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Abstract

Cervical cancer has the fourth highest incidence and mortality rate in the world for malignant tu-
mors. The main treatment methods of cervical cancer include surgery and chemoradiotherapy,
and although advanced and recurrent patients use chemotherapy-based individualized treatment,
the treatment effect is limited, and the disease deteriorates rapidly and dies. The combined use of

SCESIH: W, AN, PUILAE A R T R AN SR T B R B I PR T ). I R R A B E, 2023, 13(3):
3889-3894. DOI: 10.12677/acm.2023.133557


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.133557
https://doi.org/10.12677/acm.2023.133557
https://www.hanspub.org/

W,

2R

antiangiogenic agents can prevent tumor progression, improve the survival of patients, and pro-
vide new ideas for the treatment of advanced and recurrent cervical cancer. This article reviews
the mechanism of action of antiangiogenic agents on cervical cancer and the progress of related
clinical trials.
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1. 5|8

BB VAR WA RREE R, 2020 FEIRIEE HUE TR GIZA 11 73, FETRGIN 6
Ji[1], UGS PG UE, o kR BOE 2R 2 — (2] REFERR . A, T
A AR, FEZ XS &R E . S HPV BT wT, BIRIRTHIG RIS R, S8 3 H T4 R K
B S0 AR NEA R R AT R R I R RAE S, BT RRE R 45 %, B RS RE 3]
BB I PRSI BT R SR T T BORBTIL L, 0 IR S A S0 T R AN
M, 5 EAEAFRMNL 5%~15% [4]. UTEE, BEEPENGESORKERE, I8 R LR RN, B3
T8 R P TS YT A FE A _EoIn A O A8 A R AR RIT 58 SO BT 1 o A STt ML 26 BRI FE G SR 52 A 1
Ftgees HH BT T REREAT £50A

2. PhiERYIN B AR I A R TT BT T 1

iR 0L/ )BT A 22 AR M IR AR A R B A, R I R I R B, N AR TS
FH L MAERELLF . A MR ZEEL. EEME 2SS, SRR BRI SR, e 4i i
P T MIIRBER D, LA IR R SE I TS« SRR T JC SRR RGN, D i A IR 1 8 IR FE i[5
7 B 0L/ ) 25 L BELAS S s B AN o3 A )RR 2H 00 TS o 2 PO RRURRAR B, T T80T RT3 2B I T i
SR SRR AL, SUEBCGITIRI6], MR H0T 5 M AR B ORI VER IR, T R
AR

P g Ifn 87 A= i B LB N B2 2B 4 Rl 7 (vascular endothelial growth factor, VEGF). B i 45 441 g 2B 4 A
AL ANARATT AR AR A DR 5 2 B AL TR 1 RO BE S SR, Herh VEGF A& 7R R N /i 3 U8 7 A 1) SR B
KR, BE L2 MY RN AR 7. VEGF Kt A4 VEGF A-F M /E KK 7, il VEGF
GG ST T BRI R P R AR, AR BRI s G R O, K RSB
7], SUKMIEEF, VEGF i&BA MR B 5 852 Diae8], (Lt iR ik

(B S R AR R R RE R, a2 B N LK JR i 55 (humanpapilloma virus, HPV) FE2EGYE f O%
BMZEER9], BURALR HPV [ E6. E7 & A EHIRESE A p53 A pRb (YRS, A IEH M TR 7326, 41
MR IR, IR G E s, (e fl B SR K AE[10]. BBk, Bl iR e HIFla FRikREJI[11], LEif
VEGF 3k, (el s A<, EMRRLIE AR VEGF BRI, /e 8t N b 2w = 4
RA&[12], XEY] VEGF 785 S L KGRI R h P B M 0, S A BT S S iR 7 1R (it
T Z B PULE AR R A0 A S A SR, R S P Ak, S R R A, R
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Wi, 2T

R E T IEEN, EZE AT, RERMRRENM.
3. ETEMTNESERAY
3.1. VEGF $Ji5

DR E —Ft VEGF BB S 25, 18 &2k 1 1455 VEGF, KSHfiBLET VEGFR %0,
e AT e g L P A AR5 RE [ 13], A g L AR B S — O T, el U B IE I, AT 2 5 Bk
IR AR P BN SR FE[14], DUMIREAE R T G 5 3 40, DUARER B HUmE R T S RS,
RN R DIRE[15]. VN E AN RBRACAER 6] MUE AL 25, H ATt i ia RaEA 2, A4 i Ak
BEAE/NAR M i L ORI . LRPEONEVE . MR AME B SR AE(16]. /£ GOG-240 SR 17INEHS
B R E S B, WA T AYGTT, A DR, DR BT A T B 1 A
A 17 #(overall survival, OS) 4 16.8 ™~ H, Ttk 4 7 (progression-free survival, PFS) 5 8.2 M H, i3
N 48.0%, P T ERAbT B, UESE T DURERPUIE B B0 LR AR R A RRAER . A DAk
BhEMAT RIS GBS LR HifL. fRZE. R, mORSEREREN, B s, 15
ARG AR N 32 31— € BR#I[18].

3.2. PIRMEZE0 m I B A R

AN A R AR, RO, SERIE B AT IR 08 B 00 35 P R ) B S, B ] B A
TERT 12 AR/ i 25 e . Bl N VEGF K2R RikRe /1, $R A
LN LR, FR TP VEGF-C [ T @R, S FEARRIRA AT, PR T A
(AR 19] [20]; FOHIE T OCEEEE AL, 5 MR A0 M 00 JR T s, (R R s R 2R AR 21, @
T 2 B A R B AR K AR 2 Ak, BRETBOT BAA T EER[22], HY SR TBUR Z % R K . RS
O T M AR /N0 B il — 2R a7 bR ik 24, BEERTSCIESE, (R4, B, FUE. INEE.
N R RSB R [23] [24], BRAWIT BT R T8 — 4T, 75 B S0 R I R AP PR IT 3. 18
BB TR T VR YT R e 00 ORI T P25, WL SR AL JRLEE IR IR YR YT B AR 81.8% A
BRI A 380 18.2%, X HEZH 7353l 9 45.5%42.4%; BT 2 4 J5 , WA AL 1 AR A7 26(84.8% vs 78.8%).
2 FEAAFE(69.7% vs 42.4%), BT XTHRA, $oRBUITICE BERT AR EIRT, KILAEFH, &
REONRERIF BB DI s, RO RN RN . 55— UL B 70t IE SE G A U AE B S A R & 1
T RUR, et Ry, R T 5 BEEA A ORR N 67.7%, #ii #4Hl % (disease control rate, DCR)
iKF) 83.9%, MR R HESRO . R Bk I E SR BN [26].

3.3. S {RER SRS R

Bl 1 5 JE A T 10 AR FC) P S s T Bl 400 461 77)(Tyrosine kinase inhibitors, TKIs), #5420 VEGFR-2 )45
HALA BEA TR 2T, AT SO R 4 M6 22 R 2 21 27, SR AT IR R . BT
W8 JE I T 7 1 01 15 9 S RO LA 6 AR CLRA A28, 7ETiseE . FLIRE . JTe S5l P S R 483K 45 80 56 i 2R
3R 28[29], 78 CIF RIS ST 70 Bon — E IR PR R « 76 T, X1 IVB 35 2 B,
1 ARBAT i 5 JE 1Bk & AR TT 1) B3 R 2 PES AR Az OS K, ORR B, Son i RAFIIPUMBEEN . S5
RN RN, GO R . L ROk 2%, B BR A & AR R, (BT B SR A I R E L
At T B AR TT A EIVEFI[30]. 7 FE R 7 A[31], NP2 E S FE BE AT RUTIRT, K
U6 4 F B R H I BT A JE, SZIRZH ) ORR (70.0%) B 5 i T X IR 4H.(43.3%), HSZIRHME AR &
ML B R AR 2R i, AE YRR EAAR OV YT 5, o019 21 B 22 .
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W,

2R

PHH AR A& —Fh R AP TKL, 158 S 835 VEGFR1-3 X T-4UE K F(stem cell factor, c-KIT), EAH
JZ PR Y . PSR I T . HRT A P S RIS B B2 e R g e S T
AT TE, 5T 5 S0 IT T R BB A BR[32]. Symonds [33]JFERIBENLA G RIGH, B gty
BB + FHT 5 %, JRRENL DR R R s v s SR AR R YT, MRS oM T Hh e A va T LA TR K
1) PFS (8.1 ™ H vs 6.7 ™ H), HESZ P Amiay7 1 EE 2K VEGFR-2 WRFERFAK, 1 22 BRI 4 i
¥ VEGFR-2 W JE Thiay, Hom 703 JE A7l J g s 4 K, e i th sl 8k B i A — 5 P Uk «
R R I 75 AR e P A 20 PR D S A RIS PR R A e B R 3 o, AV b JB A e 2R S B R P
ST 3R 28 AU o

MR B () 22 N8 5 4135 VEGFR. PDGFR Ml o-KIT, 2 Mo 0B (0167 25, eI, SR
DA K 5 S R P R [ 34196 9T i R I tH — i 7 8. FEMLER AL e Xt TVB M. FrEiEiiE K
B BT AT AU 35, MR B 2 A RCR AL TR A JE4(19% vs 9%), OS IR TH(50.7
J vs 37 B, I EIR AN R BEIETE, (HEEAHR R AR ZEAK, w] T e X A R
I A BT R, AN R AT A2

FPIEE e 2K BRI TKI 254, W43 M| VEGFR, J8/0 g e A= k. H AT 2 SR v B 40 s
IVRTT Zi0[36]. Mackay %5 [37]10F 70 52 2 50 FH &7 JE B e 2R AL PFS 2 3.5 N A, BB T 4
B PFS N 7.4 AN H, AR 26.3%H1EF I REE LR, RUETE B JEBEG ST X M & S0 A — 2 12
B, R T RO, BRRIE B

25 B e AR R E W R 0 IRBE R 259, F S U T AR A DG 1 2 AR S I, 3G MR SR e AR
PRI, A5 SR AL B R I 1 5 400 b 4 M 30 B R L RS AR DG HE /5, 0 FGFR, AT ek 22 i
JERIE[38], SEIUMREINHIVER . 2% B e AR It [39] S B 2H A PRJR (401 A I R B FH AR RARI T 3K
BT R I B e B B T T W . AE — TR T2 B SR B B S R, AR T B — T
WITECG 2D B Je i IT A B A AR AR IR o, H3sz 2 B8 JR 1R T I R 38 Ui 8 2 B KCSP BEAIG (41 ] JEA25%
[42]WF FTUESE 2 D B e B IT IR YT 5, MR E 2 S5 A A ANVUR B BT, HASREAR R
JOLFR) A e, BRI R 2t R I ACRE IR G A T o2 o AL P [43], %% & JBBCA )T R (W 4 PFS
TR 8.5 N H vs 4.0 M), IERILH T 535 1 DCR %2 7(93.33% vs 40%), K2 HHIA B N,
HILIAS BB A I FFIZ Ay, AARBL T 89 R A R 3R 2 B2 (AN R R

4. GIEMRE

B IR AR AR 2 R R BN AR, RO E S B TS R TG TR IR
JIRERAA RN AR, B AN S S0 UG 2, V52X DLSC A PR 1) e LI A A R F)
FEVRYT IR MR RN 5 2 b Je s — € I LR T 2%, A S RO I R R R A RO 56 IR AL
YRR 4 A Skia HY T8 308 (IR PRIG YT (5038 20 LA 49 ) 750 44 AL A1) A0 2 ) S 7 75 2 5 22 RO AIT FE PR

SE
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