#3545 3 A Vol. 35, No. 3
202343 H Chinese Bulletin of Life Sciences Mar., 2023

DOI: 10.13376/j.cbls/2023045
XEHRS: 1004-0374(2023)03-0367-11

P27 1% JE TBCAAPD-L17E A& R EE LI BV B ST it e

T B A4F, Ram, W ®*
(1 TR AT E 220, 710 421001 2 3RYITH 45 — N RE R AR E,
HIIN518035; 3 Ik /s-E o viEEgs & ERHERE, EIN 430000)

O MRHRRIR K, R E R G AR RE R OR T UUE BT U R iR IR AR
SR, H AR VA T I 2 R R I 4 ) A EO6 BB A SR TP PD-1/PD-L1 B, I RBR X T
Y S R AS I, R IR AN T e, Rk BA PD-1/PD-L1 Ay $E £ 1) 2 8 15 %o B b i o5 26 22
B o PD-L1 I 78 3Pl g b 308 B, Sopib 4 R WA77E 2 P fE ML 845 5@ B % PD-L1 RiX,
BT UL TF RS 5 (0N 0 3R 2E A0 SR B0 (5 5 @ B I [RIE, SR RE#IH PD-L1 3Rk, AT SE B G2 A6
B AN S R 25T VR SRR, R AE D RIPUM R RS . AR SCHEAE R PD-L1 7R LR 5 . R IstE
B B s MBI S S RN LR B TR, At — B IT IR & 4 [T i e P g S
417 . PD-L1 ; PD-1; U8 ; 4%

hESES : R7303 XEKFRER : A

Research progress on the regulatory mechanism of

PD-L1 expression in tumors

WANG Yue", QUAN Chun-Tao™, WU Hong-Ya®, XIE Ni**
(1 Hengyang Medical School, University of South China, Hengyang 421001, China; 2 BioBank, Shenzhen Second
People’s Hospital, Shenzhen 518035, China; 3 Hubei 672 Integrated Traditional Chinese and Western Medicine
Orthopedic Hospital, Wuhan 430000, China)

Abstract: The incidence of cancer is increasing yearly, which seriously affects the health of residents and brings
about a heavy medical burden. Tumor immunotherapy has acquired momentum in recent years. At present, the main
idea of tumor immunotherapy is to interfere with the PD-1/PD-L1 axis by inhibitors or corresponding antibodies, to
remove the immune-suppressed status of T cells and kill tumor cells. Therefore, it is of great significance to fight
against tumors by targeting PD-1/PD-L1 for immune regulation. PD-L1 is typically high-expressed in all malignant
tumors, and many potential mechanisms or signaling pathways regulate PD-L1 expression. The immune checkpoint
inhibitors, combined with targeted drug therapy, can exert a synergistic anti-tumor effect based on the role of
specific small molecule inhibitors to inhibit key signaling pathways and the expression of PD-L1 simultaneously.
This article reviews the effects of gene mutations, epigenetic modifications, transcriptional regulation and post-
translational modification on PD-L1 in cancer, aiming to provide a theoretical basis for further development of
combined targeted therapy.
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FEFPPERET: 524K 1 (programmed death-1, PD-1)
L H 4k PD-L1 (PD-1 ligand) 4547 A5 T 405
R ILAMEE S, S0 bR 2 E CD8 T 41 Jifa 1) 4 4
BEST, K AR G e b 2 S 7 1R A . 7R iR A
B, TR -y (IFN-y) 38 I LI s 4 e 2 i
PD-L1 [13IA, W0 R8T 240 Jfd 1) % 73 D e
s HRERS Y. BTRAGS&%ES PD-LI
(1 AP, BURS 5T RR S RORE(E 5 A
[Fl/E 838 PD-L1 (€A P, — e Sum 3 KR 1 AN
KRIAEESHEAER 245, ] LLE#52m PD-L1 ()
Tk, U2 ARBS ERRIEE (RTKs) R A KE T
AR (EGFR). R Z8 14 96k B89 VG (ALK) mld g 2
FRMLEIRZ T PD-L1 [(3RIE, &8 —%E 50 FiidE
SRR T RIS R PD-L1 (IRIE ™, R2 5
I8 24H e 386 B AE O 1) % S DR 7 A UE BH 4% PD-L
ik, WIEEREK MYC. ¥ T «B (NF-xB).
S EES MIEFEE R (STATs) & 7, 4% PD-1/
PD-L1 3 (I T7 I iETE S PP R B b = 7 4 N
ENRIRZN IR R . (E R, eV 2 BE TP g3
THIHS 25 N 2R . DR, d e iR ik
FRAG B MR AN N (B, TR AP g AT PD-L1 [
WAk, RMEAL. Bt BRI S R AL,
AR BT I R 1% S B e 40 1) 771) (TKIs) F1 PD-1/
PD-LI 43l MIBE A 97i% U thah, PD-LI fopsdt
X R R AR AR E M B0 EE, HEtMA S 2
F FE R 520 PD-L1 (fkE3E4L U, PD-1/PD-L1
70 B % R e 1k M D SRR 4H L B ¥ PD-L1 255>
POHIILRIE, A TR SZ 3N 1 T 4 &b
AR IR A RE S, PR B & 0% RERIED
FEVER ", PD-L1 AR fALE] R B, R 7
[ 7E R Al R T AR R U 2, ad g 4% PD-LI
(1) S 5 8 R R B R 2 — AR A T
SRR YT BT AR .

1 PD-L1/PD-13 Y 454 FN Ih RE

PD-1 & —Fp Iz 4k, FEERIETHMLD
T 40Mi K 0f, 7] 5 PD-L1 Al PD-L2 Py fficikss & 1,
PD-L2 = ZI7E EWRAHAE . B4 SR 40 B AT AR K4 g L
Fik, 1 PD-L1 FEAEiE MM (6.5 T 4801, B
A, EVELNAE. SR AR ) ARG
I A R 2H 23 4 B (BLFE I P B2 4B AR SR A
M. BESANAE. ERERMM. IRi A kg2
YA FME R AN AT P R ) Rk R,
PD-L1 1 PD-L2 #fsnf DLLE i Je8 40 i A0 g [ Joid o 5%

1%, PD-L2 753X 26347 ) K1k vl G Bh T PD-1 /)
S T gr s Y. PD-L1/L2 5i%AGi T 40 1
[f) PD-1 &5 & nl 3@ ik FRAK T 4080 1 g% N 25, f ik
S g2 R IR

PD-1 A1 PD-L1 ¥4 1 M =EEA, BT %R
ERRE A (Ig) XK ME. PD-1 fH Ig-V FEFAMX . B4
JIEE DX 5 A6 P B =R AE 5 2R T 1 R 9 X2
PD-L1 &4 —A 1g-V Ml Ig-C FEHI AN X, — /N5
I DX — AN S5 4 A 5 3 R 1 M R R L Y
PD-L1 1 PD-1 a4 X ¥ 40 H.AE F 7T LA 3 PD-1 (1)
MG RN, FEURIR G2 52 R I S BRI ] 3 7
(ITIM) FiI % 2 52 4 i 0 R HF 0% 2 /7 (ITSM) #% Sre
FRABGBE R, X LR R R I SRR 2 B i 4
FLTE (R S R 5 TR i SHP-2 A1 SHP-1 S ##1 T 44
MRBGEES U R R, BRESG LN
PD-1 FE 281 T 4032 & (TCR) #IH] T 40 B 30
5%, HEPr FILREZ A& CD28 74 /& PD-1 i 5
SHP-2 Ml T 4 ThBE i ocsse s e BT 5
PD-1 #l HAEFH4F, PD-L1 &AW LLYE CD8O A HAEFH,
T CD8O W] BE I 1 T 4 AL ml (5 ", K,
PD-L1 5 PD-1 1454 LA 2 FpJ7 el 2e T 40 i 1 0%
PR, F0H] T 43 G AN A7 o

2 PD-LIFEFIEHF

2.1 ERFANT

TE 30 53 fgg v, g 40 A 3 i 2 R SO A
PD-L1 (JRiERAEZMN,. LLnfEL MAIE R SHE
R, T 9 Stk R E Xk (9p24.1) #5 D1 EK
P48, 1 PD-L1 1) 4mtid 5 K CD274 1EIX AN FE E X
Wz, F:3 PD-L1 7EKH 4 48 R 2 itk R
s Rk U TERL N e g b, Ei
DRIASE I &30, X PD-1 H 470 BEUEK (1) B 3 30 5 e g 2%
A (TMB) 8%, R 431 NRAE /Mb ; L4,
X PD-L1 R 3'- JEHH R X (3'-UTR) 17
R, FHPD-LI mEEP, XERIWER .
CD274 FE R 2H 178 A 0t i S BE oA 55 A o B2
sZ, PRI ] B R R e g R R HT 1Y) AE ) B
EW.
2.2 RYIBREFIFE

1E R BAL KT, PD-L1 3 %52 3 Fi 3 AL
HE A LA S % . H 8 H3K4me3 |
(1) R LA I A — Fh BB B SR B AR 81, mT DL
P 3L R i) R k7K T . H3K4me3 F 3L Ak A& 1 () 17 78
T K 55 DR S BOE A K . X2 R H3K4me3
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R A0S I T DA, 5] — e B SR PR 7 R0 L 307G IR
BEmR S R sk . RS, AEORERE
fit (MLL1) 5 CD274 Jash 1454, @ik H3K4
= H AN ST PD-L1 Rk LA, @€ MLL1 ggk#
ik CD274 JE 1) H3K4me3 7K, 3 171 10151 Jieb /3
Yfffs PD-L1 [l . MLL1 #7554 PD-L1 44
FIEL PD-1 Fgn] LASE SR PR T R P A, 4l
B H3K27me [ H 844 30 5 5 06 DRT s Sk 0 il 4L O
Ho ) NG 2 H B H - R R N- F R
(EZH2), WF5i3M, @it IFN-y {KHEHLE|, EZH2
Al PL 9 CD274 J& 8+ b 4H 8 1 H3K27me3 7K
P, R R E T 1 (ARFL) FIRIE, M
Pl PD-L1 3Rk P BT 4L (G L Ah,
TEIIRIE (GCA) R BL, B&E R PD-1 Hhiih
J7 )5, PD-L1 J8 3l FA#4E = H 2. DNA % F 5
259 (AZA) @ PD-L1 J5 31 2 B 34k
PD-L1 ik, M58 GCA 4%t PD-1 ¥477 I
P R ATE CpG i (R H CG HERE
FoAh X 38 1) %2 /7 51) DNA) L) DNA F 24k 1 g
A1 PD-L1 3R 1A . DNA H FE LR g4 771 (DNMTis)
I INH CpG & DNA H 3Lk M T {12 32 fif 83 41 it
PD-L1 31k, W 7i3 B DNMTis nJ LL3# i 41 i
Hh A R MR B S 5 (BRV) 19280k, HEIM Al RESOT
2 TN B P28 J2 N7 FF 19 3 TNy JI ) PD-L1 263k 24,
HE A LB — PR IEAE B, n]3G I N
s B AL AW ALES (HDAC) i 77 76 A B 2
BRBAMM AR 5@ I CD274 N L s 41
H LB KF, @Emig e PD-L1 15855, [FiF HDAC
0 86] 75 30 T LA S SR PD-1 A A 40 ) ) 0 9T K
HDAC il 711 F1 PD-1 BL4TEC S 697 7T g A2 B [F) &
PEIT T kmg 29, SIRT7 & —MIRAEA L2
BEAL B, J& T sirtuin Z % 2. R SIRT7 7@ it
A 3E VL4 o 486 58 K] 7 (MEF2D) () 2.k 4k, 158 3
5PD-L1 Bah THIg A /s, Hm4 i PD-L1
)ik s Ah, RS SIRT7 BE 4 PD-1/PD-L1 B4t
TRIT A AR A R Y. X RPN PD-1/
PD-L1 HH0ia)7 5S4 & A X% LW ALEE G A Mg &
PRAL T EIS KR .
2.3 FHFRKFEFE
231 RIEFES

PD-L1 RIAZ Z M 9ORE(G 5 0, S,
AW VR 2 4 L R 7@ 8 PD-LL 5 355, b
IFN-y 3 5 A N S5 PD-L1 3k i 35 2 4
TP LEMPE A, IFN=y 5516 PD-L1 %Kik

Fe (12T TR g i f) S B TR 3% BV TFN-y & —Fif
PERAME T, BT 40 es K&~ 4, el m
NK 4i =4 . a1 IFN-y 5 11 B4 K 5244k (IFNGR)
GELBOEZ L) JAK-STAT 845, HSTHhERMN
[H ¥ (IRFs) {1 % ik BV, e, IRF1 O 4% E B 78
IFN-y /1 5 () PD-L1 £ ik vh R 35 E 2R B, 2
IFN-y VA7 J5 JAK-STAT1 3B % T~ i 1) 8 2 0y 1 B2,
TEFF A, BN AR I CD274 JA 3+ 5' ¥
(K A Jo 1 (IRE1/2) 42 IRF1 45 & 61 5, &5
PD-L1 #3% P, K26 F, PD-L1 [{3iAnT LA
M AN 55358 TFN-y {55 A0 T 40 M P 1) — A 55 B b
HEW. SR, PD-L1 £ i Jed 20 B RN 528 20 i o ()
KRN ZE RN IR G E R4 (TAMS) it
JAK/STAT3 #1 PI3BK/AKT 15 5 ¥ 3 i % 175 3 IFN-y
7E fili S 40 M b 3R 0k, HET 8 58 PD-L1 1 KA B
FE AR /N AR R, ) TEN-y 4015096 77 /N UG 1R
KFERE LV RR T AR 4n et PD-L1 (3R, (HALF%
f&#% TAMs H1f) PD-L1 %A P Bk IFN-y Z 4,
[ B30 2 TFN-o A IFN-B 7] DL7E 5 60 298 2 i
PR A AR A A RO R 1R 41 e i 5 PD-LI
FIE PO R T BT P 2R A S 0 R A0 b X
PD-L2 [f] 521 36 K T PD-L1, fF4E% AT, &
IFN % 3 A (5 S g, FHIr MAK14, CRKL
AT PI3K 45 38 % HE B K Hh il §5 TIFN-=y /1 5 () PD-L1
Fik BT, MR IR FER T -a (TNF-a) @i #0% NF-«B
A N PD-L1 FRiA P, 75 B 40 B, TNF-a
3 1 BE NF-xB. NF-xB #0155 T+ (IkB) 1 STAT6
5 [L-4 $p[F345% PD-L1 #ik ¥,
232 REHUEES
2.3.2.1 MAPK/E 5@ %

Bk 2 S RO, RSk PR ER I - I R
TR BUR (S 50 PD-L1 Rk i K 2 0 H
VER . bl 22 2 7% 6 8 0 (MAPK) Jd 2% H
JE S EE 1) R O 2 T B0 PhRRE I EE R A
28 BT 40% (38 RE £ TP S O Y H R
4EJE (Regorafenib) ¥577 B2 (5 2298 T LA 23| JAK1/2-
STAT1 #1 MAPK {5 5 i8 %, it iy 55 IFN-y 5 3
(1 PD-L1 K1k ", 76 f T B R0 /N R
i 78N 51 % I MAPK #1556 & PD-1/PD-L1 51471
TBIT RENS AL it B AH B R AL AT TFN-y [R5, LA
K CD8" 40 dth T 4oty . b Rz 40 26 i 4>
T (EpCAM) B 47 EpAb2-6 il it #l1#] AKT A1 MAPK
IR T, BEAK PD-L1 KIA, MR
CDS8" T 4 iy /) 41 il 5 7%, 177 EpAb2-6 B4 PD-L1
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1 841) 750 T 265 Bk BT (Attezolizumab) 1R K AR T LA
MR . AN, 5 Atezolizumab By I7 AH B,
G I6T IR o CDS™ T 40 i iR i 16 ™, 78
Ji i, EGF A IFN-y (R RIIE0nT LA 25 19 5% PD-L1
ik, WL R I, B MAPK i B 68 A &40 i
EGF Al IFN-y X} PD-L1 &AL ™, ixsbgh g
Y, MAPK i P78 il i b ml g2 — AN B 11
IR M M, TR/ BRUCFL IR 40 R, MEK
FOR (i 2E B R ) @it i MAPK 55l %, M
M58 7 IFN-y 53R PD-L1 A1 EBALSMHENE
Ak (MHC) (2RI ™ Rk, H i1 s2s+ MAPK
W42 PD-L1 RIE S5 R IFA—8, AR SN A
HEIAR A R, AW KRS
JG A RAEAR A G A B R AT 1), 7T B2 MAPK
O] 751 Ak 3 2 i oAt G S AN PR . T 40 AR A e
K&, H MHC biff<s4k & bl PD-LI &k, Hitk
HEW AN 7] H0 % 75 50 0] Be 22 5200 MAPK FH i) 25 5
Ak, fEZFEan i 2, % KYSE30. TE-1,
MKN7. SNU-475. OE19 #1 BT-549, *4F MAPK ]
)T 4k T 0 BN, PD-LI R34 %A B i e Ag,
R AE B0 E T, MAPK 5 5@ AN RE %
PD-L1 %% ",
2.3.2.2 JAK-STAT/{Z 5l g

Janus JE (JAK) & —FhAE 2 4R 0 B BR U
JAK1. JAK3 Fl STAT3 78 48 7 it #4 T 41 A 4k B2 9%

MWW ATLE, STAT3 5845 (p.D427H. E616G- p.E616K

1 p.E696K) Be I STAT3 [ B2 A0 I STAT3 [¥)%%
G PE, Horh STAT3-p.E616K RAGRRE(E 2 STAT3
5 PD-L1 J& 3 1 &5 & M i {2 i PD-L1 3£ 3% U7,
15 Jili 8 v R B, R A 1R B g0 I A T AR E R AR
(ATM) &4 T JAK/STAT3 il % i PD-L1 {1381k,
i 3 40 ) ATM 85 FH K JAK/STAT3 {5 5 i 1% A& %
BEAR% PD-L1 3L ™, 76 A\ 45 H i 40 i (SW480
FINCI-H716) 1, T 4E4 i K KT (FGF) %244
2 (FGFR2) 3t JAK/STAT3 # % k% S PD-L1 1
R W, fEBET, IFN-y Res 3OS JAK i@, it
1M i PD-L1 [k P2,
2.3.2.3 PTEN/PI3K-AKT/Z 5%

PTEN & H 8 0 1k &I 5 — A B A B IR B v
P 0 P B IR, R AR L P B IR — P,
PTEN 8k R 7E 2 P iE k2, 42 5 8 RTK/PI3K/
AKT {55 1 BEB0E, ibm S 80 &£ . 72
JigeE A, TFN-y 3@ T 0% JAK2-STAT1 A PI3K-
AKT {5538 i PD-L1 ik, il PI3K A F

i IFN=y i3] PD-L1 £i&, PIBK #IHI7IHCA IFN-y
it 750 i P ) 084 SR PR 4 BT, WSX & TL-27
2R3, fE R A b m Rk, s i
PI3KS (—Ff PI3K W HY ) B /K, A 85 il
B (PKB/AKT) 23, Jk/> AKT X i A B SR 38
(GSK3P) 4l s W4 1) GSK3B {21 PD-L1 B fifE ,
M PR A PD-L1 3R 3L B9, b, 76 Sk 3
R Bl A E s, PI3K {5 5 i vl g
W PD-L1 FF 3L B8, 76 N il figes A bR 40 s o
PD-L1 [13%i5 5 mTOR ¥ 2 # A%, AKT-mTOR
PR % (14 0 3P I B B PD-L1 1 36 IA (i i3k 4 38 1k ik
FIFE /I B 9 A5 AL BF ST AIE 52, mTOR 0 1] 71 Bk A
PD-1 Higpn] i iR 2E K, {2k CD8™ T 4Hfiz i,
FHak D 1 T gip B

2.3.2.4 NF-«Bf5 S5iEK%

NF-«B {E g% 53¢ K] - W] AE 575 55 K ST 1 75 Jie g o
PD-L1 [y 23k 1 400 R 40 9% 2 (1 (RB) &
— P DL SRR, AT S NF-«B KR H E p65 AH
HAEA, RB BRI AEHIH] NF-xB 53 1) PD-L1 3%
ik O, AE A 1C T (MUCI-C) i@ it #8 32 MYC
A p65 5 PD-L1 JH BT 454, MM 5% PD-L1 [¥)
FES 2 RN R AL B T M (ROS) 5 S (4
FEWE A W H KA B il 70 A0 T A 2B A5 ) ii
1L p65-PD-L1 4% 1= i i #H 5% EME M PD-L1 %
& 78 N SIR #E (HPV) B M 1 7 2508 40
o, PD-L1 AR T 16 (IF116) 75 =31k,
IFI116 i@t #0% STING-TBK 1-NF-«B i % {2 i3 PD-L1
238 . fE B b, P [ e AT S5 p62/
SQSTMI #& [ 1A B A NF-xB 55 @ B ME0E, M
TG SR R 40 i PD-L1 2635 7,
2.3.2.5 MYC/E 5Bk

TERZ) 70% WkdheH, JEik MYC kil
I HE bR 10 2 2B 10, Yt 7 4 % SEUTHE (ChIP) 43
friss MYC 1] 5 PD-L1 J38h 7454, X&IH MYC
A B AR 5 55 K SF i 4% PD-L1 (38 ©7. fEdE /N
4 it R, CDK7 #dil57] (THZ1) s i MYC
¥ M T PD-L1 3815, 5 PD-1 B4LHCG A
97 W [R] B2 v 0 g G g2 1 AR AE TR R, MYC
5 PD-L1 27 HC, #l MYC nl 30 [FN-y {55
W STATI [RIA, BEfifei PD-L1 3k
5538 K B, MYC #i il 771 361 (MYCi361) fig i il
ANERAR P R AR K, B B R R PD-LL SR IX,
A3 T A B e R R G R AR IR IR, R4 5E PD-1
e a7 s U kAl W, MYC %} PD-L1
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FIK PR TR A0 A 5 e 1 5, A RS
B R FEMYC HEAFME S @S, Stk
FEARTR A

2.3.2.6 2 S A AR MBI CDK s

411 3 B AR I B 5 (CDKCS) A — 22
AW - RV, 7E SRR 40 MR A 2 S Ao
i P RO, A IE I B IFN-y {5 5 3 B ok R T
PD-L1 [f)3i5. #i%) CDKS5 @it Fy o335 A
T 2 (IRF2) FIT#E 2 45 5 7 2- 255 25 1 (IRF2BP2)
ff12eik, MIifi i PD-L1 %3k ", CDK4/6 il 7]
T BH KT B 28 POZ 25 H (SPOP) g 4k, #Eim b
i PD-L1 £ ik, CDK4/6 i 75t & PD-1 404
I ] LK SR B oRg T 2% 7 AE = BA AL B (TNBC)
o, A E A E (cyclin E)/CDK2 H &2k
fm HJg TNBC H— AN AR ()67 #E A, T SNS-032
SEIEFEPER) CDK2/7/9 $ii7), v CDA45™ G
YR, I LR g PD-L1 R . A2
SiE Wk, =R (TFP) %5 Gy/G, 41 i i 10
B, JEd R i CDK2. CDK4. cyclin D1 il cyclin
E, #ti i PD-L1 (J3Ri&, LLA IR R IE CD4”
1 CD8" T 4 jitg 7 PD-1 () £ 3k, F W TFP 540 %
K A 5 3057 (40 PD-L1 ek PD-1 Bdg ) Bk &
BIT AT RE A R PTORAE A T i S
R PR IR VR TT SRS, 1R S P R S B
CDK 16 FiLHAK, i CDK16 1E % Ffvir s ik,
#0#) CDK16 7] R MYC A1 PD-L1 ()&%, s
e T,
2.3.2.7 TLRIZ 5@

Toll #5244 (Toll-like receptors, TLRs) #& 2 55
RUERZEN—RELEEARS T, WHAEEEYR
PE G IR e 1 S MR 2 . FE IR B v, TLR
BANFIE N e W 7], it B PD-1/PD-L1 %
ik, 3 A 20 M6 e 9% A B A4 ) PD-1/PD-L1
BRI RO, AT P TR R R 1 A T
IFN-y fil TLR AJ{£ 3 PD-L1 7£ £ & 1B %58 (MM)
WA ZRIE, HH) TLR 38 5% 0 ] BE W% 42 i3k
PEHT 77, TLR3 wf {2 32 £ BEAH MR 40 g MHC
J55rFF1 PD-L1 f)#i%, PD-L1 #i#5 /1 TLR3 #%
TG G VR IT P2 BEAH iR v 5 5 CD4” F1 CD8' T
Y1 B RS, DALk PD-L1 #0077 5 TLR #4036 77 (1)
AT IR T TR R N S 20 RE A 8T 1) — T 1) G 9%
iz ",

24 FFEREM
B 521 (PTM) 3 ¥ 5 5 1 i 1 mRNA #

PE KA TR, Dz Rk, B, b
BALAEERE A A WL, TEER R E M TEAL
ERL LS A BAE R e BOCEE R SEM, T
PD-L1 (1803 J5 80 O sl o i i K8 3 R 75 G 22 4 i
(¥ 2 L T
24.1 ZFEAEM

ZERAMEEDREREHEATRER, |25
5% FhoA B R B A 3 R RE LR R 41 i R
GSK3p 1] LA 4k PD-L1 ] T180/S184 i {2 fk., Bé
55 E3 2 %% (B-TrCP) 45415 S PD-L1 #1312
TR R MR Y B IR T R R 5L 6 (CMTM6)
e Rz RIAMER, HEET R PD-L1 R
%, JREOEEE R T 40, S RRPUR RN B &
2 F AL (DUBs) J8 1 25 B 8 A 2 & ik
PeFFER AT M. COPY (55 E 44k 5 (CSNS) 1]
8 iz = AR R R AR R (TNF-a) /i 5 1
PD-L1 ({1335 ™, fEdR/NufaitieE b, f s R AR
K7 2 mRNA 45458 H 3 (IGF2BP3) K £ 5% BY
LI A circIGF2BP3 il i 2572 &AL A i 25 A il
PREfR T PD-L1 B3R, Ak N M it fo s va
JTIRAE TR TTRE Y 12 R R R (A 21 (USP21)
J& PD-L1 —Fgi Bl iz = A0lly, HdRiAE8E k-
i PD-L1 ik ™,
242 ERRAIEE

PR TEFE IR T 1 (heat shock transcription factor
1, HSF1) /& & [ 03 B 1 B 30 7 1) = 230 15 [ 7
HSF1 7& Thr120 £ SR vl 75 5 5 5 PD-L1 J53)
F4i4, L PD-L1 RIE Y., REKREERE
AR BURE KA, T RE R Z IS AMP TSk
EH ¥ (AMPK), ffi PD-L1 7£ Ser283 i SRk,
T A R 5 A R R R A B 4 (CMTM4) (1)
MEAEH, SECPD-L1 MM, NJEIE R inyr et
OB B BT TL-6 3 i WOE JAK] 5 5l A i
PD-L1 7E Tyrl12 {7 sSSBERRA, M8 S5 R 7
fil (OST) fi: 4k IV 3 STT3A KA 4, PD-L1 H B4k It
A PD-L1 (R iE, 1L-6 #7155 51 T 40 i 4 %
BREHEREA -3 (anti-Tim-3) BEAVAIT AT H58 T 44
J A5 PR 07 2 B . RSN RT il s AMPK
fitidt PD-L1 7E S195 4 s (1R 1k, 3t PD-L1
BEEAL, N PD-L1 RIA, —H XA M T
WA SR DUJE 4 (CTLA-4) k&R )T REHY 5l T
LD G
243  BEEALIEME

PD-L1 Jfid N- B4 b e 7 L8R A i fa e
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P, IE5 T AL E PD-1 2454, 123 T 400
G ki ™ (IAEPIEE (RSV) R 4] PD-L1 (1) N-
BERERE A, M A0 ] PD-L1 f R IA f iz P,
GSK3p 5 PD-L1 #HEAEH, @it B-TrCP i 5 2E 1
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