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Abstract

To investigate the functions of tenascin—C and fibronectin in mandibular condylar cartilage, immunohistochemical
analyzes were performed in developing mouse mandibular condylar cartilage and cartilaginous anlagen of the tibia
(tibial cartilage) as well as postnatal mandibular condylar cartilage. Fibronectin immunostaining was continuously
detected within the cartilage matrix both in tibial and mandibular condylar cartilage, indicating the presence of fi-
bronectin in the general cartilage matrix involved in the proliferation/maintenance of chondrocytes. Meanwhile tenas-
cin—C immunostaining in the tibial cartilage was detected in the newly formed cartilage matrix but became limited
to localized areas at the epiphyseal end with advancing age. In the mandibular condylar cartilage, however, tenascin
—C immunostaining was mainly detected in the periosteum of mandibular bone, anlagen of condylar cartilage, and in
the perichondrium and upper layer of the condylar cartilage during the fetal period. These tenascin—C positive areas
showed weak fibronectin immunostaining, indicating that two molecules are present in a mutually exclusive pattern.
Tenascin—C immunostaining was continuously detected in postnatal condylar cartilage in the fibrous cell zone, indi-
cating this continuous immunostaining reflects structural features of condylar cartilage in terms of secondary carti-
lage and articular cartilage. Additionally, the mutual exclusive immunostaining pattern of both molecules implies the

existence of competitive interactions in cartilage.
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FaaE o~ 7 A TRk S & g R AR B L A%
D T FRVEHR |2 BT B tenascin—C & fibronectin D B RE % 17
Y HHIITINS DT OFBL % GBI ITHRE
L 7z. Fibronectin® 5% 40 3 T FHIAIK T, [R5 IR ALk
FL AR SN EEEERICROONErS, fi-
bronectin (& #k15 O — #1972 MUl A 2 E 55 & L CTHETE
L, B0 eErEIclE L Tnwd EHfES N
72. —77, tenascin—C D W getty 13 in A= ] o Sa5 J5 & ik
FIZBWT, HEPESICONREICTIHBIRET 2

X9k otz BAENB X OAEBO TEHEIRE IR - 5k
FEFEICB W TIE, tenascin-C mRNADZSH B L Oz
Geft S E ARG T RCAT O 2R, BRE IR, WA A5
LA £ TORICRD bz, ol RII T
SHHRE O kR L Lo, BTG & L CoRkhE
EBT AL D EEZ b7, F /tenascin-C & fi-
bronectin (M B PEBRAY 2 Jet /8y — 2R L 722 & p
5, EHMEIZ BV THDTH AT S 2O EEH 253
Wz,
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(29)



30

*

T FRBEECE (ST O T EE & T EE O T IO M2
TR S L% FHEI AT (Temporo—Mandibular Joint © TMJ)
DN BEFZDO—>TH Y, FHEkE L L TRE)] & kil
THMEE D B EFIFICHEATO 1 DOMEHOLE R o
TBY, HEHEFELTOEIEL TS, L2h > THl
FARVE A O FEH Tw 12 BE A <, HFESLEL,
BIE, /NEEER: ORI A 5 b T FHIEIRE O
W& O AENIZET A 2 L IEIEFICEETHSLEERD
ns.

FEAFR I T BRI (IR 4 [ kg | 1250
ENTWD [ R | I ZIE 2 i HRE & L CIERR
DOENTVRRWAE, ZOWFORME L (ERLTHEY,
PO OTHRTOILCHWONRTW S, 2Rk
BOEMERERIIWELL T2y, 1) BIc—X
g XD, BRUTHEAET S, 2) KikGoOiE ML
ROALHZEMNE A S ML T 20T % L, BEFEFO
BEEICHEET LI L, 2R ENTWS (Beresford,
1981 ; Hall, 2005).

§H O3 TG EEZSED R AT 2 I, Wb
BREIRIT I 2 VR L TR L7242, JBie14 127 L
B 74 A7 75—+ (ALP) Bptho> FEREEEKE O 5 5
WHEZEMREE L LT, RIS SN TV S THE O
ONZHET A ALEICF® 541 (Shibata et al., 1997), i
14.5—15. 0H IZ#) & THkg #fk DS 2 O [ Sl ge 4L o
MHAT HZ L&KL (Shibata et al., 1996 ; 1997 ; Fu-
kada et al., 1999). F 725E#H 5 135S B L Uin
situ hybridization D F 20 &, J5 0> [ 341 Ha 258k 45 i
JAIZHET 2RV RELIC (b5 WIFERE) ERkE
M4k 3 % 2 & (Shibata et al., 1997 ; Fukada et al.,
1999), HIHIZLIHZEE R TH % Runx 2 DE R+
7T RITAIBWT, FTHEOHRER LT FHHE
A S KILTWwb 2 & (Shibata et al.,, 2004), T 5H5H
HRAT T HGE AR 1 X RS TS 20 72 Sox 9 & Sox 5 D5
W EHIZHFHEEICWLELRIEE N T T % Runx2,
Osterix DU FSEE L ERETH 5 Z & 7% & (Shibata
et al., 2006 ; Shibata & Yokohama—Tamaki, 2008), T 2H5H
PETEBOER OME FOREEIZH L ML TE 7.

Tenascin—ClZ KFIDHE ¥ > /X 7 B Ttenascin family D H
THRWICHERL SN2 T THZtenascin& W 2 X2 D5
T2 f89. Tenascin—CIENFKM I Zheptatfifiti, EGFERIE
M1, fibronectin A GG &E A2 FE L, CERMICIT 7 1
TN = Uk R A A V& FFD. Tenascin—Cld heptati
ET=ERE %D, central domaimffiE TS 51 LN

I

P = |

- /NE

& MR B X O~ 7 A FHHBETRE 12 BT A tenascin—C,  fibronectin® S0 {5 0978

& 7% (Erickson, 1993 ; ¥ H & A, 1997). Fibronectin
NI MG E BRI A T T A 2 > TR D ) =7 X
TIR7H, e FTRIOMOERFEIMON TS (Er-
ickson, 1993 ; Sahlberg et al. 2001). F 72 OFfLICIT
I TIZRGDACYI, ~ ™ A TIIRVDELFIN RO HiLs.
Z OREEIZ & U tenascin—Cldintegrin 7 7 3 V) — &G T
X, tkikDfibronectin & Ak 2 MMIEE T T L& 261
T 72728, BIE CIIEGFA AR &, fibronectin ITTHY
BEREOE S 12 L APUA T & L TOREEMNEH S
TWh, 27470/ =7 YRR X A idnxy vk
BHMEZFRO720, ~3) VEFEERER T & OME S
R S, AT, o, EEEICEE Y A AR ORIk S
NTW57%, MO, A, REBIZL->TEZ AKX
G SRR R L T a (FH&HAE, 1997).

In vivolZ BT, JEEM Tidtenascin-CI3 5 1 21K
LFSEME OB ICFEILL, oKkt TUMkL 2%
R OMREREICHEIT 5. HEHERICE L T
RERWEEEOHE TIIZ COWMEIROLN, JHE
WO OB, BRI OV EeE i,
BB WITRE KRG O X9 Bk A ORI FEB A
Roon, b (L) L 7z#ks i< AL 5 o #og ik
TREHPET T 2 2 &2 Sikaflao il abic B
T 5 LHEWH &N TWwA (Mackie and Tucker, 1992 ;
Tucker et al., 1993 ; Pacifici et al., 1993 ; Glumoff et al.,
1994). L0 L7785 B 123 L Tid Vikevid 5

(1990) A4 5 HB L U20HD T v b T FHEEKE 01
SEERE S 2 RGeSO S D L) i A1)
BHBDOIT, THBHIKE DI\ & G4 OB R RE
BLUEROBEBRICIB T 5 RERZICE S 251
ROLNHZ. LD o TAMIEDELZBNIEINAS D
% T Dtenascin-CDFEH & S0 MAR L7 IR L,
EBIBITAA LB LD, BEMNDS L CEREE
BT ZONFOBEEZWHIZT LI LETH L.

—7Jj, fibronectinlIM4fE % > /X7 & L CHAET 5 & FH
WE IS E R M R LTOAEEL, BIfEE TS
kb LR SN T L ilEEDTO—2THSH. £
OMA VIR L TR EIZFES 2 L1297 207 (A
&AELY, 1996) EZE7: OIIRGDEEY] % b Hintegrin (a 5
81, avB1%%) L#EAL, integrinZ v 3 5 ¥ 7 FIVix
R L CHIRORE & B RE DTG LI B § 2 2 &
Tha (HE &L, 1996). BEMKkIZBNTY, fi
bronectinZ2 i #LAE OACHT, HMikr, BHEICEKRT LI L
% (Martin & Buckwalter, 1998) fibronectinZ ® b O D&
R0 XA IS AL B B\ ISR 7 FIR0C & o Tl
ENTWDLZEDRMSNTWAD (Burton—Wurster et al.,
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1997 ; Mao & Schwarzbauer, 2005). T 5HIHEK 1235\ T
&, BRIy P HWZERT, B IEXE D -
bronectin—Integrin @ 5% % /i~ L “C ¥k & #i i o B 5 % {2
L, THEHREOREICHEET LI LMo TS
(Marques et al., 2008). L 2> L 7 2% btenascin—-C[A £k, Z
DFEBERRAM, ERIEE 2@ L CRRE ISR L 72
ZelE 5Ny, & otenascin—Cl B 1Y 72 il Hu 75 [H
ET%%A“@@ fibronectin D Ml £ 75 # 1 & B35 Z &
X BN AR DS L S (FHH&IR
7?:, 1997), CoWgFrSHAEICHERELD ) L9 %
(mutual exclusive) 4efi/$% — 2 IR 2 & HSEIMG G
R ETHmS5 N TWwh (Nakasone et al.,2007). L 7278
- Cfibronectin® I % tenascin-C D Z L & L L D D%
T HLIEDRRFEDS H —2OHKTH 5.

MHETE

AREFIIFEEBERFERBYWERE X TORED
%, FREOK#F G TITbNI7z. KBi#w12.0, 13.0,
14.0, 15.0, 16.0, 18.0HB X U4 7 H, 14H, 21H
DICRY 7 A% =7 RTF b)) — X6 AF L THEERIC
M/, ZHEEO~ Y A% T—T VIO b & THHEH
Fa4rvy, JRFICB LTI S 5 I3 & e L
B L7, Z0%, WHld L WIIF LR L 4 %/57
RIVLAT VT FT1HREREZITV, £51210%
EDTAIZCS5 H~ 28/, 4 CTHRIKLZDL, il
Mo TINT T4 YAMEATS T2, ZDOBIEE LHERT )
B, FRHUEEE (RIS T E T, BIRTZSE AT 2
I\ HW LR 2B L7z, YR iEF > a—)uT
WiXT 74 v ERITo MR, TFIVTNVI=)VENLT
PBSICRIELZ. U IEKEL 7T Vo= —¥ (¥~
t, 25mg/ml) T37C 3 W LEL L 2 D 0 de s 2 47
o7z, Hw7ePguiRid 7 ¥ Fhitenascin-CR ) 7 10 F — )b
Puf& (Chemiconfl, 1 :500) & =% FHifibronectinR )
7 aF — )Viifk (LSL#:, 1 :1000) T, =FL A D
HISTOFINE SAB¥ v b2 X 5SABCH#:# Hl\v7-. Kk
L — R DY 1 IR, €4 F YRRk R PR H320
5, NVFFXF T —EEEEA N LT N T BT V81557,
WS FIR TG S 72, RLEWIZ=F L 4 DAEC
(3—am1n0—9—ethylcarbazole) 5 "’é# v MW, g
- —RPUED 2050 ) 1ZHH D7 FlgGx )X
oS 7.

Jig A T SEBE RS 12 B W T ldin situ hybridization i (2
& Ztenascin-C mRNADFEIR S L7z, 70— T1ERK
VX~ 7 AR BIEKE FH R D Total RNAZ: & iR 12 X
o> THERL L 72cDNA % $§ 8112 L, forward5’ (4972)-

GCTCTGGATGGTCCATCTGGTCTTC-3"(4996), reverse
57 (5540) - TTGCTGAGTAGTGGGTGGATGGGCT 3 -3
(5416) L\ 9 T I 4 v —+t v &\ 72PCRi%EIZ Ttenas-
Cin-COMATZHIFE S 72, & 51215 5 L 7-PCREY
%0y Y 2tLODIG-RNAT 1) ¥ 7% v b2 Cdigoxy-
geninfL ik D7 F L Y AEB L AEEGK L,
& 5 Zin situ hybridization!d & v ¥ 2 1L D DIG-RNA T 1
Tr7var¥y brHWTUroZz, FEITEE ORI
FLEL7-& B0 THAH (Fukada et al., 1999 ; Shibata et
al., 2006). 2> MU —)VIZiE Ly AE RS S E7.
B IO 78— T dtenascin-COTXTDY A TDAT
TAV Y TENERRSLLDOTH L.

] £

1. FaAER T IR 1235 1F 5 tenascin—C mRNAD I

faH14. 0H TIEBEE DL TR EN/2 L9 12 (Shibata
et al., 1996 ; 1997 ; 2006 ; Fukada et al., 1999), T ZHBAIL
FOREPEZERE L LT, TRLRENIR I N TV
THEORLITICESE LTSN TE), £3E
JBs & it L T\ 72, Tenascin—C mRNA X T 5045 D45 &

(K 1anZ5E) & MEESE (X 1aDkE) IZFEBIAEE
HHNTz.

15, 0H TId M O T FHEEIKE AR O & 7z
(B 1bDCC). Z DIk i T MIHEBESE O i 3 O HLFK 3 8
EoE G L 7ok B & 72 > T\ 7z, Tenascin—C mRNA (E
THEOFRES L CHRER (1bDKIHE) &2l
Hed AR (g oIt ons) <ﬂ 1bDXxK
FI) AZFEBARED S A, Fr AR AN IR0 5

1 In situ hybridization{#: |2 & % tenascin-C (TN-C) mRNADFEH.

J&#614.08 (a), 15.0H0 (b),
R HIZE A O IR Ay
(a) Tenascin-C mRNAIX T34 (MB) O (%K) & THE O
EMCEAE T A MIEEE (D) ICRBEO SN L. (b) KO TH
SET AT 51 A (CC). Tenascin—C mRNAII B L UVHk i
(REH) & 2HEfET HMiEE (R CHEBPROLNE. () T
SRR AR (F), 2Rk (P), RFEHIRRE (FD), HEM‘HH@
JE (H) 1Z[X4r& 1A, Tenascin-C mRNA X, #hgiE (%5H) O
», WS, SRS, 2 L CRTEHIILE O L5 F T oMl 7‘%%#
BobND (L), (d) THIEKEOTHICKENEIEI RO 5N S
(*) Tenascin-C mRNAIZH | & e 4718, #og i (5) O
, SIANE 25 BAD 5N B (). Bar=100um.

16.0H (c), 18.0H (d) »~ 7 AT
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Nhrov:.

JG#516. 0 H Tl kg MLk A R U A% 0 T SHBEHKT 12
ROLNLREX GBI R > Twiz (M1c). 22T
X Luder b (1997) O3 HHIIHE » THAERE, £ IEMN
&, AR, IEGHNRE X L7z
mRNA L FEE, WEEOZ», iR, ZRME, =
L Ch¥fifais o L £ CoOM TRV RO b7z

(X 1 cn%&H).

JG#18. OH Tl FHHBHICE IC8i Nk o b 7z
(X 1do *). Tenascin-C mRNAIZ5| S F X, 50K, ik
B (X 1do%RTE) DI, #iEE, LEMRREIZ5E
HosiEo oz (K 1dDKE).

Tenascin—C

2. A T HHEK S 12 B 1T S tenascin-C B £ U fi-
bronectin? % 44t

Tenascin—C D W40 (3R 14. OH D 3 &, €D
o B OHEE, #AFEIZE L TldmRNA & (3IZ[F K
FIRIZEBIARRO 5Nz (M 2a-d). £OMB, FHik16.0
H,18.0H Tl il o 4@ I s %o 5 (X
2c, dDKH), JHin18.0H TIHIERMILE O LI
VRIESRO b7z (M2dD*).

Fibronectin ® %03 44 6 13 i 14. 0 H T3 T FHBHIK 1 [
KONOBEELE (M2eD*) LM SN TS T
HIE (M2eDMB) IZREARRD LN, FIEE L O
TERAETIIRBIDG D o 7. WeF AT S 7z i
TER & N7k R ONERI R SUBASRES b iz,
O BLIREELS.0H TEd 5 2 IJEK & N7z kg &8I

(K2 fn%EN), 16.0H, 18.0H TldJm F-HlfLE 2> & It
Kol £ TCOFPHTRILD RO HNT: (K2g, hDOXK
FI). —7%, MR#s15.00 OFES & kg R e £ hilHE
fe s At (B2 fO%&E), MhiEnl6.0H,18.0H Ok
TR, wiEE, ZEME TG o7z (K2
g, hOKHH).

3. FRAEIREE I BT 5 tenascin—C 8B & Ufibronectin
DG

JG#R12. 0 H O E IR H: 13 B 32 EE O I i) DIk T
WHEL D 5 I 72AY, tenascin—CD FHIE Gt (X300 5 N e
Moz (K 3adRH)). F#i13.0H TG MLk O Mk
IS, tenascin—COFRIEG L b H & 5l 43 12 7R
wHNTz (M 3bDKED). Kiel4. 0H T EERL AL
KN DI ATFRD & 7278, tenascin—C D 56.3% G fh
T FEDF IR D ARD LSz (3 cDEKEN). Fh
315, 0H TR E&HE CiEgNFIL2» /G L Twi.
Tenascin—C O 535 Gty 13 45 dii il 43 D A i | 2 90\~ B L2 7R

RS L 3 |n"\w
X2 A T HEEERE 12 B A tenascin—C  (TN-C) (a—d) B X Ufi-
bronectin (FN) (e~h) O, I#il4.0H (a, e), 15.0H (b,
f), 16.0H (c, @), 18.0H (d, h) ®~ 7 A FFHE B2k O RETY)
Fr. (a) Tenascin-CO R dettid B354 (RE)), THE (MB) OF
B (&0H) IR 55, (b) Tenascin-COHIEH T HREIE (%£0H)
L FMUESET B AR (RED) ICRRO B A, TR S L7z T BHEATL
& (CcC) MTIEgv. (c) Tenascin—CD g geth 38k e (K£0E) B
L OHRAERE 2 & Al O 2 2R 5 s (RED). (d) Tenascin—
CORPEGA T (KIH), WMHEE» S RTHREE T (K @
fl, CTlRIEAHMILRE O EEBICHWEIBs@Bo H5s (%), (e) Fi-
bronectin ® 5% 4y 1 (3 T SHIAR G L ALSL O BIREALER (%), THEHEE
(MB) (ZRIL2S@Bo b, FE (KEH) B LOHIERE (KH) T
SUBAEg\. (f) Fibronectin® S0 Je 013 3 72 |1 B & L7z 8ked 41
RBOLNDN (RH), BEB L CHEHECIERIEAT T (KHE). ()
Fibronectin O 5832 G fis | L Tl ek 7> & LA $ € odkig S 1252
DHNDH (R, MME, ZRME CERIE2 v (KEH). (h)
JG#e16. 08 & [k, shdetn 3w F-HllafE 20 & IE e fE £ T okeg &
BIZRO LN L0 (RH), #ithE, ZEME oo iy (%
§). Bar=100um.

b7z (Fig. 3dD&KHD) . Ihki18.0H TIXB kg &
WERAG SK S5 X 9127 57245, tenascin-C D
SRt 3 B ORFER IS L TRl S5 (43
eDKHY), BEMEKGIZIEECRO LN L2572, F-
bronectin D i E Gt 1L Z OIS S N 7zikig A E 4
FRICRIEGALDFRO S (X 3 f—jDEN), R
faE Tl OGS EIEE S 7z, BRikE18. 0 H Ttenascin—
CORPEZAAMHRD LN 5 B E KT kK8 TIdfi-
bronectinD HE PG 1355 < 7 o> TWw7z (X3 jD4TH).

4. B O THEKGE ICB T 5 tenascin-C B £ UM fi-
bronectin D G 4t

AR D T HHEAECE 2 TR e A TS S 5 &, E I
Wi E#E5 & & S ITNIMNY RIEAEE NS 5 2%, S%E NG




LB PR A RS

3 AT E JE 12 B 1T A tenascin-C (TN-C) (a—e) B £ Ufi-
bronectin (FN) (f-j) O gM. JGi#12.08 (a f), 13.0H (b,
g), 14.00 (c,h), 15.0H (d, 1), 18.0H (e, j) @ﬁwﬁﬂJ}# (a) %
P OWE I ILFED 51525, tenascin—C D FIELMIIFED S L2 v
(RED). (b) BRFMEEHIEL, tenascin—C@ﬁfi%ﬁﬁim%Q%ﬁ?%
FICRD LS (K. (o) BHIICEKMES LB L Twb
(H). Tenascin—COREJ ML T T ICDOABRD 5N L (KHD).
(d) R CHE P EILA B LT b (k). Tenascin—C O 5 Jxfh
UG ORI VISR 5N b (L) . (o) BIEi#E
(A) LRENTE (G) 2SXPI SN D, Tenascin-CoD 5y Jefi | X B Hijik
FOFEIZHEE L CEROON (KA, RERKEICRECRED LML
Vi, (f) Fibronectin® oy ds 3 hlt g #IcRo 515 (KA.
(g) Fibronectin® S et |3 F R DI W HIPHICFED S b (5HD).
(h) Fibronectin® %0 4o (X HOF IR &R ICFRO S, RIS KM e
TGt SN TWD (&H). (i) Fibronectin® 5ty 4o 1L Al B s &
[FRRIR S R R ISR S, SRR Tidmd s hTnsd
(%EN). (j) Fibronectin® 5 et (X BIETHE, MEAKE O 4R 12F2

DHNBA (KH), BEEHREORFB TEIRCLTHL ZoTwd (K
UH). Bar=100um.

LDHEAT E & H I ETHRIERTIED LTz,
cin—CORIEGA T 5T & b F & L CTRMER I2TR Vi
B RD BN (M4 a-cORH), ZIAMIEELITIE
KAk £ TORAGEZICS 55V IRELRO TR L T

72 (KM4a—ch%). —J7, fibronectin® 5% 4et 13 %
MR LUT O #kg I E i USSR St (X 4 d—f

Tenas-

DOFE), BB TORIGIZE > > 72 (K4 d-fOx
BH). € Tl T OREREOITLIEMILE LT Ok

FEBT 259 tenascin-CO L2 A L TWbH 0D, 1F
I HHERR B 22 etk N /R LT d 2 &SRB L 7.

Z £

AKWFFIZB VT, A~ 7 AIZBT Stenascin-CD 5
Bgetly, THEOTEISED 5N D3, THEK
TERCHT O R, RE TR O, T HHSEKE O
Mg ~ 2 MRS (R R R SR S e (X2
a—d). In situ hybridization{% CmRNADFEIH % FA-X7- &
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¢) B LU
14H, (b,e), 21H

4 O T HEEEKE 2B S tenascin-C  (TN-C) (a—

bronectin (FN) (d—f) O%Egets. £HTH (a d),

(c, ) DFEIRBIIF. (a—c) £ H#GE Btenascin-COGEIEG At IZE & L
THRMER R W RIE et TR0 B L (RHD), ZifalE DT IR
JE E TORAB IR S W RERBHIRFL TS (k). d-f) %H
it & % fibronectin O 53 44 013 2 AN g DL T o0 s g AL 20120 o SR s
@SR H L (KH)), M ToORIBIEEE (%£5H). Bar=50um.

IIFFEMRFIICERAPRO N2 2 b (M1
a—d), NS DU S 25 M, Kaiiad s
AR HE S B S tenascin-C & Ak, WL TwW5b Z &
PRI L7z, JRESLS. OH R A0 THHBAIK S Tl L D %
J& D FEIF T B tenascin-C O RIEG L DSFRDO 5 7= 0% (X
4a—c), THUEHW S N7z tenascin—CASE & IZ R S 1L
FIEFLZDDTHDEHEZ LN,
HAﬂiﬁéﬁmﬂ@’%E%@@(ﬂ’ IBWTIIHD I <M
IO FEE SIS RILATFED b7y, 3 I
T D AN FED %f{LZ) L9y, BIEEKE & R
’E’ SALHIAREE & 7 o 7218, OH TIX BRIk E D ek
KRB LTROONDL L)1k o7z (M3a-d). 20D
E““%‘}E\%@@K’%‘ BT ARERITEEIHE SN TS =
T, Fubh, IVAORBIIBITLLDE—HLT
W5 (Mackie & Tucker, 1992 ; Tucker et al., 1993 ; Paci-
fici et al., 1993 ; Glumoff et al., 1994). T 5 DFEHE1 5
& OMENEHE %2/ L Cikig Ml
DML E S 5 & SN TE f:ﬁ‘, /ﬁ\lﬁl@ﬂﬁ‘:ﬁ‘ﬁ%
OFTRIZZENAZFRT LD THL. Lo Ladrs, T
FHEHERE T BGEAE 12 B 1 B Jetufli R, BFERImIZIE Tk
AR RIS ROONE ] L) KT
BEFOGELFEETH LY, RebHIABOLNS.
NG A TIERIRE AR DT & 72D B 12 RE G
HRRDEN7ZDITH L, THHEHKE TIIRE BT O

tenascin—C (X integrin®%



o
5

34

H

{3

BERAE ST CICIEG M B X U mRNAD AT 51
EH TN (MlaB XU 2a), 2O LiF—XK
kg & ZRRF OFERROEVE R L Tnwb b0k
EZoND., Thbb, [ Y FoBBEMGICHEK
FTEDOTIE LT TR EIN TV S ERICHERT 5
EVI) DR ZREFOROBOOLNTVREERTHY,
FAFIT T ADOTHER G TLEOERNE LN L2
522 L C&72 (Shibata et al., 1996 ; 1997 ; 2006 ; 2008 ;
Fukada et al., 1999). %8 T ¥ tenascin—C7% [ 5HE k5
TR OFEEIZHm B L TWAH 2 en b, Il
K9 % T EATHIRE F AR O MR ICEHRRO 5N D
LI T 5722 & T, 22 Dtenascin—-C D FE DY
JEIZHRT B & v ) THIBEIE DR e & 5 I8 5
J2bDTHLEERZLNT.

T AT S BI RS & R E W O E o L
SN TV 5% (Ten Cate, 2003), oA Tid#iiEE ~%
TEAENRE 2 SEBASRAE L TR b7z 2 L I BIEiRE &
LTOMEZEMNTLHDOTH D, HHEOFILEL )
DI THBEKEICA LN BELFHO—DOTH LD
T, tenascin—CIIXMU OfkE £ 1 b THASEKE D 751L,
MEFFICE D BHICBEL T2 L E2 5. ZoME LD
FEUI 4B O THEK G BV TH 5 S s fHitE ~%
TEANARE |2 tenascin—C O 509 et A5k A L TRED H 7z
T ETHEMTIONS., HEBHFICBIT 5 T HEKE HAE
BOABFNERIRENERET LI LTHLLEER
ENTWBED, FOFEZ 123D Etenascin—-ClEIK & &
WO HRICOFIRICHE L ERE LT THEHEFRT
&, HMEHER ) v FHOFHME OLET & R &
FESTEHEIND EZATHAL. &5 liltenascin-CD5E
Bl 7% &E—EBOMk 2 BT, AREREIIEEE 5 L
ENTWEA (HFH&KA, 1997), ZOHIBIIAERZD
kA7 L Ctenascin—COIEHAFR D S 7z 2 & 13 T FHTHIK
HOWEDHRELZ RETLHDTHLLEEZLND.
Fibronectin{Z [ L TIEJEE, THEHKET L RS
ToRE RSN S RER AR Sz (X2 e-h,
3f—j). ZONMKERIET 7 Ay aT -7 v o
Yt LT IZFA AL TH A (Shibata et al., 1997 ;
2002). it > Tfibronectinid k& Ak O M FL /4 25 B B 45 &
LT BWICHETAEDTH D EHZ 5N, integrin
o LR T & L ClE i o MEREe /LI B
HLTWa b0 LIS NG, #WEOCHLTIIRG AT
EETIE R, FFNICROONL ETLHEDROLN
% 7% (Martin & Buckwalter, 1998 ; Livne et al., 1990 ;
Marques et al., 2008), TN 5DFTROFIZIZ 7 H =
F—XIZLARLEZL TV nwbordbh, 77

MR B X U E e~ X T HHBARE (12 BT A tenascin—C,  fibronectin® S0 fHfik L A 72

HrREDTATF TR OT) AN I 7)) h
X BRERtO T T Y X IHE LTS AR
B, Kfgecliv o=y — 2L AELE L T4
2 L T8, fibronectin® 1FHE 72 Bk H N5 A &2 3 b L
TWhEEZLND.

HH S5 D ldtenascin—CORIE GO IR & DRILR T
H%. Tenascin-COUSFHEEINTITFE - TnwbH LEZ LN
% HEfR T EREICE OFB TS ToFbBo 615
73, tenascin—C D W IE G0 518 RO b A T EHH RS
JRHER, TR S N7 T FHEHIK S OFHERE ~ LMk,
& B\ EE 5 A o B BT 9k i #27E C 13 fibronectin D 4
PG IR IZH L o TB Y, FARMITITHAEIERRR

(mutual exclusive) 7 $efofkal, SEL2 L2 L [ 4
A=KV OBRER>TWD. 20O L) BTSFOIF
TEREAIEGIE 2 EOMP ZIRETIE LITLITRD 5
NAHBRTH% (Nakasone et al., 2007). FEFEAY I tenas-
cin—CZfibronectinDififfg AR 2 HE T L 2 LI2L 5
MEN PR EAERED H L &L SN TWE., RIF%ET
b B O N DR 7% et ifalas 2 O #%ee & 1 82
KL TWaB Z e ) DIARATH B, 6 H10%
AR ZRE L Tnwb 2 LI3EFET, S%RIER, BEx
DA R TOM G FDRIEE V) 2 EIEHT
LUWERHLTHS ).

GBAMETIEIMGTFEDTRTORATS T4 2 Vg
g XTEEHET LI, To—72HT, 2051
FEARERBE LA, Mo T L OMARATIA D v T
Winsd ), W, 227G MOENDIRE SN TS

(5 H &A1997 ; A &RELS, 199 ; Sahlberg et al.,
2001). L7zA%> TFHHBEHKG 2B AHERI G X T 5
12 2 7DD SHVHEDMRRHTH L LEZD
ns.

i

. BA B X AR O TR TR - RSB
V> Ctenascin—-C mRNADFEHL B K O Geft i3 F 12
BRETERCET O MIBEEE, g iR, #iEE 2 5 2T
ok £ TR b,

. RAEMOSEREDOWKG IZB W TIHEA T I
1, tenascin—C DI Gt 13 R\ F o ab IC R H §
HEHITkoTz.

. COMKG OGO E T RIKE & Rk G O
FEHEHROEN &, AT il 3 5 &) T
HERFA ORISR L Twa LAl S 7.

. Fibronectinld W M OIEARIZB W T LI S 72k
FREBICRERODRDOOLNDL T LG, HKFD—

12



The Dental Journal of Health Sciences University of Hokkaido 30(1) 2011 35

R 2 RO IR B & L TREREL T Wb LER 5
nr.

5. Tenascin—C & fibronectin (& 2 A9 | 21X AH B HERRRY 72
et )Xy —  RR L7z 2 L il T OBETEH
DHER S 7.

) i
RIFFEIE 1) P24 O H AR ZFEAM R A RHF A 785
Bhpc 4 (FRMEAFECRfiE % 522502044), 2) SCEREMAE
BRTKFNA T 7V —F 70y 27 M4 (2008
—2012), 3) SCEBRME H R RS 7 a0 > 7
¢ 7 (2007—2011) OB % =T TiTb 7.
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