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Abstract: Objective
Methods

PCR method was used to detect TLR 2,3,9 mRNA in the peripheral blood mononuclear cells(PBMCs). Results

2,3,9 mRNA had no significantly differences between patients and healthy controls. Conclusion

To investigate the pathogenesis of Condylomata acuminata from the views of innate immune responses.

Forty-five cases of Condylomata acuminata patients and 25 cases of healthy controls were collected. Real-time quantitative

The levels of TLR

It is suggested that systemic in-

nate immunity may not play a role in the pathogenesis of condylomata acuminate.
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