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Discussion on Mechanism of Chronic Hepatitis B in Immune Tolerance Phase Based on

Warm Disease and Latent Pathogen Theory
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Abstract: Chronic hepatitis B is one of the prominent public health problems in China, which seriously threatens the

public health. The paper discussed the Chinese medicine mechanism of B immune tolerance of hepatitis from the healthy qi

and pathogenic gi based on the microscopic study of hepatitis B in modern medicine, combining the theory of warm disease

and latent pathogen in Chinese medicine, which thereby enriched the theory of immune tolerance of hepatitis B as well as

the warm disease theory.
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