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——— Abstract

Background Rheumatoid arthritis(RA) is a chronic long-standing disease with substantial mobidity and mortality. The effects
of disease-modifying antirheumatic drug(DMARD) are not enough to induce complete remision, combination therapy is
mandatory. It is unknown why some patients respond to treatment better than others. I studied factors affecting long-term
effects of DMARDs in patients with RA. Methods Thirty-two patients with rheumatoid arthritis were enrolled. Disease activity
was assessed by the duration of morning stiffness, erythrocyte sedimentation rate(ESR), C-reactive protein, swollen joint counts,
Ritchie index, and modified Sharp score. Patients were treated with various DMARD combinations. The treatment goal was
50 percent improvement in symptoms and signs. Result The most frequently used DMARDs were Methotrexate +
Hydroxychloroquine combination. Fifty percent improvement in disease activities was observed in 34 % of patients Duration
of morning stiffness was decreased from 2.38 +2.86 hour to 0.28 +1.03 hour(p=0.001) in 6 months , 0.56+2.35 hour(p=0.009)
in 12 months, and 0 in 24 months. The swollen joint count was reduced from 4.07+3.21 to 1.22+1.31(p=0.000) in 6 month,
1.26+1.40(p=0.000) in 12 month, 1.14£1.59(p=0.001) in 24 months respectively. Ritchie index was also decreased from 5.77
+5.69 to 1.42+1.79(p=0.000) in 6 month, 1.70+2.11(p=0.000) in 12 months, 148 +2.02(p=0.013) in 24 months respectively.
Erythrocyte sedimentation rate was decreased from 37.66+13.55 mm/hour to 25.86+18.62mm/hour(p=0.002), 2783+
16.20mm/hour(p=0.011), 24.35 *+16.60mm/hour(p=0.004) respectively. There is no significant difference in clinical parameters
and disease activity between responders and non-responders. Conclusion The combination treatment of DMARDs had moderate
effect in RA patients. No significant difference in disease activity parameters in responders and non-responders. Further
investigations with the larger patient groups are needed to establish the predictors of the treatment effects
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Table 1. Characteristics of patients with rheumatoid arthritis

Characreristics Value

Demographic

Age(years) 4528+1236

Female gender(%) 69

Disease duration{months) 70.66£90.79
Clinical activity parameters

Morning stiffness(hour) 2.38+2.86

Swollen joint counts 407+3.14

Ritchie index 645+6.24
Laboratory and radiological findings

RF * (IU/ml) 229.79+233.73

ESR " (mmvhr) 37.66+13.55

Hemoglobin(g/dl) 11.87%21.33

ANAT posme(%) 50

ANCAS positne(%) 48

CRP (mg/dl) 1684323

Modified Sharp score 17.83£20.36
Therapeutic

predmsolone dosage(mg/d) 3.40+1.98

Duration of NSAID" (months) 20414916

Number of arnicular njection 3724309

Duranen of follow-up{months) R5332+6.37

\ alues are mean=SD
* . theumatod factor
T - anonuclear antibady
" Coreactine protem

enythrocyte sedimentzuon rate
antineutrophil oy toplasmic anubody
non-sterordal antuntlammatory dirug
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Table 2. Changes of clinical parameters and laboratory findings.

Baseline 6 months later 12 months later 24months later
ESR (mm/Hr) 37.66+13.55 25.86+ 18.62(p=0.002) 27.83+16.20(p=0.011) 24.354+16.60(p=0.004)
Hemoglobin(g/d}) 11.84+1.48 11.90+1.80(p=0.740) 11.93+1.36(p=0.641) 11.74 £1.79(p=0.759)
CRP(mg/d1) 1.66+3.22 0.96 +1.60(p=0.218) 0.69+1.23(p=0.048) 0.47+0.73(p=0.037)
swollen joint counts 4074321 1.22 4+ 1.31(p=0.000) 1.26 % 1.40(p=0.000) 1.1441.59(p=0.001)
Ritchie index 5.77+5.69 1.42 + 1.79(p=0.000) 1.70+2.11(p=0.000) 1.4842.02(p=0.013)

Values are mean* SD(p-values)

sulfasalazine + methotrexate(n=2), methotrexate = 0.73mg/di(p=0.037) 24 Az} 7ZFA3H ey, 67148 &
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50% 9+ 1Eo 2 FARF AE BeFL 11%H(34%) g/di(p=0.731), 11.93%1.36 g/dl(p=0.641). 11.74+1.79
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.56 £2.35A1 7Hp=0.009), 2474 Jole= ZZRAPAL [U/ml o 276.68+£183.62 1U/ml), BAA(11.90+1.66g/dl
AT & YA T JBEFE AAF AIF A 407 o 11.85+1.50g/dl), BA£% (34.30+ 14.21mm/hour T
321 olglem 6, 12, 24 /Y Zo| zZHz 1.2+ 39.42£13.23mm/hr), C-3H-gT(0.80£1.94mg/dl o
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Table 3. Non-parametric variables in responders and in
non-responders

Responders(n=11) Non-responders(n=21) p

Sex 0930
Male(n=10) 4 6
Female(n=22) 7 15

ANA® 0.483
Positive(n=11) 3 8
Negative(n=20) 8 12

ANCA" 0.337
Positive(n=9) 4 5

Negative(n=19)

*ANA  total 31 cases
T ANCA  total 28 cases
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Table 4. Comparison of clinical parameters in responders with
non-responders

Responders(n=11)  Non-responders(n=21)

age(years) 48.10+1463 437941148
disease duraton{months) ~ 81.10%101.24 635.16+87.21
RF titer(TU/ml) 140.70+ 161.19 276.68 £283.62
ESR{mm/Hr) 3430£14.21 39.42 +15.23
Hemoglobin(g/dl) 1190£1.66 1.85+1.50
CRP(mg/dl) 0.80£1.94 2 10+3.66
modified Sharp score 21.40+20.60 15.95+20.85
swollen joint counts 440+3.72 389+2.88
Ritchie index 6.70£8.07 6.32+35.29
Morning stiffness(hours) 330£2.63 1.89£2.92

Values are mean+SD
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