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Abstract

Rheumatoid arthritis (RA) is a chronic inflammatory disease characterized by syno-
vitis and damage of bone and cartilage. The major goals of therapy in RA are to o} Wb xBe] Exl B2}

relieve pain, swelling of joints; improve joint function; stop joint damage, and pre-

vent disability and disease - related morbidity. The past decade has seen a major s AaATE AR oY =

transformation in the treatment of RA in terms of approach and choice of drugs.

The previous therapeutic approach, termed the therapeutic pyramid, generally

involved initial conservative management with non - steroidal anti - inflammatory WAL o vl Hlof 9T, v)okE

drugs (NSAIDs) for several years; disease - modifying antirheumatic drugs . . .

(DMARDs) were withheld until clear evidence of erosions was seen. DMARDs were A Auw fAug, SA R,

then added individually in slow succession.a.s.th.e disease progressed. This fgrm. of A8 So| glom oFH 4

treatment has been supplanted by early initiation of DMARDs and combination

DMARD therapy in patients with the potential for progressive disease. The idea of = A7, <l

early intervention with DMARDs has been validated in several randomised trials.

This paradigm shift partly resulted from unsatisfactory outcomes with the pyramid

approach, and an increased awareness of the cost, lost productivity, morbidity, and o] F+= o X gof el 7]&dtaAt

decreased life expectancy associated with RA. These findings are the consequences }

f progressive disease, and have provided the impetus for development of more @t

of progressive . p p p

effective therapies to prevent joint destruction and maintain functional status. The ZolEl A PAG X2 AL

continuing elucidation of pathophysiological pathways relevant in RA, coupled with

advanced in biotechnology, offer substantial hopes for the development of potent = ofAl= 2A v

and specific pharmacotherapy for RA.

‘Keywords: Rheumatoid arthritis; Medical therapy; Disease - modifying an-

tirheumatic drugs
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E 1. 87v}e]~ oA (disease modifying antirheumatic drugs) ¢] A o] o] 3l &7
Safer More toxic Very toxic
auranofin azathioprine chlorambucil
hydroxychloroquine cyclosporin cyclophosphamide
sulfasalazine gold salts
methotrexate
D - penicillamine
E 2 $R0he 2 oo 54
Approximate time to Usual maintenance -
D T
rugs benefit (months) dose oxicity
HCQ >ed 200mg twice daily Infrequ.ent rash,.dlarrhea
rare retinal toxicity
Rash
Ssz 1~2 1g twice or 3 times daily infrequent myelosuppression
Gl intolerance
Gl symptoms, stomatitis, rash,
MTX 1~2 7.5~15mg/week alopecia, myelosuppression,

hepatotoxicity, pulmonary toxicity

Injectable gold salts

25~50mg IM every

3~6
2~4 week

Rash, stomatitis, myelosuppression,
thrombocytopenia, proteinuria

Oral gold

4~6 3mg daily or twice daily

Same as injectable gold but
less frequent, plus frequent
diarrhea

Azathioprine

2~3 50~150mg daily

Myelosuppression, infrequent
hepatotoxicity, flu-like illness with
fever, Gl symptoms,

elevated LFTs

D - penicillamine

3~6 250~750mg daily

Rash, stomatitis, proteinuria,
myelosuppression, infrequent but
serious autoimmune disease

HCQ: hydroxychloroquine, SSZ: sulfasalazine, MTX: methotrexate, Gl: gastrointestinal, LFT: liver function test
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DMARDs: 3549 54| it} wiA

A4 o2 QA &3t veh=dl NSAIDsel #
& QW ARRE etskar, wheha] ofA|o] Al o) i

2 PJrlets U Ak 7|7ko] A9t T3k 27t
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£0] & hydroxychloroguine, sulfasalazine 5= %
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n A4 9 34 Fol Yehv= A3 Frkels 3
2 F71AHke] ¢l 3 methotrexate”} Yt
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1. Hydroxychloroquine (HCQ)

ghaele]ol ofAle] AFOo R ARE &% 5~6mg/
kg/day(300~400mg/day)°l™, X &&= LEh=d)
°F 3714 7ol A8tk DMARD 5 F-2h&o] 7H
ofol il FRvtel M85 vl ofsht HCQ
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2. D - Penicillamine (DPN)
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D - penicillamine¥} 3}8}4] 27} §ARE ofE 2
2olA s o] AREE 7] AFFE I & 100mg/
AlFkste] AA38] 200mg/day® S Hste] AR
T /N3 CBC, 844 5= wig Aldiste] W
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4. Sulfasalazine (SSZ)
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37t olo] MTX, aeetejobd] st 37 ARS57] =
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a, AN kel 89S E o] cyclosporin A7} Lyt
Z — S =] [e)
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2.5mg/kg/d Folol nls| =

FolA] ok 15%0 4 H]7FGA] AlRAo] wF

i

r°1‘

o] Fot. 3 27
AHE et

&4 AgA RN AR JAtelA ol
TNF - a JAA|tH(10). TNF - o=
710 2N Fohe] 2~ Fdde] A Al 2 Aol 4
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1. Hochberg MC. What have we learned from the large out-
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