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KIF14 =T IR R 7E S ke Koz =i R A 25 a9 E
Epigenetic role of KIF14 in cervical cancer and pan-cancer progression and
chemoresistance

BRI R EABLEETEFEH(N.BEAKRFHEMNBER @BA, 7% AT 530000;2. LA 4
RAERE, ;% A& 536000:3. 7B EAKF W EMNE ERR #57A, S ® &7 530000)

[ ZFE] BERRLE5%FERRT R E LA E AR 2 58U R R i 24, xR TS & & T BBk J53)
B A S 14 (KIF14) 76 22 R oh i 3258, S R O 0 1R 28 TR AN 25 . 2 S v e #8341 KIF 14 42 3k PISK/AK T 38
PR R AL T 5 12 30E p21-S 146 37 SR ER 1h  p2 1 35 TL I (PAKO) AN 22 24 JF 5 AL 2R 1 B (MAPKO 25 545 5 BAX A T IS 240
# . DNA 1B E , NS 5 & S B A 25 . PI3K/AKT 8 B i B mEAILEE 4,5- —BERR 3-8 AL 7 3L a(PIK3CA) &
B U R R AR B R . — A SRR S YIRS RN 2 . BT 2 DNA 3% 97 1508 i PI3K AH ¢ B g
(PIKKD X1 i 51 ATM HT ATR {ig 2 p-KIFC1-S26 £ € HeLa 41l i KIF14 ZK % i 7t KIFC1 & R 0K , fil ok oo iR i 3 F1 SR & A
TRV 25/ BT . FRMEAL F YRR I FE R 3R %, KIF 14 RIA/KF 52 5 8 T X CpG A7 5 E 4k L8 (1 26 PR AL R U R
Z: AL 3A(KDM3A) « circRNA/IncRNA-miRNA-mRNA P 2% Fl m° A AZ 1 4% . 2534 KIF 14 1 4% F 2 WAL 772 g b 4R

FY B T 1 KIF 1406 55 308 89 5 1R 2% T i 24 S5 Sk A MDA R (4 YRR, DAl o 2008 A7 0 245 418 (RO ) T RE A
[RBEIA]  BNEhE A SRR A 145 T2 0 B 30 R AL ; SRAF LT 24

[hRE52S] R737.33;R730.23 [ScEfFmIRmE] A

GLOBCAN # 45 % 71~ , 36 it it 988 4 BR 3 % i 41
HpE B AL T, 2022 48 0 51 % 2018 4F 38 1 180
ERY LR PAPNE S FF A1) WY P S T b
7 R 2RI B8 2 d v 1) e VS M iR 22—, 2018
1F(569 847 i) % 2022 4 (661 021 1) 7 K 93 9135 41
i 38, 2022 5F K 9 2O A8 2 53 0 T & 6.8% Al
8.1%, CLRC A IR [P 2 42 TAEBRAR™M. mfa B ALk
J& 973 B Chigh-risk human papillomavirus, HR-HPV ) j&
Lo B 0 R0 I 2 EE R R, HPV DNA 73 B Al /2
B B0 O AT 52 W E 5 FCAESE A 1 (paired
box gene 1, PAX1) Al 3% #2 i [ff 4> + 3 (junctional
adhesion molecule 3, JAM3) i) FH AL BC & A 7E B
B 7> o 12 v CAGIESEL T HPV DNA 72 8, i
s dE HPV R84 5| 1) B 30 4r Rz )7 e R
LB A5 A5 1 A2 i 240 i 2 O £ 1) B ALK, mT e 2 5
I 9eE 240 P i 2 LA . BRB) A 2K B 14 (Kinesin
family member 14, KIF14) 7512 % 1 /& — M2 7 1
I, A SOR X KIF 14 5038 W08 % R 4% 75 5 2008 &
V2 9 B3k e R 2] v R FH R AT 2508

1 KIF14#EiAk

KIF14 % K A7 T 4% 4k 1932.1, 2 K3 & H 3
(kinesin family member 3, KIF3) 5 % ik 51 , J& KIF3E
WV 5% S, 41,45 KIF14A (KIFC1) Al KIF14B (KIFC2.
KIFC3.KIF25)". KIF3 Z i % 01 3& s 45 # 38 k 2 15
N A %y , {H KIF 14 18 3] 25 #4387 52 2k AR oy, HL N g L

[XEHS]  1007-385x(2025) 08-0888-08

455 GTP-fl 8 H fi i (0 JC Fr a5 # e, R 5
KBy PR a3 d AN R ST AT S0 € 1R KB e 7
Z 5oy 24, A0 B EE R A R P Ok
FAEHT KIF14 /E NI 0 R 2 7y 1 ik £ 2
ot e e RS AR g 1 P

2 KIF45Z5E

2.1 KIF14 /22 53 B 4 K b 0 & K B AR A
KEHEFCAE B, KIF14 & — iz e i 4 1, 78
ERER N 7N AN S R AN T S I
B S B R EM R RIE B, 2 S
TR A 2B I R gl KIF14 383 5 Rap 1 &%
43 ¥ (rap association with DIL domain, Radil) H #%{E
FH i 9 Ras #H 5% £& 4 1 (ras-association protein 1A,
Rapl A% E s Rapl A 2 5 4 i [8] & B 526 W 1 DA
YR AL O KR4l B B AT R R e, OF
il 2 H B B (Protein Kinase B, PKB, AKT) i #%
PR BE g B fp e G R AT IE B, KIF 14 2 9 241
MU BE R 28 VIE R SR A M AT A AR
i A0 KL 14 477 1) 298 ft J) 50 e 10 4 R A28 i il 0 o) BT -1
1B (cyclin-dependent kinase inhibitor 1B, p27**") &

[(EE£TB] bl mRHEHHRITE (No. dbRHS
202503601Y)

MEZBN] EFIHQ000—), L, Wit A, 1 EMNH
R IR FI A SEATT 5T

LREEE] R TR EE B R T 20

b
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B fige 5| S B 200 2 P S S A o B Ak KIF 14 W] RE 2
FfJRg T 245 (1) 23 1A &, R I KIF14 38 3 P& AR AKT 1
TR TR A T i 200 2 e 200 ) 24
2.2 KIF14 £ o9 R MR AR

FEUE AL 42 2 At 2y 8 A% 1 % DNA — 97
AN T 5 DR 3y e A A 18 s 35 DR 3R 0K 5 T 240 i 2B 4
AT, ALHE DNA AL AL B e e i 5 2
A4 i RNA (ncRNA) 1 % \RNA &1 452, KIF 14
VERIRSE 7> T3 Z W5, 525 51 [X 0 s g - o iR %
W4 (CpG) A7 i B 34k L 40 2 1A 26 T IR AL G L 3FOIR
RNA/K 4% 9F 4% 9 RNA- fil /v RNA- 5 fff RNA
(circRNA/IncRNA-miRNA-mRNA) [ 2& F1 m°A 1% i
W
22.1 CpG L& &

DNA H B4 3 2R 4 T CpG A7 i (27 80%) , 7E
KPR B R RIA e — ) T IR B
ST AL SRR 22 TR TR R A R A R 0 M
JHHes B e S L 45 B L B R A R 2
HA B R U ARE 2. LEHTINEN 256294}
2 7 DNA H B HRFAE T LUK 5 2500 A0 7 5 P4 e
AR . PAXT H 34k S AH O¢ Y R0 I /K ST 7E HPV
7. 2R A0 B 000 20 R P A A R R, R A A
A 5- 5 A -2 - il AA B O I TS PR R A ps3
(tumor protein p53, p53) S T Vi 11 24 o JE) A 25 40t
P B 1 Bl 7 1A (cyclin dependent kinase inhibitor
1A, P21 {5 538 % T~ i HPVEG 1] #01#i HeLa. Siha 1
C33A 4 IS 7E™". A HF 42 4.1 55 1 Xk DALL $it
P F JAM3 FE BE AX A I 7E B 3090 S 4R 0 A 8 AT
AP AR b TR A 5 R 2 S B R R O
A I o DX 3R S v R AL, T R 3L 2 R AR TE
R s R A Ay <5 s A0 o R ) 3 30 P T e
i A K2

H 37 KIF14 H 340 7 B 20008 H i/ DL AH SSHRIE 5
AELR 9 i B 40 W 987 T KIF 14 8 2% = % ik H KIF14 5
)1 X 38 TSS1500 [£) cg00754027 437 5 F Ak 7K 7 57
HE, A 1, HAN 2607 R BLTE &8 SR 4i e
KIF14 J& 3 F X 3 fIK B 3 fb/2E B s R s, =
THERIAULT %%} KIF14 J5 3§ X381 CpG Sk T
H AL 24T 5 5 AR KIF14 5 37 F 34k H2
JE g% P 2 v O S b KIF 14 3 2254 1 Yk AL
miRNA S5 H A A FE ML Bon BB R WRLEE . HATK
T KIF 14 H EAL A 78 R A 3E T )8 3l X3, i 56 T
KIF 14 35 R4 X 35 4 CpG A7 o5 B 40 1T 72 A WL AR
T8, 3X W] BB AR 7 EAR R I — A X3
222 HAEABM

MR e ZEiR A E A )\ Rk (H2AH2B.

H3H4)N w5 J8 485 i A [R5k 10 2 0 4k 2 &%
1 ZTBRAY T R A S5 T 00 [ 3R 3 S A AR IR AR
RIB R I T T AP FLIE AL S 00 g 0 45 i
Bt s, 2R 1 5 A5 0 1 s 35 TR 3 38 0 i 2
o 1 S I T 25 PR S VDA OC , H3 56 4 467 6 SRR
HOJEE b (H3K4meD) 155 27 A M & & & B 1k
(H3K27ac) i AL #4558 1 , H3K4me3 F1 H3K27ac 1% 1L
J& 57 , H3K79me2/3 Al H3K36me2/3 1 ik DNA #%
3%, H3K9me2/3 F1 H3K27me3 W1 i) i PRl e 1509,

KIF14 3 317 X %A B & ) H3K27me3 & 4 , il
Ik R s R 2 F L 6A (lysine demethylase 6A,
KDM6A/UTX) {2 #F H3K27me3 , #1#] KIF 14 A1 pAKT
AT GO/G1 20 g & A 0. UTX & — Pl sy 2248 1)
e FAQE N IR SN P R R NS R DR (IP ) e S
ELTE FURRIEE 7T 5 AR 5 29000 25 A% 3] e 35 2% A 5 Ji
Jed 37 $5F B 3 5% K7 (transcription factors, TF) 3£
ik, F e sE E FC, SECHLER 255 %% F)L It ST AR vh
#i = TR & W OJE L B 3A (lysine demethylase 6A,
KDM3A) 5 KIF14 [ % 5% Kl ETS1 % = P AFE H -
KDM3A 14t H3K9me1/2 25 F LAY , RS 25008 o4k 2L 45
R (P=0.03D M1 FIGO 43 (P = 0.007) &3 #H5%,
AR B U VR TT AN TS TR AR PR, B
1 KIF14 7] € % KDM3A-ETS1 [i]#% 1% , {5 75 B s
II6IE .

223 FHRERNAFEE

ncRNA 45 42 5 B Z R WL s 2 —,
5 miRNA . IncRNA . circRNA 1 PIWI & [ 41 H.1F ]
RNA (piRNA) %, ncRNA Fl1 412 (9 15 1 25 HoAh %
WAL AE AR ELIR Y, T8 R 4% (1) S 15 38 2 7E i 98
HORIEER©Y.

XU 2% Bl IncRNA PAXIP1-AS1 i i #4 5
ETS1 454 T KIF14 )3 8) 7 8 H s k(g 3k b 28 1
JE HH KIF14 2 ik o [A] 3% 38 1F LncMAP (http://bio-
bigdata.hrbmu.edu.cn/LncMAP/) 2 KIF 14 K ILTE &
F Gk DR 24 e R S S P R AR LE 152 NI E Y
IncRNA-TF-KIF14 mRNA i % # 4% , U1 IncRNA
UBXNS-TCF12-KIF14 (P = 2.34 x 10 #1 IncRNA
LINCO00116-NFYA-KIF14 (P = 3.32 x 10™) i {5 % 1%
AR A FEIRIES Y, miRNA 855 IncRNA 32 51| 57
% K3, miR-17-3p"”, miR-152"", miR-144-3p"**,
miR-154-5p“ % # i) 5 KIF14 3R1A . circRNA # il
i 55 g PE 4SS A miRNA &5 W 42 4 A, Il i e b
circ-0002727 @it 7% 4 14 45 & miR-144-3p 34 5% KIF 14
RKIE™,

2.2.4 RNA $%1f
Hal &R I T 170 2 Fl RNA 124 , N© F 386 i
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FR [ R R IR YT 4K, 2025, 32(8)

(N° methyladenosine modification, m°A) 1 5- B & fifg
T A2 5 L mRNA &4 77 30 H B A P, R
AR - WL S A 0] E 1 neRNA 2D 1L m*A &
I fE RNA FIEA AR 17 80% LA I, A% 0 g FH
¥ F2 i ¢ 55 I (methyltransferase-like, METTL) 3/14-
B BEYT R 1 AH G B I R R R RS B S S AL e
J 388 3 U T mRNA AR e M 45 2 R Rk, 78 Rk
AR R AR R B LA Y, B R B, KIF 14 4%
METTL14 i# i m°A &4 2E 4T 7 1 4% , KIF 14 7] fig
& mA BRI TE AR bR EA o
2.3 KIF14 2 /& w25 o 694 A

T 2 B R g 67 5 Nz — SRS Pt
iR 9T T I IR 85, KIF 14 4 i 24 A1 56 35 R mT LR
SAITIRTT 77 %, A R IR IR M i 245 B A e
TBIT T B AR B

KIF 14 3 #1382 JIH A e i 245 A0 DG L DR, 15 9
T 4 AR AR K D G g AR O 5 IR 3 i P AV
2410, SR, KIF 14 67 = B 14 FL e 5 78 Ath € 31845 1
i 245 14 38 VR S B 22 76 Al 2 160 TS 24 1 38
KIF 14 38 5 96 40 M % 22 7 1t 38 55 A2 B 2R AT 245 1)
M 245 14 LA SR Iz e, PE R A e L R O R
T T R B S R A E . &
SR KIF 14 7L 6 - B 2 0 BH S AH 5G9, (EL7E
1T B Py JE e o B ) KIF 14 7] LS s 40 254 7 25
JERMERY KIF14 3 15 A2 B0 R R AR Je P
SR 25 F0 PI3K/AKT fff 8 1k, 5t 35 AH DG , AKT #4611 7511
by 00 5 198 e B AS TR 2 L3R ARHIE 5,

3 KIF4EE MM aER REEMEEYFIT
FatLH

KIF14 £ 8 300 o e = 218>, KIF14 7E 4
WA 2253 24 o Ay 5 41 B R0 41 B 25 14038 B, ol T 4
1T ) SO0 o 0 T A R Y e g R
11 it 2 T 256 B 2 2 A I o A M B8 L 1R 2B
KIF 14 32 /K1 VS 3000 553 8 A A7 B R 93 A A7
W2 0 A O 2 B S0 AN R TS AR bR £
3.1 KIF14 %t '8 3 5% 4@ .38 74 69 %5 »t A AL H]

KIF14 38 i {2 3 PI3K/AKT i B 180 51 i p27 &
H B R B FRE 4N AR I 5 . ZHANG SR B, R
KIF 14 % 1A n] 401 75 29008 41 o 3 5E 3% ), nT ge A p27
K B A ek 2 8 e 2500 40 B R S R K .
P27 AL G1-S B OB 1A 5 R 5, 52 PI3K I8 #% 48
W 2RSS BRI G A Ras 18 545 5 . 455 2 40 J8
145 1 D1-Cdk4 & & Y06 5 p2 7 BE 8 E A B 1R 55
UM LE R 43 IR A B KPR ARST . p27 maRis il
1§ 4 B ST BEL 4 7E GO/G 1 1, BB 75 25 1 2 i 1 10

Jegs 2 e CBELIAT 76 GO HD AL 7 i 245 14 A fose R R W
FESTS ORI RT TR 18 KIF 14 33 2 1K 175 S 41 M i 24
RSP A 2 I, FRATTHEDN ] R A7 AE HoA KIF 14 5 S
25 RN BRE K T KIF 14 %6} P27 25 1 1 B 25 B » 5%
& KIF14 [ 40 i 5 5 247 B AE GL T AN 2 GO, 77
BB TR .
3.2 KIF14 3 '8 3 /% tafn iz & i 4% 69 %5 v B AL
KIF14 i@ e i p27 & E P& 115 Rap1 A-Radil
G R E OB AR 28 RS . ZHANG SR
I KIF 14 38 3 75 40 i N B g p27 2 1 189 9 40 i 7% )
TR ZE . 787U P ORI, KIF14 1 C ik
Yj Radil ) PDZ 45 #3845 & , 5248 Radil & 7 T
76 %% 8] | R #1 Radil 5 Rapl A #H HAEFH ,RaplA 5
41 e |) 6 B 52 A W08 RO E0E AKT 38 28 2 10 e
=, Rapl A-Radil 5 5 f& 5 47 76 — N e £~
ARAS R 240 i # 112 28 , KIF 14 /& Rap1A-Radil {5
S S GO AT R, 0 KIF14 3R0A8 5 8050 45 B
KA RL £ 4386 I, 51 3623 40 B3z 20 36 77 1 B AT
WD IRFERGER . R SR I, % KIF14 5
Wi HeLa 20 i 56 46 B8 25 1 € 1 &2 r 2400 . Ak,
KIF14 3@ 1$ 115 Rap1 A-Radil {5 514 S Fa & B 5 B 5
FENM RIS 5 E 8 R TR IHLH]

4 KIF14 7 5 S LB 25 h B0 {E R

4.1 EHFEmAR T A EuE

T ARG BT AT 2 5 S S0 BRI
BFB R AT 2 R AR 3 3 3 2Ry U7 3K,
WAL R B E IR I B AT BRYA T IN A HE
% BNV 52 R 8 O X AT 25 7 AR AR B U T 2
I, R A SRR BT | R B MG 2 R R L P AR
TR A I e AT AR 177 R, IR SR AT I T 24
BTSN 4= N AN u Ll R 2 S At R o
WA K.
411 EERZE

HE DR RAR R S AT T 24 F) S8 o R I AL
FiE 4,5- W I 3- T {14 7. % o(phosphatidylinositol-
4, 5-bisphosphate 3-kinase catalytic subunit alpha,
PIK3CA) 1 Jjf1J8 2 4 53 (tumor protein 53, TP53) /&
B R AL A I AL . PIK3CA B B M 41
ANEAZ B 3R AT VRN 254 5%, 38 1 0% PISK/AKT il
%, 1 p21 35 1L BB (p21-activated kinase, PAK) {#
p21-S146 oL i W R AL T 01 p211 23K JF i 22 28 i
% M B B B¥ (mitogen-activated protein kinase,
MAPK) J& i#% ; L i 41 i 5 1] 5 5 (CCNA1.CCNBI
CCNE) fie 13 40 fi J 40 33 Ji& s b 2 4 T2 K ik 2 B
BAX ik #1140 J 4 T ; 2 5 DNA #4718 .
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TP53 5% A A1 E 250988 4 i 50 i 245 A5 5 5 e sl 4
0 ) 132 R/ DNA A2 52/28 i I T2 4H 5¢ = BT IR 9T
JijiEE 51 62 ) DNA 4545 KBTI TR
412 BEZEERYE

JEE 38 T A RIA 8 7 B R 15 5 e 4 A
2R MBE YA KRR a R O B s R
11 2T 25 58] 1 4t (1) ATP 45 & Gk is B A PHi R
BB 1 205 S5 PR AI AT 2 2 8 1 (glucose
transporter 1, GLUT 1) 5& S At (50 20 il A (1 AR R4 &
IR RIgD , SO LN 2414
413 RHMEHE

Warburg R4 « 23 22 B i 53 i 15 00 < 5 2 446 i
I 12 (fatty acids, FAD 1 JH [ B (1) 55 55 G A2 968 20 il
AR B Y B2 110 B8 ELRRAE , AN iR 3 R A SR A5 1 T 24
FHIRI,

A SR~ 1 (hypoxia inducible factor-1, HIF-1)
I A GLUT SR i 20 A DT 1 5503 19 fig LA
RAtRe &, FE Y ILIR E IR T MR R 1 A 8 I
75 3 Bt A W R EG FH MI2 28 T 4 i 5 e 2 41
il T A 5 i 24 2 AL, CHENG R 1E
HIF-10 38 i3 b GLUT1 3 5 B #5020 1t 1 % i fit
o AR NEAU 25 PR i IR AZ IR G J A 32 g 3k
FVEMN 257 FA IE R BHEOE G & BR324 12045
T 0 I & e B/ ¥ 5% ¥ (AKT/Nuclear
Factor-kappa B, AKT/NF-«xB) Il % |1 ATP &5 & & %
Iz E DAYk A M AT 2588 R R IRE o LR 28
AR 245 5. 25 AH 5% ; FA #1882 H CD36 {2 2 AM R 1 FA
B, ATP- #7152 1 28 i I < JIE 107 P2 5 15 (fatty acid
synthase, FASND {2 i2F N Y5 14 FA Mk & ik, 75 5 2
W RIE Y O e Ak, FASN @ i i 1 B T 1) 2 A
AEEGS I 24517
414 RWNZHEERE

W 153 A L Gt 2 55 4 IR 245 3 2R ) R AL
il 4F7k RNA [ m°A &1 B Ja 72 0l B2/ 3 5 e
i 225 ML 5040, mCA B AT 15 22 kL R B K 3R,
fiE it Wnt/B-1Z 348 5 1 (Wnt/B-catenin) i 2 3% A p53
Z AN p53 I8 B, {21 DNA B E /S 512K
AT 25T 24 s RNA 25 FF LA i i 977 RS JRE G TG 2R
FI A m°A “reader” R 1% 3 FEA KT 2 mRNA 45 &
1 2 38 3T Warburg 08 F b 57 - [] J57 7% A0 A 5 20
JE YT i 2577 s METTL3 i3 3 55 m°A “reader” YTH
SERM SR 1 1Y o VRN 2 R E T, (R 2
I 4 . 1Y) Warburg RN 77,

2 DNA KPR AN 5 B SU@m 2. 2
Ko A5 A DNA 15497 15 5 8 1 45a S 25 R 5 3 X
e A B 22 B R/ 77 IR B 1 U 31 S TR

BN XA Y A R B 200 TS AT T R 2 DA DR

ncRNA i ¥ 2 F Rl i 2 5 29 4 . DNA
TAME S L b R - 18] 5T 4 o 5 4 - 48 6 00 R B 2 41
M FIRITHPL . H HUE H , miR-499a. miR-181a.
miR-6893 .miR-20a.miR-21.miR-25-3p FmiR-155 /5
ik M miR-138.miR-210. miR-744 . miR-214 #1 miR-
218 (K K 1k A F I H1 i 24 ; miR-20a miR-21 F miR-
375 R IE A FEAZ BN 25 s miR-181a =y K14 X miR-
4429 .miR-15a-3p Al miR-125a K & iE A ST Pt ;
miR-200 Fl miR-155 & K IE A 3 4P V6 J7 HLPT s miR-
130a-3p 1 % ik A F B & IR 7 # P77 IncRNA
AFAP1-AS1 8 it MAPK fil AKT {5 5 i B A2 2t
B S0 B T P A 2579, cireRNA 18 5 B B i
AT 25, T AR RNA- 8 20 i 3 A= i g8 J25 A Ccire-
myelocytomatosis, circ-MYC)/miR-577. circ-CDK17
Hl circ 0018289/miR-1294 & circ-CCNB1/miR-370-
3p B ) 08 R AE B S 0 e R PR B AR R
B 3 4 i Warburg RO, °] BEAE AT 5 200 i 245
RAEAEF
4.2 KIF14 £ 3 % ta fe st 25 ¥ 694 A

WANG %551 % B, KIF14 7 5 #ije A2 B 24540
(39/53 35 AU (37/5T IR FRiz) R HAG 3% %
5, [ REKIF14 B2 A5 5 200 S8 A2 I 245 (1) 21 22

Hela 40 il 75 /K FL 1A AL 1 5 KIFC1 &2 (A LA,
AN DNA #5455 97 1 51 /2 DNA & & 4% 0 Ji 572 PI3K
FER AW — L 5 S A B 40 L T 9KORE 28 4% /Rad3
#H 9% 85 [ (ataxia telangiectasia mutated/Rad3-related
protein, ATM/ATR) 7E KIFC1-S26 i s {2 #f KIFC1
FR AL (p-KIFC 1 Ty /> KIFC1 5 [ B& i , 12 335 4 i vp
KIFC1 R 27™ . Hela 41 il £ DNA $i 4% B35 T i ik
M a8 A% 4w FE I KIFC1 2 (1 /KSF , AT fidt 4 1
WA 2253 b 2 A 2257 2R A T AT PR
AR 2 R, b Ah , KIF 14 78 645 5 S0 /£ N
()37 9 w2 a3k i 24 3% AL R0 PI3K/AKT % IR 1k A
DRSSO 1 {5 45 d B H PIK3CA fE R B 3 H 58
AR R v 1 2R DR 2 — , 3 Ik A R 4 A R A
DNA #5518 B i85 SALITT iR 251,
4.3 A IR st 2 69 & 42 R KIF14 ¥e ) 6 77
aH A

G YR TT R v A 1) YA T R BEL BRI 4 RS 7R K
T BT IR 7 IR PU, BOR MR B R
DLIRAF VR 24, AR = AR R A 0%, BRA VR TT T DUE Ak
T 23167 AR LR SRAS PRI 24155 5 008
B IR0 R AT PR I 24 AN 25 A G RE R L R ) R R
ARSI AN W] 4> B, X LR 25 M KA TR
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F AT 24 00 AR 1 B R Y5 T O RE 55 . miR-145 38
IR MYC R DA B 200 40 i Warburg RS ,
DN b miRNA T 42 BEL T 25 S0008 240 Pt 5 77 ok s T g BEL
1 g 3 R T A 2

PI3K/AKT it ¥ & K R AR AE A T 5 200 i 24
RAEIRBEAE L, PI3K A 55 R 35 ) =] 4% PIK3CA 1]
8 B8R A X B0 )T AR A B PIBK ]
)36 3o 00 1) 2 PR B R LB B R Y SR A T
A5 S AN M A 22 4y 34 b S/G2 HARH i , B B 5 1
SRR

R AR KIF 14 38 38 40 1] PI3K/AKT % B 16 386 58 1
IR e R 41 e 1 AT BBURR A, A B0 R R
KIF14 {i¢ #F AKT fff B2 10 A1 55 A2 B it 2, DR At B 1)
KIF14 7] GE5E & B 20008 410 i A A0 ok, 40
FAIT 20 S B IR AT 24, FLi 24 2 75 52 KIF 14
I FIEFRTL . FVEAL B g P2 W 2 e
F AR AT 5 Rz —™, KIF14 ik 5% 3 £ Fi
TE 2R WL AL 1 1 52, B J5 37 CpG A7 i
SEALP 21 R 2 FOE LR KDMBA (A3 350, 5
T h W R 9k 1 miR-144-3p 25 B 7] KIF14 )
ncRNAM* I RNA m*A A, 38 1 38 W a8t 4% o g
VA5 KIF 14 323K 138 110 380 % B #9025 A 5Kk A AT B sk
o HArcA RS AL 2R T Mg a7, ik
FH A, 24 b P8 At A A 7 T 245 900 &5 L s 4 L o
BN ST (BB

5 N &

=R

JEAL T ST b JE 2 e AN F3Ja A R SR R 22
—, T HEMRIBT I E R, KIF141F 82
TP T T Bk, AR A S0 AR A R 2 BU R
R IR AR T OF 2 B 2 MOE U R AL
Gwfe, fEVFZ IR R & VAT 250 RSO KIF14
FABIKAEZ g vh AR A S LR IK K R A%
g A7 AT TR L 38X KIF 14 F0 g i 245 1)
FEOLRHEAT T BRIk, JCH A8 1 KIF14 X 5 2 1
FH AR 28 VIS T 24 45 W A A ) 2R R ) S i A 3
T P LA 25 B ML, 20 B KIF 14 45 D9 R WL i A% 5
G 2 10 70 0 AR U AL T T 2 RO T REME .
T SR S R R RS S MR P A R i
R SR DR 22—, DRI, i BN  B S50 f 24 2 B0 A
HE ST AR AR, XoF TRy TR A% 308 %% i 24 F F S 42
HHUE D HAS W RYT HUG TAER EE

(& £ xx #]
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