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To study the changes in the subsets of peripheral blood lymphocytes before and after nephrec-
tomy and interferon (IFN) therapy, 57 patients with renal cell carcinoma were divided into three
groups; one group consisted of 16 patients with metastasis who had been administered IFN-a, one
group consisted of 16 patients without metastasis who had been administered IFN-a, and the other
consisted of 25 patients without metastasis who had not been administered IFN-a.

Immunological parameters such as percentages of NK (Leu-11* [Leu-7-) cells, percentages of
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activated CD4 (Leu-3a* HLA-DR™) positive cells and percentages of activated CD8 (Leu-2a* HLA
-DR*) positive cells were examined by two color flow cytometry and the percentages of CD4
(Leu-3a*) positive cells, percentages of CD8 (Leu-2a*) positive cells values and the ratio of per-
centages of CD4 positive cells/percentages of CD8 positive cells were evaluated.

The percentages of NK cells showed a tendency to decrease after nephrectomy and the admin-
istration of IFN-a. The percentage of CD4 positive cells showed a significant increase after the
administration of IFN-a. The percentage of activated CD4 positive cells and the ratio of percent-
age of CD4 positive cells/percentage of CD8 positive cells showed a tendency to increase slightly.
The percentage of CD8 positive cells and percentage of activated CD8 positive cells showed no
particular changes. There was a specific correlation between the administration of IFN-a and the
changes of percentage of CD4-positive cells and this suggests that the administration of IFN-a led

to the increase of helper T cells.

(Acta Urol. Jpn. 40: 469-474, 1994)
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Changes in percentage of NK cells.
Percentage of NK cells showed a tend-
ency to decrease after nephrectomy
and the administration of INF-a.
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Fig. 2. Changes in percentages of CD4 positive
cells and CD8 positive cells. Percentage
of CD4 positive cells showed a significant
increase after the administration of INF-
a. Percentage of CD8 positive cells
showed no particular changes.
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Fig. 3. Changes in percentages of activated CD4
positive cells and activated CD8 positive
cells. Percentage of activated CD4 posi-
tive cells showed a tendency to increase
slightly. Percentage of activated CD8
positive cells showed no particular
changes.
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Fig. 4. Changees in th ratio of percentage of
CD4 positive cells/percentage of CD8
positive cells. The ratio of percentage
of CD4 positive cells/perentage of CD8
positive cells showed a tendency to
increase slightly.
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