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[ Abstract] Objective To detect C-reactive protein (CRP) content in acute
brucellosis patients. Methods Special protein profiler was used to detect the CRP
content in 76 acute brucellosis patients and 40 healthy controls, respectively. Results
Among all the patients, 45 cases had higher CRP content (40.44 + 10. 21 mg/L,
group A), while other 31 cases had lower CRP (7.02 + 1.88 mg/L, group B) and
the difference between two groups showed statistical significance (P <0.01). CRP in
40 healthy controls was 6.68 +1.44 mg/L, there was significantly difference between
group A and control group (P <0.01), but no significant difference between group B
and control group (P >0.05). In addition, CRP were 40.44 + 10.21 mg/L and
5.64 £2.73 mg/L before and after therapy in group A, respectively (P <0.01).
Conclusions The C-reactive protein content is higher in partial acute brucellosis pa-
tients which is potentially related to acute inflammation and may become normal after

effective therapy.
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