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BEE 51 E FhTid 15 53 3 R

?% %1,2,3# \;;& éE‘ )% 2,3,4#

E('J 7—&%2,3,4#

ftﬁ %2,3,4 fﬁfﬁy{“ g jﬁ2,3,4*

CIHMI 25 ANV 22EE, W 313100; 25 B2 22 Bt A= M #LTF 50 B, ¥R 0H 325035,
SR S 27 Bt Attardi 2 br AR A D 2 24 ST, L 3250355 4 M B 2 B A 06 B 2 5 A i Bl 2= B, N 325035)

#ZE  hTidl(human tumorous imaginal disc 1)-& R #& i J& 37 4| B T Tid5649 A X Bl /R & & .
hTid1/& T Dnal& & F& A N, L2 Z A5 T AARE T, 4F HHsp70% & 6948 B 4 T A8 R 354
A, AR, MoRAR S 6 LARIRE, hTid1 7T A 5 KAk a9 35 % R G40 ZAE A, gt mifl 42 s fie i iF
% 69fz 5l 3, Z XA T EFRNTIdVE @ 6 R ATk, JF T2 MhTId1 & @ 09 25 F 2 it
5P e K. 5APE RGN IR AR B MR 5l sk e S @t AT A e AR

KA

hTIDI mRNAYE N KAL) iz Fakl, Ji ik
16 P 1k BY 1) 3= B G 65 P Bl 2R 44 B2 (1 hTid1-LFd
hTid1-S, X P4 A 2 i B DR 51 I Dnal 2 1 2 K
(P hTid L& — R MRl 87, =2 A 746
PRI, S 5ENREANTTS. g, 7
R W PR RN 4E 26 b AADNA R R e MRS (H2,
Y& 4y 1k R % 1) SC R 3 B (1) A AT 0K e R R
WANE 2 8 AR AR EAE . R 8 22 TR E 5 I,
hTid 17540 i P A5 3 i A g — AN T 9 i 4
H, e XA igr. A&, a0 mFas ANt
B DL e 1) R R0, 5y 4b, hTid LEE 52 I i TE Bk
TR RE JVR JIE 40 M 0 A7 3% AR R 4 S A L

1 hTidIEBMEHSIThEE
1.1 hTid1 & 55z

hTID 13E R T Je AR 16p13.3 7 K2
34 Kb, St 129 B2, B T T3 A B R
XS 1240 5 F(Z91.1 Kb)Ak, HoAth Ah 5 ) RN
6AFI232AN AL TF IR AN S, 53 X 8, B — e LA (1)
SEAAL AT, R RE E R G W R — e s LA
05 B S R F(WMMZF1 . Tkaros 201 [F] Y5 45 2 ()
R — 2 B 41 A= AR AR A7 s AT G IR R T (U AP- 1
PEA3., E2FHINF-«B)W] 45 & T b A7 mi EP. ATIDI
L DRI 20 R 3 0 i 5 2K 1A (TidS0. Tid48 1 Tid46) 13
2 b AR I (Tid43 . Tid40FNTid38)!", £k ki fA rh s
()3 ik ¢ P 8y ) % X 43 il &hTid1-L. hTid1-TH!
hTid1-S, fEAN[FIZH 23 & 40 i J b =R By D)4 ) ik
A —HE, AR LI ZH 2 rh 32 R IAh Tid -0,

hTid1; Dnal i 16 PRI 15 Lokt

hTid ¥4 TR 8 740 5 b 5 i, 28 0 5
LRRLARRE ) 751, BENRRAR S, P75 661N
FERRACHTIRR, Ho 5 22 JEH IR SF 10 & AT HPDAS P11
b 8k, HPDAS 7 56) 1~ 0% DnaK 4y 1 1145 I ATPJ
TR AN A] D g g g R 2 S H R R AR
AR B AEIX, X T30 DnaK LA 4 5E 1 8 )
e EEE, KBTS I R = X
Z: 58 AR N B B2 1R DR R T ik
Hsp70/90 ¢ £ 11 & 4 W A0 JLAB S B 1 (1) B8 1
hTid 12 Bk i 2t doe AN PR 1 I X, 2 5 )R
PEIR I, hTid1-LAThTid1-S 2 AE & AT 1 3R 356 it AN [,
hTid1-LIFR FE i A7 332 1, MihTid 1-S (1R 5 v
ST Z AR (). BENZORLAR 5, hTid1-L
HIAREE AR E) 043 kDa kK /M RCAIE 3K, MihTid1-
SHIAR S ARG, K/ 40 kDao HR 45 AN [F] 1)
MY, hTid1 o] 34T T Mot kiR ae iz e,
KB rhTid LR T2k pR L i, LR St
44 TERADNA B BEFUR I, B E R AR b
YE ThTid e M 28 b ) dnds, B & e IhTid 14 P
Fhviz(K2): (1) hTid1f 7R & A PIBRE 5 BRE HN
SRR L T, X T ERAR R AW R AR RAE . (2)
5 hTid Ly R d B A5 eh, 4 40 i ) AR A

Wk H 3: 2012-07-30 $52 FI: 2012-09-11

K A RFLF 54 (No.31070710, No.31171345), #iiL4 i A
ABHE4:(No.2010R10045) it M| = 2% B BHF J5 31 5 43 (No.QTJ09010)
YA S M E N RRHIE S sk 4 BN RN R X A 1 2 4 (No.
H20100064)FIHTLA HARFHEEEE(No.Y2110097) % B 15 H

R

HHAEE . Tel: 0577-86699722, E-mail: lubmito@wzmc.edu.cn
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G/F- Cys-
PreJ rich rich

hTidl-L

G/F- Cys-
PreJ rich rich

hTid1-S

KRSTGN 453

GSTMDSSAGSKARREAGEDEEGFLSKLKKMFTS 480

Bl hTidl-LFAhTid1-S& R EE
Fig.1 Schematic diagrams representing hTid1-L and hTid1-S

b Tax
Ras GAP
- —>| UL9

Mitochondrial
proteins folding and
degradation, mtDNA
maintenance

E7

Intracellular
hRF1 signaling
pS3
Jak2

Statl

E2 hTidl ZE4 AR P B9 AR EmIE (IR S5 STk (14118 250)
Fig.2 Alternate cellular fates of hTid1(modified from reference [14])

AT, L, BB hTid RT AR EE 8 0
SRR P IBEFN A ISR, e 1 SR A 1) P 51 45 D T,
DI (% 2 1 3[R 20 s . T DAAE s, hTid 1B
RPN B EE R A7
1.2 hTidl W EKEYFThEE
RWR1(2)tid KL R — Fp g L A, 2w i Tid564
Mo Tid564 i #0150 kDa K /N i 5 U681,
Tid561) 0 X 584 ] P H—FP 8 R A, X Fh st 1Y
1) Rt A5 40 AN B 23 9 HL e ¢ i oA — T BB i
J8i . hTid1FT /K 25 17 (19K /) 452 kDa, 5Tid5645 1%
KRR E, 3P 258 H A0 DAEA s FE AR S 11 DY
W E X AR D45 A6 38 4 45 HE, B )8 T-Dnal Bt (4 5K ik
gl N {5 H A ffDnal 25 (4, hTid1-LAThTid1-S#
20 L A A LA A BPRAS A2 AE, I8 LA S R 1) B X
TEAE. AHEE T-hTid1-S, hTid1-L A\ i J5t %% iz 5] 25 ki
M2 A R IR i 545 B INF TR, 9 HLhTid 1-LA% i 5t
T . R4 GRS MhTIAL-Lr] LA S i b )
Hsc70. STATURISTAT3 4 [ AH B AE H, 1MihTid1-SH]
Ao EERiARSNE A5 8 ) B AR BAE AT LU

FENTid 1-LEA 1 i Joa 7 B IsF T e 3 S

MER AR P N T T BUCRER AR IR B 1T, 2k
R AR AT B A M (mUPR)#HGE, mUPR W] 5 3
ALAERTId LR P I — L8 81 KPR, (XS AEAR B
H (A mtHsp70, Mortalin)?% A 1f H"*2", fEhTidl-L
BEhTid1-SI PR, A 45 3R I Mortalin g 75 44 4h
S ATPAK f61 1 58 5 1 11 (1) =87 % 4k, JF HLhTid1-S
BLIGhTidI-LY A 2. 1 T Wi S ah Pt & M — 1
Hsp70(f-15 & I Mortalin) fIlME — ) Hsp40(hTid1), Bt
CLAEAR 82 1% [FIhTid L O e — 5 L4 & A
R AR MR R AR B Sebi Ak o B &R
o wI LA, A — e w59k AR R
I Mortalin fThTid 1 £ [ AR 2, AT k2D e fir A4 75
FAMEE, HmPHEE T E 55 S, X i
89 1 R B R S R S Ak ) R

2 hTid1 3 4Hpa(E S @SR IAT
SR b 1) 2 R 9T 3 B, 12)tid A h Hedgehog-
Patched(Hh-Pto)f5 5 & 5 i # 1 20 Jl 38 43, Al 48 3
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JWS R 1 B R IR (1 e ik i 42, 48 2 ] LA A% wing-
less(wng)FI1 A i WK1 JE [A(Cubitus interruptus, Ci)) %
el

hTid1n] 5 i Jse G Ri ik ] (1 Hsp70 73 1 FEAR AH
HAEH H BEWEHsp 70/ ATPREE 1. Dnal/Hsp70
RGW SR RIIPTER . FIs FIREies), 2 51N
52 E R IR 2H e N 25 AH PO K R 1 I i T T
Sugito%5:PY 1 Yk & B T Hsp70/mtp53/Hsp40= 1 5 &
WIAEAE IT H32 i Hsp70(DnaK)/Hsp40(Dnal) 43 1~ £
ARG PR & RAZpS3EH IR . IR
Hsp 70t n] 55 ¥ A R sy S AR R pS3AH HAEH, (A 7E
HspdOFIATPAE AL (K4 &L T A 1] K AEAE P, Hsp40
Mip532 [A] (R AH BAE AR 58 24, {HpS53FTHsp 702 [A] )
AHELAE ARG 52 55 9 H BRI 14, 26 W Hsp40al 7F
e =EE G E R 21— AR 3 K AE P,
WK, 7E45 1 A b 5 4 B rh, hTid 1) i i e
X\ Tid50/Tid48 1] LL 5 APCINAR it (X 41 H.4E ], 1M
APCA 5 (IWg/Wntf5 5 % 5 FIhTid1/Hsp705y 1 fF
B R GEAE MR W R A A A TR RO R O

hTid13& f&Jak2-STAT 15 5 i i ¥ 1 775 1, hTid1
(ELFEhTid1-LAThTid1-S) n] 55 Jak2 25 & 3 8 5 4 =
YAFN-y) /S s 75 1k, hTid 1L Jak2 7 4 Py #R8A] 5
Hsp70/Hsc704H HAE H, SR A2 4 IFN-y /L 3 2 )5,
hTid1 5 Hsp70/Hsc702 [] (1) AH FAE H 25 0k 5507 4l
Mg FhTid 12 1 1) ik 25 3 S ERK/M AP s F1STAT3
12 538 % (30 ). hTid 138 & STATSb ) — Fl 37 11
O, {EIE M40 i & P, hTid1 5 STATSbAH B A
F, I HLIX M A F S5 hTid 1 Dnal g5 #a s it 2 e 2
1% & 4 X A3 9%, hTid 1 71 4% STAT Sb (¥ 3 s iis PE I ]
03 F STATSb AR HZ 2% Ak (1) i 41 i 1) A= KB

CLAThTid 15 52 AT 2 BRUSUSRH(RTK s)AH HA HI I
SO IS T, Hoh AR ErbB-2. Trk. LR S
1% 2 R U I (muscle-specific kinase, MuSK)F c-Met7
MR R P (MetR )24, hTid 1 [RJULO A7 AH EL A
H, UL9JE A 2lita 2 o i 1 BU(HSV D)) 2545 82 11, hTid 1
A DL s UL9E [ 45 & BIHS V-1 fi-oris b, IFF
T ZIRAULIE 1 AR MY i, {HhTid1X% 5 UL9
B A A 9% AIDN A 5t AT Pt o fig e i £ v e e
S0, FWIhTid1 5 HSV1 DNAK S HiAH 56, s =10
HA& 2] 7 — ANk AR AR Y

/N B Tid 1 (mTid 1) ZEGAPA 5 1) 40 i A= K i 45
HATVEAEIIE T . 7EAR A, mTid 1) R 5 A 44 7 20RN

2 AR B3 S TT 5 GTPER S AL 25 1 (GAP)AH 1
ER . fER AR IR, mTidl 5 GAP3EER
T W B ek AR . mTidl o] LA BIGAPFI
HoAh A5 5 5 3 85 Ap62° fIp 19085 (1 AW 4155
73 4h, mTid1 FIGAPH)AH B AE H 7T BH 1EGAP M i it
AR kit . fEmTid 18R D Re B2k I 4 1F F,
GAPELVFAS 52 Hsp 7045 &5 11118 15 I H.fg s M GAPH
R I RasIIRE D), AT A0 s A — A i A )
Feamn,

3 hTidlZEHE5ME

hTid 13 VR S S A 22 43 24 8 11 30380 2
1 P03 ke R 45 B L R Dh g, X S8R LR A
FL kR FRE T A AU, Jak2 PO M ErbB-2B 4
hTid1 B 456 2 2 7F 2 IR 9 & 1 i D g, 19 e
I 40 Hg (VHL) pS3F0 4, [ I 1t B A i (APC) .
hTid 14338 ok 52 Wi I 26 i Jeg 1 1l 2 1015 5 8 2% 1) )L
AN 7 THI SR AR 33 ATT A 40 G A0 T % R PR A 8
SRR S (R AA 2 . ZERAE SN
S BN/ B R AR TR AR 7,
3.1 hTidl 5¢RpEFET

RTIDI & DA F= W 70 Igg 96 T A5 5 i 3 ke 3
—AMESU T AERR . YRR SE R a( TNFa)
HMIDNA# 1) 254 22 2455 FRC(MMO) Il T, N
PAIEE 40 i 22 U20S 7 [IhTid 1 -LATh Tid 1 -S4 55 18 5 2k
A4 v A i £ 25 CHRRE TS Fll caspase-3 [ 3 14 71 41 i
AT R A A SR AE F . hTid1-Lt 2 2k i ik e 12
21 B € 2 CIRR - 184 T caspase-3 3 4 Sk 12 3k 7
T, JEE I8 5875 (M Tid 1-LA R T 1 5 A
() )2, hTid1-SHHMEIE T, J85 R 58 A2 (i h Tid 1-Sf
BT, TP RhTIA L BY e A I i Sh RE, el
HEMINTId L e 2 0] A= Py R BT ¥ 2 K, BRI
TEANIR IR X PR D BY 42 4R 2o A E AR 7 e T
L Thae, HAPEI A, WFF0 R, RNAT-HE(RNAI)
S hTid 18 [ 2k 2 R AP i i, A LA 25 b 41
MBI T e TAET, Horh, IXSEBE T A S
HET 52 PREC AR TNFAH C 1498 7275 5 BC AR (TRAIL) Al
TNFa]. DNA#R AT FIMMC) 28 ki AA(5 5
(tBID). 416 W 3 (HL00) A1 AL 70 B4 35, & WIhTid1 3¢
M)A B 37 2 A S LA (R0 T LA

hTid X Hsp70(#) 731 FA5 Dy EANIE 5 Ty EAR AT
REAT i 4il M (e B b sg Thie bk s /R P, ok
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B WL, Dnal/Hsp70 R GeAE 15 5 4 20
P 1 DGR 2L, B AT T A T 40 R 390 0 5 e A G
(1) 2 Pl Mo 1245 5 o0 T A3 . B f ks i
YEH, IXE845 5 7 7 HhpS530*2), AL I I RE 41 i e
(Rb)“4 - Bl I 4 41 B g8 (VHL) 50 RE(WT 1))
IR 7, p275P18 Raf- 1 4G4 F Apaf-150511,

hTid L 2&pS3 /- SR T2 — AN 1. 7
P AL BEME RN ST N IR, R I PR -p53 1T i
SN T . WFILE W], hTidl FpS3ER A &1 F
R TE I A W) I da NEhi A, Bl f5 4 kS 46 e b
AP TI8 42, p53-hTid1 & 59 5 i 12 3 4 p A4
T B SRhTid 1) 2 R A4 $E ) )7 51 AT Dnal 45 14 35k ¥ £
7EB1 hTid 1R SRR AN 23 (i p53 4 iz B e b R rh I
AP T A A0 M SEARpS 3 1 A e sk 1 B
AR, MhTid LR 1R 9 40 b o Rk i), 584
PS3MI LKA IE AL R T Sh el B = . X T F
2 BB IIE T, B NhTid 1) 2 1k B 84 sRhTid 1 8 2
BEpS3&k b AR 12 T P8 T 1 (R Th g sl & — P AT 2%
7 IEET,

FE NS B PRJR R 2 0 23R 40 B v 14 b Tid 1K)
FEIK, DT AH B R G E F5  A MR C, TT H
RIS M Tid LA 70 40 i b R R IA B AN 5
M TZ, e Ah, hTid1 )2 IE I B T il A 4P 28 i
R A B TP, R Ad. EGFP(i 4 1A 3 5 4% (4
eI ARRC IR EE) BLAd. EGFP-hTid1AN100(%#
JNA I E R IR FhTid ) S 1 A375 N 265 2598 4N
WL RSN, R AT AR R, AR, T
A Ad. EGFP-hTid 14 i (1) 8 Bl AN 25 7= AR Ji g
3.2 hTidl 5¢0fRiT#%

Sung-Woo KimZ55 18, N ihTid1(f1H5hTid1-L
HIhTid1-S)7EMDA-MB23 1 3| [l Je 40 g 28 v () ik 2>
B MRS Re ). FLIER 40 i R P hTid 1 sk 2k
S EAAN FEAL-8)H A M/ W INZ3.56% . LA
IL-87K P (138 i m] {12 128 i 983 40 Jfa (19 3L %%, it LARTid1
(1 R T I L A M T RS . R IL-81K R A
JK PR L BH 38 41 A v RIhTid LT 38 5 500 40 T 4%
BE I3 . 76 FUMR I 40 e b, IL-8)5 8 1 E A
“FxB(nuclear factor kB, NF-xB)45 & v i FR it 2 1] 5¢
4= PHIEhTIdIE R 75 5 IL-8ff ik, K HhTIdI4R n]
A I I 9 5 IL-8E R I B ¥+ - NF-«B I 36 1 76 FL AR
SN TR LR SO e, DR
B, hTid i ok 5IKK A & 44 B (1) AH H A F Sk 410

HINF-kBF 8P, S LA SR 45 40 i (9 A= K RIBE T,
hTid1A] 55 i £ 11 52 45 WUNF-kB-1kB i 24 i AH A
FI I LA RITK K 3T M, 19 5 DB RS 1 Al 3L
i B T s e
3.3 hTid1{EAFEHRE

RTIDIFE R AT AE A I8 T7 B WA i — AN B i
76 N JZ 41 i Ji (basal cell carcinoma, BCC)H,
hTid 1 ) &35 KPR HhTid 17 BCCs o ) 32 5 /b
S ai oA se 1 Ik S AHOC, (HATID IR 13 1A
TP I B2 R o 7 N MR A AR U AEBCCsHy,
hTidl 5 Hh-Ptefi 5 4% 3 ()P0 M A O, AR
(FJHh-Pte 5 5 30 8, 7] LA AT ] 577 2R il pih 28
B 0 PR ORI R TR T

hTid 171 3k 200 350 % bR 41 Jifa #5 (HNSCC) ) i e &
Az TR A kg — A iR 00 ) R 7 R AR AP, hTid1AE
HNSCCAN A A 11 ik 325 R 5% 2 1 4000 ) 40 1) 48 5
T AR AR 4l e A2 Ko hTid1 i R IA
A Y% S9HNSCCH g HEGFR (135 Pk B 18 AK T 1%
PE, hTid 1881 52 B4 M EGFR[¥172 24k 5k 5% W s R 1k
EGFR {8 5 P I PR G AE o0 B Ui AT 1 1 15,
AH R 1K, AKT ) 4 ik I8 B AShTid 15 5 [PHNSCC
ML T, Ak, FEHNSCCHY, hTidl s 435 9
N B S S A 2 B A ) AS B hTid 1 38 (195 N B
UF IR A A7, WTid1 )ik 23 ] ek > 4 B AR 7
HNSCCJ Mg 5 A o

hTid 18 AT A A2 W R 6 o7 7L I (1) — A A
WU B, ErbB-2J& — Rl IR A 1, & A IR 45 13k
TR AT 225y 245 S AR 241 e Y, hTid1 25 [ n]
() 3% — & A8 R A A HAE P>, ErbB-275 3L 9
HiAg R IEKF 88 g, TThTid ] 3@ ki 28 48 A
3 A% Sk S0 FL R 41 R ErbB-2 1) i % 1A, HDnal
SEMIR T ANEPERTIAL 355 AT A2 A PR
P 41 B 3R R ErbB-2 K172 25 A0 RN B 5 T S5 S8 41
i F) R 1 40 i ZE T-(PCD), hTid 14 & 93 /b i 983 41
JH 3k 3 8 TR ErbB-2 [ 7K V- Sk 1 71 4 i 1 1 5, sk
117 410 T ErbB- 240 ft 1 968 A5 5 4% 3 70 Ji g 1R B4 B
hTid 17 5L R 93 A rh % 422 i e 0 i) DX1 7 0 4 3=
AR ST T IR 4 A T IR LA AR 2, T 58
0 A2 3 R e 98 4 i R PR AE54

WFFEIE R I, hTid 1 TA 24 il B 4 e
RIS ook, 3L g5l . 5p
Fm A 2 RN Tid ] [FINTO AR IEAHOCR &R, JF H.



1272

hTid1[F]INT6. Patchedf (/e 4 Mo B, K E MM
Jed AR A AR LTI R R A T IR SR
B, hTid 1) A 2 3 0 i 988 93 N A7 7 AN ) 1) v XU,
AT MR AR (1) 39 DRR g 2 M AR R X G i, 1T
hTid 1 ({2 I8 T 59 I N 1OSE (1) o AR A7 I 558

4 hTidl15SHERSR

hTid1 5 FE A ABTE M 4 R HIEZ R .
TEME SR AILIA I R B R o, hTid1 R IA =4
e mA AU, St BRSO E, K
25 T BhTid 17K 1 3G v B A 25 b R 5k 70
Ao hTid 1 25 5% W 52 il {7 (9B 28, MhTid17E e A
JULET 2 i/ InF, 2550 HICT 4R 2R R 1 IR BRI i &
T HE B 52 A4 (AChRs) 1) /N 8 A vh, 3 305 finh o 1)
FH A . hTid1[R] 2 Fl 2 FF FRTKAS 5 (MuSKP,
TrkB™FIErbB2P>)AH FAE F M 11 75 5 sk i T oA
FRZE L PR 22 SUONMID) (1) A 3 B E T . hTid1n]
PL5MuSK 1 i T X 45 4, HMuSK/E N H
AR B R4y . hTid1 8 7] LLRIAChRsSS £,
hTid 17 B 8% LT 4 (1) n] 4 5 il AChRZ AR 43
BRI AR . AEIULNE Y, hTid LY
U AT ACKhR ¥ 2R 4K, I 41 lRacFIRho/NGTP
Pty 0TS A AChR P 22 B2 IR W B Ak« hTid 1 N3 [X.
(1-222) [ 1k %3 %5 S AChRs [ B 1L IR 4. X%
B, hTid 1 NS 2 8 A5 5 i B 19 2 B oy, X 5%
fik (1) B A R R/ FH B

FEPC12K Y innrS 41 A, hTid1[7) Trk sz {4 %
SR AT BLAE R KRR s 2 A K R (NGF) 5 %
(PP S A, A R8Pk (I ERK/MA PN E
P, — B AT BRI LS e R e B 22 24 JUE Ak R
U T R3S N . AH B, AUEPERTIAL R o o] 5
= Hb ek /D nnr5-Trk A 41 Hd HNGF S (1) 40 48 58 1) 21
Ko hTid1 [ CAK % (224-429%% FL) 45 & £E Trk (1) 35 1k
A 5 ] Bl Trk s 24 FR B IR Ak . 1X 3R B, hTid1 BAYE
PR 1) 7 2R Trkesz A4 0% 2 8 O AH AR, A
TR Tek MR 40 i P 190455 51 1

hTid1 25 [ 45 11 4 A% % (Parkinson’s disease, PD)
Z A7 ROk, 9T R, EPDIR6-F2 %
[ J}2(6-OHDA) K fl 452 21 v, i v 4526 kDak /)y
Tid L2 [ B R0 (1) 2 AFAES . Tid1 8 PR R A
(AR RS RA 5 fR 47 Ry BB . 53 41, 6-OHDAEK,
MPP*(1- H JE-4-2R BE L g 25 7) 5 4E H T CAD(

FX A28 2 40 SRR 1R LA 1) i ph 48 T 41 i 3 ) o] 5 30
hTid 1 FRIA 7K BRI . IX 3% B 40 e W hTid 1Y oAz
JEPD AR LI I — AN FEE R, hTid 1] F A ¥R 97 5k
FIHIPDIR LA B

5 RE

hTid1 4 [/ Ay Dnal 8 [ K G I — A, 7] 5 4%
WLAR SN 22 T 2 (A AR IR0 & 2 Rl i %
SR 41 R R AT RS 40 (0 #5 . hTid 16 40 i 5 - 3 i
(R S A G e . A AATS . ZRPRIE TS, AA
IERS R0 B 1A s N, B AR TId L AE 22 R 45 5 T8 i
HR AR DR T i IR G KB R 2 R (a7
HATHE 5 o hTid 1 S Rk R 9 & 1 RV
(mUPR), AJF|FIL 47 A 5 X — T RE ke fil vk
— 46 5% I i R IR AT B 0 A S Ak ) Y, hTid]
s R EIE A, 2 T EhTid R4 R T
IR A0 M A A T bR )2 W RTR T
JUh . Sy Ah, X FhTid1 ) fi i vs 4, HDnal
S5 R BRI T 0 A L 2 S ZERTid ] A At
) DX SO0 T B PR TR R A T I, X
) AN A B hTid1 S22 RGEI TR, Sod >k,
hTid 140 ] 52 W 58 fil 1R/ 8 e 2 S ARG, B4R
hTid L 7E #4840 P AR A TR & R G5 0 1R
J7T R EEE .
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Abstract Human Tid1 is a human homolog of the Drosophila tamor suppressor Tid56 and is also a mem-
ber of DnalJ family of molecular co-chaperones, which locates mainly in mitochondrial matrix and functions as co-
chaperone of Hsp70 chaperone. But, most of published papers show that hTidl regulates cell signaling pathways
through the interaction with non-mitochondrial proteins. This review summarizes the recent progress in the research
of hTidl proteins, mainly focuses on the structure and diverse functions as tumor suppressor, crucial roles for the
development of nervous system and in cell signaling.
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