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Changes and significance of serum IL-6 and hs-CRP in immunopathogenesis of Graves disease =~ MIN Xun', WANG
Jing-yu? \CHEN Li'. 1. Department of Clinical Laboratory,Af fliated Hospital , Zunyi Medical College ;2. De-
partment of Medicine Laboratory ,Zunyi Medical College , Zunyi,Guizhou563003,China)

[Abstract] Objective  To investigate the effect of serum hs-CRP and serum IL-6 on the pathogenesis of
Graves disease(GD)in order to search for new diagnostic parameters of GD. Methods 4ml. venous blood was collect-
ed from 30 untreated patients with GD, 28 GD patients treated with tapazole more than 1 year and 33 healthy per-
sons. Serum hs-CRP level was detected by auto-biochemistry analyzer. The content of 11.-6 was tested with radioim-
munity kit. Results The concentration of serum hs-CRP in the untreated group was significantly higher than that in
other two groups(P < 0.05). The content of IL.-6 in the untreated group were significantly higher than that in other
two groups(P < 0.05). IL-6 displayed a positive correlation with T3 and T4. Conclusion The activity of serum hs-
CRP and IL.-6 in GD patients increases remarkably.but significantly decreases after using tapazole, which may be as

good parameters to diagnose GD and monitor the curative effect.
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