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#E  VPS35ZRetromertV EEH & H o, ENERE A LI EPHEEER. RIAH R KH, VPS357E X
—HHHNBEERE, AL M ETE R, AESHETRER, NI HREN L ELBMES KXERTH
BIVPS3SEEE B A H FRESHAMESM B L EGEENRFIATHE, L4176 T VPSISEME X £ 5%

# ob B 1 FIALA, 4 R RN K VPS35/Retromer L 4 7 I 8 & A #5759 16 I RV HI RS 5 54

XH#ER  VPS35, Retromer, I8 % &, Mg

Retromer(ZEif13% [7) 4% 12 5 & 1) B 7 HH Seaman 5§
NERERE R B, fEHIVps35p, Vps29p, Vps26p,
Vps17pMIVpsSp TR & FUR AR R A9, FE 75
BRIKERY (carboxypeptidase Y, CPY)32 442 H Vps10p M
M 7 & (endosome) [ 2| 15 /R HE 44 (Golgi  apparatus).
HH T VpsSp-Vps17p ZRAKGE 45 & N &1k 1 13- 12 -
BRI UL (PtdIns(3)P), PRIEVpsSp-Vps17pHEt Jyfii
GEA R AE N A AR | 2E 2 R IR s B T Y, T
Vps35p-Vps29p-Vps26p L & A 8 1 ik B L R iR 7 124
F AL AL A Vps10p), KIL/E AR A4 57,
HE A TR R e R A b 7 39 3306 1) 38 B 1 v AR A

TEFLBH, RetromerHH VPS26-VPS35-VPS29
= SRR 43 1% % $2 5K A (sorting nexins, SNXs)ZHi%, H
ISNX1, SNX2, SNX3, SNX5, SNX6FISNX275 5
Retromer[J 43¢, I HANFESNXs/- F A E B8

MNP AR B v AR R AR B a8 e AR g,
ABNPIRetromer I T HE S B 2 FAH G B 3%, W
TBC1D5, WASHE & /& FIWDRO1™, {Hix a2 K 7
TERERE HARSE. HnT W, BERERN FL3h ) I Ret-
romer/E FHALHIFEA T2 —E HAETA N, WY
Retromer % F 145 (A1~ 32 B 5 67 75 N A4k [ IRCTE [X 5,
M EARIE B2 8 A IR A A P R A & IR DLy
et iz,

RetromerZ: 5 £ Fit #1 B 52 (R & (A 1 M Y s i
PRI IG & B AR FIWntf5 5 8 ISk 524k, 4tk
4 B AH 9% 1 T R 5 TR F- Crumbs F1IE i 7 B A4 25
FA 7K S B P BH 25 A i o- 18 R H 58 0 s 44), At
RetromerfE AL H) £ ML B FE R R AEAER, BFKR
BIESHEES. Rrsmsms R %" vps3s
s&Retromer) 4 4> 2 —, VPS35MH) 28484 F 4] 4%
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P EBNE: ARl 2023 4 553 % A8 I

%P5 WA 42 7% (Parkinson disease, PD)JE B AHE, IX A&
—FhINREE R AR, 5 N A PR T 4% TR A %
P B AN A TR 4K 2 A 43 16 1 2R 8 5. Zimprich%%
AU s A B I Z B, VPS35HID620NSE AR
RSHPDMIEHE . —. ZavodszkyZs A" FIMcGough
ate \U2gE e 221, VPS35-D620NSSAEf IR 1 VPS355
HAh 2w AR KRR, SHEORKIEHM. Huangs
ANV g 45 B, VPS35-D620NZEASBEER T 1
VPS355 % [ i #% i /i (dopamine transporter, DAT),
RABS, RABIIFIFAM2IERIIE HAHHAEH E 5,
MR IR T DAT M- P 7544 21408 30 3 44 132 i,
HET G0 T 9k [|) Bt A ) 22 L] (dopamine, DA), F:3K
% i RE(DAergic) & LA YERIZ B D RefmG. Bk
2 PEHER I, VPS358 A/K PRS2 iR
AP B AL, R R S B e
ME SR o4,

B T AREBAT R E, BERIREVE SN H AT A%
VEROf B n) R, B R B LSO R — . B
HEAIRERE, NRAEFEKFEHER, BECLS
R B DL AE T R R 22—, 4 b ] S
iL»(Nastional Cancer Center China, NCC)fii1, 20204
Hh T R RE T 51457 F3 41, R 99 % 2293.9/100000,
F241.35 5 NFETFIIE. Geit-R B, v [ fe i e i
. IUME. SEME. B, s ERRR
U R [ K AR SR B T, 2000~20204F,
A VUAS FEZEBOT R DR S « OO0« oG L 5 9 A
WP A G, R T IX, e & R EAE TR A, 1
TERATHLIX, Je it LR IR R G5, o 2 2
FET RN,

JEE 51 L HIFET290% LA L #B 2 i T IR 2 i 2
B, RS A DI — AN BB R, B HRA R R M
SRR S IR R sz M LK b Jed 4 a7
T E BB IR MR AR R PO g 2 i T DB
R, MATHFRS . MEEBRAMEER, xHEdniEi
ARIETRE S, (ki AR, A AR, T
MLFRSE R n] DU MR i #5. hAt,
BT R T A M A1 B 0 (extracellular vesicle, EV)H
S, AT DLOE G e vk A AR R, A Sl BE SRR 4H
P20 S )5 BT 4 0 A R ) o ke
5 B R 240 MR R AT B B Fm s e A O, R, ]
ik e PO RS, B v IR R W AR AT OO 2 T

] Frak S SRS ) R 30 LRI PR R 4 1
RN G TT A R T — Lok fg, (H &R 1Ty
PRI BRI IR S AR, R, R MR 2
PIVEFENLE,  ERT-IIR Va7 B0 5 BT R AR N 259 2 B
IR VA T A e R 1) )

HArBE W2 s, VPS3STE MR i th & 357
TESZIR, i, — TR gn AL ERNADN P 5 46 i
VPS35 S SR T 7E [ 67 0 4 Y, e Tt PI3K-
AKT™, wnt®MZ 2@ 8% MIKLF7/VPS35° 1% 842 Kk
AR, DMt A K. RBRAER. A 0K
XFVPS35TE i kA 5 1 R b i T Re 5 ML AT

S

1 VPS3S{EA [l i v i b K -~F- T

REWHFFRY], VPS35] Z AL NRH L bRk, I
HZ 5ARMAB AR, RIETCCAKE 24,
VPS3S{EVFZ ARG VEBIEME, W5 HARGH KN
il BERE. BIVE. BEleE. B, %
B GERR ch G R o A FERA (), IS
(oo B 43 21 . CBAERR B L AR 2R MR R B2 S5 AT AR
KAE.

2 VPS3STEMR L AR i e

AW RY], VPS357E L Fim i (FLARE . AT
i SRR R EEEH, WIS VPS35/
Retromer 1T 2 Fh B8 9 2 11 N 3 78 M40 3] w50 ZR AR sl 4
BRI A7 3635 B e A KR T2 AR s P YA
A 1E 5 G0 R 2 R AR SR
TiNFCT I — N B R R R R R AR,
VPS35] LA i Jed 40 M BT 7% A4 28, kR IAVPS35
SR FEIRE 12 22 A 885, VPS35/Retromeris [ E &
AT e ggE e A 5 e R AR AR AT 2 N Mg S8 YR TT
PEALH AR FIIE T SN

2.1  VPS355j8i k4

(1) VPS35ifi#%#N-Rasf5 Tl . RAS/E H AT
B BRI T 2 —, RasH A& —Fh oA &
FI, FCE 20 A B R TR R BB MG . SRR
LR BA S Coiii 19~204 B T2 1 1) 7] 22 X (highly
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o bl ke & L bl B
E F i, = i
-W T T+ ¥ TL Ty --
¢8I L4 ¥ ig -F 2
> g e "f . ? - i =
Q.
5
0. _'_ ; - . - . - . - . o .
BES e aEE mRE EHHRE BRE RE
Bl 1 VPS3STEA[RI MR H 2 S ELA IE 7 A R R IE K (AL o Mg 212, BE RIEREAH L), BdEkE T hitp:/gepia2.

cancer-pku.cn. *#7xP<0.05

Figure 1 VPS35 expression in different tumors and matching normal tissues. (Red is tumor tissue; Black is normal tissue). The data come from

http://gepia2.cancer-pku.cn. * represents P<0.05

variable region, HVR)"*. WrightfIPhilips"” & 3, Frfy
Ras[THVRs#ELACAAXF IR, %7 5l 2 4k Je 4k
. (farnesylation). AAXZE A 7K il Fl [ 3 2 bk = IR R
F A2, DLigikRasH [ )i i (plasma membrane,
PM). Rast [ 7E 40 M5 2 [H] 32 6 75 EEA A1 BB ) o
1, H-RasHIN-Ras#i¥%iz 3| m /R B4k, FEm/R B4k b
HVR (#1220 2 ik 5 4 DHHCO FIGCP 1 685 kAL, {2
HRas 5IRMLE &, NE BB, BiET
WefE S am O,

VPS35% HZ HRast H ) 5r & Fiz . Goodwin
s N IRocks e NP IF 5 3, N-Rast] LLE I Ret-
romer /3 1 FEIIE S B A8 N B IR IAT 21 1y 2R 2
THIE X G R R 5 B, fRasfE 5 BRI RIS, 4D
HIFTER. ZhouZs N @ 9 e AR AE B HOA
M52 H e BN P N-Ras 5 — Rl Rk £E, R W] IEZ
N-Ras U7 FTH VRO it A5 A 1 A 45 85U, AR H
5 VPS35I EAE, TMVPS355N-Rasss &7 ik
T e Ak, 18IS Prey 4R (1) 77 =45 A N-Ras, F1
TNV AH M E A7, EAE, AR R I T ERVPS35 T DL
JIN-Ras 5 20 i 57 3 B BE R, sk RasIGTP A%k, #
2 73 24 35 4 & (S 5 8 B (mitogen-
activated protein kinase signaling, MAPK)FIN-Ras{f 4t
RO R AR A, BRI R IR IT St
B AR AR T .

O MR, VPS35XRasfs 5 IR, &
Wiy B, EAECAWATER, BB 5 N-Ras
A AR X 5 VPS35 ] LUAHEAE I, 3 5 40 0 52 iz
VPS35%MAPKfS i@ % A7 — € K50, MAPKIE
PRI E B Rt —, B T2 EKRET
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SRR, MAPK ) RCAT 4 20 i 2B K [R5 52 Ak (fibro-
blast growth factor receptor, FGFR)tHH —E 5 R, A
PLER T VPS3 50 i e i 4 AR A 0 22,

(2) VPS35XIWntf5 5l scm. ERGER &L
P, Wnt/4E 8 [ 40 i % £ (non-canonical - planar
cell polarity, PCP)X| T-24H T #% & s AT A 14490t
b, Wnt/PCPAZ /U i 57 75 25 Bl SIS A Jof e v #5472 1 75
RWMILR, HEN#ERES 5128 1 Mg #
AR Ui st et i)
g™, B RS B 4%, Liuge NPT RT-
PCRMLEEH| VPS351d ik 23l il 75 5 b pe- 8] 5 8% fk
(epithelial-emesenchymal transition, EMT)HJ<3% K3
15, n3E )R & JE KB 14(matrix  metalloproteases14,
MMPI14). 354 )& BKEE9(matrix metalloproteases9,
MMPFI T BUEZ JFa2(collagen type I alpha 2 chain,
COLIA2)ZE i, [FIIf e fE{KRhoA  Ser188f i+
Rac Ser71{ fifllp62 Serine 40317 xRk, 180
p62FRock 1 (1) 1A FINK [1) 1% B A4, >R 3 5 i (hepa-
tocellular carcinoma, HCC)ZU{Z 2 F1E#5, VPS35H]
SR 2 g B R P It e A2, I s Sy
Hr, Wi E VPS353E 1 i - 4 L b 25 il iR E 2
(frizzled class receptor 2, FZD2)FIROR1 1] 543 i Fll
IZHLHE Wnt/PCPIEES, NEEMTHIHERE, (23 1
HCCHNMITER A FIRSMIITERS, I e it — A
TEAE TG A B RE T HE AL

Georges N7 1T GSTHb & & Fpulldown S 4,
i€ T LRPOA I A 45 4 38R VP S35 2 [ AT BE ) 18] 4
MEAER], HVPS35HINm bk K RAL A 1 ik s
JEPEWnt-1FTHEK-293 40 g i B R g Wntf5 5. Chius
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NPE I M 2 A T VPS35I R A R TR
et K I e ARG & BUPARK 1 75 WA R EBLVPS35
D620NRA FEVPS35YjRE R, {7 Wnt/B-cateninid@
PEIEME A2, 167 8 VPS35 N E /N R 2 R B0
(substantia nigra pars compacta, SNpc)-H WntlFl11Z%p-
catenin'Z & N %, TP TS A Survivinf) R IEVE
P, S #Caspase-8FlCaspase-9) & /K F L, 7T
FWIVPS35 D620N R AL 2> 5| HL G Wi AR ZL M 2R 14
REREAS, {4iSNpcZ MU AE (D Aergic) (#1242 LA i A A= 4
ZIRATMIRAE, FELRLIAROSIS & A2 R 2K A4 1
T B P0E,  UF B Wnt/B-cateninZR Bk (V1 75 B &
VPS35HIF e B SR MIIE W hRE, ZABE 5 hs
5 MR BRI 2 MIE R TT IR FAESE, X2k
RIEADIRe4ERA EEAER, FrUAR R VPS35-4 b fA
HIF 50K XTI 50 e A Bt EE B R B AR B

(3) VPS355ZKLF7# 4 5 fffjgs % 4. Kriippel-
like K -T-(Kriippel-like factors, KLFs) & — & &= FE R 5F
FEHR ML SRR, il SRR S B A 4
G RR LN, TS5 NREE YT
TR L6V 22 A SR B A5 o B 0 AN A 20 g 19001
RAEKLF7 18 05 %, KLE7TIHT ZMER N EL, 5
SRR R . WangZe NS R B, 7T A R
(endometrial cancer, UCEC)™H, KLF7/Z 3t UCECHH ffu 1
BH. ERVRIV R, DA A R B R AN A L £, KLF7
R 2 I UCEBCHN M 1 7 Fh R 4 b 2. Jl it
RNAM . Gz ERiZE 5 #r &K 3, KLF7/EUCEC4H gl
A 2R rp OE [ 1 457 B o R 6 IR 2(HAS2), HAS2H T
VA AT DL KLE77E 8 & e o iR /E . Rahman
at NSV B2 1k VPS355L VPS35  D620NTH3: K SH-
SYSY4HM &, JF#E47RNA-Seqi 40, KM
VPS35-D620N 5845 2= B i 1% Bl Jii 2 (hyaluronic  acid,
HA)/~F #1128l %2 4K (hyaluronan mediated motility re-
ceptor, HMMR)X} H & AH 5 PI3K-AK T #% 1) 1 7,
PI3K-AK T Bt e s . B g i g 4
BV Z . Guo APVIgRT-PCRE: 27,
KLF7{E A 23l ik, RWIKLF7TZ2HCCo A%
BT A 7, A AR S UESE T KLF7-VPS351
FEHEHCCA A K. iz 28 4 i A B A0 40 iy
P E R, 3R BIKLF7T/EHCCYN M H {1 A
SR TR VPS35HIFRIA, H5VPS35%Rik i B IEM K,
iBiF CHIP-qPCRAEIMKLF7 5 VPS35I 81 145 &,

KLF7i 4 KLF7-VPS35H i CCDC85CA T 1]
B-cateninif B, e HE TR SN FE . 12 28 R0 40 e 9
HERE, JERHI R AN T, HVPS35, KLF7, B-cate-
nin B RIEA S, K0 [ KLF-VPS35-B-catenin& fH 15
TFF 5 0 Ji R v 7 8

KLF7/E RN, 162 FiE H#a ot o, wi
A5 HVPS35A] LU A B P E 8 5 B-cateninif 5,
KLF74 5 Akt{5 538 56 A o 42 32t 7 115 107 40 B 1) 18
57 I8 AKLF7 5 VPS35.2 )& 75 i A7 7 Ho A5 538
PR, BRI R A SRR, Bk

(4) VPS35#FGFRAE HE % & E. FGFRZ&—2
B B R I 5 ) P 52 A4 T S B BB (receptor  tyro-
sine kinases, RTK)& [, M M7ME5M) 38 (extracellular
domain, EC). 5/ [X (transmembrane domain, TM)F!
Jf PN 25 #9455 (intracytoplastic domain, IC)#4 %), FGFAN
FGFRsTEME E R AT MR KA MBS
SRR R R E AR, T HAEMR R
i 3 AR FGFR3 (R Epm ", &
g, wekan it BT s BLOILA
g 1 I e, FGFR2GEASE kT2 i s gk
/N A O o A

Zhang%s N"IZE HF AR R BT VPS35RAS, %
W 58 R BLVPS3 ST IPI3K/AK TS 5 il 4 5 FGFR3
£ 5%, FGFR3EIPI3K/AKTIE S Z 5 Fiffs 51L .
XFVPS35-KO i 40 A b i 200 it o A0 240 i 28 e 4
FFGFR3 I 5E e I H 2 250802, IEBIVPS35% T
FGFR3 [{) 4} 1t Flliz 4 21| o i 22 X 2L, R B VPS3571]
DL 3 IIFGFR3 1) 7 e A iz AR HBURAE . Za-
nazzi% NUSE I 5% o E i DNA FE AL RS . Jee e
A ANE TR ST R I, FGFR2HI1754MNE T
HVPS35H4b e T2/ A, G E R FGFR2MEG 45
M FIAEAR FE R VPS35I L -F- B A i 7 51, 3X o
R A HEEFGERIE 5, FF ] @i 8 FH FGFRAM ]
FIHEATHR A1V 97. Laederich®: AV"V5 9, FGFR35
HSPOO T B R #H &G, H H a2 A e T Re
f5m . TanZe NUOWE R, NStHSPOOI i 71
(STA9090)_-ifiBclafl VPS35I /K-, 218 IEV K4
W, 12t HepG24 AR I¥I1R 72, Belafl n] LLE I bZIPLE #)
AR VPS3SHIEE S, MK Belaf 15V PS35 W] g%
STA9090% S HEVIE # #6871, 7~ 1 Belafl-
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VPS35-EVs#h 7t - 4f i #2 (Hepatocellular carcinoma,
HCC)# MR HIYEM, AN Hsp90 Inhibitoris 5
[ M /N BV EL RS SR AL T — PR IR BRI T SR

FGFR2FIFGFR37/E R IE H &R K LA VPS35F K
%, YENRetromerfJ#% .0 205, VPS35XIFGFRF43i%k
M2 ReEH, BT DLom ik Moo FEs i) 4 wh s hin
RALHERT R A 1R 28, MO [ VPS3 S N iR 16 T
PAF IR IT F B

(5) VPS35i@id SLCAA ) iz i ¥z s & 2. LA
F1 14 bpH(intracellular and extracellular pH, pHifipHe)
TS 2 AN O 5 1 B B2 RS 4, R AN D RE I
MIRTEE. I R ERIBE AR, pHitRATEREE 1 K E
g B B George NP7 i A4 A R T
ATPff(vacuolar proton ATpase) il 7 FH 1EH 5 Py 75
PRFIRRALAE T, AT 3001 H Wnt BC 4 ) 3h ) 3878 Wnt £
SRFEA. WINERELEIE E A 4(solute linked co-
transporter 4, SLC4)ZK % H 11>k 02 41 i (SLC4A 1~5;
SLC4AT7~11), "EAIAEpHIZE b e 5 e 4 125
SLCAAT XA FIEH e IR 5, Bl iR
Na'/OH FINH4 " #i5 5& 3™, #SLCAZ R A 15
A R R E (1975 B R A K.

SLC4AT ] LA i3t 7L Mo 2L 20 b RO BRIk 1, 4 RE B
4 PR 00 P IR BT (R 3R AR 2B 1 R (A2 K. Lee%
SR 5 R IR, S P SLCAA 734515 T I L e %
ARIH, 00 e A PG 58, IR MR A K. Boedtkjer®s
AN 53, Na FIHCO, 3L 415 5 [ SLCAATHE A
J5UR M LRI R A Lk AR T IE R FLAR A S8 R
% b, ParksFlPouyssegur™ R, SLC4A4_L {3
2 Mg LR AN A 2B K AT . QinZs AR IR,
SLCAAI i FRIEFE3 /AT IN H 9 O S Z2 I J 7. i
IR, 7E50 $498 ., DNAF BFIS R S 5 G B T
H B Liugs NI, VPS3STE M s, 4
il 2 RS b R 4 3 B o 0 EE Y, SLC4AT112Z
VPS35/Retromer iRl B34,  HHE [ 20 i 2 1 4436 -
VPS35I DIfe. T 05U R, VPS5 (2t i A 5
i 32 i 2 11 SLCAA L {41 fif 3 T 8 1) 44 FH T 4 75 1.
EH AT AHENT,  VPS35%) T 5 SLCAAFH X 1 M8 vl g
e NBTE I

SLCAA 54 B 5 5%, SLCAARHRRRTE
FA ot S R (i a3 e A AR 22 OB M SR B A i Bh 2. b
T 5 A PR ASOAR BE IA 5C 2R E 1A A2 e 2B 4 2 IR F 9T 4

1124

A, TAERTSCHTIASLC4A 11 7] B /& VPS35/Retromer|f
VA TR, VPS3STE R A 55 v i R 32 4E H B airid
FEARFN, BT MRS BT A AT S AL B

2.2 VPS355HhEsER%

(1) VPS35:8 i 18 2 28 R A 1) Dy BE K 5 M Jir J8g
. AR T, &bk SMEERRLR
— ELLLRAS MR SR . VPS3SH] LA Sk fA A
KR EAH AR R SRR bR RS & Thae, 5
LRk 5| R M MR T @A B S AH G,

SR AAR TR G /278 AN 428 1 B R AZR IR TR
R/NFOE R 28 G L, i ELNHR T 2R A4 ) BE (U
ANNABIET/AFIE) 17 R (Ao i 7y ) A0 g A B 52
S 3, Tang5 \EBH, VPS3S LR RIAE3Z X E
ZEFEEF 1 (mitochondrial E3 ubiquitin protein ligase 1,
MUL 1) %% 32 [ A 0 OB 1 IR 1=, ] DABG In e ki i
fill & % A2(mitochondrial fusion protein, MFN2)HJ 2 52
P, fR#EMFN2/ 3 KL RS, VPS35/Retromer¥)
S BT EMULL R AL RAA RS, XA aER& 5]
KRR IR LY, Wang®e NP TH, VPS355¢7%
PR LLE L 3 5% (19 VPS35-DLP UK B4 ] 51 2 24 i
W, TELRRifASh Ji#E 5 F (dynamin-like protein 1,
DLPDFICA S A T — D FERFIFLVIE 7, R
A\ 2 B T VPS35-DLP UAH FLAE A, AT R 1 2 Ar
PRHRaEPE. Farmers N NiE B, 1 7L 504 Eps15 R
453885 11 (Eps15 homology domain protein 1, EHD1)
I H A HAE H 4> FRabankyrin-5i8 i3 5 RetromerA H.
YEFPT LR Ze ki 5 772, AT RE2 8 75 VPS35
R RLAR N | 25 B 238 I 2 ) 8 1 A 98 B8 H 1 (dyna-
min-relatedprotein 1, Drpl) RN RARFRAS. Lekifhk
MRS SR BA LR, HlanZhiiARAs g ine —M
fre g 2 7Y,

VPS35F% 1T LR Rl & oy SAH G R 746, 1B
X Z R AR 5] R ) PN U A% A R T R (B-cell
lymphoma-extra large, Becl-x1)f B M. Farmerss
NP 2 VPS351VPS263X i AR etromer (% 02 Ji% 43
FeBel-xIFET R K 1, 2 VPS3SFERIS, dRZohifhk
Bel-xIZKFHE . thAh, Retromerdi 25 40 Mo 25 B Y 5 Bk
FIBaxigiG AE T2, #85& T Retromerif i g #Bcl-x1ig
i B 2R RLAR MBS R T A AP T, Bel-xIBR 7 5 40
MRETARDS, IEfE—L MR MpmEsE. B, Lk
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[P R KRR, 1XEAEYE TR CAEA
[ 2R g e e 2 3, e s Y. AL
2 g B S R %) R, VS35 T L bR
R rh— A R U T (R IR T HE A5

(2) HEMTI-MMP4%iz IR R a8, B
T 7 4> )@ 25 1l (membrane type 1 matrix metallo-
proteinase, MT1-MMP)EAIHE A 917 LE T8 24
REMWHEF 4B EAB. EAREAFRERE ST
MT1-MMPIV 40 S Bow, %8 R 5 2w A 140
e ST i O e b R T A 2 T AR
Ah, B R T A R O R s
BMREEZMMPREMAEKEREEBMKL, Hao%
O S SR B BT R B, MT1-MMPFE % R 5
PEBPERTE Y, WyE Ak R G R A . S,
W IR Z G MR ) B s, PP RGN R R I A
SV RIE, FF SRR R T RMERR R
BRI RS S5 M. SzabovaZs AUV FiI To-
mariE N R B, AE R AR ITMT 1-MMP
{2 i B AT LI I B e 200 o0 e R E O A
BN R EAR O A R A AR o i R
(%%, Strongin''?1ZhangZ A"V, MT1-MMP
TE MR H 2 i SR as FEYE B B, MT1-MMPRY)
/KT S Y T AL e 3 s AN R X A2 28 . R
YRR B A OC. SharmaZe N BFsL R IH, 78
FLIRE A R T, VPS35/RetromerfISNX2 738 i B #%
EMT1-MMP4H i 57 2 48 1 i fi =AM ZE R DK VAH B
VB BB M H IR IMT 1-MMP, 35 B H M F 4k
grik, fRHMT1-MMPE H B EA R mEH, M/
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The roles and mechanism of VPS35 in tumorigenesis and metastasis
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University, Kunming 650500, China

VPS35 is an important component of the Retromer complex and plays an important role in the sorting and transporting of endocytic
proteins. Recent studies have shown that V’PS35 is a new oncogene, and it is highly expressed in a variety of tumors and affects the
development and metastasis of tumors by regulating a variety of factors and pathways. In this review, we summarize the latest
research progress on how VPS35 regulates tumor-related factors and pathways to promote tumorigenesis and metastasis, and the
mechanism of VPS35 in tumorigenesis and metastasis. We aim to provide a reference for further research and application of VPS35 in
the cancer biology field.
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