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The Clinical effect of T-cell CD,, ligand,IL-6 and hs-CRP expression on rheumatoid arthritis patients
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Hospital of Zhenjiang City ,Zhenjiang,]Jiangsu 212002)
Abstract: Objective To investigate clinical significance and the variation of serum interleukin -6 (1L.-6) , high-sensitivity C-reac-
tive protein(hs-CRP) and T-cell CD,, ligand(CD,,L.) in patients with rheumatoid arthritis(RA) (included activity group and stable
group). Methods 90 cases of RA patients in the observation group,90 cases of healthy volunteers were selected as control group.
Enhanced immunoturbidimetric assay was used in measurement of serum hs-CRP. Levels of CD,,L.,1L.-6 were detected by enzyme-
linked immunosorbent assay. Results BPC,RF,ESR,hs-CRP,1L-6 and CD,, L. in peripheral serum of observation group were sig-
nificantly higher than control group,the differences were statistically significant(P<Z0. 05). BPC, ESR, hs-CRP,IL-6 and CD,,L in
peripheral blood of patients in RA activity group were significantly higher than patients with RA in stable group, the differences
were statistically significant(P<Z0. 05). RF, ESR, hs-CRP,IL.-6 and CD,, L in peripheral serum of RA patients whose platelet ele-

vated were significantly higher than RA patients whose platelet stay normal level, the differences were statistically significant(z=6.

070,3.858,3.272,3.217,2.253,P<0. 05). Conclusion

Serum hs-CRP,IL-6 and CD,, L relate to RA inflammation closely. Com-

bined detection can observe the condition changes and treatment effect in patients with RA.
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F1 RAASERMNBAMBRBIERIER(TLS)

20 50 n BPC(X10°/L) RF(IU/mL) ESR(mm/h) hs-CRP(mg/L) 1L-6(pg/L) CDyoL(ng/L)
XFHR 90 227.7+62.3 15.3+6.7 8.243.2 2.841.5 3.7+t1.6 2.540.8
WMLl 90 283.5456. 8 40.1+7.3 40.5+10.9 9.7+3.4 7.6%2.4 8.6+2.2
! — 6.279 23. 744 26. 974 6.669 12. 827 6.531
P — 0.001 0. 001 0.001 0.001 0. 001 0. 001

— LTI EAE

*2 RABEHSEHAMFRIWIERILE (T5)

2H 5 n  BPC(X10°/L) RF(1U/mL) ESR(mm/h) hs-CRP(mg/L) 1L-6(pg/L) CDy L(ng/L)
RA faE 4 42 267.5+59.1 39.545.9 36.549.3 8.8+1.9 6.9+2.1 7.6+E1.7
RA &4 48 292.5456.8 41.2+8.2 45.1+11.2 10.642.2 8.4+2.7 9.242.0
¢ — 2. 044 1.114 3. 929 4.124 2.911 4. 058
P — 0. 044 0.268 0. 001 0. 001 0. 005 0.001

— BRI EAE

x4 RA B2 M/NMRIEFEAMM/NRFASHKRINIBIRILE (TL5)

21 5 n RF(IU/mL) ESR(mm/h) hs-CRP(mg/L) 1L-6(pg/L) CDyoL(ng/L)
1L /N TE 4 50 35.24+6.1 37.1+8.8 8.9%2.0 6.4+3.5 8.1+1.8
I /N T v 2 40 43.9+7.5 44.6+9.6 10.2+1.7 8.7+3.2 8.9+1.5
¢ — 6.070 3. 858 3.272 3.217 2.253
P — 0.001 0. 001 0.002 0. 002 0.027
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