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MESEBINENNERESEFEHNXE

woXT K AR KRR AL XK
(BRI EERER Al A 2 8, 52 FH 550025)

WE 4558 A 1 (SELENBPL) J& 1989 4F A& BAY RE v 20 At 5 A1 20 Bt A2 1) — i s G 06 D 1) S il 2 1 5 AFE R F a4
M, SELENBPI7E R /RIEMHPE A BN HE | 2 Z /2 RN SEABRR . AR R EEA T H i P
TR AR AR W TR JEAE L A S IV A AR B K A R SRR UIAH DG . AR SO SELENBP A A ) D fiE K

HSPIR R R W oI s AT T 2 MR

KR AEWTHULY:, WSS EA, SR e, A, DR, EE

hESES 0613.52, Q51, Q71

1 2 il 7L Bh P AR BT 0 75 1) — P e R
FELRE BRI A FE TR AT, i
FEA Y DI RE R A SCE . BET, dEad
YGRS 0 IR C MR h 2B T
25 FPAIAR T 1 N AR B A A T e Ry
325 P a HURIRME S, WA bk i ik A fk
Vi (GPX) . WA iR )5 (TXNRD) FiH
ARBRR LIS (DIO) 455 b. PUA LB A AL
@, WTXNRD, DIO, AiZEFIN (SelN). Al [
W (Selw) FfififzF{R (SelR) %5; c. HAEIIRE,
WMGPX. HAr, KREHEANAEYFHIREAE
RERE . NiiZs 55 H 1 (selenium-binding protein 1,
SELENBP1/SBP1/ hSP56/SBP56) [t i 4% 5 &
FIBRES A, T AR 1 A DARR AR B R e =X
T77E . 45 ¢ SELENBP1 i E Wy ohfigid iz 5 i
BCIESEAT 1 AE M) TR A 1 — A AT N 2

PAAE R T OB 5E 6 W1, SELENBP1 B)AE42)
Aefudh: S 5R/RERTEARNEZ, 2528
Lz 2 TR EA TR . S5m0,
TEEE SN FRRRENESE; 54, SELENBPI 1
SHE AT . RSPRS00 S 1 R A
RIREIMX.
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1 MESEBINGN

1.1 —ZREH

SELENBP1 £:[H 7E 1997 4E 8% vafe, i T-H1/)N
FL 56 ku fifi 45 & £ H  (mouse 56 ku selenium -
binding protein, mSP56) J¥451[A]Ji, A SELENBPI
1, #% Bk & hSP56. SELENBP1 it [ J§ 71 4 K
1668 bp, FFHLFEIZAER 1419 bp, Zihd 4724~ Ik
2. 5 mSP56 J¥ 5L, SELENBPI J¥ 5404548
A BIPEIX DL 5 AEBRIEIX A 15 28 3 B0
DX A 234 AL . 28R 1 BT 43 T R 52.25 Kk,
$Z3E T mSP56 1 73 it it 52.36 ku, 7E SDS-PAGE
EEIE 4> F TR 56 ku P . Beer 55 ¢ | F AR IBC T
TR 28 2 15 B A A N RS T R AT 7Y
() SELENBP1, Hr 5IERMiAHLL, FRYEFmAR
(457AA) TEMG MRS Th RIBACFEAR, 53 A PR R
P4 B 5 () SELENBP1 57 #4442 AN 7 1E & fifi 28 40 v WL
B PR A A H AR B R, N SELENBP1 & [H

* B 5 B R B2 45 (21561006, 21867007) , #8244 R S 4
(LH[2016]7372) F15% M 44 4 i 55 35 P T RO 4 8 KAk ox 3o H
(KY[2016]031) % H.
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ENLT 15 ek q21-22 B . SELENBP1 |12 434
TAFRYF AL B, A2 ATl
NS WA= R R Ty N 3 e = DO s 2l S eSS il
PRt 7

RNA I3 & 7%, mSP56 7E/NRUH . fili . B ep
TRk R, HURORONE, 78 g ik i
i, WAESHE . WL KN LA RS
SELENBP1 7E AN H AU B fe s i #3kKF, &
L 7T~ N N . /7N N 111514 £ 22 RN 4
JLASp FEFGA T B AL AR
TR EARM A LA SEI . WRIRRR, it LA
AR R I 1) S RS vl a2 A 411! U 2 &
BRI R, mSPS6EN TANEEh, Ml iEitsE
5 ). 40T B9 SELENBP Ay 4 44 i 764 HH B P 42
1L (methanethiol oxidase, MTO), EAvV T4l
AN RE AR Z (B], R nl AR B . g
byt s, A9 SELENBP 5 {37 T 41 il 4% F 4
H@E‘i‘p‘j [4, 9-10] .
1.2 SHREHM

i T SELENBP1 fY %5 14 5 T g Z [|] (1) 5¢ & /2
HHIY, Costantini % "' F 2011 4% A SELENBP1
PEAT T A RSB0 ST . 45 SR, (B — (o sl
LA = AE S5 BUARML, SELENBPL &2 —HA
— BRI a-BEA, H4DEM AR
(cysteines, Cys) FRAELZ 24> Zmisd, Hf34
Cys FRILTRILTE R RS NFR, RN TRk
X 19 57 i Cys 58 FE 2 85 TR, #ll B Ak
PEFR LA, X5 W Be Rk (M. vannielii) ™' )
SELENBP1 2544 —2k . 3l J) 2= 54U Cys T 2 B,
5747 Cys FRFE M TREsREL, A vl AR 25 A 1
R T 25T 57 457 Cys 5% 3E4E SELENBP1 1
IVEF, Yang %5 "5 Cys R IL AR N H & Rk 5
(glycine, Gly), JFF1ENZS Ao 3235 . 458
R, Cys#RILAYZEAS 2 FESELENBP1 192 5
1 63 hydi/> k45 h, X6V AR A 40 it 7547k s P i
B, Ho AR . IR s SR 57
fii Cys 5% 3 7¢ SELENBP1 H A B EA/EH . 6 oAb 4y
Fprb 5T &80, F BBk i SELENBP1 i (1 25 &
{5 SO Cys B IE 1 Al &5 A I R AR MR,
[K R 75 SDS 2R TR s 15 e B3k Je PR UK A AT SR 45 6 7
wEB, HATENE pH 254 T A 2 es
PRIt SELENBPI1 1 41 £ [ RS2 2 W 21
2243 Cys FRIETT LASS G 1 ANl i I il,—Ff R-S-Se
(1) -S-RAEHY .

AT L) AR g O TR Sulfolobus tokodaii (PDB
ID: 2ECE) HYJSELENBPI M#i#z, F NCBI%kii
J&E W 45 & UniProtKB/Swiss-Prot:  Q13228.2 i) A
SELENBP1 % [ J3* 4] £ SWISS-MODEL % 1 Ji% [
VRSB IR 55 %% TP A9 2 T A\ SELENBP1 ) = 445 4
(1), FHorr 5747 Cys 5834 T ISR MIAE iy, LA
i B 2R =0 L2 B . PredictProtein 9 1% 28 15 1Y o
IR N 1.48%, BT & N 34.75%, & a A H
63.77%. A1 Y — 2 45 1) 0 75 2R S 90 ) 5 i
T E .

Fig. 1 Three dimensional structure of SELENBP1
Bl SELENBP1=4:451E

2 WMESERINRIEIFE

K oe & B, 20 b SELENBP1 & [ #1l
mRNA 7K 14 i 2 R [ 2 ¢ 2 4 %2 SELENBPI
T SHEREX P& 24 CpG i, Hh—AM 5
T3+, "L} SELENBPI i3 8 19 944 7= 4=
SN . T RTSE W, SELENBPI AU WLigt & 48 1k
IR 2 AR HE — € B9 CHK . Yang 55 17 fiff
FHH 34k 23 1 & 38, SELENBP1 235K Ui b 5
SELENBP1 J&i 3l A G, HIRAEZH 2
SELENBP1 % 1 ALK P W] 8 g T IE #2413
segE LR, 459 b SELENBP1 S 3h 1Y = B
SAL P R HRR D IR 2 —, FEJ LRSS
Y R AR S T AL EE R . hAh, IRAMIFIE



B, %: MEREBINEYMRRESHRRFIXR 3

& 8L, SELENBP1 Ji 3l + 9 & W 3 Ak 25 & 3L
SELENBP1 Ji 8 % s i PR s > 7 L itk — 20 bif
R, HS5-FZ-2-WA M (decitabine,
DAC) AbFH %5 79 4 i 7T LA ¥ 7% SELENBP1 J
Bl H AL IR R 7 AR, R Sk
il 77 b B A 549 il i 98 48 LA 5% ] SELENBP1 HY 3
KO TE R RN E PR T
SELENBP1 a3 H Ak, 554h, kel
L <P s, ®f LA 9% 45 SELENBP1 #&& 1 K °F, 0
SELENBP1 mRNA 3% £ 5 Y] 7 fig 2 ik /D 2
PR RS

i T 5% SELENBP1 & 75 32 3 Wit 1% 16 1 1
T, SEIE A 2R SW480, SW620 FI HT29 4 il 42
DNA fiit 1 AR (5-Aza-dC) . #H %5 (H 2= LR
I (TSA) AR . 25K K], TSA Bl ik 3
SW480 F1 SW620 4fl fifl 5 , SELENBPI 4 [ #ll
mRNA K- B 285, 1 5-Aza-dC FApl AL B 3 Ff
YffLf5, SELENBPI #K [ Al mRNA /KB A &
AR ELA . WEBKG LIS, 3 Fh4E Y
SELENBP1 mRNA 7K V¥ & 3 7t &, SW480 Fil
SW620 4l i) SELENBP1 25 [ i & Jh s, 1fii HT29
A1) SELENBP1 25 KPR & 4E 35781k . Jiang
4 91k, SELENBP1ZE (A (1 FH F 5 2 4 &
SRR IR

& Z, SELENBPI # 1 ) & 5K P25
SELENBP1 Jii 2 ¥ i H 3% 1k /K °F . SELENBP1
mRNA (LR BT AL 1Y L AR KA E

3 MESERINEYINGE

31 EAREIES

A X SELENBP1 5 2 H it % 1z 2 [6] i ¢ R 0T
58870 . Elazar 5§ 2 JAA- i 40 i 5 vp 24k i —Fb 2L
HEEGE TR TR 56 ku B T, X H: 4 FlvE 1
[ N R R R T N % -l = Wil B N el =
SELENBPI1. 7t K I #1 14 th 52 21 36 15 ) SELENBP1
Wi T AR, RIMCR I Al
fE B9 Pt SELENBP1 £ 5 BT AR nT LR 54 b 4100 i
R R BRI 26 11 iz By . SELENBP1 252 v 40
M, A K2 10% 5 508 ¢ . W40 o3 25
SCERERM, ZE S mR RSN E A O HA
— /4> SELENBP1 5 4% 4, Ui SELENBPI
{5 e R B R BR I 45 G . {32 SELENBP1 Y2
i fe 1 5HES G EE S 00 I R,
SELENBP1 25 T /R EAR N 8 11 iz 1 Js 0IRY

Br, BOXHEAELS P i e R RO T T
T A% 2 e E 2L, M SELENBP1 1] fE7£
T2 [ I RN 0 T A AR

32 EHRMERE

WERE A2 i e B, 5 von Hippel-Lindau &%
H (pVHL) MEAEHZZR/LR 1T (VDUL)
SELENBP1 B H, il i RESCSAS A A
HgE A SR IESE T SELENBPL 1 VDU 22 [H] (4 4
AR Y BE &P, SELENBPI LA LIS VDU2
gl A ) L 7 5256 7R SELENBPL A1 VDU &
SEN T LNCaP AR i 40 A i 2% 8 IX 3. 41
VDU $¢ 57 M b 5 45 4 1l ) SELENBP1 A HAEH .
73 AMili 5 SELENBP1 (W Fa e 454, S 16500 & il
S =W R TR el = I N > o = £
SELENBP1 1 G LIK# it 1 7 X Ae iz b/ ez R
AR R s AR Th R R Y
33 wWARH

H #i % (methylmercaptan, MT, CH,SH) HY
7 A RN R A S B 0 HBR 2 ) AL~ A6 B 1) 2 R 44
TENAEFISAETS, MTA 3ROSR 22, piE
A IR . WA b i S-FH AL RS
it X HLS A Ak . A P T Y HE At 2 1) 2 i
MR fEMBEAMET TP, T MT 851k
T WL B (dimethylsulfide, DMS, CH,SCH,),
DMS [ 7K - 34 i S 85 e v B iy — R 67 R —
HHIEON, 12 5 S R AR AT, AT 40
POANSE Tz AR, mIEREs
77 A MT F DMS 45 £ 2L HE R MEA LY . i A
P20 R AT LU A K DMS, - HL7E il 20 21
WA LR .

TEAFA YN B, MT Al LIk MTO %% . MTO
(35 A4 HEREAFFE AR/ . Bugg 25 ) 1 R 7E DMS %
M Hyphomicrobium sp. VS. HfiE T MTO J H:
RS HE (mtoX), MTO J&—~ Al P PO 3 1A 4 s
fit, 3@ ICP JHig-E AW E 24, I8 MTO 4T
ik . B R A E AR S B EPR OGS A9 A8 1k DL R B
B SLIG NTBERE PERY SR, 52 Cu sl MTO BTG M
Wl WS kB, O T i MR R, 2
SELENBP1 Z M AR — 15, 5 A SELENBP1
TE S LR K 1A 26% BIARRLE ,, gy
mtoX [F] 5 i) 3 PRI AR e 08 4 i DMS ™ . 9T 3R B,
MTO | ¥Z A T¥EEh, ELTEBLAG R e 25 S
FIVERT ). Pol 25 17 s it X6} 5 9] Hh IfiL v H DMS 7K P
T s R FA O B ERH Y &8, SELENBPI
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FHAMTO, Al BB Ao RS . HLS Al 4
k= (H,0,) . #—2AEYE B /R, MTO
AT, iR R B e
PR, a2 2R AR AR U
34 ATHAIFSETHREE

B A %5 5 I F  (hypoxia-inducible factor-1
alpha, HIFla) Z5 7T fif AU R0 g o 48 i) 26
15 WV 8- o = I L o B G B = S S )
MR35 5 pVHL (B3 2 RHEEME SYIMA Ty, It
SRR 1z AR R I AR ) AR EAE
HUH R 27 AEEESRE T, HIF-la KRB 3L,
T 0 37 2 Ak pVHL A5 (49 26 11 TR e A .
JE () HIF- 1o B B 40 M AZ v, 3@ 2t 5 k480 i ot
4 (hypoxia response elements, HREs) %54, W
DIBIEVF 2 A% L, A FEAR LT 4G 5 L I
B . WE TR ORD T 40 B R A T AR
FER 2

BT WF5E & B, SELENBPI1 & HIF 1o ff) # 3
2 AR, R #R 1A SELENBP1 17 51 fif
S5 AR L AEAS 28 HIF 1o mRNA BT 00 F 23 i 2508
/D HIF 1o 25 AR #63%, 160 SELENBP1 J& HIF 1o [
TR R 2T Fan 45 B0 & BUFE 4048 H,0,
4 ¥ J5 , SELENBPI Hl HIFla % 3k ¥ 88 fin, {H
SELENBP1 J& K T #R i 240 il 22 H,0, 40 # /5 HIF 1a
f) 26 0k JF B A 1o . @k — 4B BF oY K B
SELENBP1 1] A 5 pVHL A 5.1 J & 14 VDU F
VDU2 MI&54, 1 VDU2 ] Ll i Hi 22 RAbis ik
T HIF-1o, BN PR IE A0 . i
SELENBP1 5 VDU1 fil (&%) VDU2 #9454 ] LA
WHIF-la R & M, HR2FHEHT — LR
SELENBP1 5 VDU1 fil (%) VDU2 iAHEAEH XS
F HIF-1a B9 15 2 A/ 2675, 54 SELENBP1 X}
HIF- 1o A9 5 38 75 58 4000 i s 400 A 18 SR PR R 2 15
WhE . JE 4 TP SELENBPL 3 K F RS B &
R 112100 B H T HIF- 1o (OB EME, 1 HIF-1a X 2
57 B8 & AR AR i g 2k R,
SELENBP1 7] LIAVE A7 e b ed B3 74
35 SEMERESUYENEEER

W H KIS E ALY 1 (glutathione peroxidase
1, GPX1) 2t amRmmsr, 22—
i IR, A IVE R 7], ABRE
Ak, BRI AR A0, S 9aE 4 XU Fi &
A 5 B i SELENBP1 b 598 0E A & K A
X b2l I GPX1 5 SELENBPI 22 8] %) 56 2 FiIAH

HAERTEE— LT

TR IR, WG Yead ek AR i N 25 A
i 98 B L M 98 40 it v SELENBP 19 7K 7] DL 33K
GPX1 B % s, 7EAHRI 0, GPX1 3Rk
B4 530 SELENBP1 ()4 s FIEA PRI &) 5 . i
G TE MO R BE R L BN E T GPX1 5
SELENBPI (¥ #EAH B AE M, & 8 SELENBP1 5
GPX1 A/ ARZE A B . Fan %5 B0 i % PR 40
12 H,0,4L ¥1)5 , GPX1 5 SELENBP1 A LUJE Ji4
BRI/IME, e ATz T . AN R A0
FEE B L Jen o 7L AR 9 A0 2 P SR 3 A o
GPX1 #I SELENBP1 {521, GPX1 7K D5 4K
#PERA I, 5 SELENBP1 /K 1/ 2 A 56 . X
P2 B R T B RAS [R] A A T = ) A A
I, AT DA X Al FIARG 2 1 7 AN SSIE & AR
(KR R AL B B A ) . 7 Al 4 R e S 2 Y R 471
B4 2 W2 3 T GPX G 5 SELENBP1 /K
B EEA M R T &3, SELENBPL
FEAR A GPX 1 2R B 63k A 0 T 1T LA 2 7 il
GPX1 B, I REEAS 5% % B8 SELENBP1
FEIRFRACA GPX 1 1 M4 i -5 98 2 3 1 0t 2512 1)
4 5. Olbrich %5 ") % ¥ SELENBP1 J&—F a] DL i
b7 4 H,0, ) MTO, 1M H,0, Al LA# GPX1 B2 %
fk, XA IR~ GPX1 5 SELENBPI 22 6] i A B A
FH ., PIFRR A 28 IR AT RE T 2058 1,0, MR 1 2%
iy . T HLO, MR EE AU A ], PR B 7 A Ak 1
A5 AR A S AR

4 MEAEAISHERHXE

4.1 SELENBP15OR

MT J2&— i 5 A AR B {8 % SR, e
TRH B T AR T I N i 2], BT A
RO R P LRSS — SR A
R REAAG YA TG E (hydrogen sulfide,
H,S) FIDMS 73 11 B PR AT LA 1 ol
Ah B B WA N R, AT Tk R
FUA JR) 2 2 v ) 3 2 FQ M B 7™ A2 B9 MT AT HLS 5
. AN TSR — B A HE TP R R R 0.5%~3%,
R HIAAEARERE, W T 85, mMikik
A A — S 2T 5 S A B, (HR AT S8 A
1AM TSR I PR B9 . PR 11 5 e DL A S B
1bE W2 DMS. #1598 % 3 SELENBP1 Hh it 45 25 o7
PRI A5 S TR e e R - B M % R 2R B AE I AR AR i
7 SELENBPI 4 A MTO, 1] ik B &7 s 5% 1k



B, %: MESEAINEYERESRFENXR 5.

K. H,SHIH,0,, X4 SELENBP1%A8 )5, Jokk
EALMT 84k, MT W68 DMS, S i)
(AR SR )5 [ 5L . X LR A AE 1] RS KA 1 R
RS, AT IR AR R YT .

4.2 SELENBP15JEE

KEWRFEH, SIEFHLHLL, @S
SELENBP1 fy kKB PR s £ 1 e 7,
BLFGIE . BHEE . B R &5E . midlR
it . O SR ANFLIRIR . SELENBP1 265K A%t 5 it
o & A " JE Barrett & 4 (Barrett’ s
esophagus, BE). BEfREEARMLAINEL: | BE =400
% B AN K SELENBP1 K ik /Kb, 768 & IR
U 2 /0 . RS, SELENBPI1 /K Y- & 8 it
JRZ W > . AR, A 2E AR S TR B
K434 B i e AH H . SELENBP1 2 £ il mRNA
JKV-34 10 2T B BAROKF () SELENBP1 A 5 45
Jiz i RNt gea e A G . JF B SELENBP1 A ZR ik kb
55 PR I R T J AN R AT O 21 37 i R
B, . S5 LS .

H —BEIEHE 2 W SELENBP1 2 — 4™ i 410 il
RF 120 ARl g8 o, SELENBPI i 36 35 U /b 2>
S ECN NG FE ) B A oAb s e AN
i Z b 2 3, 4 SELENBPI (3¢ 35 2 14 hin 40 ity
$e2w) I 118 e B T it o ey e €
1 9 20 ek £ 35 SELENBP1 AT LA il 9 44 it
REREANA AT . WSS MEARERS . IRl

DS I R BRI A ) A K X e R B A R
B, SELENBPI ] 5EEA MRzl T Ag .

Miyaguchi "% AR$ESCIGHR T — A, R
SELENBP1., G-WzhfEH (G-actin) FF-JJlshaE H
(F-actin) 7EPRHAEMZSE TS e . BT
9. a. SELENBP1 4E H 78 4l il i/ 2% 1) 5 L3555
SELENBP1 [ 524 55 T4 I 25 (1) el AR R F P A
My h G-actin 5 F - actin 43 fii 09 28 46 . X ik,
SELENBP1 1Y 55+ 45 5 i & 40 Ml AE K B2 55 b, G-
actin #3455 %] SELENBP1 PHIERTZE, W AEAE T8
B F-actin B 75 28 H Py B i AR A3 51 /0 . e $H3E10
G-actin 7E /i 2 SELENBP1 BH 1 i 2% — & #E B Ab R
4 3| F-actin 2% | . d. SELENBP1 F G-actin M\ 114
TH, R 5L B~ R 1148 4 F-actin [HME, %8
i B 45 [ 4B . SELENBP1 A] fig 29k 548 5530 41 ity
NG —# o, TERRELAET —RAEK.
Hamawy % ' 1Ay SELENBP1 & — ™2 Jifd 15 22
HHEE M . 7R AP SELENBP1 B AT /0 43
PEUEANARAYERS , SRR S0 ] 200 1 4 A AR
PEANAL T . SELENBP1 5 40 ifd B 22 AH 56 25 11 A0 A
HAE R RHAR A B A R D RE I 5 2R AT SE

454 k% SELENBPL . GPX1 Ml HIF-1a 755
SE KA R e AE N, FRAT4: i T SELENBPIL
GPX1 FITHIF-1o i AH BAE ] S G K A R e i)
ERXEHRE (E2) . 4iffi+h SELENBP1 5 vDU1/
VDU2, GPX1 & [ Z [ /9 M 5 /E H 7l 6 &

Fig.2 The role of SELENBP1, GPX1 and HIF-1« in the development of cancer
B2 SELENBP1. GPX1FIHIF-1ofEfEEL £ % B FH1ER
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SELENBP1 f% il Ji - 55 i 2 iR i g Ak A3 ¢ ) 1
W B B UERIE X — 5 R R AR R
it & o SELENBP1 % ik &= A W jf 2> ™ |
SELENBP1 5 VDU1/VDU2 JE i 45 11 5 52 4 Wk
/b B VDU1/VDU2 \N&E &Y e . Prla] ROS
K58 HIF-1o FRE M, fRIE 28 J5E & R FT 7 14
B . AR . RS RN ORI S5 10 & A . [
ff, SELENBPI [/t 22 s it i i 4% 2,
R JEARIE 48 . 6 4L SELENBP1 1
FEIR BT DLys /b HIF-10 19 #2355 ', SELENBPI
[ FRIR 5 HE 3l LR &R 1 2 kb
Ao RS S HIF- Lo () Fk A L0 7
BT . B4, SELENBPI Y 5 /0 £l
FRIFERELH SR MT FI DMS K Th i 7, s di s
GPX1 B I&E Pk B, I BRI A M iE P (46
SELENBP1 AL 42 i H,0,) ,  LAMEIE 1 1k 89 7k
AN 23 T v B 2 05 98 A0 R ) ik B T 3R] DA F
HIF-1o #Y%4 % . SELENBP1 2 ik 8/ Fl GPX 1 76 14
Fh = A R T R R & A B0 e A i
SELENBP1 Fikii/7E 5 /K HiA S 58 1 Btz
43w rb B VE R A X SELENBP1 Fll GPX 1 4/
PRI 7 F A = P E R R A . B,
SELENBP1. GPX1MIHIF-1a %5 T HIEN &4
K, Sl k34 i SELENBP 1 2% 35 F1 P& AKX HIF- 1o
AR P34 AT LIRS B il JEAE & e A
4.3 SELENBP15#%#4 24

FE A4 249E  (schizophrenia, SZ) HAG #HE )
WAL, (R E R AP SRR KRR A58k
AT, R RIS BT IR SE T R s
HREE S R RIR . AR RERBUL A A
B TN, (H R TCIR UL . g AR
ARG SZ U R 2, (H i TR Z ) i 07 vk
2SR T BRHEWTR 2 A S KBS, A ARz ]
HE WL

Tsuang 5 ' fifi AT 2# FAE Y5 B 220 5 ik
PRI BE P, S T AR SF A BT B T R R T SZ
SR T SMON A I R SR 1 R PR R B . LA T Bk
55 ) SZ B E R AR I i 40 A 1) L PR ek i
DI 2 AE 2R AR v ] DU (R8s A G L 1A
FEE— 2 UESE T MR R A 3 28 FH A D A 35
SZA=Wbn&y . S5 RAE KM & BT 177 MBE )
SZ KBS HE A, H: v 28 A~ Bl S5 31 3% 4 0 G (a pR
S, TR RS 123 R SZ AEWbr ik, Hibe
Fh (BTG1, GSK3A., HLA - DRB1., HNRPA3,

SELENBPI1 F1 SFRS1) Fll K fisi o A3 A0 1 1) 22 57 3=
ik, IF HIGUE T feik SZ A 9 ks ¥ SELENBPI 7£
MR AR 200 . BT A b i 25 S 85k, 1D
SELENBP1 7£ SZ £8. 35 i I AN A B v i 2 13 . 38
1% 34 44 SZ A& 1 M F AR B2 B (dIPFC) ,
33 WU IR i i 3 (A4 20 24 S AT RS A s
() R 34 4% 1E % BE 3230 19 mRNA P/ 75K
i 2¢ 6 22 & PCR U, 45 S 3% B SELENBPI
mRNA 7£ SZ 8 KM e X B4l B, e 4h,
SELENBP1 & [K 2% ik 5 4 #1512 Wi 47 75 58 Z1 1 AH
& M SELENBPI 1Y T 7E SZ i35 Kk v i AL
ARESE—B0, X — & PU AT RE RIS T 5 EORS 16
SRR ) — s e i R Everall 25 2 gE— 5%
K, THE ) SELENBP1 mRNA |V fE7E T SZ i
HIEEA T b, IF HAE S FpAE {2 SZ 1)
— BURHE A2 187 S A0 25 3000 . A (e R s B 2 I
W 2L 5 AR & 3, SELENBPI
Z 5 7 Il 40 8 (R R 2R R A AR
Ogasawara %5 Y I )\ SZ F 35 MLY% 21 441 it rp 4 5 1)
T argpyrimidine {41 11 56 ku 25 11, 8 0FH i Bk
JH % 72 3% 4K 1%~ SELENBPI. #i, SELENBPI
(FRIBTHE 5 SZAEAE—E ORIk, ] LI i 1M i
o SELENBP1 {9k $2 41 SZ & 9 iy AR 51 . T
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Biological Functions of Selenium—binding Protein 1
and Its Relationship With Diseases’

JIAYi", DAI Jie, ZHANG Liang-Liang, XIA Huan

(Department of Chemical Biology, Guizhou Medical University, Guiyang 550025, China)

Abstract Selenium-binding protein 1 (SELENBP1) is a selenium-containing protein localized in the cytoplasm
and nucleus discovered in 1989. Previous studies have shown that SELENBP1 plays an important role in protein
transport in Golgi, ubiquitination / deubiquitination-mediated protein degradation, sulfur metabolism, and
regulation the stability of hypoxia-inducible factor (HIF). It is also closely related to the development of diseases
such as halitosis, cancer, schizophrenia and kidney damage. In this paper, the recent research progress on the

biological function of SELENBP1 and its relationship with disease is reviewed and prospected.
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