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R BRSSPI > TR S, TEMRRARE . RS DURMIE & A R R S5 A R M A b R HE T AR . Wt 5 538 %
FL45 22 1 Wot/B-ZE IR 1 (B-catenin) i 5 L KK B-catenin 7% 515 M (9 41 28 Mt Wt %, J5 # 2 AL 45 Wt/ T I 40
Jlut 4k (Wnt/planar cell polarity, Wnt/PCP) i [l Wnt/Ca® i . LAAEAIFSY 32 245 op T2l Wt 3 5 5 MR R I 2 R
{HIE AR AR 2 M Wt S8 B% B W32 BT, MRS F 8 7 IHAEALUR & MR kA 55 R i B AR oA i . B ISR
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Research progress of the role of non-canonical Wnt signaling pathway in ovarian
cancer and its potential therapeutic implications
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[Abstract] Ovarian cancer is a malignant tumor of the female reproductive system with the highest mortality, and involves the
aberrant regulation of multiple molecular signaling pathways. As a highly conserved molecular pathway, Wnt signaling pathway
plays an important role in embryonic development, tissue homeostasis, and tumorigenesis. Wnt signaling pathway includes
canonical Wnt/B-catenin pathway and non-canonical pathway, and the latter mainly includes Wnt/planar cell polarity (Wnt/PCP)
pathway and Wnt/Ca®* pathway. Previous studies have mainly focused on the relationship between the canonical Wnt pathway and
tumor progression. Recently, the non-canonical Wnt pathway has gradually received attention, and related researches have enriched
the understanding of the non-canonical Wnt pathway in physiological and pathological processes such as tissue development and
tumorigenesis. The existing studies suggest that the nonclassical Wnt pathway is abnormally regulated in ovarian cancer and is
closely related to the staging and prognosis of ovarian cancer. Non-classical Wnt pathway plays an important role in many biological
processes such as proliferation, migration and invasion of ovarian cancer cells, and the changes of this pathway are also related to
chemotherapy resistance of ovarian cancer. This article reviews the role of the non-canonical Wnt pathway in ovarian cancer, and
discusses the research progress of targeted therapy based on the non-canonical Wnt pathway, aiming to provide new ideas for the
development of novel targeted drugs.
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1) SRR S ™ T I e R P A R 2 —,
FEARJE ARREAE I Z 8 o AR BRI ST
2020 4F AR OP SR BT B E 31T RN, BIALT N
120 97 41 1 RAEFARIAGIT I LIS 25 Y R
W tesminsy (uy) TR —ERE LG oS
FBRF MBS, Hl2y . k. FRAFR O 8 5L
FRITHOR THCRBHAS . BRI, TRAIRIT IR S0 & E
RIEHETER A Y 2 ALH B A 208 . Wit {5 538
FEAE SRR B v ARy, RIS SN s .
T TR, REBULASRSHER S LM AT
2o MR R S I B-catenin B4 5 1 P nDE > 22
M B AR 22 Mol B, S SCEL AR Wnt/~F- T 20 LR
% (Wnt/planar cell polarity, Wnt/PCP) F1 Wnt/Ca™
W WntfE SRR SR R L KRR RIEM
it 24 4 7 1 I EAE L Y, (R GE 2 T
ZMfF S . FEEDIRAIRA, AR MU P AE DY 5
Ve B Z B E A, JE— D AR 2 8 Wit i@
PR AE BRI T RO HIR T A O S0 A R R 43T AIL
il LA ST AR B RE 1] 25 ) 2 OC EE 2, PRI, AS SCIHL 28
A 22 3 Wt 18 7R DN BUm A0 OIS 5 L RS, PR IR
72, ity A B g ERT,  DAR R ) 20 S
BT ISR BT R AT 2508, U B S0
AR FERLHI RN, SR IR AL, T
ST AL 0] 25 ) SR AR

1 Wnt{ESEEMENE

Wt 25 S —For R B, f R ERTE 42807
3 Wt & (1 7] 40 8 4 8 Wnt 2 1 (Wntl, Wnt2,
Wnt3a, Wnt8 % ) FlIE £ M wWnt 258 H (Wnt4,
Wnt5a, Wnt5b, Wnt7a, Wntll 5% ) . % il &£ A
(frizzled, FZD) J& Wnt#E H B2, HE 30 T if
G e B2k G, Hh R EIRE A2k
M8 1 5/6 (low-density lipoprotein receptor-related
protein 5/6, LRP5/6) Z 5% Wntf5 5 WS, %
A g 24 1R U Bl FE R L 3Z 1K 172 (receptor tyrosine
kinase-like orphan receptor 1/2, ROR1/2) = 59E4
Watf5 50 S, Y Wit 5 FZD 245G )5, H
i A B 55 B O O BCRL & 11 (dishevelled, DVL),
Bl )3 2l Wt {55 900 . AR IR 09 R (S S gk,
AlRE Wt 38 #4340 ML Wit {5538 A AE 2 80 Wt /5
Rl
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1.1 Zede Wt f5 5l 8

22 81 Wt {5 518 % PR Wnt/B-catenin i . Wt
O R WO B, B BT i bE RS R B 3B
(glycogen synthase kinase-33, GSK-38) . fh 41 il &
[ (axis inhibition protein, Axin) PAKJRIgEVE4E 7 B
Al (adenomatous polyposis coli, APC) 7K H4F4> T
B —Fh “FEME AR, ZE GRS A B-catenin
Ik vz AR, DA AR 25 B-catenin 7K.
4§ Wnt £ 115 FZD 32 1k & LRP5/6 32 (k45 &5 J5 |
FZD SZ (K% DVL IS GSK-3B 45 8 11 i iR 1L 1A
NV A B2 A AR I G0 o 3k — 2o R 1 M i B
-catenin IR R, IH{E#E I 5 7 2 40 k% 5 T 4 i
A F1 (Tcell factor 1, TCF-1) 454, S c-Myc.
A& A D1 (cyelin D1, CCNDI) . Axin2 LhJ
FEF 4 JRE M7 (matrix metallopeptidase 7, MMP-
7) SEHIIEIN p s

1.2 JEZR U Wit {5 45l i

A28 LA 53 s 2 A4S 2 ML ——Wnt/PCP
i AT Wit/Ca® T8 B, 38 by AR 22 40 Wnt 3 0T
Wnt/PCP il j% 2 55 IIE R . MR 4 i s 1L L
LN H B E N SF 2R R Yl 8, oY
A Ak . HESI AT RS ARG B0, #E Wnt/PCP i %
Hi, Wnt 5 FZD, ROR 455 A {EL DVL, Jf Al
WL Rk A Z AL E AR GO 7 1 (dishevelled-
associated activator of morphogenesis 1, DAAMI) ,
W5 5 Ras [A] &) K I 1l 51 A (Ras homolog family
member A, RhoA) I i Rho A 5C 45 i 15 iE £ 11
W
kinase, ROCK) BRIk, M5 304 i L 3l & 1
HOREHE; DVLIL ] id i B %0 Ras G HY C3 A4
FEEY 1 (Ras-related C3 botulinum toxin substrate 1,
Racl) FHSNhE ARG LA RIE R, FFIE1L c-Jun
N K ¥ #5 M 3% B (c-Jun N-terminal protein kinase,
INK), f&i# c-Jun B2 1k IT 5 Fos M ATF 454K 1 K ik
A5 ZRAF S 1 (activator protein 1, AP-1)
AN, RS 3 MMP-2, MMP-9 . R R
o B N )
activator, uP4). CCND2ZF¥PIEN % 7' Wnt/Ca®'
T ) PRAEE S I REAE B B2 2 P A A R . B
A7 SCERGEORE Y R PR AN A e . A0
B L K R I 5 - P A A g 7 2 A v ] R 4 A

(Rho-associated coiled-coil forming protein

(urokinase type plasminogen
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M . Wnt-FZD & & ¥ 7] 38 oF ¥ 0% 8% 5 i C
(phospholipase C, PLC) &40 Ca® We i, i —
A WOEES A 2R A (calcineurin, CN) [ Z 45
MR P Tl L /AT A AR O Y 2R 1 T
(calcium/calmodulin-dependent protein kinase 1 ,
CaMK II ) #1 # M ¥ M C (protein kinase C,
PKC) ™', CN i S i% 1k 9 T 40 Mg #% W N F
(nuclear factor of activated T cell, NFAT) A%, Jazh
BB PR B ik

2 EZRWntBEEMNRRSHRED
AR B TS B4 X 1

Ak 28 M Wnt 38 [ 1A 5C 23118 D S0 h S R Gk
I 5 BE IR R R AR B DA G . — TN A 623 i 8 4
BRI AN B 5T 0 K R, WntSa 76 5P SR 41 40
Fik, HFRIRACE RIS 3w it ;. WatSa7E
4Fh LR IR SR A LU A RO . R AR
s WA MR AR ) R Rk, BN
LIS [A] R WL B 25 25 5 . PENG 45 1 [RJBE & BE,
WntSa 75 B 559 20 21 (9 3R 308 b 2 v T IE R R R PR
SRIER B, BRI SR IEADE, 58
H R RATED (overall survival, OS) FITCHE e AETF
1 (progression-free survival, PFS) A3, F I,
Wnt5a kK- A] G B S92 BUR 090 Sz 1
Fo AT M 1O SR LS F WtSa ()5 8T
PR AL AR B 1 8 A S R GA AP AR, EIZF 584X
NN S 5 {E R P ST 2R 30 151 P B PRI 41 40, T
REEA = AN LAER]

HENRY % " f55 % B, ROR1 #ll ROR2 7 Bl
PRk, H 5 OSRIPFS A& ; H i RORI
T 375 W 240 Jf e RN R W PE S8 Th I R IA B, ROR2AE+
BN DRI . WA TEAHSUE N L AEE—E
922 5% RORT TE e i Jo7 v 19 2R 2 A1 T i 7 400 i
I ROR2 TEFE BT (3R 3K i TR 240 e 5 e Ao Ak igg
FLFTrf ROR2 KF- A FH i 8 RORT B Ry Wik 2 0 X4/
ROR2 7E B 59 5% 7 I B {5 5 e b v] e ke 31 o
B R . ZHANG % 30 1 8F 5% A BE R
ROR1 75 5P 59 Hh () 38 B 238w, JF 55 o 43100
O3 G Kk T 25 e A AF e R S 8O 06 . ATk R
ROR1 kK- g J2 B 525 8 7% OS 11 PFS f 4t 37
EHEREZ—.
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DVL £ B 5L (14 26 35 1% DU AF 72— 8 1 5 i
KARIN-KUJUNDZIC % "' YE40 0 2 FIH LUK E
BT 3FDVLIER (DVL1, DVL2, DVL3) 7E5p
e AR R OP SL20 ZUrh Y R GRIE AL, 4551 /s DVLL I
DVL37E R %k, DVL2 RILB EE 7.
LIU % U0 58 i ) 124 151 59 54988 41 20047 G 41 14k
Foriritas, DVL27ER SR gl m Rk, H5
TR RS X RE ST & M mA T
BRI IR EAR G, FERTHEEZN
ST LIGE B . NFAT {5578 59 5098 v (9 45 I o4
ARG, HER TR BESE U R, NFAT 78 50 L 41
dUhE gk H S MR B A RS B3, dh—
RFGE 17 WoR, NFAT 76 W 40 37 I 4 o v 6 36
9, B8 NFAT 0] RE S22 B 40 i 005 09 2E Db s
Mz —.

W T IohRe SR AR, A B S I K R R
Bkt & B0 AR 25 B Wnt 3 B 43 19 5 23k
CHEN % "8 % 3 Wnt5a J2 F 74 T RhoA 7 5 £ 9%
I 5557 g ek 114 38 8 1 IE A 20 P B UK AL
L5 Wi 43 AN 43 9% E M5 . CHEHOVER %5 ' i
87 15 i B M = G ) 2 WM g R A R MR B O
(70 {51 & Jis R B 17 B b s B9 ) 64T Wnt 38 1% 431
(9223543 BT, & P WntSa 75 1% £ 18 /K v ik
KOTRBOVA %5 20 4y fff 5% ] B 3IE 52 7 X — 54,
WhtSa 78 8% P i /K b & 3% 3k H 5 5 22 (19 OS i PFS
FHE

3 HE4S 8 WntiBS 5505 7E 4 B IGTE

Ap 48 8 Wt 38 -5 40 i vk KGR RS O R BT, I
VA MFIE R, AR Wt il [ 7E R A= 1 L il
B8 200 B 8 i v RS B B A . CHEN %5 V' (95
FKW, Wnt7a eI LA S0 & &k, I A RNA T
Pt (RNA interference, RNAi) & A wi B Wnt7a 7] i
A O SR A0 RSN B RE T, TR i A )
G,/G WP . i 235 WntSa n] 3 i 1 44 av i)
FEIR AR PE B SR A0 I SKOV3 At 38 5 76 11 Al e P T
HRE Sy Y. ARZe i Wt i #9352 /K ROR 1 1 ROR2
T i a0 L T R T T 9RE 5 R 0 R A R g g
FEGR S, HENRY %% ) & 3 ROR2 F5 S ML L ]
T BRSNS, T RORT 1 Sk B R W 52 5]
A S 22 5, (H AT IR R 3G 55 ROR2 i I X B 56493 240 At 184
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BH R E J7 o 55— iE, ZHANG % PV ik h
RORI1 7 51 59 8 T4 (cancer stem cell, CSC)
PR PR B OCHE I . ST RORT ST iR E A
] ROR1 # T # /N RNA (small interfering RNA,
SIRNA) Ab 2 AT 41 il 519 55 98 240 0 PR AP 3% G 6 g K% B0 52
I JB R IR A B R S AP A2 AE W) (primary tumor-
derived xenografts, PDXs) 7E#ERANMALK ., FH
PRI T UFHE L, Wnt/PCP 3l i Fll Wnt/Ca™ 3 f#% 1] fiE
T Ao AN () FR AL A A 4 2 2 DI 5 9 A A e AR PR .
Wnt/PCP/INK {55 5 g K Al {2 3 c-Jun A%, )3 3
CCND2 %5 L5 [K] 5% 5, DA TN A2 2 200 i fr) 36 B R A
W A (S S 0 NFAT %6 s vk, it
I c-Myc 45 OC 8 8 F Y 2 3k Ok 2 7 OF 5L 9 A0 i
g e,

4 FEZRWntiBIESORREMERITS
HigE

WMHEMRE R E -2 N R 2L BERIKT
R, WA . EEURZE . DB DL SRS A
BUEMSEZ IR, Hh R s . b ml e
Eed . FEFUIRZE . AN SR EHE ST R Bl ) el R A
PRI 2R B ) F 2 AR

H AT 5T 2 32 B WntSa =ik K5 g i A7
TEM R BYAHSCHE, H 5 Mg i 2H 2 8 R DA G
ASEM % 2V YR58 A, WntSa A 2 — Fil U S
i R s 1 DG BEE IR T PR, 9 AT 38 3 YT Sre BRI
il 5 T v Fgr AT 1 9% A 12 2 DY 5398 440 6 ) i o e
Ko AN, B0 WntSa-FZD2 il a] {2 1 519 5598 40 it 1)
EBHRZERT, AT LR EY—SFENE
(E-cadherin, E-cad) %25, [H] 58 5T br i
— 4588 AN (N-cadherin, N-cad) FIIEEHARY
Feik ke Y 3 32 B WntSa-FZD2 %l 1] 3 5 2 5 b
B9 b Bz - W) 58 it % 46 (epithelial-mesenchymal
transition, EMT) & 724 /=1 O 5598 4H M i 4% R 15 ) o
ifii £ FORD 4 1 ) F ¢ v Al 5] B 0 43¢ 1) 725 4 3K 1
Whnt5a 1] L2 #E B0 G408 EMT 2E 72

PKC £ Wnt/Ca® i i /15 ) O S0 40 M 2 22 vh &
FEEMEM . QI ™ K, WniSa il {23 PKCa 1y
FEIRFNE AR A D S AR M i B BRIt RE ), AR
P09 4 BMT 5 575 5 8 10038 A2 1. PKC Y
P 340 T i (o B S A0 i A MMP7 . MMP10 453
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J 4R R U, R R A (R 22 R

Wnt/PCP i % 7] i i i ROCK & Racl 5% il
SHEAFRER, S5 NZ 3.
RhoA-ROCK LA J Racl-JNK 9Bk A S ) 220K O 2 K
HOIR D JR A e WntSa 175 5 i 20 i 7% 1 5C B it
i 0 ZEURAME R WntSa H 21 8 1R 0 LR
IR Mo A Z2RE Ty 3G, P52 Wnt5a A3 T
15395 A0 22 1R Ph 2 B ASOIR PR R 8 T R A BB i
AN E A& 2 B AR P, Dickkopf AH 3¢ [ 4
(Dickkopf-related protein 4, DDK4) J& £t ML Wnt il 1%
AR A -, B AT 0 E 28 A Wnt/PCP i %, 7
Wt Z5 MUFTEE 28 MU B 4 b R RS AR . BF
5t Y %W, DKK4 i mRNA FI8 117K 75 61 195 o
W R, A siRNA Bl O S5 98 40 ik b
DKK4 ] 1L 40 c-Jun . INK (5 RR L RSN 11 22
RS BSE A A1 ) 48 T A%

{HASEZ AL, Wnt/PCP il 34 Al il i 5 Z F s
5 Y R RS R AN I RS SR ZERE ST . Rl
WFgE PV HE/R T WntSa 584 e RS VSR M 5P 5
FETPRIAHICHE . WntSa i 3205 n] S BN S 40 i i 42
AR av. oS FIR6NIEFIRIE N, M fe oy 556 40
LAY IE RS DL KT 48 i 2 R 2 A R B R 1R
() G KA T T ] O SRy G A BEVE (focal
adhesion kinase, FAK) {552k, #—A L4z
g ARG R LA S A B AR E R Ak, WntSa 7R
KK F-B (transforming growth factor-B, TGF-B)
I EMT o 78 th R 45 CHE R, WntSa ifs 3 1 %
AR RN L HE TGF-B 38 B A9 8500 7% 5% [+ Smad2/3
A, T AR E O L0 40 i EMT ik 42 2 BRAEBF
75 1 £ W], WntSa/b % 1] i i Wnt-ROR-Rho
GTPases-Lats1/2-yes fi G4 [ (yes-associated protein,
YAP) /i 5 PDZ %5 & ¥ 1Y ¥ 5t 4k JOs 7
(transcriptional coactivator with PDZ-binding motif,
TAZ) Shicis Hippo il %, e SE4i ML FL . X b
15530 P 1 B TR TE IR Atk R b A BRI, —
i, AR5l 6] R AR OE S5, Pl s
TR F AT s Sy — 7T, e A T
T 3E B ) R R ST AL, A ITTARBTE 1 254
HRATTRCR o

g b, ARZR 8 Wt 38 #3822 R g AR 5 0 e
MRS A2 2R RE ), TEOP SR AR 28 KA M rh R 4%
B (E11).
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Fig1 Non-canonical Wnt signaling pathway regulates ovarian cancer cell migration and invasion

5 HELSHMWntiBiESREEARETT
%5

22 i Wt 18 78 B SR BATE 24 Hh BT 58 2 U T

IR, IR Wt 38 B 7E 09 SLE T 24 v VR
W H 25323 %10 . VESKIMAE 2§ B Bige k3, S54A
BOUON S A A HL, WntSa, RORI Al ROR2 (1) &
PR KRR 2 5B 1 Mg L 4 B 28 e v . A
1) 598 4H T ) 2 55 WntSa 7T I 35 [ AIG 200 D % 42 42
BE . BUPFIE. S-FURMERE . R EFKFEIAT R
A U, T AR WneSa AT B4 xE R 259 i1k
SEAPURE 1Y HUNG 5 ™ P, WntSa 7 £ &
Tiif 245 248 e w28 35 1 W 3l a0 AR O Ak
ATP 25 & & W K % B i 61 1 (ATP binding cassette

ABCBI1) #ik, ABCBI fAJ
DL ATP A B 200 25 05 i A, eI P Ay 2
VI, N2 A2y, JEZ L Wil #% 19 HAh 21
G316 5P 559 A0 Y7 it 25 5k 2] & 2E/E A . ROR1 M
ROR2 7E A2780 I 251k (A2780/cisR) H i) Kk
WE T ORANR, RS PERUIN RORT #1 ROR2 AT 4]
B SRR 25 A0 ML 3T A% IR 28, IS8 5 40 i X
f Rk 1 ZHANG %5 B % 3, DVLI 75 b)) $5
LKW 25 0 bk (A2780/Taxol) Hrgs ik, i

subfamily B member 1,
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DVLI i P 0] 3 058 42 Wi 5 i A0 i s 0k o I,
WntSa J T il G HE AR 11 235 7K 1T B8 2 UR SR k7
SN BT TE AR W s

CaMK 11 7¢ 5P L8 A7 1 24 v (4 FH A A — 5 4
W, HUANG % U7 (55 W CaMK Il 7 SKOV3 Jlii
FATit 25k (SKOV3/DDP) iRk /KP4 fik. H5
— IR g Y e W 7 O SRR B R T 25 Bk (A2780/
ADR) H CaMK Il (33K S ififb 1 i T A bk, i
CaMK I1 #1141 7 F Ik ABCB1 &3k, RIPK 42 19 5L 9 40
P BT 2R A T R U . P, CaMIK I AT BEAEAS
A B S5V 5 Z A5 S AR AR, SR8
BEH 22 B RITSE 0 I B Wnt/Ca® 3 %76 B9 598 107 Tt 24
H i AR

P
HE /&

6 BFEEZ2BWntBEMNBERR

R

T AR AL Wit 1l B 7R I0 BURIEAE . 1T88 . 1RAR
AR ARy it 24 25 J7 T 473 388 ) B B 4, A fa) Al 22 it
Wt 38 Ff Y 7 I8 L LSO AT TSR

R A 56 [ B 25 B BR) (FDA) it
LT B WtSa L1 254, {H Z2X00R S8 A PR i

WF5E C IR S8 [6] WntSa A] A7 R0 ) 51 59 0 e . 191]
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i, BF5E ' % Bl microRNA-365 (miR-365) 7£ 5
Wi 412K #A . miR-365 1] 3d 4 B 245 & WntSa
mRNA {9 39EFIIEX (3-untranslated region, 3-UTR)
i T I WntSa 7K. 33 23k miR-365 Al 91 1§59 40
JUARSMETE | BRI ZERE ST, I RS A 7 /N R
SRR AEA R g AR DR, TS Y Ak A
%, miR-365 A R T — A0 SR IT A 502
Yo Br T 3R L EYE, WntSa i/ 30 i 51
WIEFENT & FIEIE . BOXS & WntSa {5 5 4% S a4 il
F, AT AN H WntSa /S 6 B0 Z AR 78
AZIMIAN-ZAVAREH % 2" &3, BOXS th v # il 51
SR MR R SMR 2R R T, IR G R av RIE N
Rifi /5 1) FAK A5 538 06 1

A 1] A 28 31 Wnt 38 [ 14 527 12 TR R B e 259
L EA A Y (3 77 . Ipafricept & — Fh FZD #1571 ,
CLTE b R P BRS80S s 78 v Jre B A A e ok g
15 Ipafricept 5 A2 eIk FH R B EL Ipafricept &%,
AR RZIEYT S YT R AE— T C T Ipafricept
B A2 BN -R NG YT S R PR RO B OP S 09 1 b 1)
WEgE i, SR A 37 (B0 SR R, o 28 il R
# (75.7%) SRS REER G HAERTIE
#| Ipafricept 1] 15 FHEME BT &4, LA T EK
T 209 7 2R BEAZ 25 09 i i MR e A 1 &
25 . Zilovertamab & — 4l [1] ROR1 1 51 5C FE T
A, Jd et 454 RORL (4 445 14 3 BT WntSa 1755 (1)
RORIF 54T, TEZFh ROR1 FH: (9 W A4 b e an g
PR C 200 B I . S bk T AL AR 1/ 1
00 PR AR 56 v EE B T 2 A bk R A Rk b e
Zilovertamab 7£ B S0 A ¥ AE IR TP AE R o (R Ak
R, Zilovertamab A b 25 11 i D155 9 240 L 1) 38 58
Zilovertamab L 25§ i5 J7 7E [F] U5 & 41 & & 6t 5
(homologous recombination deficiency, HRD) fRZSIE
B 114 DT S5 200 B v Y B B R G ) T USCR
MBS ZRIEHT MmN ER AT (poly ADP-ribose
polymerase, PARP) il 5 35% FH I 0 A3 (A3 H %o B £
S5 40 L A B ) 30 4 4 . Zilovertamab 1T i S
PDXs B A CSCs 3, FFM il B i (0 AE K S o
B A HA SR B /N RS AE S Y. (EA5 RS2,
RORI 7 1 5% o S 16 97 vh A Je 30 1 A v i AN 1A .
WU % 7 %3, RORI FE B SR 87 41 i o 7w %
ik, HWAT 7 CSCs i iy m e ik, al i ALk
A R PR e e T o AR N TR RS R
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ik ROR1 ¥ CSCs % 1 Al {2 4 il B S 9 2B 4, IF
Iy T4t & (interferon-y, IFN-vy). $it ROR1 $ii
AT LUK AR R4 L (natural killer cell, NK 4
) ZAGEME, B ROR AR BE FEAK CSCs %
R IR SRR . BEAh, OGRS AR R ST
RORIfE N G PR Z K T 41 g (chimeric antigen
receptor T-cell, CAR-T) #HIAR#LE/E . $1a
RORI1 [ CAR-T J7 % 76 2 ¥ ik 4 v & Uk W] H 2 4>
P, — IR /N R K = B LR
HEAT R T #9006 R 3 (NCT02706392) 501 h & 3,
ROR1 CAR-T 405 1E # LT AFEAE R, (A7 7E R
SR iR TR B AR N H A e DI REREAS Y n) 8, R 2
#E— 58 RORT CAR-T 7 36 16 L8, JuHZ 00
HUs N . 5 RORI AN, #2m ROR2 (58 AH
Xt e ET R BF Y Y R, A SiRNA & [F
ROR2 7] A7 R0 4] B 55 9 40 i 4 4 . JOSHI %% ' A
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