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Abstract: Post-translational modifications (PTMs) of proteins is an important mode of protein function
regulation, which is essential for the structure and function of proteins under physiological and pathological
conditions, and the types of modifications is wide. Cancer immunotherapy refers to an effective method for cancer
treatment by activating or normalizing disabled immune cells. In recent years, researchers have found that many
types of PTM are involved in the process of proliferation, activation and metabolic reprogramming of immune
cells in cancer microenvironment, and may affect the efficacy of cancer immunotherapy. Therefore, this article
reviews the effects of several different PTMs on immune cells in cancer microenvironment, and aims to provide
new ideas for cancer immunotherapy.
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P R TR UK % R 08 5 A A AR SR IR R, B 1
i 22 90 4F X Rosenberg f# ] 1 /™ & 2 (interleukin 2,
IL-2) & IL-2 B 4L % y (interferon gamma, IFNy) &
SRR R B R, ELE 2011 55 FDA Hb#E & A 40 i 55
P TR E 4P JiE 4 (cytotoxic T lymphocyte antigen 4,
CTLA-4) HLiA ipilimumab H F 2 (R E 97, MR
T EIT IR O A BN AR F AR RUT FIALTT 2 )5 B AR DU R
72, IF4 Science 2R BVF N T RFFE R 2 HIA,
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H T8 97 B RS B 52 R T 48 B 4 9% 97 2
(chimeric antigen receptor T-cell immunotherapy, CAR-
T) LA S F] T Sk i eg v o7 O AR e ME AR 1T 324K 1R 7
PEIE T 52 /R -FC 4K 1 (programmed cell death protein 1/
programmed cell death-ligand 1, PD-1/PD-L1) JuiR 15
HORRMNEHE R 5, IR G5y 7 ik R e bR ia Iy
U AT B B SN R SAH N B TR R 9T
i AN W R I, R VR T SR A M TR R 4 B
B B GE AR 22 IR R M2 0 7 1) B 0T b 98 A 855 v e g
LR RAL CIRAS (R A e 4 DL K e AR A 45

B A A AR I E Y, R AR A i B
i) ZERERORIE, 245 KB, NSRRI 29 50%~90%
(1) 5 5T BB A AE AR AN R 2R B R B S s 1, R e B
Je A R 8 12 A2 B R BT, i B e AR TS
PE RS E I 5 AL LA RS T e A, PR R AT i Y
HMAEmIED, T KE A TIREM 2 PR LR, g gt
ISR AL 2 AL AL B, DL S AR SR R AL, |
TRAG T A BRI A AZ MR AR AR ST K
I, H B AR R S B 0T G g5 LB N e P 4 A 5
FEERAAET BN, 5 %0% 40 M i B AE/Z 4k fF
G Ty K e ER E TE A AL A 2 S AR
FREEE R R B VDA O, JE 7T RE S b I8 40 5 V0 97 T R
BRI, A SOl J L 2R AN [ B £ 3 3036 i 48 1 0k i 989 ol 3
358 v f 2 4 i S ) R R 1 R ) S LR iR e v
T BB AEAE A — 2Rk .
1 ZABEEUSMERZATT

Bl AL 2 — Bl AR H e 1 R B R SR 2 A T 5,
SRR R, PRS2 M O R BRI A AT
FSORE R, BE TR OB B, Wl B B S S5 ARE
A A 52 A, 20 i 2R R A 98 N 2 8 T T K
P 7 EE R T R R AN [E], B AL
FE N2 O HERAL A N AL BE AL . O-Z TR
H: 7] &) M (O-GleNAcylation) 1811 /& O 7 b FE AL 1) —
A, H RTHTE 7 R L O-GleNAcylation 18 1 78 & % 2% VA
J7 7 A EEAE R, 5 T/B ik EAE R G G T AL
For 248 e ) 75 Ak DA B B A% R 4 BRI T g 2 AR DR,
O-GlcNAcylation & 1fii /& H Torres F Hart!!-F- 1984 4
ORI, AEREACHT L R b, 6 ) 0 T R A Rl
@ #% (hexosamine biosynthesis pathway, HBP) & %
UDP-N- Z, Bt 2 % %] ¥% % (uridine 5'-diphosphate-N-
acetylglucosamine, UDP-GIcNAc), #E 17 #% N- £ Bt i 4
Wi & 55 2 1§ (O-GleNAc transferase, OGT) 1E A ¥t
178 H i 1) O-GlecNAcylation.

i e Ak A 855 TR T 4 LK 22 b T e B RR RS,
S 1 A AR B4 U2, DRI G AT (s A 1Y) T 48 A 1

A TR E Ty e C o MR S va 7 e ) — A
R, B2 B 645 ¥ 7] PD1.PD-L1. itk E 40 i &
tk A 3 (lymphocyte-activation gene 3, LAG3) %5 fif 8
G IR YT R BIAE F 26l . Swamy SR BUA X HI 4G T
AL, WO IR T 41 iR B 2 1 O-GIeNAcylation
R, T 40 M A 35 A4 10 B 2B B T 3 k2 B 1
HBP /1 3 8 A 1B S A2 0, AT/ S4B is i . Bt
AF OGT X i i H T AL 41 B2 Notch /5 1 B 3 587 LA K
T 240 H 470 J5L 5244 (T cell receptor, TCR) 3% i1 40 & T 41
Mg 4 & 56 . O-GleNAcylation [ 1 38 it 820 4
955 2 B P 3 A 0T g 2 e AR EE AR 2 Ak, i b
ARG PR R R HEAE R . B A, £ Mo R
THI RS S ME BT IRV 97 SR I 2 e 8 S 5 ¥ T o EE
() R B% AT ¥ o Lavrsen S804k B L A g 41 it % T 26
F A1 (mucin 1, MUC1) 55 108 5E 40 7T Bl o 4E 52 1
PURME RN RZEIRTT L . BhAh, KEM AR, F2
i #4775 % O-GleNAcylation 3 N K o 8 B 1) =
iE S, O-GleNAcylation B 4% 2 55 1 42 i 8 16 18
BT AR 28578 L AR DL AR AR . HH
W, 45 G P 20 PR G0 T 280 4 PR B R R 4 R
4 i 1) SR OB A BRSO B R SR IR T IR B
B R
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2 AR 2 SR R S B, AR A i B
JUPRAATE. —ADEE Z M2 RS TE— RIEE
T 5 IRWE A B o347 nT i ) A 25 &, gt R
HEAT M . Bz R AE R I D Hol e £
FeaoE 5 DhRele, 2 ¥l itz 10 E R B RS AR b
fife, AT ZE 2 B () 3G B ) 1V s U7 A5 5 3 5 A
(EFEINCR LN e D A e N R L e e 2 AR E R
FUS0, i SO 3 Fliz KM (E1LE2ME3) 25 1
2 EAMAE M, IF Hoo] 2592 £ 4L B (deubiquitinating
proteins, DUBs)2UBEAT ¥ [a] i 4% . B3 BAEIZ S B 1Mk
1 e R R v, HATZ0 600 B, B S EIER A
BRI A RIEER . Bl RIAN, B3iZ &K%
FEBEAEN LA ) B B G55 FoR o e ik AR R 21 T R
HE 2,

E3 72 % % $% ¥ cbl-b (casitas B-lineage lymphoma
proto-oncogene b) & cbl £ [ R 1 B UL, J& T 40 i h
— AN OB ) BRI 2 R, 5T 4 R b B A G .
W SR, cbl-b BRI /N R BE H R L 5 & Floi SiE R
I BAE S Z JLRIBERIE BT, cbl-b $REE ) T 40 g fE 4T
Ji SR 2 8 5 9 = AR K & 1 IL-2125290, Naramura
G T8 R I c-cbl m Bk (1 T 4H i 7E CD3 Rl K 5
PRI 3G 5, IR I ebl Z% R B R #E 45 5 1) TCR
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N2 0 2 THD 3 o T A7 M TS T 48 s A, X261k TCR
EESEEEREER. cbl-b MU ERIE RS
T 40 W% PR A R T 4, R []A fe % [R) AR B R
Mo % BRI 52 1K tyro-3 ax] Al mertk 75 25 i 5 K f
P AR K AEAE o Penninger [ FAZS1 A B cbl-b 1] il
i 53X LA B G PR VG Sz AR SR ARG A, AT BR i
RGN (natural killer cell, NK) [ ThEE . BEAM, &
4 HECT (homologous to E6AP C terminus) &5 #4811 E3
¥ FE 1 Ttch (E3 ubiquitin-protein ligase Itchy homolog)
7N AT 520 R U 3 S 8 F jun-B (transcription factor
jun-B, JUNB) iz 240 i i 4% T 40 M s AL A5 5 5%
I, 13T 52 A Bh A T 40 i 2 (T helper 2 cell, Th2)
B34 o B Tech w] DASE T 40 M 1) 3% 16 5 34 5 e 77 B
SRR, I TS A B b 5 T AR RE A G Y
(gene related to anergy in lymphocytes protein, Grail) {E
N — Bl E3 i 4 Mg ARV AL S R I T 4 iR b e R A, T8
i 3 CD3 13z 2 A4 B g AT R il TCR U&7 5 1
G5 LA AR R W, AE N 4 EL g A SR 46
EL AR, T8 32 %Z2 4& (interferon alpha/beta
receptor 1, IFNARI1) 4b+ N IR A, 1X 2 5 5098 1l
P55 rb 4 B T 48 R A 928 i 52 ) B SR AR, B3
2z FIE LG SCFHOS i i iz F AL 2 1fi IFNARI i 3
FEfii, JE T TALIFN 3, AT B i) T 248 Mg 5 3% 14
FI T RE, 3t R A2 KB, 54, MR =2 25 R 2H POt
T R B, ¥ 3 4 B B F (transcriptional coactivator with
PDZ-binding motif, TAZ) AL AT /E N4 B4 T 4088 17
(T helper cell 17, Th17) 434k & € 14 % 5% Bl 7 (nuclear
receptor ROR-gamma, RORyt) 3 ] i %% 5% K+ (i 1
Th17 ik, i 7] LLA 5 RNA 454 25 1 fox-1 [FJE 4 3
(RNA binding protein fox-1 homolog 3, Fox3) i#id7Z &
- 25 G A a4 T AR, AT A1) T 4 1 9 Y 1 T 4T i
(regulatory T cells, Treg) 15344, AT 38 5 AL A4s (1) H0%
LA, I S TR TR S5 1 e P A
G ZE N = S LA 1 T4 2 B A0 R e ia Ty
A3 f A AE R T IR 2 — B3, G FUR B, AR AL
T A0 b, PD-1 H3R 1A %2 3 E3 JE M F & 41 1 38
(F-box only protein 38, Fbxo38) 1%, & Mz & 1b-
HE AR R AR BEMECT . 2 AV /N B T 40 /i Fbxo38
A3 I ek IR R 1 T 48 AR Y PD-1 R 7K T AT 2 a3k
iR 2B, T 3 o TL-2 9038 E 9 Fbxo38 ) k, mI %
I T 40 b PD-1 8 /K, 3G s L p bR v .
Ah, B3 V2 2 421 obl-b S 25 IR e85 20 T 48 id Al NK
AR X PD-1 415 F) S e iR 52 18 15 AN BR800,
E3 72 2 2 4 g AN U 71 e 9% 40 i 1) Vs R S Dh e,
XoT b 96 24 0 A B 0 e 8 A 58 R B ) I T R A

% b i 980 A B B AE AE B3 2 I O U4 i 5T R I,
Jie 96 10 k) DAL 5~ 4R 48 B 1 0T 2R T (promyelocytic
leukemia protein, PML) X /{8 1) 1% 28 FNiL B A 1 1) 1
YEH . PMLIK-F[#{RIE Re il _E i CD73 . PR 25Y
21 P il IR TS W) 52 4R (urokinase plasminogen activator
surface receptor, UPAR) Al IfiL 1% V& ¥ £ 55 (1 A2 (serum
amyloid A-2 protein, SAA2), ¥ il fif & 73 ¥4 5% ' Treg
4 M A0 M2 B A0 i 1 R, (RIS CD8' T 41 Jifd
M, I8 B S R wIAE A o 7RI, 2 3OE
CRL4AWDRA4 JZ % b F# fif PML, 38 i {i2 i3 Jif J8 38 455
F14) G 28 400 1) 1 3 i e 10 R 42). [RL bk, e ek o) 5 A
VA 1A G IR B3 2 3 0 E R I B R A B 1 AT R )
VA2 T RE M R S va T AR AR L2

NF-xB FE A4 ) 9 AE H P28 S W k44 S5 AR o
IH M AE B BRI, NF-«B % kB K iR B & 4“4
HH 7 /E L 9K, NF-xB #% 2 £ 15 5 (nuclear localization
signal, NLS) #{ LT . 75 X 40350 50 38 1 s B A, TeB b
DLz RO 1R 7 2N B A, BETONF-B AN, B0
RS E NI ERRER®, A K, BAMA
1) %3z AL Otud7b 1] BAKE 57 M 7 4% 9E 2 # NF-«B
5B, /T B 40 M i B 25 35 44, Otud7b 71
fE TCRAE Tl Bk i T R CBAEH, s 22 R
HE TCR A7 5 i i 1) 1% 2 BR Bl Zap70, 719 T 4H i 1)
AR A3 ROl bl R, YA OR E A I =
T R ] B RN R e B YR T I AT B
3 EZEAZEEIREMBRERTT

W TR LA B R BT IE B A 1964 4, 2 —
AR PTM, 38 HH P9 28 g O 4%, IR & 19t 1L 1
(lysine acetyltransferase, KAT) Fl 4t % 2 23 £ Bt AL il
(lysine deacetyltransferase, KDAT), H1-T £k & i i -
EHEE FgORI, ERIEAE A LWL (histone
acetyltransferase, HAT) 4 &5 1 2% Z Wt fL B (histone
deacetylase, HDAC), &A1 43 A6 1% N B P K 4%
B H I IhRE, EE ST A S 50, iR R 2Bk
1) T 47 75 40 i AR A | A 8 3 22 IR RE S5 5 K AR 1)
TR R A G BEAE RS, A5 MR kAR T FE R, HAT
A HDAC #B 0] B & A2 R A%, T 250 o ik DR A0 00 9 ik K]
B 5 F2 k00, IR E, HDAC #1011 71 1 4% o & A T
S FE YR IT, H 2006 SE AR 37 ¥ i (vorinostat) #f fit v
T THMR M SRS, Jm 2k A 34> HDAC #liil 57 —%
KMl SE L DU =] At A0 B =] Ath B FDA 1 #E T 8 9
\)‘é'\ﬁ[SZ]o

B E MR R CBRART T 2 AR A
AT RE, 28 E I S Ak v 0 e €8 )57 5 58 5 B0 2 Fi
B . HDAC #IRIRR 1 Re 9% B s A=,
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LTI iR A AT T 1 BE 6 B0E S R G, 51 KR
FU IR % I B . Khan 250515 B 22 HDAC 01 41 51
WERBEA RN L R EALAMEEE A
(major histocompatibility complex I, MHC II'). CD40
35 4L B7-1/2 BUJR (activation B7-1/2 antigen, B7-1/2)
(22 1k 2 2 M AT $ TH PR AR SR ). S — T I,
fa iE #% % j% 45 [ B1 (high mobility group protein B1,
HMGB1) 7] £ ZE 54 SR 40 MY (dendritic cell, DC) B2,
TR, EFETEL T, HMGBI 2 5 Rt )5
B #4565 1), {5 Bonaldi %SV K L, £ O ACIRE T,
HMGBI 7] A T2 8 240 i ORI, B[R] A2 2% B 751
R SN B B R G2 s S, A IR IR T R A B S A A
AATINR . AL, FinnPORiR H A i A 5l ik
B VR AT B A5 R DR A F Jih R AH ST R AR AL, AT A
R O e P S . NK 2 v e g H R TV A
IT 7Y 58 # i 85 1 (NKG2-D type 1T integral membrane
protein, NKG2D) 5 71 Ff 5% 14 i 983 41 i, HDAC #1551
AT ARG A I R - 5 3 Y T £ -1 (retinoic acid-
early-inducible clone-1, RAE-1) 7£ P [ fR 41l NK G2D
fie R i) R IE EE, Loépez-Soto ZEB8 % 8L T Y HDAC 7
i g8 ) 2 S BN (RA R N R B SR AG KPR,
S/ R NKG2D e A4 ) 2 3 JF 410 1) NK4H i X6 fi
Jo R G e SN o [ HDAC il 71 1, HAT #0075 %)
Ji g G 5 B IT A — E R . FOXP3 42 X Treg 4 il
AERKEEED RN FHTTRE T, Rt TEER
WAL T, LAk BEAE 5 e i 45 5 BE 1 5, AT
8N Treg 20 i F # & AE VR, 42 HDAC il 7178
I7 107N B P9, Treg 4 o K5 R 56 922 410 1) Dy B8 24047 184
T, A S 2R GE K R RN, R, /NS T HAT
I 7 BE B8 T P Treg Wik 14, 2 213G 9 b I8 S 22 V5 97 1Y
H e sesh, AR AR R BE T, LBt % A% T/
RIAE FH, DRI TR 1) R A i S AT Il 2 T AL
HAE OGO A G, I B AL BT o (e-enolase, ENOA) & A
P 1% 5 I A A Bl 7E I8 R S0 55 22
JERE A, ENOA ¥ ZEAk 23 & T 1E % 7K e,
4 EARBMUBIESHBERERTT

P R R B R R — A R RS AR, D
I A A 1R DY A, (R A AR T R4, AT
SO A AR R DL SR H R A A0, 8 SRR
B B AAG BORL AT IR W T fide P 25 2 PR A8 1 5 )
AR, R H BT AT Y B S B A AE
iz £l EEGRMIAE g [ A G 1) 58 —TERT 22,
e 4RI G B O S B B AR . AR S KT
AR A R 26 R M B (GRIA— A A 1) DL K
R M2 B GRIAAEEIREE 1) B, M1 E

W 4411 L fi % 7 A2 K & MR SR BE IRl T - (tumor necrosis
factor a, TNFa) %5 %9 K -1, A B T HUM R IT, 1 M2
[ g 40 i 2 W 1 %R -10 (interleukin-10, IL-10)
SEAM A K-, AN BRAE 1 RS I8 o B 1 A g S IR
A B RE U Rk IR R B . REFFLR Y, i
JoI FH ¢ 1 B WE 41 B (tumor-associated macrophages,
TAM) FE Ay M2 2 U667, [R] b, i i3k i 983 sk 3 355 v
M2 [l M1 B Ak, 558 2 1 MO [ M1 AL VA BCh T 4t
R S VR T K — AN B E T [ . Galvan-Pefia 5518
FOOR I, IS Y I 4 T A R e 1 -3- 19 TR i S Bl
(glyceraldehyde-3-phosphate dehydrogenase, GAPDH),
WE R S A T £ 4 TNFa 7£ N 1) 22 5E AH %
mRNA b, AT e E 3. 1 72 NE 2 8E (lipopolysac-
charide, LPS) #ll# T, GAPDH (1) 55 213 7 #i & IR 23 K
AT AL, B X e mRNA B B, {2k X 2
P HEAH X mRNA P8I, i3F— 0 72 2E TNFa fI1IL-18 55
& 28 R, {8 MO B 2 i 1) M1 B 364k o pl G AR
IR B K 7 o == R AVS T L7 X S W o S B e R e =
JHI 28 i PR B 7 A S AR AR, AT AT B8 R e g
1697 o
5 EERIAMLEIRERBERRIGT

T IR H A AR R R — SR R R
JE B, Sem A Z AT e, T 5 HE B B R R,
BRI AE N =R BRE L EZ W rh (8] =), MES 54
KEAR ATP 17 A2 48 i e & AR, 34 Ag i o i 75 (K4
% 5 A F -1a (hypoxia inducible factor-1a, HIF-1a) 2
5 RAIE R A5 5 SRR BEEH RN R
YT M1 B EAT R DC A1 &% T 41, # R A &
E ThRe TR R, B SRR B, ORES 4 bR R
A TE BRI PR I &( B (succinate dehydrogenase, SDH) 1]
KA iy SDH 2R A2 T B B FH IR HE AR I B F M = IR
I BEFATE AL, 7T Be A2 (2 2k e R ) L R US), ik
TR R 5T K IR, PUNE 9t % 7% B8 1A (carnitine palmityl-
transferase-1A, CTP1A) /5 11 SI00A10 & [ 25 47 i1
SRR R DRI AL B e 3 0 B R R 2R AU FLIR
Jert 1) 3 R A 55 R 4T P 0 B BT IR 25 DDA DR U7 A
B A B S 8 1 6T DNA #5473 12 52 2 s e v o7
R AR, Ot F R W, AR E R R 08 B IR EH 9t
AR, i FAS A f5 X TR K IR e VR T B R
Wi A5 A7 AR a3k — 2B AT 5
6 NEERE

HE B S B  BSEBY AR 22 IR AE S IR N 3 T
S, R H AT Nz Z AR LSS PTM
SRR 22 i UF 5% 55 i R AR B v 5 288 e 4B T ) Tl e
ARG, (H AR PTM (1 Z B4k BRI AL LT —
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P AL R AR IR AL | O 52 1 A0 5 ) 8 iR f 2 b B R AR
SRHN 2 FL/b | TR 2 15 47 75 oA PTM 2 2 3 2565 Ji 98
FPEIRIT ARV TR R AT AR AR B, 7 AR SR B IR
ANHUBEFE . thAh, PTM BR T RE 65 8 75 B35 S e i &
PD1 S0 A2 10 JI I8 9 88 ¥ 97 B R, PTMX iR 4
JH R G2 4 B B AR T 4 A 1Y) O Bt 1 1
A, ANAT LA e o 40 i E 5 1 Re AR, O B
2 AU R R P 85 T 2 4T A 14D A i i R DA R
PR A BT . R, BE ST X 28 PTM A 4 R 1/
TR (1% 75 T B R IS5 70 A o 75 £ K, T IRE B % TR 9T
Y 25 JORE G 2 O B R Al IR AR A T, B O R
SR b8 Ve T B B 5T A
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