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[Abstract] Programmed death receptor4 (PD-) and its ligands PD-. and PD-L2 play an important role in the im—
mune response. PD-/PD-L1 or PD-.2 signal pathway has been extensively studied in cancer immunity, and is crucial in regu—
lating infection, autoimmunity and allergic inflammation. Studies have shown that PD-L.1 and PD-L.2 can regulate the activa—

tion and function of T cells and the start or stop of adaptive immune response. This review summarized the basic characteris—

tics of PD-/PD-L1 or PD-.2 signaling pathway, its relationship with immune tolerance and its role in bronchial asthma.
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XA WM ( bronchial asthma) & —F DL Z2 40 g, J0H 2
N KA g R MR AR T kL 4 K Z R R F 5 51
P A R , R LT 515 CD4 " T 41 M 38 78 IF 43
ZFh AR T 58 Thl A1 Th2 kA5G %K. HETIA N, BT AL
T=3 4K 1( programmed death 1, PD-) K H B IARFEFEFET: Z 1K
A 1( programmed death ligand-l , PD-L1) FIFEFEIE T Z 1R H
& 2( programmed death ligand2, PD-.2) R] LASZ a3 35 1 T 40
WAL BRI o I, PDA GG CDA T 4T RY 67 1k
WA HeAh, AR T PDA/ PD-Ls {5538 i vl LAJR P AL
WA BHA G ZYE . SCRGRT PDA BILHCA B FEA R AR
T FAE SR8 M R A o
1 PD4d B EHTEAE PDL1.PDA2 EA4FAE
1.1 PDd K H ik PDAI.PDA2 (%58 PDA(tBFH
CD279) J&—F 55 kDa fy T ZUES R 1, JR T CD28 2R 5Kk
ok B4 20 B« I 4T B N 2R 4 ( dendbritic cells, DCs) 4,
BEEACREM T 4051 B 4 f1 NK iR mzkik. &
SX PD B EERIGG T M L AR (AE 5 T 4z T
cell receptor, TCR) Z5 A MR A F R B FE L. —Hix
PUIRIERR, PDA B T . SR, 7E18 M B YL sl AE A, 58 40

BRUFRBCRACT , P KRR IR o BETE R, FEAS TR
e ( HME VIR YL AR ) I, T 20K AR e JORE , Bk
ﬁ/ﬂ\?ﬁ]ﬂﬂl_l? B R AR AN IR o FE X R BT L PDH
B RIA S T A MIFES B bRk
1.2 PD FHPE AR PDLI.PDA2 ({55 Fki@Eg PDA 7F
T PD-L1( WFRA B7-H1 5§ CD274) A1 PD42( tfx A B7-DC 1§
CD273) 2 FfCA . PDLL FECoE il FIE - o RIE R RIE 55 258 B 19 2
FRAAE E 25, 45 T 40 B 400 B W4 i DCs FAT K 4H
Mo KM, PDI2 AN FE i R i3 &2 41 Jifd ( antigen presenting cells,
APCs) INELREANNIFN DCs b3R5k, HFRIAZ AN A 5 I T4 R =y
(interferon v, IFN-y) . A\ E 4l g 5 % i K F( giant macrophage
colony stimulating factor, GMCSF) 1 [ 4} & -4 ( interleukin 4, IL-
4) (PR . PDLL BYFRIKRZ B ZFh 4 B IR T 99T, dn T A0
I & T4 ILH0. L7 IL-6 T4 IL4 B HI [L27. Ik4h, 4%
S5 ANAZ N T kB( nuclear factor kappa-B, NF«B) 2224 5
1EAL AR P mitogen-activated protein kinase, MAPK) {5554
S5 R T RS S I00G TR 1 3( signal transducer and activator of tran—
scription 3, STAT3) 51 S PDAL =4 . PDAI £k
52 BRI AZAK Toll #£5Z {4 4( Tolldike receptor 4, TLR4)
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FITLR3 J45 Y o AP, PDA fi% 5 PDLL 54k PD-
127, 5 PDLL 4545 . i AL iy PD il i Z LI 55T TCR
fE 95 SME. PDLL 5 PDA 454 G5 PDA 2R 4 ik
A5, TS Sre S8R G 2 A i 20 8 58 )% s e 4k ( ITIM 1
ITSM) o s, T 1% 2 R W5 R B ( SH1-containing protein
tyrosine phosphatase, SHP-) Fl1 SHP2 #§ #7% , 5 8O L i B 2
Wik . 7] TCR F1 CD28 4 M55/ 5, NI 25 T 40/
ST AP T A 7 . PDA 5 PDLL g5 AT Uk AR
KU S S AR X — SRR A B . Gato-Canas 25" K 3, 15
PD-LI (M H kb iR 3 1 S B3 4 15 5 8% BT RE S 3L
PD-L1 (I f5 5158 . HR PD-Ll RIfE 5B SNREES
¥ AR 3 48 L (EL A 4 7R 28 AT P PDA ( soluble PDA,
sPD-1) 4b Bt DCs AP FEAIR  TLHO = A

T 4l I PD Rk iy RO F o R B EE s ol . Kk,
o SRR R B B A SR RS v K e Y
RIS kAR . T 4RI ST TCR BIE  8 S5 RN T 3540 T
20 i % F lc ( nuclear factor of activated T cells lc,
NFATLe) Mo S8k 56 73 T2 ke id 2 o PDAL 1Y
FIRLAT] Do #EFEH T X3k &4 1 01 ( forkhead box protein
01, FoxOl) 522 ik T-bet ik, Ik, FoxO1 J& 8
SNk SR PDA 23K B SEHEIH 45 R T T-bet J& PD 111
AT i 5T FoxO1 41| T-bet 'F3 PDA 7F T 4 i I iy L
B AN, B AN A I E) PDA TR T R . 7R E
M NFB 5 535 fL /5 PDH 932k ™™ . HK PDA
ilid TCR 155 14 T 40 XTI 0 B L (E A7 7E B
M PDA 875 . Kinter 25 157 B~ , IL2 1L IL45 F1 IL—-
21 Z5 40P T 0T LAVE S48 i T 40 b PDA 933k A,
YL g R - IL0 Fnéefb A K K-8 o] LAJR S T 40 -
PD myFst .
2 PD4d BEEEE PDL1.PDA2 5 FEEIE
2.1 PDH JHPEifAk PDLIPDA2 53R & el G S i 32 19
P& 1 PDA " /NEITP A B PDA AT T it 24k b &
FESCHAE . ST, PDA BeZ 1] LS80 T 40l jet i 1
5 PDA T NRLELES B Tpr 2848 5L A PDA T /N R AR T
FEE RIS R o B R, 1R R R,
CD4 CD8 X FAYE T 4iffa 323k PDA " 4k = PDA B, CD4 CDS
KU T 4. ZEHUE0RBIS . T 4%k APC BHIE M
GRE ST RS  E R T 40 M A R A R 7097 48 T 20 i
AT IR O A0 R T A . fE T 4HS APC B AR
HAEMH,T MM PDA ik B 7ebk= PDA I, T 4Aff-
APCARE AR FH (5 S BER N, A 1 5 B0 48 40 L IR 1 199 72 24 348
™ o Ak, PDA/PDLL A1 PD/PDL2 fAR B 7 4 #5541
JA T 40 M 52 5 T A — 2. 7ERE IR /N RS A o, BE T PD-
L1 ] U] T 40 At 2 15 , 1 ST PDAL2 ARE20 T 41 52 i
21, PDA 8 TCR 454 J5 i 3 F A 2B IR T 40 )
T AN I ALREE T ANM A LS L BRI G TR T A A 5
BHOMPE T ARAHL PDA 2635k, EARSTE PDA FHIKS i
Prdinm >

PD/PD-L1 #hERIATTRLN T 403G P40, PDA 3B A2 1y
PE T i ( regulatory T cells, Tregs) (%4 B MIIREIE H b A 456
HEVEF . WFSRIRIE, PDA W] DL 4ERE Foxp3 [y 383k, Hv PD-LI
3 d T mTOR i B 4 (R 4 15 F Tregs 0w ™ o f g
%W PD 5 Thl 44 A vl LLFES Thl 4 m Tregs Ay AT
PE RIS SERE AL SR T PDA I FWHE S5 2 o Tregs 1
GayE Ml A S AR BT T 40D, Tregs AELA PDA /PDLL K611
DR VI B RS M PDAT B A0 i TG AR R [ B i
g 1B

PD- X S T 52 1 52 M AN A ARy BR T T 248 i, 15 195 240 i
DCs 1 B 4l th T i 32k PDA . FFFEF A, /N BRI A 54 5 g
ZH i ( tumour associated macrophages, TAMs) & 23k PDd 5 H
TR AN A B AR Y o 5 E W AH MR, %3k PDA Y
ANZE DCs FE A6 CD8 ™ T 21 Jfa 53 TL-2 Fil IFN—y H il T s
Spe™ . Feik PDL B B AT LA FEBR ARG rh RS, R
T WENEA0 LT PDA B B 4, {H7] LIE o PD/
PD-LI 77 24 T Zua R
2.2 PDH KA PDLIPDHA2 5K ENIRYT  HAT,
R EHF T /N B ARG PDA FE B R rh 91 . B
¥R 3L PD H1 PD-L2 75 5R35 8 171175 5 A9 W i /)N BRI 28 2 i)
TR R AN W5 &I DCs i PD-L2 Rk /KB i
M, T A1 B 4ifa 2 PDA RiAACE W I . F9E A IR
SR TEN—yIL4 1 TLA3 S840 g R X8k U 1 DCs #EF 71
AMAbER, T PDL2 Rk K3 #F— 20 5/ 1gG Fe 4544
WG M EL PDL2Fe FIF i PDAL2 {4y AR SMELAL ) T)
A, KIS PDA2Fc T LAREAR T 41 A 1) 38 58 E 1 R AIK 11—
4 115 1 ILA3 43 /K -, 4275 PDA2 XoF B 24 g 1) 400 74 4
. SRS HAR R, PDA2Fe {45 25 0 i /N B T
B2 L s N TR e 24 RN b O A4t B <3 SR 3 m L AT
JNEE S RN (RN IR Py 45 5 22 (8] 1) 25 AT BE ik T
PD-2 52 AH A A B[R] A SE 21, AT S BUR N B Ak
—Fhal fE e F AL PD2 0] 558 AN SZ PRI AR 458 T
A IE ALY

WF5EINN , PD-LL 15 Tregs Y7~ A 47 — 2 MIDEHE. PDALL o]
VMRHE T 20 B 5% A6 75 PRV 5 M T 48 Ml ( induced regulatory
T—cells, iTregs) ) WigE %, PDA @it A S iTregs 355 %% /|5 Bl
A WA S 25 B N M RS e v S v o A BESE R PD-
L2 /R Wi R B 8 F AR R 7 20 i T( invariant natural killer
T cells, iNKT cells) (50, & BUARFELE PDL2 B, iNKT 4fijifg nJ
DASE N G 375 25 7175 S0 PD-L2 ™7 /e RS AHR AN/ &
SiE , HL2r 0 IL4 /KB g 14, $27R PDL2 44l iNKT g4
MR PP o i PD-LL T /N AHR RIS 487 S 0 R AT
iINKT 44330 TFN—y 343"

25 2 ZHIEAA W E 40 ( group 2 innate lymphoid cells, TLC2s)
ARG AHR FNASTE 48 Pk B0 Y Th2 41 ffd P+ i) 3 22 ok
Wi Helou 255 SiEWY 76 1L-33 1S538 2o M i o, PDA 410
il ILC2 (3 M R AR IR T i . B dh, ] PD $#czh ) nT
DAREATG /IS BRU 368 4 14 B2 iR 780 AHR . [ E, PD 384020 700 410 7
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124 Rk AT G TE ] PDA s A7 0 iy 8 A 4R
o RN, AE B 4 SR T B R AR B 0 g R R R
PDA * Tregs %+ 3% 5= Fll PDL1" Tregs B 3 F& A, #£ 7~ PDA/
PD-LI 5 5 e - 2K Tregs B idisb o 55— 5T, S Fexy
PR AR L, 52 BE SRS AN v o 8 4p 2 20 g S22 JL PDAL ™ Thi7 T3 45
L 2Tt , PDLL " Thl17 H 43 LT R, 278 PD4/PD-L1 i@ %

i 5 Th17 4 8 8 A G 228 PDA/PD-LY {7 %l

PETTREIA S Th17 450 3 0 05 25 Tregs £y /b, 4T
Tregs/Th17 V-4 , {& HEWE I (19 & A & 2 . Bratke 4559 fE 1%
Wi} 2 T SR A R OR , KR RE PDA T CD4T T
4 M /b, £E R 3 AU mDCs fil pDCs 2R 1] PD-L1 323k 7K -3
e JXEE S B TR PD-LL TE G S22 A6 e 1 52 1A 17 i 11 B 2 2R
PP R E AR

PD-L2 Rk /K- 5 B b 8 ™ AR IR ARG . s 3K
/N U g A AU Jili mDCs 2 1) PD2 &3k 7K P14 , 1iif FHL W7 PD—
L2 AT DARFAR AHR. X SERF5Ed R PD-L2 i) LA fe of s o6k i iy
AHR % R, 3045 5 5 2 i PD-L2 0 AHR (985
AR o g RFTA, PDAL sl Al T REAR i AHR, {F %
F PDLL il PDA2 [ FIAEAE—E il
3 £5iE

ORI B UESE 2B PDA Rz HLFC AT S AU W iy v R 4
I ShBETE R WL, (] PD 350 n] LA i 25 R A
Wi =T e S IO M NS e S g PDAL2 Gl 9 184 [R) i |
) TFN—y IR, S B0 i AHR FEAIC, 10 PD-LL 7T X
IS Tregs PR P REM Z . XA IR, /5 PD
BCAAA S G103 B, WG PDAL2 B PD-LL W] g2 S A i 1) —
A AR IR A
Sk
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