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T A0 S BB e — R I A RS 2,
N- A 577 [t 5% #% 1 (N-myristoyltransferase , NMT) {4 , 1 A
SR TR M % 4 AR A N e ) H SR AR L, AT R 4 L
FENL FEE AR YA TIRE . RIS B AR SRR E i 1 4 T
B B LA s A6 e JRe v RV, 43 BT 2 1 5 PR W2 s kA
AT v ) S FRA AR R Sl R AR QIR R
LA B S B MM EAE DR . IR SR B i e
Jitiges LRI T8 MR 55 22 P S A vh 22 Sl Rk S 5 A
2 by 2 L A B T B RS T 24 M S e kR AR TR

KRR« TP S R AL I 0 5 2 SRS A4 s N
TLTE LI R IR 5 £ 5 s $E 1) iR T

AR (A TRARS ) HRIRAS(OSID) ; P

AR 2R 5T e 08 & A R R L] — B OCTE
M HIERE P MR BT T b — ] B Al
(epithelial-mesenchymal transition, EMT) 4§} 52 4 F5 1 6052
M3 4 2 b ML AU AR 2 R, R BEUR T A A AR e AR
R AR B A B E R S8 o 8 F BB S B 1 (protein
translational modifications, PTMs) J&48 &% F B 7E B3 78 BUR
8 2o A S e 2 B A A S S T SE B RE 2 AR Ry i
Fe o TEMRTIE I, PTMs REGEHE 4842 2 11 A6 18 40 i
AN B H 5 HAWTE AR AR T2, R3S,
TLIY PTMs G FERERR 1L . LmEAL 2 R AL WAL SR b5
HHAENA E%M’ﬂﬂé/ﬁﬁ(protein N-myristoylation){’ﬁﬂf]*ﬁ%
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YERL, 25 2 R AR DG EE 1 IR E A2 5 DRI . AR SOk
T AR HE 1 PR A A R T MR A e R R BIE S
HEJRA— 2538, e T B2 W R Y U

1 EARAEERLEIHENERETR

1.1 BEERAEREBUEIHNEN BN ZERLE
M & — A R N- PR S B % #%  (N-myristoyltransferase,
NMT) HEAG AT W AR BTG . A8 L A S5 Bl Al A Ry
B, 3 I mE R S 14 B 1 1 IR I B2 — PA) 2 RE TR (myristic
acid ) HA 3 2 A 1N O HE=0RAY o- 2808 o AN [A) T A5
PEAL S 8 M A N [ e A 55 ] 3 M , TR LS A 22
AT BRI B HAREAFAE . AR, B X bR T
558 Do H e A R SR B TR AT, i A U 1 e 4 i 5 o 4%
B AR ZR G R K b e 6 30 A S AT Sy o B R A T 32 B 06
T, BN R 6T T AR A 35

1.2 ¥MEARASEBLEIFREE NMT 2 MHAE
P15 N i PR 52 T A ) G SRR , BE M08 4 S PR TEUR 5B A IR 5 N
i 22 i 1) T 2 R B A , T P 7 e L Tt P B A e
AL T E IR B . ZEMFL 34 b, NMT 3838 LA
Al TR R, E R AHE NMT1HI NMT2 PR g AL, LA
TR T AN BAT 277 % 1 [ R (LRI RO A e
K D REVEE Dy WIAFAE .35 22 5 o WIFFERIT, NMT1 7EJIRJIG &
B NN 3G G o B b AR TR VR e 2 2 20
WUB Rt B8 R & 5w SRR T AL RE T T
W, A FERREUE . MILZ T NMT2 BBk BA SR
NG EAE , {5 AT i3 oL 3845 B 41 i bk 298 (B-cell lymphoma,
BCL) KI5 A 223k R AL PR 12551, 7E45 B |
Lo R O 45 22 o S AR Th L NMTT 52 i R OIS, T
A 1 R 5 e 0 B ) g A R e AR T R % D) AR
S Fo ST & B, NMT 38 AT LA A S5 007 S0 SR (9 18
i, NMT1FTNMT2 5] Bk [ 415/ GTP i ADP-#2 55 5 46 I
6( ADP-ribosylation factor 6, ARF6) 25 3 {7 4l 22 2 1 A 525 ik
A, SRR 45 FEREE 5 S A ) 20 1 | e 250 ) L AE 2 ML A
A FHTIRER . A NMT 3 i 3 5 06 0T P 44/ Al
i@ e . MAPK F mTOR #7% KF 1 (late endosomal/lysosomal
adaptor, MAPK and MTOR activator 1, LAMTOR1) fi4) A 5
PEAL , 0 T 7L 3l R I R AR AW 1 B, SR
W o 200 L 1 AR AE M S AR R T ZR TR AR AR
P15 PR 2 5 T A A8 1 9 O T2, NMET 7 Ji 4 1 51 A A
S i R AR OCHAVE T L 2 5 2 40 GBS 5l B, TE R A=
RIEP AT HE A
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1.3 EERASEBLEHNENFINEE ENFALE
TR A M2 B S IR B AL B S B i 2 — e MR kAR S
Kb R AR T 22 YRR o B VR A 1 9 2 1 Y
HREH 5 BE D, AR AR R AR P, 0 1 5 400 i A e 4 L 2% F)
S5 RSRS8O A A EL AR T R H S A E
A7, ST AR A TR P A W S A o e R A
LR/ g
1.3.1 AL E5#S  EH RN ER B
Tt TE I N st 3 e Y T RE TR, I R AR 1 B g K
P, I 15 20 B 5 A8 S Al g 5 o £ D [RIVE A i ik
HAG MRS & = 2 RE 5 8 1 S AE R RE 5 DI g
WAL AT ER o 2 A 2 AE BT 58 i, X IR AR A
B 25 [ AR R S I A 7 A AT B . WP R R
Tt Ak W] 38 5% Sre 52 5 1 Bl (proto-oncogene tyrosine-protein ki-
nase Src, Src) & RAS /)N GTP Jiff (rat sarcoma viral oncogene ho-
molog, RAS)SF{5 54 11 (Y5 7E BE 1 , 00 Wi A 1t VLI 30K
fif (phosphatidylinositol 3-kinase, PI3K)/ZE [ 1% /# B (protein
kinase B, AKT) 22345 {6 f)’?‘flﬁﬁ(mitogen-activated pro-
tein kinase, MAPK)/ZH g #b {5 5 9 55 J4 i (extracellular
signal-regulated kinase, ERK) %580 15 5 5l , {2 12 g 41 i
MG A SRS A R B E S Y AR C IR (my-
ristoylated alanine-rich c-kinase substrate, MARCKS) & [ I
BB B T HE AL TR, 2 54 A2 s s
iy S R4 b DR TR IR 55 58 2 DAL 1 1) 004, DTS 0 e
TR AR ) S 2 L S AR SRS VB TE i IR R T
LR
1.3.2 gHmpRss AT EORAZEEB B
FRANMEe S SR M T AR b R R AR . BEE R,
Bel-2 A0 H 1E HAE T ik 8h 77 28 b K 25 (1 8 (caspase-8) 1] )
Jri B 5 G N S T R, AR5 A S e A A8 i, DA T 47 A 2
REARNE, 5 S A 6 3R o B, JT IR0 caspase SIS, 330
AR T ) — TS R B, Al R T A5 22 (an-
kyrin repeat domain 22, ANKRD22)/E A EA {55 A 5% B
A s AR PR, S A8 W 8 50 2 1 T ) M
A6 1A A0 B 58 (L S . ANKRD22 1 C i & 7% 1E HL fr 5%
K, T AR IE o AR BT 5 R R T O ZE R A5 L Y
IR BT HE T R s A A, R Lok A T g
54 (reactive oxygen species, ROS) /K-, Hoh e p i nl
5| &S AR AT g T
1.3.3 A-Fmmssm b ke AMEAH 712
NMT1 A3 (08 T WENE A 5 PR 50 P A A8 W T LA 396 5o FE Tl
B AN RERGE 1 , DT 40 ok b 6 4l L ) S B S 428 i
G A i X T ZR SR A BB 45 11 2 5 W) 1(coat protein
complex 1, COPL) /NI 1 M 330 32 it 2 G %, COPL
BT [ e P S5 ) 9 30 A 1, 4R A T A g R SR 2 (1]
PR BT o TR S I AL S T R R e AR B R R A
L WSRO T R, T AW S G AR
1.3.4 HrafWdtiAs RaEEHEFESER]

(brain abundant membrane attached signal protein 1, BASP1)
VRt s I PR, He DA S R LA A i o T S5 A% AR T S
Yoo 5T 1 45 A A8 1, NI S 5 5 S i 45 S5 e (6 L T A .
BASP13# 18 25 BRI M 41 2 114712 (H3K9ac AT H3K4me3) I 5
TP i (H3K27me3) , AR FE R A 3k 48R T4
B 3 AL 4 P R SRR

1.3.5 fR3tpbB RS iR EERN SRR
A TR - B R R B PO B R
G REIR A | 2E — 25 X iR A0 b 1 i 24 1 7 2R R
MARCKS & [ 1% A S E kA (s i Bh e o P B, A2
BRI BEURE B IR A IR 5 , BOHG PISK/AKT 38 i , AR T
% B SGSR XS ST S AL AT M 32 . Ak ZAE R T
FIETE A7 W B I P B, 344 0 s 400 LA AR I T R A
FERE T, NI 2 it 24 M Ak e A gy A

1.3.6 ARBUF B I EEIT 4 Kk RN S B
A, Ay ek B 1) A T R AR TR O ) o RS E A AR BT K CS-
piscidin N 35| AR S 7ERE , 75 5 I B Myr-CS-RGD . 45
WL, 2B B Myr-CS-RGD AR 3 TF 1 251 1 4 i)
RS AR T IR H AN R, RIR 52 &R T CS-piscidin
JEA BT TR 5 — IR 5T S B, HE 1R MARCKS A
5 5 P A 5 AL S A A R T R R IR o7, 75 5 T - 40
T AN SRIEAE T, N P I 2 R SR PR IR R TR A
TR

Src,RAS — PI3K/AKT, MAPK/ERK
Myr-CS-RGD MARCKS NF-kB / l
l Cell proliferation BID
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Fig1 Schematic of biological functional mechanism

of protein N-myristoylation

2 BARAEREBMLSIHTERE 2R B R e E RS
A 5T A S I AR A A AE 2 Fh IR 4 kA S iRk
FEE AR, A T HLHI B B A 5 i 1, S22 3035 4 e
FURE Pk . NMT AR Y PR 5258 196 A 5 2030 ol 38 428 2 1 o
WY R4S G e T A5 30 B M A R, 5 i s 240 i Y
W AT o AESEPEALE b, A 4 R B R Sre RAS,
MARCKS ., ¥ 5 AL K% 129 A% 51 A (family with sequence



- 808 - W E PR Chinese Pharmacological Bulletin 2026 May;42(5)

similarity 129 member A, FAM129A) %5 25 [ {4 I 58 037, 3806
PI3K/AKT . MAPK/ERK | #% %% 5 [H  (nuclear factor kappa-
light-chain-enhancer of activated B cells, NF-kB) & X555
AR A G TR A SR 5E . R A PR S R
T A 5 B 4 (acyl-CoA synthetase long chain family mem-
ber 4, ACSL4) .LAMTOR1 LA P BREG A 52 5 1R 17A W7 3k
(translocase of inner mitochondrial membrane 17A, TIM17A)
SR AMINR T S LA DI RE , £ 1 g i AR g A % i
ZYPEIE o AN [ 94 e 28 TR A8 ) 1 55 S RIS P e L
ST AE B 0 25 5, 26 P98 . B 9 R0 90 A v, NMLT 3 5 35
1% %6 %5 BT (focal adhesion kinase, FAK)/AKT } mTORC]1
55 AR 2 g 25 1 o L R R g o, 208 T G T 3 ot
Sre \MARCKS i i g 5 B , SRT AR TIM17A 2528 b (4
RS R EI TR, AT 26 B S — S AL R s 1 A . LA
R LS BN R L R P AR T PR R A A A 1 LA
FEFBLH

2.1 BFE EJFARARIE T, 2R T A R A A o 3 e O
BEEA LR E A NEE N SESHS . S5 ke
KRR, BT RN  NMT1A S I R AR H 3N T
SEE PO A3 Ao 1 8 HL R R P | S0 NF-xeB/Bel-2 3 4, {2 HEJiF
T AN P S B AT A% KO R P AR JE TR 254 . FAM129A
DNBEIE S A PR 5 I T T s (e g R, A PP mp i 38 3k
B L, REEBLR R T FAM129A 5 40 i I (14 3% Fn
73, T FAK/AKT {5538 #% , 1% MMP-2/9 . BCL-2 J%
Snail F& 3k , 4 30 T 96 20 0 00 36 8 L 42 28 KPR ToRE T
NMT1 038 55 22 S PR P IS P 26 1 2 AR s B e R e
P98 K (T BTG PI3K/AKT 5 MMP {5 530 5, in 28 i e aft
Jlel, g iR A SRR IR A AR U 2 L 22 3 B T O
PR 38 3h 98 14 22 By Boidi 48 8 1) NMT A~ 519 A S E kb
A B R R T T 7 1) .

2.2 BB MR —FR IR T I AL b A R R
OB 5 | A SRR R BRI AR AU TR de 5 IR 2
— . BFFT A, G I8 4 A 11 MARCKS 76 i 98 i i o i 172
A AR AL 1) 3 95 AR A8 A 5 3 B, R T LR R AL S
MARCKS %k 25 R4 7 fE 1, AT RSB NF-xB TG AL 2R 11, B0
NF-«B {5 5 38 % , 9K 30 EMT 4 10 8 40 R vk 1 3845
23 A 5 il g R S RS DR OGN . e AR/ IN A il
Ja R, B P P O A8 A 3 e NMT T AT NMT2 f Bl ] 4
FHRFEMIEEE R . /N RNA-182(microRNA-182, miR-182)
W 1) NMT1/2 (1 3-FE BHIE X (3-UTR) # i He 35k, 23
R S RE R /KOT T B TR Sk iR A i i 5 8 . 2hi
SERE— 2P UESE S NMT 223K 50 ] miR-182 ] {241
il Jie g £ K, 4R 7R NMT1/2-miR-182 %t 7 A /I 4 it i 48 v B
A T IS T, R LAY R TR Y. FE KRAS
SR /N AR B A9 v, B B1/Kelch #F ECH AHDGHE 11 1
AR FHEOL R HR R EM . TR R,
NMT1 25 8 3 27 R B AR 1 TIM17A A9 PR K Rk s 1
YRR RLR TR (54628 RGeS AP, iz s i

A fi % R M ead 2 ROS K-SRI THE  DNA 455 K
Z R (ADP-EM) B A 1 A F 1Y Parthanatos (— i JE LR R
JEHEAMEAIET- TR ) |, 3X — AL 25 4% o T X AR Ak 7 1)
TR, SR TR PR TR AL TR TR T R A

2.3 FRRE FLIUERE —FR T RL IR LU0 DL
o AR HAT BRI R R TR RIS
A ARIEST 8 BB A W hn s iz N AR
R By 1 DR R 19E S A8 i S R AR L AR A R S5 4 5 T i T
PEo BF9E R, NMT1 I NMT2 76 FLIR i 21 41 60k 3 T
o U AR CI/IVEA) R AR etk L S5 e A 1 iR vh B Ry
WY, B8 I T PR s U0 RE O . NMIT 1/2 38 5 ik Ak
Sre RAS S SCHE(E 5 2R 11 & A2 A D AL A1, 1 i ) 40
it JE B 48 5 BE J7 L O RAS/MAPK |, PI3K/AKT 254/ 987 38 1%
P EZLHRAER A0 M R S B AN FL S . TP NMT1 3 NMT2 223k 1]
58254 ) MCF-7 5 BT-474 45 3L 40 i & 09 B9 58 5 1=
78000 TR e B NIIT T 2 20 5 L M s 20 0 i 75
ST 6 T 8 G IR o LI R R AN A R 1 S T A R 11 7
P A, 38 T & DA S D iy 33, 3 T 354055 2K 1 98t RRE DY
JO D R UL T SR Lo e SRR T 6 S5 5l il . T
SN ROS B I c-Jun & FE A UG 15 5 0 R 20
T R 275 S A S B AR S 8 R T 1A A R0 G2/
BEL#E , AR [ WA C 26 1 Beclin-1 MBS A G HE 1 1 58553 11
TR AT I ) W P 40 i R . MTT F Transwell 5256 2% J 14y 3¢
H, NMT1 fi ek o 2% FE A T MDA-MB-231 1 SUM 149 %5 = [
PEFLAR S 40 4 HE BT M R 2R B A £ BT NMT1/
20 A TS AR Y A S A A A 7 LR T A
B B R o R AL OAE L SR e 1R TR A
2.4 BUSIBREE  HUS IR R AR D P i R O R R
Z— R R R A OCIE T B LE LT, B AESE
F6 H, UE P R 25 R 97 (androgen deprivation therapy, ADT)
S Y RTIRYT S BRI ) 2 N 2 — , L 2o AR P
1 S S NTTE! %ﬂt&?ﬁ%%{ﬁ(androgen receptor, AR) 4>
S A5 3 I DA e 0 . LA ADT R AT AL,
ARSI T -SSR A0 B A i 2, T Sl AL
PE RIS IR 95 (castration-resistant prostate cancer, CRPC) . 1
CRPC () & JEH , ADT 2 EUAR I& Pk F %, Wi it BR X ACSL4
P el ACSLA Fe3k i T RUHEAL I T BRI A
HEBEAHAE Ao Z A ] 750 NMT Y , 255 Sre G
S5 REE TAr F R SRR ERALAE M B AU R T Sre
I JREAK 5 BE 7 L R BR 3 PIBK/AKT K MAPK/ERK {5 53 4 114
FRELIE R 406 300 I e 4 % AN A R W B 4 D1
BO IR IRV T M S HE |, B Ak IR A0 7 AR JRAK A
RIS T M ST 8% . HFFE 0, NMT1 iR 3 30 i AR &
Pz Z AL R S22 FLRA 30 AR IRREME . /N4
Tl RN A TP NMT LI PE , f2 3 002 3R AT ) 4 1 A
i, DT BELUT AR A% 26 (57 B i 40 AR R P I B R s il
255 MR BE TR Y 2R3, S 200 T 90 s 2 L 19 4 4 % S
R AR A A K2 dE— 2 ST R W, NMT1 38 1 8 4 Sre
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TR 1) PR TS T A, 94 5 E A R B T 22 T B
IFil AR 155 3K 20 i e 40 B 1y 1 A2 28 Rt 2 M 0 e o o
Sre W &5 A A7 41 (G2A) 2% B2 F NMTT 4 4l 57 (B13 5%
LCL204) 7] BELWT Sre B 437, 304 LSty 0 1, 2k — 2L e
i 300 8 s, A S R A AR ) e A K Ry
CRPCIAIT LI SR>
2.5 EHAHBRIE AR A T ARGt mT L3 A il
AR R, WFSE R BE,NMTI 76 B gUrh g 35k J
K5 B E R RS B UM OGBSk 7 SPLL T 45 G
NMT1 ) 8l K3, bR H 2k , U #0% PI3K/AKT/mTOR {5
S, DT B R AN M R B TR SRR R
{8 R 240 L9 v 3 o A 8 2 SO B 4l s O - 1- 4
A4 25 TR I I8, T S 3 p38 MAPK {55360 4% (4 30T L DA T
V5 AR R AR A ACSLA & A= BEMR L , B8 LA 1 A 7 s 1ok
G A W RE ST, 2B U PR R R A Sre B A
B A A A2, 6 NMT B9 /R T 3805 Sre B FE R JiF ERK Gl %,
#E 2 ESCC 1 & A= &R . 76 s bk b, NMT1 38 3 4 5
LAMTOR 1 25 [ 1455 2 {37 H 2R 5% 32 1 TR 5 mE 1k Ak 16 it
s R PR I U T R A2 17, AT 340% mTORC 1 {5 5+
B 2 s R e e B b, KRR
i fith RNA (long non-coding RNA, IncRNA ) i i i# 5 A & 7%
Tk AL 38 B 25 5 i R . IncRNA TYMSOS 18 3 5 4P 108
microRNA-130a-5p, f# [ H: %F MARCKSLL & 4 41 , {2 {#
MARCKSLI # NMT1&40 -4 1 T AU ALAR , 33406 PI3K/AkL {5
5 e SE A S EMT a3 B OF s phoRs i B e . 45
Pt st & B, NMT1 R A TR IS S kif s . JLm
IR P PSR T IOAR 145 2 H MR AR 3L, A I A 2 11
PD-L1-Myr 2441, B F 4458 PD-L1 A5 K , T4 34 e i
Ak AR
3 BEARAEEBNEHS EtEFEEIGNEEER
BT A S L BB T S R AL AR AL Sz RS
FNPR S 1 M B ) A T, B[R] 5% i s 18] 8 5 D RE T Ak e A
SHE T TEZHERE FR 1 L T, Sre S BB N Ui A
5t O A A i 5 57~ &4t LB, 2 T 93 06 FMES R G 22 R VAl 3
T A N F Z R A A5 S R N U R A K BN
NMT 31 551 zelenirstat 38 1o 7 1 (85 7 20 S AL A 255,
FELWT SFKs B8 1k, S B0 R Ak A5 5 v B 1375 5 i 80 40 i 4
- fEREAK lﬂ?%ﬁi(epidermal growth factor recep-
tor, EGFR) 3R 20 (1 8 v, 1A & 5 kA5 s Pk £ 22 IR 72
PrREIVE . WS8R W AR A B 4% A% 1 DHHC13 /51 EGFR
FAARI AL ARFG M1 N i PR 57 52 Ik fheid sk g ot B/ Wb ) R
FUAERE L SRS . ARF6 45 3 10 18 2 i3 1] 48 3% exocyst
AW, AE EFA6B 28 4 [ 74 #F T 58 i GTP il 2% , 3K 3
EGFR M (i 7R S 1] [ 532, 2R 17 380& PI3K/ERK {7 54l
BELIRT 2 PR 568 Tt Ak - b A L £ -G ™ P10 i T A 2k BEL U
EGFR %12 Jf2 ik HC A, 35 40 0 Bhss 4m it i AR 20, 7
JiT- 2 B8 v, NMIT 138 2 U3 IC P 2 11 4R 55 79 PxDQxxxx A Ji
Jp L B g B DR T BRI R 1 L29 R3S iE R AME R R

1 S30(FAU) 45 18 28 1 E 47164, 4k i 3 2o A AR 2R A
L7a45 E3 4% 0 HIST1H4H (1472 =46 , i Hph 2 B B AR
filt o MIHLZ T ,NMT1 AT ao-HS BEEE 1 R 1 BB L %
FUA CxVxxxE 37 19029 8 Uit in A & RE mEAk 0800 , 1 21
B O] BHLE AR R Ak, MO R RS e v S 2
AL AN, R POTEE W] 358 NMT1 5 Y0454 S5
PE B R R S B — 12 A0 S S I G R g A
FIFES , e 95 26 11 AL, AT e sh g i Je e, o il
AR T TR B RE IR A A8 5 HAt B3 JS 1B 0 =2 18] 119 52 2% R s 0%
FR, R L i) T R O B R AL TR B

Src

V \ EFA6B "
ARF6 GTP loadin:
LJExocysl complex — g

FLT3, cKIT @ \a\"O“ DHHC13
} ™
=
l PI3K/ERK
Zelenirstat l
PxDQxxxxA CxVxxxE
LXN, RPL29. FAU AHSG, ALB, TF
RPL7A Hemoglobin
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E3 Ligase HISTTH4H (Ub) (o)
\—’ Proteasomal
degradation

Tumor cell

Fig2 Schematic of molecular interactions between protein

N-myristoylation and other post-translational modifications
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B IERS AT T 2 L S ek R S 2 R AR ) A R . NMITL
Ve o HEAC Il FES W 320K 5 s i LI RS R
i A 20 P SR (R P E PR VIR OG . % B B S B RRAL |
2 Al R I A A5 HCA B 3 I T RV T R RO A i
T W G 2D R A A R A L S P I T RE . AR
N, PA) 258 T PR B U0 e 91 5 e 4 ML S G 5 G
UL A6 Wi ) 19 52 EAR A A 2 — 20 B . RS e i
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ek KPR N AR E R B NMT 00 5510, Ay e e s o6 T B (R
F14 SR M T B
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Research progress of protein N-myristoylation in tumorigenesis and progression

ZHAO Ya-ran'?, PENG Qian"?, DU Yuan-qin*’, YE Yi-xian"*>, WU Long-da'?, WU Shi-jian"*>, WEI Yan-fei'
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Abstract:
translational modification catalyzed by N-myristoyltransferase
(NMT) , which covalently attaches myristic acid to the N-
terminal glycine residue of target proteins, thereby regulating
their membrane localization, stability, and biological func-
tions. This review aims to summarize the molecular mechanisms
of protein N-myristoylation and its role in tumor progression,

analyzing the abnormal expression patterns of protein N-

Protein N-myristoylation is an important post- and metabolism, and its

myristoylation in tumors, its regulation of signaling pathways ways; targeted therapy

other

tion, migration, drug resistance, and immune evasion.

translational modifications. The study shows that this modifica-
tion is aberrantly expressed in multiple solid tumors such as he-
patocellular carcinoma, lung cancer, breast cancer, and pros-

tate cancer, and participates in regulating tumor cell prolifera-

Key words: protein N-myristoylation; protein translational

modifications; N-myristoyltransferase; tumors; signaling path-

post-



