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Abstract

Cervical cancer is one of the common malignant tumors of the female reproductive system. Although
there have been certain advancements in early screening and preventive HPV vaccination, the inci-
dence and mortality rates of cervical cancer are still on the rise and showing a trend towards younger
patients. Paclitaxel and cisplatin are first-line chemotherapy drugs for the treatment of cervical can-
cer, but they are prone to chemotherapy resistance, which seriously affects the treatment effect and
prognosis of patients. Therefore, understanding the molecular mechanism of chemotherapy drug
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resistance reversal in cervical cancer is of great significance, with the aim of providing new clinical
treatment ideas for overcoming chemotherapy resistance in cervical cancer.
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1. 518

2022 F, EHUE(CC)MAEFREZ AR A, £ L VbR 50, 2 MR AESE T 1 5 DU Kt
B, mRFEON 50~55 &, HATEIERES, M HEh LR dr 2 a[1]. B IUE2EH HPV K.,
RPEINREART « MR EREEAT AL B FEAE 2 MR PEAR . VRO 3 A i T T e A 3 T 2 T 5
PRl 2R AR O S AR T T AR B AR [2] . ALgT A2 B 0 39U (cervical cancer, CC) IR &= i R I T
Jrids, AL 5 WA 6 TT B S0 — AT 254, WU e (P 8 5 U v T 7 v AT B RO A SR [3] 4],
XTGP GIY, HEZBEREAE — R LRI Fr B 25 WA RROSE, R R iR T oA e
DABe BEAR LTS bR e e MR AR R 7 (TSGR) K AR HPV S s, JREeof JHH S ThRE i 0, o5 e e 2l
g, MTFETHEMFUR, SRMAIME ST 2582 th U 254, BRARALY T Y7 2[5 BIF 98 T PR R 20
PRI 245 18 F) 22 AT A 42 38 AT e A7 29 BT 28, O B e I PRV T SR AL OB AE L L, B S
e SR AZE N AL ST T 2 LA F 7C 32k e JRe T 4508

2. EIZEEINEHRYE R HLH

SEAZERAE TS 4R 8 R e 250, B RE R e g M e R &R, HiZ
BN EREMES G, AR ERESGINE IR S, 8T R 4R A 73 20K 0 1
TR, BEARMENLACR S A fls R E, SIHI PO R TR ARk 5 IR H Thae, PHWrmA 2.
S, HIEREAEF T EMRARN, R ENLACRE TR RE NS IR 4R R A7 [6]. IS HUREIE BN 2, 240
JSARRE R AR 25, ST MR A A DNA SRS SR R (K A 1, oA RS 7> REAR P 8 40
(] DNA 73084, TR gk, SRR 44 DNA [IEHE ThRg, (HHARE 5K DNA 1S i K345,
7 MR AR T[]

3. FIZE 5 IREHAYTH Z5 4L

BERURAIT 4 R 2R 2 05 R R 2 AN 2 RS 5 E R EFE[8]. © ABC ¥
B @ W RENISCE:; @ S RNA KIFERE; @ ZREMAS S @BE a1 PISKIAKL (55
W%, Notch {5 5@ ; ® L% - 8767 1k (epithelial-mesenchymeal transition, EMT), ‘2B 25 1) &
A5 EMT REFERIEAHDG; © UM FE W AR T A 245 32 224 LR LA 7T : @ 9800 IR 1) 20 A P
R BEURAD . SR, SHEEANKRE: @ WINsZH DNA MiEE; @ WrgmkiE: @ bk
B - FREAGEMT) S © DNA HEE(L, microRNA B (120, i 4 ARAFAE R SR B A48 1)
Fik[9]. HANEFUEF RKIP (Raf Wl MHI & A tHFCAN PEBPL, BEAREL OGS & E A 1)IH 55w
(1 Jie 98 122 2847 N AR IR V6 7 [ i 245 744 DG [10].

DOI: 10.12677/acm.2025.15123392 162 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15123392
http://creativecommons.org/licenses/by/4.0/

FISKER 55

4. THE5HEERE 53 FHLH
4.1. Inc RNA F1 miRNA

ZWE R, KAEIE4ES RNA (long non-coding RNA, Inc RNA)Z & 2 117 i 24 it 4 1 42 [ 1
[11]1[12], Inc RNA Fl# S SE T-[13]. BWE[14]. BIET R st T N5 5 Ry 7 i 245
[15]. n6-FIFEMRTEF(MBA) MIELAET- it K A4S RNA (Inc RNA)S 5 & Mugit i K A TS, KAESMGD
RNANG- F 2 IR 1 (6-mfrincRNA) 5 5 /2 Tl & 250 7 J5 A6 7 SN T AR 0bs G0 [16] . JaoiE S Jeéfig 1k 47)
2 (Cancer susceptibility candidate 2, CASC2) = 5 321 7] LA FEAK B 200 4H M X e i i 247 [17]. CASC2 /&
— AR BEIERIY RNA, 7EIEATH 25 1 B U@ 40, IncRNA CASC2 5 PTEN (3K, 2 10 S 4t
A bR (R IR B AN 7K ) R 1 R EE ) 2 AEAH DG, 5 miR-21 (miR-21 wJ i 1 7 6 A I UL - 3-
(PIBK)/Ex Al B {55 iM%, (dtiRagn i, #slaupm e, Falfeir bR - AL, H5RE
TR AR 2B 1, HET A R TS A R) 24Uk, _E i IncRNA CASC2 A LLid it B 224014 miR-21. i PTEN.
T p-Akt EEAP-AKT HAWRES S EHENE A RIEHEM IS )R IE 5 = 2008 40 A4 11k
FHRUEYE. IncRNA CASC2 FJ LAME Y miR-21 584+ N RNA (ceRNA) I 11 PTEN 2k M T £ i It
FIT 24[18] . FBAEF /N RNA (MIRNA)RIA K2 SEULIT i 26t B E BN &K, S[19]1F 7T Kk
Bl STC2 B FNL {3 23K 1 LAER 4318 % miR-34b-3p 1L FRIAXT CC 4U MR 25t . 15 . ITRE AR 22 40
HIYER , SCRF miR-34b-3p 17y CC M M| X v (1A, A 98 & WIHE ] miR-34b-3p/STC2 a FN1 X} -
se ik CC R WAL T TR 245 B AT VETE MR T 7 L o ARSI FI A P SESGIE I , 1 1A miR-4739 ji i 41 [7] RHBDD2
v AR TR S L R AT 251 . tAl, RHBDD2 it iAW T miR-4739 BY%t HelLa/DDP #Hiffl
FR i 24540 5% 2 A (P-gP Al MRP1) L K 24 1) caspase-3 Fil E-cadherin ik HI5MT, &1 miR-4739 wJ DLl it
P75 CC 4mfif i) RHBDD?2 i¥i %% DDP fiif 25 1%:[20] «

WP R BNIZ R4 MR (B 15 (USP15)/2 miR-100 FUEIE (12—, B S 40 B 7E S e v o
#ik miR-100, miR-100 /& USP15 FifFIRIGHIEHER 2, #Em USP15 ¥ miR-100 #2175 T 1 & 3
i EAZ IR 29[ 21]

42. 1L

BIF 9 R AR AE T A2 g v B4R A2 2% 00 HAR T 3R B3 10, 8 i R A v B (R e R A, 8k
FETAE B S I 25 PR A B . BRAETAE 2 B (1 R R B EAE R, AR BRI IRES
M, AR, BRACE, R R E BN = AEE, AW, LRSS RR A [22].
BRAUT R —ANE N R, T TR0 4 42 O B L[ 23] Jep 40 B O B BT FE ARk, AT TR — Rt
BRIFE At T Ty 2 [24] . B FU 3R B S B AT 25 M0IEA RT A S| B0 4 M ) 2k FE T2 [25], @i S
FUT 7 AR JERE IS0 iR AH G Wk 4 I B2 i ek AT 24 0 (0 RO, 3 T 2k 384 001 4% e 40 ) 00
[26]. HIT 25005 RERBE T 7= A 1) 8 hE SR8 —HEXU T8, — J7 TR HE T 40 M 52 453 7 A= 98 R m LAFHI 1] e
o A K R B T AT 29U 5 — U THT SORE S (R b (1 R AR [27] 6 KA M — Fh R AR
BEFEATEY, WK B T8, nl e #if% B+ E2 #HCHF 2 (nuclear factor E2-related factor 2,
Nrf2)/ 21 & % & -1 (heme oxygenase-1, HO-1)15 53 4 L A i 5 2030 1) Hela 434 5E, %S4
BRAETI[28]. He8ki B 2 M4 (TFRC) 2 4 M Bk W 0 78 v T BBk Bk s Be 1, JLAE MR R AE AR e ik
R RIFERAE T, TFRC fEH 3 Rk B, 2 EETEMfER . SLCTAALL, ACSL4 5 5 3k k
FET- B PIMR[29]. FHIBCRER e — R rh (R SR P 7, FLrTil i (21 ACSLA ik s S ERAET:, HET
1) B 5000 20 ) A K AN . R RNACIrcEPSTIL i 53 5 miR-375. miR409-3p #1 miR-515-5p #H H.AE
FIRE SLCTALL Rk, AT I8 i 4 1) 8% A0 T SR (2 a3 ' 2008 4t 184 5 [29] - TH[30]55 A FRIHIT 56 < I 4 )
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JAK2/STATS3 Ji % 1 55 1 NRUEAITRS 245 20 M PR A0 T 200 Jo) S 2 1 MRS g 081 771 2A (CDKIN2A) W] it
T JAK2/STAT3 i I 15 AT 24 . 23 Bt H IO EAmE 4 (GPX4) TRk iIE 5 w] 4011l J62 240 i o k4
T2, J#id RSL3 ] GPX4 FT AR SR IGEATE 1 P9 A1 RIpises /R, GPXA AE Ay 5[5 I -0 ot 240 ffd v 1140 B 48
T2, JBUEH R F Al GPX4 H T4 5 [31] . #E ) BRAE T I IF ST B nT N FRATT I PRVE IT 5 2008 £ (1
FIZTT B .

4.3. YHpaE M

YA E e — PR TSR T T A, VA B R B AR R N S IR A L B DUR BIRRAS, AR
T EVF 22 HE r RS 0 e e R B bR ) XA FH[32] o RS 4 o = B R AR (A ] 1 FR), S
Tl K M A W AN AEAB A 5 1 1 W [33] o A 3% B 5 W e ek 8 7 40 A R e 29008 40 = 2 i 2
PR, ) B R 25 A M R, SESRARTT AT RG  T AR EL R A TR SR AL SR E A E R R
e VAT B S0 SR A A T AT T HE S5 [32] o ARHI £ R A AR LI, 76 ORI 4u i 385 . R T AT
B S 2 A DR RYEAE R, 15 2 Pl i i A R R # rp B B A HIE L - ARHI 25 H
WA DS LN, ARHI nl @ 4] AKUmTOR {5 5@ ) 75 =0 i3t SA2 M 24 ' 20098 41 e 0 5 T
EIWE, MG N FE0 R AZ B () BRI [34] . TE— @ FRIE T, 2990775 5 I 40 M 1 Wik BB 3T iy 24 40 i AR 0 024
S, (EHEYE M 20 . 0 s Y [35] SRR R I Y MR 55 S v B i PISK/IAKT/MDM2 @ #% 4l
il 'S 0 HeLa 4HARIIG TS SN T 03 Py B A A K K732 4k 2 (VEGFR-2) 41l 771 2 5 4F Jé (so-
rafenib) AJ iE I HH B30 Hela 20 M 1039 5 15 5 111 W FRARC 20 308 40 M it 245 £ [36] . Wb AR 3 A 2
Ak 2 (EPHA)E B 3 h B E T RIE, W7 RPL EPHA2 K (EPHA2-KD) S8 2k ki i fl &4 5, 2RkL
WRFAR, 2Rk F AN E BRI /D . EPHA2-KD FIZ2 BRI 16T 5236 3 00 7 200 B 0 MOUE 175 5 1 40 M 75 1 1) A
JEME, T RRER B BRI VA T R ) EPHAR S I T LIRS 72 . R 2 2 I R S5 A R
PE, $RA A BB TT RIS R IR T 25 [37] (LI 1),

4.4. Notch (SSiE &

Notch {5 5 iE 2 —Fpdhfb ELR5F &R, 1 2 ML IE T K 4R, fEMEa s
AR R A4 ] 70 XA FH [38] - BF 72 3% B Noteh 15 538 % 51 B 2 5 B S0 A0 97 24910 58 42 Bt 24 1 i A2 1 [39]
b R - TR S A (EMT) [ 0G5 RE T 40 B A TR 24 14 2 18] 2 IE AR 5%, Notchl 15 5 R T LA EMT i
T2, 1860 B 5096 4 M ) 48 A2 B 1R UKL [ 16] [40] o BIFFTAEA, A p-43 WA B4 41 77 (DAPT) #1141 Notch 135
S, R SR R IR B ) RS [16] . DR AR Notehl {55, B -2 i B0 55 (DAPT) VAT
B, ATRRARAIT A 2, R IT AR YT RCR

4.5. KAT6B, CD200-CD200R A FBN1

KAT6B, X 4 M40 A I £ ¥8 85 A AH 52 K T (monocytic leukemia zinc finger proteinrelated factor,
MORF), Li Z5i#idseit & 3l KAT6B i AMPKa-AKT-mTOR 15 5@ M i B SUm b, T8, 7
ZEEAEH[41]. miR-487b ¥ s & KAT6B, #E[A)45A KAT6B M % & 2 41 J 35 5H . miR-487b 3K
1555 550 A0 ST RS EE, miR-487b IR A 2 (R it B S AN MK G 5, AT RIS 1B S50 4 X AL
7L BUBR T [42] . $0H] KAT6B JE[RIZRIA B &5 miR-487b Rik, H AR ITHE S . R [43]11
WF 70 R B0 #0423 b CD200 FI4L 2R & M K (CTSK)[F) 221k 2 % F#1K, CD200-CD200R i i CTSK
I3 p65 NF-rcB I8 2% 52 i) =5 250 2 Jf xof g B sl S8 A2 B PRIk, DM 300 s oAt 7 — AN AT RER S e vh
I HE SR & SRS o TR[A4] IR S0 R IR 4T 4 25 -1 (FBNL)UTER I #E 1 4R Py 54 B 4iifg A7 1 (EBFL)id &
L% CC At b = Ut PR E ], EBFL i@ 0 FBNL # skt CC 241 M itk S Rusk o

DOI: 10.12677/acm.2025.15123392 164 I IR 2= =23t e


https://doi.org/10.12677/acm.2025.15123392

FISKER 55

Macroautophagy Mitophagy

AMPK  ——1 mTORC1

e

[ atGiaL | Uk 1/2

| Becin1 Vps3a FIP200  ATG13
Vpsis ATG101

Ciass Il PI3K complex ULK complex

LC3-1l

LC3-1l

ATGS-ATGIZATGI6L  LCA-PE (LC3-I) Lea

o L]
ATG16L ATG3
t fc W o o NN

ATGS-ATG12 2 f
Lcad e

e 1 arcs
ATG12  ATGS LCc3 o Autoph
el ki e o
Chaperone-mediated Autophagy (CMA) ) @"
Lo o :
R
— [ —]
e s
I -~ o e
(] 3 = >
<D * ¢
[KFERQ HSCT0 : A - =
N Sy — o . Z

Chaperone complex

Lysosome

Figure 1. llustration of different autophagy pathways in cancer cells. Macroautophagy is a common autophagy pathway,
mitophagy is a specific autophagy that acts on mitochondria, and chaperone-mediated autophagy is a selective autophagy with
a unique mechanism. Black arrows indicate autophagy pathways, and red arrows indicate autophagy signaling pathways [10]
1. EfRREERE P AR EREE. KERSELNBERIERR, LABRE—MFREEN, /ER TR,
FHENSHERE—MHEAMFINFINEEMEERE. BRFLERT BRER. LaFLERNEBEESIEEK[10]

4.6. PD-1/PD-L1

TE iR 1 G e B 3 ok A R 200 Bt 5 T () R 14 SE T B AR -1 (programmed death-1 ligand, PD-L1) 5
16 T 400 _E Rk AR R A0 T 52441 (programmed death-1receptor, PD-1)454, 4046 7 T 20 i (1470 frbosg %
PE£[45]. PD-1/PD-L1 #ifi 7 l i@ it #0] PD-1/PD-L1 {5 5@, fA bk MR i s ML S R SR04, 3%
TEHRPERGE, ML BERR IR A0 K 1E HI[46]. W70 KL PD-1/PD-L1 {5 5@ 2 5 B S AT T 25,
fd F PD-1/PD-L1 17734 I7 7] FAR B S0 i 245 L [47], AT A BR A, APt PR R, Bgs
ERELB15E PD-1/PD-L1 #IHIFRITE R Y7 5 S0 i AR EE HR 35 R i 28R, i — Dt 5T V74 8 PD-1/PD-
L1 #0 i 77) A e PR B 300 VA T $R AR A 2 9T U7 € [48] . GPER [ R G15 @ i i Y
GPER/PIBK/AKT/PD-L1 {5 Sl B EAE T, Il FIEIG YT 5 300 B BT S ey 7% [49].

4.7. P-HEER

P-¥# 2 11 (P-gp, ABCB1, MDR1)s& —Ff 1 2 24 254K B2 1 1 (MDRL)Z 5 (¥185 REEE B2 11, R MBA 0
WRPERBRE e IE R R4, AT E0E0 L P9 25 DI RE /b, IBURA 2% K PR 2R T E 0k o8 4 R M
PR 25[50] [51]. FEE VRS P-gp 2 maRIL, HIEAEM T Hela 40/, P-gp #&i& LM, JHIES
HelLa #Hf0)A T-RE 0085, RIS TR 245 L] P-gp BOEYE, ATCLIR/25%51HE, 54N
W 2R FEME AT RE, TR AT 259 )7 2. Biln 82 (18 C (PKC) i 51 2 T AU 3 (STS) T
i PG P-gp RIS I E SR A Hela 3958 5128 RE /1, 1m0 B SUB AT EAZBE AU 251 [52] . 1t
A1 R AT 2 R0 P-gp SN E S T, WERLIEOR . IRBLSA L AR S . AR I LEZY
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YHEIRPR ] FR A SRR, a Al E BOR. 2903 122 R tEAEESS . XI[S3]IIE LRItk &4 5a
FUAfU AR O F 25 10 5 S0 0f EF AR TS 2478, T R] e 55 LA B A0 P-HE 2 1 (P-gp) i ME A 5% . AT 4K
St BT P-gp SR, DU 2 B SR T IR 2

4.8. FOXM1 #1 FOXP2

T [54] IR TR I XSk & B 1 ML (FOXML) R 55 S I i 2 B i (T T K) 5 988 A 245 ) BBURR 4 25 D) AH 5K
FOXML 75 TTK F52 0 B A2 BEAE B 250 o 19T 3. FOXP2 (XGKAE P2 JEIH) TE MR I R A= k&
K 5 24 1 v 35 R 3 B T MR . FOXP2 {81k & o-MET (P4 A= K8 724 Fis 55
B AP AR R 25 VR R 5%, R[S5]HIAIT 75 K B FOXP2/c-MET 15 Sl ml B8 By CC IIREAT 25 (1 — S #r G
JTHE R, FOXP2 T 1 #E R 730 = U A & c-MET [W36IE, J@idxt c-MET [ 5 4% B AR 2 2
ST %o DB (R 251 . FOXP2. 1923 18 o 2 189 ik 5 30008 440 PR 5o I BT ARy UK 1« H T IR TE 96 T FOXP2 3R
T PRI 7 A s 77 i) 2 A8 H

LE LT, EHUEAGTT 23R (0 2 LR R 2 A Z IR, A4S Inc RNA B miRNA
Ak, FRIAERIET . AN N, R S E R, TSR A, ) P-gp v ML in FOXP2 &
ko IXEEHLHIA BOCEC. AH TN, FRFER R T B SR AT 2 M A Y L e 2 . b AR S
£ (0 ik R [ o2 BB JI 532 25 1A (glycolipid transfer protein, GLTP)AJ & ik Tl £ 2500 i o Al S s 1697
RORIAR E[12] o 3 — DR EV TGRS S0 A7 SR 4L 2 BRI at . B Al iE AR T 32 M 5 20 1k
IT 25 BUBA: () 75 SR A ok, (EL 25D A R I AR A — Mg K il
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