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[Abstract] The tumor microenvironment is composed of various cellular and non-cellular components, among which immune cells play
a key role in the process of tumor genesis and progression. Unlike in normal tissue, metabolic reprogramming of immune cells in tumor

microenvironment leads to a shift in their function — often showing a reduced inflammatory response or an enhanced inhibitory function

that assists in tumor immune escape. A deeper understanding of this process will provide new ideas for clinical antitumor therapy. This

article reviews the metabolic reprogramming of macrophages, natural killer cells, T cells and B cells which play a main role in the process

of anti-tumor immunity and their functions and features during tumor genesis and progression, so as to show the tumor microenvironment in

the immune regulatory blueprint, and provide new insight into the metabolism of tumor immunotherapy.
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Figure 1 The composition and characteristics of tumor microenvironment in the late stage of tumor progression

2 BpIERERE P A B 40 A
I AN 2 TME )T B 2L AR A, 25

50%°1,
1 200 30 3 AR s O [R] ) R 1T 4 T30k L 49

PRRe, ELMEANIRTE TME w3 & Bkt 3L SR IR RE B A A R 0 M AU I A A 4 1
Pjpf:Sj %%ﬁ/&gQOZQ@SF] H46E 8l




$Fd A 2o22msy mack e

M2 BUE BEAR A B (AT R A, A
) 0 B L M1 T M2 o 8T B 4%, M1 A
M2 TSR B REAH SRS MR A R S 13, SEBR

ENTZ I 53 RN, A AE2E T 2 i A
HHAE TME i, TR 28 M1 BUMRE A G E
WEAR M A1 <2 M2 U JoRE A OC B AR 2

Jib R 3 5

B vk ™ (UL 2) o FEMIR R R 1A TR 4
H1 T TME W93 25728 10, X 2 Fh2R AR B IR 20 i 4%
ANFEE L. EA RERBTERM, e A
AR, HE 2 A AR AR B Al R B Y26 M
B, FCJ A R 3 B A e A2 1 e A e S AT R
fRARIZE M2 R E W 3

e 2

Z M1 A SRR
oA g2 4

s
FEMRREAL
vE: B 7T BioRender.com

ST
a8 il el
‘o‘f.?'
Rt

MO B E W4T g

J& M2 M R
e HERTIR e

ArmEm S
et S

B2 pEigEd R ERAmeERRILER

Figure 2 Major polarization trends of macrophages during tumor proliferation
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