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Abstract

The expressions of CAI and CAII
have been most frequently investigated in a
variety of tumor cells and cell lines, but it
has been difficult to find a clear-cut
relationship between the expression of CA
isoenzymes in normal and malignant cell.
direct

However, no evidence of a

relationship ~ between  normal  and
malignancy. CA expression has been
presented for CAs I through VII. It appears
that only the recently characterized isoform
CAIX and CAXII are exceptional, as it
expression can be associated with
tumorigenesis.

We also found that the level of
membrane-bound PKCa in the cancer
tissue significantly decreased as compared
with that in the adjacent normal tissue,
whereas there was no alternation in the
cytosolic PKCa. In addition, there was a
significant correlation between the level of
PKCa and the tumor size. The levels of
PKCC and PKCS significantly increased in
both cytosolic and membrane. In this

project, we examined the protein and the



messenger RNA (mRNA) levels of
cytosolic CAs (including CAI, CAIl and
CAIll) that was correlated to PKC
expression in the organs of S-180 bearing
mice. We also examined the protein
cytosolic CA by

methods. The

expression  of
immunohistchemical
possibility that cytosolic CA serving as an
indicator for a favorable treatment
outcome in the organs of S-180 bearing

mice were obtained.
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