Cancer Research on Prevention and Treatment

2 U B M SC B B 7E 2 PR TR A R o AT T R
SKRENET, xUElsy, 20

FIHASLC:

SREEET, XAy, 25, 70T HAH SCHE 7 e Mol e g vh RO BT ST RE R (D). RS BT IR BE S, 2020, 47(03): 218-222.

ZHANG Lixuan, LIU Chaoqi, LI Zhiying. Research Progress of Secreted Frizzled—related Proteins in Female Malignant Tumor[J]. Zhong
Liu Fang Zhi Yan Jiu, 2020, 47(03): 218-222.

TEZE IR View online: https://doi.org/10.3971/j.issn.1000-8578.2020.19.0972

AT ARG A SCEE

Articles you may be interested in

YRS 53 B R HC PR IVE FH AR5 E %
Review of Molecular Subtyping of Ovarian Cancer and Its Clinical Application
JbIRE B IR ST 2018, 45(02): 106-109  https://doi.org/10.3971/j.issn.1000-8578.2018.17.0771

20124F 1L FUIYE B S AL T DL A
Breast Cancer Incidence and Mortality in Hubei Province, 2012

Jibsgd D7 1A ST 2018, 45(02): 96-100  hitps://doi.org/10.3971/j.issn.1000-8578.2018.17.1073
20072016411 R 44 e 15 e A% P iebeg 43 B o 491 1l i 53 B

Retrospective Analysis of Hospitalized Patients with Malignant Tumors in Hu'nan Cancer Hospital, 2007-2016
JbIRE B IR A ST. 2017, 44(11): 750-758  https://doi.org/10.3971/j.issn.1000-8578.2017.17.0219

PRS2 VR BRI FL I P I R 53 7 Rt
Advances in Endocrine Combination Therapy on Hormone—receptor—positive Advanced Breast Cancer

JihIed 7 1A ST 2017, 44(10): 706709  https://doi.org/10.3971/j.issn.1000-8578.2017.16.1631

BRCAZERUFL I B 4L 105 T RIS T 7 i
Review of Targeted Therapy for Breast Cancer with BRCA Genes Mutation
JbIRE B IR ST 2017, 44(1): 75-78  https://doi.org/10.3971/.issn.1000-8578.2017.01.016

.
=
=

REEN MIERA


http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2020.19.0972
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.17.0771
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2018.17.1073
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.17.0219
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.16.1631
http://www.zlfzyj.com/CN/10.3971/j.issn.1000-8578.2017.01.016

* 218

ADBBRG 381 372020F 25474555388 Cancer Res Prev Treat,2020,Vol.47,No.3

doi:10.3971/j.issn.1000-8578.2020.19.0972

31 R G A 5 8 AR L M b e TR Y
W5t

RmAE, B, FEE
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Abstract: The classical Wnt signaling pathway receptor inhibitors are composed of secreted frizzled-related
proteins (SFRPs) and the Dickkopf family (Dkk). SFRPs inhibit wnt/B-catenin signaling by sequestering
Whnt from the active receptor complexes. In tumor progression, epigenetic silencing of SFRPs promoter by
hypermethylation seems to occur in all tumor types. SFRPs are closely related with the pathological progress
and prognosis of female malignant tumor. In order to solve the problem of targeted therapy, it is of great
significance to study the mechanism of SFRPs for female malignant tumors. In this paper, we review the
research progress of Wnt signaling pathway and important antagonist SFRPs family in female malignant tumor.
Key words: Secreted frizzled-related proteins; Female malignant tumor; Cervical cancer; Ovarian cancer;
Endometrial cancer; Breast cancer; Human trophoblast tumor
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receptor-related protein 5/low density lipoprotein
receptor-related protein 6, LRP5/LRP6 ) %54, i
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1, CK1) ZEFIRE, AZ PRI H %) B-catenin/K P-4
PR, E A% B-catenin S5 X fi I 15 AT
A R F /R AR RS SR R 7~ (T cell factor/lymphoid
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Figure 1 SFRPs control in the classical Wnt signaling
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SFRPSIIEAL T, ANAEIE I REREIN FPCPAZ L 3R
1, A2, 4%t=SFRP1. SFRP2HISFRP5HT, PCP
D R RETE AN E R P AL BN Sl I A
SFRPsZ: 5 T 4t fl, & RIS X204
WAL RIS WK, (3) SFRPsz 5RMALH . 7+
— ISR/ N R R A s R B, kB R IE
filigl2ih, SFRP1Y5Wnt5a, Wntl0b%HIAHE, FH
WiSFRP 1A 2 SHUE S # & 5k™, ERic k&
1 fEH, SFRPsAEE EEAER, SFRPsTH Kk
ST VB [ A iy B S e AR, S i S S A
il RN, (4) SERPsAIAEA SR 4 S b ise
. BRI, A MESUAKNSFRP4, $2/R
SFRPAT]{E Rt 2RI . 20 8 9 I A s
Yy, MHZW B B A ER R X, S TR A
FEHS MR, T LIRS K I SFRPAFIAFP
Bls BN, s a - S FRdl . R4
FEZA, AN s 41 SFRPAZE A B B B i35 T 55 AN
M, FREAMPIREAZE TEREMZLER,
NS T R AL A, SFRPAREURRE FRAIL,
FESE BT, AFPRUSE FVRE 1 S w3,
SFRPAFIAFPIK A I 4 SR AN S 43 i vl 4
T+ 279.2%H1 95.3%, ROCHIZ FiEfL (AUC) Af
THEE10.941 (95%CI: 0.908~0.975) . %4h, SFRPs
SE—ZH AT, IR A A R B 1 AR -
(1) HAFEIZERIAN 0 (2) SARMEsb LA
% (3) UL EIEARE; (4) PR,

3  SFRPs3{ &% %4 EEA91ER
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Table 1 Expression of SFRPs in female malignant tumors

Cervical Ovarian Endometrial Breast Trophoblast

Types '
cancer cancer cancer cancer carcinoma

SFRPI Low Low Low Low Low

SFRP2 Low Low High Low

SFRP3 Low

SFRP4 Low Low Low Low

SFRP5 Low Low

3.1 SFRPs5 5 #ifis

Ghoshal Z" ] A Bt H K B BEGST ( glu-
tathione S-transferase, GST ) #ridSFRP1 ( GST-
SFRP1) , JFruf3|pGEX-4T2 A% F ik HfAk
25 RESE, GST-SFRP1HTE £ HeLaZit Jiftd F1 3L A
FEMCF-7 4 J 3 78 6 g S 0 s Ol [RIBSIeA
RI7 25 W Re A AR SRS M A R R Y

afi Ak 5 41 (1) SFRPAXT & S i g 64 13697, Xt
20 it A AR F R 15 40%, 0 HAE Go/ MUY BE
AL HAPE T4 B B . SFRP43# T T Wntii &
W RE L R Cyclin D1, C-mycHlISurvivin, 4|41
Jfu3s%E . B SFRP1., SFRP4 [ JEIGERH G4 ki e Sl
AT . LR E I R, B S AL SFRP2
mRNAFIE 1 RIEY AR TS50kt 4SFRP2
FEIRET, Wntf5 538 5% R iFHE LR C-mycFlCyclin
D1/mRNAFIEE 1R KA . $#275 SFRP2
Z 58 T E SR AT R IR E
B Skt N SFRP2F A SR AN T . A
|z -[a] %% 4k (epithelial-mesenchymal transition,
EMT) &l F2 HAG MMt Hk, & 85Um kN I
T-JLHSP2. CyclinD1. Piwil2, HERC4. EFEMPI1
ImMRNAR IR 0 25 T okt 27 HBA5
TR o PR B SFRP2BEMSHE I JH T~ KL A
ek, sEmHHE AT, WS R,
SFRPIZEIEH B #00 . B 800 1 Je PJRIAR | B Sl 2
JHL R () R AR TR K, T B-cateninfEAH I /5T . A fif
Krp i FRak 5 . ANRIFIGO) #1512 1 R
B S0l 95 20 2 B-cateninB 1A 2 A Gt = X,
SFRP1E 1A 5 A FL IR %5 (human papil-
lomavirus, HPV ) J&JL kS . BP0 451 i i
Mass-Array H JEAb i 50T 2 CpGhz s, $ER4H
R EAR A S AECPG12.13 . CpGl8IX I, Hk
53HT 57 SFRP IFE B S0 R A rp (1) P AR I 25
T 1 Bz PR AR 2R I R R RE L, O H g e AR
B2 UG 4 & B T SERP 1L PR F 3 Ak T3 2k
YER.. 548, 1EHPVI6RHYERIBAYEPI 41, SFRPI
FEE PR 22 AR 2, $2/RHPVI6/ERYL 5 SFRP]
SER AR TC G, LRI HEISFRP1 2 5 T H 3
PR AR, (HHPVEYL 75 5 SFRP 1AL R HI 5L
b T 8500 BE PR 5 | A S 2R 1 B PR AR K
B9 . LA B-cateninZE [T, SFRP1FI
HPV = AR DS IR 5 B R R B, IFVE e
SRR A T E R O AR SR RS
3.2 SFRPs Bl
Al-ShabanahZE" "% FH4% Sk PCR T 1 &
TE) A 4R SFRPL, 2, 4 SHIEEAL &R 5
J42% . 63%. 51%. 55%. W4, TEHPVI6HI
HPVI8&YLISFRP2 . 4. SHILALRAY I H61%.
52%. 57%F70%. 65%. 55%,. #E/RSFRPsHI (L
FEVRTE A JE B S & A R E /R, SFRPsH
FALRBDTERIE R ZRGE, IAE U op 8w A ML (R 28,
sV AT BE M UR S G ML 3 AR B . Kardum &5
I S e H AL 22 R R PCRIFFE R B, 1EH
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GRS AL = A O DR B8 B AV A S
P G393 SFRP 1R [ TR S TRt s, i 2 A P O
b T, RO SFRP R 3 v] e ik O 59
(%A . B A ST T Wntf5 58 i P 0 5% gk
[K+Wnt3a, Wnt4, Wntll, C-mycFISFRP2, &k
FIWnt3a F LK C-myc |, SFRP27E P i
BETIH, SRMSFRP25 W —AELRSE & T
S AN L 3 B A T B e — A T . GuZEPORR AR K
B, TEARIERS 2 U0 S 2 2N 1 BB ) 7T 5T A
AT LA 3 B miR - 118043, PRI T 17 D S5 4
MarPASFRPIZE FH, FHULEE M Wntil B 15 1. 161k
J AW nt {5 538 [ T H88 5 i 40 B PR I KT (D
WarburgZ{OW; ), DA SR P A RS 1 ALy 7 i 241 7
Ho MR EAROESE, RATEESFRPs 5 Wt 11
A EAE R T O S A AR A TR, s T O
B kA RS , R 2 B S A el /T e 1R
FISWTAERE R, X DN S 2 WA BRI L.
3.3 SFRPs5 & N
YuZiPYUWFSE & BLSFR P2 ARG T4 B i) -
BN A EEAER, SFRP21]FEAIK
IMARRCE, WatSaxt A JERGT 40 ) 75 N R 20
Mot A B B AL EVE T, Wnt7a oI AL HEAE
FRATTHEI 7 PN I iz A %) T B 45 Wnt 2 1R
SFRPsfie i F NIRRT & T, [R5 RIBIE &
(JSFRPs A] BN 5 P b R 4RARIE Ak, i mise
M~ PN S 240 B i AR R, (D A A
M A A . 3 AN SCIRIRGE , 57 P i
[ 5 TE % 4 AH 1, SFRPA[FEIA KT & HEARE,
SFRPATEAR S b 5 P PRI AR 28 M B ) R o
b E NIRRT R B AT IR bR, H
J A AT A SFRPAJS 815 HI AL, T SFRPAfER
SE o L IR E RSN AT S PR R A A A A K
iR P HRT-PCR . Western bloti: & HL1 57 N
I 95 2H 24 P SFR P 1 FlISFR P4 7R [ ¢ 35 BH 1t R 45
XfRRZHAR . FEEFIGO kS i, SFRP1HISFRP4
1 S mRNAZRIK FHPE R ZE WAL (P<0.05) .
TNk ZE RS 0 A T, SFRPIFISFRPALY FH
PERAL T O ELE R % (P<0.05) . [HILSFRPs
TEF 57 N B 1) & A R R v P A A AT ke ) A
Ffl, SFRP1MISFRP4/&Wntf5 53 % 118 55 H 1,
TEF 5 N A0 M s pf v AR AR T, o] g2
JEHIA ¥, PE— 05T SFRPs 515 P4 s A IR
KFR, G, A B T6 5 N &
&, AW N R PR R i TS A A
3.4 SFRPs5FLIME
Bhuvanalakshmi%E P Hf i KSR Y ME L K 2

iR T7IC (diosgenin, DG ) TEVF 2t A Hi e
Bt 1SR SFRPAJE R I A £ Bokr b4 7ad 3¢
ik, FIHDGARRE, EEIANMIT RS AL AT TE A
W, Rl B-catenin/KSFRRAIG, T IR 3L R GSK 3P
FRL, W TEMTEON . IESE T SFRPAZEDGH!
EHEE A, SFRP4 FiHZ 5 T DG SH41H
JHT. S5 A SIS 3R, (R #ihSFRPSAEE I/,
IRIEERY & A, SFRPsH Ak e 3L A e vh HAT 5 24
A, It H 55 A &A™, SFRPIZEIEH L
R b Rz b Rk, (HAE R LR A AU 4k
FR, FESFRP1FR IR HR (1) J5 R 5L A 8 7 H
Hofk, TR P 3L4L, SFRP2, SFRP57EZL M
HN A, IR R ANEMT A2 SR 5P X 7L
I e TG bR i 40 Mt & B, SFRPLE ik
AR ARFIRE A A7 %0, HCSFRP S FRIA XT3
Jidi B s 2 SR ER (HR=0.9, P=0.015) .
#7SFRP13Z %l|lhas-miR-342-5p il i I F 7R AN [ 9
Jii, itkhas-miR-342-5p A AEFZ M SFRP1RAR 31
o RenZ" il 5% & BUFE AL M FLRE - Wnt/B-catenin
H S PUTISFRP I EmiR-454-3p il N, &5
TG TS, EFLME AN, miRNP A
HEYTIE 52 7R miR-454-3pfY 5 AXIN2 . DKK3FI
SFRPIA K. Ff H & Bmir-454-3pZ 5 1 ZLIRIE I
WG R R, AR UE T FLRARE A0 0 T 4 AR 1 A
WIS K o MR RS RA TG MISFRPs 2 5 T FLIR
TR AL, Fom T AN AR IR .
TRAWF5E SFRPsTEFLARIEE I, M R IATT LI
SR, AR R S
3.5 SFRPs5 A #EF=40 b

Partl 2558 i s s i, AR IE W FIE
H K ZBR (intrauterine growth retardation, [IUGR ) Ji
FEHSFRPIFISFRP3ELIANE ML KA+ NI
WUZH, SFRPIMISFRP3YAT ik, WiASANIEANIE )&
Yua B2 FHM: . SFRPIFISFRP37E IS A Kz ZM At b %)
FiRWH B FE . AIUGRJR A SFRPIFISFRP3f)#
KRR E T IEFEIRGE: (P<0.0001) o 555K
KEAREE, NEESRANIE MR 41 21 FP SFRP1FISFRP3 ) £
IRPEAG . R FIRES IR A B, (HIRA 155
., SFRPIFISFRP3A[fig#h M i+ T TUGR G &L M
REEREH 4 R J ML, T S B N S0 SR AN o 1)
A=, HAT, SFRPs A RAN MR (A AR R 7T 48
b, BARPLHIT S — 25,  SFRPsX A% 774
LR T Al RE AT TS AERY) R 5%

4 NG
FEWntf5 538 i, Watdk F7E A K A2
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R, Ao 5E, e A [ A A a) 505 i 240 i
Jal3, B AR 22 AR A T S A0 B[] I
REAF s AR R I R4 A T, IR B i

Ko SFRPs/EWnthe G i 8 2 7, e
it AR T R A A S D TR
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