HxXF-109 *t }}g

N H |

HEHREMRER (PR AEZBIEE) HRARBES

Rk 254 6 A 1 HEAE

RIS : 10105
MEiER - HFHE B
HZEHARS - 2011~2012
RREES 23780317
MRREL (FIX) REBERFERT Gonmb 20 FEMNE LE-XEBEUHEBEOHRAERERE
ICEA9 5813
HZCERRE4 (3EX) Breaking immunological tolerance to canine malignant melanoma using
anti—Gpnmb antibody and various antigen peptides associated with tumor.
MERKRE
=5k  Imfst (TOMIHARI MIZUKI)
HLBEKRE - TEZFI - B
HEEES : 00552754

WFFERE R O (F130)

ROEMRAIEIC T2 Fii-72i5#ik & LT, ERA 27553 25 6pnmb & FAE OFLE & |
NEE B HUR A7 F R A AA ORI FH A OV TRF 21T o 72, ZORER,
7T ROFHIC L A E ARG EEEO ER 27897223, HilepnmbHiikz AWk BILET
X, TERIE L RRREDOTEN A2 RTICE EE o7, %I, SIS LIRS 25 Z &
T, L0 EHEOBOHTRERIE~ORBENESR L O LHRF I LD TH D,

WFIERCR OBEEE (FE30)

We investigated new approach of immunological therapy for canine malignant melanoma,
using anti—Gpnmb Ab and other various antigen peptides associated with tumor. The
research showed that some peptides signhificantly activated T-lymphocytes compared
to conventional method. However, the experiments with anti-Gpnmb Ab did not show
notable results in T-cell activation. In the future research, we will thoroughly

examine experimental conditions and intend to find more effective immunotherapy.
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