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Energy metabolism in immune cells
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Abstract: Immune cell metabolism and its regulation are emerging topics in the field of research. The immune
responses are usually accompanied with activation and drastic proliferation of certain immune cells in a short time
and activated immune cells (e.g. B cell, T cell and different subsets, different types of innate immune cells, etc.) rely
on the metabolic changes to differentiate, expand and execute their functions. Thus regulation of the metabolism of
immune cells can affect the induction and outcome of the immune responses and associated immunopathological
processes. This review focuses on the metabolic regulation of different T cell subsets, activated B cells, and iNKT
cells, and how the adoption of different energy metabolism pathways affects immune cell functions, particularly in
T cell subsets differentiation and their function.
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AR FRPLRBRECE TR A 1 A B
WEp R B R, AR E TR B AR A
a0 SRR A5 o HLAE I S A A
AR IR Bt e B I & EMI R > T, T 4ERR A A7
LAEMESNTE. MIECNREERAR 5%
Fepbaml ok M, ERKIICR “” 5 B 4
LA g 7 T A AR R B ST R B 400K

IR AT QAR S, B R AR S B B A K
WL AF R N B2 A B T 4% . — D7, %
e R GRS X 4R FEHLARARU P R B LY,
S B O T B AR 0 2 5 W AR R 2
B BRI RSB R D e fRRS, fldn . O 1 AR IR
ik, B 5 RE T GRS R OB B B 4.,
SR EGE B R O e S H AU RS 5 QPR BT
W LA fle 2 LR A0 A (M) 3R 2, a2y i %
T G AU IN 7, S & 3 2 Ak Thge, P EUR S
RIKTUE LR ; O FRERA SR R, R
] FRD G 2 4 L T SBSCAH L € 3R PASO SRR 7
Rik, HEAEWAER. SEEMER. AV 5 HhEE
WA A, et AT .

i, REE AT AL T E) R e
S G AR AL AN T RE,  FRAEAN IR B 2 A4
WS HIREHA RN E Y, Bl © TRAF6 X
PRI BR /N B T 20 B L g R LA i A ke, AN RE

TR R R F 042 CDS T 4R fiic iz iz ™,
Qb5 2 5 WERE fige 1) OB BE DR W] 3 B0 S 2 A i (
T 41/, NK 4 ) #os 2 = @Res e (W
NEWTZHEA ) RO LA 1 Treg 4HAE, —FFERIR
ISR REAEAEAR K E A T,

T EHAE, e 5N A B RS,
CIE B “ A7 o, JTHAERS
AR R T 9% 4 B 4 Ak 5 D R S5 T T LS B
J& B, AN A A7 K LS AT R T 7 e R ORI
THIERE MR L E B, =& 7 i i b A
(glycolysis). Mg i & B- % 1k (fatty acid B-oxidation,
FAO) [ 4+ A W i (glutaminolysis) A ¥ ig 42 1M 7 2
HERER . ZBEAHEE A Fl o- B R R4, Hoh 20t
B A N a- R 2 R I N =R BRAE A A A%
EBHET A2 ATP, PIERRR A A FFH « OF A3
Birr, 4 ORKHE o N B R 3 N 2Rk, =5 =R IR
a3, 18I 4 AL B fR 1k (oxidative phosphorylation,
OXPHOS) il i 2™ £ K& ATP, X IEH LA %
Hem i eAs e B 2070 QL EEURE A S,
K53 TR AN iE N BeRiAk, e B3Ik JE N LR,
I BTG S0 T Ao, 0k T 3 o TR ) ) T TR A A i 2D
= ATP (B 1), 74k, MR 40 J ik 17 75— Fh BT 18
“Warburg RN 7, B SA &M T, Mg m
WERER A “Imir” BN AFLER, JF H IR

HE b
v
v PR AR
lycolysi
P (Glycolysis)
SRR R A El il R
(Gultaminolysis) \l T R R S
& Y R T ERB—E AL A
(Fatty acid
RSB Acetyl-CoA < B-oxidation, FAO)
(Oxidative
phosphorylation,
OXPHOS)

HERE FENIR S E AR AR A = K RE BRI, W 2 i IE WA . IR P IR A S 23 B 7 A S5 S Rl A2 7 ZE ATP

Foroph e i 5 8 M o A A A T I

MEWTERACH B R A T ARAR N . ARKMT, =2 ACUHR R a2 m]
BENZFRIRIA R LR R AL BRIR AL 1T 1 0™ 2 K B ATP
Bl pREE

Rt rEE
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AR, B AU T I T 1)
1 TERMIAXMEER S 5 W T

Lk =

TAETHET R EFEREREER IR
TS G S AR, T A TR R
S PP AT AE T 240 i 75 K T 8] Py K & 38 58 A 53
oo RIBENEEY, ZHGURER RV T Ak
R MG, DEGEH T 4ii o id iz v T
SN, ER A S R R, T 40 i R A
(7 2 th R A M R A

WIgE T 4uMo AL TARuER S, HA AR
Iy FARD, T EE R AR R A A A (R R o) A P
FEAER ) AR N ZR LA, AR A A IR 1 T
e, PRI SR FER T, ¥
H CD4'T 41 i 7T 43 4k 29 A 7] Th fig W2 #f (4 Thi,
Th2. Th9. Thl17. Th22 4fJfd ). CD4" i ¥5 1 T 48
il (Treg). ZHMIEETE T 4000 (CTL), /N4 30 1)
T 40 AT e A2 T 4iie Y 5 iR g AR AL,
WAL CDA'T 40 &% CDS'CTL 3 B3 it A S b 1%
RS J B R AR AR Re . [, PR
Sr 2Lt A R RS MY, (H Treg 41
f2.1% CD8'T 4 fu | 50146 T 40 B AHAL, AN 15 b
WEfR, BRI AR AR R (B 2),
H B MR 58 4G 2, RS B R8T 40 g
BIASEAE AT 4 2% 1t I W PR AR X ol = BB 2% I AN
A T Nk RE . ATREROMRRE . OREREM ™k
ATP HH JEEL ;. QBEREMRIE Ty T 4038k 18 5
AR Z A W& BRI AR, AT 2 T 40 MG 1k f5
USESVEUECE

1.1

NN

He B

BES ik U OE FRALRAE X PR A AL 2R (n
I e PR AR A PRI ), AR DR Y T A A 2K
LT T A (A AR, AR It 1 iR SR A4 A
TOBEERAL, AT HMH] Thl A8 DhRE, $ bk ] 585 fif
FENRE R T A AR LIRS 5 QRS
figd, TIEEKT Th17 405340, FFERE Treg 40 =4
@Y 55 CDA'T 4 i 26 ki A4 9 i 105 g AL AL, ol g gk
Treg 40 ML 431k ; @34 58 CD8'T 4H i £& ki 4 P JIig iy
R J SE AR, TR 042 CD8'T 4H i = A
ForAk, FEBYIREAL T B IR BUIR AR

13 g REHVIEIE R EXITZHR 2L FTh BERYS2 0

BEE
Re ARSI R IR S, A S PR RTA

M E R & EARNA R, WL 5H TR
. IFEC KR, 2S5 IEE (W1 C-myc,
HIFlo. mTOR. AMPK %% ) nl i@ i 15 40 j A =4
WY T 20MEt . A TRe.
1.3.1 C-myc JEEH

C-myc fEANA . G RE AR « B
T 40k iR ik C-mye, MIMIIEHRE T 40REA
Y1 JH 5T 4G5 o C-myc B2 (1) T 40 i FC A 5E A7)
WIL-2 BZBH, REEE N RONE T 40f .

WOE B T 20 M He e A 7 BI85 T 48
() SE AL B IR A e B O B TR, C-miye (E LIS FE ke
HEE/EM " © C-myc fERFFH T, W L
H BRI E O Glutl ik, 3 LR L2 5 R
(PO BEE TG (an RV . LR I S T AR ol R SR MR
BSE ) 15 3 @ T A0S LA 3T 75 A B R

T cell subsets

o B T B Ui ™ " n -
Mixed fuel ol erobic erobic
FERHAR oxri?m?ntri;/ﬁtpi’gr? 7 gll\ycolzsis Q?YCO'?'SiS gl'\yw'?’sjs
iy RELM HApEE KRRE KIE ®EAT REICIC

PEBEAR R AT IS, IRITRRAR A T LA N, — B S TARIIREIRESH TG Off RAIRS WM (naive) TAIE, T2
WKL i 7 R A R A AL B RR AL 5 A A A7 S5 2B s PG M FE K TR S 35S ME TR L (Thl . Th2 J2 Th1740 B 5%),
HA T NS MR AR AL, B A AR R, SR T Bl A A (I AT QPR R A5 E 5 (aerobic glycolysis, £ AR
fi#): VAT PETA M (Treg) X ACIZMETARMI(Tm), =5 BRI i 2010 L A< IR 017 9 ARG ) 4 o 2R K R a3

E2 T ETHAEThEE L H X RE B R IGHREN “RWEF”

AEE
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BNy, MBI 2R O 0B ( 4y 2
Jie Wl ) J B (WA 2 B ik i 2 B SLC3A2,
SLC5A1 F1 SLCTAL %5 ) ik I i th 4K #i C-myc ;
@I HRIE , C-myc AT LA A AE OB 0 Lk ik Y
1.3.2  #4E%5F K 71 (hypoxia-inducing factorl,
HIF1)

HIF1la J& bHLH-PAS (basic helix-loop-helix per-
arnt-sim) F3E R 5%, 2N T ANMRI 4 2UE MAK
AR R . HIFla — K 54 bRk
(1) HIF1B JE R R0k, @i 55 3 3 7 IR AR
LG4 A i S A R R Ik 1

5 C-myc AN, T 4 fa 38 58 F0 7= 4 IL-2 6 i
HIFla 25, (B % al MR R, T 400 (8
H & Th17 40 ) 4 4k i, 3@ i PI3K/AKT/mTOR
W5 S HIF-1a %345, HIFlo 7] i Glut] jz it
Z SRR R ) S EE, W COMEEE . 2,6- BERR R &
WS R B DO TR R AR TN R A e 1
(PDK1) FIFLIR I A B %53k 0L . it i PDK1 %
ik, HIF Lo i w] H6 9 A B8 4E N =R BRIG A, AT
AR b, FEiE— b e bR U

ZASEI = R, HIFla % Th17 40 i 41k F1
Thig EEMEM U © HIF-1o SR /NRIME T
Y M54k >h Th17 40 B RE ) 2 20855, X EEfh
MOG Z ik ( RIFE T REBIE ) i KL 3h
VI 6 45 (EAE) A& "7 s @ Th17 g x4k it
fidh, STAT3 A/ 5 HIFlo JEF S "7, G) HIFla
A5 5 RORyt ik, {2 i RORyt 52 8 1 4k
FeR5 g p300 MHELAEH, AT Thl7 4007t A
KIS RIE ™ s @H R HIF Lo B 378 744 L1
0T AP, JEEE i3, 43 IFN=y 3900, 1X
AT g S T Th 400 204 0 TL-17 sl b s ™
HIF 1o X} Th2 40 74 R0 D R I 15 7 H v ANS 22,
BRI DRI

A1, HIF Lot AT #8151 T 48504k, AH
FMHE N« HIF1a A A+ 5 FoxP3 &R 174k Fl
ZEAk, LLKJES:M FoxP3 BfE 1 HIF1a Sk n]
£ Treg 40 A %5 B 38 Jn B2 5 2 fb 4 J5 410 1)
MEfigE, mI4Md Thl7 4ERR 504k, (EA2iE Treg 41 /i ™~
% [17]o
1.3.3 ALY E A% 2= #84r F(mammalian target
of rapamycin, mTOR)

mTOR fEBEAL b+ 70 0RF, 20 RS2 41 i
HVE TR (AR JER S E ), A
WA A K 504k P2, mTOR 15 54 S04

Wk, ZH B EA M mTOR 2%/ / 7R AR
WAL A% 1 © O mTORCI (mTOR complex 1)
iH#, L mTOR {5 M58 A (regulatory-associated
protein of mTOR, Raptor) 4 3= i 2245 #) 85 [ (scaffold
protein), K K F (41 IL-2) il if PI3K/AKT i& 4%
Al ff mTOR #]Ii] 45 FH TSC2 (tuberous sclerosis 2) fi
WAk, MM mTORCL, FEALHERREA . BR
HRACGHE, Z5MEK. XA @ mTORC2
JE#, P Rictor (rapamycin-insensitive companion of
mammalian target of rapamycin) &y 3= T 5 48 45 ¥ &
H, ZEsIEUIS SRR 2ERE, SR
B KN 7] i5 b mTORC2., Bh4h, #BEES
mTORC2 &5 ] e ik His 4k, =Y,

mTOR J& i v] 4% T 40 fitd K o Th &8 W # 401L,
il e O 3k £ 1w B T 40 M Mror JE R, W] B
mTORC1 ! mTORC2 W 5% il #% % {6 52 fiL, LA K&
Thi. Th2. Th17 48 g 73 4 b5 A%, {H TCR R
Mtor"T 41 i 7] | & % 1% FoxP3™ ; @ Thl 41 g fl
Th17 405> 175 % mTORC1 i&4%, 1 Th2 44y
L 3 mTORC2 i& 1% 5 @ik £ ribk Rheb (Ras
homolog enriched in brain, Ras i[5V & £ 5K 1 ) 4t
Al E mTORCI k2 1 T 48 il A & 73 4k 9 Thl
Th17 4, {5 Th2 40 A/ LA Z R ™ @ $%
PEEE R Rictor (mTORC2 k2% ) R H) T 40, *wf
H & 55462y Thl 1 Th17 4Hf, {HANEESr 16y Th2
4 *" . ® RICTOR™ /N Th2 4 A 3 i 55
g B

BT 58 R B, mTORCI i % 1] #)1#] Treg 44
F 34k B, AR O SR B ARk By« W0 PIBK-AKT J%
mTORCI i# %, FHIf| FoxP3 Rik 5 45 T S i
7 7R M8 3R B R TR R R IR 1 L T, mTORCI
PRI, T iE FoxP3 ik & Treg 40531k .

B4 SCHRIRE, mTORCI 0] IE 75 Treg 4H
MIThRE = 5 7 MEGR K Rapror 1) Treg A g, H AR
| 4> 7 (40 CTLA-4, ICOS % ) £k b, &
WA e s DI Re S, /N R S R E R e S E
B G i se T e B, 4H mTORCI () 54k
% 9 (0 Rheb. Raptor), H: i 5 Treg 40 it Al %%
N T 4o A5 Thse 4, AT5 2 B BEE R 1 it
FATIE -
1.3.4 AMP-iEH 105 H B (AMP-activated protein
kinase, AMPK)

AMPK Jy 5 5 = BEAR I 2 AR / 75 A TR Vil
A 36 T R R 4 e R AR A T R AR P i
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AMP/ATP Lt £ Ft & i, AMP/ADP 1] 5 AMPK 45
HIEAEZ 35, WAL AMPK A 414 mTORCI i%
P, d I F AR A R RE BT R I A AR AR
M B KPR FE 7= 42 ATP. H ML N« O AMPK %
FRAL AT 4] £, B4 R AL 1 (acetyl-CoA carboxylase
1, ACC1) &P FE 00 g 197 G FeohH 5 Py [ e 30 45 o 4
#5458 A 1 (sterol regulatory element-binding protein
1, SREBP1, J&#&sH ), Mmibilaziss. 5 s
FIHE W BR & A : @ AMPK 0] b 17 PR B Ak % %
I} (carnitine palmitoyltransferase I, CPT1A) &ik, M
T 41 i e s AR T 2R W WL 5 ® AMIPKC ] i gk 3t 2k bt
PR A R AL TERR AL o

AMPK ¥ 1% A 38 5 1 4% fe B AU T 2 e T 48
A o Ak a0 . O B (liver kinase B,
LKBI1) & ¥ i& AMPK (1) 22 2 R / 75 2 IR W I,
LKB1/AMPK i 4% AJ #1 i) Th1 A1 Th17 4 Jf1 731k
B LKB1 T 41 fg 9 AMPK 1L 32 BH, T ¥F £
mTORCI ¥EEERI IR 2, M AT FE g n, 460
WO JE 4> W TEN-y M1 IL-17 #8622, 4346y Thl 40
A1 Th17 4 A ¥ RE 1385 B . @ AMPK J@ 6 v] g g
NI W IR SE A R A, AT 2 E Treg A1 1Z 14 CD8
ARk e Thie BV s @X/ R EERG R 45 AMPK
P 7 — XA (metaformin), 7] & Treg 40 M0 7
Srbe. BH KTz CDS 4% H Y @ AMPK
SREFAE) T 40, FARDTRR AR A 52 4, IR Gy
I ANRE = A2 07 CD8'T il B

2 BYAREAERHYREE A

X B A AR S LS B R S T T
YHH . 1 4 K I BCRAE 572 3 3 B VS A0 ) Sk,
W25 B A2 e s geEAu (o
ENEREfR RS ) /£ B ik & Mod it A2 ki E
BAEH, H2ZHERE.

2.1 gEERBHERITBAM S LR INEERIR M
2.1.1  HEFFARAEBAIN /A K B R S EAE

SR Vi 0 S = i 1 T = e B N e 211
28 i3 B 401 (Pro-B). i B 40}y (Pre-B). oK B 3
B 40 S5 F B R B O B 4. CORIL, R
PEPETE AL B 4B PR R B I R RIS E AR,
HAF B W B B4 5o B e e A Qs (0 A A &%
S flhn . OFT B 4IH (Pre-B) & B X W I R4
R AR FE B e, 4 T A I A S MR BELBT 7 2-DG
(2-deoxy-D-glucose) A B 4l il & & 15 T +H B 4H
Ml (Pro-B) fr B, ST B 40 (Pre-B) itk ; @FH

b 240 % T A T B S BRI AN R B W B B 4 A
TEE s QRSO & PEIA AT 5E 2 FH T B 40504k
2,12 BEEFAREXTBYH MRS S DI RE RS20

B 21 52 S MU IR LPS S8 ERE
U, e R &, ATRMHIE I R I
DR RS IR 3G v A ARG R, AT
B AifuiE AL BEAE . R AR R I P AR PR A
AEEORVE . BH W B 20 B 8% i ik 2, w7 4| B 48
JRIAEAR N AN IETE S Biik syt o 2K R B A4 52 il L
Ja . SR B PuAR 73 Wh /K- 5 WE % Aif 2R AR oK,
PEINFEREfR T A E O B 20 BE AL S Th e B A E 2
%ﬁum [34-35]0
2.2 BZAMaEE =K HIHE KRB

Z R T 4 Re AR 15 5 B SR R
A5 B A AR IR E DIFEC : O HIFla
e T e | ZAER, ARy mTOR 1 #%
(RIS 5201 SKOPERE A e 2k 41, 7E B 4l 1E
Wty KE RANEGZESHREEEN, mlbk
HIF Lo 2 K ] £ pl 24 B2 4H i &k B BafS 3 =2 3 &
KON E B 4 B, @ BCR A2 WEAE 5 5 1 b 7
R, T PBK/AKT 5 5l B iL ™ s @
T M C (protein kinase C, PKC) K (E B HAEIE
J B AR R OB E b PKCB mp B AR
i3 BCR 2ZBKi S (MR EE A B . @ IL-4 AR A] A 5
B 4l ffidi ik f2 o4k, AT B 4 pe = ARMS, H
ndid i B 4 g %X Glutl (glucose transporter 1),
et B 2 £5 BCR &1 0%, AT H2 51 B 4 Howl % fig =,
ZIL FEHOM T Stat6 {5 5 1B BIE I, FFAE4ERF B 48
P A7 3% v B AR B

3 BERAREMEMEMEXAEENH

WA R 2, ARG, B
W EREAN R SIRI . NK 20 A RN S,
PASCRIE T i B8k AR g, 22 5 R
[ e FER L4 (40 NKT 402, T 4ilfe. Bl
HRREE Yo %I B A G P2 20 M 43 o) B A U i A U
FEAE, EAL S A R 2 AR T s
3.1 RSB X pIREE K5

B4 SR 41 i) (dendritic cell, DC) 234 Toll £ 52
& (toll like receptor, TLR) &5 45 2 iR Il %2 {4 (pattern
recognition receptor, PRR), RJ {5114k 2E 4 K 4 SE A
FR Gl E S it . geE A& EX DC G S
Thig B EEm P dEgoEA B, 4N DC i
TARBAME SRS, F 2 b SRR
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BACBLRE » FERINED S RAESE fE AR 5 RS
AR ECH DC WG 73 AL N B DC, AT R 12 5 A
DI 5E, JFA] Sy AN R T R IR IR T, b
R IR RS DC (¥ R AR ORI T B

£ TLR 3N 77 SORL 2 i/ B 248 i 48 V& o 38
¥ (granulocyte/macrophage-colony stimulating fector,
GM-CSF) fERIF, EH4 i iNOS & 5l NO 74
Bisan, JEE nI g DC GRifk B AL g, A
I SR F A BERR A S 2R R AR ATP =2, T2
Bt DC BB il 08 v, ARt 2 W e B &2 DC i
W5 hep s ™.
3.2 EREYEXAIEEE RS

A B RAEAFHSA N E R . RIERES
AT IR PR AZ A e N ZH 2 A0y B R4 i, B
Tk e T 4Uh g B A f i i U i EDIRE
B E WA MR 2 s, AT o PR D REL Y
OZ MBS R R TEE R (R M), HZ 51
BT S DR S o 8RS S H] TFN=y Al TLR
B et ML VG, 10 R RE R R
iINOS HJ #f1 ] M1 41 Jfg £ R 1A 8 1k B IR AL,
TR EORE IR s @55 B IO ) BN A (B
M2), ¥ ESHHLUEE | i LR RS,
IL-4 F1 IL-13 /] {2 3 M2 7346 ; M2 3 SR 2 kL
5 5 1R B- Ak S E A IR AL SR ik e B, Hoh
IL-4 53 AR AR TR B- AL mifE (2 3t M2 2y
e AR EEAE A B
3.3 RIYHBEFEXAYREE 5

FLAR M, (035 P PRI L I WL 4 i AV
KL ) JRAR ML, HAGamE. B, &
B2, fEANAHL — AR R EIGGE . K (o
Ho YRR ) AR D 2okifh, FEEEM, +
L A 7 AR AR Y R R, kAl
Ji bR IR A G A 2N, O A SR 2 1 AR A
(pathogen associated molecular pattern, PAMP)%5 ¥4
W, FLAH R HEA O, Y R N N, (H KL A S AL
BERR AL F IE AN 0, T o 30 o 498 i i 1 o R 1
IR I A% 1 7 A 38 R AL 4 g 1T (nicotinamide adenine
dinucleotide phosphate, NADPH), & NADPH 4 1t [t
TEF SRR A RE SR (H0, 55 ), K%
N TR
3.4 iINKTZHARHE X HY BE 2 1K i

NKT 4}ig (natural killer T, NKT) J& i 5 4a 5
MEYH, FERG CDId 2 MR RPUR.
1 1B NKT 48 i) TCR 40 AR EE, JRFK INKT

$ 4

20} (invariant NKT), #& NKT 4 fg + & 3K SR A
WA L. S5 ALK INKT 41 ff w] e i 45 34 2 Fhan
P A ¥ (4 IFN-y, IL-4, IL-17, IL-10 %), A%
XA BT IIRE, HZ5 ZFh i im B2 (w
PR, ERGe. BEHEHER. B3 REORS ). wER
P~ INKT M0 e iR Th e ~, HE&RRN S
H 7R INKT 4K & R FEAS AT 8k 1E .
bh, 2 5ae 2 RAUHAH I 5@ B (W c-myc, miR-
181, mTOR K AMPK B % ) ) 443 Sk 2 15 a] 5 5
INKT 4% & 5 ohfghats U, $2ox iINKT 40
KA ETIE AR 42 AR N U

4 RZ

R, GRS O — TPV R RIS X
FRbe A RANF RERACHNERAR AR T S L
Mt THRERIRIEIER, 25 CaREEIRE. K
BT FCTARUESE « — 51, HUARAREPIR S W] 82 G
PEA MR DIREAN 734 5 S5 — 7, ASFE AL BOA
AN TR DR 5 PR A 88 4 P T A6 17 A 36 AN (R A i
PR UAE RN L IhRE TR Bk, PRI AR S Be 4 i
oAt IS EIE S IR, AT B RN ]
G BLE AR S H AL, A B Tl T e
PR AR T S L DI RE, R R AR G e IR
T3 R 796 SR S e B Bl . Bl - S B A (R
TR R] B ik 2 1) WY 2R S AR 5 A e e PR
T3 BAL] « N O S e AR 7 =, ATy
PURTe. WA BUME . 1697 B 5 R om iRt
BRI AR B B RS Rg AR T
AR NEE T T 25t k. Hl, E9R. A,
e =F IR, OO e 2 A 1
BHAZ

(& £ X #
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