REAABFHTRICOVWTY, xJREICILEK
L, 270FHAR S BT AIRE B L OG5
WT, FNEFNFHENRIEE B L TOHBE DA
B REFROLON, REFATHRMERD
RL72e 86IIIH 79 = VORRBEIRDIEDA
Bl TabbREEEOHURIFED LN
720 ,

Hylan G-F20#%5-8 TIZREICBVTOHY
7 7 = YO GEEBMOIRDIKEMEE D H
7z

ARFETES & HREBMEFENFRLTO
RIS, 2T0FHABR G KBRESL L UTRED
WTFRIZBW T O BEOERZEE IS T2
7%, Hylan G-F20#% 5 TI2IRE THOABKE LM
I HIGI T AR E o7,

CHMITIZERBIZ L 2G5 TFILOEENERZ S
N5, Hylan G-F20TIZLED 72D LA O
WEEPLEL LTWATEESLSH D, ZD720,
INAEREEDLDNIBIEHREND 5,
Shiavinato 5”13 Hylan G-F20% 7 H ¥ D IEH Ik
BET P B E AR (3ED) g L7 L &, 50% D
T FTRERSARD b, FETREICHEE
TR (MEk/~ 2 07 7 — ¥ B L UIFEEER)
WA ND L LTwa, E 512, Sasakin™®
IZHylan G-F20% ENLE v FHDHWIETHFIC
R ENFNI4H B L U28HE Z TICENRF
A, WSEENRIER /707 7 -V BLURE
EMBLE A AN AEEBELTY S,
SRIORRTIIBHTE LR o720, ThHD
HETHRLN-BWRIEREYS, RHREBRTHE
ML TR > TWItTiEbH ), MEKE
OREE TG E 7 TTREE D B,

¥ 7z, PERBIOHARAIZI, Hylan G-F20
NEH, HEE, TV F MY COERISERLD
BV ENHL IR o TE YY), HEMR
BEm SPREADFER SN TW AR, & (i
Iy FMRI IR EMBEEEL b O LR
MmonTHEY, WELAEBBIIHZL3LL
HHN TV, ZH6DOHylan G-F0IC& R

122 (1450) BAEI51#4 Vol.29 No.12 (2010)

LYENERHANE T 5 KR OKEREER
FHHILCLEY, SEOERERICEELL
WEEMED D % o

AE DY H FOAEFNVIZBIFH270FHA L
Hylan G-F200#) R ILEGFAERTIL, Hylan G-F20
OFHAE 5%, Hylan G-F200 %8R Ah 12
B A2 L7 BEEIPI O Re M 2 5 HESE
T5 L, xEHIEEARFERTOR) R 28 H
R REI R T 20D L TFRL TV
A, BROCHEVBETHIEPHL, LS
270 Tz, BBLRMEHIHIRIRS B 2227077
HAB S B HAR_Y - Tz, LA 5 T, Hylan
G-F20TIZ270THAICHROATIR b EEMR I NS
RETHR B R O EATHE RN RIIR S Az DT
HDHIENRBEENTZ, B FOAIZBWTIL, ¥k
BWIEIZ L D R UEDBERSFEST LI LD
b, FEEICERShLEDINOER, T2 P
F U ICRRET HEREDNEL, MEgOH
ELREIN TR, s, kg
BIEZILET 2WHEME D K& W LHERT %,

FED

Hylan G-F20i3 B A E AR VWC &I2 X
h, ThF CORBEIHAICILL, BIETENIC
L THRGEEBL 2L TTOA) v bOER
PO RAET) 2, BARALIC & B RGO 340
2 & BIRTRIIMAN BRI R D A ) v R AR S L
T2, 4EEMGLA2T05HAL DOAE TV
TOERBTIIRROFERS L U0 x 1)
v MEBO LN ol, Tz, BB
WEH2TOHFHAIZH LIV L AR S N7,

B &

1) Yoshimura N, Kawaguchi H, Nakamura K, et al :
Epidemiology of osteoarthritis in Japan. J Jpn
Orthopaedic Association, 81 . 17-21, 2007.

2)EEBES  BIWHIEBIEE OB & hE. EE
¥ ¥ =+, 45(2) : 16-20, 2009.

3 )Zhang W, Nuki G, Moskowitz RW, et al . OARSI

187 -



RRNERARBEEICH T 282 FRE 7 L0 V/E(T37 FE27077HA) ANZ— L CHRHBEIE 7 )10 B4 (Hylan G-F 20) SYNVISCPD{ERHLER

recommendations for the management of hip and
knee osteoarthritis Part Il . changes in evidence
following systematic cumulative update of
research published through January 2009.
Osteoarthritis Cartilage, 18 © 476-499, 2010.
4)EBRERS | BRI EEOGRE | BEAES

S (eThO VB ATOAL F)DOFEMMEEEVT,
Geriat Med, 48(3) : 355-359, 2010.

5 )Fassbender HG . Role of chondrocytes in the
development of osteoarthritis. Am J Med, 83
(suppl 5A) © 17-24, 1987,

6 )Dahl LB, Dahl IM; Engstrom-Laurent A, et al :
Concentration and molecular weight of sodium
hyaluronate in synovial fluid from patients with
rheumatoid arthritis and other arthropathies. Ann
Rheum Dis, 44 . 817-822, 1985,

7 )Balazs EA, Watson D, et al ; Hyaluronic acid in
synovial fluid. I. Molecular parameters of
hyaluronic acid in normal and arthritic human
fluids. Arthritis Rheum, 10 © 357-376, 1967.

8 IEM, i EE, AKEE D EmafeT v
> ER O gl i R BRI RN R, B AR,
12 : 259-266, 1993.

9 I shFEEE MEER D maFre T
YEROBI RAE SRR % - KA, 40 © 77-84,
1997.

10) Yokobori T, Watanabe S, et al | Mechanical test
method on the estimation of the lubricant
performance by hyaluronic acid. Bio Med Mater
Eng, 5. 117, 1995.

11)Mihara M, Higo S, et al : Different effects of high
molecular weight sodium hyaluronate and NSAID
on the progression of the cartilage degeneration
in rabbit OA model. Osteoarthritis Cartilage, 15 :
543-549, 2007. ]

12)Gotoh S, Onaya J-I, et al . Effects of the
molecular weight of hyaluronic acid and its action
mechanisms on experimental joint\pain in rats.
Ann Rheum Dis, 52 : 817-822, 1993.

13) Tamoto K, Nochi H, et al : High molecular weight
of hyaluronic acids inhibit interleukin-1-induced
prostaglandin E2 generation and prostaglandin
E2-elicited cyclic AMP accumulation in human
rheumatoid arthritic synovial cells. J J
Rheumatol, 5 : 227-236, 1994.

14) Yasui T, Akatsuka K, et al . The effect of hyaluronan
on interleukin-1 « -induced prostaglandin E2

production in human osteoarthritic synovial cells.
Agents Actions, 37 . 155-156, 1992. .

15)Shimizu M, Yasuda T, et al : Hyaluronan inhibits
matrix metalloproteinase-1 production by
rheumatoid synovial fibroblasts stimulated by
proinflammatory cytokines. J Rheumatol, 30 ©
1164-1172, 2003. .

16)Shimazu A, Jikko A, Kato Y, et al ; Effects of
hyaluronic acid on the release of proteoglycan ;
from the cell matrix in rabbit chondrocyte
cultures in the presence and absence of
cylokines. Arthritis Rheum, 36 | 247-253, 1993.

17)Julovi SM, Yasuda T, et al . Inhibition of
interleukin-1 3 -stimulated production of matrix
metalloproteinases by hyaluronan via CD44 in
human articular cartilage. Arthritis Rheum, 50 :
516-525, 2004. :

18)Ghosh P: The role of hyaluronic acid
(hyaluronan)in health and disease : interactions
with cells, cartilage and components of synovial
fluid. Clin Exp Rheumatol, 12 : 75-82, 1994.

19) INBESER, TOH IEE, BHHFE I | BEKE -
AEASISH T2/ FRELT VO VEDRE
%. Clin Rheumatol, 21 (1) : 20-31, 2009.

20)Kikuchi T, Yamada H, Shimmei M | Effect of high
molecular weight hyaluronan on cartilage
degeneration in a rabbit model of osteoarthritis.
Osteoarthritis Cartilage, 4 . 99-110, 1996.

21)Strand V, Conaghan PG, Lohmander LS, et al
An integrated analysis of five double-blind,
randomized controlled trials evaluating the safety
and efficacy of a hyaluronan product for intra-
articular injection in osteoarthritis of the knee.
Osteoarthritis Cartilage, 14(9) : 859-866, 2006.

22)Day R, Brooks P, Conaghan PG, et al : A double
blind, randomized, multicenter, parallel group
study of the effectiveness and tolerance of
intraarticular hyaluronan in osteoarthritis of the
knee. J Rheumatol, 31 (4) : 775-782, 2004.

23) Altman RD, Moskowitz R, et al . Intraarticular
sodium hyaluronate( HYALGAN®) in the
treatment of patients with osteoarthritis of the
knee . randomized clinical trial. J Rheumatol,
25 1 2203-2212, 1998.

24)Berkowitz D . Proceedings of the United States
Food and Drug Administration Advisory Panel on
Orthopaedic and Rehabilitation Devices,

(1451) 123

188 -



11/21/96. Fairfax (VA) : CASET Associates, 1996.
25)Jackson DW, Simon TM . Intra-articular
distribution and residence time of Hylan A and
B . a study in the goat knee. Osteoarthritis
Cartilage, 14 . 1248-1257, 2006. :
26) B IR, KEBRR, BREIEED | THFOE
BRI EAE (OA) € 7V 1 X UE %2 B &idh
HE(PS)EFNVICBIFALT VO YEEF M) YA
BH (ME3710) DEFEHHER. HH L IHE,
23 . 833-841, 1995.

27) B Hb S, HTiE—I37) |  EREFTRELHR
C EATFeTME B MYy LABE O LY ED
RIS ERRER. 3R L iR9F, 33 1 303-312, 2005.
28)Colombo C, Butler M, et al : A new model of

osteoarthritis in rabbits. I. Development of knee
joint pathology following lateral meniscectomy
and section of the fibular collateral and sesamoid
ligaments. Arthritis Rheum, 26 . 875-886, 1983.
29) Asari A, Miyauchi S, et al . Molecular weight-
dependent effects of hyaluronate on the arthritic

synovium. Arch Histol Cytol, 61 : 125-135, 1998. |

30)Fukuda K, Dan H, et al : Hyaluronic acid
increases proteoglycan synthesis in bovine
articular cartilage in the presence of interleukin-
1. J Pharmacol Exp Therap, 277 . 1672-1675,
1996.

31)Kikuchi T, Shimmei M . Effects of hyaluronan on
proteoglycan metabolism of rabbit articular
chondrocytes in culture. J Rheumatol, 5 : 207-
215, 1994.

32)Yatabe T, Okada Y, et al . Hyaluronan inhibits
expression of ADAMTS4 (aggrecanase-1)in
human osteoarthritic chondrocyte. Ann Rheum
Dis, 68 . 1051-1058, 2009.

33) Tanaka M, Nishioka K, et al : Suppressive elfects
of hyaluronan on MMP-1 and RANTES
production from chondrocytes. Rheumatol Int,
26 . 185-190, 2006.

34)Yasuda T . Hyaluronan inhibits cytokine
production by lipopolysaccharide-stimulated
U937 macrophages through down-regulation of
NF-+« B via ICAM-1. Inflamm Res, 56 . 246-253,
2007.

35)Goldberg RL, Toole BP . Hyaluronate inhibition
of cell proliferation. Arthritis Rheum, 30 . 769-
778, 1987.

36)Hashizume M, Mihara M, et al . High molecular

124 (1452)  BOEGSIF Vol.29 No.12 (2010)

weight hyaluronic acid relieved joint pain and
prevented the progression of cartilage
degeneration in rabbit osteoarthritis model after
onset of arthritis. Mod Rheumatol, published

~ online : 21 April 2010.

37)Shiavinato A, Finesso M, et al . Comparison of
the effects of intra-articular injections of
hyaluronan and its chemically cross-linked
derivative (hylan G-F 20)in normal rabbit knee
joints. Clin Exp Rheumatol, 20 : 445-454, 2002.

38)Sasaki M, Miyazaki Y, et al . Hylan G-F 20
induces delayed foreign body inflammation in
guinea pigs and rabbits. Toxicologic Pathology,
31(3) : 321-325, 2003.

39)Ohshima, Y, Yokota S, et al . Comparative studies
on levels of proteins, bacterial endotoxins and
nucleic acids in hyaluronan preparations used to
treat osteoarthritis of the knee ? Could residual
proteins and bacterial endotoxins relate to
complications? Jpn Pharmacol Ther, 32 : 6556-
662, 2004.

40)Bucher W, Otto T, et al . Differentiation of
hyaluronate products by quantitative differences
in their immunogenicity in rabbits . Possible
mechanism for product-specific severe adverse
reactions? Arthritis Rheum,-46 . 2543-2544,
2002.

41)Sasaki M, Miyazaki T et al . Immunogenicity of
hylan G-F 20 in guinea pigs and mice. J
Rheumatol, 31 : 943-950, 2004.

42) Allen E, Krohn K : Adverse reactions to hylan G-
F 20. J Rheumatol, 27 : 6, 2000.

43)Bernardeau C, Bucki B, et al . Acute arthritis
after intra-articular hyaluronate injection .
Onset of effusions without crystal. Ann Rheum
Dis, 60 : 518-520, 2001.

44) Chen AL, Desai P, et al : Granulomatous inflammation
after hylan G-F 20 viscosupplementation of the
knee . A report of six cases. J Bone Joint Surg, 84-A .
1142-1147, 2002.

45)Pullman-Mooar S, Mooar P, et al . Are there
distinctive inflammatory flares of synovitis after
hylan G-F 20 intraarticular injection? Arthritis
Rheum, 42 (Suppl 9) : S295, 1999.

46)Rees JD, Wojtulewski JA . Systemic reaction to
viscosupplementation for knee osteoarthritis.
Rheumatology, 40 : 1425-1426, 2001.

189 ~



SHMERE L TORIRE

- PTT
FMLlRE, himiE

B kA mEER BEET

- 190 -



S W SRR & T DOREIGERRE

LHMREES LU
SRS, R

faARENT  SREER™ FEHEE

@ é%'lﬁaﬁgzras” "%@%ﬁ@ﬁ%hamﬂm 1#;*1L:>mtlet FﬁE?’E "r@r,,—,ct'g%ﬁﬁgf
;ﬁ%AtMmgzmtaém rrbéwbnéow%t@ #%i&ﬁﬁ,%ﬁb% ?&%zmﬁm}
MRS EHBRIRD S D (IR BEWERDDD: BE53h. HEE%“&L“Z%mmEE%%ﬁ?%D‘
‘%@&EH-&E%<H<@WT§@ %ﬁx#uaLLtm% m@ﬁ@&fﬁ“%rwmﬁgmom
fﬁﬂ¥muﬁm5m%bnm B2 SR T e

LEMMAE, BAMEAEER, MEMENY, JHMFRIMEMMY, MBMELE, /systemic
scleroderma, mixed connective tissue disease, interstitial pneumonia, nonspecific interstitial pneumonia,
pulmonary hypertension

BFLERBRERIREINT WD, FHEIZZH
LIS 5 ORFBNC OV TR ISR 2 A S BT A
72\,
4 5 ETREAE (systemic scleroderma : SSc)

B XURAMAESMARE (mixed connective RIET T AH D FRIBS
tissue disease . MCTD) 23813 % By 7z i

SRE L LT, MUE M 45 & I 1LE JE (pulmo- 2002 4E ATS/ERS (American Thoracic Soci-
nary hypertension : PH) 258 Fbh b, Wi ety/ European Respiratory Society) @ﬁ}iﬁnf“
b SSc BL U MCTD TRREEZREHHEL I, WRBWILHE, W, RRTRE

ROEGTFHRELGT 5o THEETETHIR ﬁ&&lﬁ‘%u_t Lo THBY, Ll J;L’\J'T%E
HEELLEMETHY, QOL ZF L (KT FHBHOLEIMKT L. L2L, BED
D, BEDE ZAMRAKRRRIEHED T < HPHE->Th, BEMIIETTS, 4

Pulmonary Pathology of Systemic Scleroderma and Associate Connective Tissue Diseases
Nobuhito Sasakr*, Akihisa Kamaraii* *, Takashi Sawar™*
* Division of Pulmonary Medicine, Allergy, and Rheumatology, Department of Internal Medicine, Iwate Medical
University School of Medicine, Morioka
** Division of Leading Pathophysiology, Department of Pathology, Iwate Medical -University, School of Medicine,
Morioka
* EFERARENEEEERLE T LV F —BERSE (T020-8505 #FREEM AN 19-1)
** B PERERRSR AR AR S A B e I I

' 224 i B AR @ 69 % 3 5 2010 4 3 A

- 191 -



ABE A BN 25 & SRS R A g, TR
YeiE, IOV F AVERB ORI B
FWBMIEETH 50
i PR I V3 B g R R AR R IR
L, 4 A=Y %o0ATHEEDKS X CRK
FERICB 72 2 LENR DB EEDbN, WG
PRTEZHMETHERTLIERIIKE
Wy, )
FRHEENBW 2T 59 2T, © BRI
SN ERAE, @ REDO AP REA EE 2
WrOFH 0D &b Bl ZITRIERDBET B
T HUEEMA 5 OER T LD
Hid7z L, EBORELHENT 2 T & HHEE
ThobD, Hoh DRBIIRAHEEC
ho ERIBMLE LTIEHL ETHIERZ S
FEICBERESHAICHBR L RERHZEE
U, &#05H 5 L) ThHIERED =D
WRERPOLERTHILPET L,
MG 2 BET LT TIVAVAYR
BHRMIEBELN, FNICE ST, REDF A 7,
TR, 75, stage RERER DT LHTE
5o BIZIEH L WEEERESALONLPE
3%, FTOERIADR, 7470 v, G
¥, <wrzuzr—=¥, J)ryRROVWITNED
e EORBRIC X o TIZIZRIEDFEIEITF I
T&5b, EHIC, WENPELEDIHIIHHLT
WAMEILDSIEE o TV A DR ETRIEDRE
Y stage AYLIBT & B, UK, I TIIBEF
HAROBIEOBREDLME L 25,
ERIZIZFRACEFATD, WEEICL > TH
HEBWRLRLIEDNH D, L, WHEE
HEORER L HWTIC D L 578, MiOREZW
A3 L\ VX BT O TR A < TR AR
1, ZZRIICRTERRBE L 57217 TR,
EROFEEPREORE, &5\ aigsril

FLTERLENEWVWEZAIIHE, TN
— 75 ThiASHALER D X 5 (2 AR s AT
L3 MM L 2 Bl BIF T & D lisidr
TRV LIZEahd Ly,
EELOIEIRERBWE DT B2 TRL,
SIEMREEOF &, B, Mgz
EREIWEBL, WEROAMEZEET S
ETHhab,

aﬁﬁﬁEESH%ﬁE$WN9—D

PSSR M R ORBEER Ny — 2 Y
T 5T LIIRETHEDD S, DRI
WET, Ny —VICL Y TFRICEN LD
HTEhb, ZITRTNERTIZATENE
NOFRBERFRZ AT 50

U'FALRIEEE DAD (diffuse alveo-
lar damage) ‘

SEHME RV EVERG %, RPN R O B E
BRICRRD bD, B, AN, HHEIL]
D3P NnD, BESHTHRLDITEY]
B TH Y, BT Tk
BLU) oMBENSFED ONL, WY (&
AL TIEMEICBT MM, AR
HEE R ORISR S, SR %I 2
£ HHESE IR O BETH AR DN Do MiHE
{LH# T usual interstitial pneumonia (UIP)
Ny — v LR DA, W—TW A XADWE
2588 &4, KM DI FHER 12 I3 B IR
M ATIE A LI A RIS 72 5o

[ 23 (kAN OP(organizing pneumonia)
MifafgsEdi & LRz, R —TROMEN

TRAMEALASHERIZ A LI —B L TH Y,

2704 FAORSIZRIFTH 2,

H AN EERR @ 69 % 3 5 2010 4£ 3 A I 225 \

- 192 -



LHMRRIE S ZTORMES

[ IS REVRE AT NSIP /N5 —2/

BRI AP 5 B E LR 223 [ —EF T
SHRHREEZET S L2 O BT NSIP
(nonspecific interstitial pneumonia) /%% — >
LB ENDL I LSV, BTG TIZR
BLAE, B 5 95/ % 5EMi 96 D% 82 DIy —
VEREBYVY, ERNOEHMHO—Z, Milaf
ARz N TWD T LA NSIP OB TH
bo U UNREOME~NDOERMEZ E L L
HUREETdH 5 cellular NSIP &, MR 255
ETHEOBBELLLTEARIIRDONS
fibrosing NSIP 1243 F S %, MK 5A%
\» cellular # 4 713 fibrosing 7 4 712 H,
BRI 5 RUGHEIZRFTH 5,

Katzenstein ®43387 T3, cellular & fibros-
ing ¥ 4 7OH % cellular and fibrosing /%
¥ —v bk LTw/2%, ATS/ERS EESEHT
iZ cellular & fibrosing DARZENF & o Tz FE
B2 cellular and fibrosing /¥4 — ¥ 3%\ 7%,
BAE L fibrosing 787 — Y L BMIE 5720,
HIRLZ P SEERE L I3RS 2 VO TEBOEKR
BET L L2ERT 5,

72, IBEFICENT 5 UP /¢5 — MK
i % & fibrosing NSIP T3 8 jl 2SH 8 T &
Y, fibrosing NSIP (ZMHfiliz & 22 b dH
Y, ERERLIC & o T2 UIP 288 — > L 4l
EWMIZENTE 2V LY DH B, fibrosing
NSIP O45#iE, © MEET 2 HMiAM % T
U ABIEDONE, @ KHENZL (B
M OMBAEAL & BRIBEN AL £ THR2Z5 %
BRAT), Q@ WAL D /N THlukEE D
YN CEEMEEIERNITH 5 2 LA
Tohz, TNOHUIP LOEFICES
2, UIP Xy =& ENETRKLL L BT
BWAEDL->TL %,

’ 226 l A AW REERR @ 69 % 3 %5 2010 4£ 3 A

Bl EEEE MR UIP N5 —>

LIBT o T, SSc i2APFd 5 R
RIIZDNY =0 TholeH, BEOHET
AR o TETWRY, ZoEE, %
HiE ] TR LA A 7SR stage DEIHN D
EOHET, BED X ) IZ NSIP O 4AAt
BELTW:EDPo722 kb UIP /87 — U8
SVHETHA ) LBbhb, 7z, UIP /S
F—vRENPEZTMULLEZDPIZE ST
UIP ORI ELT H2DT, EEISLET
Hb. UIP DA, MMBEFMFHME L TR
EANARET, NEEDFIICE C, BRI L B
DEbETRLN, MREEIREINTE
2 BRHEALIRZE AS 24K TR — AR PN A ZE 0%
FOLNLONEYTH HYY,

B, BERICEMT S UIP 235 — ¥ Tl
1) Y2 IBIROTER R LIRE N~ D ) %
HEEAHLDL, BRI /NIVI &SN
twbihiTwb, UP %% — &, NSIP /%
Y—IZH L TATOA FRIBHEARAT
HAHH, BEREHF O UIP 1Y ¥/ 3BkiEH
bAOKLZENDATUA FIHEEIHIRT
XpLBEDbIB,

a RIS

JBEGE O B EEN K DOIFEIZOWT, Th
FTVubhTVEnrTldsre, OV
INERBREE ) YoMERBRONE T LA
b5, @FEFAVAHRATHERLEICDH
OB D A LT B, 3 i B i A
Ho THIFREMBEMEM % & T 5 & fuHll
BTvy, @ MEEMREIUAOMBRENZ
o TWnd, MIREZE, WEEFEDLN
2lbHb, ®FREBOKENEDOT L
CHN B, B2y = —7 LY (Sjogren) I

~ 183 -



P A s
® 1 SSc [CERHSNI-REMMR (UIP) -
WIS F | e B % R0 %

R CTHMIRE RIS ¥ IR,
SSc Tdh T\ BKEL 2 EAEIT 5N 5,

SSc $&U MCTD IC#SRIE N
o iz

SSc, MCTD Tlx, Zh ¥ CMZ MMk
(UIP) 8% —> (B 1, 2) #EVEHER
NT&7=2%, BETIENSIP % WnE EhT
WBY9, SSc IZAPET A ME MM T,
VE 7> DB IR 12 L~ HRME L D35  ENR % 5
DI ENE N, FHE O TILIE SN R
%O NSIP 87— & hiddwekashtTwn
bHo 12721, BELZIINIROZWwONE
HUDRBTHLI L2 b, MHESROLED
Wil E 2o THNSZ & Th b, SSc, MCTD
TRETEES X UEERENEHEICE0F
L, B, F3&Y, OENELEOBRE
BLORHEREA AR T ORI 5 TE
TWwb, T4 H5HEMBRICREIC L 2%
EBER B ETHORERIZHERY, &
W7 b NSIP & 2 S LA REEA S 50

SSc i3 3 2DHEBIZHGIPNT VA T E»
b, LORMICERTZPICL>THOR 2
BHBEDL > TL bo RIEATRCIEIEL A, #H
ML DS HEA B ERRE b AT L - FEMMI 212

2 SSc [TERD SN ItEERAT :
TR I R LA — 2 K& SOZRAMARD 6
%O

o, MRI-TL BB EDb-TL
5o FEHITIE, MEMRZOETH S, W
WRIETIEE o - E MM eS8 #AT L C
X8 THA). AL, NSIP L2 s
nTh, BEAMETEDOLNS LD <y
VU RBORERY Y SEKRE L LD 5
h, ez ATa4 FORSHESHREFTE
LFEEENEONLZE DD L, —F, HEIT
L7 Cld, BERMRMELICHRuEIC X 5
RIELSE 72 o 729/ BE, DAD #RD b DA E
T& 5, ,
EHEBRO 1 D0ERE L CHEMM %
REWTALENRD D, MIZEZNITEHE
WEFTLRVEM R ETIZEIOKRE (K
YAER L) REZHLLENLHEE5 9,
MCTD (237 % [ E M 9 13 BR R 1812 B
WT SSc EHEMLTHY, HHENZH LM
PLTVBEERTWS, BEEW,SHA
BT W% BAGBEMEROHE T,
MCTD & Wik 30%2 80 5h 50, PH & )
FHIZLL, MEREIZX B TIILERD
6% TdH b, BIEH L H 5 A2 MO HELTHI
LHEETS (X3, 4),

A MEREEEE @ 69 % 3 % 2010 4 3 A l 227 ’ :

- 194 -



l
VAl £5HERRE S T ORIRE

a.. SEIEMWF
B 3 MCTD [CER% SN RIEE 1R -

b. 34
FIEfEMEESHT (NSIP)

SEAERFATIMTC O E AT ) 7T ARIBEDTD 51, 3ERIITT Y H 5 AR OIRE L 0 — B i

BOLILA,

@4 MﬂDﬁrﬁE bbﬂhﬁﬁﬁﬁﬁm&m
FaRESE T A% ¢ G BT#E S 1 LA 1R 72 MBS AR 1 —
LTw3,

SSc B8&U MCTD ICET B EE

D&

SSc DML LT, @ k3o it
b, @ MERE, @RERED 3 SDDER
PBETENTWAD, %WKMEMW&W%
IO & HMEOE® R, i PDGF 2
HRBHROBEE AT bR T2,

Bk THAER S R 260245 5 4 <

‘ 228 ‘ HAME R @ 69 % 3 5 2010 4£ 3 A

F=7® phasell T4 7P ATHONRL T3
2%, MCTD (Z&0F L7 EYEMi%5, SSc DR
JERALICH LTA ~F = T HNIRCTHE L7
FIMED DD Y, SHOBEIHFEEING,
SSc DREEMAELIZB L Tld, CTGF D5t
ViR SN Tw/za%, CTGF 2 & 2 B3
T2 WAHEALARAEVE H C I ARAERE 2 B3 5 W R
BT VA=A Y VBEMBMEE~ Y 2 EF
VTHREWSNTEY, SBOERS —F v
FMEHE LTHEBENTWA, CTGF LRk
CHAHEILICBE D B TGF- 413, 5tk Mg
fili g2k LT TGF- f @ down-regulator &
% IFNy -1b D5 TG & 2HEF S -8
251, IFNy -1b b4 SSc 1246 L 7=
B RANOERED S =4y MZhsrERD
b,

gssC LB 3 ERRMEDBE

SSc TIX I E MM J 237850 & M7z W AT EE
RIMSE % 2 HIEFAFHREN D,
SSc ZEHaEH TP AMEKT L 729 ) T IR

195



5 SSc (El#&HH)
il ASEEE L, KA H B MIEAEB L TW5 (=),

MEMICEL B LD LN SN TS, il
MR (BB A LnE O NIRIEE Rk
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{22005 A4 THHD. 1 DFKRHIEHAK
X ERTBIATTHY, MistEiER & T
oMb, TO%E, WHH LD ITIZEW
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Histopathological study on the process of joint destruction in rheumatoid arthritis
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=2

XA
SR DAL (/S > 2 A) ik E & RN L TEHBOBBRICE S,

Stage I Stage II Stage III Stage IV

T

7T

A i e

ik
[OPAPS §4
57 @ KETHE
O] 23
WY RXAED AP & S BHEILIC X B
kG OTE BRI L B R =R
DU

3 Resnick IC & % BEEIKIEDEITETE
RATIZIEAS IVHIIZHTTHELTW A,

1. EROFERER

E#OBER#SE, FORRIRT &)
IO RETHS (F4)". MBI,
EERBAL L VWb A REEREZ D 2w
MlaAsERBIC 1, 28, FHELTVD LD RIRE
THAEL, ZOTIIZMEEEE B, 204
L BRI AL & TN B RHEYE O ML A3 D 1) B
WICBATT 5.

RO VT IR o RBMILIZ DV T,

Rz~ 7 07 7 — Y RAMBOWER AL & [H
WAL OWE B ML /E SN TE DS &
ETRMERMBLEDTITE AL EREE
OHERZAIETIE RV E Wbl Tw 52,

2. RAICH T B REDEITIEIE

a. [Stage I] Marginal erosion and joint
effusion GBEHEE TH 5 h 2 RIE)
—HE I IZ RA DR E 0 ISR A Ok E,
BERITETH Y, bare area L IFETNTW5S. #
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M4 EREOHERER
LM OFT & B ) REEHE S 2 TT RIS 5 (R 1 &AL,

BEIE, RMERHEERME S FREDE
HNMAE A L, RIERCE VHEERMIRO X
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THiplE, HLA/DRFtEMIE, TV ¥ 23%kkE
DBEHEIFRI o TV 5B RIEOKBIZESTB
)y RERLALND LI DA, M CD4
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b. [Stage II] Joint space narrowing (7&H%
HEORED SERBEORIN(2))
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BRICIBo TEHMOEMILAASNEY, ZORBEICIT IR
SEOMIL L A 5N 5.

B D& B EMN TS 5B ikE #IE (chondro-
clast) OFEMAL D 595, & OB TI2HKE
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/70 A Y OBEE, M TOMRE ML,

v 7va rEEs by 5.
c. [Stage ITI] Total destruction (B#H#ED
AR, THIE)
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