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Abstract: Psoriasis is a common immune-related disease in dermatology, and a variety of effective T cells and

regulatory T cells are involved in the occurrence and development of the disease. The expression of coinhibitory receptor

immune lymphocyte activation gene-3 (LAG-3) was up-regulated in psoriasis lesions, which affected cytokine secretion and

cell proliferation by binding specifically to ligands to play a role in inhibiting the function of T cells. In recent years, with

the in-depth study and the discovery of new major ligands, more and more attention has been paid to the multi-dimensional

involvement of LAG-3 in the pathogenesis of psoriasis. We mainly reviewed the progress of LAG-3 in the pathogenesis of

psoriasis from the research status of immunological function and ligand of psoriasis in this article.
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TEERT: IS, BEEATFRA, WFAT7 . REZINIIA R .
BIREE: 20, FAEEIT, BFRJ5m: PEARIE RN
EEWMB: BEFEATRITR “HEHGARMUTR” HEH LW
(2018YFC1705305) ; LigdihEZ R R =173t %I [ZY (2018-
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JiE 2 oK 23R U N R AR, S BITE T 40 (T helper
cell, Th) 17, Thl. Th22 itk T 4 (regulatory
cell, Treg) EZ P ZdfZ 5HmtE. H X
Fo B AN Z AR BT FEAWIRN, RS AR
JE R IR IT R R R
1 $RJB % B0 B 48 B8 5E 1k & & -3 (lymphocyte
activation gene-3, LAG-3) f8X & & FHH

LAG-3 thFr CD223, J&—Ff i1 498 4> KR 41
B 1 MR E, HA DA A e e Bk i Al
FikgE Mg Y, FEIEME CD4™, CDS'T 41 5% —
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I B AR R AT A i (natural killer cell, NK) 4 fifg | &
ik, SRR E T Ik E 40 AH 55 & 3 4 (cytotoxic
T-lymphocyte-associated protein 4, CTLA-4) NFEFPE
O824k 1 (programmed cell death protein 1, PD-1)
AL Sz R AL, OB 5 R R g S
W 4H LR K G s RN 4 M E S AL, KHE T 4
WL D RE,  4EREAA N e Aa s, B AR R I
12p13.3 (CD27-LAG-3) 4R8I 1) 5 LR 7 .
BT AR A B i B R RIS R ], SR
Ji5 9 2 A B B IR AR A AR L, R4 2 LAG-3
fZik i

L1 AT T 4 M AH G e L]

LAG-3 g5t 125l T CD4 57 4k, (HLLFE &
MEM g T EEALSMAERT AR RS T
(major histocompatibility complex 11, MHC- 11 )",
fFH e 55 4+ CD4 5 MHC- 11 K4 T 45 &
R CDA'T 40 g i% 4. & 2082 CD4'T 4 Ja 41,
LAG-3 7R 7E B A 1 11 Th #e ) CDA'T 48 g b 3R ik,
U CD4'FoxP3'Treg (iTreg) 41 g W £, H 7 Treg
R KT TS AL B 28 CDA'T 48 g, 1X 4k
LAG-3"Treg LI HIE LA, FEGAN TR
(interleukin, IL)-10 A4 KK T -, I HPHET
Treg 4 I ) LAG-3 W% Treg 40 041 Th &g .
AR FTJE N, Treg 20 i 1 % % 400 i/ F A2 AR S e 8
HYEFFH B 32 1 R 455G EEAEH] . Bovenschen
ate D01 o0 S0 7E 4 5 994 1z 5% ' CD4'Foxp3 "Treg 41 g 1R
25 50 A R4y WA TL-17A () Th17 481, Zhang %5
W 5% & B R2 #1 4k Th17/Treg 2 i bL 5] 5 4R & 9%
A5 7= & M F5 $0 (psoriasis area and severity index,
PASD) vF7r 2RSS, T AEE PR () 45 U] 5 PASI
PR B IEAM S, AT W Th17/Treg 4H i 2k 5 1 4R 8 9
KAEKRERZ OB Z —, 1] CD4 FoxP3 Treg 4H ity
I T 4RSS HZ A 8T LAG-3, #2875 LAG-3
Al AEIE Treg SCIL R JE I 3 I S e Fa s A%

LAk O % E £ Fh Treg W 1Y, CD4'
CD25'FOXP3" 45 1t T 44 jfd ( & R CD25" Treg) "'

A1 CD4'IL-10 43 ¥h A1 T 4088 ( f&FK IL-10 404
Treg) " & Mo rb fir BARAE ML W . LAG-3 i — 2
f£ CD4'IL-10 4r 4 1 BUAS T 400 (type 1 regulatory
Tecells, Trl) k£ &, ks b, @i LAG3 5
CD49b JEK3E, AT LAZE AR R A% 5E Trl gilf M7
12 Treg 0] P2 A4 K& IL-10 1T & (interferon,
IFN)-Y, 40 B 40k =& " Mg &%
My CD4'CD49b LAG-3"1 B35 1t T 2 (1 L 5]
WA TR 2R3, H5 PASIIFor 2 MAHX, 1
T 48 A A7) BA S5 v T f B 528 s (R 4R i B 45
S SURiE R 52 AR 3 B IR 2 2R AT o s 9 e R B R R
Il CD4'CD49b'LAG-3"1 B4V T 4Hiff, HI7E K45
AR P, 2% CD49b K LAG-3 FFic i Trl
Z 548 I e B R T, AR R IR R Tl 48
L L 451 £ sk 2 T B A5 bk B 25 B R B IX = R (R 4R e U
FHOG T 4UML 25Kk, I SEEM R AR
iR, Joik CD49b RiA Wi, LAG-3 Treg k1%
w EfER, LAG-3 AJRE& 774 IL-10 (1) CD4 Treg 4
F it — bR B BRI, MR Trl A S5
P25 N AR 7S 7 B LAG-3 2 5 R i ] g 4k sz
PRI 1A B . 54T #3E PD-L1 78 LAG-3"Treg (11301 1)
RErEAE P, 3R LAG-3 1] B8 5 HoAth S i k) %2
PRI S 5 48 0 e s T
1.2 VAT PR 5 S 4 ML

Camisaschi [4] B\ 7 % B\ 3 35 200 Jfa K 5 9 0R
ZHAE (plasmacytoid dendritic cells, pDCs) HJ—/~F
£ FWAFTE LAG-3 RiE. TEHREW 1, pDCs 43 il
IFN-o J& 458 056 IS P (I BE s S 1F Y, 3 LAG-
3mAb 1] BL{E pDCs Hfili )k LAG-3 /i 115 5% F,
M 320> TEN-o (14 7% Az S 33 T BELAS S50 52 A% 5 48 B 1
EHAEDRTE Thl B K RE, LAG-3 /21 pDCs
T A4 T RE A PR ) TFN-o0 R 23 J=) 340 B 355 e 92 4l okl 11
ARk B R R RS N SRR R R, K
B JCE S A B 25 M LAG-3 HUA 2 DAYH FE Ik TR 45
WOE Y LAG-3"T 4t i, By 1k i Th 3K 3 (¥ 52 ik %
FE S, [F I8/ 7Rz W T bk B 400 it R 5 4 v
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Y B R AN LAG-3 ST T RIT R
B AL AR S 7 (K R E ¢ E 3 M IR 5E i, AR DUk e
FSCERIAE (no.NCT02195349) .

CAEARER, AR LAG-3 % 5 PD-1
&Rk, LAG-3 5 PD-1 f£7EWREIMEF, DASE IS
(T 20 ML 15, #T LAG-3mAb 5 #T PD-1mAb Bt &
I FH TE 968 R G B VR 9T R R B R A T R R 1
7k B, K LAG-3 Rl PD-1 — i ¥ i 45 S i —
B R VETT RS, AT AR T oA A Ak
BEE RN B ST B BRI R i R4 AL A B
7T P 01 77 LB o T 490 P X R4 A 1) S S LA
A T IR IR 4 i B8 A R B S A 3 i T
ZH 0 B PR 0% . Lichtenegger 25 B 78— A 4T
ORI, TR E TR (R AR K, 5 S P
B, RERMEMRE PR ) R, LAG-3 FHE W
SR A B X T 48 i [ B2 1Y 3 304 4R 2448 T PD-1
(RIFE T,  H% CD4" F1 CDS'T 41 g 3 47 W 52 44 3K 15
AR A RS BUS R R, Rl
PU G 2 80 4 M 5 (R B 1 Ik 4 A i, W58 E] LAG-3
A PD-1 0 BH W7 2 I 5 24 1 T 48 f i . T 0L
LAG-3 WEIR AE S 5 2 SR E M KA KR, IF
HAEWFE 5 PD-1 45 G 2 ko 7 o5 A7 76 AN [F) 72 B2 11
P EAER, X Bl R R R 5 FE 5 0 ) o
FHIG.
2 LAG-3 §IECix

LAG-3 w] #11 il 250 B2 T 40 B (1) 2h 6, =iiE o 2
BE Treg 4 1 (] £/ T 40 ) Dh e, X ARECHR T
LAG-3 {55 Ui fEANE] T 48 B 74 Hh s B4 1 45
(1 L) A, AR 5] AT IX SRR ) LAG-3 R {5 5
@A AERE. F b, O %Rz AT
LAG-3 (W40 f it B3 ks 1, B =ANE AR
N Z MR IX I8, D1 45 & L Z R IR 1L
fr AL, D2 &5 #6385 4 MUk (1) KIEELE %: 7, D3 45
M S AR AR - R E S 75, 1R =A X,
D2 4544 15 CLAUE IS 208 CDA'T 4 g b LAG-3 [
Ml chie = e EE B,

Vol.40 NO.11

2.1 MHC- 11

MHC- [[ £ F & —KEBENHLMMBENEE EY)
g3 ISR 2B A0 M F R, 51 A S 40 i
FAZ AR AN A A B A AR, L 3 E IR N LE G L
EIE Y BRI PUE A B Y. Huard 25 770 K
WL MHC- 11181 LAG-3 1) D1 458385 LAG-3 M H.
ER . fEThEE b, LAG-3 {13 R IA B 8 Bt J5 4K it
PE CDA'T 40 g i % B, SR, JLFHASBH I LAG-3
5 MHC- 1l 45& MyuiR iR 0212 T 40 D Re, Wkt
XF LAG-3 D2 &5 4 35k (1) 455 57 1 B A4 78 4k 3 40 35 ] 3
ST 4 FR 86 5 A0 RS Th g ¢, $ROR MHC- 1T 7]
REA & LAG-3 G 40 Dy RE 1 32 ZE Ak .
2.2 LSECtin

LSECtin J& — 285 1 C- T A4 2 K kiR 51 4
T, J&T DC-SIGN F ek bt ™7, 1ERTHE. k45
SN ML NSRRI B SORAE M, YA B R4
i 7 B € 2500 4 i v 24 2238 PV, LSECtin /A
TSR T PR AR S ()03 55 40 B FH B0 110 S5 A2 11
ZEA AL P IR R AL T 40 R
¥, LSECtin o] 5§ 5 YRR V& 46 14 T 4 i 47 1) 1
T H AR RS Y FE T AR A T 00 S A5 A A 7
W, T 40 MY e i B3, /R 1 E5 20 LSECtin &%
el A T 40RO RE S v, A T 40 A
G AR AR A —Fh B S E L] Y. g
LSECin < 14 144 P8 SR B 75 A Bl T 4047 i 26 i
i B 1 2 5 4L 2 Fa 5 Y. LSECtin 76 & e, i
Jo B T 4 A 5 1 B B 9% PR 0 55 1) G S U
$e78 LAG-3 Al REAE B I 4E -2 5R g0 M R &
R .
2.3 CPILBEEIER -3

PFERE R -3 &M &N 30 kDa [#E
LR, BT HAFEKW AR 450380 5% 51k
SR, E LR EE R -3 e R Hh RS X 4 A
405 B, BITAAORGEE . 0BT, T 408524k (T
cell receptor, TCR) AZBEATI TCR TN AZEHNLHI AT T
IR U, TR RERE R 3 BT L
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YIEIThRe, COHOERSEME. RAE. F4E. O
R ZE R gk o W LAG-3 4y TRES S R
P CD8'T 4H M RiE AR R 3 H 7456, &
FCIFN-Y 20 WA 52 BN A0, AT vk 55 T 41 B 1) S 92 o
L

24  #F4EE AR A& A 1 (fibrinogen-like protein 1,
FGL1)

FGL1 J& T A4 E AR KKk, HARFFYE
1T 5 DR AR /N AR 45 s SR R IX Rt B T
i 6 7 (1 6 oL B REURR A A . MR A BioGPS 414U
B %) B0 RN B 1 5 41 4 BT, FGL1 5 f# RNA A
B R 0k 3 R TN IE R 4 4 B A g A
Oncomine £ [ [f] Meta 73 #7 i27x, 5 1E % 42U
B, ANRSefkfim (EdEME. aiie. BeER
SIS 7 B 98 ) FGLL {548 RNA [ Bl 76 1F
WAEFL ST, FGL 8 A 32 2 AT 48 Al 43 9 F i
HET 40 A (4 22 2y SRR g B, H s L
—HAKRM, TH, FF¥E@EE RN, FGLI
& LAG-3 i F 2 Ak, PIAHE MHC- 1T 17705
LAG-3 M EAER, A5 T i), b an oK &
I FGL1, B4 FH W FGL1 5 LAG-3 [a] ({40 BAEFH,
FIOR UM G X P A ELAE S X FGL1 41 4
R A5 RE 45 #38 R LAG-3 D1-D2 &5 #38;  #f fik 1%
FGLI B/ R 2 2R R f 4 K 3 S Pk Tt
AR B ok . X5 S EI1) LAG-3
TE B 5 Gu BV 1 AE I — 5. Bettini 0% 1A &
S HITIE W] NOD i#4% 15 5t N LAG-3 Sk Z /] S 3 1
TR PRI R AE IR, 100% [ LAG-3 SREE /N R AR SRR
DT Py B A 0o /I BRI R AR W JR o BT DL P
P£ FGL1 A /MR MAK KRS, Helges 50
LN B B e R8s FGLL Al e AMUAE
YEFF I INE S e i 52 PR bk R AR F L B DR Rl
P o VR RE A S A b A AL 22 RN “ S XS 7, I
I A BT 4 & P RORE. 32 L A& FGLL ¥ & 3
NIRRT LAG-3 Z 54 G Wi it it 7 %21, 5

Bl e B S A ALK A B T I R AR LA
3 RESRE

g L RTR, RS AL LAG-3 B KK
M A FIE LF; LAG-3 7 pDCs 5 A [H T 41 g i
BEH AT, 75 AR 0 13 20 R0k Jie vh R4 G i 40 1 1)
e, fH LAG-3 25 2 5 5 & i 1) 40 B 43 —F B 1 1
frik— S0 oT, 5 B I 43 ) FEL T AN 5] 440 i 3 T 1
LAG-3 K IE R Ft LAG-3 1E 4R 5 7 A [7] 5 92 41 g 2%
B G B, 25 DR Aok /N BROHE o AP 98 KA 2
TG, GG, FEA . AR B 25 B R 2K 2 ]
WS RARGIE RGHERARE R, ZHAAEET
T LAG-3 1152 18 AT R B8 A5 Bh T I PR 90 52 11 21
i 54 T . LAG-3"Trl 4 i 75 Ji #5155 40 4 4
ARV Bl R BB R R AR R AV R YA
Ktk

EIR LAG-3 Z 5455 1) 2 AL W 53y,
BHZ5H SRk pom. &Y i & 1wt 5l
R T — €S . IR A LR R RGN <R
ERG”, 1EMH LAG-3 2 54R 5 Gz L S fil
F, #2590 LAG-3 5 PD-1 25 HoAth o 6 25 A
(i RIVE R A 2 T 6 BRI 0 e 2 AR S IR N B A
BEAE M PR S BAR A P05 R BE I LAG-3 B30 B W7
LAG-3 Fil PD-1 DUk 25 A e 1, 75 250 &
BE P N R B R R 3R, R E AR
Y R TG R T B A 32 ERL & FGLIL 1)
RIA LAG-3 (M55 @i 7L i85 7 7, 7EMR)E
TR RIEHLE A, BRI LAG-3 H Al e 44 1) R gt
FLAN, I T H A ORVE FEEAC AR FGL f) 3R ik i 4
e PR I 2 R o8 s S5 5 I A 0 PR 5t TR
AT I PR B KB, T FGLT 3 DR it 4 £ /08 B 48
WP R E 2 3 & RPN, R R LAG-3
5 FGL1 () B pLs, A B T 1257 1K1 4
FRHR G BB B RR A, AR SR B R T
AR o
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