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Abstract

The PKMYT1 gene belongs to the WEE kinase family and inhibits Cdc2 activity by phosphorylating
Cdc2 at Thr14 and Tyr15. There is differential expression of the PKMYT1 gene between fetal liver
and postnatal liver, and its regulatory process and role in cells have been widely studied and re-
ported. In recent years, studies have shown that PKMYT1 gene is highly expressed in a variety of
tumors, such as liver cancer, lung cancer, breast cancer, esophageal cancer and other cells, and it
plays an important role in the occurrence and development of tumors. This article discusses the re-
lationship between PKMYT1 and various tumors based on the current research progress.
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1. PKMYT1 B9#LA
1.1. PKMYT1 AR %544

PKMYT! /& Weel FKIERI—R, B XBEIRIE N —FRRERIE TSI IR RIR 14 MERZRR 15 1A i
b Cde2 IR, WEE S B AR 254 5 FoAth AN BB S5 MO AR AL, FR AN BB X I B 3 A
R, AR TR R 8], Bon @R N it FMmdE B f—A o BRI
RN oC 12J5E, [H5e ATP 2558, N ISR & — RSN E & HERII, #O8 P e G 3, HiR
MRS A RAR AR SR . P IAERL ATP 456 D4 TR . C dsh ik 3 E i o 38ed
B AL EOEIR . E C UnZb IR AN, R RATTRGY B ATP 456 D 4%0) Al 5 S 4% (00 15 W 1 15 1) = 22
BeAk) . ERAE —MEMEL, Hh a0 REN R ZAR(WEEL Aspd26, PKRMYT1: Asp233)F1] PLk
AR BAR TGN . PKMYT1 AR —Fl0URE S e, O 2 2B ER b Tyr A1 Thr 5% EEPiFl WEE
TR ] [ — 7 5 200 PR U1 A M PR TR 1 (CAR DR & H E R 93K, WEEL 4553 U B R 1k Tyrl5,
M PKMYT1 X} Tyrl5 #1 Thr14 B W EEFE[1].

1.2. PKMYT1 £ 4% Thie

PKMYTI [ &+ WEE Bl X %, .35 PKMYTI, WEE1 G2 {62 AU ES(WEE ) A WEE2 Ui BE4H
JH ekl o3 24N G (WEELB) [2]. B 25 40 i )5 39 85 5 (O i 1 (CDKD)-40 A s B B1 89011
WA, WO 2250 2L 3E R T (MPF)@ it B2 4L Tyr15 A1 Thri4 [3].PKMYTI (X fig a4k nf LL% MPF
PEARIER, EEMRETHE %253, 1ER G2/M H, HAEERKSNE DNA #5100 F, CPMYTI
WEIR A 224 CDC25C Bk, 24 fi A4k EH (4], 2 it, PKMYT1 A] LABH (- DNA 411
(240 A PR R, 9 LT DI o 4 o 24 P ) A P A AR R B DNA 44530 kb, PKMYTI {E25—7F DDR
AHOC TR, o) I 40 A0 R 40 i A AN R A E (5], O HLAE U AR sh Al 2 iy PKMYTI K5, A
FEEER(ESCA) [6], AE/NAMRENSCLC) [7], FLERME(BRCA) [8], BHE(GC) [9], TN R I T I
[10], HiZ@EW4ME(0], Franfam(11], PRI 12]. JEilkiE PKMYTL HBMEMREA G, SR,
PKMYT! 788 G A G Hh (T AE A LRI A FCEAR KRR FE LA ORME AR, )75 X PKMYT!L i
AT AT A HT

2. PKMYT1 5% RER X R

PR A EAEAT R S R R RIS SRR SR, DRI TR Y], PKMYTI £ 2 Fh MR 40 th ik
Wi, RIOGIER RIERI[13]. PKMYT1 K BERIE AT (SR B KA e, B AL S A .

2.1. PKMYTI1 5F&
FFe e 38 Rl B R E AE T 1 o DL R R, B T R E BRI IEAL T2 4 Ar[14]. A AT A 7T
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2RI

WE S22 R 9800 1 B g S BUM R I S EZ I R R 2R [15]. R, U008 s s 2. Ol
AR 11 DT 2 L PR AR R 7 5t T (1 P R 11 S B TR 3R 16 o 5 b [X R 9 £ s DR 3 1D 0 A
7 A A it AR BIR DA SR 9T 77 sUESAFAE & 5, BUEAS A (R DX 8 ) R A 6] Liu [17]58 #id MTT 43
Hr, UESE T PKMYTI 7E 7404 1 Hep3B 41 A 1 (ol FaA (2 i3t T E A A 26 K Bbah, 1@id PKMYTI
X} Topflash [ R EFEVERIFM, Topflash /& - & F/TCF {5 515 3 fbr, ESL T PKMYTI @
TS B-IEIREE 1/TCF 15 545 5k 81 HCC diiiTRe, S i B g p- 18 1/ TCF 155 7 5 Bud 1
3T AL Sy oS08 P R P Y AT 1) UL A

2.2. PKMYTI1 55ffE

it e A2 i Tt S R MR TR . AE AR ERVE R N, R 1R RO F A AE T AR A R T R B AN T
BA BRI RPGE . a7 ORI B RS AMERRE s . 7EH [, il &7 2020 4590 T 299 19 450K e 5t
T3 B LA 2030 17.9% B 23.8%, 351 A 8 B[ 18] it 095 B 2EL 21 4 78 3= B m] 43 g e /N4l Mt g
(Non-small Cell Lung Cancer, NSCLC)F1/NHi i fifi & (Small Cell Lung Cancer, SCLC)#2&, H 1 NSCLC
SRR DL K, 2 T I AR 85%, R I AN . BEE. RGPS, AR DU R S
B NSCLC %, filififi 29 5 NSCLC 1) 30% [19]. T HIIA-TIA #) NSCLC EEUFARFHAE, M
Xt FE HI(IIB-TIV ) NSCLC WL G TT 80T T T BT BAME, I 5 SR A5 AE 5%/ 47[20] [21]s
2RSS 22138 S SLPTIE S0 . FAR-WestemBlotting SZ56 . #J%8 PKMYT1 1 AKT (#8856 55 ki,
Co-IP 52546 WestemBlotting SZIGHIESE T PKMYT1 (I IRAE & AKT ML H PKMYT1 #idE /N0
e it P A K

2.3. PKMYTI1 53155

FLIE (breast cancer, BC)J&—FTEIGIRFFAEA 73 FREAE 35 BA S o 1 Sk g, 732 ek ik
PR B 38 )78 LR N R A S A T B 32 B SR IR o A BRAFAE T AW 170 75, FET NBGHE T 52 J3[23]
[24]. BARTF AN F BT I7E T DAER i - FU s S o AR A2 36, (R T 8= A 8ia T F B,
SAFUNE B0 5 AR, R A ) FE E O S AL 1 4 IR, SEROET BA & rva T
251 MRIET TCGA ¥uifs 2 i) AL RNA R 2HBERAIE R B, Ho 113 EEFEAFT 1109
BIRREREA, @i R B F WA TR 0T, A Limma BT 2 7R ERE P GSEA & KEGG
BRI AE A HTIESE T PKMYTIL J& U i) — MR 2D, JFUER] PKMYTI 78 2 i3 s 40 il rh A7
TEfm#RIL. B PKMYT A AT RE R FLME 0 — AN TR T B8 A5

2.4. PKMYT1 5Hi%|p35E

T 50 Jiia 75 A SRV Rl N 2 B M LS e R, O B RRE T BE M R R R 2 —, HEBh S
PEAERE R ZL B, 51 T At R 2 R [26]. B8 IR R R BRI B AT AN B, &
FARTE AN BB RS g DL R SR b S AR R S IR R RO AR %, A i 1 S R T T NS
FARIGTT  ANBEHETT « T FE S RHATT . N WA ST LAY [27]. B RTX RS IELE K B
KA ML AN 8 AT A, AHJR K& G T W A I Wt Fe 87 1 VF 2 00 4 e (10 0 A2 e ML, i AR
S5, PI3K (5 518, DNA BE LM TGF-S/SMAD4 (5 Sl ek A8, MYC &R Fif, %
ML 535, RB1 A1 TPS3 GG RHEE A 7 WA TG #1 I 46 . 5% B S5 [28 it TCGA Hudls 2 v i 47 s
TIUH ) 52 11 1 AL ZARE AN 495 BT 51 B FE A PKMYT1-CCNB1/CCNEL 15 ‘538 i 5 0 11 41 i
et R IGHLHIESE T PKMY T 2 i e 3k 40 i i BI85 1 CCNBI1 F CCNEL SRR FE(E R /E R 1
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2.5. HtbhpyE

TR FEE2918T 10 B9 B 8 i 42 S O 55 1% PR % b e A AT IR AHNFY, 456 TCGA
F1 GEO %5 73 H LK CSCHRAE ZRAESE T PKMY T 7E Bt o s 3R IA & PKMY T [ Ris 5 BE A R HilE
FHIG, H PKMYTI i 3IA AR A 0 Wt 155 ke 7005 (0 BRS7 fa B TR 2R o o PKIMIY T 3 my o0 ) Ji e s 240
MOfsa5E . ER . 1RIBREST, IEREBEREEANIRIE TS FIN, PKMYTL 25 5% bty 40 it 8 30 R %, ek
PKMYTI J&, wJf#RRI G2/M FH#/EH . PKMYTI i@id ERK/MAPK il B e 3F s e i A AE R o 5K AR
PEEE[30 TR 60 1l £ s 5 1 2 2R A BC i 55 LA (BE BS IR > 5 om) DL & 104 491 £ 8 il A
(10 Jes 2H 28 % i 55 AHL SUR 3 0T) F JEAT S 4R A 43 T I 45 4 55 [ E 25 [F B R%(TCGA) o GTEx #1214
WP RIEFHAEL T PKMYT1 T &E 8RS A2 b ZRMERIE, JF PRMYTI Ml ERES &
B I TS 2 A B HVIRA O o 80 fE 40 M KT PKMYT1 35 REFHAS AKT/mTOR {5 5 i 2%
MFRIE, Redt— D & gn M RS e e I T Zhang %5 (31 i#id GEPIA (FE[HFRIA B Az B
AT TR k& PKMYTI £ GC HZURGHM R b )R BRAES . [N, R K % RNA (shRNA)
il PKMYT1 7E GC 4l i) R IE . SR 5 i RS NFIR I SR80 70 B PKMY T 4 GC 444
AT ARIFIEUESE T GC A4 PKMYT1 RIAE R, PKMYT1 £i& Y5 GC HE M5 2 1EAHK . PKMYTI
DUBR L EIG5R T A RE TR E] T GC A sE . TEARN, PKMYTI HIUTERIIHIAMR AR K. i — B0 HT
FW], PKMYTI Fi& 0@ 305 MAPK 15 58 GBS AN 21T N .
3. &E

£R ERriR, PKMYTI /£ R ZHMRALMAE N mERiE, REGRONeERKERN, PKMYTI
LT ERIE S M R R Fere IR A B HVIMRME. PKMYT1 AT U e 20 i A=
K, e EREE RN EENTE AR, HilAR PKMYTIL £ th s L] 5 KU A<,
WEFBON R, AMGRN . HETEXS PKMYTL (WF 7RI, AR IR S0 A TARR IR B IR H KA,
FEBNER S b AT . Fies . FLE . TSR B i A h RIUO R, HTRET T B
Xof RO IR T ORISR R A%, BEAE XS PKMYT1 ZEF AT IR AR IEREAIT 7T, AHAE 0 PKMYT1 %A
AR D RE P A B SR N BN, T PKMY T JE R A B2 RO 8 (0 JRa V6 77 4 A e PKMY T
B RIE SR 2 e T vh 3R SR k2D
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