hormone  sensitive lipase,
HSL) ISR 4k, 338 17 S0 N 7 40 B N A o i 23 1)
JE W 12 5 16 W7 BR 45 4 B 1 4(fatty acid binding protein
4, FABPHZE & MBI TMES, 4 AMLA
. {3 FH ShRN A RSAR FAB P43 IE 81/ o3 1 # il
FIBMS309403 4 A EABPATE 11 7 401441 g /iy 40 Py 3
B IR JAMLAN MG 56, JF H R FABP43RIA 1]
$2 i Hoxa9/Meis | AML/) AR R OA7 G R . SR1T,
BMS309403 1 f AMLAH i 77 P& 40%~60%, 8
S VAR T 2SR AR A IR, RN AR I
S M Bk T AR AL S IR TR A, e A AR AR
HEAMLANIAE S . LuZe® R Yang 24 ¥ F 58t —
AR 7R T AMLE S 16 197 40 PR A i ] ZE AL, b
IR, AMLAZH L 7 ) A K o AR F-15 5 B 7
M B E KR -pRAA L85G )5, BosE
YHRUPI3K/AKTE 5 il , ki T i X e 5% [l
T CURBFARE PR WA K2 4% AL B A VARIA,
5l #ECa* N> FEHSLE AN, A& IR
TP AE MR, Btz Ah, TabeZE ™ HIHFFCIEM , Hg
U7 4 B TR R R AMILAH b S 24, G 07 4 A T
DLIOE AMLAH f A &2 44 (1) % s s W 2%, 39 e
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TGFPRII S
TR

Adipocytes

Adipocytes: JgF4HL; TRPV4: iEFVEMFAS K2 A AR AV4; TGE-PRIT: #HALAEKKE F-p2fA 1 ; HSL: BEBURMEETEE; GDF-15:
AR T--15: Adiponectin: IEBAZR; Autophagy: EWE: FAO: JEEiER%fb: HSP: #ASEM: DP: &M FABP4: JEHiMRLGE

H4; PPARy: i SAALMIRE ARG SE I 2 /4y Fatty acid: i BRI

E2 E8EREA4AES 5 AMLAAR EiE AR AR EL (X 5

AL W I AR 3 BE YD IO % Ry (peroxisome
proliferator-activated receptor y, PPARYy)-FABP4[1]
MEAER, %G AMPIELE A #EF(AMP-
activated protein kinase, AMPK){5 ‘5, HikE
LB o (1) AR M5 400 B A= 1 B e 5 R 07 1R e AMIL ]
JHO S PR 7 1R e iz tR HCD36 N A, R AML4H
MUPPARY(S S I8, 4ki5% FIFEEECD36.
FABP4RIHUA T B K Bel-2k 1% . (2) AMLH RN
2T L 5] 78 53 4 i 2 9 B8 22 IR 1B 3% (adiponectin,,
ADPN), [FIW, Jg 07 44 i 75 3 AML 44 Jfa 58 n
ADPNZZ A K H N IF AMPK {15 . ADPNI@ L i
SAMMANCa> N FEIEAMPK, 312 R FAOR it
AKF, A S mTORAE 5 3 B8 R 0% H g, 14
AMLANRRIAT: » (3) & Hili HE iy 40 P 330 AML A4 i X
KAER K 7ML, SRR EAR . B
KFBIAMPKAER T, #vikwiE A 52 MEAS S
PHRME A E SR, ISR AMLAN
A . IR AR, R 4n i 5 AMLAN i
ZNAFAEF VIR AR . —J5 i, AMLAH A
BENG 0T 40 MG AE, S5—J7TE,  JTE JD 4N  aE ed £R A
Ui 25 MR 7 1R e MR K 2R (i ik AMIL 2 b 3 T 17 A
o S e 400 1] 1 T DT 4 L) R T R AR U R RE
AMLYG YT BT 50

3 RERAERACHE LA/ S AMLZ R 245

Jigs 197 1 A b AR #E T AML IR K AR K
&, T T AMLEIMY 25 . i 25 < BRI 2 407
KER R 2 RIERREEPURAE R, A& R EURIT R
FPIRE R . H I T4 (leukemia stem cells,
LSC)# AN —AMLAST E K FIRRIE, B,
LSCsitfl id 2 FE MR AL WK B OXPHOS , IR HA A7 4
VR R AE B0 JonesZEPTIR L, 4k 4 Tt
(venetoclax, VEN)BtHG [l 4L 1F (azacitidine,
AZA)FTIERS T SR M LSCs R LR AR, al it 411
il B AR R S SN T T 2R ME VR I AML
HILSCs ] DL It 3 IMFA O 7K ~F 3k 5 il & 25 B2 AR
B, TSR3 OXPHOS, 8 4 i% T ik K
A EENE. SE— P ER, kRS 5IRNR
FEIZINEEIN, WCD36. CPTIARICPTIC, e,
FHFFIRAML LSCsHIA 77 g 71 RIEETETE i fig 7112,
Raffel &5 i i 5 & & A A SRR BiE s 5 1E
M AHAHML L, LSCsIPPARTE 5 4% il 6 I s
7 R AR Ui 12 H B S W TG Ak . StevensZE U0 52
3|, FEVEN/AZATZ5LSCsH bR A B Ik 1k 4l B A it
Z M (very long chain acyl-CoA dehydrogenase,
VLCAD)/K-FI & Ft 5, HHsiRNAE #m ik
VLCADZF k8 ff FIMCL- 14017 VU661013.
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S63845 [A] 4 VLCADIE 1t 7] LL 3 1] Jg 17 & 4X
W, MK E LSCsXF VEN/AZA IR . X Se R
FLUESE, LSCsJ B M il 2 AML" A i 24
PE (v EE AL, I i R A 1 Il T R T 2
VIR

¥ T LSCs, T 245 AMLJE 44 20 it 22 3
FAO/K V)Tt . Farge U VR B, o o) B ffo £F
(cytarabine, Ara-C)Iif 25§ ) AML4H g #¥ 2 30
CD36-FAO-OXPHOSH 7 % W%, St
OXPHOS# M. SalunkheZ5P*LL# T AMLYHHE 5
HL-60 % HOKFE BN 24 T R MX2 [ s 4 22 57
RIIMX2 B A B 5 1 2 b7 A4 8 14 O X PHO SAR 1
K, 2R SR E AR AR &R . PengZE )
FE W F0 ER 1 g A4 40 ) 70 R R 2 K6 AML I AR
W, RIS ARV 25 R4 B A B S FFASNIK
o IR I EBAIESE T AMLIT 25 -5 g 7 R AR i
A, AL, 8-Cl-AdoXiGIT MG/ K
AMLEH A —2I7 3, #i N 58-Cl-Ado Fiff
FAOAMH K E R ik . MHIFAOARYS . 1 i BH
AMLAH g B AL RIAE 0T, 45 1, LSCs 5AMLIJR
G 4T A 19 AR i IR A T A AMIL A i i 24 ) o 2
MUl Z —, FCARAMLAH X FAOAR M 14 i 1
A RS M AT 24 B B 1) 24 i 24 P 2 S

4 $REBEAER A M EAMLAp IR R
&

S U B AR 7 R AR AT DA 3 AMLZH (1)
ARG . 2T 25 DL K e ki . BRI, AR B
T B B S A& 12 R 11 5 B R TT 6 A AMILYA
JY VTR s . HAT, 2 AR 7 R AR W 40 ) R0
AML I B BT 98 b S o v v, HL 2 0
AFF 0 S5 7 M 1 T A U 440 1) 350 BK A G e 82 o) 24 B A
PEVRITATAE YR RIAE T, AT DA K 44 B8 5% K 1) Bt A g
EH, NAMLIIRTT o K IE .

CPT1HIHIFZEAML Y HIHF 5T fe N2 o
Etomoxir&CPT 1A n Wi #il 551), w] LA CPT1
W, BRI AMLAN A K, H5ABT-
7378 Ara-CIEA M AE K T 5 P RS AR AR 2L /) B (1)
LAY (B A2 BR T etomoxir /£ B4 SE K
HILO MR R A B, %48 3N AR IR
K09, Avocatin B 53 —FICPT 1M, itk

TR e B e vy A% R W R A A, Bl SIS A
FHIAMLANREAET:, (H2 X058 88 I8 7 40 fe 3L 5%
FEMIAMLAN B A7 U5, FTRE Savocatin B
75 5 AMLZH AR 315 g 0 TR AT EL - 398 o s e
A AT R I mTORE 5 1% T K. TMavocatin B
55 Ara-C BB A AT A BH 114 B AR A W) 5% 6 PO 98055
X AMLAH L B R R 5 E S A5 7238 R B,
avocatin BREE I | VLCADIE 4 K [FLFAOAC it
KPS BRI . A4, CPT1H0
ST 132645 UF BH 3@ it P4 514 0 T2 % 5 VENGEZ
FEVERY, Ll K perhexiline” th & 7% H FLAMLIE

1 BEIEREHIHIFIFEAML P B SR EK

A 40T H RTRT LB B EEBUN
SB-204990  ACLY ARG S2 [10]
etomxier CPTI N RS [35,36]
avocatinB  CPT1. VLCAD f{k4hsz56 [37,38]
ST1326 CPT1 A Hh S5 [39]
perhexiline ~ CPTI ARG S [40]
TVB-3166  FASN ARG S8 [41]
unnamed FASN PRAMSEIE [42]
[

FT113 FASN RN RSP SEES

Yo ARSI A B DL SR (R D).

BRCPT14k, oAt i o3 AR5 Bt 85 4 b i
BT T R . FASNHIHI I TVB-3166 E A% St
(FIC75 BRI ] Al 45 259 5 7t S 5 () 470 8 v
FITE/NIR B, RSMSEES 2R TVB-316618 it
R AMLA M I IG A 4544 BEL T AMLAH M 915 5
e 300 P 2 22 FhOL 0 AML 2 B A ) AR K
FEU, AL, —F R A 4 I HTFASN/N - F
FIIL) e /Ny FA A WIFT 113 85 1 52 B A i AML
TS A EECONAMLIA ST E L 24

JUE I ARG T 0 ) 751 5 Ao 8L 1) 25 PO BB A5 B
o, B R M VEN. ABT-737 K Ara-C4h,
StuaniZE*YRiE, TEIDHZEAS I AMLHOXPHOSHI
il FIIDHAR SRR P FER , T CEBPal% 5%
In, ¥ IDHZRAS [ AMLAH L H FAOAR TS . #
FHIDH 1 578 $ it 771) (8 e R b 1 2 8 1 R A,
T CEBPal% 3%, (HARBEWH I KIFAOR
OXPHOSH YT, BT HCAE, i AOXPHOS
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gz —10 WFITIUESL, 78 2 Fh s vk iR 2o Bp 51
i M B, TMEH I 5 I R 2 52 i 4o
P28 A i Gn B SRR 40 . Treg 20 B 55 1 Th RE A1 3R
B AmH R G, FEAMLY, omega-3 LA
omega-655 22 AN 157 R AT A= 1) 98 5E A 1 HiT 41 i
FRE2@ S M, B8 I TME A 2 40| 48 i
KA T R A, AR A0 AMLAH A 16 36 i 8 o
Y. HossainZ5 "8 1 etomoxirl & PR ik i vl
AR 5 it e DA % 35 i s v e D e 00 o) 200 L ) 4
PEAMHIEA, DL A d I ek b 4 AR 7 R 1
R £ - 5t 200 S v B R 1 R 4 A 2 -6 1 AR
BRSSP A o X LR At — PR SE TR
0 TR AT 0 11 7] T i A AR SR R AMIL A 27 VAT
Ry R .

5 Mgk

IGNEA

Zx BRTIR, AMLAH AR ZEAR S RO & 1R R it
4G 07 B R K e B & AR AR I B, L
g, FERMAL SR LGYIUNAZA . Ara-C. VEN
(AT 24 1« S0 1 g 7 R AR W A R 1) BT AMIL 41
AR, RS RAERFAML.

AT A 1 22 o i 7 A 40 1 7 2 )
PRAG RS HR S 78U 197 28, SR BT AT
It A U 5 7 A AMIL AP ) EL A 18 4% K A AL 1)
IWHIE AR IR, WA T2 8 & 22— D
Fio WIAMLXTFAOE B8 A0 H A2 75 LA 5 3k 1k
FA, ANBH W AR AR 1 — AN S RE R TEALARAR
WHE B2 /T2 AR BTAMLAE F 2 AHAS BE A X 28 ]
fil i, K HEZN G B B AR W AE DG I FIE AMLYR IT
R B A R

A
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