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II. FBROME (RIEHERE)

Treg FrRANEMER TGF-BREARRIE OMMNE I TlX, =2 A N7 7 MO b7 E 2@ U T, Az Al
Glycoprotein A repetitions predominant (GARP. %4 Leucine rich repeat containing 32 (LRRC32))
REFRDO L AT DMEREEBIT LT, BER TGF-BOA RN & EEaE IC B 2 &E O TIT, &
MEIZ I T 5 GARP OIS, FEREMAT 21T - 7,

Treg F RAVIEVER TGF-BREARREE OMEWHEBR% : & FHROMHELZ T GARP Mifast KA A > &fAH x
Z 87 & LT Sf21 Ml IS KREFERSELRE2ME L, BOMH LTz Expi293F o+ A7 AT
T EDX X E R TE 2029, Baculovirus system (ZEH L7-, T 55 TIEREL NI E
AR CTE 72Dy, His fiEROBRIZ X VX7 ENEET 2 Z E 2B L, Mifast KA A o DHho =
YANT 7 MIER LTz, &R RENOH0EOMBR Z R Ve T 5 2 LN TED

I EFEEINT R 2\ ZE N R PEIZ 24T L, Random non-standard peptide integrated d1scovery
(RaPID) v A7 A%ISH LT, & T DRRERIRAST T ROERZ KIET 5.

IEAER TGF-B A ettt & B fo /5 12 351 2B OWESE « 293T M, Hs578T M T GARP Rl %E
BARSH LITZGARP / v 7 X0 %% RIS LT, £7- ELISA X°, PAI-11luc 72 & D TGF-BIHE M L AR —
X —% W= EBREZITV GARP OFSREMENT 21T~ 7=, F7=. BRI 5 GARP BHLOEHRZ M~
7oo AL GARP &3R8 E THABROMBENA G Th - 7= BEMIEIZE SR %Z H T, Intestinal-type
DOt FEBAMIE MKN28, 3 X O diffuse-type ® & ~E N AMMIE OCUM2-MLN % ¢ 65T, ZE
D GARP 1 RIFEHIK & M52 L7,

In “The mechanism for the activation of latent TGF-B and its role in tumor immunity”, large scale
preparation of recombinant Glycoprotein A repetitions predominant (GARP, also known as Leucine

rich repeat containing 32 (LRRC32)) was established through the optimization of a construct.

Inhibition of TGF-pB signaling in regulatory T cells : Preparation of recombinant GARP was attempted
to build in Sf21 cells. Although Expi293F system was not useful due to low yield of proteins, large

scale preparation was achieved using Baculovirus system. Constructs which only expressed
extracellular domain of GARP was also utilized in order to avoid the coagulation of recombinant
proteins. Nonstandard peptides will be determined by Random non-standard peptide integrated
discovery (RaPID) screening system in collaboration with P-DIRECT technical support in a

subsequent year.

The mechanism for the activation of latent TGF-f and its role in tumor immunity: Overexpression or
knock down of GARP were performed in HEK293T cells and Hs578T cells. Then, the role of GARP

expression for TGF-B, was tried to examine using EKISA and TGF-$ reporter assay. The effect of
GARP on gastric cancer cancer cells was also assessed. Intestinal-type or diffuse-type gastric cancer

cells in which GARP was overexpressed were established.
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