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B OFENZEEIC BT ZEOZ L ZHS MY 2 HNT, 2RI TN E Clce L5870
eI OIREES (DAC) RIEE &R MR O EATERRERE (HG) ORIEICDWT, MfgEkgZ 28
RPN S HARI-EEMAOE L a4 70y (PG) KEOEA % ket Uiz, =DORIER

% >737 (a-smoothmuscleactin (a-SMA), desmin, vimentin) IZ¥WT 2 E /7 a—F I FikEB XU
PG ICHT % =DDE /7 a—F Uik (2B1, 6B6, 3B-3) 7 Wz Bl b AMsRIic X », DAC
BLU HG DEEICH & & 5N fibroblastic cells ( &FEgTELEEEMINAR (EBSC), BIRE MM E AT
(PO) lZWVd'Nt a-SMANFEETH O, myofibroblastic cell & # % 5Nz, WREIENFEIEMIIIH (EBSC)
& UILE UIERG IR AR & OEfge A 5, RERRE R D185 D myofibroblastic change [T % T & AR
MENjz. X7z, DAC & HG L DR TOWHEERAFR L LT EBSC DRENHF LNz, T45bb, fiE
@ EBSC A a- SMA+, desmin—/+, vimentin+ T & > 7z DIl % L, % & O EBSC & a- SMA+,
desmin+, vimentin+ T&H O, DAC HE Tid HG B & LL# L T, myofibroblastic change 1< X % #5EfH
RDEE (a-SMA+, desmin+, vimentin+/—) DOZ(EAEL BT > TWVH EEZ SN, MEICHT
70745 REOSEN5E, DAC BIE Tld HG B8 & g U, 3B-3 TiZak 1% chondroitin
6-sulfate PG OFH, 35X U 6B6 Tilih & 15 dermatan sulfate PG (DSPG) DIEFS DRI TH - 1213,
FECOREMAE (myofibroblastic cell) DFEEDEWICK>TINED T TA 7Y AV REDENEL
TWAAREENEZ 5NS. —7, 2Bl Tadi & N5 versican 1DV T DAC i RTE & HG & & D
R TENARED NGNS T &5, HG DOROTIEFE T HG RPE D —30m B I U 7255172 Rz
LTWaAZ EWRBEINn.

Keywords: differentiated type, gastric adenocarcinoma, heterotopic gland, gastric submucosa, stromal cell,

cytoskeletal protein, myofibroblast, proteoglycan, immunohistochemistry
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FEIXEFEERNIC & & F S T RAFHEMAN RIS 5.
Fie, TOBMETIEBEEZIBCT T ENREROEYHN
K#THo, BERNICEKETHS. BIcBNT,
FEFEPICFAE U T SRS IR 2 & 2 ORI AR IC
RIS 20, MR & LR &, BRI AR ICIRTY
L7V > SETHER O R I ERICEHE TH
Y LD oT, KE NHMEAORBIRMEE, E3ic
& o T critical IR TH 5.
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JE N IR 2 i 2 1A IC B VT H, 44,

At FE 7228 PRC124E 12 A 15 H (BEERAE)

WEZENBC > T3 EEZ NS, BEICBITS
FIADIREEH COME DL ZHEMMCT 5 T L IEH
FEOIRTMEOMBICRERC L EEZ NS, TNk
THoEBEIDNEENZEENZ R,

ETAT, YIBRE ORI FHRRC UK UK EPTERR
28D B M, TNHIE, MEOIIERT S A -
CREREAN IR bR DGR FRERRANRZA LT BRI & 0
EEZLNTWVWS Y, Zhb, BT & 5
ORE SR & ED X S ITE S DO WS FERD
AU, Wi, FEATERRERREE & SR ORI S HR
THERE A T % C LI K > T, BREQ R Es
BORHNZ L ZHEMNMCT HT ENTELLDEE
Abniz.
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T2 R il

LTEAZREND S, AW TIE, BHREE MR
R E ¥ K U ERE N EEK O F AT ERRERR R EICD
W, MR ERS 2 2T FE D S AT EEME O E
BRUFEMNREBEE TS T a7+ 7)Y
OFEB X 2 e fHARA L2 ELERRET LU, BB Ok,
JE GRS O E O EZH S MMNC T 5 T &2
HIz.

PR

BB A S NS O KT,
RERE MR D BATHEARER E DLt EIT S T e D,
PRERERD S Z TN B Lo bR Ole (BE
HAR R © 0 pap BE T tub, Z AL L, — tub,
Ets) ERgE Uik,

1986 4E 1 HA 5 1998 4F 12 H ¥ TO MM E &
BRI SR THEZIRE DR S N2 i
L152 JEBID 5 B, bR ORE T, ZiEAKEME Nl
WETCIce Lo,
R AT SER 63 SR BRUNM G & Lz,

PR Z > TV aEVE
7z, JHER

DRGR AR SEFTMERRAHRR D A & 8 B Tz 20 SEH
54 B2 AT LTz,

SERBEOHIR T HEBESMEE0 & AR TR R AR
R D FRIEEE

B o LB PR O RGBT AE AR IR A (DU, DAC)
EORGRE S RHRR SR AT MERAEAR (AT, HG) ORISR
WKL AEDHENT: (K 1ab). Ik5bb, IRERE
P, BRUMRE & IREOROMEICIE, HhEEAIE
MAEMEICA DN, M, FEEHRE K CUFReE OR, i

OHIfERNA LD ENTZ. T T, WREBIUE
FITHERRAES O JE BHIC AIE RIS & B 5 HGERIE D G5 RS 1
FEE AT % periglandular cell (PC) & L, “‘FiEfMis
& B OIIUFIETERGERIZ AU S % eosinophilic bundle of
spindle cells (EBSC) & L7z (X 1,2). EBSC ®—f
W EOREERR (MM) &3t LTz (K 1,2).
INEDOMFREIS S ZMMcE e LTS GED.

B 1. Bt (DAC) DXL NHAGRMAT S K ORGR
Frﬁﬂﬁlﬁﬁ)ﬂﬁ PERRAHAR (HG) OiHik{% (a,b). a:DAC, H.E,, b:
HG, H.E.. DAC DR/l MHFRIRIHES & HG OAEMATICH
Nehldsd.

MM : muscularis mucosa

PC : periglandular cells

EBSC : eosinophilic bundle of spindle cells

B 2. B LR ORI MR DY £ —<.

x1. BoeRRE

SRR PERRAEL

UFES IR SRR A AR SR
EREMHIEREEMR
FAARERR

. differentiated adenocarcinoma (DAC)
. heterotopic gland (HG)

. eosinophilic bundle of spindle cells (EBSC)
. periglandular cell (PC)
. muscularis mucosa (MM)
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HHEEE1ES 2 I\D DFIRN\S HICEB DR B DELE

RIE AT E, 351C fibroblast 38 &K P Z 1 & FE{LL D
spindle cell (LR, fibroblastic cell & FEFR) M 5755 7.
UL, ¥iREEOMBEICIIT S fibroblastic cell D
HaEHS 2 > 087 FBIDOZRIC DWW T O I ELigry
0% 2T, DACHIHE & HG [HE & O TH M
il (PC, EBSC) OMfdBIEZ /N0 TH% a-
smooth muscle actin (ao-SMA), desmin, vimentin @
FEH 2 R L 2RI EecRRET L7z, £ 7z, EBSC
& MM EOEGENAEDENTZT 5, TFED
MM i€ 515 2 §IHIE RS 2 > 78 7 ORBUC DV T & A
RRICEHM U 7z.

(5 &)
1. SRR (bRt

BIRZDFRIVI Y VEEINT T o Al EAN S 4
pm ODYIFZER L. TNEDOYFZANY M+
v IAY Y (HE) #ta, BIUMEE (Histofine
SimpleStain PO, Nichirei, Tokyo, Japan) I X %%
R LR U, MilRER& 2 2R 7 ICkd 5 —
Jike LT, UTFDOE/ Z7a—Fibyitk (Fa—>
e MG HR) ZMHALZ D $1 a- SMA (1A4;
Dako, Glostrup, Denmark; 1:25) , #1 desmin (D33;
Immunotech, Marseille, France; 1:25), $1 vimentin (V9;
Immunotech, Marseille, France; 1:100) . Desmin 35 &
U vimentin I DWTC, REFHCA—F 7L —TIC K
2 RIS (7 T > buffer pH6.0 1 C 121°C,
577) Zirolt.

a-SMA, desmin [ [E A &%, vimentin | 1EH
KRR AR ORRMELFRIRZ Z N Z NONERET > B

xR 2. RO R Ol

- negative
cell No. + a few cells or small part of area
or ++ focal
Area +++ almost all cells or area
- negative
Intensity + <control
++ =control

x®3. wEREaAXa7

Intensity
_ - ++
0
Cell No. + 1 1
or
Area ++ 2 3
+++ 3 4

T3

O—)L &L, SREREEET 1 Rk zEs LR
EEMHaY bo—be L.
2. gLl B O FEAT

PC, EBSC, MM IC 3} % a-SMA, desmin,
vimentin DR EOHIFH, Yasmfg 7z & 2 1T T AU
WKHEDWTRHMEL 7z, 51, RIIKHEDNTRAT
fbL, R Ra7 e Lz, UEDDRAATIHRD
b XL, SEDDRAT ONEERE T ORERE
Aay&llk.
3. HEET LR

DAC 58X U HG @ 2 BffIc BT 2 g X a7
D#£1%, Mann - Whitney’s U test THE L7z, HEK
ek p<0.01 & L7z,

(% =R

1. DAC & U HG OMEME, FEEEFi#HRkIC B M
gt & > %7 O3B

K5 5 55 i C ld DAC 8 X U HG & £ 1 a-SMA,
desmin DB Td - 7z, vimentin FEMESR D & D &
SNT=H, FHREIIME4A TH - 7-. EBSC Tld DAC
BLXUHG L &I a-SMADGHETH > 72h, DAC

SEESTE

b
Le

B 3. Ho (LA ORRE FEMIZEH (DAC) B X UL
HE N ARHER N B AT MERR AR (HG) OIEIC BT M E#8 X
ST OREGREE. aiDAC, a-SMA, b:HG, a-SMA, c:
DAC,desmin, d:HG,desmin, e:DAC,vimentin, f:HG,
vimentin. a-SMA (&, DAC, HG & &ic, MM, EBSC, PC
RGN I 5N %, Desmin i&, DAC ® EBSC, PC Tl
ERERIETH BN, HG TRIGHEEDHA 51 5. Vimentin
&, DAC, HG & &ic, PCAWMETH D, MM, EBSC i
[2PE~ggfatt e 2 LT 5.




T4 TR

T desmin FHOWFI L7z DML -7z, DAC, HG
& H1C vimentin GBI S NThY, FEFEEISREL
TH-7z. DAC BLU HGIcHBWT PC T, a -SMA
FHETH - 72D, HREEEICRZIEISDENALNTE.
desmin (F5WFIHDH 2 WX EMEZ/R L7, vimentin
WS CREEEIIRA TH-7z (K3a~1).

WIERFE T Y s a—)LTh % IEHME FHBRORR
HELFAH AR C 1 vimentin (71, o- SMA 38 X U desmin
fEMEThHo, EEHETIE a- SMA 38X U desmin [i5
%, vimentin (ZF2 D B WVIZFEEETH - 2.
2.DAC 8L U HG TORELE AT DR

DAC 83X U HG I DWW, PC, EBSC, MM #h
ZUCHBT Z5MAERE X > N7 DRIERE AT 72
4R Uz, MM IcBWTE, a-SMA, desmin,
vimentin W3 ND A AT ICDWNTE DAC £ HG £ D
MTHEEZEHAEDENE N> /2. EBSC T3,
a-SMA B X U desmin DA AT ICHEEMNH SN,
WINE HG L HEARTDAC TR a7 MRV HE T
o7z, vimentin D A AT ICHEEIFHA DL NIE
Mo7z. PCTUE, a-SMADXITVICHEEEIIH L
S5 NEM > 72/, desmin #3 X U vimentin O X 37
WCERENALN, HG L AT DAC T desmin DA
a7 MK, vimentin DA T HNEMNH Tz, LLEOKE
HicBWT, HG D EBSC & [EXT, DAC @ EBSC
ICBIF % desmin D A7 DIRNT EDFHICME L 7z,

(& %]

DACHIEH XU HG &z ik L7z & &, EBSC
ICBIT % a-SMA OFH, EBSC, PC Ic3#51) % desmin
DOFB, BXU PCITIHIT S vimentin DFEBIIC A2 D F
Etdoniz. TDHL, ELIIKHEERAZRLIEDIR
EBSC Ic¥51) % desmin DFHTH-7z. Z L T,DAC
fE @D EBSC T, HG & d EBSC I b X T desmin
DOFREMEFL T\, Lizh > T, DAC &I BT
% EBSC OJFEN a-SMA+, desmin—/+, vimentin+
ThsDIc L, HG BEIC B F % EBSC DL E I
a-SMA+, desmin+, vimentin+&W\95 T EMTES.
Martin 51&, KiF#EEORMEEMEIC BT % ME M
DG % a- SMA+, desmin—, vimentin+ & LU T3
D HbhbhDOEDDACICHIT BHERE—HT 5.

PC %> EBSC Tl3FE&R IZFEED - SMA FEHIMNH 5
n, FEmMOEEZELTWA T EARBEN. F
WEEOMASZHE T 2 EEMAE, 4], BUEEHDORNIF
FHFRNICFE L T2 OILHEICBE 59 % fibroblastic cell
& LTH A E N, myofibroblast & Ki¥N 7z ™. ZoD
%, FCIOMAED EH I ERE SRR X i b /7
19 % T &, F7=z, myofibroblastic cell /' fibromatosis ,
FHFREZE S i SESiE O fibrosis , IR0 desmoplastic
reaction 7% & D4 ZREFRICEE 595 2 EMHS
MmicE iz Y. Myofibroblast |3 7 & % & & 1 BEM S

3

a3

IC R BBMICREIC X > TEB SN DTH BN Y,
R ZICE, a- SMADREY—h—&ENTH
%Y. ZOEKTIE, bhbhh PCR EBSC & L
fibroblastic cell & myofibroblastic cell & L T X\ & &
Abnik.

Myofibroblast (& %\ & myofibroblastic cell) D
KICELTRERODH B L TATH B, fiifard
EfHBE, AT perisinusoidal cell, & D X F 7 L
Mfa 7R & ORRIR & D2 R< &, [T fibroblast H
KOEDOMNREZ L, Zofl, FEaHi, mEREE
MR DEDEH 2 ™. bRDNAEBSC & L
7z myofibroblastic cell IC W T, U UIEAEIEHfk &
DOHEGENA LN &S, EBSC DD &E—
EBARERE AR DEVE MR TH 2 RIREMENE A &
N7z, Ohtani 5 ™ [ ZEFHAME N D, KIGHEEEEH
B I 351F % myofibroblast AVKL & Ak 13k & % W &
EAEREO L BHERTHSAEEZRLTED,
DAC *® HG DB < 517 % myofibroblastic cell & #k
PR SR D ATREMED D 5. FHEfRHHIIE & fibroblastic
cell L DT, MIFIERZ IS EENEATIEE
IZDVT—HDRART T LY NEHRELNBH,
COENEEEZBLCLTHAS. —), HIEME
@ myofibroblast I (X flE D15 ¥ & U2 D JE PO
MRHRDE DNEFENDS &V D EERINITTEE & 5D
9 SEOMENCIVT, EBSC & IMERE & A%EHE L
TWVWABRIIHERRTEEho Tz,

DNOLNOWET T, FRMRICB N THRIT S
Mo s ks X v %8 71X, a- SMA+, desmin+,
vimentin+/—"T& - 7z. EBSC hVK: B i O 38§ g
kThHBHETNE, HGICEIT % EBSC (a- SMA+,
desmin+, vimentin+ ) T (& DAC I 35 J % EBSC
(a-SMA+, desmin—/+, vimentin+) I Fb K5
PBCEEFOEN L RE2EINTNDE EREZT T EN
T&%. YW ziE, DACHIE TIE, KEPERAR - 1E
fffa O E A2k L myofibroblastic cell & L TiziH
WCHITMNBENVRENTHS. ZORICELT, K
Fos O FERZ IS IC B\ T & [RIRR DM IR itk DFE EZ
LG ENTNS 7

CNET, EEFEHMIEIC X2 MENEEEE
UL 20 Y BROMGIREE L 0D BT AR
PR EBE TOSGERE DN BEIRIC BN T, WEHOZE
b U 7z i g i o <GE R C X 2 My R B e A
M, TN 50 pathogenesis I KEL 5T S 0D
NTW 3 2 S RIC 4 U 72 myofibroblastic
change WCNOOREERICEGTHEEEZ LN
%H 2 DAC BRI B3 % BIEMI O EZ L & F
HOEDELTRAZTENTEES. DD, HE
O U EE ORI BV T, kIR A 3k 0
myofibroblastic cell, D% O LEDZ L L7z FigaiH
Ral SRS E E AE 72 / U CIRTEICE S desmoplastic
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a-SMA
*
I 0.
4 = 4 I
3 :_':-':'_: 3 s
2 2 P
1 1
DAC HG
0 (]
PC EBSC MM PC EBSC MM *p<0.01
Desmin *
*
4 o0 4
3 (111 3 :i-i.
2 2 5
1 4 1|
DAC HG
0 HH— 0 =
PC EBSC MM PC EBSC MM #*p<0.01
Vimentin
*
4 s 4 '
3 — = 3 1]
2 - 2 = G
1 1
DAC HG
0 0
PC EBSC MM PC EBSC MM *p<0.01

4. HoERPE ORI MR TEE (DAC) & BRGE AR ST AR (HG) 1B 2 MilnEig 2 >R 7 g
P 2 a7 K. DAC & HG L DR, EBSCICHIT S a-SMA, desmin O A 377, PCIZH51F% desmin, vimentin
DAATICEREENRED SNz (p<0.01). DAC TId HGIZkkL, EBSCIC#T % a-SMA, desmin 3 XU PCICHBIT 3
desmin D A7 MK L, PCICHLF % vimentin 2 37 3 E WO,



T6 e

EEEORICEE T3 EEZONS. FHHE, S
fElC X - THERMRIC il AN B EE AR E I NS
& & invitro TAFHHEN TV B P ZDEIKICE D
T, KA SRS B a5 8) 7 —Tid 7% <,
M &S HRIT K D MY IR E 2 4H S T B ATRE
MEEZISNS.

FOFATINUORRD S HICHEINEEDLEER

MEAHM 2 HE R T 2 Il E I, a5 —F7 >
IIRFVIREDRMER >N, T4 7T F 2/
FIZVREDWER IR, TuTrt TV TH
2% FurFZVhy (PG) (&, WL M
BXUMENEEICEBICFEET 2WETHD, O
TEAWKZVaY 7)Y (GAG) ARG
LIcER TOMEEGHETH S ™. PGIZDOVTIX,
fafes - 15 - b B X UTERETE AR, VT 1)V
2 — LR F ORIE G EDEHNKE E & &
i, BESOIRE - BEEAOB G & M T h T 5 ®.
ZDOaAT7EHAB LT GAG DEWVIC K D ZFED PG P
FET BN PP, chnbicf LT 2B1, 3B-3, 6B6
ZIELHETBHEZLDE/ 7 a—F)IUANMERE N
72 0 =05 5 2B1 1, large chondroitin sulfate PG
DO EDTH % versican DAT FHEHZRHT 5 E D
T, BEEEOMEICHEETSH D 6B6 X
dermatan sulfate side chain 77 9 % small PG ® 7
EHZRRH L, EHOMEMMKIC SO\ TIREIC TS
7% %% F 7, 3B-31%, chondroitinase ABC L
X 717z chondroitin sulfate PG @ chondroitin sulfate chain
515N % 6- sulphated disaccharide unit 7 32 3%
LY, BEMEYDREEME® chttexs. %
ZCThnbnld, D Eo=MDE/ 7a—FIL§ikz
AW, DAC MEHB XU HG BEIC BT 5 flifash &
HOMZEICDOWT, A b ET L.

(B &)
1. SRR b

BRI DRIV Y VEEIST T 4 2 A
54 pmOYIFZERL, NI RFIVY e ATV
(HE) %4, BXUINEEEE (Histofine SimpleStain PO,
Nichirei, Tokyo, Japan) C & % (o b2yt Uiz,
—XFiRE LT, PGICHTZLUTFO I/ a—2%0
T/ 7u—F)bHuk (GG AR 2R Lz !
2B1 (Seikagaku Corp., Tokyo, Japan; 1:300), 6B6
(Seikagaku Corp., Tokyo, Japan; 1:300), 3B - 3
(Seikagaku Corp., Tokyo, Japan; 1:80). W3 N & G0E
Ze 4 @ Fij I chondroitinase ABC (Seikagaku Corp.,
Tokyo, Japan) L ¥ (0.2 unit/ml in 20 mM Tris - HCI
containing 20mM sodium acetate pH8.0, 37 °C, 60 %3)
T2 mb, FEROFUATROENSEZFNE
NOPGICDWVWT, LR TRZDOHAD 7 a—24T

il

MR & T 5.

2B1IC DWW TG IE e EBRG 6 T KH % oD Bl Ak B PR A
157, 6B6 12 DU T IERE G T AERR O R R *)
3B - 31T DWW CIZIBE I R AR OENREE ™ 22N
FNANEREa Y fa—Lbe Uk, Fie, fEgimo
T 1 kA AN Uiy S 2Rtk a > b o —
Ve Lz,

E, TN TOWET, PG OREHB R0
WKIEHEFB L 2/ — )VEEN XV EEINTEE
PN 208G — D KR DRI U e HEE T % —
JVIEERR & RV~ V) VEEEKO/ 8T T ¢ 2 aiiiy]
Frictt U, 2mEEFRBEOE /7 a—FLiitkz VT
PG OFRER ATV, MEOR TREENAE {HE
BBENT ERHERL TV ™,

2. GBS AT R OO G

DAC HE & X U HG MEIC BT % R 1 D #ifH,
YU DR E 235 2 DEMEIC DN CEMli L7z, & 561
K3 WHDODONTRayel, mERa a7 e k.
UEDDRATICRDENE ZIE, STzDDOAXa7 0
FEZ T OfERE AT L L.
3. Mgt e

DAC & HG @D 2 BERIC B B gt 2 a 771 7%
N5 E S ML, Mann - Whitney’s U test THE L
Tz, HE/K#ER p<0.01 & L7,

(7 =R

1. DAC BX U HGOMEICH T3 Tar4 70 hy
DR

DAC B8 XU HG BEIc BT, 2B1, 3B-3,
6B6 & LICHA GRIEEDGIEGNA L HENT. 2B1
13, DAC,HG £ B IC TR TOIREDRIEI G TH -
7z (K 5ab). 3B-31%, DAC CIZITRTCODIKEET
e CTH - 72hy, HG TIEBRMEORENA LN (X5
c,d). —7j, 6B61%, HG TIZITRTOKRETHMET
H-o 7=, DAC TlEatDELEEFH LT (X 5ef).

IWIEREME T > b — )L & U Tz IEEREE N AR O Rkt
RS B B, 145 e B 22 B T 6B6 [, 2B1
BXU3B-3[METHD, MERME (I, MER)
BRU O 8 E O & T 2B1 Bk, 1R
DHT3IB-3GFETH-T-.
2.DAC 5 XU HG ORI TOREYE 2 37 OfE
DAC BXU HGODZNZFNICDWVT, % PG DR
TR A a7 2K 61k Uiz, 2B1LICDWTIE, DAC
& HG L ORI THEBRMAATICHEERZIIHEHEN
oz, 3B-3, 6B6 Tld, DAC & HG & DR THE
HNEEENA EH SN, HGBEICHNR3 & DAC
R Cld 3B-3 DB 2 a7 e <, 6B6 D
a2 a7 MRV E AT ENT.

(& %]
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d

Ny

5. B bRIRREE ORI MRS (DAC) B X UK BN EEIRHE (HG) o as4 7Y h v s tfs.
a: DAC, 2B1, b: HG, 2B1, c: DAC, 3B-3, d: HG, 3B-3, e: DAC, 6B6, f: HG, 6B6. 2B1 (3 DAC W& B XU HG & & L Ic[F 1 TH
%. 3B3 X HGHEX D & DAC EB W THWGEZ R L, 6B6& HG [ME THIETH % H DAC IE TR,

4 4 4
3 3 3
2 2 2
1 1 1
2B1 3B3 6B6
0 0 — ———rm
DAC HG DAC HG DAC HG

X 6. B LRIRYE ORI NEBREE (DAC) BXUBEME FEFMEIHEE (HG) K83 a4 7 i v mEiem
27§, DAC & HG & DHIICHENT, 2Bl DR ATICHEAE T E DTN, 3B3 & 6B6 D AT ICHEAMNH
5N %. HGIZEH L DAC Tld, 3B-3 OFIAE L, 6B6 DFEEIA I,

CNE T, MEEEICEIT % chondroitin sulfate PG
(CSPG) DEINAHE &N T3 2P CSPG % 38#k
I5E/ 7a—F )ik TH % 2B1 1F, large CSPG
T& % versican #7879 % *. 2B1 Tk FDIEHMY
THEREGEE R 20, 1FEAEKFRS XTI
& HEFEREORTH S, KL, BREIRL
T &7 0 %% SERIEIC 51T % CSPG BEhND Al
RebB—T%. SEOMETH DAC HEICHBWT
2B1RGMETCH -7z, UL, HGREE TLIGEED
H5N, 2B1 HED LN 53 DAC HE & HGWE &
DOENCEBRZHINZT T LI TERM -7z, IBFERE
123 % K2 S BIEES O AR IR N T 5 CSPG
DM E N TH Y, G & OIS % .
BRI OEE & Zhucki < BEFN HG BOLIcE S
T 57% 53", HGBE & DAC EICH T L

BN HEND LY ENHB. HGEZHET
R L OB R LTRE L ASNEH Y, HG
f'E T D versican FEIHH-°, BIEZELAE(BICIEERIC
B LT HRRNFERY BEZES L%, HGRY
HICBT 5 PG DAL ERFREIC DTN S B
NIFU TV A ATREMIZEE TERRW.

KIGEEEICH S5 NS PGIZDWT D Adany 5 D
T3 ®, chondroitin sulfate chain @ 6 - sulphated
disaccharide unit (chondroitin 6-sulfate), ¥ X T
chondroitin 4 - sulfate , chondroitin O-sulfate ® 5 %,
chondroitin 6 - sulfate ¥5 & U chondroitin 0 - sulfate /)
WL, €/ 270a—F )Lk 3B-3 Z Wiz agiiit
TRIGHEMEERNCHETH -2 Lieh > T,
SEDORKET, ERMEIEWEEZ 72 HG BB XD
& DAC [H1 & 1 5 T 3B - 3 (chondroitin 6-sulfate)



T8 TR

NEOBIEHETH -T2 &iF, ThETOREEF
BELEWEDEEZBENS. 272 L, Fukatsu 513,
chondroitin 6-sulfate PG D73 fRICDWT, IE & DR
%3 X OB £ S “young connective tissue” TOF
HEEFHLTED, IXNTOEEETHEThHo izl
ELTWEW® SEDODbNDNOMENSIE, 2
RS T E TOBFRTH O, TR E-
TR & N7z“young connective tissue” TH 3 £ EZ 5
ns.

—71, €&/ 78a—F)UEilk 6B6 2 WV 7o g g ta
T3, HGHE CEMAFREOE@RNH L H BN, 3B-3
CIEHDOFTRTH o7z, 6B6 X IEH HIEORMEHRKIC
BOWTIHMEE 5D, BEETORRIDENEEN
2t DTH 52 6B6 Z small dermatan sulfate PG
DAT7EHERBT HHPY, BEEICEVT
dermatan sulfate PG (DSPG) Wi/ > LT3 L5,
bNONOFER L [F—DWEEH S P 6B6IC k>
TRl & % small DSPG @ T 1k 1 decorin T & %
M decorin I &, dermatan sulfate chain O # 7% 5
3° chondroitin sulfate chain Z 33 &DEH 3 . Yeo
5%, FERME Tl small DSPG O gic K % FH
1Z59 ) A, chondroitinase ABC WLEHIC & D Getth: Hdof
KB EM5, FURITEMEEMEICHFET % DSPG IC
EOTYRIENTVBABEMARELTNE . L
ML, TOWETIERY Z7a—F)UiiEMER TN T
WBT®H) 6B6 T E N5 LY O dermatan
sulfate-chondroitin sulfate PG & 32i & L C W5 AJREM:
&3 2 AFMIC, KIEFERIEIC BT decorin A3
MLTW3EDHELH M, TN 51X decorin D S
5 chondroitin sulfate chain #7592 & OO & Z
% h—(b\% 28,41).

KGREALIC X > THRAMESF i 35 X O A A
M5 CSPG FEENFEINS T EAMEETNTVS
A ERRIC, KBRS 51 C decorin
versican J&1z 7~ hypomethylation B’ 5% L9 %
HEEH O B EBEEICBWTIE, B
BHAIREIC X% PG EEAICKERZDET S T EHUR
X N%. Fukatsu 513, BREORMEEEEE DR
i< chondroitin 6-sulfate PG 2 FHEId % L5 ATRLIC
DV, MO S ZHR L TV AN Y, S
DM TH RO AN H ED BN (77— 2K
R). 2L OEEEEFHMIEIIC X > T PG EANTE
NBEVSHENDH D Y £z, SEObADND
MENCHB VLT E, DAC ME B KU HG HEOMICIE
HIRERE 2 2287 B BT B E O 2B R RN
EENTED, ZOHRTIIRERERR O E i fsR &
FEAONHHEMEOEZICEHIRETDHS.
L7zh> T, DACHE & HGRIE TH 5N S PG D
BN, KEmCEEA O EZ(L EBEE#E L T
LAREMESEZZ 5N, TORICELTE SR BHH

il

WETH 5.
i

1. B (bR ARIE O KGR N REAGR T (DAC) &R
TR R AR (HG) oM gzt lLiz & &,
ffEE S 2 > 287 ORBIERX (a- SMA, desmin,
vimentin) I[ZANA LNz, T 5, BEMRROEE,
BrUoMEOTuTr4 714> (2B1, 3B-3, 6B6)
DRBICEEZNH LD ENT.

2. DAC 5 X U HG D[H&IC fibroblastic cells (EBSC,
PC) WA L®HENTZD, WINE o FEHT 7 F >
(a- SMA) WEEMETH % T &5 myofibroblastic cell
EEZ5NTz. EBSCICE UK UISKEREHfl & 0D Eife
MAHH N, KEEEIR O TE /5D myofibroblastic change
EELEBEDTHD T EHRBEI N

3 MG A AR DA E k& 2 R 7 OFEBEE T o-
SMA+, desmin 9 pt, vimentin+/—, HG BEIC L)
% EBSC DJEE 1% a- SMA+, desmin+, vimentin+,
DAC i & I B 1 % EBSC @ ¥ & & a- SMA+,
desmin—/+, vimentin+ Td >7z. DAC & & HG [&
B9 % &, iiE Tld myofibroblastic change 1< X
ZHREFIROEEDOZEDN B B > TnBH EHB T
EWNTET.

4. ETcOTaTA T h UFEIE, DAC T 2B1+,
3B -3+, 6B6—, HG T 2B1+, 3B-3—, 6B6+ Tbh»>
7z. myofibroblast (& %\ id myofibroblastic cell) &
MR EEEAREE S D, TS OBEMIEOEED
REENT T4 T 5 OREICES LTV nTEEE
NEZ 5N,

5.2BLICDWTCIE, DCARIE & HG [HE & TEMNH
EHH5NT, HG OROTERE TIE HG B8 & —HRHERH
BB LIz b E > TWB T EhVRB E Nz,

]

BB R O W TR ER O ['HE & H AT R AE AR
OREE R > Z2ET 5. ZLT, HETI,
R R A Bl O R EZE I XK > THETU K
myofibroblastic cell A FEA: 9™ 2 MIABAFELE DRI TR
B> TV ARIREMED R E N,

=

Fzizsichizb, HEEZHLO X LEE
AR VR E LR =80, R ZE D
D ELHE R AESEESBRICHEHRNL X
9. Fiz, EEOWIHEEZED O F LS R
HEE EHGER D CICBE SRS L E .

AWFZEDOEFE, 510 [ HAHE LB RAEESE
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