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ABSTRACT: Chronic hepatitis B virus (Hepatitis B virus, HBV) infection is a public health problem of worldwide concern. Of high
hepatitis B prevalence area, each year about 1.5 million hepatitis B virus carriers childbirth, about 80 million children may be infected
through vertical transmission. Infant immune tolerance phase of infection, the infection often become chronic and even lifelong carriers,
and the development of cirrhosis, liver cancer. Recent studies have found that the PI3-Akt signaling pathway pregnancy Health and
pathological processes of close relationship, the study found abnormally high levels of PI3K-Akt signaling pathway protein found in the
placental tissue infected with HBV, and interfere with the pathway HBxAg withered The perish function. To infer HBxAg affect
placental function by regulating the activity of PI3K-Akt signaling pathway, an important molecular mechanism of HBV intrauterine
infection. Provide a new direction for future blocking HBV intrauterine infection.
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