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6. Fibronectin® £33 W] 2Tl fibrin clot®} 34 71A L 2 33Q9E we} 327N A470] F718t%
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o] Z3#7} @Al BRARAY BNES2AHA He 3
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AT 259 55 023 Ao wgz 93}
o Ejole] HHA 718E dNZ7d 2AE & A
ol HolE & AlEe AR 3 4 A HA
o} %ef Holel EEE AgUFER B E
35 AT dFukgoly vtEFAglol X wEhd
AR 718 aFd FAl Fegfdo) 43s
£ Hofol 322 functional matrix 2 2-g-34A =
3, fFERA 6 93t o] XA FAF AAA ol
SAYEA Fe Aol

Thomasson®] E7] €&t thet Aqu®e )
Al o] 32 B A5 dYF FES A= 4
P ZANNBIIITBAM o 2] g 5lo] FZ2ukg 7} wlE 3

gol gle A AFE FH3Ath =3 g A3
WHES At A9 elake] AR A R7) A A
83, 383, 2gA Aolg i AFE
2,5,14,15,18,28,30,41,46)0*' %1 33 Q 01 %‘:]_

A X729 FARES NHEZZ Y A7 B4
o] ¢l& AL 2% hyaluronic acid, fibronectin, lami-
nin, ¥YAEEL £ ¢ Uk

Hyaluronic acide 43 X #3435 4% JAAE
AA 7B AR Ydehude AdEREA A ¥ 712
o] 23 24AQ &L FPP glo} 27 o)
U 524 2 AAgo] 3] Yol 24 15 ER
EASAD, ATEEE A A X o F, 24
2 Yo Bl Aoz YZEGD,

Fibronectin< disulfide-linked dimeric glycopro-
tein® 24 AR A 43 dade dnayge
Z5EH FIEAY, dRolAE L AvATERE
FaAo 2 FAdrh £ FrE b FiE
Rem, vjolt At Al(embryonic development)e] 3
7] Ax71de] F8 FAZENY, AA AHAl A
9714 ABE A% 9A1714 (provisional matrix)
24 28380, ddT, Aot E E A Eoj
e F328 FAT9} fibronectinZte] 2&E §
dto] BAG &2, 4F A Al nAy
£9 opsoninZ, ulold W& A4 (embryonic
angiogenesis) B W3 A 29| A% FAFt}) 1
23 A E3Y 523 o] & 98 A (substratum) &
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2 A8eE Aoz o FrplALs

Laminine &3 23] e] 7|2 2ol EA3e vl
944 glycoprotein® 24 Al ¥2] F&3} £3} 13
3 neurite outgrowthell #ojgcia A Ut

HAR L AEYr|He] Faro, BERAL &
T2 wdZd ohite] Aolgn Fod 4 gt
WEAQ FFEE LI IV, V, VI, VIIZ Fo] gith
aF94 w9 I3 A F Ads Uiy 2
gz ZA57 A3 (tensile strength)S A F
e T8 FAARY. u9d ML I, 84,
53] ®jofzZ o Wo| EE3IH UG5/ (tensile
properties)oll 7143t wdd vEL 7|Aw
anchoring plaquesel] &34 714 %] F2 T4
Folth. A V 3L i 23 A8 A
EXEHI 9 7S FEAAY. 292 VI g2
A 29 A fextracellular microfibril)ol] £33}
I matrix assembly?] §&& 3t} ¥ VI FL&
9] §-9} fetal membraneo] £33 anchoring fibril
o] F+ZE-(structural component)e}th.

B zbe] AFA R Fol A wEo] YA F= dQ
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E47]1d BT VHAE UE § Utk AR
43 A7E ARREY 712 AFPA BEZHPA
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3] 78 AP,

293 §Yol Aete] Adzick” e ElAe] A o)A
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Burd®t m9d 23¢ Hasiic 5 s
DePalma™"®, Krummel®, Longaker™, Stern@—?-] il
T-ol| A efo}e] Al 27| AL gAe] FAAA JER
= ngdo] 2& vtExA Wl hyaluronic acid’t
5% proteoglycan .2 F2 FAH AT AL ¥ )
12} 31 Longaker®% %4¢] hyaluronic acid A3 &
o el A7 =57, Clark'™, DePal-
ma’®, Krummel”, Longaker®5-& fibronectinol &
3 A+E F YA ok Whitby <t Ferguson”)%‘: o}
) Al 22714 ¥ 53] fibronectin, laminin, tenascin
5ol A2 5, {13, o]F5& % uEH g njA
#73 (microenvironment)& AF @i FAT '

BNk GA S FARF 714 Aol A 9
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A9 FAZ ol ot} WA & dF9 B E
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oA vtEzzel Az #AHe| Y AEYrEY
ZoAR wgd 1 I IV, V&, fibronectin,
laminin®] 21713 &d 2 £¥XFFE A A

Aol

0. a8 Nz & 2

A3 B2 93 E7|(New Zealand White
Rabhit)& A3t A& 445 AL, &
g AEBA FAHQA SAE Y 092 FaA
th gAl 4L Ao F 200k 9] Al EZ(ET A
% 42 Kg)E 23 28 & AMS-8le] a3t
oh

Ketamine HCl(Ketalar, f3t%3) 1 ml <} 2 %
xylazine hydrochloride(Rompun, = H}o]d) 2 ml
2 YED FAEH wHANA R, ZFEEAE f6t
o 7lgmtol N (3 mh)E ZEFAEIAH. BV E I
o} 233 & $EFYE AR betadine(povi-
done-iodine) 2.2 A =39t} Lidocaines AH8-3l4
FAFHE T F Er9 ujFoRRY HE &5
7}A HEE A% 7} E(midline laparotomy)< A]3j
3l A2 AZ (hicornuate uterus)S =&A1713 74
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Azge] A3 el 2719 & FAHT
29 AP g HA L Oberg™ st WeFe)
HE Fx3urh

AZEANA RS FA3 ezt v FES
g F, 2ol thate] FUE £F(purse string
suture, 5-0 silk)& Gt Z Blzte] FFolo e
AZA FEEA113)E AAE 7t F uAdFs
£ 227192 Fod FRAS EAE o2 A
t}oolu) 1 F7)E FEOI|TE EANL AEE Ao
oz 3Pt

gufe] A StollA & H|FAY FEFAA A
shito g 9 3(clefted philtrum)o] F&sHA AFF
A (full thickness)& iris scissor® AHE-8td ENE
Vg 28 n gE-YolA Zo] 05 mmrt HA
#7)(wedge) BEN 2 2734 AAME A 78t Z2A S
AAGoEA FEdH FAR FHE TEAUT

HAle Q9Ace wE 1S BESIA &S
FEBEE  200), B FHEFE 207,
2 A4t ZF(sham operation group : 207822
=9t HEFTS B¥E R ¥u FAEER
(wound edge)® AT AFch E¥EL 90
ethilon(Ethicon, 217 100 vlo] &) B-FALE AHES}
o 79 Y& AAE FFE AFAN=F Ft
o] @& interrupted sutureZ At FAHE
Z& "o FedS gAY e@dTFeES A
%3 =& AZo7E ol¥h

BAte] FEo|E AFUed Hojde £ 4
ok47l BE A$dle Aetnto]41(0.1 mg/ml)
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B. =8t 7222004

D. HIZaH 72I22(200HH)

J8 2. H & E SMAAENERI= SIES BABIC)

83 A Sole & W o B340 silk tie) & 3T
BFAAFE Fed 2 A E=F F3EA B
FUZ 9AXAZ AZY A9 502 QA%
S A7) 8t et nEd AdsE
AN A 2 AZE AR AL fAC fdstan &
93} 2-8-& continuous suture(3-0 silk) &, 3] 3123
3 S ¥ mattress suture(3-0 silk)2 B89,
e a3l sy Aetvlo]AN(0.1 mg/ ml
saline) 0 & A3 &}

2. E-A TFD ZAF2 NN

23 1,2, 3,5 74 A pentobarbital & 53}
o ojulg YA F A FA7H (Caeserean section)
2 8aAE AUAct. ZA2AHQ 5 EF(spontaneous
respiration)# £%& #AsA A9 PEAHE
A F, AET YAE AUz v 281, B
2oz B/ FAE Ax ARE Hold 7+ &
o] Z7] 2 <R YU E vwssrh

3% BAe ARE FEA AN FHERE
GFulE S AA A A4 B30 P

4

WE3l3 Tissue-Tek OCT compound(Miles Inc.,
Elkart. IN)ol Eojslgdch. Fed4 295 44 -2
Z94 6 micrometer® frozen section< 3}3l Probe
On TM plus microscope slide(Fisher Biotech)’3l
FAANAT BEES 98+ H&E g4, vniAe
w2238t dA& 3] st A -T0=9 93
EFad B#sc).

8. H & E Ml HOATXISISHIA QM

H&E €4& 539 93l Agsiin dgx3
3}etA G AL A5k olEe) 2e &S AP

23] VA Aik3l & A(endogenuous peroxi-
dase)¥ 3% H:0:E 1085 A 2) 8t u|&/4 347
3 749 PBSZ A3t 23 HHL Zymed
Atel Histostain-SP kite] blocking agent® 103t
Agegxn, u¥d 1, M IV, V¥, fibronectin,
laminin®] Z+Zto] i3 YAFAE A Z3|AL A
2 345t 2IHHY ] oj=d F A 4%
A &g olA7RA 12425 LI HTHE 1).

PBSE A3 3 % Histostain-SP kit(ZymedAH <
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biotino] #Z¥ o] XA & 1083} v ¥ttt PBS
2 A33 3 Histostain-SP kit®] streptavidine
peroxidase & 10%7F wlF3tH o™ 1% PBSE Al
A8} 31 aminoethyl carbazole(AEC) & 587 &l s}
o BAANAY. FHFE 9SS £8A7)1 hema-
toxylin® 2 2JAsHtt 2F FHFE AH3
F GVA 4(ZymedrH& AHE-3t] mountdtil &n|
74(Olympus PM-10 AD)2.2 A7 3%t}

Zt 29 A AR ddte olefe 22 gH
A& A7

1.

2. 192 AHY REAZIPBE

344SR 3 A=

4, 2P/A LI, IV, VE, flbronectm, lamining] ZA|
7

5 YA [ I, IV, V&, fibronectin, laminin®] ¥4,
AlZHd E¥xpo] vlw

M. A7pAN
. ENIE

B AFNAM F 20ntele] YAG onEE &
et 24 5 A, ARG oR QF
Ao 4n12] S A F 167129 YA 3 ofu] 7o)
A &o] AFEYTE AV 16vkE)Y YAE on] B
71ohAl Bz} ol AIYPHAY 48ve]F 38viE] <]
A7 AGEANEA PEZIAAHAZE 7192%). &
oM e 16vtel 5 13vlel7F A&dto] 81.3%2] A
282 By, Hl%i}ioﬂ/\ﬂ:— 16ute]l & 11w91el7}
HE3 688 % AEES Bk FBAUxZL
1678 % 14utel7} A& 6}01 875%2] HZEL HY

Z7| Efxtol EHAZ] P

B. =8 3242(2008H)
8! 3. fibronectin SMAZA(ZEINLR

Ao] XRDHEMAM HIERAZIM 220 et AT

=5t 52(200H))
Sl= SR HABIRCL)

H 1. XA

gz 13 Monoclonal | Chemicon 1:50
¥ my Monoclonal | Monosan 1:5
ngd vy Monoclonal | Serotec 1:50
¢33 va Mornoclonal | Monosan 1:50
laminin Monoclonal | Chemicon 1:50
fibronectin Monoclonal Serotec 1:50
™HE 2)

F&F 294 AN TAA HBRT L Fod
Hol A Aol FE ¥l AL, FeidSe B

=& 9%z A= AT FELdHY v Fol
J@_ﬁébﬂﬁ Ao AAH ez I WU S BT
A A Al AR EE AP Ao
AH e FAFoe ¢RT AYAS7E Hol 3R &
ot BgTAAME T £ Fod A8
b Aol dglen ANt HEgTH
2] H2 AstA FA.

F&F 794 I TAME HB RIS 9F
3 FEER-9d 239 FE AP A& AN
A g 3ol s AEH 3t Hol s 18
U 2E ot "9 ol ia ¢EE U3
otk EFTeNE FeFHd FHF &l T
At A3t & PN :s) Fu)
WA A g & Feh= FBH AR
3 D
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2/3 vt

P e 2/2 vt 4/4 o) 3/3 vl 3/4 vt 14/16 2]
BT 2/3 g 2/4 w}g) /3 qhg 3/3 ulEl 3/3 wlg 13/16 =2
H2YE 2okl | 24 3/3 g 3/4 ] 2/3 vt 11/16 #H)
A 57 v 6/11 w2 10/10 v}g 9/10v}g] 8/10vt2) 38/48 vl

A. Bat 627 (200HH)

B. S8 62=2(200HH)

C. S 52=(2004H

I8 4. laminin SMLA(ZIER= SEEZ BABIRICE)

A, B 22452(2004H)

3. H & E &M4A

FH 2dTdME e FA2 E9AT A
39 e Hole FAAY BA ARt A=A,
T 3TN E e 397t F=A oldH
A1 A 7Y g HYHaY 2-A). BF 7
ddAe Fe799 397t gre AL Assn
E EH547)(d hair follicle 4)9} 2427, &
H5olA Aol doth(ad 2-B). HIB ¥ 24F
iy FdEe a1 B cloto] EAstH o, 1]
% 3LFEE F99 FE2A ) vl A EE] 2

B. =& 722(200H)
B 5. DE IVE SMAX(EIIEs SIS TABIRCH)

C. DI 722(200H)

YA e FYAT JdEFHe] 2AzAYde T
HZAAEE0] BHgon, FuR&rle) AAv) st
2SR SES Role AAAQL A A{7t 1Y
HAeHad 2-C). v BF 742NN e R %
7} 2zt g3 hair follicle B3 28239 ¥
o] AF H4zAd vlmste] k7t Fgot U,
A5 Bzt 9 BAL UKy 2-D).
HE2EFL AZHEIE BE2 vEA g2 =
o} BEad uEEE B AVES 9%
AL Holx| gksict
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T A A 72220040

B "G, Dl=at 7222006
R 6. DRE 1B SNAX(EISS SMER TAGBIRCH)

B. =&t 32/2(200HH C. =8t 5UR(200H)
02 7. DR & SMAAENSO SIATTR FAGINICE) |

A, HA 522 (200HH)

B. =8t 02R(200H) C. =8t 322(200H)
T2 8. NYE vE GMAHA(EIIERE SIMNEE BARBIRCH)
4. Fibronectin T3 2olE Holx FUTHH 3, E3I).
Fibronectin®] @A AA L HAU A AE9 5. Lamininlt A& Ve HAA-A

714 diffusedtA Exach 22T BT

A E fibrin clot? F Z1AR 2 FAAL v Laminin® 293 IVE & o) 714 £x4
v A AFFE FFS B2 ¢ e o gt agEE AA AFHAF AR R B4
o 3R E QALAY 71 HYey 1% £ g #9] 7]4 9 endothelial basement membrane)

A 37t A=A fibronectin®] G40 7+ o] Zg=o] Y+ laminin® 2YF VR g 4
&dld 5UFolFoME AFH FAzAA A= Moz g 4 gt BEFH v BTTE ZFlA



DN ER 2824 15, 19984

1 &) #E(0) () #E()
2 F7H++) 8&() &) () &)
3 F7H++) =) FHE7H) F7H++) ALF7H)
5 37N | AR O) | ANURO) | AIYEO0) | FATTHH) | ALZTHY)
7 ZAolRE0) | AARE(0) | AlYEO0) | AAYE0) | AIUHO) | AIREO)

AAF} BAZA v APJEH =3 A4
A3 E BolR @YtH(ad 4, 5 ®3).

Ao ARl IVE ugde gaLrHe 2
2o BT BRAA 1, 2978t A58 A
P& 3P Fo| TN Azt FhEIA o A s
7t SAEE 544 A2 Y /AGNA g
IVee] daize] A FPoz B0l AHF
ARz ARuzZH FAF EE&S EYd
(29 5). 49 71A 2ol A laminin®] E4 22L& 5
dzolx] ZAHNL AP T 7Rl 74E7
A FAHAHZE 4.

6. WRAA |, It , VE HMAA

2YF9 Y HEINPEE st Hstd
a2YF L L, v distel agxAsey g s
AHgst] AT Btz 53] ®ol &A%
€ 294 M2 Z3hzTe] d R dAz2F
of FAMAA EXHch FREH Bl BFTAA
FeF9 a3 24T SR &%k
o 3Tl EASIAR 2L A71Y) FAd =T
o vlaiA F7tetA dtem(ad 1), wdd [ v
T A9 9 24 BYHY 6, 8 #3).

V. S& 3¢ ot

E Ao dY BEZ AT E7(New Zeal-
and White Rabbit)& A€ ol U9 €BAE
dA s, vl o} A AN sA ol ojn| g} glale] A
FEol Ba, 4% e vlHs)A dHEy
o] Z Uelur] gl &2 94l 37] Fkel
A9A o AsAed 2 olfe o] A7) BlAg
T el A4 A% A9 A=
£ 7R dAx, AFH oA vEE YA &
= Al719] Futell SFE7] W oAt £ HlAe

ALEE H£Z 3] A8t ofn 1vte]F 2-4v]
B 3utElel ejAtel disjrwt A¥E Algeict
T i gate] &L & 20 Uehd dH=
nj o] & o £& 3Yo|Fd e Reg A%
g} 283 BT, ST, AT 4
£ Holt Hizte] A& go] B, v L FARF
of Agtd Ao ot} ¢4 7HElA & 9%, ol
Hate] ALY, FeA] e 9 A=, 9
e o4, ete] gtd Foll 71A3e AR A
"o

1. SO H & E SGMAA

32 BT BRA AV B 454
& Holx gsron o3& Krummel®®3 Longa-
ker™Pst 543 APAAE BYth §A2A (Y
13 H & E 944748 2) #EdA4 A3d93=
BErdA e 2-34 Fol A s 2 v BT
A& 39T ol Fol #FHGA wdetA Qs B
o Bl vl FHTAA i A AP, B
5o B§o] FA A/E A e Aoz 4G
At 5Tl ¥l 25¢ AMAol Y, o|AL H
2] ZEZA A AYE 259 hd(bundle)o] A
HE QoA A AY BEZA T AHARAA ¥ A
82 B2l Rowsell®e] A3el 9xstgict. wakA
FoBoko]l AA2Q functional matrix2 28
T I AL 74PN v BT FEEE
Ae] A3 B tre HgAo] FT BisiA
sl oy AAEY Aol dAsHL) o=
FollA FAgare] Honoze Ago] 24
v} & Rowsell™®, Whitby$} Ferguson®9] €172
o} FARE Aolth, o] A& Bt primary inten-
tione 2 XFE A HEFZANAN A FFHolvt
secondary intention®l] &% A€ g ow, Bl
v 28 FolA e AFEe FAAF7T 8 (repair)©)
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obd AT AT ol o JHgthe AL gk
2. Fibronsctin

ARz fibronectin®] FHA2AL X
713 diffusedtAl EE3H T AAT FN&aPL
£ F Aok B3 v B LA E fibrin clot®
2 71AF 2 F3AS wel vl ud FdaA A
He FE 23 4 J9oy, 3dEARE g4
279 378 K9 oy a%F A4y gAEE
Al fibronectin®] @MAaAHo] Zadle] 5YFo|3o
Me AH F32AF YAN2TH 2o & HolR
AFTHE 3). o] AL EiA}, A, AL E7|9h WA
o] o FAF FdoA 9 fibronectin® A 7Hd
AZo] B =9 Whitby® Ferguson®3 S 3
AYE B

Fibronectin2 2923 fibrinogend] 2§ 4
I, AfrelAEe] e R3] J153lr] w o
M E] 72 A7 (spreading), 3 3E 28t 18
I AfotAEe g3 o JEFHL sy 4§
/4@ A(fluid phase)ol A& BBWIA Z A=
a3 7. Kurkinen5%'o] WAje) golz
Zloll A fibronectin® RYAY &4 2H L BT
¥ F2 Clark®'"ol guinea pig? %A l|A
fibirin, fibronecting /3 U2l 7|2 (provisional
matrix) 91 £ FHA L o] FE dFsle T FAX
24l doJA fibronectin®] 98 2 o4 1
o Be A3 Bl Had w gl

Aol X 2 A AN F-E A E fibronec—
tin®] 20| fibring-¥ o} QA= o] FHsl= oA
BAtet A BLE 71AE 2R By A
Folle 2 Zdo] AR wl$ 27)d Lojdtt
E Aold g Holx P, aulm AHAAEA A
e fibronectin® @742 g 7153 e
fibronectin 5 W oPdAAAAl -5 o] F & Hjo}d o)
8 2o1m? fibronectino] & A& sE= A 93
< Holxdo| B wdA I ez g2z ok

BAANFAE FT AFGA N S AR 9F
g H3le) AE2 JAAL WYAZE I WA
fibronectin m-RNAE 3A3l=d ol EJFor
FIA LY 0|5 2E wE} dojue Aoz dEA
Ath ol o]FFQ AA XS JA R EEHE
bl-intergrin® YHT FAE 7MARAA 24w 59
Aol T3 Aoz wolEd A watx ez}

o o

Z71 BiAtol EYAZL FeEde] XFLUYUM AE7IE ZEO AE AP

FdeMe x7 AHste 99 2 YA
fibronectin® V2 & AAB/A Y} o 58 &
gon, o AFVAME B2 FAe] vmA 27
A98E B & 4 YA £F fibronectin®] @Y
Tol et Aed 31282 nejs) & o g 4AH
oAxe tE@d W A Z(polymorphonuclear leu-
kocyte)9] &de] Aoz AL Y59 3
2 /438 F J& Aotk

ol ARG AA vl Ho] FAH
FE5 o) n)M g FA A fibronectin® @d o] HA 3
Zrtstaty. waka @i 248k g E
of 2&|A fibronectine] AR & 4 Ut
TomesenS9 & 2 2 A&A9 98 2qdsd
fibronectin #3¥ 9l T3 Ao A e zte] FZRFHQ &
23 A LA vl o 28 %] fibronectin
o A&E B vk gtk 5L g4l 719 Aty
ofe] & w]A Pl A fibronectin®] F&Ho] &A 8}
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- ABSTRACT -

A STUDY ON THE EXTRACELLULAR MATRIX
IN THE ARTIFICIALLY CREATED CLEFT LIP WOUND
HEALING OF RABBIT FETUSES.

Won-Sik Yang, D.D.S.. M.S.D., Ph.D., Seung-Hak Basek, D.D.S.. M.S.D.. Ph.D.

Dept. of Orthodontics, College of Dentistry, Seoul National University

Adult wound healing is accompanied with inflammation and eventual scar formation, whereas fetal wounds heal rapidly by
mesenchymal proliferation without significant inflammatory cell participation and with minimal or no scar formation. The cellular
mechanisms underlying these differing forms of wound healing are unknown but the extracellualr matrix, through its effects
on cell function, may play a key role. Therefore the purpose of this study is to investigate the spatial and temporal deposition
of several component of extracellular matrix, which are known to be involved with scar formation, in the artificially created

cleft lip wound healing of fetuses.

The author had undergone hysterotomy and created cleft lip-like defects on fetuses of New Zealand White Rabbit in mid-third
trimester(24 days). Fetuses were divided into the repaired group, the unrepaired group and the sham-operated control group.
At 1, 2, 3, 5, 7 days after procedure, fetuses were obtained by Caeserean section. After documenting the viability of fetuses,
they were photographed to compare size and facial morphology and sectioned for histological examination by H & E stain and
spatial and temporal deposition of collagen type 1, I, IV, V and fibronectin, laminin by immunohistochemical method.



Vol. 28, No. 1, 1998. Korea. J. Orthod. E7| EfRto] EMAIRL TGl ASTEMAM MEAZIE EFo st ¢

=

The findings are summarized as follows

1. There were lack of inflammation in the repaired and the unrepaired group during experimental periods.

2. The reepithelialization of the unrepaired group was slower than that of the repaired group.

3. Collagen I, II, V were found from post-op. third day. There were no difference of distribution in the control, the repaired
and the unrepaired group. Collagen types I, I, V were present in all groups with restoration of the normal collagen pattern
in the fetus. This implies that lack of scarring in fetal wounds is due to the difference of collagen organization pattern within
wound and not simply lack of collagen formation.

4. Collagen IV was slightly increased at post-op. third day and decreased after post-op. fifth day. Eventually there were no
differences in the control, the repaired and the unrepaired group. Laminin was found at post-op. fifth day and maintained
staining density until post-op. seventh day. There were no differences in the control, the repaired and the unrepaired group.
According to staining of laminin and collagen type IV in epithelial basement membrane, formation of epithelial basement
membrane was not completed until reepithelialization was finished.

5. According to staining of laminin and collagen type IV, there were no increase of neovascularity in the repaired and the
unrepaired group.

6. Fibronectin was increased until post-op. third day at fibrin clot, wound base and margin and decreased after post-op. fifth

day. Eventually, there were no differences in the control, the repaired and the unrepaired group. So it implies fibronectin plays
a role as provisional matrix for fetal wound healing.

KOREA. J. ORTHOD. 1998; 28:1-1b

% Key words : cleft lip, fetal wound healing, collagen, fibronsctin. laminin. immunohistochemistry



