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PD-L1 upregulation is associated with activation of the DNA double—strand break repair

pathway in patients with colitic cancer

(colitic cancer!|Zd3i} HDNA2 EEEHUIMTIEIEIE A 5 PD-L1FSHL L)

e s Ak 3=)
[
EPN

TEEMERIGA (ulcerative colitis: UC) (FalrAHNME R C, UCCIIsafSiias s | =ik Z 918k

RIEIZ I CONAFELS & D(EIERFEDORGEDE U, inflammation—dysplasia—carcinoma sequence
(&0 RIEMIGE (colitic cancer) 23349 %, DNATR{GOHTHDNAZELEHYIMT (DNA double—
strand break: DSB) 73colitic cancer®3&JE L BT 5 = &3 @E S5,
F TS T = 7 ARA V MHEH] (immune checkpoint inhibitors: ICIs) AMEX Zoffd Cfif
FEH, BERGROM RICFE- LT 5, EITHIERIEICBW TS I A~y FEEEE R (ni
smatch repair deficiency: MMRD) F7=iZ~A 7 a¥T T4 MARZEEDENY (nicrosatellite i
nstability high: MSI-H) D&, HPD-1HUADERR O ST\ D, ICTsD etz Tl
D3 T —Tr—& U CThR% 709mliE e PD-LIEF BN ShTngd, —J5, PD-L1OFEEHE
HeFe1-o & U CDSBIEIEIE %I L7-DSB/interferon regulatory factor — 1 (IRF-1) pathway®
HEMED R STV D,

T Tl Heolitic cancerlZiW T, PD-LIZBUIRET 2MEHIA TN T e 7=, ARFSE
Tldcolitic cancerlZ33i} HDSB/IRF-1 pathway(Z J HPD-LIFEHLES K OMEEH K NRFR 1) D6
AR B DOBIFRIZ DN TR LTz,

CIE RS |

19994F1 H 22 520164F12 H 12 478Hs L OB E s CRMGEIRA N TS zcolitic cancer] 2fiEf]
(FELBIZE, dysplasia8fiZ) . colitic cancertlfiHAILISNCFAT SH7ZUCLIOMER], UCOREAED
7RV EE G (sporadic colorectal cancer: SCRC) T 7= 1TIEF|OYIsRkAZ AT,
PRI LA TO LU FORE a7 LT,
<fEifD>dysplasia/colitic cancer, SCRCIE LOVENENOIEE (UC, normal mucosa ) 235
\F HPD-L1DFEHL & BATR B A RER 2 AT L 72,
<FEEt@>dysplasia/colitic cancer, SCRCIZFSIT HCDSFHETHIEZIE, v H2AX (DNAX A —~
— 71— W REMZRDSBRH~——) | IRF-1 (PD-LIDEEEIRT) OFHETHMNL, T ORIE
RN U7, F7-colitic cancer®DIFEREET L colitic cancer SN CHITSN/-UCT, FNFNDE
FOFBATHI LT,
<@ >dysplasia/colitic cancer DIRFANHHART v H2AX, IRF-1, PD-L1OZEHOGIEEYE,
ATV, HFSEL AR L7z,



EEREA ()

<A@ > I A~ v FERER MLHL, MSH2, MSH6, PMS2) DfufgfHfk 7 Yuta CRMiiL. dysplasi
a/colitic cancer & SCRCOMMRD % f#HT L 77,

[#5R]
<KEFtD>UC, dysplasia, colitic cancer{Zi3V T, normal mucosa., SCRC & Fhigs L CHEIZPD-L
LOFEHTTHE( P < 0.001) #5887z, dysplasia/colitic cancer{Zdsi) APD-LIZEELL, FEAIRER
TR A EAEZ RO IR T,

<fHf@>dysplasia/colitic cancerlZi3iF APD-L1DFEEIL yH2AX (P = 0.024) . IRF-1 (P = 0.
002) DOFEIULEDOHBEZFED, S BIZIRF-1OFEILE yH2AX (P = 0.001) DOFEHUIIEDOFAB 278
7=, L7=73>CTdysplasia/colitic cancer(Zd3iF 5 yH2AX, IRF-1, PD-LIOFEHIL, - XTHE
\ZIEOFHEEZ 388 7-, F7-dysplasia/colitic cancer TIXSCRC & briis U CCDSPHMETHINEENE (P =
0.001). yH2AX. IRF-1 (P = 0.031), PD-L1 (P = 0.003) OFEHNEFEIZ FFH- LT~ colitic
cancer DFEFEES L colitic cancer AN TFISHUCT, ENENDEADHE THEZEZTOR
72,

<RI >FERY acolitic cancerfiA DL BRI LU T y H2AX, IRF-1, PD-LIoDIL
S 2 TSI,

<MEJ@>dysplasia/colitic cancer & SCRCOM] CMMRDIZE BZE RO/ ->7- (P = 1.000),
(B2
dysplasia/colitic cancer ClX, yH2AX. IRF-1. PD-L1DOFHIZ T X CIEOBRI 27~ L EHOGR
PGt CHIRI A F00 7= Z L 755, UC/dysplasia/colitic canceriZisi) APD-L1S$EiAEMT & L
“CDSB/IRF-1 pathwayDRE G-V STz, & 7-CD8RGE T AL B R4 A oPD-L1 s B oo s &
SRS E < hot tumor & & T TI Y ICTsmlESHMETH D Z LA STV D, ABFZET
ffFt Lizdysplasia/colitic cancer Tld, SCRC & bbfg: LCD8RGIME THINIZE, PD-LIFEBLH S CTh
Dhot tumorfREE L& X B, ICIsIZ & D A TRARAE A Wik §~ 5 Z L IT L 0wV ERERI R 2 7R
ATREMEDNE 2 BT,

(#5:5]
colitic cancer CIFNEEHIISIT HPD-L1DIEE LEZEZRD, FOFBFHERFIZDSB/IRF-1 pathway
DERGHVRE ST,



