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(Table 1) Nonpharmacologic therapy for
patients with osteoarthritis

Patient education

Self-management (e~g., Arthritis
Foundation Self-Management Program)

Personalized social support through telephone
contact

Weight loss (if overweight)

Aerobic exercise programs

Physical therapy

Range-of-motion exercises

Muscle-strengthening exercises

Assistive devices for ambulation

programs

Patellar taping

Assistive devices for ambulation
Lateral-wedged insoles (for genu varum)
Bracing

Occupational therapy

Joint protection and energy conservation
Assistive devices for activities of daily living
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AU 2| Rol= FALe} w2 Ro|=A FHAE
A AMEE AL @I gy BlaE R =4
A ARgol SlolA (Table 2)¢ Zo] 45 9
FE 2A2e] dPwrt & Afde COX-2
specific inhibitor& AMHEEFAY H|FelA H|2
H2ol=A gdalel A3 BIAE A A
4% AL dstn I

A3# 2argo] 4RI} B2 A= (Table
2%} 23, FEARE (Table 3)7 2.

(Table 2) Risk factors for wupper
gastrointestinal adverse
events

Age = 6.5

Comorbid medical conditions

Oral glucocorticoids

History of peptic ulcer disease

History of upper gastrointestinal bleeding
Anticoagulants

(Table 3> Pharmacologic therapy for
patients with osteoarthritis

Oral
Acetaminophen
COX-2-specific inhibitor
Nonselective NSAID plus misoprostol or a
proton pump inhibitor
Nonacetylated salicylate
Other pure analgesics
Tramadol
Opiods
Intraarticular
Glucocorticoids
Hyaluronan
Topical
Capsaicin
Methylsalicylate

The choice of agent(s) should be individualized
for each patient as noted in the text. COX-2
=cyclooxygenase 2: NSAID = nonsteroidal
antiinflammatory drug.

Misoprostol and proton pump inhibitors are
recommended in patients who are at increased
risk for upper gastrointestinal adverse events.

Q714 AANER YE COX-2 specific
inhibitor o} thsled 7iekstAl AsRw oS3}
Zth NSAIDs®l 8 287132 cyclooxyge-
nase(°]3t COX)& A3 arachidonic acid
2Ry ZzxelEdd (o] PG)Y & Ad
gomy BE RE Fu WP g 33t
ZFA(chemotaxis), 8% 544 & %3 ¥
4% ZFE 43ste Aolth. URAQ] FER
1009 @ Aol L2 ofx3|(acetylated
salicylic acid)& COXEZE H|7}g9F o= st
£ 9 OE NSAIDsE 7H9F o2 Ao
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A2 COX EA: UAZ FH(COX-D 4
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celecoxib ©] B3R FEo|rt.
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A2ZA norepinephrine ¥ serotonin —4 AE
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2 BAFI AN T FF20 AL e
H chloroquine® &3+ hydroxychloroquine
¥} Zor} Rakgol Holtk, F F3&
& 23, HRER, Mg, e 5ol
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AHEslE FAY A A 10mge 25
FAEln 2A8-E §AE RS U2 (facial
flushing, tachycardia, dizziness%), °]4to]
glow ERFRE 25mges FASIL FAHEo|
o 1 o FHE FAF FF0] 1.0gd =2
A &3t vdebd d7bA] wilF 50mge FA
g}t o] A717 AU gzl AEE Koy

2F £& 1499 132 FAF AS w8 24T
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FRgoge Wi JAN 4 IFF HaF
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sl Aol Fon FAtAlY ALe A &l
g7l A7 e 1-2 F FS2 CBCE &

(3) D-Penicillamine (DPN)

D-Penicillamine2 @444 At o4
T-9} dst7e] HFLg AXFozH ANFTIHRE
et 2% FruiElx  #Ed de
600-1500meg= AH&ste Hl, Beo] AMEE 7%
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Al ALFRE A3 F3FE udrler g
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(4) Sulfasalazine

Sulfasalazine® %/do] i Zx7|o| 73F
RAdIAN  &IF7F Qiet HAlE el
sulfapyridine®} 5-amino salicylic acid® ¥
et zerlde S4skE oY Wy FoA
42]9 reactive oxygen species® productE
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(5) Methotrexate (MTX)

MTXE |43 wsgd 325 /IR 832
dihydrofolate reductasesbe EAE A3t
DNAZA S A&t MTXE DMARDZ oA
7V E#7L gl ekAlolt. MTXE fubels
A x| F2F 7.5 WA 20 mes AHESE
A< A% F, FLElelor A, penicillamine
5 2o g3} AU 2L Aoz dRA gtk
MTXE o2 gfniels okAld Hlgle] g3}
Yehdr]l AlZsieE AZl7E 1A 2092 wa
, 67l F3 298 JeEhie AeE g#A
o} Ragon:= A7y o4 FUE Bl
g o] ALE A Po] T FAol
Agct 71 Fag B2Agoz2es 7t ARs)
7b et 60%2 #AlA 71EHAE FA
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#H0] IAE Lk T RS =EA e ¥
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o] wetde 23 FZAx AAEH 9 o]
23 23 7t 289 #AY, methotrexated]
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AE AFES methotrexatert$9] Al 271
A FEFA AR £ F
oltt, Fdstd 6-8Fuidl
75 %A Adsn ttE2 DMARDE #AHAS
oAl 2As7E oft. Z13AE RN FHE
A% HY, 550 Futd HtdHel 53| &7}
go] A7t} ©] 7% colchi-cineol &E#H7}F 3l
). &3 BAIE HZAZ] @XFo] MTXEH F
PG 5 glo] FolE g¥Th

o o

{6) Bucillamine

D-Penicillamine®} 383 FZ7} fARE
2 JdEJA] sEso] 1983 E Shiokawa
o ola) AHgd7] ARER, 4 oA
7V ®o| AH4H¥E DMARDZFY shtoldt. &
43 ddddelM B dFEHAR,
suppressor T cell &7} T cell $494], NK
AZgAEe] Z7h, dpeA IL-18¥ 4
T 98 993ty zipl gEzd e
100mg/day8 AlZsted AA8] 200me/day
2 Zsld ARMSsly A M€ CBC.
urinalysis® ®g A8t pancytopenia,
nephrotic syndrome@tAol s #ES Q4]
ot DPN o ®jg} oldl 2242 Aol vehiA
%e oz =Hol g dRojMe MTXS B3
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(7) Azathioprine

Purine analogue® adenosine, guanine®
Be ey DNABAS AAAZTE  divl
1.5-2.5mg/kg/day(50kg 7%, 75mg-125mg)
o] $3ko 2 ARE3I}

(8) Cyclophosphamide
DNA cross linkingZt8o] %l¥ alkylating
agentZ A FA<Y RE A L3 A

oty Ywdem AL AT Fof YL
1.5-2 mg/kg/day® RANE EFETE 93
8 =4o] BAHTE o7lo] AujHoltt EP
wadgoz E4A, A4ls dARESE T
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(9) Cyclosporine

Cyclosporines 943 &7l SHEH o
W oulg 4 ourkdEl AREge) 7hsd wEe
A gts]o] AMgsta AL (2.5-5.0mg/keg/day)
o2 FZo| gl RA°|HA TE DMARD
of EgAY w AR} HI tir|# dAET
Ar MTXEE Foie} Hlwsld cyclosporint
MTXH3 T Tl #EFe] 20%5x0] #ZF
Hn B2eoME ou|e Aole .

4) AETA AAZE o] &3 A&

(1) g8 A7 (anti-leucocyte therapy)

Folg)l2~ #AQe WAy wr|dew F
Z2AAHITY class 11 (MHC-class 1I) &4
(dependent) T BEF7} Figti= AHdo]l &
A wel T FZFE dder & A8Hol

25T &4 T dxEFe| F£E Fol7] Y3l
thoracic duct drainage, leukopheresis,

total lymph node irradiation &°] A= ®ut
dov e AY ol4HA ¥ Utk o|FE
TE=ZTo F¥de AW T CD4, IL-2R.
CD7, CD5, CDW52 o] 3o ©1&& B3l T
PZE uyf2d dgukge] dojung FHI
Qo gk dd F2IAE A THEH=

gAY HrlsS 2As] By WS A
b Whgo] 2s ARsx Jew o F 7t
A s AgE FA FAL CD4olth. CD4
FHged e FAE AHEA FEHLE HE
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datA He | 2 7k A9 T
L“ﬂ ( murine anti-body)& AMHEA|
A&HY 3 (chimerized)
& NEAA A&7 2 ot
U g zhael 94 e sAde Hie
Al DABA] gol WA o] 9] HE 71A
o] & Ao FZHrh CDAE A AHEA]
Bargo Avjsle] 2d FE, A W F
Wy o] wtE g2 of

(2) MolEFIRI A&
(treatment with cytokine therapy)
Frigla #EE #AolAM cytokine
A 42 B ¥ AYPS AT YA
AL M HlA ol &z gitt. BHEA
Zge] Bxoz AxHn Y 7P dEAY
cytokine2 INF-7y & INF-7 7} BREZ3Y &
Aglel olo] whE Al A <A, B3 H7)
A9l (pre-activated) monocyte/macrophage
oA cytokineAdAd <A A& o]&dtdd 1983
ARy ATt ARHAT. AAAR S 23
ZgsPH INF-7y S92 2EH=Ro|l= &3S
29 £ gdslen Ay APz sfde] e A
oz ¥agx i

o] >z
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(3) Mol EFIRIC tigt FAE 0|4 A=
(antibodies to cytokine)

Folelx #HEE #xle] o thFe s EA
slo] AW dAE FHGn €2l TNF-e,
IL-1, IL-6 53 22 cytokineol Uigt @Y £
2 IAZ A3l o8] LS Addo=m
A8 g3le =Sl FyPHu sih
TNF-e¢+¥ 2 macrophage/monocytesolA
Fojglo] Fulelx #Ede] 45 wAARE F8
3 gas gdetn glen Ay mxet e
AR, e A2 233 bl Yvkm B

v} otk AHR o2 TNFE Fastes 4E
TNF-a°| Wi &3 (chimeric,
ad ZF2 FAIA A Z\"“—/‘P‘ﬂﬂ
infliximab °] $Ith. Infliximab € 75 %€ %
b emAdz 25%E F ©eA=R  o]Fo
chimeric monoclonal antibody °Ith. Izt
WAL Fe BS Ao spAxoE 7
st gtk FulElx HHAAA FAG 23}
A Z4e zAF @4 EHWH CRP, serum
amyloid, serum IL-63% Z& ZA M &4 %
Aol glgstn 2z At &3iE  (soluble)
TNF &g 01zt 1gG19 Fe #A& 73
el ﬂ';ﬂ?} Az3 4972 EY(recombinant
fusion protein) ¢ Etanercept © 1Yl 2
3] v5 FAR FrlElx BHAY 9 TS A
Azt B4 &3S dolEths o Ravl doh
XHZo]=, pentoxifylline, thalidomide%2
TNFe §4S 9% sl Folels PR
s JeRd $ ok gEiA itk olgd=
IL-13% [L-69 #4-& 2] fl3) dd 28
FAE o] 43 X7 WHEC] AE vt
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fu k

human
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5 rﬁr
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(4) §3 244 g FAE o] 83 A8
(antibodies to adhesion molecules)

Folel A BAEYG dxle] FdoN dAsEE 4
Z AEEL Ao RE ol5d ZezE AW
v}e] [CAM(intercellular adhesion molecule)
o] 4= Al¥e CD18H Aty IS5t &
3’&‘%'1‘_& WLl #AYR o] FdA HEg o
d ZE FAE o|&3td CD18% ICAM-19] Z
e apgtetE e ol Al=E 1 Qltk. TNF-e
r ZAEsA g3 JgMAEE gds AA
[CAM-19] 2dg ZF7R7lE2 TNF-a
ICAM-19] Ade FBHeZE WP olFd
JAste A2 Adzd gy} Jepdo
3 A U

o
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(5) Oral tolerisation (A7
FrlEle #EEY A9 BF F B4 A
A g94E A e EdE2e
237 TEA e A2¥
collagen)®] g A
Trentham 3} A H. Kang 5°l <3 A+
AHFENA type II collagenS H3} FUdHA
olelx BAGH AR i 54 ¥4
vx)Zd o 24 type II collageno] A7FES
doz & gioke AMde] dEFHUTE AL
type II collagen] HEZLL T2 Ehhy
Helo]l= (immunodominant peptide) & K
nEo] e ofxat 25004 270 peptide

&

=

izt u
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N
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fr o

(GPKGQTGKPGIAGFKGEQGPK)E&  #4d%
T A ALHozy AF Fodstd oral

tolerance’} f=sv A& AT 1993 d
Trentham%-< FrHEA BEE RN 2%
9] type II collagens iy 7T Fosted A&
A7) LS Eusch Type II collagend
AT F Folrtx 1 Bt FReME: A8
A7F Ztn 9 B2 £24-S gld & 3o ol
e A7t el 1Y Folvh

L.
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(6)Leflunomide

isoxazole-based immunomodulator24] t
DMARD ¢k= €8] uridine monophos-
phated] A4tz #23¥ dihydroorotate dehy-
drogenase® Alstd @Astd Aol A
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