B 2t A% 2 ORI T (M % i), 2012 4F, 5 1 4, 35 1-5 I
Yixue Yichuanxue Yu Jibing Yanjiu (Online), 2012, Vol.1, 1-5
http://mgdr.5th.sophiapublisher.com

(a

Wik SR

Review and Progress

CHaE X EHGEEARTMRER

ISP i = gt S, e
L KU B TR RN TR B, K, 410114;
2 PRHBE RIS E AU 5 TS 500 %, i, 200032
PG iR gfcl 39@yahoo.com.cn; PE#
P2 S ORI, 2012 4F, SR 14, 1
Wk H#A: 20124 04 A 02 H
BZHM: 20124F 05 H31 H
KIHW: 2012406 H 01 H
AR IRBRAE (GERALF 505 (2012 R85 31 4355 2 11 192-196 1) Fo UK AT ABALKVF AT B, R Creative Commons
Attribution License #SUN HBEATHAL, FFRR RS ER. REF SRR L0511, BBUITA AN RV RS =07 AT 54464
AR AR IR

SIS AP0

XGIFEE, 2012, LHHRTE X 8 A5G EABHIT AR, BE2%EE 2 5999 (online) Vol.1 No.1 pp.1-5 (doi: 10.5376/mgdr. cn.2012.1.0001)

S (30

Liu et al., 2012, Latest Research Progress on the Hepatitis B X-interacting Protein (HBXIP), Yixue Yichuanxue Yu Jibing Yanjiu (online) Vol.1 No.1
pp.1-5 (doi: 10.5376/mgdr.cn.2012.1.0001)

8 FE LM X RS O (HBXIP) 2 AN A R — AN G N 35, & B8 UL AL GVRLE R IR 4 8L Pk
Ko EHERWIITE R HBXIP G5 AMMAANZ M E A4 . ALLHE T HBXIP SRS AR T 5850, A0 RI0EERE .
ORI IR AN T A A AR, LAY LL HBXIP &5 11 4 ¥ERR IR BT (BT £ 03 2555 25 ) o4 et

KEEIR ZHwidE; W X B OGRS R

doi: 10.5376/mgdr.cn.2012.01.0001

Latest Research Progress on the Hepatitis B X-interacting Protein (HBXIP)

=

LiulJ ianpingl’zg, Shen J iezg, Lan Wenxianzg, Gong Fuchun" R
1 College of Chemistry and Biochemical Engineering, Changsha University of Science and Technology, Changsha, 410114;

2 State Key Laboratory of Bioorganic Natural Products and Chemistry, Shanghai Institute of Organic Chemistry, CAS, Shanghai, 200032
ECorresponding author: gfc139@yahoo.com.cn; I Authors

Abstract The hepatitis B X-interacting protein (HBXIP) is a key factor in the process of canceration of liver cells, which can
overexpress in animal muscle tissue and malignant tumors tissue. In recent years, studies have shown that HBXIP can bind a variety
of proteins of the human body. In this review, we summarized the latest advances on the studies about how HBXIP is involved in cell
apoptosis and proliferation, cell cycle progression, centrosome replication, and tumor cell migration through interaction with other

proteins, in order to rationally design new anti-hepatitis B virus drug using HBXIP as a target in the future.
Keywords Hepatitis B virus; HBXIP; Tumor; Anti-hepatitis B virus dru

O EE X B 454 B H (hepatitis B X-inter-
acting protein, HBXIP)J& — M4l f 41 1 Kk 11 2
s BT 40 Pk HepG2 Wi I, il il i)
REASBARIGIEAE Ky SRS S HBx 1)
TERIIN T HBXIP ZEE AL T NGt fh 1p13.3, 2
TR S HE L R g i 4K 173 NIRRT B
} 19 kD (Melegari et al., 1998). HBXIP 5 HBx [
C Kuihi &G FEC HBx BiE e, A els 4
#f(hepatitis B virus, HBV) & H]F 3,  [F] B 40056
HBx X E A 1 (activating protein-1, AP-1)F1P4
U5k HBV JH 31 sl o1 16 s BaE A, A
S T B (HB V) IO A 1

X HBXIP &t il oy i o, HAFAE—
AVELE N S AR P T - HBXIP 2 1 /7 41 (1) 56
93 {7 FIES 117 A71%) Thr G873 5l 4% 5 F I8 C (protein
kinase C, PKC)F II- 24P &5 71 344 (casein kinase 11,
CK-IHALIEIR I . Garcia-Saezl %5(2011) 1 X it iE
7 HBXIP ] C K fn i gitt), o1z gt A w
P 24K, Bl Roadblock/LC7 Fl “face-to-face”. 7F
Roadblock/LC7 MU, WK Ser26 A7 141
RITI, BN 24.5 A, BRERAERAIF s AL “face-
to-face” X, PHANFARI) Ser26 {7 T —ERAA&S
B 55— 54K Asp80 1 EHEAM AR, HAGERE
it HE—bWr5R W HBXIP &[5k Thr3e, %
FEWAS FRAR (1) 2 2 R P BE A 7 B BRI LeudS.
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Leu55 Al lle62 25 T 5 HBx S AMAHEAEH .

H AT 572 1, HBXIP s —AN2 IhRER T 15 &
F, AN [ 2 LR A R R R
h T ¥R E L TIT KPR TS24, A SCsER T
AR HBXIP £ [ Yy RET T 1 Seof ik i

1 HBXIP 5 hSuv3p 48 H 1k H

NTP HA I RZ IR A% i Suv3p J& - DExH-box
A RNA fif el Ski2 Z05, 19 UCKHL T WP I R
(Saccharomyces cerevisiae)Zi i/, &7 FLebifAk,
FFAELRI A RNA H 4% I B A1 ] (Stepien et al.,
1992) . Suv3dp J& T & [ 5 & ) & ki Ak B Al 14
(mitochondrial degradosome or MtEXO)ff]—/~F 3,
A W 55K B A% B2 4 V) B 75 1 (Dziembowski and
Stepien, 2001; Dziembowski et al., 2003; Gagliardi et
al.,, 2004) . WF 5 f5 i, AN JE hSuv3p (human
ATP-dependent RNA /DNA helicase protein) £ —
AE GRS R SRR IE DR, 3 A 2H 2R ik ik DA g i
HURAE(Minczuk et al., 2005a). hSuv3p H £ FEY)
(el e, HARA b B 2 AR B e,
FE YL ks, DNA A2 5040 i A 910G B8 i 4% il(Shu
et al., 2004). Minczuk %5(2005b)F] FH i BEXU AT 5
45 )\ HeLa 4l ffd Hh i ik T 2 AN hSuv3p, KL
I C g5 M 136 MEJLIR e 5 HBXIP 454,
HRFEL G, %4505 hSuv3p Lk
W ANFIE TS EMEA G, B FH B SN,
FER IR TR TUE AL IR AL

2 HBXIP ot 48 i 3 T 0 $9 5 1) 522 v
2.1 HBXIP @i B A& A2 30 40 M
Survivin FE KT 1997 AR K I 4858 o —Fiopr
(KR T3 [N (Ambrosini et al., 1997), J&H T30
il 2% 1 (inhibitor of apoptosis, IAP)ZKE H /N 1k
e BEMBRERRE, 5o dE g«
754k % (Deveraux and Reed, 1999). IAP 4> T4k
MEMAFAE— DR EZANGIUE 70 ANEIERRA R IFTIR
Wi TAP AR Z5HJ1(BIR) - BIR 4541 AE ST AN il 7
T SCBEYE 1 F (Bourhis et al., 2007), XFiE
F 25 1 BIR D HEX AT BIR Thfg e 2 7] (1) 4%
JFHHE Y caspase Kk 1456 ki T. Survivin
HAS—A BIR Kk, 4TI N 54, S5HAD
IAP ZIEM AT, I CuiJEAEAE Al 7 4F
IR A — AN PR IR I R A R 45 #, iz
PUK ) o W2 TG M il (Bourhis et al., 2007). [k,

survivin 77 2 —AMEARE E R SEILAPENEE, X
J& HBXIP., HBXIP 5 survivin n] @il HBx #HHAF
HEREEY), 5 pro-caspase-9 454, BHLIEE #
P TR0 R 1 Apaf-1 $H 55, #0018 Rn A sl 4 Jfa o
¢ MRIMWETIIEE, MNIMIEEEPERANE] caspase
ARG T (Marusawa et al., 2003). HBXIP 7541 iy
T A PERT A, i SRR survivin B¢ HBXIP
BIABEIH RIX— V.

TEA M TP AL, p27 ERE R
R S ARG P AR ) o AT A DI T 5 SRR
P27 HE )k 20 T RE g gk L 4 B R R T (R
&, 2000, VY % P RFOR A SR (R SO, 21 (6):
609-610, 614; Jin et al., 1997). K4 %5(2005) A K
FHNG A6 N 40 e H7402 ST K R 5y, W
FEE L, 2 e HBx FE DA ] (i 3k e 41 A
H7402 KAPHT:, MMFT R AZFEHEA S Y
pcDNA3-hbxip Jitkit pCMV-hbx JFiki 3L [ 3E47 %
WYL, AN TR AR T R, p27 MRIA
AKERA . K, HBXIP £ [ v #i] HBx &
FA S TN o

2.2 HBXIP @it =AM @A e it 40 s ia

0 B 1 1 5 AR A 7T 0 i R 0 & A g A
T A IR Tl . XS N R 41
JAIHEE . CDK il 4 H (cyclin dependent kinase
inhibitors, CDKIs) F1 40 Jitd i 3 &5 5 4 86t 1k U g
(cyclin dependent kinases, CDKs), &4 p27 #l
CIP/KIP S5 i W 2 1 A P S i1 ) 71 (CDKD) 4%
J% 51 (Wikman and Kettunen, 2006; Grossel and Hinds,
2006) . A it JE S5 A O 4 R S R I S A
+, HRIKWE L FBUNRERIE A IR A K
AL I LN 2 (Pines, 1995). p21 Al p27 J& T4 i
FA AR - (CKIs) KIP1 SR )% 5« Wang 2%
(2007)X} FLIRS MCF-7 418 i H7402 40 f A0 IE
WA L-02 852 4% %% pcDNA3-hbxip &, KN
HBXIP i £k fe E a4 A e DI 4048 15
HA E RIEA N p21. p27 FIEMAMER, B
A E G e S JH, AT (2 338 40 it J4 5 (X

PR 2007a)s

AR SR, iR 0 78 J5UR M JHE (primary
hepatocarcinoma) 1) & 4= 71 55 993 55 Jik Y A7 5 %5 ) ¢
R DAL R RS A DA A A (R Bk P g 4 i 5 B 1)
KB UR, L OCHE Y AE- N S bor i 130 % 55 15 (human
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telomerase reverse transcriptase, hTERT)ZE 44 K 1 5
BT R A 2 T, H hTERT 2
DRI PR SR it /2. hTERT Dl e A s for pie vy 114 1) o 242
B AR AT 5T 46 78 T HBXIP figifiid i 1y hTERT
FIE AP ARAL AN N 19 5 (Wang et al., 2008), %
FE=AKFRY hTERT: A46HE R hTERT #50K
R =N A SRR i S i S R SO NG 1 i 1 )
BMMS-03 H1#5IA

}% K+ «B (nuclear factor-kappa B, NF-kB)J&—
AN H M R S R T, BEXTVF 2 4 A
T AR FR ST, B2 5T g0 5
MHT:, Bl s 2 AR R RIE S 5 ek
S SRR A AR SRR, SRR R AR AR SR
. BT H 2 VA 9% (Wulezyn et al., 1996; Pahl,
1999; Tak et and Firestein, 2001; Karin, 2006). 5%
RIL, E R4 R H7402 41 it %1% HBXIP )5,
NF-«B IR sk i P W] 0. IeAh, $EH H7402 40
IR, 2 S e EAG I, 40 A% p65/NF-xB
(7K B 5 38 (5 RGBS, 2007b). 24 H RNA T
PRI T 40 AR TER) HBXIP FERIERIA S,
W) B S bR 5 R SR ORI IIE ST AR B
HBXIP R34 NF-«xB WAL p65 [FIFRIAK -,
1M &% NF-«B el #E . Ritk, HBXIP 7]
T I 42 NF-xB 15 5 384 M A2 10 40 i 14 e

3 HBXIP {875 H LAk IR & il

FEANM AR, RO AR AR LU B O
40 A R G — AN AT T, B RIThRE S AT A
JeEE PR A A2 B ) RH 56 « Fujii 25(2006)3A 4 HBXIP &
HUOARS R 7, HoZ HeLa NS940 U FI4]
GO VR i 21 4 BF 41 i P B 277 e A T S e 4 20 1
A AT T I RNA T30 knock-down S 86 1L [R] fak
R IA RS20 W] HBXIP 7640 M 43 2L 45 vy
I JI2E T e R A3 1) knock-down HBXIP
FISAE AN AT AN A ™ A2 450, 5 30 i & ok
AR AN T

AL, 7540 5y 24K Hi T 5, HBXIP fEF1 HBx
1) C R etk MBS &4, HP#EILFRER T
Mg, RAFF PO R SE E 2 ki e A = ARk
Z WY FEAK (Fujii et al., 2006); 1 £F HBXIP Ht= (¥
HeLa 4 M 5t 70 2405 11, ph T 0o 52 01 52 21 5%
i, RKES A AR T2, A& TR T,

4 HBXIP {2 it 3L M 4 AT #

Y AT B MR I E IR, miRNAs
eI R R EE HEAEH . Hu Q01K
I miRNA-520b i i £ H T HBXIP A1 40l /- 25 -8
(interleukin-8, IL-&)F il 7L Mdie 4 L IT A% o 6 —FfAs
[F] 4% # fa m) (%) 3L I 9 48 i & b HBXIP Al
miRNA-520b [FZIE7KFHEATHE T, &I HBXIP 15
AN R 7% R ) FLIR S A i R b R IA KA B B %
S, U HBXIP et (et ILvm g il #s, T
RERALIEN . HBXIP 61817 LI 40 T f8 i 7
H2Z 3] 7 miRNA-520b #8115 (GR N, 2011).
I A5 SCHkARIE , HBXIP {8 ik ERK1/2/NF-kB 55
1 CD46. CD55 Fl CD59 A4 3L e 41 g (Cui
etal., 2012),

5 ¥

ASCH A HBXIP R IL, Rk MILE %
T 45 2 A AR ELAE FHREAT 7 MICAUR, X uegh &
H /R A B AR D RE, X & W] HBXIP
WA Z . ACEMEE T HBXIP 2 A7E40
VTS BB, PRSI, dekiARaE . LU iR
MM BT RER IR, AT TRESZ
JFF IS A 0 o AR ek, TR LA HBXIP
1 Shy 5 T BT BT 2 R S 25 FoA — 2 10
HRSE X,

({EZWAN

XSG 5T B SCHR, 18 SCROHEAU 23RS, i
PRI SCHR, BRSO SRR B IE, JF
A R SCHR A (K 9 s SEARAR ) A SR

B

TR PRHSE AT HLIT AL A AT WL S s e = AR
FHR L2 18 B AE A SCHRS o (K48 T 5 324 [l I SR o oz
A AT PR N PP R L5 B e il

SR
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