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Abstract

AIM: To detect PD-L1 expression in umbilical
cord blood monocytes of neonates born from
chronic HBV-infected mothers and to determine
relationship between serum HBeAg and PD-L1
expression.

METHODS: Cord blood mononuclear cells
(CBMC) were collected from umbilical cord of ce-
sarean-delivered neonates born from 31 HBsAg-
positive mothers and 10 healthy mothers. CBMC
were stained with CD14-FITC and PD-L1-APC
to detect the expression rate of PD-L1 using flow
cytometry. Cord blood serum HBeAg was de-
tected using microparticle enzyme immunoassay
(MEIA).

RESULTS: There was no significant difference
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with PD-L1 expression in cord blood monocytes
between neonates born from HBeAg-negative
mothers and those born from healthy mothers. In
three cases of chronic HBV carrier mothers with
high HBeAg level, PD-L1 expression in cord blood
monocytes was significantly higher than that of
other groups (220+1.6vs255+3.1,1.3+1.2,15+
0.8, all P = 0.00). Compared with the PD-L1 expres-
sion of low HBeAg levels, there were no significant
difference between HBeAg-negative mother group
and healthy mother group.

CONCLUSION: High HBeAg levels in umbili-
cal cord blood may be related to up-regulation
of PD-L1 in cord blood monocytes of neonates
born from HBeAg-positive mothers. It might be
related to neonatal persistent HBV infection.
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