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Role of Adenosine 2a Receptor in Promoting Immune-suppressive Status in Tumor
Microenvironment
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Abstract: Adenosine 2a receptor (A2aR) is a type of G-protein coupled receptor widely existing on the
surface of various immune cells, and plays important role in the regulation of host immune functions through
its binding with adenosine(ADO). Here we summarize the significance of A2aR in promoting the immune-
suppressive status in tumor microenvironment, and provide evidence for the clinical application of treatment

interfering with A2aR.
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A2aR: adenosine 2a receptor; ADO: adenosine; PKA: protein
kinase A; CSK: C-terminal SRC kinase; LCK: lymphocyte
specific protein tyrosine kinase; ZAP70: zeta-chain-associated
protein 70; ERK1: extracellular regulated protein kinases;
JNK: c-Jun N-terminal kinase; PKC: protein kinase C; CREBI1:
cAMP response element binding protein 1; NF-kB: nuclear
factor kB; SK4: intermediate-conductance calcium activated
potassium channel protein; STATS: signal transducers and
activators of transcription 5; PPARy: peroxisome proliferator-
activated receptor-y
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Figurel Intracellular signal transduction of ADO-
A2aR pathway



AYEBRH 383201 7F 55444555688 Cancer Res Prev Treat,2017,Vol.44,No.6

- 435 -

External stimuli
. A2aR
Anti-tumor
- - cytokines | @
- Tumor cells - Pro-tumor @ w

cytokinest

o®® ® @

N N

Dephosphorylation by
ATP « ADP
CD39 and CD73

R ZERIETL2 . TFNyMITNF o254 28t e 41 i X
T s>, diMaySFE AR ) N RE, CTLAY4NMI =
YEVE RS, TL208 /b nl gk & PEs R T4 FCD28
FNCD255 I 431 F 3K T I8 AT e ARG 0 ol
WG SRR, A2aRIIE IR Al i NK 40 1 R 43
T PE R IR, TFNy AT 20 i 28 v S v 3 1 Lo
( macrophage inflammatory protein la, MIPla ) 4§
AR A8, JFHISSFEIL 12 FIIL 184l T~
NKZHIFE 5 CD69 LA K CD2 7 RE 7, 1 i3 LE iy
AR e PR A2aRFEPTHISCHS826 13i%: , fEA2aR™
NKAMAE F A fe & B R G 28 R0 41 i it
7 A2aR A FH R B APCH S 43 I 240 B P
2.3 AR
TregilJifl 2% 1fil (5 261K CD39HICD 73, 44l i [ia]
B ATPEE L ADO, ADOAEH T A2aR 1] ffi 5
Z VIR TN A Treg i, 1 S id ok A2aR
ST 4ERFCD 73 MIPD17E Treg 4 il 2 AT 1 218 M2
WA, A2aREE DR R R 5 B0 Treg 4 M S5 11
T RE 5 ] 9 CD73 bR s SHWTPD 1T &2 ™, ik
ShTreg ML RENS 43 1 & CD39OFICD 73 My AN M4, il
1 A2aRA Tl 50N T4 Ay 18 58 FIL 27~ A1 A2aR
F1 A2aRFTMERZEHIIRHAR

Tablel Effect of A2aR on tumor immunity: experimental study
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