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Abstract

For a long time, reactive oxygen species (ROS) have been considered as a harmful metabolite that

can damage cellular proteins, lipids and nucleic acids. At the same time, ROS are also known as a phagocytic weapon

that resists the invasion of pathogens into the host. However, recent studies have shown that ROS, as signal molecules,

play an important role in many signaling pathways in cells, tissues and organs. T lymphocytes are the core components

of the immune system. ROS can participate in the construction of innate and specific immunity and the homeostasis in

the body through the regulation of proliferation, differentiation, apoptosis and function of T cells.
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T AR ORI FEREJE o ASSORS BEHEAT S04, DL3R
BEXTROSIZX ZKAF 5 /N 73 5 % Ttk B 240 Jf 2 A RS 84
BaE . T ABAZET T Z 52 B RE .

1 ROSSTHAE

TA EZE DR 2N S e LA
PIRPERLZF o N T SEBLX —IhAe, TIN5 ZEAEN LA
WL ARFE R BB, MROSN K%tz 5 7iXx—
1.1 ROSSTZRAERIEGE

THH 1 0TS 2 T R BT i A8 R A Bt
JRZEamM—RINEE. 4. ThEer e
A, FETYH MBS 1 i FE v, MR R 7, B
$5 NFAT (nuclear factor of activated T cells). NF-
kB(nuclear factor-kB)F1AP-1(activator protein-1, AP-1)
HAK AHROS 1) BTG, 4 i X 1 A 3-2(IL-2)-
F1 A 35 -4(IL-4) %5 5= R 1) 3208 [F) # 75 ZEROSH 1
FU-1O) E o R R R OS 3 A2 SR PR TNOX2
R B PIREE . Horp, 2Rk ARSRIETROS(mROS)
HoF T B PR S5 AN T BB, mROSYR H 2o ki ik B 54
I. IIFIIIL, ‘& BE W% BENFAT. NF-xBAIAP-1, 520
IL-2. IL-40% 43 ik, AT S TZ0 M f5 22 (1) 38 58 . 55
A28 FNADPH R I8 FIROS I E I, M A7 75
Frill. 20144F, BelikovZE" 1 AJF 78 A 9, NOXK I
FIROSKT TZH AR IS FF AR L T [ FESZIH, AbAT]
I B0 A TR R /) B S SE T2 i N OX 25k
RGBS 4, (BT AEL . B FE A0
Ji BR - 1) 43 A R 8 A 2 B s[RI, fENOX2-k
FEa /N B (gp9 1P ) B T4H M v, B AR = B A A 1)
A2 R, A FE B ST M 0TS S 5 . 20164F,
PadgettS5 2 1) F 5% 3% B, NOXCR Y& FIROS & T4 i
WOE 28 =55, AR FHOT-ILNcfI™ /N R, —Ff
ik Z NOXKIFROSI /MR, KIMOT-ILNcf1™ CD4 T
2 i PR Th 20 Jf0 s 3 7 3 B AI, (RIS 1 A 3R - 1252 44
(interleukin-12 receptor, IL-12R)F1 4 i K ¥ A {4 )
FIB BRI, TAEMN T AN E A )5, v T
1t 2 (interferon-gamma, IFN-y)FIIL-12R 1] & % 15 LA

FETH M oS 1 72 v, AR 2R FIROS IR H
TANFEIR, BEAEHT 7T B, T4 M52 4K (T cell recptor,
TCR) U e 88 175 S H0. 10, I PR (1553 %1 A7)
FEA, TTH0. M0, 43 3l 8 5 AN [\ 45 5 % T s 17

H,0, 3= L2 1 45 40 B 40 U 715 55 1 3 B (extracellular
regulated protein kinases, ERK){5 ‘5 1 #; 1f A T
A% KT B 44 (Fas ligand, FasL/CD95L) )5 &l Ui 75 %
O, =AY,

1.2 ROSSTYRARYFET:

W 5025 B, T4 ML i T2 1 3R JE 5 ROSH % %
VIR &P, ETHIE 75T B A AE T (activation-
induced cell death, AICD)"H' 4 4~ [A] K J& FFIROS ) 2
5. #e, TCRIGEE (R EXEE AL EE-1(Duox-1)7=4E
H,0,, H,0, X fig i3k — 20 1 S TCRIUE A5 5 4% 3.
FR, TCREVEEEAR B KA~ 40,7, O, Rl
SETHHM I FasLIfERIA, MR T AICDI R . 5%,
Fas-FasL 1) 45 & 2 #ENOX 27 42 H,0,, Hy0,53: 1M
% F A B (protein kinase B, AKT){5 =il 4, 1
MEK/E 538 %, #0141 B AICD, 2 21 6 s 4 18 5 1
PEFEY,

BRIV T (Ferroptosis) 2 1T 4 A4 A& I 1 — F i 1
BRI A, 2 — MBS 58, &5k
SN IREN AR AET P X BB T R A b A R g
i J5 R i R R £ L SRR AR /N DA 2R R A
J 2 R R LS R B IhRe . HXRLG
I3 9 R L PR B A E A OC R, ILAMBAE R
AR AT P58 A0 FR 9 I ARRE ke Az O AR . T4
o FRERE T [ REAFEAE, 20154, MatsushitaZ24F] FT
M M7 It H IR S AL Y0 34 (glutathione peroxidase 4,
Gpx4) R PEBR /N R (TAPAP ) [ CD4+AICD8+ T
YRR AT RS 7%, (e85 R FE Hh, TN A A H
A, FEI R KA, s A IRt
K M A 7 Ferrostatin-1, JET- IR 15 LL#ER . 1M
Gpx41E & 7R 41 i P 28 2 (I ROSIE FR AL, X —HF 51
FH, TN N GSHPTE A 2R G0 10 2R 9 i R 4t A s 5
PEBEEROS(L-ROS) A F, B RSB T K
A=,

1.3 ROSS5T4HAEM L

THH 1 7346 72 $a: B iR () CD4+/CD8+ T4H
e N B S0 G % 25 T LU, BRI TR
R A0, BN BI TN (Th); CD8+ T4
JH O T AT R FE T S (CTL) . A TheH ik 75
B — 5 W RN oAk, 2 /D AT BL 4y S DY A T B
Thl. Th2. ThffITh17, 1] #£1X — i # A ROSH]
25, PR, T ERE FROSH R TIL-2,
IL-41) 4 i, e 3E /I Th2 ¥ 73 1k, 2EKTh2 /- 3 1 %
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985 I R, 5 2 A 6 R AR R FE IR OSS, T2
#EThl. Th174) 4k, 20164F, AbimannanZ5PHF 58 1
e AL A L P& (plumbagin, PB)FITH,O,7% 4 48,
A BB ZN BRThl. Th17AIRA G 3 Th1 740 il o g
URCE, K I PBATHO38 i 9 /b /N B Th1 7/ TFs.

RORytHITh1 i) T-bet] 3£ i&, ## T Th17HIL-17A
AITh1TFN-yZRIA; PBid 5 ERK 1/2 [ A A T 12
b, #INTh1. Th17HITL-41)3R%; PBHIH] 7ok HRA
L HE Th1744 2 (9IL-17AFI Th FTIEN-y [ 2254, [7) i
W HERE H0 ) 4 0E T TNF-a. IL-6f %1k, TMPB.L
W X e, AT DL B AL FRIN- 2 R
Wik i IX — RV A% O ZROS, = AR 14
A4 IV R % R T Thdt i 25 At 7 v )4 2 4 B IR 1
[R50 Wh o 20174F, FusECTRIRE & B, it e 7
FTh178) 734k, 12— 5 1 WIROSTET4H il 43 44 (1)
YEH .

2017 4F, Kim %5 P99 7R 7 ROS 5 NKT 4
L Th B8 23 A0 AR R ML, JLE 70 4 o, B g b
NKTHH il FIROS/K F- 5 CD4+/CD8+ THH g A1 B, T
I B A1 AT BE R ANK T4 A ROS /K 1 i 2 1
hn, I H HROS = Z i H NADPHA AL i 11 3F 28 ki
Ao [F RS, ROSTEVTINK T ML ¥ 2 5E Th g Hh it 5
HAE ], ROS/K *F 1 [INK T i FNKT1AINKT17
1B I LA B v, NKCT240 i 1 B 491 A SR A SR
A7) b B FONK T AR A, TEN-y+FIIL-17+41 ffg /) Lt
o B2 AR o 3% S A Pl L L 4 M LS e e R
H(promyelocytic leukemia zinc finger, PLZF) i 75 1],
PLZFfg % 18 i 52 4 25 0% . I o A AU A 44k
IR RFZLMNKTAN BB HROSI K, i 8 55 3
I T RE o
1.4 ROSETHHARITH

THPREFE 2 — A5 T /IR A AR B ik
o BRI K E B AR SUBTA f il i iT
2 A E MR A2, ST A bR ML ik
1k, 5 F T THH M OGS T TR F v,
WAROSKIZ 5, A FLEM, /N BTk T840 il 22 5
Bl AL R ¥+ 12(C-X-C motif chemokine 12, CXCL12)
1A BOEF, WA /K8 E & [ -33 0, &
ROSZ 5 2| T 1d& B 14 e 7% 40 fg 1 3k # B0 2017
E, BallZEPUHE— 25 Kk B, H.O,f8 W6 00 WL 145 5
I %, 30 B b A T A A #2 /E L HoO008
Tk Yk 2> 241 i 5 1 s A4 ] 7 32 4423(C-X-C chemokine

receptor 3, CXCR3)# il JL B5"t% I B (SH2 domain
containing inositol 5’-phosphatase, SHIP-1)[1J#iE, M
T 401 T T4H A e s A PRl CXCL1 I 7%, {H 2 [
I H0,9F A 532 M T4H i [[1ICXCL10AICXCLI2 1) i
. X—H Ut — PR T ROSTETSH ML H i)
HLHFIAE FH o
1.5 ROSS5THMHR S ESHR

X ¥} F 4 (metabolic reprogramming )& £ BET
A 73 A R I — MR, 32 AR TN i i 5
g S AR T 2, B I R A A e AR A A
MR WRIR B R AR AN A S AT, LA B 4
M AW AR AL B N A A, I LA A AOAE AT 250t
HORZI MR 4H B R AL DhRE. MY EEANE 0.
KX —idE HROSHIZ 5 K. 20174, MakZLIH)
TF 58 2 0, GSHUm S 1 15 T4H i I ROS M (¥ 155 5
WS 5 E . GSHIEL 2 MHROS, P
YA N ROSHIIKRE, A H] T'mTOR(mammalian target
of rapamycin). NFATP)E ), HE 112 2E 4% N Ji i 5=
I (Myc) I 2235 o Myc st 8 225 it o6 4 1 8 205 5%
T, BT LA A B (TROS A F 1 T4H A 14X 14
H . AU EE G BEIR R 240 I AR P AN [R) T4 i I A
XF T RE R IR R oK, S SR T D RE, 1X o FE ek
T ARG ST S AL 1 — Mo B B . 8 A
9 B0, w A TR T T M I B 2 B R AR IR
(S iR y7 b, W DA SRT A0 ) DR, I A BEfh
Jed A ST
1.6 TZHREHHIROSIETIHLHI

N T HERE A A I AR T, A AT
W 3t A7 75 2 T S LIS TSR B, FETAH
o, % B FE24H 5% Al F2(nuclea factor erythroid-2-
related factor 2, Nrf2)Hi 4 ¥ &5 [ g 1% 38 i # #IT
2 Ff G bR B YICD25. CD49. CD69f1 K ik, I
H P Th1 ACD8+ T4 il 7 ZEINF-y, M T 41 ] T4H
L EOEE . [FINE, Nrf2 8 F i Rk 2 i Th17
7000, R B Treg ) 4040, ETAR I, i 1 4%
Gt Pt B A AL, A B RTROS A A 1 42 L il o
20164F, ZhangZEU 2t 7¢ & B, miR-23aid 1 1 15 41
J8 WROSH 17, 4] 1 5 T 40 i 3% 4 399 17) 1) 94
T, 3 ZHLH]ZEmiR-23aid ioh Ik J i 2=t 5 44 g
F(peptidylprolyl isomerase F, PPIF)iJi 4% £ ki 44 JBL 1)
BEE, ATFES] T T A ROSHIZKF, &4 7T
SIS AL JE BRI T .
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2 ROSS5T4HRaHE <& TR
AT, 40 FROSHIHT A AL AL 2

] PR 355 55 1, X R TN IE & AE A7 R Th g it b 75
(R, 23 PP 4 T A, A T RE S B0 Ao B i
.
2.1 BEEIEAEREEST

20174, ChenZ§ ™I 7T | ROSKT 2K b 25 1) B 8
4 A4 55 2% & 1E (myelodysplastic syndromes, MDS)
i N TR RE e, 45 R R B, 7588 2 IMDSH
NAF R LA, CD3+ T4H M Th1/Th2 A1 Tel/Te2 f#) b
51 # H B R B Treg#H it AICD4/CDS T4 fitg i) EL 41
VU I T o R R A5 BT T4 i Y IR OS
AP, ST, M A TN 0 B e 3
72 CD8+ TZH I A # = gD
2.2 EREMERTIR

1E V8 2 18 M 28 0E P %, ROSX T4 il
MAERE MR EH. ERMNEHERTT R, BF
oA KBS T R, KRR ETEEN
Ncfl(neutrophil cytosolic factor 1)3& Kl & A4E RAF, Nefl
IZRIL =) NOX ) H B AL, Ge6 ] FINADPH/E
NELT IR, A SR O A, R AR
PRI o NofTHE R ) SR AE AR 7= A P IR R R I Re T R
B, T4 M 2R THI FRTROSHR D, I T 14 A He 26 T i Ji 57
FE(-SH)PIBCES, B R A 10 AR -, (75T
YRk B o R TAH B IR s NP, RITCRXS
FFIETE . PR TS S BB PE B AR, A AR B 15
FETEDCTT R, BB B W 20 M e 3 DG, 45 e S B
ARG LLER 225491, 20164F, ZhenZE W B 58 MAR
P A P R I, 288 XG4 R 3 A T4 M+ T 4
E -6- T T it S P 2658 R, 4 B A R A6 1 T B TR
I i 42, it BUNADPHF R 2 FIROS Y K & M #E,
4 B P SE AR AT, fe 2 T B T4 M Th1 A1 Th17
AL IR
2.3 PERTR

20164F, GajovicZEk JIL, i PR3 51 1 1=y Ifi.
R B8 1% FONKCTAH fif 2 R 4 Ty R 25 1R, 189 5 484k
N ECFIROS I 7= A2, AT 75 5 NKTHH A 1) T g 3= 714
42 Y (77 AR TL -4 FTTL-5 FONKT) A 15 o 22 AL (7
A A A K F-BIINKT). X 88 5 81 5 11 K h
PR I3 R8T 2% 5 B L R B R T R AR AR
2.4 WERITHER

25 3B AT P R (0 BT R R BB . W 4 AR

Wiy 2 RYEREA) T RHE 2 A FE M 42 R 518 M4
AR HOIR 25 A0 A AE S B 2R ™. 20184F, Solleiro-
Villavicencio®5P A I, S N IE0E UM 4 22 48 RE
) RSN 1T R ROSEE M | #4243 CD4+ T4 il
WA B E. — 7, AN IS Thl. Th17H]
BRI, (Rt 7 MERFEHIIAE R E; H—
J7TH, A RIS T Treg FITh2 (¥ 4 B, #E— 25l
JI'Y JERE JRNE, d3e 24365 AP 48 2R 48 (AR AT PR AR
2.5 JAEEREMEARBA TS

20164, MaZFPUA I, 8 A Vs 107 28
(non-alcoholic fatty liver disease, NAFLD) H, K
O R (C18:2)7E Ik i i R AR, 5 HoAth i 197 R A
A ) /2, CI8:27E LML PN 1B e 1 6 1tk b 45 5
CD4+ T 1) T AL i B, T IROSIIFEL, T4
I F N CDA+ T i 6 T2, 17 AS 5 I CD8+ T4
Jlo [RIINE, e e B e 4 SR N - 2T F Dt 24 1R
SKPHWTROS A K, figidi % CD4+ T Jak /> ka3,
& ENAFLDAR 5 40 i e (0 e Az . X ik — 2DHIE
SROSS T MIAENAFLD A& HH R /EF o

20184, Zachary %13t — 2 ) BE 1 C18:2%f
CD4+ T4H Ml i) 1E F AL, C18:2f8 4% @ i CD4+ T
A N 1 I SR W T A S B 0TS 2 48 (peroxisome
proliferator-activated receptors, PPARs) I il £& i 14
W R B3 K A 9% %% #% I (carnitine palmitoyltransferas,
CPT)[) ik, CPT = 4 57 4 Jfw o v 1 K B i 7 1R
s AR AR LML BE AL, HRIE Fi2 FBROSH)
REA R, 25 -CDA+ TR,

2.6 ROSSHHE

S IR 0 R AR FEAUAGR T4 A 3 1, 2T
SR M AE DU R S R O o DR R i 4 B o)
WK EEROSAE S N VERY, BT ATZH A A ik
KPS0 T HERFHAE I L A 58 R I MR D e
BRHEZE,

20154, KesarwaniZ5=53 % 8L, AH BG83 1) 24
MNACAZ TN, M WGSHE & 5 & 3R 1 I8 7 57
FE(-SHYHE T 2, hréa e 77 5 9 1) Ax e 12 T4
HL(CD62L") 1t g i e 5 00 1] £ i 99 ik B4 558 o 4 A
BB B B B AR . 20164F, Scheffel 5494, %% B,
X T 13847 i 4k 41 i 4% # (adoptive cell transfer, ACT)
TRIT R R, SR BT RIN- & T 2 Dt 2 R T
Je b P Bl ey A TAH M, Bef8 A A PR T4 AE AR N
AICDHJ A, $ i i R B R Ak, 20174,
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Maj S 7R 1 IR ol B0 55 v 8 A RS Treg
IR AN HIE I Z R R, 12T RoR, IR R
135 o (R AR AL R B 4 36 R Treg TR T, YT A TregRE %
BICKEATP, JEH ATPR A 2 THUARThRER, B
WIIEARZS T I TregH A 2 A 38 3L CD39FICD 73 P i
o ATPHE 4l T R, X SE R & TAIMURE 7 1 1, e
L HRMM A2 IR G A, 5ma TN b8 I Th g .

3 HESRE

SITH0 T 5, BEAE 5 © %840 48 7% T ROS
EWOE T o, AR FE TS E 2
(I F ML A, 3 S B s JiR B 3 54 2 4 HF /EROS I
SR A o R 400 i R A TR S S B, (R X T
ROS 5 T4 g 2 (8] 5 5 M AL ER A F 1B FiR A Hh
WH9E . THHMAH JC 200 75 T BB E 38 7R T 0 3 5% A
TROSE f#uy%& R4 2 A1 HI L &R, X B AT BE NIl R %K
Ji TR SR ALHT I B BR R 1 7 vk o (EASE R 12,
n ERTIR, ROSXT T T4H M A= H3 A5 E I 31 5200 254
ARG T ROSTK P BT AR Ak, 3 945 T 5K W iy
KE I
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