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Advances of intraflagellar transport protein 20 in current research
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[ Abstract Jintraflagellar transport protein 20(IFT20) is one kind of protein of intraflagellar transport B complex, mainly located in golgi
body. IFT20 plays a pivotal role in transporting molecular motors, assembling and maintaining cilia. The defection of IFT20 may cause

various diseases including cancer, polycystic kidney disease and immune disorder,making it a molecular target for prevention and

treatment of major diseases.
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1.1 #EAH#EESG

AEFETERARER, RZAMIIAEPHES
AR EEMMLEE Y0, ERERNAENRE, FTR
FHAEERNAETIR, WEHBEAESYIEELEPL
MLMEHATNAREHTREY, 25 FTOBNEEER
SR AB B2 A RKEAFR A cytoplasmic dynein 58 LM EF
B IHB R 542 , 15 IFT143 1FT44 B %, B KK
EIFI A kinesin-II 58 B M £F B 238 2 0 Y IE M 55580, 6L 1E
IFT20.IFT88 IFT80 B %  IFT BHBIA N RAERAIETEY
EAMINEERZERED, ZRA TR IR M BHLE
. 30 IFT27 B AR B B /R 15 -5 /R 4% A1 (Bardet~Biedl
syndrome , BBS)®, IFT43 IFT121 BEBEARRASINEERE
AR IFT144 IFT172 B EHRE Jeune SFE1EMEE,
12 IFT20 & & H4-

IFI20 BAB T IFT A B 3, i1 IFT20 EHE 4G, £
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IFTEAREFE/MMIEA, IFT20 ZF i 6 M BT,
PEF NG IR 17p11.1,cDNA 2K 8 1 060 bp, HIBKIE
HIRE 158 MEEERR, IFT20 ZEH B B (R F , ZEWG 1 s FndE
REEHYH RN BHERY . AERBERR IFT20 &
AR EARR,, HREERFS] 82.9%H, K 82.3%5% & —
B, FEIEHHA D B F T AR S ERE R
RRE R, A T IR PR B DB REY,

IFT20 MHEM FRRERE S&, EART EAREEE, &

FREARMA BHE PORERE S,
1.3 IFT20 B a3k

FE IFT i3 R R, IFT20 25 365 DA R /R A R ik o 8 v 35
EEAEREE, URHEAENRE ERBESE/HL
I8 U E 5, AT A AN RS Y MG B S, B 54 %
SH AR R BN SE K B, Follit ZFU25E 2 BBR/MN R Y
1720 HHR G % PLLF 415 00 B FBH , PC2 (polycystin—2) 5 H
KERD , HE/RBEEERRZEWN, J5RATFFTIES
IFT20 B AR EMKH S /REE I GMAP210/TRIP1] EM 2R
REAR, B Gmap210/Tripl1 HHEAE R —HAEME TS
g, A K Z R OEE MRS FRE MEEA
2% BREKEHBRIER HIFI0 EARNERETH
IREMR, $#7R GMAP210 & [ ERL 51 IFT20 2 H R E AL
Eil. ABEPREHR, CCDCA1 FH A BARE I IFT20 &
EITER REMR R EAL, B IFT20 BAD R ESEEE N EA
EHJRH, IR IFT20 Z [ 7] 85 H At A A EAE L
25 IFT 378,

VIHABR AT &I, IFT20 B H RS F B4 P &RIX,
HEXAEN TKEBARP A RS, T HRPUEZET
cell antigen receptor, TCR)J¥ S5 81, IFT20 HH1EXN TCR 5
FBE R AEIR 2 8] AR JLETT 8%, 5 RabS B —FhE &3k
FE[FEETT TCR 54R R BHESER, FERMERR
1620 R T 40, SERNE S F BB, K2 Rab5
FREETE TCR W, 5142 T 4UMEVE b S FEBREG , AN RES = A PR
St T MU T, /R TFT20 25 A 7 REE Rt o Fl R4S 52
PSRN G S FEATAR AL, , ] T 400 L Py 5038 o 25 R g 0617,

2 IFT20 EB 5&mEXx M

2.1 FT0EGHAFAEHANEOLELR

e O fEEyE BT VB IFT20 EAM R E R RS
BT AR 8 A4 i P 398 B AL R R SR, e AR /N R
FIE AR, IFT20 EAMRIAEEEFHET 8. BB
BEREZ -2,

XF IFT20 & H R0 s R 4 K R HIBLE] , 280 E A
5 Hh(hedgehog)(F S @M RHARX, EHEBESHT, S
5 h F5 @R OCEANTAE L, TEREmRM e K

R, TEABMEERS, B 1m0 BRRAER AEKE
AN, Hh {5 S BB R B0 R RARRE R R
A BN 1720 EH AT 888 i 1R Hh {5 558 BE R ma R T
RS, BEAh, PR A R - A 1 WS UIAE OE , Hh 58 R A
B MRIERTTER, 120 R MR E R Hh B ESE
RORBBIEEEE MM A, AERNESIZER ATC T
HBEER, SLRAEHT , TFT20 8 A AR A2 FR$UE TR MATG
B ERFIED, #—3E S TFT20 5 (3 A 5 R 355 400 B
IS IR

7 IFT20 25 282w i & A B A8 op  IFT 2B [ Rl A B
FISN AR E B EH . A LSRR BRI A £ 1688 A,
TESEIRIRR 288 1420 2B /N T 4IMLT , GATA4 (R K
(R IR TE LAY B 540 ) F Hh B BR324 Prel WIFIA K BN
VeI FS B s Hi) IFT20 5 IFTS8 B (A Wl BEZE %
AR R RER,
22 IR0 ABEEFL S HEHA

/I UV e B4 B R 2k 1620 ZEPR R BUH AR IS /D B
ik, BERERRE ST 120 HE/G B 255N SEAE
MEALS I EAREHRE  (EABEFHENERESEY
Hen & & LB 'S (polycystic kidney disease, PKD), 3L ||
AFAEEEE PKDI fI PKD2 2 52B 8K 4 151
WIS PC1 M1 PC2 BN FH B L9 BB B
EB Ca @B IR E A Ca ¥R ™, 120 3L B i 2 B 58
AR AT S3L PCL/PC2 Bak , IR Ca? ¥k BE AR , B3R Ca2i
WHESE, SRERAHEARAR, 28BS E R, Bt
K&, BEEAE < H (Yes kinase—associated protein, YAP)
ESEBRBPNEEEARZ —, Yap REARKEHEHEW
BRI EKEALSE, TR AT IE 408 MO (morpholine ) f.1%
HTESHEWRE Yap MO 1 1ft20 MO, S b & 4 it K T4
S Yap MO, RH IFT20 EH W RES YAP R A R
R AR A RV E AR, {H B4R AG/E FMLET ¥ R B EH
23 IFT0 & a5 iRt Fat

RERGETE, ARAREBEEAFRESNREEXT R
(collagen— I inducedarthritis, CIA ) /MR A, B HA R 1120 2
HE,CIA B4R R EHRE B, LA BN tA FiF
ou (B7E T R 40 SR iR 1020 R ERRAHE,
ARG HE, B TREXKREE, HENZEESHETFHNE
EhEE S EAEMIE, Sironen ZFPAEDIFTR W/ RKE F 2 2t B2
FRIAEXE AR, &3 IFT20 EA 5 SPEF2 EAME/ER{R
HEFRARESERHESEAET, BREAZ FE, SGEFH
EREEASEMN IFT20 % B REHK S, AT E
ABHEFEESD, ERATEFHER ERYHER, 5
PRGERY R, DIER T, B RS T 4 A
1120 £ FE SRR EEIE % 40460 O LR MR, 351 T T 40
M 4% 4L (planar cell polarity, PCP)E S @ ML, IFT20
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Shae i B PCP #0011 VANGL2 7E40 M p R SRR E R, fEL

FRIE O & B AR, VLA | IFT20 2 EOi L
LA PO B BISNBL 45 RAERER 620 UG, 4 E
FREfs AL IR, 3RS R P B IR
BB,

3 GiES5RE

IFT20 VENAF B —— RN B H, 2 5954
AN AE LSS S S SR, IFT20 B E 7
IS IR SRPE AT PR R RAMER P R Rk,
BB IFT20 B ELA L7 JATRTR ., AT B 1T IFT20
B BB 0 — R5 RN e . DIFT20 B (37E
BHERT R MTASBERE S S ERERTIMASE
R GBI A R E B IFT20 BB X T4
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B Hh {5 S5@H LI MORAL S B B TIREEY 7R
IS8 B AL SR | IFT20 28 4 A Bhsk 3 R B i I B 5
IR ? GIFT20 2 4% 45 45 HI I TR W 2 #R4E IFT20
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— B R M R A AT T I S MR — R E

ARSI B I8 1120 2 & BT S R N R
B8 R G R/ U | TEZE A 1720 5 R B THAETRR
5%, 4K IFT20 BETHEEME Ze kB | 7T BB A 1F 250K
5 20 HEBEEEA % , 1B i FILH BOW IFT20 28 1 H9BST
W ELREETRA BLRS T AMTLTE T4 IFT20 B & S5mM %
%, RS HOREBIS/N FUER 2SR ABRSE IFT20 &
FIFELF B MRS B AR I TRE , DU IFT20 B A 52
A0 R M AR PR R XA BT AR B, 120 SR 7E
BRI R AR R B BOVE RN, R BXT AP R B A AR R
RFARS R RE— E T RS,
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