
This issue of CA focuses on ovarian can-
cer, and the articles by Teneriello and
Park1 on early detection and Qazi and
McGuire2 on treatment bring into clear
focus the spectrum of issues that face clin-
icians in managing this difficult disease.
While the public focus on women’s can-
cers has increased, breast cancer has re-
ceived the most attention. Although few-
er women develop ovarian cancer, it is a
much more commonly lethal malignancy.
In 1995, about 26,600 women will develop
the disease in the United States and
about 14,500 women will die.3

As Qazi and McGuire2 emphasize,
proper surgical staging and evaluation
coupled with appropriate use of adjuvant
therapy in early disease and platinum-
based combinations and the new drug pa-
clitaxel in advanced disease have steadily
improved the outcome for ovarian can-
cer. Clearly, techniques are presently
available to achieve long-term survival in
most patients who present with early dis-
ease,4 and the use of optimal surgical cy-
toreduction coupled with platinum-con-
taining combinations and paclitaxel
enable 25 to 30 percent of women with
advanced ovarian cancer to survive five
years or longer.5 Nevertheless, most
women with advanced ovarian cancer will
ultimately succumb to their disease, and
this is not likely to be altered dramatically
by small changes in present treatment.

It is worth emphasizing that stage for
stage, the long-term survival in ovarian
cancer is similar to that of endometrial

cancer. The overall outcome for endome-
trial cancer is so much better simply be-
cause the vast majority of patients can be
diagnosed with early disease. This has led
to a renewed focus on screening tech-
niques to detect disease in its early stages
and the biologic and genetic underpin-
nings that predispose certain women to
this disease. The article by Teneriello and
Park1 thoroughly reviews this subject and
provides the scientific information avail-
able about the relative contributions of
transvaginal ultrasonography, CA 125,
and color flow Doppler imaging to ovari-
an cancer screening. At present, one must
reluctantly conclude that routine screen-
ing for patients with no known risk fac-
tors is neither particularly successful nor
cost effective.6 Whether refined screening
techniques, additional tumor markers,
and a focus on genetically defined high-
risk populations will improve the utility
of screening is under active investigation.

The explosion of information on the
molecular biology of cancer is certain to
make a substantial impact on ovarian
cancer diagnosis and management. The
identification of the BRCA1 gene on
chromosome 17 and the subsequent evi-
dence for a family of genes that may play
a role in both the breast-ovarian syn-
drome and familial ovarian cancer offer
the promise of identifying populations
that are truly at risk for this disease.7-9

When screening can be applied in a more
focused fashion on populations of women
truly at risk, it will simultaneously im-
prove the yield and make screening more
cost effective. Although this is likely to be
the first application of the genetic infor-
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mation, it is unlikely to be the last. As we
discover more about the function of tu-
mor suppressor genes, such as BRCA1
and p53, it becomes apparent that many
are involved with control of the cell cycle
and are crucial to the regulation of can-
cer-cell proliferation. In addition, it has
become increasingly clear that many of
these genes are involved in a process
known as apoptosis or programmed cell
death.10 Clearly, gene defects that disrupt
control of cell growth and stop normal
programmed cell death must be central to
the cancer process. It is likely that future
cancer strategies will not only employ the
nonspecific anticancer effects of current
oncologic pharmaceuticals, but will also
produce anticancer drugs that are target-
ed to these defects in gene regulation. The
active search for the genes involved with
ovarian cancer will likely produce novel
therapeutic strategies for the future.

However, it is inappropriate to con-
clude that progress cannot continue un-
less new genetic discoveries are forth-
coming. The application of careful
surgical staging, appropriate use of adju-
vant chemotherapy, and development of
better drugs and combinations for ad-
vanced disease have already altered na-
tionwide mortality in ovarian cancer.
Data from the National Cancer Insti-
tute’s Surveillance, Epidemiology, and

End Results program indicate that be-
tween the years 1973 and 1987, there has
been a decrease of 25 percent in overall
mortality in women younger than 65
years and a reduction of 15 percent in
mortality across all ages. While some of
the decrease in the younger age group
can be attributed to the widespread cur-
ability of the relatively rare germ-cell tu-
mors, some of this decrease is related to
better management of epithelial ovarian
cancer.

Finally, it is clear that despite pro-
gress in managing virtually all stages of
ovarian cancer, present therapies are in-
complete and inadequate. The search for
better treatments of this common cause of
cancer death in women will require con-
tinued prospective clinical trials. It will
also require the continued evaluation of
experimental therapies in our rapidly
changing heath care system with its in-
creasing focus on cost effective and effi-
cient application of standard care. It is not
clear that the capacity of the health care
system to innovate will be preserved. One
of our challenges for the future will be to
make certain that the health care system
that emerges will allow clinical trial re-
search so that the ovarian cancer therapy
of this generation will not be the therapy
available to subsequent generations.
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