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[ Abstract])

with bone resorption capacity. During osteoclast differentiation,

Osteoclasts are multinucleated giant cells

cytokines stimulate the expression of fusion proteins on cell
surface of osteoclast precursors, such as dendritic cell-specific
transmembrane protein (DC-STAMP) , osteoclast - stimulatory
transmembrane protein (OC-STAMP) , etc., which lay founda-
tion for osteoclast fusion. Under pathological conditions, abnor-
mal secretion of cytokines leads to increased expression of

osteoclast fusion proteins , which promotes the fusion of

&
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osteoclast precursors to form osteoclasts with stronger bone
resorption capacity. Aberrant expression of osteoclast fusion
proteins is a prerequisite for pathological bone destruction
caused by osteoclasts. Elucidation of the mechanisms underly-
ing the roles of fusion proteins in osteoclasts is of great signifi-
cance for the intervention of bone destructive diseases. In this
article , we expound the research status of osteoclast fusion
proteins to provide references for the further study of osteoclast-
related bone destructive diseases.
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WEHAREELAE IR AN ZE B, B
B A G @B B EA R, & T 4w
KA B g 0, AL TR A% 40 A B
NEFE AL, E g 40 10 % 95 R #% A F (macrophage
colony stimulating factor, M-CSF) \ #% & F kB % 1K #%
7 F B 1K (receptor activator of nuclear factor kappaB
ligand , RANKL) % 7 3% 3 4% 40 0 2 b JR 2 A% 9% & 40
HO AT R g M, ST R A RS, AW A, 4B
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aEAxEEM(ELD),

B AT 2 o Y B 40 Mm-S R R A SO 40 M A
5 I % B & A (dendritic cell-specific transmembrane
protein, DC - STAMP) BB S REEE A
(osteoclast - stimulatory transmembrane protein, OC -
STAMP) "' % 7 Bl ATP 8§ VO 25 453 d2 T 3 fi (v-
ATPase VO subunit d2, ATP6v0d2) ™ . # 4~ & 48 it 1,
31 & (cluster of differentiation, CD) 41 CD475 Fu 45 k&
BEHCE, WoasE e BITAE (Lipid raft) & £ 3
2 JeLJE A X, 40 AR AR BRI, a2 1)
T5 i Wk 18 2 oK 8O AT A R e, DR CBEE B AL
HEABEMIHTERER S, TR TN
SHWE AN, R — 5 o AR A

KRB AKRAEA

1. DC-STAMP: DC-STMAP 5 % & 3 F 4 2 4 48
Mo, & — 470N B HER W £ 55 & A . RANKL,
M-CSF . 4 % 8 £ K HF (CCN2) U EEEFT £ B &
B B 13 % 5 9 F 20 il K 2k DC-STAMP™", % K [
F4% B FwB.EMT 48 A% H F, 40 82 5 1 (nuclear
factor of activated T cells, cytoplasmic 1,NFATc1) ML &
/IN R AR K %% 3% B F (microphthalmia-associated
transcription factor, MITF ) % IF 1 i 4% DC-STAMP %
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(Tall )4 0 MITF 89 78 (4 AE A, 47 %] DC-STAMP By &
w2, e E M it A P, DC-STAMP 4 F
V\J)ﬁ[—] ; Luman (¥ AMP RN TG4 &% A 3) . 5¢
A8 Pinl % B DC-STAMP %% # | 41 g JE1'*>
I K, DC-STAMP %Ay & B F 40 f it & 19
FEH 2 F. DC-STAMP k3K % 2|91 %], 5 & 4
e N R T I L - R -
(A RAZ>10N) FE W IWH R RERA L, kW
DC-STAMP 72 #% ‘& 40 o B 14 40 J @ & W 1 R 5 1F
JA R R E S De- -stamp , Dc-stamp™ 8 &
Gl Huﬁiémﬂ’ezl‘ﬁiéﬁzm%\ﬁ%m DC-STAMP it % 3 ,
WHAMM R a ik, LS EREET
P&, DC-STAMP %% NWEIL, 8k & 40 fa ar ik 4o
A, 18] DC-STAMP EL & 5 Ut , 2 5| 77 53 kDa 3 R 1K
DC-STAMP" &% & 41 fL AT 7 48 B LA K 106 kDa — R {4
DC-STAMP" #% ‘& 20 J ¥l 14 248 42 . DC-STAMP" B &
JH MR 2 E Y Rh A 4B B, Bl A RE 7 TR DC-
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A HFR &I, DC-STAMP i it F A £ 1
Yy
.‘ %,
s Yo\ oo™
* D
‘a’ ”'c ce®e

' '. (4)
I |

M-CSF
RANKL
e 40O R A 40 W
A eI
v pC-STAMP I EAREL w—R

| 0C-STAMP

o, P
& DC-STAMPAK ALK | E CD9

Bl #Emimampormatg (1) 38 B B s 2 i 5 50 3 B F (M-CSF) B B FxB % 0% F B A (RANKL) %) 3 T3
B bR BCE AR R, Rk A F B A E A, QW EANEA RN, 2R D B B A R e R E R K A

b WEEMA RSB B ARGTHRENRMRAE LR, B-45HE G B & M % k% & G (0C-STAMP) | & 48 i 2tk H1 R 9
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RANKL #| % & , CDO {5 - 40 i 5 T 19 4%

W MRS b, ] oA TR R 4 e 2

MR AT, OC-STAMP. %27 A ATP B VO 45 444, d2 T2 3 1 (ATP6vOd2 ) 72 8% & 40 Ji it & 7 # & 35 , OC-STAMP M % 5 & 28 0 o (R 28 0 g &L
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(Syneytin-1, Syn-1) i & 7& M, 18 3 20 g @k &7,
B R KT DC-STAMP Y E N EE LR L, EHFR
ATy B R

REXHHRRE, TAREFNTAHAL
# ,DC-STAMP k#k &% T E# A ™. 4 DC-
STAMP 5 57, & 3704 a6 4% 9 0 7 4 & kR MRk, R A
DC-STAMP 5 F 4 & 3k M & B A8 X, [7] B DC-
STAMP# IR N, 88 em WA A X G TH AR £
&~ DC-STAMP £ F 8 Hit B P K EH# . AH R
38 , Paget's 7 Y K 4 7 88 55 DC-STAMP 4 75 3£ [
TM7SF4 R % A K5, 4 K T Rk #h 367 &
B I 4 R H A7 7 K E 5 %k 3k DC-STAMP By 3 &
281 L RS S L, X U R 4k K T Bk R 3k 96 9T SRR
B IR 4 5 DC-STAMP 5 5 1A & #E 5 B 48 B 7T 1
28 JL b A R

2. OC-STAMP: OC-STAMP & — # 6 %k & & &
B, &AL A s T ™, OC-STMAP
Y SR A5 B AR, A %k OC-STAMP 5 i
OC-STAMP 7 7 74% [&] J& 1 LA K 86% A8 fil £ 7,
RANKL/RANK 1z & 7& 1t 2 5 [F F NFATcl, % % OC-
STAMP k35 W 4h, & % A 0 & & W B CRAn
EHSEBEB T A ZOC-STAMPX AW T EE AT
AT

OC-STAMP % Z ) L4 5 & 40 jf, - {0 5 H1 2
5 DC-STAMP 4 4iL , OC-STAMP 7 # ‘B 48 i1, @ & 1t
R EEMER, ANT I RNA LRG0 B OC-
STAMP 52 %o o | 8% B 40 J @b & 91 B % 2| 9 %1 5 OC-
STAMP 3 5 3k 8 4% 1% 3 8 & 40 fi B 4. Miyamoto
Z 012 5T Oc-stamp™™ BAE A, & I Oc-stamp™ B & 2
B BT 40 B T B A . Witwicka 26 53 1t 3 # o
# % 52 Dc-stamp , De-stmap & W B B 20 R R 2 A
Bt HEATREA . K W, OC-STAMP £ 5% B 48 7T 1K
mmAs PR EEEEA, Bk EEEHER
B OC-STMAP ft# it @t 4 "W R R HAN w4
BB B 40 R BT 40 R . 1B BE, OC-STAMP b 4% 3 3
STATG6 # # A 45 B = 20 g 1y 3 AL 4% .70,

B & W, v gk g BR 3 3T {7 ¥ OC-STAMP LA
FP2XT AR R 3k, R BB B 40 fl R A, & A OC-
STAMP 7 & 5§ £ sk BB A4 %, £ Oc-
stamp™ /N B Bl R A A B, CD9 15 f# RNA K -F T
P, BB IAL L B A ALAE R W OC-STAMP ¥ 25K &
CDO R 3 B 40 L By b &, AT T R B 3k M 40

3. ATP6vOd2: % 1 % ATP B = K £ ATP, [ it

EHMNREREREERAR T —EEAREA
. HILS A V-ATPase 543 2 /M8 4 4N A Y
V1 DLR G 20 M A B VO, VOB 134 A,
HoA ATPOVOd2 A (XA 4 45 2 ] X o BR M 3R 50 2
FEAEA,WAS 58 E %8 E# 45 . RANKL/RANK
15 575 b3 K B F NFATc, i 5 Aip6v0d2 £
/N B Atp6v0d2 & T S5 56, B B 4 LR R 2E AL
BEA AR XA, R DNRE R
Atp6v0d27 7Y B 48 MR AR 28 B0 5 B A AL Bk B e AT
KR AR R, W H R E A, KW ATP6vOd2 &
S a e, AR NE, ATP6vOd2 7 8 &
mp Tk mp e P ER T S MBS E S
J& % & B (a disintegrin and metalloproteinase , ADAM)
H %, 4 ADAM8 1 ADAM12"Y, #8584 i /N T4k
RNA [HLBT ADAM12 & 35 , {8/ BB 8 JR Me B v 20 AL ik
E¥ R4S, KW ADAMI2 T # 5B A& T X
4.Syn-1:Syn-1 BT | BufimEmoEa R
%o Gong 2 &I, Syn-1 5 Z HRA A Bz HAE
(alanine - serine - cysteine transporter 2, ASCT2) #] 45
&, BITH T Syn-1 BT LML A, FE— R 7]
B MR LR (BT IE oY Bk & BR) 2E 1 2 e dm R
KMHBEEREBESEEREFINE KK LR
S ERAN RN RN BB a A
TN 2 8 A2 F, Syn-1 K % K ASCT2
B &AW, Syn-1 B E HWM KT 05 T4
BEHMGAEY, Syn-1 TERH* S (M >2
AN B B 40 BT R 4 B B S, T AT R AL R 4 e
AR MR A LB E A Syn-15 5
mMERANEERRY(ELD, #FRLIA,DC-
STAMP Ji, 74 3 ) %, 9% % TR Bk 2 B2 30 %1 7 98 % 2
A4S TR E 7 bR 22 B8 (scramblase ) , 15 5
Bt R R BETH A AR AMESE A ET
JEBL B G 0 G 2R 4%, B 3 Syn-1 3
5 ENEA.SREORTEEEEAAR
W, E—EEE TR a0 T, BB
HAFEMF I ARG, 0 A 2 RE RS RS
HEAMESHES, XY S5 b NS
EFHFEARGHEATE-SHEA,
(DESHEAT-REHEAT T —MEEE
WEEAE G, TES 5 WA M 20 e by 35 I
fofs 54 %, Nakamura %7 &I, 7 80 F 20 M 10
142 # ,RANKL & 10 #% 3 [F F NFAT, {2 3 J& 45 4 &
B 73 E KK RS HE AT EE K, MITF.DC-
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STAMP.,0C-STAMP #1 ATP6vOd2 % 3 ¥ & 1%, %
YRR (e >N RBRD ., R, RS
R A 7 7 A6 3T 22 MITF . DC-STAMP 4 48 5% &
BB NERE T RE AR A,

(2)E-#54 % & : FIF 5 0, B-55 8 R A ik
RN N o I o = R RN e N
Fiorino % '°'72 RAW 264.7 2 jfi Fn & X 4 J8 Mk B v
SR I, R ILE-S5 A B W A BCE AR
Y0 Bk A RT3, % RANKL % 5 5 /N B BB 40 j BTk
M (A <4 MR BEE-SHE G RL B EH
18] /D ;5 7 BB 4 MR 2 B Bk BT, X SD 56 A
f# F E-45 8 & B AR, Trap 4 R % A B K. De-
stamp Nfatcl 3 3K 3€3R | % % 8% & 40 i 3 & O B R
D, Sun R I E-F5 MR A S G R AT
MMM EEE(E D, ARXA, A% M 6 F A
OBRSREAMRAWE-SRE S, K& MG
B T BRBCE L YRR TR R

6. CD:CD £ F B 3 7 17 & % £ % o1 R
AR B R ENTRS, HIBH k&
WAFE. BMNARABELSN —XE g RAEE
B, EWEFAESLAET , BHCDLTFISS
B 2 L AR AR

(1)CDY9: 7 H#F % 4t i, CD9 1 CDS1 ] 41 B &
2 BT 1K 2 B Bk A < 470 CDO F 4 CD81 4t 14 3 78 4m
JE Rk A5 CD97 3 CD8I7 /N R B " 48 i 3k 3 E 58
gk A gk 4, T CD97Hn CD8I™ 40 L 46 B & M3 4T
BhA, I A AR, CD9 B 4 1 ) bk B 4E e o
R 1(LFA-1D) R & H0 R HFE M oh e X o7
5 CDO M| B & AT R sl b & H K. AT,
Ishii %' & 3L CD9 i 4% % 3t 8% & 40 ff 87 1 40 L m
A 30 CDOHLAR /N T4 RNA #1 4| CD9 k&, ¥ 8 41
# RAW264.7 1 fi it &, S R B W AE A R B
W5 B, 77 4E RANKL B, CD9 4h U8 M 3t % 3%
RAW264.7 41 i 8 B K #A4T R4, CD9 72 RAW264.7
28 ML R BT AT T4 L R AL, B B IR 45 2 CD9 K
YEAE Rl b 00y 20 o JE A 45 A (1) . CD9 ¥ R
I OVE W pdd/a2 2 LR VE R G OB E G B E
kST A N e &= i R R o

R KRR, 002 YRR 5] A8 E A E i
REI R AT R GZ P, E NG EEEa
A AECDY ;CDY # F 1L-6 Z K gpl130, W &
STAT3, 1% 3t 5 & 20 o b, 3 Ak R M F B3R,
OC-STAMP & 3t _F 8 CD9, 1% 3 8% & 40 At T 4 28 4

kA, TR 22T B K B k™. DOTL By 41 42
B H3KT9 F RSB G & X T RUKE R
FAASST Bk B, DOT1 At 41 41 & H3K79
AR B W H i, CD9 £ 3k i, B 48 BT 2
MRS BE 7 38 3R, D R By BE 2 BB R T AR K1Y
F B CD9 5 DOT1 4 8y 41 4 & & H3K79 H A 4% 4 By
FESHNE XY RULF TR FAEAMK M,

(2)CD47:CD47 & — Az &k W 50 kDa & & ,
BT REREABR k. EHEF @ EH,
RANKL M-CSF % 3 40 fil A% % /0 09 3% B 40 B BT 4k 2
FELIR B 4 B 3 T 5k 3k CD47"Y, 30 R H B % il , B
FHBN AR EREEARE LT R EH KA
LW CDAT, ATk IR, CD4T 5 E v 40 i
e T I e - e
CD477 % & 28 PR AR b B 4 RU B & 40 A/, 28 i %
M CDAT X ES 5 BN F MR AR A RS,
“REBERCDATERANEERAR(H1), F
FHAN FTRATEA(HESAR#ELSEZE)
ECDTMEERARS SRR, A5 S 4
REA D

(3)CD109:CD109 & #7 170 kDa Yy ## 2t 8% fi5 Bt
ME#TEE,ETARENEAo2-ERE H/C3,
C4.C5 K Jk . CD109 & #% 1t £ K [ F B (transforming
growth factor-B, TGF-B) 8 3£ % &, 4 ¥ 5§ TGF-B1
TR A, 5 ZERTRFIRE A, ¥ TCF-BE
Bl # Rk, AR E T RANKL 8% 3
A B 4 MR R 40 R R 35 CD109, B F 40 A R 1R
28 i B A 1L A2 L, CD109 K A # n, CD109 % 3 % 2|
W B, 2R R R R A,
CDI09" H A /NR & BT B & & 5 g # & Rk
R A (1 A IR & 3k K 3 Ik ) LA BB T2 AR 18 4
(MM EE) YW T I 5;CDI0Y W F HBEFE
KIS KRB BE M F R R
P & T pk B, KRB B B A E K E . CD109
B T AR I TGF-BE 5 @B F SR N AR R
T CD109 £ 4 4h 7] #k # 1t TGF-B 15 5 # % 4E 1K
BN R TR o, X BB T RN L
T An R A SER B 2 o

(4)CD200:CD200 /& T % & 3} & A # K ik, &
ATAREE S NRUKAEL AR, CD200 % h £
ERATHAMM, Cul E 8 R EALEWE 5
AR 40 B B & %0 1, RNAKL % % CD200 % i ;
CD2007 8 & 48 JiL 7T 1K 20 fiL G 3% 1B % Rk & B0 F 20
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Mo # & D, e/ BB R H A ; CD200-CD200
Z R VT fE 3t % v RANK (5 5 # % F c-Jun & 2
KB s, AN Fmm R a ., Tl
A B R M, SR M CD200 BA K 18 76 i F 40 Mk ik
#9 CD200, 38 3£ 97 4| RANKL % § 0y 2 2L i (L& &
PR 1E 5 R W0 R B R

T HUEHEFAERAES R ERE B,
ADAMS ADAMY & % 5§ 8 & %0 f b & s H o
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ADAMSB T it 5 F B R A A AR ™, AR KA, W
JE 7% & Tspan-5 fk 95 (Rt AL B 40l me 67" B ALIE
Xk % & A (osteopetrosis - associated transmem-
brane protein 1, O0STM1) # 4% 3 #| B & 40 o @t & &
SRR S R R ) o S
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