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Abstract

CD4+ T cells play an important role in the body’s immune system. According to different functions
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after activation, they can be divided into helper T cells (T helper cells, Th) and regulatory T cells
(Treg). Th includes Th1, Th2 , Th9, Th17, Th22 and other subgroups. CD4+ T cells undergo meta-
bolic reprogramming during development, activation, and mediating immune responses to meet
their corresponding energy needs. Abnormal energy metabolism of CD4+ T cells can lead to im-
mune dysfunction and play an important role in autoimmune diseases. This article mainly reviews
the research progress of abnormal energy metabolism of CD4* T cell subsets and autoimmune
diseases.
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1. 53|

T4 REERE . DIRbRE RN — KM, MR BUR AR, A58 CD4™ T 46
H1 CD8" T 4HMI P KLAE: CDA™ T Al — ¥ = B2 e o M4 L, AR D BB AN [F] S W) 4379 Thl. Th2. Th9.
Th17. Th22 F1 Treg 26 WEFE[1]. CDA™ T AU R &« WG I T G B & SRR 15 5 4 e 1 4 i e = AR
BAREYIFIK[2], CDA™ T 41 2 MR F7 A 41 230 35 1 B L B B AR T oK, AR 2 ¥ v [R] P Rl i 36
ML CD4A™ T 4G5 S5 ohBE R 1%, ik, CD4* T 4iiufhe BACH 7% &5l bR R shfe L,
1E B 5 G B (1 R e R FE DB E T« AR SC X CDA' T 4l v R A = 5 B & fe s Mg
H I T R AT 2R IA
2.CD4" T iR H I B e B IBHFE
2.1.CD4" T B gE B 1R i B AUFE

MR IR R T EH LR LR BEREAR: R SARRMET, AR IR~k ATP [
AR ARG A AR A PR A SR R ek, EFE ATP (RN FE . A R
Wefi: TEAVSRRMITEGLT, 40P 46K 2 500 2 hE I MR AR . TR REIRR IR AT BRI — AR
WHEAE, ANLEIEFERARA = RIRIGER, R 20 M P A A 50 T TR 0 T i JA P v — A TR W T LA B A M
ReWTIR AL : W e TR 8N SR A, N ZRIRIGIAE A 72 ATP (2. SALBEERIL: QIR
YITE = BRI E A il o AR BE R AL AR B ATP. BRABRIACH: BRI AT ER, RGN
o R RN = RIRIE IR T A ATP.

CD4" T AU e i B b, Z B BN, & EAREE T CD4™ T 40 il 3= B A AR AT AL
R E AR AL AR, RIS IS5 ThRE . CDAT T A0S R EAES: CD4™ T 4k 3|
BOERE SR, W B REE L 3- 5 5 B B (PISK-AKT-mTOR)ffi CD4* T ZHf i Emis, 40uhss
AR5 M AT S AL R IR 0 R S T 1 A SE B R AR A 28 R R A R 36 AR [3]; TR CD4™ T 41l
TG B SEURE AR I 3 R, LRIk N =R RIG IR 5 A LB IR Ab th 5 L 3 B 4] UG JS (1) CD4”
T 40 AR A 2 B 0 &5 g o 90t (e R T 01 ) R P 08 9 S L G o g 7 i ) AT Sy 2
WA EE =R A ATP 125 T 2RSS0 CDA™ T 4G b5 7 (s Thi,
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Th2. Th9. Th17. Th22. Treg & Hf, MHEHIhEe LA AHM P db AL 2R 85 22 57, B0 4 SV AR A
[F AR AT A4 MRS TR A 2 55 5 R 4t i A a4 A2 32 BRI, 240 B ) B2 D et 2 32 B 2 el [5]
BRBIAETEN CDA™ T 4u b i FESS N, 23 St e 73 AR AU R P2 - 3 — 1R 2 = SR BRI 34 1) o
(AR, W22 E A A FELEGEA DNA 2 FILEEG I ERAI[6]; DRt, 75 2 nT A i o 57 G ()5 ] J¢
PERRZIE CD4A™ T 40l (A LA MR 734k . U AR Z ), CDA™ T ity s fbid/b, CDA™ T 4tiffu s
A AR 20L-2)FF4E y 722 [7], A2 BI5em, 25 2 iR ok = a] DL gk
CDA™ T 4liff s34k vy THL 4HfE, 40 CDA™ T 4iff s34k v THL7 4, %f CD4™ T 4HMd 34k Treg 41
HHHEM8], AL ML FEIER, ATHB mTOR 551 S/ CDA" T 4GS, RARR= &
0 mTORCL fyiEE, BRI CD4™ T AAIEAL A4k Teff HARAN THL7 40, AsZma THL Al TH2 41
FAZA[9]. R RIFMI IR R At &5 m CD4™ T 4 sk, KEEIRIIERIE p38-MAPK &2l ipid
W Thl F1 Thi7 40 3G5E, i fe s Ae 7 iR I i 40 ) INKL Rl p38 i 42 e it i1 b Treg 40 (134 58 [10]

ANIH, CDA™ T 4 At 4 i 8+t 2 5t ae =AU, B, vIiss T 43ty ¥ ml LA
7% MTORC1 1l mTORC2 &5, (edbbiiefi. NRWiE e B e T MM, FIHRFTHET 4
U1 A T e B 1) 2 SR P ) BCL6, (2 idE i B[ 1]

2.2. CD4" T 4B TF B¥5E B X B AYHE

2.2.1. Thl ZHRa e B i E AFHE

Thl 4 F EA- FAMM G N2, PrBhgE M FEE T 40 M A0 0020 A A% 400 P AR 2 T o 8 2 2595 IR
. 5 EARE TR CD4™ T 4 A b, THL 4 b s AR 3G In[12]. W& s L E/NR CDA™ T
YA R B 2 T BN MR AR LA B IL-2. TR p o MIEREFE R A LR CDAT T
Y1 TR AR £ 5 AR A A R A BEER B /D, # CDAT T HEE AN Thl 40AE R0 1L[13]. BRI ST
Lo A] DA E2 B b ()6 2 AR, R CDA™ T W) THL 444K [14].

2.2.2. Th2 YA e B i A FHE

Th2 2 i =5 Z2 A 50T 4H A A0 A A 42 (2 A ) 72 AR B 988 S 7 FG 90 R 4 BT 1 T DU g B 24 i 3
B AR BRI R S, RIERR R E VR o BB ARLE /04 1) TH2 A& 5 thiR s, (R
WA TH2 20 b B4R 3 AR 98T 28 [15] o 78 TH2 g0 A0t Feh, 75 Ras [R5 R % % 2 RhoA
KV RBEREAR, K8 Ras FIVEER K IER 51 RhoA [#i& 1452 2] mTORC2 i1, Frlh mTORC2 % TH2
YR 3 A E R 2L [16].

2.2.3. Th17 AR B B A HFE

Th17 ;& CD4A™ T 4 H7E 1L6 A1 1123 55 4 fifa DA - BRI 204 i et 4 Bh itk T 4, = 2506 1IL17
IL22 SR SE R . H5#ERAES M CD4™ T 4t EL, THL7 4if (b B g3 n[12]. S4B S 7
Lo 7] LA BEZ0 A o 46 2 AR T, {3k CDA™ T ) TH17 ZHf 201k [14] . FEmEAMR S A= i P M 9% vT DL e 30
1% i S e A T 200 M0 P A A g LIS, R T LA I A R R i SR E 2Rk e Ao A I A TR R
It T A e A 7 3 2 1 R e 0 S 2 R AL, 5 AT T It SRy R T I Tl R T e
A3 1 PR R ot S R R A, 5 S R e SR R0 s THLT 4t b i) — AN B % 5 Rl ICER W] LA
1) PR T R Pt S s R A AL TR 2, BN 20 B P TR R S R e AL T 1 IR, SR A AL
BT T, AR [L17]. BbAh, ICER W] LR (i 3k 45 S WL i (1) R A (e 3 5 Rk I ok e i
BRI MK & ot Tha7 AR /A AR 2L, CBESRE A FRAGEE 1 7T UL CIE5HRE A A0 9T B4
B A, BHIEAR DT RRE N SR, (i G I R B 7 4 MR b ZE K [18] . A FH 254 ) LBk A PR AL 1
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R A EL BT I 107 TR ) M ke BR300 o PR A AT = BRI A 24 T 0 A A Wi (A QE B, ) THL7 4Rtk 18]

2.2.4. Treg fARARE BRI E AR FHE

Treg ZHAEE —HEXT AERF WL G BE My 52 A5 1 B A e e, Foxp3 s —Fe s #1815 X Treg 4H
WL R B A s ThAREAE R B 32, 5 Thl, Th2 M1 Th17 4UfkHEL, Treg 4 HERE AR O MOME LA, T3
W EAL BB AL P AL e B [19]. A RAMIT TR £, Foxp3 Al CDA" T 40 E AL, RPN H bR
fE AN SR E AR L [20] . BIRPMBF AR, RIEMAMEHIZEA 1 FFEFE/NRERIE Foxp3 4t
il THFAERYINGR, O FERR AR T 33K Treg 20 AR e YEFRAIK[21] o IR LU SO [RIERE, AN SZ BRI 0
fif 4= T Treg AMMILERFHLAA SR 52 I THREMAR . X NE Treg UL SR, W AR G I B A L Fifg-1
Y5 Foxp3 JE 81 L CNS2 X384 &, il & 4 5 7-2 (1B 82 F AR IR 5% 5ot Treg 41 M & 3540 Th
AR EEL[22]. MhAb, IR CIESE, PERARIE 235N Treg AN AERE[23]. R AT LAAED, Treg
S 6 T K W U B H ST 10 4 L A 2 B RV R, LR BB R AR R SR 22 3G N Treg AN MG FE BT RS, (Hovdid
FOI s A BEIR R P, AT 4EHF Treg 40 M AR A ThEE . BT Treg 4 1 Toll #2444
5 OHIE B AR PIBKIAKE (5 515 5, S INBERER AT G, [R] I BRI D se[21] BRIk, wTRAINY Treg
2 6 P R 1 R Ty RS2 R T A P RS A o, (FURE R 5 Foxp3 &IX AR ELAE FH I VEA LI 43 75 3k — 2B A 5%
H AT Treg 20 M A0t 7010 4 R UR A0 B A E FR 0 AL B R AL R, E T B IR AR 00 |38 v R 2> # skl v
Treg AHARIhEE, R —Lemt 5746 VR AR I BR7E R 1T Treg 40 Th RE 4k F5 i 52 7 T VEF o Jig i g vl
PAOMRARI P22 2B EE A, ZBESEE A BEAZRRLIR = IRBRIG PR LU AT ki th OXPHOS A A Thig,
HHIT Treg 4N & 1EDhEE[18]. (EHG WTERAR Wi % Foxp3 AR Treg 40 M Th fE 1R M4 T Bk — B HE 7T

2.2.5. Treg {APRRE BRI EAFAE
Th9 5 Th22 ¥ R B CDA" T 4ifiv e, HEARAQEI R 540 ThAe M et i, Rk, A&
ZERBEAETTE

3.CD4" T it ER G EME RGBSR EHER
3.1. H &M (Multiple Sclerosis, MS)

MS &M E B G B R, FL R I D B A s R AR il Dy A SR I 52 BT N A R G I
ii. CD4A™ T 4225 MS Kb F 2 T AMEHRE, MS BFHI) CDA™ T 40 AQi5 5 4w A R I o bk
BRI A AGBERR AL . —TUIERES MS R RS R BT, AERE S MS B X w1
X237 ZiN R R S 22 [24] o [FIBS OO BFF FEIE B G 107 1% 5 AR [ vk 2 7E CDAT T 4GS 1k
MIhRE P OREEZAEA, NEREEF RIS 5 51 CDA™ T 40 B & fe i 52 1% 5k [25] . 7 LS
JIES PR 65 MIS EE XIS rn 2 EH T TEL e A5 38 4 oA I 7 R 5 L ey 32 v 51 62 CDA™ T 4B i G 2 Tid 52 3% 2k S 380
(1o TR AEE S CDA™ T 4 S5 it 52 1% 2k Bk FR A SR MR 2 2 IR T 40 B B 5 20 WA (P8 3, R 35 ml R
T 20 A3 A 7 AU B IR 1433, P07 Treg ZHPRIEAE[26]. Gerriets 25 N KL T ¥8 2 2 il i 805 5 A
F-la(HIFla)fie it CDA" T 40U EA MR ARIST, (it CDA™ T UG 5E LU A 5] TH7 Zff/r1k[27]. XRS5 MS
(R BBk 22t 7 S 1 A 2 S 7 1 i 5% 4% (experimental allergical encepha-lomyelitis, EAE)RE A gl iE B, 7E
EAE Hiflirh, B /NEXT MS WEHSFEAPUE, SRR 78 SR 2% s R = /N R
MS 5 &PE[28] . 1 BT 1R MS KA 2 AiTid & MS RAEZ Jaxt /NS 8 F Bus R9a 77, YnT it R 14z,
[7] I BRI 52 R KU [29]

Gerriets 55 NI Th17 20 i rh s 20 P R R 0t S G Ve 1, D TR ot SRty 1 m ol e e 0 o P
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R i S, MM =R ERAE IR, (CdbbERA, YE5R Thi7 4UpRThAE; (8 A & 28R Sh 3 7a i e i S
G 1 AT Thi7 dHpEmRE AR, ISR R[30]. FIFE, FH 2-Fi4-D-E & H s mTOR {5 Sl i
BEL BT R 12 gt 2> 5200 Th7 Dhe LA A EAE AL/ BUR AR IERE[31]. T Z FHIXUNIATT EAE B /N B 1)
WAL, —FHXUIBEAS T Thl7 40 e 53 b DU SCA B R 7 17K 7, 3800 T Treg 400 & 43 b LR AHE
R T 17K, #2522 = HOUIIGTT 1) EAE BEAY /N BRI A 38 A0 1 FLIG PR VE 23 B A T ARk 2 — W
BT 1) EAE BRI, X /NI AR AT B2 8 ) mTOR A& R #EAR HIF-1a FITERA S 19[32] .
TNy, AR T XA YT N EAE BN R BA RYER, WIE T s se AR T WAk
BIT MS BIRTATHE, RS MS AT RS 7RI S

MTOR LN B I FRFE i e LA R BE L, B HJAE A K2 B & %%t Thl7 45 Treg 44
ST ) S B T R 7, 8 AT LU 0 AKT-mTOR 5 S3@ KLt T i Thi7 20k, SEEUHTE
Th17 4 fe Pk 4 R G h A B [33]. 1 H AKT-mTOR 342 (3 B 0% 5 Treg 40 M 3 5 18 /1 P AR HE 5%
[34]; PREFRIN @ HIH] AKT-mTOR 15 518 Bk 5% Treg UM 3G5ERE /1, 7T LMEAN MS 897 I1—A
W7 H) o — Tk T BB A% i %5 75 (Glatiramer acetate, GA)IRIT E & - ZAREL MS [T 70K 20 ME%
GARITH K - =1 MS JB#H5 20 MR AN 2 41, & 6 NMHBERMBFEA, 54 GARTT
SR CDAT T 4 5 R ARER) CDA™ T A4 btk is 1 5 BT E MRS R R, K GA Refgisid 1
INERLAR I 1 DL 0T S R SRS SKedik /> CDA™ T 4t i i) Ty Be B S [35] o

FFRE R AR (0 A X 4E RE Treg 4 e e P | 7] 958 1 R 4 0 e i S o Mk LA B B S [36]
£ Treg 4HMIBGE RS, HEEEMRE— 7 T ] DL B 5 G2 RO AERORE, 53— J7 T AT DU ik A7k e A I s 1
1L Bg-1 P& A A7 2 1) Foxp3 BYEEARRIR T Treg 4 5 & (301 B8 /7, X% T MU 8 S AN 45 G s
H G 52 2 e 5 EEM[37]. AWFIEY, MS B Treg 4 SR HWEREAE 2B, XA WERE AR 524102
AL, ATCGE TR p-1a LR AP IS B -1 )T OREGE38]s RN N MS HE AP Treg £
REZR I H BA (40 RE 71 7T B SRR RERR 2 00A O¢, 17 HL 7t 50 UF B 2 mT DA Ik 18 15 400 R A I SR o3
76

3.2. EfEALF S (Myasthenia Gravis, MG)

MG 2 —Fh B SN SR B & o, EERIONHE VLA 3 S S SN
WAETC ST, BB — St IR SE T e e 2R R T 25T MG HIRAESHEE . AHETE R,
MG EF A I Treg (1) Foxp3 1 mRNA Fl& R IE TR, HANHIX E & AChR 724 %% N
T 20 B 3 B R A 0 W R k58 [39]. BN MG HR 3 A It G 28 400 A A 2 REAR R SR O T R B
MG+ G 4 M (AN [0 AL R 3 AN ] (0 2 BB A B, % Th2 4k, Thl. Th17 LA Treg %5 CD4™ T
Yl 2 5 PR I SR AN HIF-1a 3RI8 /KP4 835 7 =i [40]. 17 B MG 835 40 A 1 Treg 41 /il Foxp3
FIE TN, Treg Z0%E BEMIK, MG BEMIGRAER G HAAN Treg 40K R ALK R XS
Treg 40 M2 kLA F W AR AH SCHIE T2 i I, ST REZELL AL, MG A HBE T Treg 44k ki A (Wi B 2 s b, AR
TELLRIARI %, bR N, LIRTFFL R MG 3% Treg 4 IR 4E R WLAA S 55 i 52 Dh A PR 15 i 2k
Rk B W ThRE RS 6 [41]. RBEFEUED], MG B350k 1) Treg 4@~ i Foxp3 #E4T Q1 & 4uft,
SE Treg AHARBETHRE ST H, F1HE MG B 10 Gy ThRE RS [42]

33 RitHZ RGBS REMKR

BT MG FI MS 4h, 33 RILE 2% - BB AR AL RIEES CDA™ T AIHLAL R (5 3 A%
[43]. ERIFRIBD, AR .
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FEEE, NI

¢

4. BRERE

LR L Pik, CDA™ T 4R R 5 I . /MLETIMSE, A B R tEpom hEE A CDA™ T 4
MR RERACE I S0, A P A RE R AU R AU 1R 57 0 S S B E B e EVE DO R T 4R B T A B
MJ7i% . H T H & %Mt CDA™ T 4R B AR 5 TV REMIBR R AR e &I, 10 FRdE— DAt JE. &
o AT S B AR A SO B B S B MR IR T T R R AT R B

B oW

U AL IR 2 I E R B E X R R 2 iR T, ARDS LB SRR b AW m 52
HEA BRI E W, 5T 7 RARE KA B.
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