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Table 1 Titers of anti-HBc and anti-HBs from 24 anti-HBe-positive blood products

Anti- Anti- Anti- Anti- Anti- Anti-
b : yp (inh%) | (COI) | (mIU/mi) b : P (inh%) | (COIL) | (mIU/mi)
FFP- 7729 A(+) 935 35 545.6 PC- # -6056 A(+) 100.0 80.7 2134
LR240 LR-10
7452 A(+) 94.3 770 186.4 4478 O (+) 90.2 10.3 4932
-8013 A (+) 99.8 34.9 755.3 7701 O (+) 84.4 11.7 1,000.0
-1468 A(+) 994 19.3 1,000.0 -4059 O (+) 814 204 379.0
0254 O (+) 74.7 125 3814 7936 B(+) 70.8 53.1 1553
-7636 O (+) 99.7 53.2 1,000.0 # 6870 B(+) 92.1 412 846.3
-1709 B(+) 89.0 44 — #2225 B(+) 100.0 144.0 783.0
5151 B(+) 772 26.0 1,000.0 2198 AB (+) 99.0 772 3038
-4787 B(+) 95.0 194 1,000.0 -1208 AB (+) 60.6 445 1,000.0
7824 B(+) 74.6 82.2 1,000.0 #The plasma products, showed a transient increase in anti-HBe titer
#4810 | AB(+) 985 189 6543 after transfusion.
*The last 4-digits of the product ID
# -1403 AB (+) 100.0 874 1,000.0
0861 AB (+) 99.0 43.0 7754
-1003 B(+) 97.3 19.2 739.1
#-1491 B(+) 99.6 145 3283

PCR ®» TagMan (B ¥ 2 « ¥A T T I AT 4 v 7 A
) 12X % EEE HBV DNA O #4774 o 7.
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%
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R % Fig 112R L7z, 13 BI3L, #iiif 12 —@ 1k c HBe
Pl DA% FAZRT S ODORMRTOHE TH -
7o, 1360 1 FlE 4% 5.2 5 16 H H 12 7 B HBe
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Fig. 1 Changes in anti-HBe titers in 13 cases after transfusion of anti-HBe-positive plasma products
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Fig. 2 Casel: b5-year-old female with aortic stenosis and closure deficiency
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Fig. 3 Case2: 48-year-old female with aplastic anemia
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Fig. 4 Case3: 55-year-old female with multiple myelomas
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Fig. 5 Cased: 68-year-old male with dissecting aneurysm of the aorta
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Fig. 6 Caseb: 61-year-old male with esophageal cancer
BI W Caseb BT a7y Yy #BAORG5II %0 505 FlORE L HBe PLAD A R E dro 72 13 B0
7. # & T, HBe PUk% b 72 5 L 72 HBe JUIAAMI 23F5%: (In-
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Fig. 7 Significant differences (p<0.01) in anti-HBe titer
were observed between patients whose anti-HBe titers
remained in the positive range after transfusion of plas-
ma products (a) and those whose anti-HBe titers were
in the negative range (b)

HBe HUARAN O L fchiit # 177 - 72 (Fig. 7). %% HBe
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MR ZG72DT, HBe HilhTH % Z L AMER I N7
Case4 B X UF Caseb (23T Mt i v e i i (2 i
o HBV DNA %% L7z Wb ch - 7.

HBe PR B OB R RS BINIHE < & P2~
173 595 % { DEEHTIE HBe PUA seroconversion
LIEGEITES v ) 7 & 72 5. HBe PRS2 5 R
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PECIFEIHE SN, BEELHROVEDE LTH
HENTWwD, 2o HBe HUREMEMNTF %1%, HBe
PUE AU seroconversion LT3 HBV DNA &5+
AT RN T A A%, — HIEGEE
X ) 7 LR o BRI EOFIEIALYIR 2 2560
H5Y. SR okE %8 LT HBV DNA & &0 REHIIZ
BOTLEMETH Y, o BANF~— 7 — itk
=W ERERLOAT, TRUBEET LTV
722 & X 1), HBe Btk M4 54112 X 5 HBV &g
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FE SNz IS X Y —EEAY IS HBe Uik DBk &
oTh, KNTHR, HMSNEERT L0, 7+
U—7 v 7 L THMETLILETLZVWEEZLNS.
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P& BB EDH B0, T OROBAREREOMRIC
HETLILENDA.
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KINETICS OF DONOR-DERIVED ANTI-HBe ANTIBODIES AFTER TRANSFUSION

Itsuhiro Nakagiri", Miki Okai", Fukue Nakai", Ryoko Bunya", Satomi Nagai", Yoshiko Matsuhashi®,
Hirotoshi Tokunaga®, Taizo Tasaka®, Kaoru Tohyama® and Hideho Wada"”
"Division of Transfusion, Kawasaki Medical School Hospital

2‘)Department of Hematology, Kawasaki Medical School

“Department of Laboratory Medicine, Kawasaki Medical School

Abstract:

A patient without a prior history of hepatitis B was found to be positive for antibodies to the hepatitis B e antigen
(anti-HBe) after blood transfusion. Several subsequent studies revealed that the anti-HBe positivity was donor-
derived. This experience prompted us to conduct a study on the anti-HBe positivity in blood products and the blood
kinetics of donor-derived anti-HBe after transfusion. We studied the positivity rate of anti-HBe in 1,064 bags of resid-
ual plasma of either 240 m! of fresh frozen plasma (FFP) or 10 units of platelet concentrate (PC). Anti-HBe was de-
tected in 24 bags (2.3%), which were transfused to 18 anti-HBe- negative patients. We studied the kinetics of donor-
derived anti-HBe in these 18 patients after transfusion. Anti-HBe positivity in these patients lasted more than three
months but was transient, and higher anti-HBe titer transfusions were associated with higher detection rates of anti-
HBe. All 18 patients were negative for hepatitis B virus DNA (HBV DNA) using the TagMan gene expression assay
and antibodies against the hepatitis B core antigen, suggesting that there was no possibility of transfusion-
transmitted HBV infection. Our results indicate that careful consideration is required when interpreting positive anti-
HBe results after transfusion.
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