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Cytokines in Glomerulonephritis

Tadashi YAMAMOTO

Department of Pathology, Institute of Nephrology,
Niigata University School of Medicine
(Director: Prof. Itaru KIHIRA)

Cytokines have been noted as important peptides for various intercellular communi-

cations in pathologic or physiologic conditions. Their involvement in the induction or

progression of glomerulonephritis has been demostrated, however, the significant roles

of cytokines in glomerulonephritis have not been fully clarified. Evidence for cytokine

involvement in experimental and human glomerulonephritis, and several studies aimed

to show significance of cytokines in the glomerulonephritis are reviewed in this article.
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Cytokine Therapy of Renal Cell Cancer
Toshihiro SAITO, Akiyoshi KATAGIRI and Yoshihiko TOMITA

Department of Urology,
Niigata University School of Medicine
(Director; Prof. Kota TAKAHASHI)

Metastatic renal cell cancer (RCC) is usually treated with immunotherapy using
cytokines because it is a mostly chemoresistant malignancy. These therapies are gener-
ally based on interleukin-2 (IL— 2) or interferon. However, their response rates were
less than 20% and various side effects appeared. In order to improve response rate or
reduce side effects, we have tried LAK (lymphokine-activated killer cells) therapy and
low dose interferon y therapy. LAK cells are peripheral blood lymphocytes activated in
vitro by exposure to IL— 2. LAK therapy was done 10 course for 9 patients in our hos-
pital and the overall respones rate was 60%. On the other hand, low dose interferon
y therapy was done for 10 patients and the side effects were relatively small with the
response rate of 10%. These results indicate that immunotherapy using cytokines are
useful for metastatic renal cancer and its strategy, including dosage, combination ther-

apy, is still to be investigated.

Key words: renal cell cancer, cytokine therapy, interferon, interleukin- 2
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