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%H Xf HE 4 WFoR 4l (8 Py
FG(mg/dL) 100. 93219. 07 105. 8617, 64 —1.624 0.106
TG(mg/dL) 112. 1845, 74 106. 5238, 26 0. 820 0.413
TC(mg/dL) 214, 74457, 82 211. 354-59. 60 0.118 0. 907
HDL-C(mg/dL) 50. 56417, 36 55. 4616, 76 —1.731 0.086
LDL-C(mg/dL) 126.70+27. 68 117.74+27.18 1.963 0.051
CRP(mg/L) 5.7840. 83 10. 2644. 65 —8.900 < 0.001
ESR(mm/h) 15.074+4.15 31.38+15.39 —9.549 < 0.001
1L-6 (pg/mL) 12.5045. 85 18.8547.95 —5.632 < 0.001
PTX-3(ng/mL) 410. 80494, 26 701. 824-164. 37 —13.745 < 0.001
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FG(mg/dL) 109.40416. 86 104.57416.02 102. 81422, 85 0.959 0. 387
TG(mg/dL) 118. 42452, 21 101.87431.09 97.00+£14.11 2. 340 0.102
TC(mg/dL) 229.74+62.93 201.80+61. 24 203.14+40. 64 2. 204 0.117
HDL-C(mg/dL) 60.25+18. 27 52.784+13.81 53.84+20.13 1. 899 0. 156
LDL-C(mg/dL) 120.06429. 18 118.31424.13 111.8+31.89 0.496 0.611
CRP(mg/L) 7.20+1.00%4 10, 28+3.50*4 15.91+£6.21" % 30. 389 0. 000
ESR(mm/h) 21.8946.10%4 30.61414.06*4 51.32412.67*% 32.967 0. 000
IL-6(pg/mL) 13.88+2.34%4 18.34+7.31*4 29.58+6.18* % 37.313 0. 000
PTX-3(ng/mL) 741.66+181.17 691.124+152.97 656.554+155.16 1.603 0. 207
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Pt 0. 420 < 0.001 0.117
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The correlation of PTX-3, IL-6 and CRP with disease activity in RA

WANG Zhe (Department of Hemorrhagic Rheumatology, Hanzhong Central Hospital, Hanzhong
723000, China)

Abstract: To investigate the relationship between disease activity and biochemical parameters such as pentraxin 3(PTX-3), IL-
6 and CRP levels in patients with RA, a total of 90 patients with RA in our hospital were enrolled in this study, including 30
patients with low disease activity (33. 3% ), 44 patients with moderate disease activity (48. 9%), and 16 patients with high
disease activity (17.8%). 60 healthy subjects were selected as the control group. The differences in PTX-3, 1L.-6 and CRP
levels between the two groups were statistically analyzed. PTX-3 and CRP levels in the study group were significantly higher
than those in healthy group (P <C 0. 01). With the progression of the disease. 11.-6 and CRP levels were increased with the
disease activity (all P <C 0.001). Besides, ESR level was also elevated in the high activity group (P <C 0. 001). Furthermore,
PTX-3 levels in serum were higher in low, moderate and high disease activity group respectively, compared with healthy
subjects (all P <C 0.001). A moderately positive correlation was evident between the DAS 28 score and the levels of CRP, 11~
6 and ESR (r=0.654,P < 0.001; »r=0.555,P < 0.001; r=0.557,P < 0.001). On the other hand, a positive correlation
was evident between the ESR and IL.-6 levels (+=0.489,P <C 0.001). These results indicate that PTX-3, 1L.-6 and CRP can be
potentially used as biomarkers of RA. The combined monitoring of these indicators can effectively follow the disease develop-
ment status and may provide experimental basis for clinical treatment.

Key words: rheumatoid arthritis; disease activity; PTX-3; IL.-6; CRP





