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A combination of check-point blockade and a-galactosylceramide elicits long-

lasting suppressive effects on murine hepatoma cell growth in vivo
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(CTL) TH %, CTLIC X 2R HET 2 b0 & LT, Mg Lic & L T2 PD-L1
43y & CTL RIcHH L T3 PD-1 1 Ic X M EMERES H 5, < OMAEIHENIZ, T
PD-1 §ifk® 5 341 PD-L1 HitkZ v 3 2 & CERR X 41, CTL 13 JEEAMIE % B ek 5
5T L b A, EBREISNT LORELIEMT 2 IR o kv, ZOERKDO—D L LT,
W2 F LR, ~ v AR (Hepa1-6-1) M % FERE LAE L 72, BEEHER o R
fifE (DC) 23HFHEM) CTL Z3FE TE R WEAIRAE (tolerogenic DC) K7 - T\WnW5b T & %
%% 1k®7- (Harimoto etal., 2013),

HEE#H 51k DC HICHBI L 2 IREVURIR R FCH 5 CDId 0 1% ZDFRERN Y H v F
T& % o-galactosylceramide (a-GalCer) Tt c& 2 2 2 o CICRE L 24

(Kogo etal., 2017), Afiff5¢Tlt. a-GalCer & T PD-1 ik %2+ 2 2 &L TX 51 DC D

PERES I 1 U, BUEEZD RN K 3 2 Gt L 72,
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C57BL/6 (B6) ¥~V A, %\t CD1d 7 X (CD1d™”) v~V R ICHREETH 5
Hepa1-6-1 Mific 1 x 107 il % IEE0IC KRGt U, bR, B90H S 2 BB IR, 65 ) v oS8,
HNOMIRE D% . Flow cytometry, CTL assay, ELISA I THEFZ L 7z, 7=, ¥ PD-1 fifk
£ a-GalCer, Zh o DHFHIEREIC X 2 JEEANHIN R D& > 2 G L 72,
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HEE AR 7 H H %2 550 NK IR 8AME R & 7x o 7223, JEE BN @ PD-1*CD8*CTL %X
IRRIFIICIE R L 72— IS SHEEL 5, 10, 15 HHICHT PD-1 fifka &5 L7z & & A,
#il. PD-1 $iifk 100 pg/mouse I THEISHNHIZI KA ML T & 7223, Z OIESINHIZIH 1L,
CD8R'THIfE%RRE L7z~ Y RETATIRAD LD o722 &2 b, RN CD8*CTL D ifk:
iz X 2 S IHRIRCH 5 Z & 2R L 72,

ZXIZ, tolerogenic DC % a-GalCer & TifitEfL X &, % D& 2 MET L 72, Hepal-6-1 il
i & JeR%55 L tolerogenic DC b & ¥72 DC %, invitro T a-GalCer & & b ICEELL T A
CD80, CD86 771 D ¥ 03 i & 7= fufg R MIAE - (immunogenic DC) IcZ i x
RKED IL12 B E N7z, L L7ed 6. §TPD-1 §itfk%z %5 L T, tolerogenic DC i%
immunogenic DC ICZE#aX 42 Z L I3 TE e o 7z,

¥ 72, 4 13 o-GalCer @ invivo T EEIGEINGISN R % . Hepal-6-1 4 B6 ~ vV A€



FTACTRIMICE Y #ET 2 2 &3 TE 7253, P PD-1 ik 2 53 5 2 & CITHEEHIHIRIR
D b N d o7z, KT LT, a-GalCer I X 2 BEEANHIZIR 13, EEMAAME 40 H %
BT ORI 278 L7225, BT PD-1 §ifk & o-GalCer HEFIRETI3. FEE (I E A % 7=
Y. EESNE 36 H LI I3 IZ A icik L. 2o REREMICE iz, 56
I, Z ORERARIERIZ. YL PD-1 A5 E% 1/10 ETH 2 10ug KRB L THiE® b iz,

—J7. Hepal-6-1 @5 #fHE L 72 CD1d~ v 2% T, [AEKIC a-GalCer D&hH % &l
WLl A a-GalCer IC X 3 EEHIHIRIR IZ 2RO SNk o7z, T OHEHEA 5. CD1d
%4 L7z a-GalCer 1T X 2 I X 0 BHRHINEAETE(L 372 © & O HEEDIR T iz,
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INS—HORERD S NK ML EEETEO I IC 1XBI 53 % 28, % Dk o RIAYIIEE
SR Z i3, TEENICEAET % tolerogenic DC % immunogenic DC IC & L, JEEEF
YLK CD8'CTL % ihEd 2 Z L AMUERTRTH D e 3gh oz, I OICEEFRA
CD8*CTL E® PD-1 43 & Hepal-6-1 fifid_-® PD-L1 /> 7O AR Wi b Y] 2 2 & T,
L 0RO BGEEIHSI RIS R I 2 2 LA 5. BT PD-1 ik & a-GalCer D flgiED
B RE Nz, LA d, CDId TR A LRI X v, §il PD-1 ko5 &
% 90% b JHETE 5 Z L AL 72,

72, A7 —<HildxBAEL 72 B6 =7 2 TH, $T PD-1 §ifke a-GalCer D fEFIEE
DEMNEZRT LR TEL, 2D Lh b, CDId 712 b DIREIURES T %2 N L 723K
IC X % DC oifithfbiz, 5B OEBEICE T 2 H7-RibEHDO—D2 L LTRETE 3,



