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WZBW T~ 077 —UNEEREEZEZLTWLZEEZAONILE, 7 U —<00FN
AR/ 9 . DN . B, BEMEY LR TIE, (D204 R CD163 ZFRBL LM v/ 17 7 — N4
VMEBNE &, TEEOEITN R PEBEN. LALLM L, BERT, ~/un7r—v
W25 D204 3, w7 a7 7y —VOIEMHALERIEIL TWE Z E&%EX LD, EEN/INREE
WZBiFA~7a 77 —U0BRe BRI ONTH LWHREZSS 2 ke, £72. CD204
ERfE~7 v 7 7 — VIR RMICRBLL TV D01+ Th 5 CD163 MRS/ NREEZ G IZ I <
Mo TND EWVDH T L EIRIBT 2 ERGENT — & B35 5072, (D163 OKRENZEE L CTid4s
BORFEETH D,

WFZERC R OMEEE (Z30) : In this study, we demonstrated the significance of macrophage in
development of tumor microenvironment. We found that high infiltration of CD163- and
CD204-positive M2 macrophages correlate to poor clinical prognosis in patients with
glioma, cholangiocellular carcinoma, ovarian cancer, malignant lymphoma, and kidney
cancer. By means of using murine cancer model, we showed that CD204 regulates the
macrophage activation, differentiation to M2 phenotype, and promotes the tumor
development. By analysis using human pathological specimens, we interestingly suggested
the significant role of CD163 in development of tumor microenvironment.
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