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» Estimate Prognosis

* Establish Diagnosis of Rheumatoid Arthritis early
* Docutnnet Baseline Disease activity and Damage {Table 1)

¢

Initiate Therapy

* Patient education

* Start DMARIKs) within
* Consider NSAID
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* Consider Local or Low-dose Systemic sterpids
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Figure 1. Outline of the management of rheumatoid arthritis.
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Table 1. Base line evaluation of disease activity and damage in patients with rheumatoid arthritis

Subjective
Degree of joint pain
Duration of morning stiffness
Duration of fatigue
Limitation of function

Physical examination

Activity inflamed joints(tender and swollen joint counts)

Mechanical joint problems: loss of motion, crepitus, instability, malalignment, and/or deformity

Extraarticular manifestations

Laboratory

Erythrocyte sedimendation rate/C-reactive protein level

Rheumatoid factors
Complete blood cell count
Electrolyte levels
Creatinine level

Hepatic enzyme levels{AST, ALT, and albumin)

Urinanalysis
Synovial fluid analysis
Stool guaiac

Other

Functional status or quality of life assessment using standardized guestionnaires

Physicician’s global asssessment of disease activity

Patient’s global assessment of disease activity

Radiography
Radiographs of selected involved joints

*Performed only at baseline to establish the diagnosis. If initially negative, may be repeated 6-12 months after

disease onset.

d s Ad, BEE B4=9 Anga 34
CRP, 3%, B&50 2)&) 7= gobde] A
Adel gl BA(EE 75 24, 9us, ¥HY,
%), Ry F4 #5, AR &4 oF 5
grajok JTHE 1).

AAF FE WY
of Ha3jct EFF

—

ESR,

i
Mo M

u
-?{-‘
2

u o
wel %, FriEs A4, 279 5L, ,
2] AAl ¢l d@d, Felty's syndromed} #-2 #4
9] F4 Tl A Yt
Elw gtMg ol It
(Assessment of disease activity)

A7} A Py welck Ao e Al

A WgAs AHAAE Hohelok sl YRS F 29
2o A #4247 4% BHES Y wdd
4 gt 447} ez 471490 ESR, CRP 243
WAL SHER] A4} b s st

FOIE|A MEHO| otE =7
(Pharmacclogic treatment of RA)
Fobes EYe) 4B AnE E3 vlaHRe|lnA
st za] gHute] s oAl AHZolmBEy WL R
2 o] Fojzlr}

1. H|AH 20| =M 3HH X (NSAIDs)

Fobels BuY BAGA BE FEF $FL dh
AT A A5 E BAATII A $Hdew v

-S54~



- &)

D folEl s B Amel A4 A -

Table 2. Assessment of disease activity in rheumatoid arthritis

At each visit, evalutate for subjective and objective evidence of active disease

Degree of joint pain(by visual analog scale)
Duration of morning stiffness
Duration of fatigue

Presence of actively inflamed joints on examination(tender and swollen joint counts)

Limitation of function

Periodically evaluate for disease activity or disease progression

Evidence of disease progression on physical examination

(loss of motion, instability, malalignment, and/or deformity)

Ervthrocyte sedimentation rate or C-reactive protein elevation

Progression of radiographic damage of involved joints

Other parameters for assessing response to treatment{outcomes)

Physician’s global assessment of disease activity

Patient’s global assessment of disease activity

Functional status or quality of life assessment using standardized questionnaires
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Table 3. Dosages, approximate time to benefit, and mornitoring of toxicities of DMARDs in the treatment of RA

usual maintenance approximate toxicit Ui . . i L
Drug . P y -req- ne Baseline evaluation system review/examination
dose time to benefit momitoring -
None unless patient is vision changes,
HCQ 200 mg bid 2 6 months macular damage over age 40 or has fundoscopic &
previous eye disease visual field/yr
SSZ 1,000 mg bid, ud 1-3 months myelosuppression CBC, LFT e USUL)DTLEE.'I(-JHV
rash, photosensitivity
myelosuppression, CBC, Cr, LFT, Chest X ray, y . hort ¢
e
. oral 7.5-20 mg/wk , hepatic fibrosis, Hepatitis B & C FYEosIpD ‘esswn. St m_bb ©
MTX o 1-2 months . ) s breath, N/V, L/N swelling,
inj 75-20 mg/wk cirrhosis, pulmonary serology in high risk . )
, , . . potentially teraogenic
fibrosis or infiltration patients
. . e o diarrhes, alopecia, liver, renal,
. , : diarrhea, alopecia, CBC, Cr, LEt DOC_ ¢
Leflunomide 10-20 mg/day 1-3 months . gall bladder dis, teratogen
rash, headache, hepatitis B&C serology
delayed mens
. a few days . assess for infection or L X
Etanercept X mg sc 2 times/wk none recognized . K R acute or chronic infection
to 12 wks risk factors for infection
310 mg IV/8 wks a few days assess for infection or
Infliximab+MTX none recognized te or chronic infection
3-5 mg IV/1 wks to 4 months ’ ® risk factors for infection acd
myelosuppression
Azathioprine 50~150 mg/day 2-3 months hepatotoxicity, CBC, Cr, LFT myelosuppression
lymphoproliferative ds
2550 M/2-4 myelosuppression, . . . myelosuppression, edema, rash
Cold, TM me 3-6 months ¥ r_)D } CBC, Cr, urinary protein ¥ o .
wks proteinunia aral ulcers, diarrhea
Gold, oral 3 mg bid 4-6 months samne as Gold IM CBC, Cr, urinary protein same as Gold IM
i renat insufficiency, CBHC, Cr, LFT, uric hypertrichosis, paresthesid, nausea
Cyclosy 254 day 2-4 ths . i .
e us.p(mne mg/k/day fronts anernia, hypertension acid, BP gingival hyperplasia, edema, BP
A AlsFa 7rRH o] gab ] £30o] HAEo otrexate(MTX), leflunomide, azathioprine, D-penicilla-
2 A serum creatinine®] 2.5 mg/dL o4 A g0l mine, gold salts, minocycline, cyclosporine, etanercept,
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3) MTX
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