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Reply
With regard to Dr. Raj K. Puri's comments on our recent

publication "Effect of Ultraviolet Irradiation on MCA 102 Tu

mor Cell Immunogenicity and Sensitivity to Tumor Necrosis
Factor" (1), we would like to offer the following explanations

to clarify some controversial issues concerning the murine
MCA 102 fibrosarcoma.

The observed differences in the levels of H-2 antigen expres
sion by the MCA 102 tumor cells in Dr. Puri's and our labora

tories could be attributed to the differences in maintaining this
tumor. Our MCA 102 tumor cell line was originally obtained
from Dr. Suyu Shu (Department of Surgery, University of
Michigan) in 1986 and since then has been maintained in vitro,
whereas the tumor cells in Puri's laboratory were maintained

in vivo with occasional short in vitro culture similar to those
described by Weber and Rosenberg (2). Our MCA 102 line has
been repeatedly tested to be extremely low. if any, in class I H-
2 antigen expression and this was not affected by UV treatment.

As indicated in our publication (1), treatment of MCA 102
tumor cells with -y-interferon for 24 h did not result in an
increase of their H-2 antigen expression. This observation was
actually confirmed by Dr. Puri. However, in his experiments,
prolonged incubation (48-72 h) with interferon was found to
be capable of inducing H-2 antigen expression on MCA 1-2
cells. Such delayed responses to interferon is rather uncommon,
since most tumor cell lines could be up-regulated for their
MHC' antigen expression after as short as 16-24 h of incuba
tion with low doses of ^-interferon (3). These observations
suggest the existence of some defects in interferon-inducible
responses of H-2 gene in MCA 102 tumor cells.

In our study we found that UV-treated MCA 102 tumor cells
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' The abbreviation used is: MHC. major histocompatibility complex.

became highly immunogenic by virtue of spontaneous regres
sion and the involvement of CD8+ T-cells. However, mice that

rejected the MCA102UV tumor cells failed to reject the paren
tal MCA 102 cells. One possible explanation is a lack of the H-
2 restricted elements on the parental MCA 102 cells. Indeed, in
our study, MCA102 cells did not express MHC antigens in
vitro as well as after in vivo growth.

Data presented by Weber and Rosenberg (2) indicate that
their MCA 102 cells are expressing low levels of class I H-2
antigen detectable by flow cytometric analysis similar to those
found by Puri. In this regard, it is interesting to note that by
using immunoperoxidase staining of the frozen section of
MCA 102 tumor cells growing in the lung or skin, Weber and
Rosenberg failed to demonstrate class I H-2 antigen expression
(2), supporting our suggestion that lack of class I MHC mole
cules in MCA 102 could help them to escape destruction by T-
cell-mediated immunity induced against MCA102UV cells.

Thus, the observed differences in the level of H-2 antigen
expression detectable by flow cytometric analysis could be
attributed to divergence of MCA102 tumor cells into 2 sublines
due to the differences in their maintenance conditions.
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