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WE BHREOZM 2 (ranslerrin receptor 2, TIR2) BEHEIFEMP—HMEEHMAEELD. FRAEFRENME—
F-SHEMARSERYEZEER, MATRW MEERE T EEERECENER, REHFRSKEE S
TR CES S DRIEE, TIR2 EFETRREENBRAERNESRRR 2 —

REIA BN, BEEAQSEE 2, R, REEOERITER

Ak s Ghl

HEANARTENLTHEERBRCE. B
EESVAAME IR, WHEER. DNA
ERU R TFEEE FEANT, @RSERE
IR S E A S (translerrin receptor, TIR)
MR ed 5 1977 FH KK TR LK,
—~EWA TR RA MEEER, BEERE
Kawabata FCIEREIEH — M LT EFHE
I, A ES 75 TIR B 8RR
cDNA, X E R ey 28 TIRZ, AR
ERIA) TIR %8 TIRL. 2= 3 FRTAER
TIR2 MY BR—Fh sk SR BV B, M BEVL R
RENERRTPESHRARMNERZER, E—
R EFRAFRMOREERIRARES.

1 HgrE a2k 2 &P AHRE S IEE

AN TIR? BEEM T 7q22 ik b, K4
21 kb, A TIR2 BEEMCTHE 5 S RaE Ak
£ K80 TIR2 mRNA EF MR,
TIR?-o M TIR2-B. TIRZ-« mRNA 7 18 M 2T
MR, AFFEH 2.9 kb, 1M TIR2-3 mRNA Nt
BB 2, 3HETFR, EAZF 4R mENT
A2 M EER, BEAEEREFS], Eiler
FVER] BERCAS T TIR2-o FFUFIRAE 2R RIS 542 102
¥ ATG. 5 TIR1 mRNA ANF, TIR2 § 3 4
AEER A EAR RN Y (iron-responsive
elements, TREs) BI45#. RBRAA XY TIR2
mRNA fIFREFT A BEEMATEH. TR
th PAE ST S FIG Z 0 TR MEFEFRIEEA R
MigLs.e]

1R TIR2 FIEE W, TIR2-oF 801

FEMKBEAN, Hb so MEEBRREARNT
BERA TAME A, 3 81~104 L2 Al 24 MRIERE
HREAMEERK, 5 AT TIRL AR08 S T
J& 41t [ ( prostate - specific membrane antigen ,
PSMA) AFELL, BT rmaEinm HiEx—
e, TIRZAREBT I EMEEZEE. % 105801
R B TR A T MBS RE AN, X — KA
@ F 45 TIRL A PSMA E & 1R & § 4 7
(45%, 27%)> FALLHE (66%, 60%). B
TIR1 437 {1 85 250 98 A7 4 Bt S B () — B st
BEATERFAR R, %SR- TFHRS
Fe#K R, M TIR2-« T F 108 A F0 111 A7k
AR ERERFBREEMES TR 814504 48
ol Bk s R AR AIER. B4, TR«
5 TIRI EHEAFTAEHNES K E (tyrosine
glutamine-arginine-valine, YQRV), & HEFAH x
FIX B (protease-assaciated domain, PA domain)
FOGH M 50 K B F F1 (cell-attachment sequences,
RGD motils) BFRKEEHACE. XLEF7)
T TR EREEASGE. BAYHNARTTHE
B 5 TR2-o AF, TIR2-pEZ2HEEEMIE
By X B LA S BLAE 108 A2 A0 111 ALRIBI SR
R4 B AR Sy, X3RN TIR2 AN AFE T4 B 2%
H. DR H TIRZ 5 A TIR-o 7 85% Ml [F AN

* #0991 LI YA RS BIEBBUT RGC (PolyUs2ro/o1/
M/B-Q45) MEBBET RERAE £ (GT616, A-PCHS,
A-PC23F0 GV-881) .

= AR AL

Tel: 852-276666%4, Fax; 852-23549932

Ermail; bezmgiani@polyu. edu. hk

Weis B A8, 2002-12-23, EZE A, 2003-03-14



« 534 EYES ERY AR

Prog, Biochem, Biophys, 2002; 30 (4)

2 YALKMEERTF, EETHERAFTTFIME
JE X BT,

R TIR2 FIRIAFFIEE TIR1 AR, TIRLJL
FHEFAEHRMERPRE, NEFBEHRER
. 5MR, TIRZ-« RERBESREERE, BiK
®i&, ERHMARKEE TR LW AF@EE
MAREERTARMNERD, EMEEEF IR
, EHMRERE 11 RAMWES TIR2 BIFRIE,
TERRERRERRE D, HFAEM TIR2 &5 HEHE
W, TIR1 BIFRIEHHERE. S0 KR AR
FE R, M TR RERSEM TIRL FIEHR
&7, BT TIR2 mRNA %F IRE 4#), Bril#
RAENBUFAELEMDEREIER Chereditary
hemochromatosis, HFH} % TIR2 fFEFEHF A
MR 4. GATA-1 — T R BEE R MR
FERET, g TIR2 ¥R FHENE. M
GATA-1 B4 Il ¥ FOG-1 (lriend of GATA-1,
FOG-1), T AIIH GATA-1 #t TIR2 ¥ F BT
(% 55 18 FH. 10 1T 40 B 3Y 08 {2 88, C/ERP-q
(CCAAT/enhancer hinding protein) 2 588 1% 41
TIR2 BANTF HIEHE, Bidx ARE EH B M IE
AT AR AN BEAN B Al B D B IR R A Al i FORR R R
., TIR2 fE &84 ZAMS RFRZE, HmRNA T
CD34% (cluster of dillerentiation) BT84 & 40 i
mRE, MELEMFNMOERRE T4a4an
M6y BIEHEMST, TIR2. mRNA f1FRIE
R TIEEMYMFHEES, TEEATEEERN
TFEMA, 2EMOLE ML, M2, BfEH AL
i TIR2-0 mRNA FIFREHAEE, Fit TIR2 Al H
Fe— BL4T F Al B R R

2 TiR2 HiREHOERTER

HH & — ¥ I 25 W e 3 &L 1 Al ) LA AT 7
AN SRGTARFIRG A T ER LA, 1X K 2
WG RE, @ HFE 2 & (HLA-linked
hemechromatosis gene, named HFE) %€ ZF 3] T
HFE B R {7 T RO 6p, TRE—MAMMES
& W71 (major histocompatibility complex class T,
MHC FIEZH (HFE £H). HFE A %A
(GB45A, C282Y BY H63D) 5I&EA) HH # 4 HFEL
8 T & HH™! . JH (Juvenile hemochromatosis) #&
S5EHHARMA —#MéERnERm Z28R4H®
20~30F BT/, WRIKEEREM™E, 2AHT
Tqtfk FEREAFE, A HFE2 80T &

HH® | #R7, H4& HH % ABL L HFEL 77 &
HFE2 B8, WRRAFERTME OH, X—EERN
BRE—ERXWH. TIR2 EHF)EMMBT, FAM
B3 TIEHAM HH A% E. Camaschella Z0
SEHRE T 3F HFE X B HH AR5 1B
TIR2 PIEEF A, J&# 2 A HFES 8RR T &Y
HH®), TRz EERTRATHET 65 750 A1
BICAERT G, MTTHEE 250 i1 (Y250X) 4miLEs
AMTLEN TAC BB/ 4 1EF5 TAG, AL
ATARZEHEYN TIR2. RIEHNHRER TIR2 ZEE
RTHUHARZHEN CRILT R4 HEHR
TIR2 RAZTEARN ™, —RIAESTTF 2 § 84~ 88
RIS BB 2 [BlE A — D RMEREAZE (84~
88insC), FIREEZEE 60 A EMAT F AL b
(E60X). —REATEHE T4, BH DNASLS AL
HEL T-A S AL (T515A), BAFRABERT
172 7 ERIREE (M172K). —REHET 16 £
HELT 12 ME T BRI E, MiFEERNER e
T4 MEERE (AVAQ594~597), ARERER
IR7E 1R Rk R E 4 FL A A A0 BR AR, By
HFE AXH HH F4E. R TR EESEF 17
k2060 R0 ARERC, ERT 690 MHUERRE
HRENRIZBIEANETEA. RIEFEWR
HULAE MR &R TIR2 =R (Y250X) =3F, T
MIEE AR 4 MEBE, Y250X BAELE TR
HIU=E MR RE, FESLEAR e HiE
e F BEIARTE AT A RO ) BBk R [ T AR BRIk
BB RTEAL, BRBEOWMEEN, g
FEbriE B B3k, Y250X BARE R RIE
BHERE, LM HHIFSE TIR2 HE %
TRHHMNEERFZ —.

3 TIR2 {EBKACHT KRR

MBI RGREH, TIR2 HFEBT]
/N 200 LS S B T B R R T ) A T i R
BN, MR EEWAER M, Ll RRR
WHE AR &R/, X— B HH ERER
i 3 MEEETHDR EERER, XILNEER
HFE!Y ™, g, 1# B E A ( B;-microglobulin,
BME, ZiIFE (Hepeidim)™ . EX—MF &
7~ TIR2 1 HFE, pM & Hepcidin 7] 82 3% [/ 18 57
B RIRE B TE AN PR, Bk, TR2 3
RS ENIRTER e S NEEEHESRER
g[ll].
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BRARAT R ULTT LB SR AR R B G Y
WHVE, X—RiLBEHE. PEHIATF (stores
regulator) BERE AANR Y BKGETRACE. 4040 FA AR
W F (erythropoietic regulator) &% 3 41 40 B
ERSREPHEMNFERGAMITRY., XHMRATTF
MELEH, AT EBATRL S8y misE %
BAEH. AMWE, PEOATTREEEREANE
2= T(R2, HFE, 3:M # Hepeidin &+ =&
B B s A B R TR 57T 582 2K 1R 3 7 A9 28 Al 36
4y, BRIARTe], 2T R E 5] AR P8 MR 1 n
i, HHefiZ: TIR2 % (TIR2 M FHBERRE
FFamBaRfS 8  E Eik A B mgn. X&5H
FE2m B 38 in & &% A0 4y # Hepcidin 3 A I #,
Hepeidin £ M iz 5 3+ —I6m B 5 A L E 5 1E
AT BpM/HFE/TIRL E&4, {RAF M %k
BN, BRI R P Bt o Tl B b
MEMHBRRER @RAFE DL, —hEBE T
BEAMBESEZER 1 RE, BREKERELT
B, HEEREEARR, £ TIR2 i+ S4B etE
B Sl BT & A 6 Hepeidin H&i/b.
XG5k AR AR, BRI B R E R
TIEEM, BHRBRWEEN, FHACFRE D E
H . [FIN AT RS Y Hepeidin AT 22 M3 3|34 RE
5, W RE BEBAUMEMAR AL, EiXx—iT
e, HA TR M SHBEEREMNTHE &
WHE, EEREHIAES W Hepeidin B8, 3145H
MWW ENBRRRERNRIER, WET R
NE 40 B A BRI RE D, BT B 2R R

FE, Deaglio F'™E TIR2 + —f5H K&
MEAF N EAE A eRE, TRESRER
FREHER, a5 AEATRALRER L%
BRIE RLEREEHEANIAA TR TEHER K
FERBEEEEH. TR £ BEHMNTIR AT,
HEOSRY EERE T K562, HepG2
U251 M HERIFRIE, FFEEIAE TR A EE L
FIEE DM, B{E TIRL #1F & Summerville
SRR ERA, B EETMEHRARN
TIR? FeA AV 7T A, TIR2 TEAFTET A
PATAMP R |, EBRAAEMER NG MR L,
WA TIR2 135, Deaglio 51 B 45 Bk &
IR R R4 FL Y A B B R TIR2, 3R
H A TIR2 TR AR+ 3815 B B A B gk I (0 T
REAR L T — BRI,

4 i o5

TIR2 B— 1 #EWEE TRL FE— K&
FEAFRFEEMEZRRMESD. TIR2 mRNA
AEAF IREs 64, v HFETEARZEHRAENRA
. TIR2 M5 TIRI EAEMRXS, BEFIR
B MEE, TIR2 Al 5 Hepcidin, HFE/
BM/TIR1 E-&¥Y—IFT MR, FrER]
s SRR RS AR ER. TR 81K
IR IE SR i HH 80 R B4 T E BRI
HE— R AR ST TIR2 TER A 5978 FI R L
ML e N A ELTEIAR, EElhT
FRAN ] o L A B D 0 B LA ) TR,
REEAMMGTTLR.
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Transferrin Receptor 2; Function and Relevant Disorders®
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Translerrin receptor 2 (TIR2) is a newly discovered iron metabolism protein. New [indings

indicate that in addition to the ability of TIRZ to mediate iron uptake by the liver cells, TIRZ is important

in regulation of iron absorption in the small intestine via controlling synthesis and release of hepcidin. The

studies have also demonstrated that mutation in the human translerrin receptor 2 gene is one ol the causes

[or hereditory hemochormatosis,
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