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Abstract FasL (Fas ligand) is a type Il membrane protein that belongs to the tumor necrosis factor family
and plays a certain physiological role in inducing apoptosis. Meanwhile, FasL is highly expressed in many tumor
tissues and plays an important role in the development, metastasis and invasion of cervical cancer. The mechanism
involves multiple signaling pathways, including participation in passive escape and active attack of tumor cells,
maintenance of inflammation, and sending non-apoptotic signals to promote tumorigenesis. High FasL expression is
associated with a poor tumor prognosis and a lower survival rate. Since FasL can be involved in tumor cell immune
escape, targeted therapy against FasL may provide a new direction for cancer gene therapy or immunotherapy. This

paper review the mechanism of FasL in cervical carcinogenesis and its application in the treatment of cervical can-
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cer, so as to provide a scientific basis for exploring new therapeutic targets for cervical cancer.
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FasLi& — 140 kDalf) IR 525 1 ), J& T-figi IR
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TG REARKE 2X 34, OE 3PN E T4
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SEARFNSZ AR 554 X [TNF [F)5 25 4435 (TNF homology
domain, THD)], 1] FasLAE P X |25 2 # 5 Sk,
JUH AR A TR MR B0 A2 A D T A0 52 4R 0 3
Iy FAFAERT,

FasLAEH g =FifFAE IR, 70l WIS &
4 FasL(membrane FasL, mFasL). %14 FasL(soluble
Fasl, sFasL) U & A P FasL(vFasL), 7E44 P £ 22
DU ST (mFas) /7 AE Pl FasLAE &40 1 T
NKAH A DL G X Qn AR S 6T 5 52 MG TR 4 B 58
[fi %5 A ¥, FasL5 H 32 44 Fas Al il i FADD(Fas-
associated death domain, —FF H. 4G FET- 45 K35 ] Fas
FHOGEE ED R 2 R A T AR, SRR T, =&
AR EAE RS 7V 2 R P R At T S A
FEFRpG B FES A, GnAE T PR . SRR DR
S 90w SRR 2t m] W FasLi iRk, H
S 2 Rl FIs 1R 2 SR TR,

2 FasLE S IETHRIER
2.1 FasLB5ETHERTHIHE

FasLTE B3 MR B BB MIZEP A HEE
YEA . CARLAZEMHT T 14001 5 800 . SR 1 57
P93 A8 R IE 1 B 4 2005 B 22 RE AR P Y FasL 26 ik 1%
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L, UESE T FasLAR [ BH 1 2 2 Bl = #5055 70 R 5 1) 1
T 3G hn, dh E S R R R 4H 4 i FasLaR ik =
e TGRSR B, Ak A S 1 S
HFasLRIEFRP R =T LM GBS, B e
PR L R B AP EFasLI =K 1A . FasLZ 5%
FEIATL I AT BE 2 1R # IA FasL I il 41 i i £ 5h ik
FasL, X} FasPHYEM 40t AT 007, %642 2 fib b
(14 fie 6 200 Bk ot S 2 s PR, )BT ) S ATLAAR P B2 7
HERAFRENMERE . RAWRMIESET
FasLit =t 34 528 /1988 20 iz 20 1 AN 28 Sk e 0t g
(I, ELAARIR A% Fas LIl e 6 T i 8 40 i ity
NUHE TP SN, HEFE P R R AT e R
WA, MERZEE E AR A AN BRI 4 2L 759
HHEAT IR = GERROIR A2 28 S50 R B, H4 M I 18441 e
BRI ) Fas LES R a5 ), FOER 1R 2808 ) i % b4
i, IXIGUE T FasL7E & S A M E B Az 28 h it
HEAEH . X — IR IFRE AT 0T 15 8 A0 7L e 4
rh 06171 3 28 43 8 B FasLidk 3634 BEA {12 13k Fi 93 41 i
(IERS i o
2.2 FasLAMIEREHEAEMNIEE

FasL 3 1k 7K V- 55 5 2500 (1993 21 43 4 F0 2 35 1)
I R 43 BAHG 9% . FasL3&IA [ BH 4 2 m] DAY AD s ke
WAEFRE . ZHOUZESR IULE AN A I R 43 39 FA) IR
b R AN e B R, FasL AR [ PH A R BE A 4 21 1Y
T . A 2 E A T 20014F —20084E T F
REE SR SR AL 11261, W& B SR AR47
1, HrpTatlf]sfl, Tb-1aii3941, Ib-ITTA3 M, IESE T
FasL7E B 200 4 23 rp 1 BH 1 3Rk R T DA S B 722 1)
R RR RN Ik A DL e S A I A I S
P E B PCRANEE [ 5t E I J7 VA SRAIE | FasLR ik &
1 IFE T 5 LR R R R P 2 IEAH SR, FasL7E
LS LI R O S 5 2 T R g R I
RISRA, HFRIE &5 MR 1) 5> U8 B IR 5
WIAHSG, HmRik ER R B Z MG R 20 H . 3 S A
SN B FasL A S A AT iy i 2 A sk B2 T 1)
Fab7 o
2.3 FasLS5EMEMEHNXR

FasL i & A5 5 2 B PR 20 11 93 B 4%
P MR E AL R 84 0%, T H & SN B Mg
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TG, 3B A7 R K. LIANGZEPILE X & #i
S R TOAIE T R R B, T g A A7 AR A AR A7 B () 5
FasL1) 3R 1k 2 [AIAE{EAH G HE, FasLR A 5 R AEAT
RERE MM, FFE, REIMERZPIR2154) A2
FUMHE B FHBEYT 7540 H, RI A Mg H L FasL/
Fas mRNAAH > 10}, TG A e B AR EE
NP, FasLisi 1k 1) S5 5 A0 AR A7 B . HoAh 2
THURE 9 A1, 2% B, FasL7E 2 il 1 Jil8g 40 i o 1) s 35
RS B TS ), R FL R B FasLA]
1ERE i B UG fabr 2 —. H AT RENLHINEEE
SRR IBE I, AL B R g PR T e 1k Es , ] T
FasL & A ) 3RIA Z AL, 5 BT RO 1) 2 T B
2, TG P HEAN R . (R, FasLff 2 ik 1% it J
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3.1.1 Fas/FasL Z& 47T vA #5348 = FasL5
Fas4ti &, JEHH Fas/FADD/procaspase-8/-102H E. 1]
W25 315 5 2 5% (death-inducing signaling com-
plex, DISC), % caspase-8/- 101754k, 4% 1M Ji sh 4
JERT (B 1) HEAERELT : O Fashf)i X 4 5%
JE A&, 1755 FLR AN 5 AL S 15 Fas & & B IR 1, [7]
I 5 5 Fas 7)1 Hf (50 T2 G5 A 3800 B = SR AR JF 5345
BINREE, HAUT 4503 5% 4 55 1 73 T FADD(Fas-
associated death domain)" HFE T 45 K45 &
@ FADD% 1 53— i & A 1l 5 bR 2 B i (pro-
capase)-8/-104H 45 & I AL T 24 N 45 #4511 proca-
pase-8/-10F1 75, PR 8 ik [R5 B (A 45 R 3 AH L

I
I
—

Caspase-9 l

Apoptosis

FSMATRER

Fig.1 Schematic diagram of Fas/FasL system inducing cell apoptosis
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TEFTEAET . 315 5 5 542, @) procapase K45
T A HKAE T, TERCE &P caspase-8/-10,
S5 B A UR B BE R Ui Y procaspase-3/-6/-7; @) cas-
pase-3 2 AL JH 145 5 5% T b 1) G RN B, HLEAL
A RAMMFT . caspaseidi ik 1) DN AR il 575
BY 3% i caspaselB AL 1 DNARE 5 7 NAZ N B fift G o
Jii DNA, 32517 56 BCA i 9 T2t A2 7). 76 TRt e
caspase-8/-10 EL 4% 4 T Vi) caspase-3/-6/-7 M 75
UMY R BB, 1E1L Y caspase-8/-1034
% Bid(Bcl-2 interacting domain)$%4 745 tBid, 2 J5tBid
WA B BRL AR AR I LI ¥ Bax/Bak, M4k
AR R A M € 28 CNBRBT, 48T s N R PR A T
A2 P, Fas/FasL R 4ol it ik N AR 260 12Kk 175
FYHMRE T

3.1.2 AP 4m & @ Fas T 8 38k X AL LGB AUK £,
FAER  PZMEAMRT AL T FastEH, F5L
JilJ88 241 i %o} 2R I8 FasL I Tibk B 40 i 2% 47 v 2 1 A e
PERFAR™. STRANDES PIE 22451 -2 ff e 78 25 rh it
Fi 1 Fas®4t, W 7045 FR W 40 M 35350 7 5l e 4 2k
T IR N A P18 1) Fas, 18 6K PRk Fas/r &
B3R o X —AEFMLEI & Fas' it I8 48 B 1) 126 45 J& 4 .
B i Je A0 M SR [ Fast 7k B, 08 % X Fas
T AR T = A T

313 #raFasE 5439 E 4+ ARIRE
FasLI- A Bk HO Fas /5 (0 240 Ha 07 T Uk, X —
T ESROEESZ T RZE RN >, —
LERfE LR B, H B K A] ASZ R Fasfi {5 5 4% 5 B,
OWENZE BURFF 5 1 AMJE I 408 S K P53% PS346Air
DRl A1 A il 2 25 A BT A 28 PSRN M e 41 i R 3R
i5Fas/APO-1¥I520, 45 R WIPS3H] 553 Fas/APO-1
R T AR AR MR T, T AR T PS3 4l MR T
A RE A R R A OB AT R ZR . RN, SRR R
4B AL ibk B2 983 -2(B cell lymphoma-2, Bel-2). Fas
AH IS BRI - 1 (Fas-associated phosphatase-1, FAP-
1). FADDH: F /& P& 46l (FADD-like interleukin-
1B converting enzyme, FLICE)#Ii &5 1 (FLICE-
inhibitory protein, FLIP)F1{# T- 41l X ¥ (inhibitor of
apoptosis, IAP)SE ¥ i, YRS U245 5 1) IR
e G 003234 DL Bel-2 94, Bel-2 AR 58 L4 i
PHTAER, AEAARSNIAR N 2 BEA 1) Fas /5 0 40 i A
T-. WELLERZE PIRIHF 5 45 5 8o Fas 1550 4
RN FasL AT B 3% 105 (0 BRUER A 5 o 0 D s 2k [

Bel-2 {31k £ AH K .
3.2 BhEYHARIE T FRiL FasLE S EH AR IE
R4

FJRg 2 e BT LAER A FasL, 3015 S5 Fas Tk E 40
BT, AT R A ALAA (1) S 9% Dhee . T 40 i b 1)
FasLiHBR 1 7= A (0 g disk, b 1 40 i 25 T4H
B , I FRAR T ALK e B & e 1) B 7. X
— MUy g B o o TS AL T40 e, 3
FH FasFIA I ; L, e 15 31L FasLi i
SR MAE BLAE I, SR S5 I TP, WHI-
TESIDE&S PYZEILIE FR 5280 v kB, A 4 i Jgg 4 it
FE 20 0 2 T 223 FasLIN, T4HHU A 28% 1) 5 2 B4 @ A
DNA )24 #7E B . RABINOWICHZS BSI7E 51256
WHIE R R, 7£ FasLFF DR IAEE T, FasL'if
Je A0 M 7E JurkatZH f 75 2 1045 5 40 T % R FI DNA
M LR e BHL 1L, 330 B I P A 2 t FasL A 3 1)
3.3 Fas/FasLRZ A 18T HFFEAE(RIEMIB LS

P8 5 JEREAH O, RESEAFTE 1) 9 RE T2 34 e
MAK . Fasex 15 5 M8 4 i 7= A A 4EIL-6 . MCP-1
FIIL-87E A B 48 20 B IRl 7 Fa A IR 7, T4 55
B2 R PR 24, SEBASTIENZS WIRE 78 KR, 18
PR 9 i PR FR A R S/KF TP FasLe R
EIXRh M FasLANRE Ml R 40 IBE T, (HE RS T
— 2 M T 5 /c-yes/PIBK IS S IE B, {23k Ttk 240
LS N Bz B R (132, I 5 B0UR) 3 5k 4 £ 41 2345
o KRZYZOWSKAZE W2 i Ji7 AR /)N i i 41 it 1) 44
AMERY LG | R ILAE A G008 15 1 /IR T 40 i s 7R
i AN FasL ] & 2 F i TNF-aff) %14, % B Fas/FasL
6 % T R Y /N g o 24 R PR R T O R R
3.4 FaskHRAPATES TREE BRI R

Fask M BUR 5 5 056 ((HA R T) 0% NF-xB
FIERK1/2. P38F1INK1/255 MAPK# %!, BARN-
HARTZ: VIRE 7 5E , Fas B/ 0% T =481, M
TMAEME AL 51 & 7 AR TR : B caspase-8.
ERK1/2FINF-kBo IXEEigAR ik K RIA, nJHE50
MR B MERZE M. ABATIE R I, caspase-8¥E
P A S A R 4 422 28 0 39 B 7 1Y, ) cas-
pase-8 1] 56 4= [ W7 Fasifs T (1) 5 LL 40 B ()42 28 1% , 1
AT MCF7 7L 480 i Hh NF-«xB B AT /T MAPKG#
BSOS . AR HE TE 2 HERR caspase-87E FE A5
FIEH, (E T3, caspase-81FE H T-2& K115 511
T, TTRES S MR A R TR
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4 FasLEETERITHHNARIS

s T Jir 6 20 oL 6 ik FasL M 1T 8 3BE ML A 428
WS ALFIE LA, DRI AE 1] FasL W] R A2 A Fe i e
RIVE Y7 B A2 16 97 1) — AN 5 1 S
4.1 FasLHVEREEE

I AR A W FC B BA S T DA R 9% e ) T 3K
| Fas/FasLE &9 VA AT S IZ R IT 1 )71k, X
Tofuoiad ik 2% 7 DA B 1 R B e R B e b
ml DA 4 S 3% K 115 1) RN A B DN A S ) 34 40 9% 5
GNP DR ", AN, MINGE W8S T i1 GM-
CSF. FasLV)\ Jx 5k PR 3L [R) % 3 1) i A A 2, 42
RN, JERRA/NR A TR KA. %
W7t % B, FasLF1 GM-CSF 3 R % e n] g f& —
A R 40 ) e 200 P A K O IR R T . X e
TR B[R] FasL )9 hE % B A R I IR R R
s, (B HBARVE - ALHIA, 7 3 — PR 7.
4.2 FasLRVEHEH
42.1 FasLegakd®&da IR, A KFasLiif i
I FEACN )32, £33 CTLA4-FasL. hcc49scFv-
FasL. ScFvRit:sFasL. CD40 FasL. RGD-FasL.
Fc:FasLEl &A% . JF & FasLil& & (A Al DU i3
%S FasLE AL, M52 Fas i H 88 Ja) 8 380 LA
Sk sFasL N T JH 5E 31 g X 4 100 A 0 5L KB,
CTLA4-FasLAEH% 15 5 B4 RBP4 T, (RIS
PREAEE AN ; I HoE ik 7/ A3 AR R K3
BN RAARNEEZAAE, RMELAAR
T BT 32 W48 53 A0 JLI FE 4R IE T heed9scFv-
FasL. ScFvRit:sFasL. CD40 FasLZ5fh& & H 5 %
MEBYI AR DS ERA R MIER, IR
ScFvRit:sFasL R I8 TiE A T 55 2 syl
Fasi a7 3L [FVA T7 I I RR; CD40 FasLAMICTLA4-
FasL (1) 25 B4R bb L & B 2H Rl 70 B 5 491, ax Rl
XL Fh A E B AT A TS ) AR S R 24
A Z, B —E KT 5.
422 FasLiT# v R AP AN AE iR X33 A
RIE, B 20 R 3 T P HE 1) 4 AL L R
ARG S AN A R (25 A, A 5] 3R 74
WOE , W 75 SR g B A e 3 1 AN B9 457 = 14 1) FasL
BIZG25 TIR9T « AR R, FasLET 2475 540
i SR T e e 5 45 A 9 b R R S PR B LR T B
IKARALER G , Fas2x 4 e 7 &0 0 ° . KASSAHN
S DV I FasL i 25 Jo AR AT AE4s S 1 Bk, ANAESRIX

i 96 e JER A0 1T 247 (%) B R P TR A B T
o JEIT HBE BT S UK FasLRE ) 5 8 4,
BEE FasL gl H [F) Y5 52 48 Fas H Al K 3%, #5 7E K I
Jed 240 Jf AR G I8 B B g BURRAr AU R LR TR, B
REfd L 7E iR 20 i I0% . WATERMANNSE P
TR TR P24 7 FasLBY 8 AT 24, UESE 7 i%AT
24 2 B 1) PR AR B e R A A R AR AR U, HOR A
CoRBEAEMEEE ST HEMEPE. &E
il A1 FasL IR 223 7K ~F- LA R Jof 968 40 i 2 75 % FasL I &
T RIS ) RS PR 1) T 25 ZE VR T I R P o AT,
BT FasLIF AT 25 W] e 75 Sk — B A i 5 58 3% .

4.3 FasLEREETT

43.1 MFmFHkiE  FasLEEREIT BT L
2 R #EI0% FasLFE LR, Fova T e i 78 7
fE+ZFERTh O AR FUESE . ZHENGS: B FasL
Sk IR FH s 3 0028 Jm e e N B R 418 (SGC-7901 4
JH), 5% G Ja 1 A R A 20 B 1 I T
S5 R I EURPE T PR IR ; GOPALANZETR I 3
IR A A R L K] -7(melanoma differentiation as-
sociated gene-7, MDA-7)if idt i 55 K 1 S Fas LAE K]
(%535, FHBUFasLYUANOK- D6 FLEAT BT, 45 KK
PN P S5 A 3G G A A0 . A BESCUER] , FasL
1) 7N 6% HIT 4710 9 P e S A s 5 8 38 W A |
Jieg A K H G A M B 1107 3% — T RIFEAE IR Dt e
G5 e AN e A5 22 PhAS [F) 2 B g hiE v 4 FIHIE S B
IR T LE KR, SR FasLIERVG T RS 3-15 &
Il RYT 2, 25 AR R B AR, RIS OR KR %2
e AN 52 RRAE

432 FasLTAZ@mfeidi® 20224508 — U 7L
35 7 H FasL 3 PR 508 /) BT RR A 4k 14 T40 A
SRIETT NS 1)/ SR, I TA MBS 58 N5 . A7
TG ] E K B, HORE R H FasL-HS V-1%% FkiG
J7 /N BRI AL, I B R SR SR AR T
ITER B AR, HAER N G M 81
SYMES & O3 15t %5 15 471 e 40 PR A0 At 9, B UE S 1
T 53093 73 5 5 1 3R 1K Fas LI SR Tobk E2 441 it o) e 41
W BA G BRI 71 RIS T R
G PUR 2R (chimeric antigen receptor, CAR)¥ T 1T
20 M sk Ak FE R kYR YT BA SRR . A PR
AR TAH MY (chimeric antigen receptor T cell, CAR-T)
M FifFasL, S B HEAMAET, IF HS5905
3B TP 3248 (T cell receptor, TCR)E CAR



YRR 45 Fas ligand ££ 5 30 2 1 BOVEF BpLI BT S e

693

WG T . IX5RIH T FasL/E CAR-THIAR A SR 12
FIEEMERH . B2, X EEEE N FasLE e
BV T AR B A AL 1R BB AT R
4.4 T HYIE S Fas/FasL{E =

BEE R, BT &) Z w2 &R
P A BRI T2 HH FasLIJZRIE BT/ 10 S
MRFEIAER S S-93C0R Me ig ART FR e S5 LAt L 4 i 25
PR oR B4R FasL I\ RE 11, S 4h,
AW FURUESE | FasL A 2 Py 25 (A B B A
TS AE 10 50 R R i 24 PE PRI REJT . U BRANDS S 19
i3 FasL A SMACHAIMIR &6 77 Sk AR SR 41 1
Yo, 25 SR R I G A B F R T R 3, T 3 5
TEIT AR . LIUSE VR T FasL 5 [ 2 = BE A FH 24590
I 240 P e R 06 3 35 1Y SR P M Rg S R o R R 5 R
VRG240 15 9 40 i b 1) FasL Rk 7K~F- 1 &7
A SN B R R T, X SRR Tl RO,
FasL 5 HARALST 250G VR TT 1T Re 2 3 1= 0 14 i g
HITIT R AR .
4.5 EFMEEFasLEAFREBERTTER

APG101(Asunercept)id £ 4 BH By FasLJ& H i
A B S — R MR v TT ik, St NI AR RS P
Bro —IUER XS &R0 14 I o 98 A6 1) TUA I PR X e
W], APG101Xf FasLJZE £ BH I T LA FasL A1
TR B A BAEAR N MR 1R 22 70, APGI0145 &
FHT (radiation therapy, RT)R] # iR AE B
{7 4 )% 25 A ¥ (matrix metalloproteinase, MMP)ji&
P LKA IR /N R A TR . S5 4h, WICKEE U
KL, APG101 5807 B& 1 7 e £ . R4
16 % 14 BH W FasLAS 5 181 7 1 ©AE F AR 50 347
TR, WIrE A BE NG A R £5 A AE (myelodysplastic
syndrome, MDS)H, APG10 138 i 11| FasL i 14 £ /4
TR SRR T, D T LA R ET AR R T, A
MD S & (1) L 75 SR IgD U270, d sk, ekl 2
MIUEHE 2R B, FasL7E IR 4 i & A8 % g i B AT
BALKIE R, 1A% 3 B — > B 1) e A A
PR] Ll o 2 B P A ) B ) FasLig 42, U 54T
TOURE it (A0 RT AT R0 At G2 A 25 a4 7)) AR 1R
G, M RIT R4 T — M EA KR SG
VIIRr

5 RBEE
FasLAE Ay—Fh T 2R (1, @ T I JRT R 38 1) 7

KWk, MBI R K. et LR Bl R i
W25 MM T REEEERN, LA SEIEK
AR R R E LS 2 (1) Fas/FasLR 4t
] I S 4 R T R T MR 4 B SR T Fas )R
1% 5 Fas (1) 5% 5k 2 5 i 788 48 6 1) e e ik itk 5 (2) i
JRI 2 0 AT 3 L R IA FasL R s WK s 255 ; (3)
Fas/FasL 5 4t n] i i 4E R HLAR 28R IRZS T 42 2t
AN A S o L RAARE LN I 2 565 5 il B,
BIEZ 5B AR R R R 5 Eah Bl 4ERF R
hiE LLACR AR TS SR e R AR5 (HEETFZ
75 TH FIAL AN B R, 40 FasL 2 5 1R 42 i 8 A 155
Ak FasLEZW SN MR DR I VE AL S5 . 3RATTAT
i FEAH MK SR DL R R AH A 72 IR
HEBEIX LEALH, 56 FasLIFIR IR BB AR R

1T~ FasL7E e 20 i 3% 1 ey 2R 0k B de 1, 3L
A By I S e P g R S ARG, IR AT
2N R R TR I 2 WA YT R
WA FAEIR, FasLI oA 5 Rk &l 1E N B 45
PG B ImPRIZ Wb, (5 FLAE b 983 12 Wi 9 w] SE 4 K
R ) R AT 5 B — DR R IR AE . T i
I8 241 I 3 6 5 FasL A\ 11 28 JREATL s 4 922 M HRL () FH
BLHI, S8BT 58 LA FasL o HE RO 2E VA T B0 %R
I7, WHEREE B« A S A A FasLATZ). FasLIR
BRI TR i . Ay 9IRS 255, N
BNERE BT RO ORI . Hh APG1014E
PR FELIT FasLy2& H A e i S —FhJ7 k. S/
BE T VEAE i R VG 7 B2 B A 7 T AT Ak TR 2= W B
i 75 30 I AL R AR 5T AL 1] 1 B AR A 70K
SCREFHIIEF TR

S, FasLAE B U T8 il b k3545 2R H],
LA B B A e W LR/ isyT . BT
457 T AT BUR BT RIS RE, IR T Al i FLAR 5%
R FA WL 2 12 0TS FH 4 A 1) B ORI A, 1 75 5
Z WIHLE B 7 F AER I FIEGIE , X x4 J5 i 55 A
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