#xXc—19

FEZMREMREE (HEARERIE) ARBRBEE
Rk 2 44E5 A 1 HEE

#EES : 15501

HRiER - EB#ME O

FRZLEARE - 2009~2011

REES ;21591641

HRERER (F1X)  B7-DC-Immunoglobul in EER Z ALV - RIER B GEFEDRFE

HEiEEL (#EX) Cancer Immunotherapy Targeting B7-DC/B7-H1/PD-1 interaction
May Improve Tumor Microenviroment
MERKKRE
H# F  (YOSHIMURA KIYOSHI)
AX%E - EFEMERGE - BiZK
MEEES : 30346564

WFPER R OME (Fi30) -

AW OB IIHRMBEE T MiaMoE\EZ 2R ERKE - TH S5 B7T-DC -
B7-H1/PD-linteraction Z #1945 Z & T, ki@ s 2 —7 v & Lokt
EIEORREETHZ L ThHD, Ziut, TEOREZOERIZ L VAL E o= BRE -
T #iaf oY) 22414 2 B7-DC @& HE A<° B7T-H1, PD-1 ifnhifAc=a > bue—v L, T Hill
OWEIEMALE A Y —~fbZXDZ L2 HME LTRY ., &5 D0ERIEICL < G ATHE
IVRIREDHRE TH S, 7277 LESTIX B7-DC féa % v 87 TOHIEEDNRIIHEHEEDO H
LI TIERWERET, BT-HL HRHURIC L2208 030 LABRRICRO b, FZ—7 v b
~DT T a—FIEE L THIEEZ D —E DR %57,

WFFERCR OB (330) -

B7-H1 is a co-signal to modulate immune check point expressed on both subsets of immune
effector cells and cancer. B7-H1 is able to induce an anergy of CD8+ T cells through the PD-1
receptor leading to tumor growth and immune suppression. Blockade of B7-H1 with
neutralizing antibody is a novel therapy which alters tumor microenvironment. The
antibody blockade of this B7-H1/PD-1 interaction may result in the alteration of immune
response and tumor microenvironment preventing tumor evasion from the immune system.
Materials and Methods:

BALB/C mice were challenged with colorectal hepatic metastases and then treated with an
attenuated Listeria monocytogenes (LM) vaccine platform in combination with B7-H1
blocking antibody. Mice were investigated for survival, immunological analysis with flow
cytometry and in vitro assay.

Results:

Mice treated with B7-H1+ LM had 70% survival. The analysis of immune subsets
demonstrated an increase in expression of B7-H1 on CD8+ T cells of mice treated with LM.
In vitro analysis of CD8+ T cell activation showed an increase of 50% in the presence of
tumor with B7-H1 blocking antibody.

Discussion:

B7-H1 blockade showed increased survival by preventing the inhibitory signaling between
T cells, dendritic cells and tumor.
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