
Elective Cesarean Delivery
Reduces Vertical

Transmission of HIV
A B S T R A C T  &  C O M M E N T A R Y

To determine the effect of elective cesarean delivery
on the transmission of HIV-1 from an infected mother to her

baby, the International Perinatal HIV Group performed a meta-
analysis on more than 8000 mother-child pairs from 15 prospective
cohort studies, five performed in Europe and 10 in North America.
An elective cesarean section was defined as a procedure performed
before the onset of labor and rupture of the membranes. 

Using a logistic-regression model to adjust for antiretroviral
therapy, the presence or absence of AIDS in the mother, and low
infant birthweight, the likelihood of vertical transmission of HIV-1
was reduced by approximately 50% with elective cesarean deliv-
ery. Elective cesarean delivery decreased the risk even in patients
whose membranes were ruptured for less than one hour (odds
ratio, 0.55) and less than four hours (odds ratio, 0.53). In women
who received antiretroviral treatment during the prenatal and intra-
partum periods and whose neonates were treated as well, elective
cesarean delivery reduced the rate of transmission by nearly 90%.
In these cases, the rate of transmission was only 2%, compared
with a rate of 7.3% in cases receiving appropriate antiretroviral
treatment but delivered vaginally.

These investigators conclude that elective cesarean delivery
reduces mother-to-child transmission of HIV-1 and, along with
antiretroviral prophylaxis and avoidance of breast feeding, should
be presented as a therapeutic option to infected women (N Engl J
Med 1999;340:977-987).

■ COMMENT BY STEVEN G. GABBE, MD
This important study provides information about the mecha-

nism of transmission of HIV-1 from mother to fetus and supports
elective cesarean delivery to further reduce the risk. More than
two-thirds of the cases of vertical transmission of HIV-1 occur
during labor and delivery. Because HIV-1 infected women who
underwent a cesarean delivery within hours of rupture of mem-
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branes were still more likely to deliver an infected
infant, it appears that the transmission of HIV-1 can
occur not only when the newborn is exposed to infect-
ed blood or secretions at delivery, but may be due to
leakage of infected blood across the placenta during
labor. A limitation of this study is the lack of informa-
tion about maternal viral load, which has been corre-
lated with the risk of vertical transmission of HIV. It is
unclear whether cesarean delivery will reduce neona-
tal infection in women who have an undetectable viral
load as a result of aggressive antiretroviral therapy.

Elective cesarean delivery does increase the risks for
morbidity and mortality for an HIV-1 infected mother.
Therefore, it is an option we must discuss with preg-
nant patients who are infected with HIV-1, just as we
review with them the reduction in the rate of vertical
transmission associated with antiretroviral therapy and
the increased risk of neonatal infection with breast
feeding.   ❖

Visual Inspection with
Acetic Acid for Cervical
Cancer Screening
A B S T R A C T  &  C O M M E N T A R Y

Source: Chirenje ZM, et al. University of
Zimbabwe/JHPIEGO, Cervical Cancer Project.

Synopsis: In areas where Pap smear screening is not
possible, visual inspection of the cervix with application
of acetic acid may be a useful screening test.

There are many areas of the world in which
Pap smear screening is not available and will likely

never be introduced. System resources that are taken for
granted in developed countries, such as the ability to
transport specimens to a laboratory, the ability to com-
municate an abnormal result to the patient, and adequate
personnel to perform the test, often do not exist in these
areas. In response, alternate means of screening for cer-
vical neoplasia have been studied.

This article reports the results of the use of naked-eye,
visual inspection of the cervix after the application of
diluted acidic acid (VIA) to detect cervical neoplasia.
Chirenje and colleagues chose a cross-sectional design
with two phases. Study participants were limited to non-
pregnant women with no prior history of cervical cancer
or hysterectomy, and ranged in age from 25 to 55 years.
In the first phase, both cytology screening (performed
only with an Ayres spatula) and VIA were performed.
Abnormal VIA or Pap smear reports resulted in the
woman being scheduled for colposcopy. In phase II of
this study, women also received both Pap smear screen-
ing and VIA, but all were requested to have a colposcop-
ic examination.

The results of the colposcopic examination were
taken as the reference standard. When clinically indicat-
ed, biopsies were obtained. Chirenje et al stratified dis-
ease detection as low-threshold or high-threshold dis-
ease, depending on whether LGSIL or HGSIL was
detected. Chirenje et al did not consider atypical sque-
mous cells of unknown origin (ASCUS) or atypical
glandular cells of unknown origin (AGUS) Pap smear
results as positive.

Appropriate quality control measures were used for
evaluation of the cytology specimens.

Twenty percent of the women in phase I had a posi-
tive VIA, and 40% had a positive VIA in phase II. Fif-
teen percent and 13% of the Pap smears were positive
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in the two study phases. In phase II of the study, the
positive predictive value of VIA was 19%, and 33% for
the Pap smear. The sensitivity of VIA to detect high-
threshold lesions was 77%, and 44% for the Pap smear.
However, specificity of VIA was only 64%, whereas
the Pap smear sensitivity was 91%.

In the discussion section, Chirenje et al suggest that
VIA may be a reasonable method of detection of cervi-
cal neoplasia in areas of the world where Pap smear
screening is not available.

■ COMMENT BY KENNETH NOLLER, MD
This is an important article on which I have received

numerous questions. Several of the primary care
providers in my area have asked me whether they
should be performing VIA rather than Pap smears
since, according to this article, it is more sensitive. The
individuals who ask these questions completely miss
the point of the article and fail to recognize its many
shortcomings. I chose this article for review because I
expect a number of readers of this publication will be
asked similar questions. Let me point out a few impor-
tant facts.

First, Chirenje et al never suggest in their article that
VIA should supplant cytology in areas of the world
where cytology screening is available. The record of
cytology is simply too good. Cervical cancer has
become an extremely rare disease in countries such as
the United States where widespread Pap smear screen-
ing is in practice. Indeed, cervical cytology screening is
the single best cancer detection method ever devised.

Second, this study used a suboptimal method of per-
forming cytology screening. Only a wooden Ayres spat-
ula was used to collect the sample. Numerous articles
have shown that the addition of an endocervical cytol-
ogy screening device (such as an endocervical brush)
approximately doubles the detection of cervical neopla-
sia. Thus, this article has a methodologic flaw and is
biased against cervical cytology. It is likely that the dif-
ferences between VIA and cytology in the detection of
cervical neoplasia would have been considerably less if
a proper collection technique had been used.

Third, in phase II of the study, the nurse midwives
performing the VIA test knew that all patients would
have colposcopy. It is likely that this knowledge (bias)
was the cause for the doubling of the rate of positivity
of the VIA test in phase II. Such “overcalls” automati-
cally increase the sensitivity of VIA, while reducing its
specificity.

Fourth, while Chirenje et al briefly mention that “the
observed high number of false-positive results for VIA
may lead to high rates of referral, …” they also state that

“VIA could be an acceptable means of screening for cer-
vical cancer…” I believe they have underplayed the high
rate of false-negative VIA results. I find it difficult to
believe in a cervical cancer screening test that results in
40% of the patients having a referral for colposcopic
examination. Only because of the difficulty with com-
munication in less-developed countries where VIA
might be introduced, and because of the delay between
colposcopy and biopsy reports, is it worth considering.
If used in the United States, it is likely that many of the
women referred for colposcopy who did not have dis-
ease would be managed with a “see and treat” approach.
This would result in many women without disease being
treated.

Fifth, I wonder why Chirenje et al considered AGUS
Pap smear reports to be “test-negative.” We know from
an ever-increasing number of published series that
among high-quality cytology laboratories, an AGUS
report on a Pap smear is associated with invasive cancer
approximately 10% of the time.

There are many shortcomings in this manuscript.
Therefore, I urge everyone to recognize that VIA has
never been intended as a technique for use in countries
where cervical cytology screening is widespread. An
additional concern is the low specificity of the test
results in a high percentage of women being referred
for colposcopy and biopsy, most of whom do not have
disease.   ❖

Comparison of
Prophylactic Oophorectomy
Specimens from Carriers
and Noncarriers of a
BRCA1 or BRCA2 Mutation
A B S T R A C T  &  C O M M E N T A R Y

Source: Stratton JF, et al. J Natl Cancer Inst 1999;
91:626-628.

Synopsis: Many of the histologic “abnormalities”
described in “normal” ovaries are, in fact, variations of
the normal and are not associated with the development
of cancer.

The natural history of ovarian cancer is not
well understood, and, to date, there is conflicting

evidence as to whether there is a demonstrable pre-
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cursor lesion. Some women at high risk of developing
ovarian cancer because of their family history elect to
have a prophylactic oophorectomy. To determine
whether a recognizable premalignant lesion could be
defined in familial ovarian carcinogenesis, Stratton
and colleagues reviewed ovarian tissue specimens
from women whose ovaries were removed prophylac-
tically before gene testing became available, and who
were tested subsequently for BRCA1 or BRCA2 gene
mutations. They analyzed ovarian tissue specimens
from 37 women. The specimens were examined for
the presence of the following four features: inclusion
cysts, clefts and fissures, ovarian epithelial metapla-
sia, and the presence of papillae on the ovarian sur-
face epithelium. The specimens were also examined
closely for the presence of dysplasia and occult neo-
plasia. Furthermore, the occurrence of endometriosis
and benign ovarian tumors was documented in these
women. The protein truncation test, nonradioactive
single-stranded conformation polymorphism analysis,
and heteroduplex analysis, followed by DNA
sequencing, were used to identify BRCA1 or BRCA2
mutations in either blood samples or ovarian tissue
specimens. Eleven women had inherited a mutated
BRCA1 or BRCA2 gene and 26 women had not.
There was no difference between these groups for any
of the features studied. Stratton et al conclude that
their data suggest many of the histologic “abnormali-
ties” described in “normal” ovaries are, in fact, varia-
tions of the normal and are not associated with the
development of cancer.

■ COMMENT BY DAVID M. GERSHENSON, MD
One of the major goals of investigators working in

the area of the pathogenesis of ovarian cancer has
been to define a premalignant lesion. In virtually
every other common gynecologic cancer (cervical,
vaginal, vulvar, and endometrial) there appears to be
such an entity. The group at Mt. Sinai Hospital in
New York has described “abnormalities” in the ovari-
an surface epithelium, such as dysplastic changes,
metaplastic changes, and inclusion cysts, which, they
believe, represent a premalignant condition. But this
concept has never been widely accepted. One strategy
has been to compare the changes in the ovarian
epithelium of women at high risk for ovarian cancer
with those in the ovaries of women at normal risk. A
recent study from Fox Chase Cancer Center  observed
a higher frequency of such lesions in the ovaries pro-
phylactically removed because of family history of
ovarian cancer than in ovaries removed for other rea-
sons.1 In that study, the pathologists were apparently

unblinded to the patients’ history. In the present study
from the United Kingdom, the pathologists were
blinded to such information, and the study and con-
trol groups were more closely matched. It is impor-
tant to note that Stratton et al found no differences in
the ovarian epithelial changes between the two
groups. There is at least one other unpublished large
series on women who underwent prophylactic
oophorectomy because of high risk of ovarian cancer
in which the findings agree with those of the U.K.
investigators. The findings of this study strongly sug-
gest that we have not been able to define a precursor
lesion for ovarian cancer.   ❖

Reference
1. Salazar H, et al. J Natl Cancer Inst 1996;88:1810-1820.

Loss of Bone Mineral
Density with Depot-
Medroxyprogesterone
Acetate
A B S T R A C T  &  C O M M E N T A R Y

Source: Tang OS, et al. Contraception 1999;59:25-29.

Synopsis: The loss of bone in users of depot-medroxyprog-
esterone acetate is probably not clinically significant.

Tang and colleagues from the university of
Hong Kong report a case-control study of bone min-

eral density in long-term users of depot-medroxyproges-
terone acetate. In this study, 67 Chinese women who had
used depot-medroxyprogesterone acetate for 5-15 years
were compared to 218 control women. The results of
bone density were measured by the dual-energy x-ray
absorptiometry (DEXA) method. Bone mineral density
in the hormone-using group ranged from 1.5% per year
in the spine to 3.5% in Ward’s triangle. These patients
were older than the usual age groups studied in contra-
ception studies. The mean age was 42.8 years, with a
range of 34-46 years. A relationship was demonstrated
with duration of use and, in the spine, the older the
patient, the greater the bone loss.

■ COMMENT BY LEON SPEROFF, MD
There continues to be concern that the long-term

use of depot-medroxyprogesterone acetate for contra-
ception is associated with bone loss because of blood
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levels of estrogen that are relatively lower, compared
to a normal menstrual cycle. Bone loss has been docu-
mented in several cross-sectional studies, including
one in adolescent girls.1,2,3 In contrast, a case-control
study in Thailand found no bone loss in users of this
method of contraception.4 Indeed, the investigators
from Thailand also performed a longitudinal, prospec-
tive study, and this too could not detect loss of bone
density, although the method measured bone in the
forearm.5 The Thailand investigators suggested that
previous studies were explained by inadequate control
of factors that affect bone, such as smoking and alco-
hol intake. The investigators from the University of
Hong Kong, however, controlled these factors and still
reported bone loss. They further point out that in the
study from Thailand depot-medroxyprogesterone
acetate was used for only three years. Because there is
a greater loss with greater duration of use, they argue
that this would explain the Thailand results. Neverthe-
less, there is another small prospective study that
demonstrated stable forearm bone density over a six-
month period.

Obviously, this disagreement is confusing and
probably reflects to an important degree different
ethnic groups and the cross-sectional design of the
studies. It is important to note that bone density mea-
surements in women who stop using depot-medrox-
yprogesterone acetate indicated that the loss was
regained even after long-term use.7 It is most likely
that individuals who use this method of contracep-
tion will be exposed to adequate hormonal support of
their bones for a period after discontinuing the
method. The important question, therefore, is
whether this method of contraception has any effect
on the risk of fracture in the latter stages of life. At
this point, we have no data on the incidence of frac-
ture in past users, and this concern will require ongo-
ing surveillance of past users. In my view, it is
unlikely that bone loss occurs sufficiently to raise the
risk of osteoporosis-related fractures later in life. At
the present time, this should not be a reason to avoid
this method of contraception.   ❖

References
1. Cundy T, et al. BMJ 1991;303:13-16.
2. Cundy T, et al. Obstet Gynecol 1998;92:

569-573.
3. Cromer BA, et al. J Pediatr 1996;129:671-676.
4. Virotamasen P, et al. Asia Oceania J Ob Gynae 1994;

20:269.
5. Teneepanichskul S, et al. Contraception 1997;56:1-3.
6. Naessen T, et al. Contraception 1995;52:35-39.
7. Cundy T, et al. BMJ 1994;308:247-248.

Failure to Demonstrate
Human Papillomavirus DNA
in Epithelial Ovarian Cancer
by General Primer PCR
A B S T R A C T  &  C O M M E N T A R Y

Source: Anttila M, et al. Gynecol Oncol 1999;
72:337-341.

Synopsis: Human papillomavirus DNA was not found
in 98 ovarian cancer samples.

Scattered reports throughout the available
literature have suggested that human papillomavirus

(HPV) DNA can be found in a small percentage of ovar-
ian cancers. However, more recent reports using the
most modern techniques have failed to detect HPV DNA
in ovarian cancer.

Anttila and colleagues randomly selected 98 cases of
epithelial ovarian cancer from a series of 445 patients.
Using the most stringent conditions and modern tech-
niques, Anttila et al failed to identify HPV DNA in any
of the ovarian cancer samples.

This study, performed by a team of experienced HPV
investigators, is the largest series reported in the literature
to date. Based on their results and those of most recent
investigators, it is unlikely that HPV DNA plays a role in
the development of epithelial ovarian cancer.

■ COMMENT BY KENNETH NOLLER, MD
Those of us in gynecology have become so focused

on the fact that the presence of an HPV infection
seems to be necessary for the development of signifi-
cant cervical neoplasia that we often forget the virus
has been linked to many other epithelial cancers. Most
of the head and neck squamous cancers have now been
linked to prior HPV infections; most cases of
esophageal cancer have demonstrable HPV DNA; anal
cancers almost always show HPV DNA incorporated
into the cancer cell nuclei. It is not surprising that
other epithelial cancers have been studied for the pres-
ence of HPV. Because so much of the interest in this
virus has been a result of its role in cervical cancer, it
is not surprising that all gynecologic malignancies
have been investigated. Of course, vaginal and vulvar
cancers are usually HPV DNA positive. But what
about ovarian cancer? So little is known about its ori-
gin that any clue would be helpful.

Many investigators have studied at least a few cases
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of ovarian cancer. About one in four of the analyzed
tumors has shown evidence of HPV DNA. However,
most of those reports are old and used suboptimal
technology.

The current report is particularly interesting because
it has been written by one of the leading teams of HPV
investigators in the world. The fact that Anttila et al
found no traces of HPV DNA in 98 epithelial ovarian
cancers strongly suggests that the virus does not play a
role in the development of this disease.

As an aside, whenever I see an article published by
Anttila et al, I make time to read it in detail. They con-
tinue to be one of the best sources for reliable informa-
tion concerning HPV.   ❖

Peritoneal Serous Papillary
Carcinoma, a Phenotypic
Variant of Familial Ovarian
Cancer: Implications for
Ovarian Cancer Screening
A B S T R A C T  &  C O M M E N T A R Y

Source: Karlan BY, et al. Am J Obstet Gynecol 1999;
180:917-928.

Synopsis: Multifocal peritoneal serous papillary carci-
noma may be a phenotypic variant of familial ovarian
cancer, and screening strategies for these women cannot
rely on ultrasonography and CA 125 testing to detect
early disease.

Karlan and associates have reported their
experience with a high-risk ovarian cancer screen-

ing program. In addition to demographic characteris-
tics, sonography findings, CA 125 results, operative
reports, and pathology slides were reviewed. They also
performed immunohistochemical analysis of p53, bcl-
2, HER-2/neu, and nm23 H1 expression on tumor tis-
sues from multiple metastatic sites. In addition,
BRCA1 and BRCA2 mutations were identified. Dur-
ing the study period, Karlan et al diagnosed three stage
I ovarian cancers and seven cases of peritoneal serous
papillary carcinoma among 1261 program participants.
Ultrasonographic findings prompted surgery in all
three cases of stage I disease. Elevated levels of CA
125 were the harbinger in two of seven cases of prima-
ry peritoneal cancer; abnormal sonographic findings

prompted diagnosis in two of seven cases; and three of
seven women had abdominal symptoms five, six, and
16 months after screening. Results of immunohisto-
chemical studies suggested multifocal disease in five
of seven patients with primary peritoneal cancer. At
least three of the patients with primary peritoneal can-
cer carried BRCA1 185delAG mutations. Karlan et al
conclude that multifocal primary peritoneal cancer
may be a phenotypic variant of familial ovarian cancer,
and screening strategies for these women cannot rely
on ultrasonography and CA 125 testing to detect early
disease.

■ COMMENT BY DAVID M. GERSHENSON, MD
This report represents an extraordinary confluence of

several exciting, emerging areas of research in ovarian
cancer and related conditions. Currently, there is no
effective screening method for this devastating disease.
Although several groups have studied serum CA 125
and sonography in the general population, their lack of
sensitivity and specificity have been major barriers to
success. Therefore, several groups have focused their
attention on so-called high-risk women. Since Swerd-
low first described peritoneal cancer in 1959, there has
been considerable confusion surrounding this malig-
nancy, particularly in terms of its histologic characteri-
zation, its nomenclature, and its biologic behavior.
Most studies have indicated that peritoneal cancer looks
and behaves like advanced ovarian cancer, and we treat
it in an identical manner. Harvard investigators have
reported on the molecular pathogenesis of peritoneal
cancer. They suggest that, in contradistinction to prima-
ry ovarian cancer, which appears to have a uniclonal
origin, at least some peritoneal cancers have a multifo-
cal origin. The main message of this report is that,
despite relatively close surveillance, peritoneal cancer
developed in seven women. At least some of these
women had a mutation of the BRCA1 gene. The impor-
tance of this information cannot be overemphasized in
terms of the implications for women who are enrolled
in high-risk screening programs worldwide. However,
further information will be necessary to draw definitive
conclusions regarding the incidence of peritoneal can-
cer both with and without prophylactic oophorectomy.
Although not directly addressed by this report, informa-
tion about peritoneal cancer after prophylactic
oophorectomy is of paramount importance in this
patient population. The incidence was 11% in one study
and 1.8% in a much larger cohort. It will likely be sev-
eral years before we learn the true incidence of peri-
toneal cancer after prophylactic oophorectomy in these
high-risk women.   ❖
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Special Feature
Reflections on the
Relationship Between
Sleep and Quality of
Life at Midlife
By Sarah L. Berga, MD

I hear many complaints from women at midlife
about sleep problems. Anyone trained in obstetrics

can readily appreciate the generalized malaise that
accompanies chronic sleep disruption. But I wondered
why this was such a common complaint in peri-
menopausal and menopausal women and what, if any-
thing, we as women’s health care specialists should do.
Fortunately, part of my job involves hearing about clini-
cal research done in National Institute of Health (NIH)
sponsored centers around the country. I thought I might
share some perspectives that I have gleaned from this
experience.

The first distinction is to differentiate poor sleep
due to interruptions from that due to what is referred
to in the trade as “sleep-disordered breathing.” First,
let’s consider the interruptions. Hot flashes are a com-
mon cause and generally respond to conventional
doses of estrogen.1,2 Even women without obvious
sleep disruptions due to night sweats have poorer
quality “sleep architecture” when hypoestrogenic, so
the first line of defense in the treatment of menopause-
related sleep disturbances is estrogen replacement.
Progestins, especially progesterone, can be sedating,
so one of the few benefits of progestins may be to
increase sleep propensity. Depression and anxiety
cause sleep disturbances. Antidepressants are of help
if this is the cause. Also, simple “sleep hygiene” mea-
sures such as removing sources of anxiety from the

bedroom may be helpful. Some have recommended
the creation of a “pious parchment pile” (i.e., all those
materials you think you ought to read, but are avoid-
ing, for use when one cannot sleep). Another “sleep
hygiene” recommendation is not to lie in bed for hours
trying to go to sleep, but to get up and do something,
like reading from the pious parchment pile. In one
study, women ranked fatigue as their top health con-
cern and attributed it to overwork, poor sleep, and
social concerns.3 Nocturia is a common cause of sleep
interruptions.4 If the cause is not cardiogenic or neuro-
genic, then simple lifestyle alterations such as restrict-
ing fluids in late evening may help. Did you know that
women have a lower auditory threshold than men do?
Is this a teleological adaptation permitting the cries of
babies and young children to be heard? Possibly.
Sleep interruptions due to noise are common. There
are a plethora of commercial products designed to
block noise and, thereby, aid rest. Noise from the
street or highway may be a problem, but another rela-
tively common source of noise is a snoring partner.
Snoring is vastly more common in men and increases
with age. Snoring is the most obvious sign of “sleep-
disordered breathing” and is thought to carry health
consequences for he that snores but, obviously, snor-
ing also causes sleep disruption for the partner.5

Here is my take on why sleep disturbances are a
common complaint of women at midlife. First, age
takes its toll. We sleep less efficiently as we age. If a
pure source of melatonin were available, my educated
guess is that its use would reduce age-related sleep
inefficiencies. Second, the erratic or declining ovarian
production of estrogen and progesterone reduces sleep
efficiency and alters sleep architecture. We should be
able to remediate this problem with hormones. Third,
midlife women have accumulated a lifetime of worries
and may have “worn out their brains.”6 This may yield
to specific pharmacologic or nonpharmacologic psy-
chological interventions. Fourth, partners have
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acquired their own sleep disturbances. Common caus-
es of sleep-disordered breathing are allergies, sinusi-
tis, asthma, obesity, alcohol, and the ravages of tobac-
co. In one study, the prevalence of habitual snoring
among men was 30-40%, and among women, 7-18%.7

It is not clear why men are more prone to sleep-disor-
dered breathing but, clearly, some of these factors are
remediable.

The more we know about sleep, the more we learn
how important it is for health. For instance, poor
sleep has been shown to increase the likelihood of
hypertension, other cardiovascular diseases, and traf-
fic accidents.7,8,9 Learning and job performance are
diminished in those with chronic sleep distur-
bances.10 Sleep complaints need to be taken seriously.
Exercise, reduced alcohol intake, tobacco cessation,
and good sleep hygiene are common-sense
measures.11 Hormone therapy may be indicated for
menopausal women. For some, evaluation and treat-
ment of specific causes are recommended. For this,
referral may be necessary. A common treatment for
sleep-disordered breathing is continuous positive air-
way pressure. It may not be possible to eliminate all
the factors contributing to sleep interruptions and
sleep-disordered breathing, but it may be possible to
reduce the frequency of interruptions and, thereby,
reduce the health burden of this common and trouble-
some complaint.   ❖
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CME Questions

30. Based on the data provided by the International Perinatal HIV
Group, which of the following methods of delivery is likely to
be associated with the lowest risk of vertical transmission?
a. Spontaneous assisted vaginal delivery
b. Vacuum-assisted vaginal delivery
c. Elective cesarean delivery
d. Elective cesarean delivery after the onset of labor
e. Elective cesarean delivery within one hour of rupture

of membranes

31. Visual inspection of the cervix after the application of acetic
acid may be an appropriate screening test in which of the fol-
lowing settings?
a. Affluent suburbia
b. U.S. inner city
c. Rural Zimbabwe
d. STD clinic

32. A premalignant condition has been defined for all the following
gynecologic malignancies except:
a. cervical cancer.
b. ovarian cancer.
c. endometrial cancer.
d. vulvar cancer.
e. vaginal cancer.

33. The following statements are true regarding the relationship
between depot-medroxyprogesterone acetate and bone density
except:
a. The data on bone density in users of depot-medroxyproges-

terone acetate are derived only from retrospective case-control
studies.

b. Most studies have indicated greater bone loss with increasing
duration of depot-medroxyprogesterone acetate use.

c. The amount of bone loss is not great and may not be clinically
important in terms of future risk of fractures.

d. Smoking is not a confounding bias in most of the studies.

34. Anttila et al studied 98 epithelial ovarian cancers for the pres-
ence of HPV DNA. What percentage of the cases were positive
for HPV 33?
a. 0%
b. 12%
c. 23%
d. 46%
e. 91%

35. Primary peritoneal cancer differs from primary epithelial
ovarian cancer with regard to:
a. biologic behavior.
b. histopathology.
c. presence of BRCA1 mutation in some cases.
d. pathogenesis (unifocal vs multifocal).
e. treatment.
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