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Abstract

Alopecia areata is a sudden-onset, inflammatory, non-scarring hair loss disease, clinically mani-
fested as patchy hair loss, complete loss of hair on the scalp, and loss of body hair. The disease is
self-limiting but prone to recurrence, and data on the current treatment efficacy are limited. The

TEIER .

XEFIFH: TR, TEE BRI RN RREE, 2024, 14(4): 489-496.
DOI: 10.12677/acm.2024.1441049


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2024.1441049
https://doi.org/10.12677/acm.2024.1441049
https://www.hanspub.org/

T, U

pathogenesis of alopecia areata is not fully understood, but increasing evidence suggests that it is
an immune-mediated disease. In recent years, with continuous in-depth research and the devel-
opment of targeted precision therapy, the understanding of the immunological mechanisms in-
volved in alopecia areata has progressed. This article provides a comprehensive review of the
immunological mechanisms and research progress in alopecia areata.
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1. f&9T

BEFE(Alopecia areata, AA)E —Fh 2 SENE. AERRMEN R, WALTH B AKX, 4452EANOM
2% [1], A BRI Z08 1.7%~2.1% [2]. FHAIRHLEIM AR EAIE R, (A 50E RGN NIEH ¥
R, REHCEE IR AA & —Fh il R R R AL 5 B NS00 B B e e, R aE
H& 7R RS 5[3]. METTIRN, STBERFEARIATT J7 V2 A W 58

2. MEHEXGRES
21 ERGREHE

BEF I & AR S B R B S R B )M 95 [4] [5]. elE % (Immune privilege, 1P)2F5 5 b2 4k
WEZEE ERE RGN MIAZICENINE, WABKHLS ., 2h. BESEM4] [6]. FUIT HMH AR
B, HF BN BRI S B8 e 3B Ar, 2RSSR R TAE KB R B [7], EBKAMT, £
B LA TR AERE— AR G ER G X, M IR AE R R I IR AR [8] 6

52 i s B s A AL, BT SR 4ERE HE-IP IOMLH EZan R . 1) EWAEKPEEP EH
Y A 2 A4 (Major histocompatibility complex, MHC)I S8 /b BB 2%, 307 3 B FE 47 S 52 386 4
H /b HAZRIE MHCI 28401, A R0 S B S aSkbUs: 2) B3N RJR ™8 1) % 1] 4 7l 75
5 MHCI 28H0 1| 284y FRIE R, Witk 4 K RF T g (Transforming growth factor 8, TGF-8). a-22 &4
Ji it ¥ % (a-Melanocyte stimulating hormone, a-MSH). {5 _FRR T B Z . 1L-10 ZF); 3) A2 MEkE A
TUREUER R IR MHCI 73 FRIFRE M 4) BBR bR B = bk T DL S 4 Ha 4/ 366 0 11 ) s PR 1) 4 28 240 i
(48 %%; 5) HFs A] GE@ I Fas-FasL 1% BH Wbk 4B B vG P s 6) I 1% 14k A K % 4 2 40 bl KH DG B Sy
e PR 73 P 5 B B 2 G S R S O 4ERF[4] [6] [9]o iR WL )k 2% 11 A FH B S In Ta) 35947 £ a2k
— B E

PEFTI KA PT LRGN Ay A b B f B — S fid e BRL 3 (n R SR A0 . TR 0L 3834 5 etk
YY) 5] BRI R A A MRS, S B - TILE (Interferon y, IFN-y) 8k P Y IR R EBEE S HUEN R
frzkik, ShEA S M CD8" T 4HLH H & B SN, 74 IFN-y; X A& AR £ 1) IFN-y FI/sk P 4)
JRRWIA BT T, FE— RINRAERNY, RAFEMK[7] [10] [11]. SR KR 2 e 4 i
KGPER T2, HUndE 5558 KRB R N SCHEE.
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2.2. BEFAEX RIELHAE

2.2.1.CD8" T Hpa (RSB T #HE L)

CD8" T 42 BEA B3 B kN i iR B E R R AN [12] . I sL R, R4 CD8”
YL BET /N B O 2 SR BRI %, R WIS AL A CD8Y T 40 vl g & BEFS & 1 1 B A [13]. NKG2D
e PR AR, T2 RIATE NK 410, oyT 4UHF1 CD8™ T 41 b, BEWEIHALix Se gl i 5] 40 i
VR . HECA RS MICAB AT ULBP/RAETILL, fEAMEISE ST, AR aRE 5[14].
R R, NEBEFE S B FE A CD8Y NKG2D+T 4iffl, t£FE ULBP A1 MICA [ A%k, Xt
C A 7 B 575 R T AL 1) 7 B S A e 5 TR A DG BECRT FE $2 R [15]) 0 i — 2B [ e HAKAIE S, AA BRI L
BN R LSk R ULBP3 i 2 3 48 n, JF oK 240 NKG2D 4l >y CD8™ T 4HMa[15]. HAtHF 7t & I,
TEBRETE /N U B I AS BB A LL R A fiL e, CD8YNKG2D' T 4R sin, JoHAEB i d, ix
I 7~ e ] e (2t B B AR SV I K [16] [17]o X S8R ISCHF 7 CD8™ T AU AEREFT i Hh i G B E HY
AL FE BARHLAT) 75 IR 7T

2.2.2.CD4" T 40f

JEVJE FEl CDA™ T 4R et AA G FIAFAE Y —. CDA™ T 4@ H £ R4 h 7824 “HiBh”
th, IS A R R R IR R B 2R, S 5IRYYE e N, Hidr TH1. TH2. TH17 A1 Treg 4
BT R

PEA S Thl gifs Uisaoc, BN~ AE 2 MR+, Wi IL-2. IFN-y. 1L-12 98 SR+ (Tumor
necrosis factor, TNF)&5, XG40 i PR+ IE S imi A AR i Thl gt —28 4k, g BRMAEKNKE,
SHERMIEL8]. FFFERDL, Thl BN FE AA FifE KB EEEE(EA, 0 IFN-y f1 IL-2 7 AA
BF T, SERERA PR S, HENHAE BN R R OB AE A [19]. tkAh, TNF FZ
HRUFET, S 5RERNMAIERMN, IL-12 A[iES IFN-y F754, AA BFEIMES TNF. 1L-12 /K
SPYREN,  H S R R AR (RSN ] S AE AR DE[20] [21]. 1L-18 /E A SR A et NK 20 i1
CD4" Thl #RELAHML=2E IFN-y JERETH T 2 WA e A e vE[22] . 594k, dHMERF AP AN fE 2 Thl
41 PR 0 R A R BE TR R A AE I R R [23]

TG AN Th2 4 R 7 76 575 A0 FR 3 I [24] . 1AL SRBEIE S48 7R T IL-13 5 A7 255 AA ()
KER[15]. BT RIWF R, BT B PR AN 4 5 Th2/Te2 34k, 595005 (1))™ L RE FE 5 I AH 2% [25]
ZRSPTEAR, BERAINHESRBE RN EF LR D BERREE %, SRR SRR % 0] 6
AL G BEBORALEI[26]0 —BI%ERPE R 6 & ™8 AA B JL, TEAE B FG BP0i6 97 6 R B H XL
FITRL, ST EIR B [27] . PR IGAIESE T 80 [ TH2 Bl o] B e BEF 16T T B4R T [ 28], {H — L5 IE R,
YT IR ANE] TH2 AL RE S BURE OB A THL BUmAS, 5 R BEFE[29]. X EeiF4E S Hp40 A TH2
HIXHARTT AA E L, (HNEE AD B3 .

THL7 400 /2 CDA™ T 4HM i — AN A, a7 wih 2 P Rl 1 2 55 [l e e FI S e R A,
PR ERT, R B B s MR R A SR E I [30]. BT AT EE THL7 40/t RIBR G Treg 41
IR B N, IR BT b MRS REN T, IR R R ARG A AL, (R E R K.
PRI, IEPER) THL7 20 Binl e S ECERNT, MRIBERAKE. —Si g, ERREH THL7
FHORIR ¥ S35 T i, (R0 IL-17A JREA SCErA B oL, B2 rTRe 5] &l A& BA[31]. Bt4k,
IL-12/23 6 78R E e 2 A 51 R AA [FRIE[32] .

Treg A2 e RGE M B TR T, e i) At 40 1 G 28 S R AN 23 A 4 ik 14 BR - G TGF-+
IL-10 255k B B st . £ AA T, CTLA4. GARP. IL-2/IL-21 Z3E R Ak~ Treg 4R AT
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RERHEVERI[15], Horp CTLAA 1 m FIA B N /2 ) FLiG R 0 = 2L K 3R [33] . Treg 21 i £l 5 M1 L)) e 1)k
FEAE B B e M i S E L, T AE AA h Treg 4005 & I S5 F&MIK[34]. Foxp3 X} Treg 40U X &
FETE R e EE([35]. A KRIL, Treg QKT TGF-p /KFBEF &, F550 ™ EALEAHI[36].
TGF-g nl A IL-2 755 foxp3 FHYER T VE T 408, 5 1L-6 — [R5 S 30 IL-17 7248 Thi17 408e[37]. —
SeRt R, AR AA BESNEIMLF Treg AU LLEI R S, MEEERAEMER, HH FRE38]. &
IR R, T EBRTMBAESON Treg 40 v UUEEERFAE, B T LA Treg 400 3R
1BIT AA T 71[39]

2.2.3. NK Zmpa
NK 42 R ARG KRG IS BE i, B T8 MHC BRI 158 KA f e 3T TheE. 76 AA 1,

it NKG2D [FER 5800 A 5Bk, #&R NK T e 25 R WNLHI[15]. IEFIEGL T, TEMRAK
BFESH R R NK 4lIff, TirE AA B3, CD56° NKG2D* NK #ifuiZiig B3 A E, 7+ H MICA &
IEBEIN, 4 I R 304 A1+ (Macrophage migration inhibitory factor, MIF)Zik Fif[40]. MIF 3= 23 it
BHLIE NK 2 BB i 27 FL 3R R A NK A 4 MA R, (B it b EZAEH . A, M%misis
o RIS, X IE OUANE R . Ak, NK GHMO ATV A T 405 7 b e il 81, T Re B T 45
o NI[41], (HIAE AA KB BARTER MANE R, FHidk—Buto.

2.2.4. WSEREAEE

W R4 L (Dendritic cell, DC)/& ThREf SR MBI IE R —, TERBEN B RFEEIER. x4
FEERE AR ZROLR 200 i A0 22 4 R 4 ZROLR 4 it (Plasmacy'toid dendritic cell, PDC). %t %] PDC 7EFTH AA i
BRI, RPSEH AA KE[42]. DR TE R, PDC AMUAEBREKARE, 11 HAEw kLM
I3, FERRTEAERL AR M R kb, RELH 1 AA KR J1[43]. T FIE SR, PDC @4 IFN-a
JEE) AA, iU AN Thi/Tel B EF =4, FE BB & %% M. PDC TEIEH K
JRAAAAAE, ARLESL BN BN nIRE, eSS, 74 IFN-o/p, @i A#EHE R DCs. T B 5541
ML DI REXS BB = A R N [44]. BEAl, FERREREGIENL T, PDC 43 K IFN-a, @i TLR7/9 Ji &1
M RPE IR, A e AN T B e S S R A [44]. RS PDC TE BT E S AL A B
By, AEEATT P RE AR S0 R A R I B B2 S N 2 TR AR B 2 BB RS I R IR R A o

2.3. REMRST

IFN-y B2 AA RIFHLETH SR IIN 72—, 2R, AA B MEH IFN-y KT+
{E[45] [46], ‘SERIESNYE K™ AR BB A L [47] [48], FFAEARH LA h RN . KT IFN-y 7]
SHE SR NP CDA™H CD8' T 4iffil/NKG2D 4 it K& R, JHEit BREE 7= A R BTN J 41
JL 5t IR i R [9] [49] IFN-y F1y BEAH M A i it 2 Mg 42 /E T 3858, B4E 121 NKG2D"CD8"
T US55 170, 5 SfaLE 7 CXCLY/10/11 K H Az 4k CXCR3 1 i, N5 JAK/STAT @i, 14
58 CD8" T A 43 h IFN-y FIECR M [12] [50]. KR T CD8" T 4tiffah, 1FN-y HHARSKIEE (45 1 SR
MREEFEAL. NK 4. poT 4HM55E[51], XL R — B HRAR T 35— EAA N2 CD8™ T 4wk
EEEE RS N DY

IL-15 STk R 2 AA AR E 2 —, (EidiZrE CD8™ T 4. NK 40Uk & 4ERFAIY
A EAEEEH. AA B F IL-15 KA, BE5ERESIE 2 IEMOL[52]. FaTaeidid LA L 5]
& AA: 1 3 B SZ VR dE CD8™ T 4 4ess, 5 38 o e i oy 1= [53]: BRI Treg 4H A1
FITERT, ek NKG2D £iA[54]; 25 JAKLIAKS i@#%. FHWT IL-15 %244 g aTPHIE/NEL AA BIERE[12],
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O #E ) 1L-15/IL-15RA (5 b FEHUAR 25 1697 B S e i I R 8 [55] . AHA SR FLAT) SRSk
Z, IL-15 75 AA I BARE FIBL B R i R 7 IR 7 B 7oA et — 2B RN

2.4, JAK/STAT @&

JAK/STAT i 63 1ok 10 1 Jok PRI e S 0 4 28 S I M R I g b R AR SR AR o 78 R R R v
JAKISTAT 15 5@ B B /EFH[56]. AA 1 LM IFN-y fER 383 1 40 p 111 JAKL/2 5244k, Jili
IL-2 AT IL-15 [ 2E 5 1L-15 %5 ye 4HfI N 745 4 NKG2D CD8* T i iR 1Hi 1) JAKL/3 324k, {21 NKG2D8*
T AR, PR IFN-y. 1L-15, IXFRIE R 80 AA B I R A Bl g [12] [57]. HoAtha
MR 7 IL-2. IL-7 2 5 JAKLIAKS 5 5165, BT AA IR E[18]. iIXHeil S AT AA B3 1 GWAS
WFARHIESS N AA FFF R JAK SRR AE 7 B SERT . 41X JAK SEERFIIHIF], itikBAi[58]. &R
BJE[59]. EEiFJE[6015, #H TIHIT AA, FEEISHBREESE S MM T /4. EEE
TR E BRAEK6L]. B e THARNE, & i —43%E FDA #tHEH T1697 AA [ JAK
I, 250 2 mg 5L 4 mg U JEIRTT TV E AA, SEHLSALT 349 <20 437108 19.4%~22.8%.
35.9%~38.8%, JLITHCAMR, HAEAE —LCmIfEH g, HAE[60] [62]. ik, & JAK il H #ifE
AA IBIT HAEAE— M, (B EIVE R A58 2 1T R A — e Bk

3. BESRE

LR, XTHTRAA) B AW FOAS T RE e, RV SHUA R F H VI, R
R 57 RIE R R R AN EEZR R HAET, RpriEecos MG T ke —, i im 1y g
R TE, SR R R BN T BA YT H . B O SRS T RIEFRCR, B Rz ANRST
BIERA 2Rk DL, AROREIWE TR BAE R TR AT B AR e VERTRE A S5 07 T BEAT
EIRANRIRER, LE T — M fal, PSR, EARIRIT s, Bek B NAEERE.

E&WE

SHEAEE TR R ESTH (w5 : 2023Y0992).
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