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Abstract

Osteopontin is a phosphorylated glycoprotein, which is expressed in many types of cells. OPN is
abnormally expressed in many pathological states, such as inflammation, tumor, immune disease
and fibrosis disease. In recent years, more and more studies have found that OPN through NF-xB
signaling pathway is involved in various pathophysiological processes, such as endometrial can-
cer, osteoarthritis, kidney stones and other diseases. This review will describe OPN is involved in
the occurrence and development of many diseases through NF-xB signaling pathway.
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1. 518

OPN J&— PP BRI HEER 11, HAE SRR A IE RE, HFHEA N SR 40540
Ja 1] (R AH ELAE S 2 AR 22 ThRE . TESRE . IR s PRI M AT AL S BIRAS T, OPN i
I RIE[L]; AR OPN TECHIEFSEIL . B AT 41 4 J A A mh 473 B 2 A € [2] . NF-xB
e PR 2R R R N R IA I TR R T, Re R 2 RSO R VR TS, SRR S S A R
ST, B A ZFRT R ARKEFRE O TENRIE, ERIE. GERMN. EARE]
SNE S 6 8 5 % A P S B AR B R b R R [3]. OPN A — R A R 7, 7E AR
RIEZEENEM, LJLEMRERY, OPN 1iFS NF-«B MRS, AW ELEN S NF-«B 18
A DR T () 2R [4] o tB A WF FEAIESE OPN @R 3 i p65 AR 1k p65 FIF LA K p65 £ (A 41 A i 14
A% 1) 5 L KA E NF-xB I& 12 HI0E, #0H] OPN ik ff NF-xB i B K iG[5]. A SCH: OPN il NF-«B
{558 S 5 R R AR R TR — £53A

2. BMERNESINRE
21 BEHEBNEMRRE

OPN & —Fh B Z A YEVER) 70 W RS 45 G IR (M 1, JB T SIBLING ZKJ%[6]. OPN fE4H
Hr sppl BN g, BRI S 6 MR T, AN TR 44kd, K4 11 kb, H mRNA i A A2 E]
P14 3 MOR[FEI I BI144: OPN-a. OPN-b #1 OPN-c, ‘EAI13If JLAS E B AR ST O SE s L B, B AL
RGD. HAIF%4] (GRGDS). SVVYGLR 741, &tiEgtIEI67 S (RSK). N— K & & KA RRF 5. 45
GEA LA C— Kimss A TR /I[7]. OPN 4145 300 NMEHE AR, Hbh RAER. LAMRANBEIR
BRHE AR ERIEG], OPN ZJEEER) 45 M ads 8 A a WEHEM 6 4 p T B4, 16 ERT FIR R IR
- HE®R - RELFR(RGD)FH Wi & H —A g 24, M1 oA 2 o B4t . OPN ffk
ETARSE . AT, T AAETHRIMNER Y, WrEd. seEam. fegdn. bR gnH.
PIRZAAR I/ IAM . FEALIG T ki, EvEg bl B Ml AR, BN TS R
(P44 138 mg/L); OPN WA fAfE T IE W AR, aniig. At JR[3]. EIEERET, HliaR
SrUA/> B ) OPN DAERFIC IR AR BETNRE, SR, ML SZ 33 SO ) ot I <3 K& 73 Wh OPN.

22. BEMEBRTIEE

RIELEMARSS . AR, RERAEIANE, OPN fER: SR Al 2 B . BERRAL . BRI S 121, =

FHK/NFTHEER) 2 5#[8]. OPN W[ j@Et RGD {7 sifE NEALE L& T UM AR FEIIE SR, A aVpL,

aVB3. aVp5. adBl. a9BL, FH aVE3 BILFEZ4K, 4 OPN #EEEMLES Fr BEUIEINy, 288 1 FajE/E OPN
T N EBHIEE A R IERAT S 162SLAYGLR168, A% ad4pl Fl 091l [5G EHEE S, 456 T4
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FrEA LM PR 5 EEEERI[7]. b4k, RGD Fl SVVYGLR W/N45 #9182 5 OPN M5 5%, *
BAEEL ZIREM CDA4 iR [1i812[9]. OPN 4 Fasitve T HBA ZMAEY 26, SAFEM%Z
GG AR R A FRN, EREAEMT e REEZEMIEM: HEHEARA SR RENE: &
AT DABOE 40 M B G, R IS RS I R A [10]; BhAh, OPN AJ M58 M /NN B bk B 40 it 4 B
DA T SR pRG B s mToRPSON T 4 A 5 e gk N BN 4E R0k Thl 4R 75 v] 51 kS B iz 4 i 34k
IR MEAR. S HHLEE, Wl I ERRE] G5 b n] DA B 40 M e R e i
iR 4= 28 [11] [12] [13].

3. NF-xB {5 S B E/+ RAE DR
3.1. NF-xB 5 SBBREE N

NF-xB & —Fhit 5 s R O R 45 G 10 —Fh 2 VA IR 7, NF-«B A LA R, p65(RelA).
RelB. c-Rel. p105/p50 Al p100/p52, ‘E/&H p-50 B p-65 WHEA Bty — R 1A[12]. NF-«B IS i8S
FIARFERIE 5@ m R4, G MEAEHEZ MK NF-«B 3812, W BA AR REIENLH] . 762 iRz
il 25 [ (inhibitorxB, 1xB)[¥1 2 115 4 =i 70 T 1xB IR &4 (inhibitor of kappaB kinase, IKK)f# 1k, 1xB [#
fife s NF-xB 1) 2R 5T A0 A5t 1 21 4 i A% 9T HL5S5 HCRIVE T DNA 25647 fU45 6 5 R 9 R & 1) R e
R RS, AEZ R12 T NF-«B 7% SIEEFNIK) R IKKa BIEGE, 724 p52/RELB Fi5 54k, fdi it
NG, S S A SEIER[13]. 7 NF-«B BN RAE . eI JUMIIAE . AL ANAFIm 5 2 Fh
AN RS, AE SR NF-,B 343 11 5t S 4 22 2 1 K B [14].-

3.2. NF-xB (5 S BBRIBEILIE

—MAEOLR, NF-«B 2 DEAREMIE A0 A T4, — B2 3040 5O, A8 H 2 s Ak iR
B KR NF-«B [15]. EREIRE T, NF-xB 5 kB Mg &, UARGWIEREET RN . L4z
B 22 B i A B0 B AME ST, kB R 22 BRI IE Y IKK BERR1L, 51 1kB 7 T2 iz =4, i
MR 8 R SRR, 1 NF-«B 5 1xB EEW TR oK, NF-«B EHFE A FIfukx, SR B «B fif
MR G, (R R A S, ARAENUA R 2 1 98 RE A SR 20 M E5 F-[16] 0 TKK EH P9 A [ 5
AT BAAT IKKa (R A TKKLD) AT IKK B (HFR A IKK2) LR — SIS IKKy (R NF-xB 24 75 3
A, NEMO)ALR[17]. 1KKB XTI %8 40 A 5 7R % Fh A= M0 = P i 8 NF-xB 305 22 02 1 IKKa
FE TR MY NF-«B O [18]. 1T LA, BBk 2 1 [E N AMIT TR I, NF-xB RERSIEIE /T L
PRGBS I DR T RO R AN B O S5 B R2 1T 2 5V 2 SORE M0 R AR R RE[19]. b4k, TR
L NF-«B fEMR R . BEZE . AMmA T R aRkin, R 512 808 5 B res 2% VA ¢ [20]

4. BHEREE NF«B FSERE5SMERRNAELR

OPN E¥ % L BRI S B R SR, BRI A SO SRR 1],
JAET OPN IR FERAIN T ASTR LA AT FIRAE I PR AL TS . AR IR
[21] [22]. [N, K% HHF 5 KB OPN it NF-B (5 5 IBH 2 5 L MR AL R IE, At 6
oo WL, TENBLPRE . LA KA.

4.1. BEHERIEI NF-»B [FSEES 5 SHEBHERILE

OPN n] DLidiit 5 Z Fh AR H 245 6, B2 NS K2R avB3. avBl. avps Fl avps, LK
CD44 24k, WG £ A FifE S, DB TR, OPN LU M Rs = 1 1 5 20 0s A 55
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JAK/STAT. MAPK. PI3K HI NF-«xB @42 7E N I 2 NHE S0k, T UEMT TR, SR AL TR
FOAEAVIRASEIRIES TG NF-«B 3845, OPN JBiti#ily IKK ¥ 1kBo BERRIL, {8 IKB 55 NF-xB fif &,
XN BORAS 1) NF-B GE S IR AL N, S AR P A 45 &, (2 & FhoRE i & 8 R B i
(Matrix metallo proteinase, MMP) &z ¢ PE R 71318, dEmiiA A g 28 i 1. difuizsh. 4ifili, &
LA T A L 4 R /0 I SR (extra cellular matrix, ECM)R 28 A8 A K &5 £ [23]. MMP & — N KK iR,
RILTRE Ca™. Zn* S5 &8 B T1E MBI 71134 . MMPs SR B4 51 26 MR, 520k
MMP1~26, H4EAE R LA K F VT, K MMPs 239 6 25, H3EREEF(MMPL AT MMP13), /5
B s IV B IX BRI BRI R A B A 2 RS R R BIRER(MMP2 AT MMP9), i8S H 4
WAL SS S WS AR TR AR # . ECM RZB UK R h K EZAEH[5]: A B TUA R R (MMP3),
furin &AL 1T MMP FdLAth 7034 8 MMP,

SRIM, TEAFIB%H OPN J@ it NF-xB {5 5 I8/ 350 I B AR L] SO B R AR . A
R, TEHRATRT, OPN @I g NF-xB B2 (L IR B MMPL3 2k, AT ik D65 28 ik e
[23]; Urtasun AL A S50 78 A 30 OPN Ay — R AL NS URR 4 MU R 7, BRIB I VB3 BEA 45 6 i
k. PI3K/p-AKtNF-xB i&4% LT EARNE o-SMA F1 | BURJERIE, IERFF4ECERE[24]; BEAb,
Guarneri 25 AW 50 & B0 OPN 7E S8 2R A5 MMP-Q 385 M i 8 5 Ji e 4= 28 M AL 7T g 5 NF-xB 3%
WEAK[25]; HAWFLKIL OPN 853 NF-«B 5 Sl 1B, (2dF MMP-2, MMP-9 1 uPA {31k
F/BGE, P e AR . R 2B AN RE[26]. 5 ETR, BATAMERBE R ZHm+, OPN 5
HZkshi &G, Wit NF-«B B80S R8T NF-«B 8 5 1) uPA/MMPs (UPA/MMPs (K46 X 38 b 2458
NF-xB 45 & 7 ) IRk, (Edbaip o i B i . A0 p 38 A= Rl an i o, 35 S Ak
ZPIRRAERE. BT LRATR RIS, IEH AR OPN ik NF-«B {551 Es A 500 1ML A
B FIRATGBHE T

kR, AS%ERIT S LR RERARRSE S, AR OPN #lifi] NF-«B {5 5 1@ # 1)
WO, AT A e B AR B AR . e, Guo S AWEFT R I OPN il NF-«B FR3E M, i Tl £ 1L-18
FTP B AL A JE R 4t NF-xB FB0E A — 2 B & i [27]. TR, 72 /N0 i i it o v B
FAE N OPN = H SAF /R (OPN — 5 2875 f) e 8 ik #f1) NF-B 751, A K-ras 5748 /N B 1) &
A:[28]. £ Suzuki SENFIWFFUHRIE, TEMR MR s i s IR, AMIETE OPN mT a4
NF-xB [, DRI fUL e R I 1) e B, T ek i 195 [29] b4, 7' 325 BH 4t Jes (CCRCC)
(R FL AR B, OPN S5Mug 4 Hu i) NF-«B I FRIA R T M 2 AHOG, W45 SRR NF-«B 1551l
R RES 5 OPN /5] CCRCC ik, 43l ik R4 i ed 40 i S 32 I T2 [30] . FRE 3 7E 4 Fl OPN Z& [A]
i o FRD v SR BRI A5 49 (AL D) /N BR BN PSS R 76 b L, OPN 2K 1 I 2RI BR 3R i T 8T AL, B
PRI, KA A BESEE ALL £ NF-«B. MMP-2 Al MMP-9 ()i, {HEZ OPN 4b#
HFRTEAR I BEAG, RN F LA OPN REHIHIEAIMIRIE, MIMEER & A BT S0 i1 16] -

42. EHERIBEE NF-+B FSEHRSSEMERIMRBMRY

AR BT I 2 NPT FL, BB, BT RERKF IRE, 27 R % R R
AT B P R S A PR AR IO E 3R S50, [, OPN Rk RiBIt 50— 2L &, 458
BT AEHE NF-xB HORE TR 3 EIRLE N T 1050, R4S 52 MumRE, BEERN, ATk
HE— 5 (AL
5. B ERET NF-B FSERSSSMERRNLENTTRE

M2, ghA ERPIR, AT LA AR B NF-B 558 5 5 2 MR IR E R R (B2,
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FLPRANME AL 75 2t — P W # . BF50 OPN @it NF-«B 15 T8 2 5 LR 1R 42, -1 OPN %
NF-«B 52 S REAF piifyy — ME, B EZNE.

ELWMEB
A RH T H —— 4 £ T2 55 AR M R U R AH SSPEA 9(20119-2J-7094)
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