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Recent advances in the research on immune microenvironment of glioma

Chu Yiwei ( Department of Immunology and Biotherapy Research Center, Fudan University, Shanghai 200032, China )

[ Abstract ]  Glioma is one of the most common primary tumors in the central nervous system. Given the presence and
unique immune characteristics of the blood-brain barrier, investigations of the relationship between the immune microenvi-
ronment of the brain and glioma development are particularly important. In recent years, significant advances have been
made in the research on: ( 1) changes in the immune microenvironment in physiological and pathological states of the
brain, ( 2 ) the function of various immune cells and immune molecules in the local microenvironment of glioma, (3 ) the
relationship between local immunosuppression and glioma growth, and ( 4 ) the regulation and intervention of the glioma
immune microenvironment in light of potential treatment of glioma. The aim of this paper is to review these advances.
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MDSC R4, 3 HAE 3 CD4* F1 CD8 * T 4 i 7% Jif 83
SRy 2 FRATRG AT AT e PR, A [
P A 24 AN BT =] TR ) R G280 2 S5 97 &2 g IR
R ZRAR B EESEHT 4 25 R COX-2 Fil5], 1 COX-2
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TLR3 3 2h 7 poly 1: C BE 54 2 /N 5t 40 B 43 1
TNFou 2520 PR 1~ , %ot Biived 7 A R AR © o

FE/IN BRI IR B 7R v, g N R S LPS R A5 3
T /NG B 400 ML/ 5 e 4 i, TR A0 o g A
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