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Research progress on the role of metabolic reprogramming in the progression and
treatment of cervical cancer
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HAFAE R A AR R A0 v A FIIRHE (P<0.01) Bk
Ff CDS™ T4l (P<0.01) , iX 86 H 3 5t 0 B VA T T IR X
R ZE . Ak, CHEN S5V ASIE 73 M T 15 A
EWE EHERITIT SRR, RIS IT 25
YIREANHIIR B (IC ) AR fE L B 3 TR A%, ELX % ia
7 AU . AR R G R 1 B H R, S S TN 3
T KBS OS IR SERETY , 06T B 3500 1) R VR I B Pl s
PRl A EE N E L.
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T A U 7= 0 e S50 I R L ek e g g fe ™ i
JiF Pt 4 B A 25 M9 A 1 (stearoyl-CoA desaturase 1,
SCD 1) BeMEAL I W7 B2 11 B, 5 22 P S 250 e 1 e
FHG . WANG 5" 5T £ B , SCD1 1E & i 4 21
Tk R I, 5 EE MR 5 BRI OS A X, SCDI
52 B KLF9 i 4 42 I 0% Akt/GSK3B 15 5 il i , 5
Me) B 3550 96 240 L ) 3 5 L A% R B EMT i 2, 1X —
IR T g I I D R A R SR B . IRERIA
SCD1 . i & HUm 1M ) EMT it 2. CD36 Rt
NG AR R Th e AT, 5 B TS 2 UM
KM, DENG Z67R FH G 4H 2300 2536000 1 133 4
B 20 2 2R 47 491 1 5 2 4H 2 H CD36 R IA K
L RBLE 2 20 2R CD36 A M2 ik R N 73.68%
(98/133) , i £ 1E 5 5 FLH 2L N A 19.15%(9/47)
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1 1(glucose transporter 1, GLUT1 )l GLUT4 2 [X] /]
3305 T S48 10 e T8 240 P %o ] 2 AR (%) B 5, A2k Pk 9 A
K, IEH LR, pS3 7] 51 HIF-1o [ B f# s p53 2%
T HIF-1o K P FF 07, HIF-1o £E B4 64 T i
TG TSRO R A g T 1 DS R S, R 3 T 4 R
HJ AT 30 LDHA 38 0 FLIR if AR Bl F Fe04h IR 8
N> 5 HPV [ 1% C-33A 4ii i A1 Lk , HPV FH % CaSki 4
Jfl HIF-1a. LDHA 4§ () % 15 il . H siRNA Ui 3R
HeLa 4f fii " HPV 18 4 5 (1) E6 A1 E7 Ji B i 2L X )5
LDHA F1 LDHB [ 583 . 3 T 1 , 3 2 5 1174 #E S 3L
[L74iY N N
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I} R 3 E7/Mye JE R (1) fili -, A 32 095 B 9 55 K Mye
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A KR R B . B AR R B MR N S
B B 2 BT Mye 3k 3Rk, AN A2 B HPV J 52 (A
WA 4518 . Ak, I8 K IR p53 The B $R A5 5
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44 5 A 2(IGF2BP2) 1 715 Mye F B A6 A7 s i 3k
B B0 I Y, M2 T - TR I R B (M2-pyruvate
kinase , PKIM2) J2& 4 S8 H i fit 1) Pl 3 1 , R i it 2 1k
i 96 35 [R] 2 3 R R (R JE B . PKMIT 2 b PKMI2 i
5T — Rl PKM R AL, A PKM2 S5 44 44 3
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Warburg 2 5 55— J7 0] AMP #< #6t [ 8% 13 i %
ek 5 BTG 107 R S PR T B 2 Tk A Bl A R A T 3
T, BE B A5 B N 5 51 A2 HeLa 210 it 45 R AR ThAE [ A5
514, WEN S5PI7E R AT 7 2000 1) 44 A B A 4 s 6
RIL, WLEREE 1 1b(myosin 1b, Myolb) it ik £ i 4s
R T A (1 AR B VR R AR SR 2% . IESEIE R
X ) Myo1b 3 i 0% ERK/HIF-10 38 #% [ e Ji7 4
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4.1 R E R T AR

I g 4 B AE I 1) Ao R R T A TR 2 1)
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c-Mye £iE B, FEAREA LM HIF-1a Rk E i,
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PRI 5 i 2l T P A, TR R YR 4 L 1% 5 260 7 5% X
HURH IR i B2, DARMEE AR RS, 38 FH 400 1) 7] 440
NG, 2 B R 2R AR PR A . c-Myc I8 A] il
i c-Myc/IDH1-AS1/IDH1-aKG/ROS/HIF-1a 15 5 i#
% 7 5 48 2% AF T T 4% HIF-1a0, AT 3435 Warburg 2%
RS HU S5P758 1 X O 2 B4 o5 2 R SR,
miR-145 81T 5 c-Myc 454 F i c-Myc FIR B> &
YU 20 0 ) AT SRR TR 3 T AT ) S e 4
HiT#. OIP5-AS1 24 S ML IncRNA , 3 1 0
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(1) Warburg R 5. , i3 1 {2 2F £ 290 g 40 M 3 5 5
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RS . FABPS 1E 48 A Ik B2 285 F6 % 11 2 S e 2
T RIA BRS040 B EMT R B 45 AR Ak
IR L5 #6751, B _E , FABPS {23t i i 1) 43 fid A
JE TR M3k B i, 78 R b, w8 KT 16 07 BR TG
NF-«B i % , 5 805 30 1)k B 45 % #% . SHANG
DI LA SRR, B 2 Ok O AR R A R
IncRNA A 55 1% R 1% - B R 5 11 1 2| FABPS (1) J5 3))
T b, B R A G gm AR, 2 A bk B A
. FASN A% iR I R AR 2 5 Il bk B2 4 3 R0
FASN — 7 TH ¥ I8 #5848 9% c-Sre/AKT/FAK 15 5 i
B B m A BT RS AR 2R e 05 o — Dy i, i@ i
W PDGF-AA/IGFBP3 75 5 ik B2 45 A2 il . FASN #11 il
7 C75 A 5 1 2% e 5 Mk LA 52
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TME 111 254 B2 T 20 B /1 3 00 B 82, 3 [ 00 ok 44 928
I AR LA G 2 i 52 5 18755 PD-L 1 B RRIA SR 5)
PR D BE o
5.1 AR E AN 485 25 M 69 %R

I7 A2 B U S5 1R IT AN A BRI T B TR
I R & A E SR I 9] S AR AE AR T T S I
B F AT 25, @ik 1 N4 % 5 DNA E i)
B AR LA, B0 DNA 453407 , 5 ¢ 5 350 9d 40 g
LB SR b8 200 Y e NGB i 247 2 Jf e ¥ o o T
B R Pk -

AR E 2 R AE VR I 24 Hh S AR . TR PR
(reactive oxygen species, ROS) J& 1E & A S AL 1 7=
W, B RL AT A BRI 28, (i gk i e 4
i T2, Warburg 24 M. fig By 1E 2 ki 44 7 £ i 2 1)
ROS , {5 fi 8 40 Jfg 3545 55 5 i ST B AL N EL RS BE /0, 2
bR R HEFERT . KK I ROS A e 4 B i 1 4K
R 2 AR 7 AR ) R O I e R MR e AL IR
% B2 (reduced nicotinamide adenine dinucleotide
phosphate, NADPH) K47 ROS 44 , /& 51 A2 M4
i 25 ZEHLHIY . YANG 25K B, miR-497 j& i Ik
/> Bt Vi e il 2 326 42 v 00 AR B RS . AT, 5
HeLa 4 Jfd A EE , miR-497 £ I B i 24 14 962 40 A o 1K
Rk PRARF AR Mg 220K 5, ROS ZE U i, it
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T 245 200 B 6T M 61 2 3 SR B . o — T /) & i i e
(non-small cell carcinoma, NSCLC) [ BT 701, £F = F
NSCLC T 25 2 il (A549 . H1299 A1 H460 28 ifg) rh
{58 FH 2 L A 00 o) 750 R WUER BB 5 R 9T, TH BR T SR A
LR TR 245 400 2 T P U P 222 S, BRI T T 2 4
35 7. AEMEYE T7 5 B3 DL ROS 35 Ik =, 8 F 4t
AL N- 20 2 B = R (NAC) 8 8% 7 AR 75 5 10
ROS (1738 i A0 2% R4 T i 1) 38 56k, 5200 1 40 J 11 4
AR, 1K — R I SRR T AR 1 4 72 42 B ROS 15
T B I AR AR A, BB AR 0 ) 550 11 4
AT LUK 5 AR B 24 5 i 7 — ot 1) Sk es

52 Rt ZHmALF 6 IR LT

AR 15 2 45 £ 5 50 TME , B 30 5 200 28 3 v R IA
PD-L1, H A 5 2 (1) PFS, N & S a7 88 m 7 5
Z NG . JEREE g AR A A X, EE U
G , W] — DAL B B R R VR TT
52.1  WWHIHRS B F0%

TME £ 5% Wi 6 28 200 M0 1) R 52 0 € R0 AR 4 22 4
T, T S50 G P2 A 7 A T 52 1 S DT A AER T Tt 92 440 e
(IR BR AL . TME /2 i MR 20 0« 98 RE 41 A 5 9%
ST B B 55 T 44T B 5 2 P T B A R ) A S P BB
Horp, S EAHE T 400 B 4SS, i1k
{140 T 24 6 3t 7™ A 240 o 247 FH L 3 1% A0 ek 88 40 i B
T OTUME 5T A B HA SR B s 4 i . TME
G 9% 20 B PRV U 5 T A5 S R TR B I R o I R
FAE R EIR, B S B 1 TME M HPIRES 5 A R
TG FHE
522 REEEFARZIET

WA 5 R & R T R B #2185 (protein arginine
methyltransferase 5, PRMTS) #& 55 Jif & 41 fifg 384 4 - 1=
PR B I S RS R, B 7R B kR IA
B AU AN f PRMTS, i T 4485 F H3R2 [0 AR
T H AR U 45 STAT 1 2 A 1) % 5%, 3t T B I PD-L1
(AT N T TME | CD4" T A1 CD8" T 48 ff (1 i1
gy VG, B T fE 3 0 B R S g s IR B, G 3 5
CDS8" T 4H i 73 W IFN-y . TNF-o £ kL s B I8¢ 17, 42
iE T 20 M B I Ath 6 925 200 it %k e 8 4 B 1 5% 5 e
PD-L 1" ik E2 45 25 B 4 v 1) 88 30 A3 B A L 1Y)
OS, ffi FH PD-L1 #7145 B P &2 T 40 A (¥ 470 i 89
TE M (A P PR £ B R Y 7R S N SRR Y
H, PRMTS 4100 1) 750 ] DAJsK 2) Jid 98 7D O /) AT B2
PRMTS #1155 CLE 22 Al AS [ 2 2 1 g A5 284 w5
FE e o e P 0 IR e AR B L B M o AR A
NSCLC # 4 5471 CHEN %55 % Bl , NAT10/ac4C/
FOXP1 J8 i 1 555 5 20 Jesh 241 Jf bt 1 i, 507 7L 1R 70 b
PR A 100, A% i 98 92 i Treg 41 A A4 G 725 10 1) 4 18 5

— SRR, (KFIENAT10 5% 7 PD-L1 #i#157) /1 5
(44 P R B R T R0 AR AR DG HE 5 Hir [R] PD-L1
HIHIFIE D9 5 S0 1 S B8 16 97 A B AR I PR S Hh 3t
—WKE.
53 KM ERAZF 69 LALETT

ORI I PR B TR T 2 B PRI 1 2
W, IR, PR VR FH IR AT OGE . ZH X
N 22 i AR 3 A2 Bl TR Tl e 240 i ) e RS, JE 2%
JibEg )4 K . TYSZKA-CZOCHARA Z5598F 58 K 30,
7 FRUUTCAT a1 5 T e g AR 2 SRR TG 1 1) 298 52 i
NADPH 45 %, S I J R 285 1t R 1 R 4 0 i e
FREME s 3 A0, — DU 3 40 1) ATP A7 A5 BR S A Bl 52
Wil I 7 PR B e TRDINE, = H XU 34 T LA BEL U vk 98
S L YT 0 )1 36, 5 TIMIE B 480 R 8 AT, 77 2 o 2 1)
U R G ZE AR B B AR 0 BT IR T i
JE M2 BA T T .

6 % &

AR 22 R R 1 ASFARENE AR X & 2
MR o ARS8 7 AU 5 2 R X 5 2 1
HPV & Ge TG R R A K e R 28 5 e R IS
R R T A IR OB BT A 3 IR i 24 L X
92k (A R M TME 32 17 HH B 0D S e ] L ek A 41
77 = FFOSOIIORE 2 3 v 7 R BIR . BB F 7
BRI PR 1328 Y D0 1 48 17 AQ U 2 W R K VR 9T
J7i e RORIE 2 B4 2R, AU G AR AT K 1 0
TAE SR A SRR AL B AR T B AT DR T RO
TR 735 350 B2 WU AE A B 7042 7T LR E 1Y
F— PARAT IS AP R SR . AR, R A
RGBT VRS A O T Wk TRt e, (ELE I PR N
DYSRIEE =, T ZEAE W R HI R 259 1) 22 4V AAT 2otk
BEAT S P I TT, R S b T R R S 2 i i
AL AN S R 40 A oK. i T B S
S, T B SRR AR B S0 I AE DG R AR
2 7R e i Pk R JE R T 8 AR A S IR N A
WX E SR 2 a7 LS A R .
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