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EBV-induced B cell focus-regression assay
was carried out to determine the activity
of EBV specific killer T cells in the peripfe-
ral blood from the patients with malignant
diseases on head and neck. The results
were summarized as follows;

1) When the regression by assay was seen,
HLA-DR positive activated T cells with
IL- 2 receptor were appeared at 3 days
after infection of EBV, though B cells
were gradually decreased.

2) In case of none of regression, EBV-
transformed B cells were remarkably in-
creased at 10days after infection. These

cells were characterized with EBNA and

LMP positive, expressing CR2and CD23,

then T cells were gradually decreased.

3) All the EBV-seronegative cases showed
none of regression.

4) The activity of EBV specific killer T
cells was impaired in the patients of
EBV-positive nasopharyngeal carcinoma
(NPC>, of course, it was normal in EBV-
negative NPC. It was also documented
that the histological type of NPC was
related.

5) Malignat lymphoma and the other head
and neck cancer demonstrated normal

activity.
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Fig.1 General procedure of EBV-induced
B cell focus-regression assay.
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concentration after EBV infection.
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Table 1 Immunological identification of
surface phenotype and EBV related
antigens on the cultured cells after
EBV infection.
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Fig. 3 Graphical representation of regres-
sion index showing the activity of
EBV specific killer T cells.
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Case Y.N. N.S. MT. TNt KH.
Age 74 43 53 59 48
Sex male male male male male
Histologic moderately poorly non-keratinizing undiff. non-keratinizing
diagnosis diff. sce diff. scc carcinoma carcinoma carcinoma
Stage V,TIN3MO | N, T2N3MO | V. TNIMO | E,TINIMO | N, T4N3MO
Anti-EBV Ag. titers
VCA 1gG 640 40 1280 5120 320
IgA 80 <10 40 320 40
EA g6 <10 <10 40 320 80
IgA <10 <10 <10 <10 <10
EBNA 20 80 640 320 160
Tumor specimen
EBNA expression - - N.D* + +
LMP expression ~ N.D. N.D. + +
EBV DNA - - N.D. + ND.
Regression index™ 5.96 6.16 14.42 62.25 > 160

*: not done, 1 . recurrence
*: X10%/ml
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