KxXc—19

FEZMREDREEX REARERNE) ARBAREBESE
Rk 244 4 H 18 HEUE

HEES : 37116

MRER . HFHARE B

AR EARE - 2010~2011

AREES 1 22791095

MRREER (FIX) BEUHEREICHSITS PD-1 BERENH &7 EH A O ZBAREEGLBEM

hoeERE4 (FE L) PD-1 associated immunomodulation and chemokine receptor-derived
metastases in malignant melanoma

MEREKE BHE =i (HINO RYOSUKE)
EEXEERKE - EFE -
HEEES : 30446116

R OWEE (F130) : AT ) —~< D7 Eh A VS RARERRICTNT- L 2 A, ETN
BWENZEBWTHIEEMIINIZ CCRE MR BELL TWA Z ENpholz, TD720, TEEHIZ
CCRE DV H> KT D CCL3, 5 DUHNZE L, fMaNY A b B A L Yetall THER LTz & 2 A TGF-
B=° 1L-10 72 E DM/ D REA D HEIR U 7z, 2> DB MIEE D 6 03 CCLS ZEEAE L TV 5
T EERWE LT, 23D CCLE OERINT £ 0 S MIE OHFEEENTUET 5 Z & bR T 7=, LA
EOFEREY, AT ) —<HMIZIZ CCRE WHBLTAHZ L1, 20U T NiZk v ez TLiE S
HH5DOH5T, MESFORBREMI L, X 5HIZ autocrine FIIWZEEAE L CEDOIEHAZ HE5RT
52 CHEEOHRICH ST DAL RWETZ N TEL,

WFZER R OMEEE (330) : We found the strong expression of CCR5 on tumor cells obtained
from aggressive cases. Our present findings suggest that CCR5 function can relate with
migration, TGF- 8 production, and proliferation of melanoma cells. These findings suggest
that the CCR5 and its ligands may promote tumor progression in an autocrine/paracrine
manner. In tumor microenvironment, CCR5 plays dual role: promotion of tumor progression
or enhancement of tumor immunity. In this study, we focused on CCR5 associated tumor
progression. Based on these findings, we conduct further investigation whether CCR5
expression affects the prognosis of malignant melanoma.
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