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Fig. 1 Clinical course and changes in HBV marker
Between September 2010 and October 2010, the patient received 24 units
of RCC derived from 12 donors and 16 units of FFP derived from 8 donors,
and 35 units of PC derived from 2 donors.

The patient underwent post-transfusion viral examination in January 2011.

Although, in September 2010, he showed negative for HBV markers, in
January 2011 his HBV-DNA turned positive.

RCC: red cell concentrate, FFP: fresh frozen plasma, PC: platelet concen-
trate, CLIA: chemiluminescence immunoassay, CLETA: Chemiluminescent

Enzyme Immuno Assay, PCR: polymerase chain reaction, (+): positive, (—):

negative
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Abstract:

Although post-transfusion hepatitis B virus (HBV) infection has become rare, it has not been eliminated. We expe-

rienced a case of HBV infection due to blood derived from HBV nucleic acid amplification test negative donor.

A male patient with multiple injuries received in a traffic accident was admitted to our hospital. Between Sep-

tember 2010 and October 2010, he received 35 units of platelet concentrate derived from 2 donors, 24 units of red cell

concentrate derived from 12 donors, and 16 units of fresh frozen plasma derived from 8 donors. At a post-transfusion

viral test in January 2011, four months after the last transfusion, HBV-DNA became positive. A look-back study with

stored blood samples of the 22 donors was carried out. The results of HBV-NAT of the 22 samples were all negative.

The blood sample from one of the 22 donors turned out to be positive for HBV NAT screening, when be donated again.

He had been weakly positive for anti-HBc and was regarded as an occult HBV carrier.

Analysis of HBV DNA sequences of the patient and donor showed 99.2% homology. This finding indicates that

blood of occult HBV carriers who are negative for HBV-NAT causes transfusion-transmitted HBV infection.
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