3645 T
202447 H

A ARl eF Vol. 36, No. 7
Chinese Bulletin of Life Sciences Jul., 2024

DOI: 10.13376/j.cbls/2024092
NERE: 1004-0374(2024)07-0898-08

TBCERAEANXRKRFTHMRAR

ZERE, K OE, £ B
(1 EER% RSB, 1§ 200032; 2 5 H MR LERE OGN E,  RilgaTo R 7T, g 200032)

@ . TBCEH, 1EAH Tre2-Bub2-Cdcl6 (TBC) 453 AT GTP BFEG A+, F Rab & A K61 % & 1%
HERBMEH . X5 AE R T Tre2 JFJEIE[A . Bub2 BEREZH A E I 5 2 (A A Cdel6 402 24 A 3L A,
o R AR S M. d I I ST Rab 28 10 GTP-GDP #8438, TBC & [ 48K 5 M40 i N s s h 3y
BEEBEAGO., MR E WA AR fErp 2 0 E 2, 1 B L Th e 7 BUR A 5 2 R N B K
AEBYIMG . LR T TBC | A IS RHE . AT RE S AE N B oh e ) B FO SR, BTEIR AN
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Progress of TBC proteins in human diseases
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(1 Shanghai Medical College, Fudan University, Shanghai 200032, China; 2 Department of Cardiology, Zhongshan
Hospital Fudan University, Shanghai Institute of Cardiovascular Disease, Shanghai 200032, China)

Abstract: TBC proteins, as Tre2-Bub2-Cdc16 (TBC) structural domain-containing GTPase activators, play a key
role in the negative regulation of Rab proteins. This structural domain integrates the Tre2 proto-oncogene, the Bub2
yeast cell cycle regulatory protein, and the Cdc16 cell division cycle gene, showing a high degree of evolutionary
conservation. By regulating the GTP-GDP transition cycle of Rab proteins, the TBC proteins play an important role
in specific intracellular transport. It is not only essential in maintaining normal cellular physiological processes, but
also its abnormal function or mutation is closely associated with the development of several human diseases. In this
paper, we review the latest research results on the structural features, biochemical functions and roles of TBC
proteins in human diseases, aiming to gain a deeper understanding of their potential mechanisms in disease
development.
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Rab N> T45 G, WhIAIS 5 5 SR 0 5 &
Ras X B i KL, WHRISMALGNNE e, MRS5S, GTP BEEGS & A5 L/ Rab-

W KIEE R REENERN, WIRERREA B0
TEYH M P 25 X 2 (Al ik . IX 48 EE 1B g /£ 5 GTP
A E MRS S GDP 45 & TS RS 2 18]
TEER, RN IEE, MR SRR A T
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Rab. 4 Rab-GTP J¥ Hil, & 15 %8 3% H K5 7
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. )fE. Rab £ [ Y REFRAS 5 2 P (g 5 ) 8% D) A
K, WIMEEAE, 2 BUBEIRE . R G R iE A
FEESE. RAEW, 5HAh GTPase KJEAHLL, Rab
5 1) GTP-GDP {4 1 2 AL 1 A 4% 78 0 o o
RAHEFE Rab 8 UGS 5 RSN, K v 41
Jf 3t 1 B 2 o S PR FR AR DG B WL . 7% Tre2-Bub2-
Cdc16 (TBC) 45 #435 1f) GTP B WO& & 1, WA
TBC & 1, A& Rab & 1G5 E 15 K1,
HIhfe iz yurE, A LR T TBC AW
iR ThRe. H5 NP IR, BAAHE T i
FURE R VAR IR N -

1 TBCEBBIGEIFIE

TBC & [ 45 MR IE 2 3, DL K2 200 aa
PRI TBC S5 MM O i A 22 S5 MO BF 97T 4B 7
TR B — 8 SR AR IxxDxxR B4
(RPRIR) IS A2 MWL 1) YxQ A (P Q48)
XF GAP W R R CEEMER . XA 5 B A)
¥ Rab &5 H A8 5E £ 1 ¥ A I- i 4 Rab & ¥ GTP
K s Fo RS &R IR A7 7E X Rab-GAP 15 1 JE N8

T FER TBC1D23 & A 1 iR g M gk 47 1
FEAN AR, RBLI N i B TBC R FUR A= 1 g 45
PSR AE R R, BRI T B4 o/B gty M. 4
P sk B A R Ui B 2 AL B o R . T TBC
SER N o- BRI G TR AR AR
AR, R al~a7 MRS 3k A b 45 A6 4 T 15 sk
o8~al6 [R1FR HE K Ui .45 14 38. TBC1D23 (1) R 45 Al
QR RA T Hr R E IR B e, X2 HA R &MY
) Rab 5 GAP JEVERI A . S EZE, TBCID23
EAM AN EERA A, EESRERED
golgin-97/24 55 4 Jiii M Ji5% - 1¥) WASH/FAM21 & &4,
X PR J5 X 2 e R SR AR I B s i AR R DG

2 TBCEBRELIIEE

K#4y TBC 2 42 Rab & (A #9455 1tk 70 1%
HF, 52 MAYESRE, EREmR. 5
WISH . KT RS S R PR SR AR
M (& D).

2.1 TBCEESHEBERIL

AR I BEVLRU 3 B GLUT4 & A 1 5e
XL FE Y K GLUT4 236 S P 355 1 Joi JEE )
iz, KT 2 Fh Rab & H 1. TBCID1 & H
TEVAHT GLUTS iz rh B W EERH, Hik it
Ik oy IR I B GLUT4 7K-F 5 in k2 2.

TBCID1 & 22508 / SRR AKT 1 AMPK
RIBERRAUAL R IXLEBERR LA S TBCID1 REfE4E
FF Rab & A7EIEIGR ) GDP 45 &0k %s, HEMETL
A0 ) 5 4 17 T BELIF GLUTA4 [f) %3z . TBCIDI
BN A B 5 25 5 AR - IS S 2 R A
&, H PTB S5 M3 RERS R 1 Rab R, i {2 ik
B PRI R s D 9. [ FE, TBCIDIS ik
P& T GLUT4 #4437 1) SCBE R 7, e 3@ i &2 i)
Rab7 [ MR GLUTS (#5ig k2 P fEb
TBCIDI15 ¥ 40 f v, % ) A ic 1) 7 265 4 25 AL )
2-NBDG F#EHL LA K GLUT4 [ s &34 B b .

FEAA N SEEH, TBCIDI 5 TBC1D4 2 J8] i AH
AR B HARIZ B i IR 5 2% U 1 1 1 A
#t— g . TBCID1 5 % 2 1k 1) TBC1D4-S711
TR 52 A WLE B IR R B 2 BUB0Z 3l 4 h JE T Re 4
FF, RAWE Z AAFEINREEBAE . XA EAE T
TR IS (R R U, LR IEIZ S EU
Wk 4E 5. XIETTRE S GLUT4 B e Bl &
SN EAF BRIA 0%, M TERE J5 IR =T
#58% GLUT4 ) JULAH M B B (0 B 1o . b4, Wi 9038
R, {EHATm RS 3 fE, B At
7~ H B ) TBCID1 Ser™ W ER ALK, XIS /R T
P 531 22 5 W] RE S R A BB AL B RE Y, T SRR IS B)
B A% 1 e A 1 1 B R A s
2.2 TBCEBR5SERITH

TBC £ F 7£ Fe s fi h R #5546 A T B AR A
F % B 3 B 0 ARG B b 3% OA HE 40 Al 2% B4R
Y0 i, TBCIDI15 @it 5 AnxA6.HOPs & &1k H.5,
W AR TR RIS H P 78 NPC1 58 48 44 4 i
AnxA6 & 3G e 2 75 TBC1D15 #H HAEH,
TS Rab7 20, (i T 28 E & &AM IE B
RZ R A M N iz . TBC1D15 j#id HOPs
B AR RR MR 55 31 SKIP PHAEE |, f# Rab7
YR Br, Arl8b/SKIP & 4415 DL A Rab7 FH 4 X =
AR R, Rk, TBCID15 B84 2 3 IH [ B M e 5
WA R s, J D IH R R .

TBC1D20 1 TBCID22A W] i 5 G- & 11 18 Bk
A4 (G protein coupled receptor, GPCR) M P Jiii ¥ £
ERFEAR IS, 158 GPCR R P 5t R 5 o AT Ik
fb it 2 Y, TBC1D5. TBCID6 il TBC1D8 ¥ 4 1]
it 2 5 GPCRs 7E i1 R AR K g, RENEA]
(113215 4= F 8 GPCRs 7E m /R B R, A%
S B2 AA 0 PR B R HE 1T T N- SRR A

TBC1D24 {5 FHEIRTEH 4K (tubular recycling



900 AR

364

endosome, TRE) /r F [ e W) & A&, X —id 7%
AN T 4% 5 E B9 A & AE A (clathrin-independent
endocytosis, CIE)"" . TRE 7£ TBC1D24 f1E ] T I %,
#& HeLa 4 g CIE izfii@ 2 fh5 & . TBC1D24 i@
i Rab22A 45 TRE /5] CIE B2 ¥ £ 1 PG 3F
7f HeLa 40 g 77, 3 %75 TBC1D24 £ &g 35 14 jjn 2%
# CIE 53 & A 1) TRE, ik TBC1D24 £ fH
5§ TRE (TR, H4EIR CIE 8% 415 FA 1] 5 B s 1]

FEHG W, TBC1D25 71 B 4 i 1 3% 5
LRI CBEVE T, 5 1) A2 78 200 PR MM A R 88 400 T
kR ¥, fERiE gt , TBC1D2S ik 155 F-
WLBhE AL e M &S X, RIR A, Zwt
Kl 2 7, TBCID25 5 LAMP2 Al 4 414 (1 B K
(MEHSXIEED, 5 Rab? WEHEE. i) TBCID25
(1) 223 ] I 2 IR 22 A% A ) T RN 5 4
Motz g s, X ek gh IR B, TBC1D25 @i i 1y
Tl B A B R AR A S ST DA % 22 R B A i TR AL R
FEAEH
23 TBCEBS®ETXRE

R RAER—ANEIRED IR, W
FKWEM . HxRE T ARESMHEZES TAES
g, Hop TBC & A K& LHE . TBCID21
SR T LR b R B A 2 53 1 A e I A
2. TBCID21" /MR AL bR 42 7 o SR H
i 45 52 5748 fk TBC1D21°* M8 N[ R 4 H fig
71, XK TBC1D21 n] fig 55 # 8 [¥) Rab-GTP /K fi
g (o Re A A . Ah, TBCID21-3XFlag /) R 1)
8] 7 TBC1D21. ACTB FI TPM3 7 £ $ 44 84 J& [l
TERROVUR e 5T A A, KRR R T LR R B I 45 0 22
JeE g Y,

TBC1D20 ik = 23 5] & AN R 151 A J5T 199 )5 33
1 Sertoli AT, MW FIEREKE, HIE
A FRIE AT BB TR AR M. B
i i 7R, TBCID20 £ % Af KERIE, HRERIAK
T 585 T R AR R IEAT . TBC1D20 7E i /R 2 44 A
PRI R 4 2k, AR 25 P AR B 2 R Sertoli 4
i 2 ik, TBC1D20 7 Sertoli 41 fifd ) &
IRFEAR . PJTIN 285 0 i, AT 5 S0P T X R
Y1 B A B T, X R BRI T TBC
HOERTREMSHEEE P EZE.
24 TBCEBRSESEE

(55 @EH Y, TBC & A/ NI,
5 ENEE S FEER, LE4EREE S
(R % . TBCID3 i i #1141 25 3 Y B % #2  G9a

TR Z A0 A0 Bt 5 U, GOa & — P L R K 0A
FIbRIC : AL 3 BETR 9 /) — W JE4k (H3K9me2).
TBC1D3 X} G9a [ 4H & [ H FL 54 7% il v VA 4 i 4
. BHWT TBC1D3/G9a #H HAF H LAfERE G9a #iii|
2S5 H3K9me2 i, #ileh &0 b sE. A
I, TBC1D3 A ig 3k pih 28 A0 41 B AE B R385, 1y
PR A BT ORI B E I JE AT SE IR
i BRI FE

1E SR A WAV 22y 340k f v, TBC1DY il it
Ca® & 1 1t 32 & 51 R 3 TANK 45 & i 1
(TANK-binding kinase 1, TBK1). A {2 52095 5
P g g T DU IS R B W OE BT K. 1 2,
ZEAMEERbRIS, WG] H 2R, X g
ZARH TBKI BEfRIL G, 45 &2 RN, M
ek AR RITE R , A EERBEARIX LN,
0 75 B 4T M s e e ), i IR YL v Ca®' UK,
Wi Ca® 4547 1 TBCIDY #1454, & TBK1
HAEHE YR [ . TBCIDY 72 454 X il Ca™' 45
HEAN S T ESZREMAENS S, HHER
22 4y 4 R & TBKI B AT J5 1. X SE/EF 8
7R 7 TBC & A 7E 40 i A 35 M1 6 30 55 8k bk o i 22
hRet.

3 TBCERAKRMRAELRPHIER

3.1 TBCERSLMERSGER

o LA A2 400 N SRk R A 1 B K B 1)
PIiZ—, FE O M B SRR L4 i T
e, RE—AL. WFFEERM, TBC &L IME %R
i R R0 TR R A, TR IR T AR
PEHE T HTRE

40, TBC1D15 it 55 Fis1/Rab7 fIAH BAEH,
W bR 5 AR R ) e, XA O RS, R
RSO GRS, BRI AEE,
SEUGAER, OJUURESE 3 d J5, TBCIDIS [RIEKT
TNV O NEWCAE ThRe BURES « AEAE X IR K Kt
WLIA) SR B £F 4k A e MY, 1 %3k TBCIDI5 A LLA
RO X BORE AR, FAAR U FULEH 0 160 9 T R 2D kit
IS . ML FE R, OB I 5] R T Lokt -
pEatlsauNe 3 s N SR (21 B AES Y IR LN
B&. 1 Fisl 48 55 12k 1& TBC1D15 7E 28 Rifhk - 1%
il 12 fi Wb 3E Rab7 fY GTP KR, AT KA sth &k kir
K5 VBRI S . IX R 7 TBCIDI1S 8.0
JE g9 v () OR3P R AR TR T B R TS 7

TBCID25 i@ it TAKI 15 5@ % K HEAE R, X
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Pl S35 v 1 R A OfEES ", TBCID25
695 B O JIE B R Fp R, @Rk TBCID25 &
TR ERE K . LR 4EfL RN ThBE AT . TAKI #5515
ZRAL TR, BREFEIOETT. RAEMYI R T,
HEIE LRSI R4 O LThRE RS ALC
WLAEJE . TBC1D25 Al i@ i L C %t 138~226 aa H
5 TAKIC ¥ii 1~300 aa AH FAEH, FF7E O NE LK)
KA B0 H] TAKL BRIk . INK 1 p38
J2 22 3 I 35 AV B IO SRR A 0T, 0T ) TAK -
INK/p38 15 ‘5 il 2 i o IE 8 . 7RG p A o,
it % ik TBC1D25 i@ i ¥/ 775 TAK1 #1i 1 TAK1 )
NS T INK FTp38, iR s Rk R TG0
WL R K, 27~ TBC1D25 3@ i i 7% TAK1-JNK/
P38 {5 5 1 B KA 195 B O U B IR )9 T

TR A HERE Lo, TBC1D4 ik = £33 i)
705 T 240 AT 2B TR I 0 240 e R K Tl D R 1 i
U X — AR JE PR 28 SRS A PR, 2
81 T TBC1D4 75 145 g ARt b i 7 i U 0t
BR TBC1D4 TG i i 25 52 el A Jie 28 355 I T 4 i 1) 3%
B Je F AR M e o 1 . SR 1T mc B TBC1D4 2 il 3 i
R AL, IX AT 82 BH & R M LA AE SR I £ H R
AR E . 4k, TBCIDI6 /& R N & & 1 I
(acute myeloid leukemia, AML) 583 107 f5UB 4 A1 T
JE RV AET T AML & — AR 77 AR T 13
MR 7E I R U [ FE A, TBCIDI16 3'-UTR
H cg16030878 [ H 4k 7K *F- 5 TBC1D16 mRNA [¥]
FiERIEM ", BRI TBCID16 mRNA £ik 5
AML 535 A 56 4% 5% fift 110 DA 386 n AR e A A7 1 2% 4k
HXK, N AML WRIT S 7R s .
3.2 TBCERSEMEMER

TBC & H-S5EHEEE R R E D), Hrd TBCID24
BRI A I AU BN 4, 2R R R AR gk
Ji RS2 MW J7451 2% (autosomal dominant hearing loss,
ADHL) f3 5%, 5 TBC1D24 #{5%(f) ADHL = % 5 1
Wr bt 5 40 ) Hl s 4y, 8 AR AR A B AN R
B, 295 ADHL %51 1 4% . M3 40 7 Y5 4 A () i
HHHT, 520 ADHL A a2 R B B0 TR FF
TBCID24 HE LMW E B R EE, Rl
WERR LR A2 HAE . B4k, BT TBC 45 #3811
A5, TLDe &34 525 T ADHL IR &,
Al REREINSE M2 (R AR EAE A . BT ADHL 5%
IR AL 2 b, TBCID24 a5 I\ Jg & 4E 84 4H 55
(RT3 2R I i e R TR . 3K 26 Ok A B TBC 2R
BEB A ) E AR T AR, AT

FER IR T HEWE

TBC & [ 5 HAth 18 4% M 5998 1Bk R 72 IR IR %
Bl A BRI, AR B ARAE AL & s — P A
X Yeti ik b ) TBC1DSB #& A48 57 Al i id f i ' &
N REIR, S EUR M B B NERTE AL (focal
segmental glomerulosclerosis, FSGS) 1 25 [ [ 4K $71
P 5 95 2% A 4E (nephrotic syndrome, NS). 4 Ilfi /R %
BT, —% 8 NS H'EThREIER 1 19 & b [EH &
H, EEZARRIR B HEIGITE NS B4
S, HERBMBEEERY. BFiEBiELT
FSGS, & &K 4 /57 & M 1 AT TBCIDSB [
TBC 25t & 1 BUm Bk, Hix B i% x5
AL R . RO T X ESEAE I FSGS 1)
I PRFDIEE A 1 . B TBC 4544484, TBCIDSB #13)
RESIL S 2 1> GRAM Z5 44, iZE5 AR 71 3
ZEE WA 20 SRR ENE Hi . X AR A
GRAM 45 Fylsi#E {2 3k TBC1D8B 5 AR 145 & 5 i
FHORBEMER, 1 A A2 SRt b R 1 B 2 20 s 7 o

PO R S RIS A IR TR R S R
FEkMa. BETH A o B A B R GRS R, T
TBC1D4 H R RA o FHER 3 ik B R AE ok, £
TRINE G E S R, — &R ZRITIRY TR
JS7 1) 71 B Ji I R ARPU R PR A, EHANE T
LR 50 M & BT TBCID4 B HE P, EHEM
1 30 /& DUP-TRP/INV-DUP, A8 4% 11k % B & ] 1&
SR Alu-Alu H2H S E RS EAR 200 1w g
By s AKPU i ) Dh REAL G M AR e,  (RIX — ] gk
—PUESE T TBC1D4 58t A& 14 g &5 = HKPTPERE R
Z AR AR
33 TBCERSEME

TBC 253 2 sem g it e IR & 2 —, TBC
AR ERESBENREMKREEVIE. £
# TBC I 2 5 £ 29 40 i 1) 8 1 % Ak Bl
¥, W R, EEARY. ML RSB L
ARG, RIFEEMEMEM. R, a8 TBC
I I A PRe R R B LV TE I PUE Th R

TBCEAZSWEME R 9 MK E.
TBCID1 38 115 40 i i B2 1) ~F 47 5 e B, A%
H AN 22 R R R R . TR, MR R
t TBCID1 fIERIE S ARG KM% 2. il
TBCID1 A] LA 2 0] 15 Jo3 J83 4 1 39 5 . 3 A
1228 6e 7. TBCIDI M #1988 1 FH ] R 72 i ik 5%
LIM #/# (LIM kinase, LIMK)/ 22 1) (8, #A
Y 2L 45, s F- ULah SRS, T e
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I TR A PRI T A R 28 . 145 T g ) B Ak
BLHI A LIMK 3% 5 1 9 % 44 22 ) 8 11 N 3 Ser3 £
M, PR SISEAMAAETIES, RIEZBT
LIMK # LIMK1. LIMK2, TESK1 #1 TESK2. LIMK
Thr508 F1 Thr505 137 & 1 B2 Ak T LA i B B
B, 1 TBC1D1 M)A ETHI 2 380 LIMK 1)
WML AL 22, T 3% 58 22 V) 5] (4 75 Ser3 A3 55 11
f k. X —RIAIE R T TBCID1 78 A=
(IR, 38 R JSUR IRIE T St T I AE VR 7 3 A5
TBC1D2B U 5 #1 28 22 40 5 i A1 R 3G AR AH oG, 3
R FEME K E RSRIA T RS EAERK, &
AP S TT B8 15 K B8 16032 a2 0 A7 35 T e 1) ik
B, IGRRFIE SR DR, A R KR
A EAUE .

TBC £ [ 75 A2 JH 2 G g (1) % & Hh ke 31 G i
WIEAEH - TBC1D2 i@ it 73 % Racl-IQGAP1 454,
BRfE B- A5 ER (1, MO feat U Em A R iR 28 .
FEARAN LG o, TBC1D2 {2t P S 40 fu s . it
AR 2%, TEMN GEEE T s A KA # . i
LR, miR-373-3p A] LU i 41 1 4 TBC1D2 SRk 4l
AN 1R 28, hAl, TBC1DS 512 28 14 U S
(ovarian cancer, OVCA) [ & A= R 5 B 4 F2 H 4%
2% B P, TBCIDS il TBC 455 M2 A
AR B e (PKM2) &5 &, BHAS LD R AL, BRI
AR RR R RS T, (R AR S PKM2 A% 5%
AL, 175 HEAR RN 20 i AR G R 3Rk . =B
PEFLIRIE (triple negative breast cancer, TNBC) Hi T
Bz MEMER AR AR RIE, R dERER
B KTk 2, A =28 s i) P o
H4E TNBC B #HLL, TNBC & TBC1D9 %
ERAE, ST EARBENEERE ™, X—K
P TNBC & & 48 7 ¥ 00ya 7 5 ), JE a8 4y
TBC1D9 s H & b K 7E TNBC B F £ E, N
B R FTIIR YT A

TBC & 5 ¥ 1k 2 G Mg (1) A8 % VA O,
H.rf TBCID10B WIfE G MR 3 . 78 4t i
TBCID10B [ 1= 2B AL DA Ay & — Ffofi (1 T3 A
B, T IR AN R G IR T B I
RIS BH BRI BB S 7KCE 1 o iR )L
FIAHCEE. 757 TBCID10B FAH, fum i 4n i
JEHA At M MR 5T o) (A 5 8 B ORI R, IR
TBCI1D10B w] G818 i 1 17 20 A J&] A F0 240 A 4 22 )it
K R iR IR R JE . (EHE R, A i
TBCI1DI10B ] mRNA ik 5 K 2 % % 2 41 i (112

K R, H5 Th17 M0 T 400
RIHE AR, H—7J71, TBCID8 i\ N2l
g5 H i WIS AEAR S, WIS T 45 B e R
MG . Dhies AR B, TBC1DS /K
FEEEA S, HE M2 BN E 4 2 EARSE BT
X2 B TBC1DS £ 25 B Wi (1) < AL vh 4 4 B 22 £
o, HIBAE T L AT BG4S B A A S 4R L IR
. FEBRE MR, TBCIDS (#1175 541 Fl 7T figfie it
iR B TE AL R T AR T . A, S E R A
SEIR 4 B RE A e TBCID16 AU B3 T, H
FARVE FIMLE] M Rt — B g B, X e AR
17 A R G e e v TBC B R FH B B
W AR BE YT RIS SR B BB A

FE T8 I R 42 MRd () K e, TBC BRI
RIEEMRHIEH .. HA&Ryl, TBCID14 AJLLE
240 1) S 20 % bR 21 B2 95 (head and neck squamous cell
carcinoma, HNSCC) 1] it B 45 %% # (lymph node
metastasis, LNM). {FN—/NE HNSCC £ LNM £ A
R IA PR AR HL 22 e RILFE K], TBCID14 KR
KBRS T — MA RIS AR, TBCID14 5 5
F 30 1) 258 ML e % A 2% BT HNSCC 13 4% AR
7. [HERMZ, TBCIDI4 (£ IL 5 B W40
KT ARG I B A (macrophage erythroblast attacher,
MAEA) 31k A5, T MAEA Hd B 38 7]
W% TBCID14 i 5 1 A W 40 ) 2 5 &7 [/ Uk,
TBCID14 i#id T MAEA f93 % M) 1, A
i HNSCC #1f) LNM. Uh4h, TBC1D3 k(L
1% BH 41 i) (kidney renal clear cell carcinoma, KIRC)
Hh ) o B SR R R U UK B2 4 M AR AR AR
FHOCHI Fe il I i FE R AE & & /0 i € 7 TBCID3 K
EVEEVER, R TBCID3 (H36ik 5 4 i N 2 4]
HA 26 B, % 3R IK BB 65 {2 2 KIRC 41 i 1) 38 .
TBCID3 F it F 2 A e i b, Hoad Rk
H5WEARMXK, FBEHEM T CD4' T4, B
WA o H P 4 AR SODR 20 Hi 1 S 28 I 7K T
lt, TBCID3 FEAXAE A KIRC FIAEYIAREY),
2y # r KIRC i J5 Al S e 12 K P4 it 7 B 22
APPSR X — RIIR N BRI 18 i R S5t
T (R R AL SR A 1B B AR, I AR SRR T
FOITRE 18 BEAT

4 HESRE

TBC # H BT 7T 153281 2 # Fo 2 19320 7
A T3, R RAE NSRBIR R AR T . AR
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>N Rab [ 6 iR F, TBC & AEGIN (5 5L
AREEERAER, 8RR R Y = E
RISCHE D PR AR . BEIRIs . R TR
EZMAPE (R 1) X —1E AL
AR R, EAETEAERR AR, R
AR ENTEZ MBI REkE. TBC B AR R
SO IE R AR VEZOR & 2 e (A A
KRG LA, HWUARGLHEENRS) &
PR PE AL B A B 50 1K — R 7 AR R
TR AEAUR JE A% O AR R, B2t TR N EL X L

PRIR PR AL . EAERRZ, 5% TBC &
PR L AR R 2 JRE PP AR R A AR A, IR SE AT
CAE N YR S BGETT 0, B B2 Wi RG
TR 7B SR

S TBC AR IR P IEH Cf — %
Wt st g, (EBRATRIEMVIRAIR . ZHT AT
JE BRAE 3 EALAE - ORI o TBC 2 H D REAIAL
BT HIAS AL, FEE BT 5T TBC & HAH B4R
I AN e 42 T ff, LA TBC & HE £ 1R )T I
RIRIBE TS AL TR B Be. BB RIS, Rl

1 TBCEHMKIIFNTNEE

TBC A Uit 22 LIk
TBCI1DI Rab2. Rab8. Rabl0. Z 5GLUTARZH, JoREFAS 5 E- B E 5 2 MMC &S [2,21,31]
Rabl4. Rab28
TBC1D2 Rab7 I3 fifRacl-IQGAP1E &), (HE-45%h & (W4 iR [23]
TBCID2B  Rab5 WHRE-S R M P EER . Row bR A m g pt e s fahs % [22]
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