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Lipid metabolism and hematological malignancies
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Abstract: With the deepening of research in recent years, tumor metabolic reprogramming has gradually
become the focus of research, and targeting tumor cell metabolism has also become a new means of tumor therapy.
The metabolic process affects almost all the physiological processes of the organism, and lipid metabolism is an
important part of the metabolic process. Studies have shown that changes in lipid uptake, storage and fatty acid
synthesis and decomposition have occurred in a variety of tumors. Abnormal lipid metabolism will promote the
rapid proliferation of tumors. Abnormal expression of a variety of key metabolic enzymes in the process of lipid
metabolism is the key to tumor progression. The purpose of this paper is to explain the metabolic regulation of lipid
metabolism and related metabolic enzymes in hematological tumors, and to provide ideas for the treatment of

hematological tumors.
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J7 ol ONIR T SRR & (A I (acute myelogenous
leukemia, AML) 45 #E 7 &9, I Ik e 25 Joe 1b 771 4L
7 25 AR YT 1% Mk LS 4H M 1 IR (chronic lympho-
blastic leukemia, CLL) ) 3= 2 F B, {H 2, X249
AP B A ™ E AN RN, T BE I | B i T R
AL S5, 2 E e A R R YT AR . B H AT )
PR 25 B S B U RI AT S P g i, S It R 1)
BT A — SR, A B R 2 BRI (Bruton's
tyrosine kinase, BTKSs) il 7] . 6 ¥6 T7 25 ) e 4 ik 2.
Pt (Blincyto, blinatumomab) . i 4 2 47 {f It 47 (ADC)
B L % Bk B BT (inotuzumab ozogamicin). 7 % # 4
(gemtuzumab ozogamicin), LA & ik & $1 )i 5% 14 (CAR)
T YU T V26T MR S50 (E2 BT HE ) 254 Fl 4
FEVRIT 23 WTE R A AN R 3 i B R B IR AFAE —
FR 0] R, BT AATS SR AN R B ARTBOH T AR I PRVA 97 o 1) 4
AL, BRI, R 30T BA) IR0 e 98 A L, K R T () B
KR R P88 Y6 97 73, 2 AT R A AR R 1) O 1) R

Jie R 21 A i £ W 4 A T B O BT R
R SR AE A KA, B4 2 HATpl 2N AT 1)
LGS A% BT A S0, A R I R DK ES 4  A
R T s R R AR 1 R A S T R, e 18 B 2 kL i
. FEHERIETT, TR A = R BRAE AR A5
BESRBLIARE, KA AR 1L, BLATP 7 20 A4 R
o H s d R R A EA B ZE, A SR ERE
i e SN = s oy A (1D e N (9 Bt 9
Wi, B S0 70 AL R 0 T, 0 A ) e P i
(1) 77 RPE A e B, IX{H 2 35 44 11 “Warburg effect”®,
IR IR 22 BRI FE N AR N 9 e 2 — AR
B 7 OREAC I S5 LAAN, R AR 53 (R R 2 i 8 4t i
PR PE 2 —, N8 I AR i SR B B A o i i R AR
TEZ Pl I ELOR 2 e i pRos B 5 . T B L 3
S S H B AR AR, AS(EUR AR I i) EAH A A
W FH TG A7 RE L s A5 5 . AR RRAR T &
U 1) A 43 A VLA IR TR R AN R I T R, )
O3 R A A R L R TR R . IR BT A BRI 5T R IR
X%, CLFER A0 S A RS, e A AR 4 TR
PR AN S R B AE N 2R KL AR J5 T8 BUFT A IR, SR 5 R T
BT, A A T I T R [ e P i A

5 22 o SR IO v, G R G IR T IR 4 i i AR
ST, AT R bR 0 JE o G il o i o A g 12
IR R, I R i 5T A DG A B, R DA 2 A
i I e 24 L %) 364 5 AR O R SR AR IR A S 0TS B8 {1
b 7L TR 4 P 12 B G B SO R R 2 IR R
B, IR o AU B G 52 T b R P A R R, ey A i e
ik & RV A R, Rt e g bEtY, Jf B A

B IR PRI LT 8 i AR R AL ) AR AR i R YR
BARSEAE M IR E R C 2/ 2 7 —E =M, H
Fe R AR S 72 LV 8 v i) AR AT 38 AN 41T .
AR, AR AR IR B B8 A7 AR A KR TR
a3, M AU e o AR 22 P I/ 96 93 A T
(A, O\ B 58 & W R & IR ES (lipoprotein lipase, LPL)
M58 RiE S CLL )k R AL R ¥JE A1 R0, 78
AML F1 CLL W& K Bl T — A s 52 B 3 15 + 40
(leukemia stem cells, LSCs) V. #¥, ‘& A1fE Wi i %14 fig
197 1R % 3z 25 11 CD36 >k F FH IR fig AR U, I 2 ik 4k )7 =
U T2 [F B CD36 B # A o 5 AML 1 TS A
RO pR kAT A, A R AR it R R A7 AR DG
A, AR ]I 5T AR R O 1) O BE A 1T Al A I 8 e
JoE B AR — 2508, PRI PTAR U = i 5 % M LR
JiRg R AR R R AR
1 BEREMNE XS MiGME

Nk 5 B A R A 5 5% 30w o7 R BUIR
. AR, B PR E 2 A% M B b
T, NE 03 A BOAE 22 P S A i 8 o e Y 38 1 1, 7 I e
Jo R TR U 5% 21 i 0T A A B 1 S 0 R R R
MK R AR Y, AR AE 2 Bl OB Y R, 40 ATP AT AR
Wi 24 fif g (ATP citrate lyase, ACLY). Z it 4fi i A 2
1L (acetyl-CoA carboxylase, ACC)- fig i B & F¥ i
(fatty acid synthase, FASN) F1 g fIg Fk 4 e A 25 1 F il 1
(stearyl coenzyme A dehydrogenase-1, SCD1) 2120,
LR FBG A MR 0T G B A4S, HH RN ST AT AR R
7E ACLY 4L T AP, 7 ACCHITEH R, 2.1k 4
By A PR R AL AR RO RS G AP, e 2K R B A T
FENNRITRG, 1R AR B2 S5 W7
1.1 ACLY {ENiH eI & st b i< s mg, 5 it
Fi 7 ACLY TE 45 [y 7L s A0 A /) 4 ffa it e 55 22
AT o b Rk P, BT, Basappa &P A
FoRI, AML 1 ACLY F£1E Y227.Y252 5 Z A R AL
TEAAT L, FRAFAE 7 04k, H ACLY 1 CoA 454 X 1f
55 1% 5 Ik WL B2 3- 4 % (phosphatidylinositol 3-kinase,
PI3K) {5 = i % th e Jig 196 L 8% -4,5- — BT [phosphati-
dylinositol(4,5)bisphosphate, PIP2] =% # Jig Fet WL i% -
3,4,5- 1§ ’® [phosphatidylinositol(3,4, 5)bisphosphate,
PIP3] HEAEH . sEgu & L W], ACLY ¥ 3 M 2 3
PI3K 5 53 % Fl Src 5% I ik 22 B WU Lyn 1775 . i
Loz Ui ], 7£ AML 1, 3546 1) PIBK AS 518 6 M 7 2
TR T8 it T DL I IR 3 ACLY O 1, 1 Y 2 Bh S B A
FHRE 97 B8 B A Rk, AT A2 E AMLERE o kA, BiFFE N
S IR 274 ) AML S35 1R A ACLY 1) 5% 5K F,
R, IKFRIK ACLY 1) BB A S8 4 (1 AR AR A7 30, A
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I 7E 44 A SI2 56 H i i 30 B 40 e H i ACLY Bl A
ACLY 01l 7] SB-204990 4b H w] LA ] N\ 2P %6 &
1755 248 i MOLM-13 FI A% 5 Wk 240 g THP-1 1) A= K9,
VB Ay 2 o 0 T AR R R AT P O BRI, ACLY A N 2
BA BRI B g 2580 s . J5A 1 ACLY i)
7 3 LS T IR JRE R B RE R YR 9T, SRR AR BT

L RN BT R T — F 50 LR SR R AT A= 4 U
(1) ACLY il 771, L v 4k & W 23 R % 2 =& 4100 1) it e
ASAQ 4 i 3 4, I B ST, BRI S, BEE
iR A U BIT 7 1) Ok B, ACLLY 3101k 791) G S 4 46 7 il JRe
AU R P AR A

1.2 FASN  FASN fE AL AR 7 B A9 & Bl i e —
A I G BB, L CUAE 2 Bl S AR, L e IS D e A
BT B R 55 R A5 2 1 TV B AT 200, AR S A 1
FCT5 4 W TR 2% A BR =] A O A AH % P i R s
(P BRSOk bk B 4 i L (acute lymphocytic
leukemia, ALL) J& JL 2 5z 5 UL I 9 2R G % v i s
FVRTT JG W B R AR G I RN A2 ) L B S RE AH DGR T
1 AP A T N E e B R ALL B LRI
ALL LI mRNA ZEAT X H, RIS K &L FASN 1]
FIE R 2w TH L, BB H U FASN 1y ALL 7
JEFRAR B AL, IF HIGIE T AR Z2 4 EUY) X FASN 417
HAE IR e Ah, 765 R bk B8 AR 5 4w AR, FASN
[k AR ] T RETE N ROV . B R PEIS ik
t % (primary exudative lymphoma, PEL) #& — i 12 &
P B 2 M bk LR, 28 B A 503 AN A A 0 I e ik 4
o EEBOE, G T RR MR B A . IE ) B 4L
T AT FASN (AW ORI 23, T PEL 3L H FASN
(i B Rk . FASN 'y S 101 il 771) C75 T A B S 410 1 i
197 R & 1, FREAIS B 2 i F 2 77 < ik E2 98 (B-cell non-
Hodgkin's lymphoma, B-NHL) f3& 14, i % 7 1€ B 44
R JE AR TE R Mt AR AL 2, 76 25 40 bk BB (mantle
cell lymphoma, MCL) 1, Gelebart 2524 % 5, FASN 7]
FEm B RIE . — M N, 418 18 H cyclin D15 %
(1) 441 Jf ) B 1 & MCL & A2 A e 1 i 2 i [, et %
FH C75 1B ] i AL B MCL 48, 7] LAV ZE 3] MCL 7%
21 1 507 ORI PR ARG o R, RRAEC 4 Y FASN,
Re % 75 5 MCL 40 g 3 T2 3 H.#0 #1] cyclin D1 ) 3R 14 .
TEEF X 75 18 1% K B 4H i itk B2 98 (diffuse large B-cell
lymphoma, DLBCL) [ 5¢ H, B 55 A 5138 &% 3 FASN
fE 7 3 PIBK-S6Kinase 15 5 3 2 % 72 &K 1k i USP11
(ubiquitin-specific protease 11, USP11) B R fb, 155 |
‘B 5 A I BB L 45 R T 4B (eukaryotic initiation
factor 4B, elF4B) ¥/ EAFH, i fE i DLBCL H £ F

e 5 DR () B0 3R, Danilova 55°° i i %) 3% [El DLBCL
BHE GRS A, 15 H 4518, FASN [ R 1 2197 )5
DLBCL {3 37 75 45 b, FASN 1 28 32k 1 5 o T ¢
2o [RIVRETE T 20 M bk B8 rh, BRI ) Ath mT DL 3 2 F
i 98 20 f 7= A2 - H 3Ry T A ) FASN I 3RIA, FE5 S b
JEANARFA TN, £ RS HEE (multiple myeloma, MM)
ST — PN TR B R A0 M, R R AR, &
SXof £ ™ B ) B R, R R o A I
JR 11 13%~15%, J2 5 5 WL IR PR ot B TN
FPEAL T MM AR R B BT 72 o o B, R AT 8
ST e AR e AE o RO, T 5 R AR R R A
AR 2 DA < B R A AP 7 2 /b o BRI =) Ath vl LLSE
T 4] FASN 7E MM 20 i 5 (1) = 32, 38 MM 41 g 37
T2, AT HI 40 f g ™ . SR ERE 7 G X MM &
I R AT A 30, 27 491 B e R AR A, A 22 Ak
FIFASN R 1A, T 7E 12 451 g B (it ¢ (1) 471 J& i 224N A% 4
Jiti (peripheral blood mononuclear cell, PBMC) 1 Il &
6t FASNEA. - L1 25 S m] i, FASN AR iR i A ik
FRARUE, 75 2 Fh i iR A S s R, R
B 2 Jif 34k B8 A0 MM, B U AT DL AE I RS R AR A
TR BN B A G R, DRk, L FASN A Sy I 37 ik 8 1
TRIT L BRI 7. ORI 2 IR R W], FASN
Z: 57 g AR EE g A, (HH BELIST FASN ) R fili Bl 2%
T BB FH T I3 P98 B I PR Y 7 AT TRT I AS /S PR Bk o,
BT 117 FASN ] 770K A7 A% K Rl R BT 5% o

1.3 SCD1 SCD1 A& Fff & £E N o % F) i A 10 7 AR 077
% 1) AL Rl 77 TR 2 A B B U I, LA 5 O BE
T Y 187 5o 2 A0 R T R R SR PR s 14 5 LA R
S i 25 W 2 L DR R R R R 2 ) 4 A A
Il PR L 56F AML AT 6 25 1 s 36 1%, BEA8 15 5 AML 4]
Ji o AR AR T, I HoGF CD34% I 1E # I A K2 40 i A
AFAE SZ ) T DU 28 25 ) ) AT LA S 3 B2 e SCD1 B
SCD2 #1215, Southam 51V i 3 1 i 1% 1) i i 41
SRR AR, SR 3L VURR AR EE S, AML 4
5 5% 3 BF B0, L 20 P A T R A 1l T A R R
ik, I+ H SCD1 &5 ([ /K Pt B & F % . ik 40 i b 78
SCDA1 (1) g ff 7= 4 e 5, 7T DL e b 530 DL de 5 3K
A AE T2, 3 1 B DURR R 259 i Bt I A 2 d
i PRI SCDL 7K T i A2 AF F 1. SR A B ) =2, 18
B8 PE8E & [ 9% (chronic myeloid leukemia, CML)
FIAFE 7T, BF 78 N G & B SCDL 7 LSCs ik M,
SCD1 () i 2k £ in i CML /) & &, it 2% i% SCD1 U ]
DA E CML 20 i 8 T, # s e ik F2 . LSCs 1 SCD1
IZRIR G, PR T AR R R IA 8, HAp A% 10
5 Y AR R O B R G K2 7k ) B A RIE A (phos-
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phatase and tensin homologue deleted on chromosome
10, PTEN) i1 P53 31k F£ 1K, B 4 A bk (2987 -2 ZE 4] (B-
cell lymphoma-2, Bcl-2) 3% & 3 Jii /& SCD1 X} LSCs 1
REVA 15 1) 431 B0l 1 5 DA LEAS B (19 fib 8 i SCD 1A
P22 A Bl 345 Ja 0t Jir e 2 i P 470 e g v T 79
TE A [ 1) I3 i 9g v, SCDL RS 2 1 AN R 4R A, H Al
BI X SCD1 Ay HE k1 H 245 W) 25 b 1 1l R i BIF S B B,
7 S P 011 771 BZ:36 A1 AQ39572 44 8 B i A 9 (141 AHH
SR FE LA T — 5 IR gk RO, my DL 1 e 8 4
SETE, 5 A0 U T O B b A BT I 24, SR
BT R B R EE R, BT R St — 2P
5, (H 2 DAUE B # [7] SCDL B TR 7 U5 A B Bk
JHIR VR T B — S BTk

i DA B g5 R RT N, EARNE AR S R
8] F) 5% Z A 1 BIE 7T, AL TG ot I AE e e v N 1%
VR EAE R, B A0 G 5 A B AR, T RE
SEVRTT ML R 1R 7 1) o AR 4 A O 28 i IE S )
FERAAE ML v, (B S0 02, I R % i
277 A2 (1) 22 ol e (R4 48 6k 3 20 B IR o 5 ) 42
FoH ACLY . SCD1 Fil FASN %5 5 H AR 1 iy O 48 i 1IF 52
T 25 i ML PR v S S AL, I AT BEAE v T 1Y

O R g 2, on R BUMBEER . 45 b
BT idk, S 1a) g 03 A B R B 0L M 968 25 W 8 P g
FURT S, BE T FLAR G R AR AL A 7 AT B R IR I
TS 24 AL 1), S AL P98 (3 7 0 LIS A TR
2 BEROBAHEES mikkhE

WF L3 0, AR 17 R 4R Ah 0 15 A2 38 iR B 4] T (nico-
tinamide adenine dinucleotide, NADH). # % fl & 14 —
W% IR i% S 44 (flavin adenine dinucleotide, FADH?2) ./
Pk i J M A — % FF B2 T % (nicotinamide adenine dinu-
cleotide phosphate, NADPH) F1 ATP 7= 4= 1) # 2K I,
SNy i JRE A BB 4 T A AR BRGNS 7R i T IR A A
w9 HE B R B i K B I B B A A LR (long
chain acyl coenzyme A synthase, LACS) i 1t # 1¥, Ay It
FEAH G A, SR o eI T A I ARl A AR I 3 A B 1
1 (carnitine palmitoyltransferase 1, CPT1) ¥ {k y Fif 3%
DT, T EENZRRIAAR Y . — ELE N GREAR L 5, Tk
il AR =2 — RIVEA B, B — 5 # 2 B
NADH 1 FADH2, 3X /™ 5 i J6 4 Jf 7 A K B e
B, R A R AR s IR AR . TR IR
RIS, TERENRRE, — RIS
REE R MR LD L, BE A HF AN R R, ok 2
(RTE 48 2% B, EH T P AR PR LR S8, T 7 1R A TR Sy
Z P T IR B2 1t e B R R

21 CPT1 CPT1 A& Jig Il B& & b i 72 1 O 5 PR 3
P, 6 - 2R A M B, 8 1 Ui 5 1 T R A B MR 1 T
Bl (acyl carnitine, AC) Jf 1F N4 Fifd, AC 78 £ Hi 44
HEAT Sk I 7= A2 K B A = h A A i 2R K™Y, 1% Kk H
"R AE 3FE A, CPTIA.CPT1B Al CPT1C, i A
M ZBYFN BV ALz 43 A TE MR A S HE B (1 S Fh4H 2138 B
w1 C P AY H AT AE M o i R P, CPT1 B
P2 AR R A I A, AT A 3 Py AR & N o [RIEE
CPTL ik 5 2 Ff {5 5 i 55 VI AH O, 2 (e adh e i gk J2 1
HEERKE. CPTLIXET K CPTIA BAMHIESL 5 FLIYE
VR 371 Fi e S5 ST P SR 2 DA GBS, 7 1 IR 4
Zh, CPTIA T 2 %k, CPT1A ¥ S M 341 77 ST1326
A DA S 3 ) L R ek D 1 i 4 B v 1 g 7 TR
B, TS BRI A0 A A K P, gt T AR
Gugiatti 20941 % 3, ST1326 7] L% 5 CLL 21 fitd v
4 ffd 19 1195 %5 R (myeloid cell leukemia-1, Mcl-1) #1 B
41 Jfa 7K B2 98 -xL %5 K] (B-cell lymphoma-xL, Bel-xL) %
ik F A, AT AEVEAL B CLL 4R 0 T 25U, A
1955 835 o CPT1A @ R B B A b TR R B R
A I S A7 (overall survival, OS) G S 4
17 % (event free survival, EFS), H.pm %% 1 # FiR
2 (i i 25 DN 1) Rt T i, DR U CPTLA W BAAE Sy 1 Wt
I 95 £ TS R R A AR AR E . Liu A
N, ] CPTL A J7 CLL (FyAL il 2 38 i 304 Al R
] 28 R385 B ZoR A Hh il g 1 7 B R o, 2Rk
P sEREVERE e, PR TN R R A S B CLL Al sE T .
241738 3 CPTL #0141 7% perhexiline % iE 7 X AN 4516 .
AR ZH N TCGA ¥ e 52 B 151 4] AML % R 204
BE, I GTEX Eds 22 $2 B IE 7 Iy 2 [K % TA $ i 444
33647 %55 B, 385 willcoxtext By % W 2 3 HR 4T 22
Sf b, N Feik 7 7 logFC > 2 FLP < 0.05 ff[A -, L3k
0 2 509 /™ 72 S 2 K], % DL B 2R R 4T KEGG & £
MroR BL, B8 Wi R % iR g 2 9 B 3% 8 5 (K La),
CPT1A Il CPT1B £ 1E # 4 23 Al AML 22 5 £ i i
815, HE5 AW R EMKL (K 1b.c). ML EgERRE
B, I 4 ) T 107 R B A A B S Bl CPTL, 41 ) s iy R
BRI E e A N A (G U = AW
T 460 1) £ L9 4 484 B, A 4D 0 ) 50 4 S o
UFRIR AR . AR, 8 X S 4 7k C 3 A MM ) AFF
T, A 5% e W R R 5 R A R (R T AR X D,
A HIFFT 7 etomoxir /E 2y — T 2 A1) CPTLA #1571,
AL LA ] MM 41 i 386 5 E R 2 (g SEA i P 1. ks
etomoxir 5 FASN #1 fill 771 B | =] Aih 5% FH 7 LA 2 MM
O AR 9 T, 2 48 0 etomoxir i 4 A 38 B 14 0
HlM, B4R CPTL R IA 5 My b I8 1 AH o< P B 415 3
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Figure 1  Function enrichment analyses for differently expressed genes and survival analysis of CPT1. a: KEGG pathways enrichment for

differently expressed gene. logFC > 2, P value< 0.05; b: Survival analysis of CPT1A,; c: Survival analysis of CPT1B. CPT1: Carnitine palmi-

toyltransferase 1; FC: Fold change

TTTIZ BUE S, A R R A A O R TR I MR K AR
R AR FH AL G v oK B B, 5 08 I S LA R
U IE 1R 2 (B 1 5C R AR B VR4 IR, B AT %A AT
CPT L #0155 N F - I3 988 () s PR YA I T -
22 ZRKZ=ZINEEER « LB (HADHA) [T
CPT1 24k, WFFE N 5238 B 5 i 5 R S8 A 55 1) A 5% 1)
HADHA 7 5 B2 % 1 bk LR AR e FE R I . 2Rk
=D Re R E MTP J2 Jlg 7 2 B A4k 5 21 5 i, &
AT DU AL S A T R R KA SR AR =, B
o WV HADHA AS{E 0] DL 4% fg il R B AL i /2, iIB 5
MIRNA & B % YI A ¢, J8 i @i i HADHA 7] LB & 417
il MM F1 DLBCL 41 ffg (1) 384 41, FLAL I AT 58 55 s s 1R
BEAAL I FE Bl 0 A DR,

FH O E] UL, T 107 R 3 AR S I MR AR AR 3 TR
ZR, TGV A A T I 3 N 2 A i 2 LW 28 ot 1k
[ B AR A A AT DA Ll g S 225 b 55 i L 9 b 98 R, AH %
ARUIEE U CPTLIE ] LAME TS A &4, PRt T 107 R 47
F AR I R R 2L VR 9T R A BT D, B AR O
AR TR P R S ME R R 9 T e B R IR 5.
3 HAEiHEs S ik AhE
31 CD36 [ 1 Mk A, FMIEIE TR ot 2 40 i
FAFNRWIR K 5 — A EEiRE. CD36 & —FiEiE A,
M FR N RE W RS AL B (FA translocase, FAT), £ A] DLiE

T MO PR R i A T L 5 O B AN A B A P A, AT TR 4
JIE 77 2 1 5 EDURH R A P, CD36 5 CPT1 3k
(] 8 2 £ kL 4 B B R %8 4L (FA oxidation, FAO), 3+ H.7F
HEIULERL IR FAO Hhf2 B A, #E AML 1, CD36
A LL AT IR 25 1 C2 (apolipoprotein C2, APOC?2) 15 [F]
WO B AME 5 R 5 BB (extracellular signal-regulated
kinase, ERK) 15 518 %, (e dbgemidt g . Wt N\ A
CD36 BH Wi P i 7697 AML 4H i #6481/ B, m DL 35 4iE
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