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KRR 15%1% 3 A~ v THEEHAE/KHE  (deficient DNA mismatch repair : dMMR) * ~A 7 2475 F A MR%E
7EM: (microsatellite instability-High : MSI-H) %7 L, fiieO CEEOBIR AR EHF T 5 Z LI < O mutation
associated neoantigen 234 SN D, Z 7= AMMR/MSI-H fEE X o siEa R L, CD8 Bt CTL <> Th1 #l
i & o TSN EEEE X b, — 5T, dMMR/MSI-H @5 Cid, FEflaEE o PD-L1 (programmed death
ligand-1), #/&fiE = PD-1 (programmed death-1) 72 X DT = v 7R A > My @B L0 T Hifasez
JBTIRI S AT D, ST, Flia OFEIZINT, ET = v 7 RA » M##E T 5 PD-1/PD-L1 v 7 Va5 L
LTS EA ST Lo dh D, FHIKIFEICHEWTIE, dAMMR,MSI-H JEFNZH LC, PD-1,/PDL1 FHEAIA S
FNRART Z LD SVTE L (1, 2], 2017 A K[E FDA 75, dMMR,MSI-H JEFIIZx L, #i PD-1 AT
&% pembrolizumab 35 £ U nivolumab % HGHEARR L7=Z & C, GiEORINETRN S BICEER LD LT,
7RBAITH, 2019 442 AMMR,MSI-H JEFIZ%35 pembrolizumab 236 & 722> Tuvd, #EE PD-L1 1%
A —Txmry (IFN-y) 72EOVA A L VEEGFHE S, BRI~ OERZS2T 503, 05
7SR Tl R STy [31,

~A 7 v RNA T/ A EIZa— FEid 20~25 FHHED 1 REERNA 73+ CThH Y . X 2 _ 7 B IRRRE T,
ZOEH) mRNA O 3" HFEREL (3" UTR) (IATeR/eAftfitha b~ Thia L. 280 mRNA ORLELB L OY
IR SOBRRAITRI 2R 2, L7zds o THix O 7 1 2128V T, <A 7 1 RNA | AEEE s FHERE 24
(ZHIEIE % 2 & IO OMERRICEE AR EI 2 D Z LML TS, ERRICBW TR, BORWL, Tk 4
~ == PIRFEBUG PRI, S BICHEHR & L ToRMAMNERE S T0D 4],

TSI OTE B 5~ 1 7 1 RNA OFAEDHIBID K 12720 | FHITFE T, PD-L1 Z il 2850~ A
7 v RNA 23E SN T3, Bl FENaiiE 230 Tid miR-200 <° miR-34 23 PD-L1 F8 )Y
T2 2 s S (6, 61,

bivbiud, KO 16%% 55 AMMR,/MSI-H EZZ T, PD-L1 Ol S L b ~A 7 1
RNA OAFEIZAEH Uiz, 72BAMTEA T, 2019 4FiZ Molecular Cancer Research 35125 L7 [7],
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1. RNAY—J VR <A 70T A T—F NN X D5~ 1 7 7 RNA OFRE & 17k

TCGA (The Cancer Genome Atlas) K7 —2 754572 260 10 RNA 2 —2 = A L D@~ A 7 1
RNA 587 —4 2T, PD-L1 %8l (CD274 #{57) EHAREICHHEIL (P <0.05), 2>>dMMR,MSI-H K%
BBV THRBIZEBIK F LTS (P<0.05) <2 RNABAfZft Lz (1), foihiz 19 ofEli~1 7 n
RNA |25\ T, #35~ 1 7 1 RNA BRI 2 75 2% A5 = L. PD-L1 mRNA ® 3’ UTR B %4251 &
Lf3%~1 71 RNA & LT miR-148a-3p Z[FE L7z, & HIZ 148 BIDKIGE~A 7 07 LA 7 —2fffric L v | PD-
L1 EFBHERN I T miR-148a-3p 1IAEICHHIK F L TWAH Z L 28 L7z (P<0.01),
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1. PD-L1 %ﬂéﬂﬁﬁ]ﬁ”é@%@’m’ VA= RNA O
TCGA 7¥—% (RNA > —27 =) T, PD-L1 FH & AEIHHEBI L (P<0.05) ., 7> MSI-
HEE THEIZRBET LT\ (P<0.05), 19 OfEgi~1 7 o RNA ZHi L7-, <1 7 2 RNA

JHlE PD-L1 (CD274 &5 7) (oW Tk — b~y 7 %mRT,
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2. RIBRHERNIZ AV Vo RefgtT. PD-L1 REHIEOMREE
REHZ 2 RIGREEAIR T 5 HCT116 3L ONSW83T 2 W TR 1T o7z, ZAUSHHMIRLRIZ miR-148a-3p Z i
FHEED Z & T, fREEEES 2 1 =—JERREDIR FOo7 7R b —3 2D 4§28, miR-148a-3p DOREEENODFEHIHI
RED R ST,
miR-148a-3p IHEFIUZ L HAIIIZI1T 5 PD-L1 %84 qRT'PCR, V= AZ 7y b Za—HA R A R
—TEMi L, mRNA, #3727 HEER & T LYUzisn T PD-L1 BB S5 = L 2R L7 (™
2), EHIZ miR-148a-3p WRIFEBUL, IFN-y £5 FIFHE I opmiiazRim PD-L1 F88i2 1 0 @) 28 L7,
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2. KiIGFEHIukE HCT116, SW837 % fiu /=, 'm' 7 v RNA BREPEBUC X 5 PD-L1 ZE8H0]
a)  miR-148a-3p 1EFFEHLA qRT-PCR 12 L &2,
b) miR-148a-3p #EFEHUZ L Y, PD-L1 mRNA EEMHI S5 (QRTPCR),
¢ miR-148a-3p BEPEHIC L Y. PD-L1 # > BRI SND (A& T ay b,
d. e) miR-148a-3p MHRFEFUC L 0 MmO PD-L1 RIS NS (Za—YA b A R —),
** P<0.01, #atE L, unpaired t-test CHEhE L7z,
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KiggEERaRE S & s PBMC HikO T MO8 7 02 VT, EEicR 5 miR-148a-3p iEfPFEHLE T
B3 2 MR S 2 et L7z, TR EA 2 —a A %2 (IL-2) IRINFCHEE L, RIGHEAIIRI X IFN- U
& L B2 miR-148a-3p BRI S, ZhHZ2MERO S 2 Ty n—HA P A M) —%2 b HNT THIKET R h—
Azl L7,

miR-148a-3p i PEHUZ L U | PD-L1 FEELME T L, T AR 7R b —3 A3 S vz, KIFEEIZIV T miR-148a-
3p 1%, PD-L1 BEIAHET 5 Z & C, TS NERIZIT DA 2 L Q0D rIREMEA VR S 17,
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RIFHEIZFUNT, i)~ 1 7 2 RNA Ch 25 miR-148a-3p Id, FEMlEE OMIET = v 7 KA > My1- PD-L1
B2 2 & C, IR R C I DIV E A A L QD Z L AVRENT, ARSEC LY . KBk, FHC
dMMR,“MSI-H EE 2450V T, miR-148a-3p OFEUK F7% PD-L1 S E O I ZNEEHMY NREEO S ki 2 B -
LCND 2 EAVREN, FESEIRREDHFTZ 703 A~ — 11— & LT miR-148a-3p O FfEMZNET 51
DTH D,
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