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[Abstract] Objective

To find out the changes of CD3" CD4" T
rheumatic heart disease (RHD) patients and to discover the relationship between the hs-CRP and IL.-6. Methods

lymphocytes, hs-CRP and I1.-6 in peripheral blood of the
The proportion of

CD37 CD4" T lymphocytes in peripheral blood mononuclear cells (PBMCs) from 38 patients with RHD and 37 healthy peoples were

analyzed by Flow cytometry. Concentration of hs-CRP and 11.-6 in serum from the same sample were tested the by ELISA. Results

Compared with the healthy peoples,the proportion of CD3™ CD4™ T

lymphocytes and the serum concentration of hs-CRP and 11.-6

were dincreased obviously in patients with RHD all(P<0. 05). And the proportion of CD3" CD4" T lymphocytes were positive cor-

related with the concentration of hs-CRP and IL-6 in RHD patients (P<C0. 01). Conclusion

CD4"™ T
in RHD patients.

The increased expression of CD3™

lymphocytes may be associated with the pathogenesis of RHD that may affect the serum concentration of hs-CRP and I1.-6
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