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Abstract

Vitiligo is a common chronic skin disease characterised by localised or generalised skin pigmenta-
tion loss, and the etiology and pathogenesis are still unclear. It is now generally accepted that the
interaction of autoimmune, neuroendocrine, oxidative stress, genetic susceptibility and environ-
mental factors leads to the development of vitiligo. With the deepening of research, it has been
found that T lymphocytes play a key role in the pathogenesis of vitiligo. In particular, CD8+T cells
were identified as the main culprits, coordinating targeted attacks on melanocytes and apoptosis.
Tissue-resident memory (TRM) T cells contribute to the recurrence of vitiligo, and decreased le-
vels and impaired function of regulatory T cells (Treg) have been identified as a major factor in
the immune imbalance of vitiligo patients, among others. In this paper, we comprehensively re-
view the mechanisms of T lymphocytes in the pathogenesis of vitiligo and discuss the strategies of
relevant targeted therapies such as JAK inhibitors as well as future research directions, thus pro-
viding new insights into the immunopathogenesis and immunotherapy of vitiligo.
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EBRE — Pl LM M B B g PR R e, ORI A B SR AN (RO B B 1 B8, | T
R LTI, BRI VISR A S 2IE R, (U ERMAF AR, T e A%
AR o I AR R A OSBRI G A ) S TS B0 T RE S B R A I B A, AT 9] R Rk
Ji€[1] [2] [3].

I 55 T B8 2 RN o3 AR 2 RN AL, X6 VX R TR AL B B AR AN WTIR AL . AR SRR R 7E
IR T ARRISORILS], 8 S R SRR R TR FE i . IR TR T 40 7E AR B
B ERTF R TENA RORRE HERIRTT RS B AL IER, D B8 T SR L A I PR AR o 388 03X 6 g () 7
HRIEEE T, TATEE L AT 7 E R R B AE B, RRIIE T SRR IR J1 05K

2. HHpaE CDS8+T 4Hkf

BRI U AR A URIIANTE 2, (2 O AW E RS, UMY CD8+T 4i i & H i 51 IFN-p-# {6 H
Tl R R SR R AN IR Pyl SRR A 4] [5). WEFEREH, T FARE S AN E R R 45,
KR R CD8+T 4/, 550 (1 7™ EAE FE AR DG [3] [6]. Bl I B i 28 £L 2 A1 UKL
B £ T H BT BORMMANT], XL CDS+T il T &K y (IFN-y) 2 5B 2 40 ik 2R 11
KRN FE . IFN-y MUATLAE A S BRI T[8], I AEHIE A UK A (KC) L JAK-STAT {5
i, %% KCPAEBENE T 9 (CXCLY)FELE ¥ 10 (CXCL10), EidH&MH 1214k 3 (CXCR3)
AR, TBORARERN, R 2 AT CD8+T M4l N E KRR E L& B R, SHCE
BRI . FEF DTSSR IA[9] [10], IFN-y. CXCR3 JHidfA& CXCL9 A1 CXCL10 7E A2 i R
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JRAN 8RN BB (1 2k B R B, g —2DHIESE T CXCL9 F1 CXCL10 5 A A K R % Y)AH 6,
Hoh CXCLY ] fE f STtk T (o R 4N ok M CD8+T 4t K S22 2 ik, CXCL10 78 B2 ik P9 %508 T 4
JLI s A AR $E Th e it R S B F B MR A, T BE (B R 40 RR P CD8+T 4l 7 22 CXCR3 RIA A BETE
BEIRA LA A S, BeA, IFN-y i85 TNF-o JLRIVER, I8 E-45H5 8 F (E-cadherin), FEUR ORI
RERKEBB[11].

INF-y {55 38 % 7 2B X A0 IR rh s B 4% 0 A [ 12] [13] [14], XN VXA T 36 T4 T8RS .
FELIT IFN-y-CXCR3-CXCL9/10 & PE ¥ Flr (1) JAK i) 71 B (g gk it UG I B 3R BT - JAKL/2 417
il 7507 0] & JE (Ruxolitinib) & i A RSN JAK S5, 75— U6 157 44 BAF S BN IS ya
BOKW 2 Bt s, el BB FUVEAE 24 J8 JE e A AN 4 By X R A B KRR R, JREAESS 52 S
R, R RPN SZPE[15]. Bhah, JAKL/3 #liFIFE1%LE JE (Tofacitinib) T 2015 4F & vk H T X iR
PEABANIATT, RINEIT T — B4 B AR, 1B IR RREE S R 2 NS, R L
B R DUE, MAE 5 MR, BTERDNF O RIEEEARTER, HAhZ R HIL T r R
D&, RTINS R WA R M[16]. BB TEE R T JAK RIS 7 (e it B Rk TE
JITHHIETENL S, Song [17] R FHBIAZHAT T — WOk THEEE B BA NB-UVB BT A7 6715 B B )
R IC. WFTCEE SRR, AHE T2 4N 28RO T I IR AL, AN B2 DUIRFCVE B B iRyT, K
5 %o, FERPIRIHMEIA IR Bt AR EE R O RVUE /KPR PR FARERE. W, BR—
ZEEY, HZAREB IR EE AR I E AR RN, XA RECA NB-UVB JLI7 il B2
—FE R M EBRIETT i, &R TSR AR B e Y AR ST . HET, JAKSITEC
FGE B A0 77 R 2 H 5 JE (Ritlecitinib) /E Y67 FURAE) 2 HISEES O R, X2, FIFrE g e
TRITHLAESE 4 JEIRIEE 24 JA R I 38 1) e AR W bs 40 T TR LA R 5 2R 6 R A A DS AR B . i
FLRW, FI2ZH 5 e Reis B E Mk e R AEVFRCRIE, IR B R (NSV) &3 5 R I iR
B AR, B R BERGIT R [18]. Bk MyT{E R STATL {55 M5 ay A0 i B &
HIRRIRR, A BT ARSI . Engi Seif E 25 N[191HR 7T T ¥ARABRT NSV 53 R XUp 428 (8
M) DA K% 1 908 IRV 9 it 2 P (VIDA) V435 LRI 2 TR) PRI DR B, X T @i % 120 44 JE 1 B AL F A
(NSV)&EF AT TR, Horp 79 2 B#E A AR R, R 80 ZrE kil ia)T, 4R ERE
K 80 =T AR YT AT Bhiay T A MG 55 1 NSV BB, A 8 il FURUA TG 3, FEB 1 i s 58
X AN R

XU B T TSR R A T — AN A THITT RTRE M ROVR T LA, O AR T OR T B A EE I R R

3. tALRLEERITIZ T 4ABA(TRM)

oy BEEARKET IR — B S, MR GRS FH R bR, ERUFEESEIRE K
M pEicdZ. ORI FCIRH, ALERICIZ T R(TRM) ARSI R iciZ s RN &2 —, B
KHATE R 7EANE AR, IR SR B 1 Re M & il CD103. CD6 I CD49a S5 4 Bt 431 3 IA S BT
[20]. 1 CCR3 m[{E#t TRM K% & F1UA5[21]. Firdosh Shah % A[2]&H, 2 Kk E HBX(GV) B F Tk
' CD4+TRM Al CD8+TRM 4 il i35 Al 4t Fr i s W 3, S b o, S5xFIZHAHLE, TRM
AR 1 2 15 (IL-15)F0 IL-17A [ 2RE 34, 30| 51 TGF-4 AT 1L-10 (R 1A Jkb . A #iIEFR[22],
FIB R 2 ik CD69+CD103+CD8+TRM 4 it (1’4 % B . vy T X A 4H, IX BeAi e 1L-15 (A3 R4
ZEFLE . PURIEG B A IFN-y, 7ERRG MM T B EH . D R I[21], BB AL
ff) TRM FE i &k IL-15 1524k CD122, FH#L CD122 HUiAHL [ IL-15 15 545 5 ol 45 08 4 /)N B, 11 0 XU
BRI R . PT CD122 ¥Ry Al LAFHIT IL-15 /5%, /> TRM #5389 IFN-y P24, (it 2 IR B8
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o BT IL-15 15 5% SIEE R TE 2 8 AR SRAE— FoB sl B ARG ST 360 .

H1 T TRM Dl RE 32 213k 2 13 D7 B2 (FFA) A AR R 4%, DRI e £ I BELAE g A 25, k>
TRM (i B S5, WA R FR AR B TRM G B 4735 2, AT 3t — 25 BEL T B2 JEk 3 2 ki Ak p-4a4L[23] [24]
B 1k TRM 215 BRI AZ . ey FRXSR B 1 — Rl A 5t A 7k [25] (B R 7 200 22 2= kAT
i k25 AT FEANSRALE o

4. FFEM T 4HBE(Treg)

VAR T 4R ZEE ] B RS T 4H AR 5 SR L R G i 2 AR A [26] . UK R
A2 5 Tregs 7KF T B A (5R) Th A8 1 2 R LU Bz ok VE SRR I BRI DIAE OG o B4R 2 T R, SRR 5% (A
+ P3 (FOXP3). IL-10. TGF-A. #Miffie; T MNP 4 (CTLA-4)5E 4% Treg 41 RSB ) 245
P S I T AR A o A R R B[27], b ) R R S A R IR Treg Bl 2 2 kb DL &
CTLA-4, TGF-4. IL-10 %52 Rl Gy il o7 R IE KB 8 R %, LR S50 Treg ¥ %)% 5 ThREZ 45«
J34k, Prashant S Giri % \[28] K3, TEVEZNI AR EEH, Treg /-5 AT NK ZH LI RE 40 15 FH )
559, NK 4Hffishpesiom, S35 GV b B ERMMAIRIEIN. Fik, —SRF 508 FF A6 DS Tregs #E Al
ThRELATRTT V0 X, I 78 R B, B WA B3 35 BB 15 5 (1 XU/ B Tregs (14738, (i 12 /) B S 2R 40 M 1 7542 [29]
B4, Chen [30]%5 A\ &8 A X E & IE 5 1Y) Tregs nl &AL Ak = 301 68 7110 Thl £ T-bet+IFN-y+Tregs,
X8 Thl £ Tregs A AU CD8+T i F 0% 1 W ek 5y, bR fe ik 4 ZU0E 012 CD8+T 4
FREATLE, IR AR SRR A R %A, XITRIKE Thl MR SORE B FIEE [ DI Re AN 421 Thl
Ff: Tregs T RERE A K ABEXIAIT B BT M . hah, Tregs VAHLAETH N AL HE T AR R R, —it
WFFE[31] [32] [331 & BLA B S ik CCL22 (CCRY7 fitfA). CCR4 F1 CCR6 [k F-B&MK, Xk 7 &3k
(19 Tregs Joidk e A 30 Bz 5k ) J5 D o Gx e g8 L2 B 15 AH DG A IR 7 R 0 mT RESS N Tregs #4421 (98 X
AR AL RIAER T B ST 4 ) G B R TR BT A2

IEAESR, WHA N AR TREHARTE Tregs R B APUEZIR(CAR), HHEAHUREERE. £ CAR
B Tregs Al {RFFHRAFTHEE, HHAEGTRBGEAL, FERIHERNIMEER . e IERTH
B G e e 77 T o BRIV YT I 7[34]. AW IT 7 [35] [36]5= 4L 1 il %« ) F A A7 Bt S i S 1
Tregs IFIAT 7 %8, KA 6 BRI AT Ve 2 I R BRI T — PR AT T S A 7 2

5. #BIYE T 4ARa(Th)

CDA+T % B 20 B X 24 4557 1 55 10 G092 40 M P-4 A7 2 B A 2 0 B 32, (HAH2 B 5 G g2 PR R 0 14 5
JRELR) B A R . AR, Thl, Th2, Thi7 IF5 AR R A LR EE XK[37]. Thl 774 IL-2,
INF-y, TNF-B Z&4ifA ¥, HH IFN-y 2 Thl WH bR SR E T, KPUCkRS 2508 & 25w
TRELE O, TEEVBRRH, IFN-y & S ECR R IA W E 25 . — D e S FR[10], AKX
FIIN BRI 7R ) B JER TS 22 L HE PNy 45 P T G338 oy, S K IFN-y # B P a4k [ -7 CXCL9,
10 F1 11, CXCL9/CXCL10-CXCR3 i i\ Ay B AT A2 2k T 40 B 7% 1 de AH SC A Ea A0 R 1

FI 317 (IL-17) 2 HH IL-17A 2 IL-17F i) /S g e 5000, IL-17A (XFR IL-17)H Thl7 JE#f
FIK, 78 H B G BB T AR A F SR UESE A8 AL, F X R LIS A0 B2 5 1L-17 7K-F- T = [38]
PR Thi7 200 R 728 PR R % R 15 B4R . Kotobuki 25 A [391/HF 70 B 1L-17 755 s 2T 4E 40 i
HUA 5 TE B0 P R AR 7 IL-18+ 1L-6 FI TNF-a FIZ6ik, MITHH B ORI AR, SHARBRE
. AAERIE[40], 1L-17 EREMEBHEMEA(ROS)MIAE K, RHESE 7RSI S 140 M 35147 .
H A I R _E A 1) NB-UVB J7 s 08 BRI B R Y 1L-17 IR7KF, 25038 18X R 3 (1) 2 SE IR - Speeckaert
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ZE[41]%F 10 B A AT T R A BBUIR YT, (ES R IE B e R I B AR, R IL-17A FTREAR
ST A BRI IT SRR, SRR N, B IRIERRFEAE IL-17 /) TRM A CD8+CD49a—, L4 -5 4R 8 i
FHSS, T ERAE T X R 45 3% B2 J L B2 ) TRM 4 iy CD8+CD4%a+, A1 3RIA %8 fL 3R MRUKL Al B
DRI, E5F IL-17 B8R A T7 MR S A 25, (ERT AT S /& i — B e . ATk BL[42], Thl7
Y P A FT BRI A2 ) R R A IS, AR IL-12 A IL-23 A SR, Th17 3R5340 Thl RA, #4ikh
Thl B4t CD4+CD161+CCR6+CXCR3+IL17+IFN-y+(Th17.1), XFECH I Th17 4087 #ERE S HEHT
Tregs MIMHIVE I I AN R ik FRE B HRPUT. TRAREWI[41], ABXEE RN Th17.1 KT,
FrRFECIFN-y B4, Thi7.1 it RS EIE 132 /& CCR3 il CXCR6, CXCR3 I CXCR6 K1k Al
THIE T AARHE S22 R A i f2 bt s ERMER, DRI Th17 #2480t 1) Thi7.1 A2 i
RIS E IR G R B R R 2 —
6. g

FUR AN S T o, 6 R AT T R R AR A 1. KRB FE I B T T 40 A 2%
EABAGE B R P ER, FURH 4051 CD8+T 4l Al TRM 4% 14, BE5% Tregs i A%
JIRTREAE VR AEE OB A VR T i . JAK SR D b A B R IR A A . B AR
I7 )55 18I 1L-15 S A 5 2ok BE ) 1 B SN TRM SR 57 Pk o () 4355 7T B A2 — ol 5 R A HOTR T 3R
o KRB AR IR 7, s Tregs BRKSZMURHT) JOEIAEE, AT Ae 2 idid 5 5 7 AR M
JE a7 AN SORE RSB o BEAh, BTG M RS A SR Bk L RN A B TR e RT REA T AR SRR
7, 55yt R R A TE A IR T SR . T VR A R AR R R, IR VR 2 5 THI W R 56 4 ) B
BAVIER TG & V5 2 R AR W ANBRAR, AEBEE X T 40 AR DS 78 (A KRN, G B 2 HRITHR
BRI, AR F IR A S MR YT IR R ARSI FUKs Ak A B FRAT TR 958 R o L 1
AR, RHT IR IT T BT K 3958 BkAil .
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