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Letter from the Editor…

Dear Colleague:

The U.S. AIDS epidemic is now spreading the most
rapidly among young people and women.  Among
women, heterosexual transmission accounts for 
the fastest-growing proportion of newly acquired

HIV infections.  In addition, other sexually transmitted diseases (STDs)
are widespread.  Furthermore, untreated STDs are inextricably linked
with the spread of HIV:  STDs appear to increase the risk of acquiring
HIV, and STD coinfection in an HIV-positive individual appears to
increase the risk of transmitting HIV to an uninfected partner.  This
issue of The Contraception Report explores this relationship.

How to determine the patient’s risk of STDs?  Begin with a thorough
sexual history.  A short article covers some of the barriers that prevent
clinicians from adequately addressing this area of patients’ lives and
outlines the types of questions that need to be asked, and how to ask
them.  Our News in Contraception feature covers labeling changes for
two contraceptives:  the female condom and an oral contraceptive.

The Patient Update provides your patients with information concerning
STDs, the interaction between STDs and HIV, and tips on the use of
condoms for STD protection.

We hope you find this information useful in your practice.

Sincerely yours,

David A. Grimes, MD
Executive Editor
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In November 1995, Thomas C. Quinn,
MD, spoke to attendees of the 32nd
Annual Meeting of the Association of
Reproductive Health Professionals
(ARHP) about the interaction between
sexually transmitted diseases (STDs) and
HIV (human immunodeficiency virus)
infection.  Dr. Quinn is Professor of
Medicine in the Division of Infectious
Diseases at The Johns Hopkins
University in Baltimore, Maryland, and
Senior Investigator for the National
Institute of Allergy and Infectious
Diseases.  The following article provides
highlights from his presentation.

INTRODUCTION
“An intricate relationship exists

between STDs and HIV infection,” 
Dr. Quinn began.  “Not only are they
behaviorally linked, but they’re also
biologically intertwined.  Having an
STD enhances or increases the

efficiency of HIV transmission among
partners; this is true whether the HIV-
positive or HIV-negative partner has
the STD.  In addition, among HIV-
infected individuals, the presence of
another STD, particularly ulcerative
STDs, enhances the transmissibility of
HIV.  Furthermore, HIV infection may
alter the course, clinical manifesta-
tions, and treatment outcomes of
certain STDs.  This complex interaction
has been termed ‘epidemiologic
synergy.’ 1

“Recent evidence also suggests 
that one way of controlling the HIV
epidemic is to control STDs better.
Some recently-published data support
the idea that a successful STD control
program may be more effective in
slowing the AIDS epidemic than 
a behavioral intervention alone.2
Actually, what you need is both, and
that’s the thrust of the message I’d
like to convey.”

WORLDWIDE HIV EPIDEMIC
During the past five years, the

region of the world that’s been hard-
est hit by HIV infection is Southeast
Asia.  “World Health Organization
(WHO) estimates3 suggest about 20
million people have been infected
with HIV since the epidemic first
began,” Dr. Quinn told the audience.
“This number represents about 
18.5 million adults and 1.5 million
children.  About 1 million HIV-
infected people live in North
America; about 2 million in South
America and the Caribbean; 3 million
in Southeast Asia; and 11 million in
Africa (Figure 1).  HIV infection is
growing the fastest, however, in
Southeast Asia.  Southeast Asia, if 
you include China, contains more
than 50% of the world’s population.
Although the virus was only intro-
duced recently into that region, it has
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Figure 1

Estimated Global Distribution of Total Adult HIV Infections 
from Late 1970s/Early 1980s Until Mid-1995

Source:  World Health Organization, 1995 (see reference 3).



spread very rapidly throughout the
area, primarily among heterosexuals.

“People tend to view the AIDS
epidemic as one entity, but it’s really
quite complex.  Different epidemics
are proceeding at different rates and
magnitudes, spreading through differ-
ent risk groups at different rates.  In
Southeast Asia, for example, the epi-
demic has taken a very rapid upward
rise — similar to what the United
States experienced in the early 1980s.
In the United States, however, this
rise now has begun to taper off —
we’re reaching a stage of stabilization
where the number of newly acquired

cases equals the number that die from
the disease.  That is not the situation,
unfortunately, in Southeast Asia, or
even in sub-Saharan Africa, where
HIV infection continues to escalate
rapidly.

“Importantly, the likelihood of 
HIV infection appears to be intricately
intertwined with other STDs, and
STDs are widespread.  World Health
Organization estimates suggest over
350 million new cases of STDs occur
each year:  60 million in sub-Saharan
Africa; about 140 million in Asia;
about 8 to 12 million in the United
States; and about 140 million more
distributed throughout South America,
Europe, and the rest of the world.

“And, in fact, what’s driving the
AIDS epidemic in many of these
regions is an underlying uncontrolled
STD epidemic.  Because ulcerative
and nonulcerative STDs abound in

many populations, the efficiency of
HIV transmission is enhanced in these
regions.  So, due partly to inadequate
controls for STDs, it appears that in
the next five years the major bolus of
the epidemic will take place in Asia
and sub-Saharan Africa.”

Dr. Quinn elaborated on the 
bidirectional interaction between
STDs and HIV.  “If you have an STD,
whether it be herpes, syphilis, chan-
croid or some of the nonulcerative
STDs, those diseases in themselves
actually increase the transmissibility 
of HIV.  This works in two directions.
On the one hand, someone with an

untreated STD is more likely to acquire
HIV from unprotected sexual contact
with an HIV-infected individual.  On
the other hand, an HIV-infected indi-
vidual with a concomitant untreated
STD may have enhanced shedding of
HIV and be more likely to transmit
the virus to an uninfected partner.”

STDs may enhance HIV transmis-
sion via several mechanisms.  First,
one host response to STDs consists 
of an increase in T-lymphocytes and
macrophages in the genital tract.4-6

These cells are particularly vulnerable
to HIV infection; in HIV-positive
individuals these host cells harbor the
virus.  Thus, STDs theoretically could
enhance the susceptibility of HIV-
negative partners by increasing the
number of target cells in the genital
tract available for viral infection.
Conversely, concomitant STDs in an
HIV-positive individual may increase

HIV infectiousness by increasing the
number of virus-bearing cells present
in the genital tract during sexual
intercourse.  For example, one study
found that cervical inflammation 
was associated with a ninefold greater
likelihood of finding HIV DNA in
endocervical secretions.7

A second mechanism by which
STDs may alter both HIV susceptibility
and infectiousness is the disruption
of genital tract epithelium.8 The pre-
sence of genital ulcers, in particular,
provides an easy path for the entry
and exit of HIV.  Dr. Quinn explained,
“The virus can be directly cultured
from genital ulcers9; the HIV is present
because CD4 cells are there.”

In addition, impaired immunity 
in HIV-infected individuals can also
result in more severe STDs.  “HIV-
infected individuals with impaired
immunity who happen to be coinfec-
ted with another STD — with human
papillomavirus (HPV), herpes simplex
virus (HSV), chancroid — appear to
have an increased amount of shedding
of those diseases as well as more severe
clinical manifestations.  The classic
example is herpes.  People who are
HIV-infected and have herpes simplex
virus clearly have much more severe
ulcerative lesions.  So what we’re
seeing is a bidirectional interaction —
STDs further enhancing the spread of
HIV, and HIV enhancing further the
spread of STDs in those people who
are undiagnosed and untreated.”  

Dr. Quinn spoke about the
evolution of data supporting STDs as
cofactors for HIV infection.  “Early
studies revealed that populations at
risk for STDs seemed to have the
highest risk for HIV.  These included
homosexual men, prostitutes, and
people attending STD clinics.  Later
cross-sectional, case-control studies
showed that individuals infected with
an STD, particularly a genital ulcer
disease, had a three- to fivefold
greater risk of being HIV-positive.
Investigators then began prospective
studies of HIV-seronegative individuals
to see who among them was at greatest
risk for a seroconversion.”
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The prospective studies uncovered
what many researchers suspected —
STDs enhance the risk of HIV serocon-
version.  Dr. Quinn explained, “The
most important variable affecting 
the risk of HIV seroconversion was
whether you had a concurrent STD 
at the time you had sexual contact, 
particularly unprotected sexual contact,
with an individual who had HIV
infection.  Having a concurrent STD
resulted in up to about a fivefold
relative risk of seroconverting to HIV-
positive status.”

Biological studies support this
association.  “Epidemiologic studies
are now being supplemented and
complemented with biological studies
demonstrating that individuals who
are HIV-infected and concurrently
have an STD have enhanced transmis-
sibility and increased infectiousness
of HIV,” Dr. Quinn commented.
“And, they also provide evidence that
if you treat that STD, the infectiousness
goes down, and hence, the efficiency
in transmitting HIV to another
person goes down.”

Dr. Quinn admitted the difficulties
inherent in trying to separate the
biological from the behavioral com-
ponents of the association.  “One
problem is that the transmission 
of STDs entails the same behaviors 
as those involved in the sexual 
transmission of HIV.  These include
high-risk sexual behaviors such as
anal sex, failure to use condoms,
multiple sexual partners, and sexual
exposure to an individual with an
STD or with HIV,” Dr. Quinn stated.  

“In addition, complicating the
picture further, HIV-induced immuno-
suppression may increase susceptibil-
ity to STDs.  And so it’s difficult 
then, if you’re looking at HPV-HIV
coinfection, for example, to tease it
apart as to whether the HPV came
first, or whether the HPV manifesta-
tions were relative to the underlying
immunosuppression.”

An early study of African prostitutes
pointed to the association between
STDs and HIV seroconversion.10 “I
think one of the more important
studies,” Dr. Quinn continued, “was
conducted by Plummer et al.  These

investigators followed a cohort of
about 600 female prostitutes in Nairobi.
Almost 200 women were originally
HIV-negative.  Over a three-year period
the researchers looked to see which 
of the women who were seronegative
to begin with became seropositive.
Several variables were independently
associated with seroconversion —
condom nonuse; genital ulcer disease;
chlamydial cervical infection; and use
of oral contraceptives (Figure 2). 

“The most controversial finding,
you may recall, concerned oral contra-
ceptives (OCs).  Women taking oral
contraceptives had a higher risk of
seroconversion than those who were
not taking them.  The problem with
this finding is that it’s confounded 
by the fact that the women who took
OCs were less likely to have their
clients use condoms.  And, condom
use was very protective (p<0.0001).  
If the women consistently asked their
clients to use condoms the risk of
seroconversion was almost nonexis-
tent.  So these two variables, OC use
and lack of condom use, are linked
together.

“The other risk factors associated
with seroconversion were whether the
woman had a genital ulcer disease or
a chlamydial cervical infection in the
six months prior to seroconversion.
Moreover, with multiple episodes 
of genital ulcers the risk rose.  For
example, if the woman had no episodes
or only one episode of genital ulcers
during the past year, she had a sero-
conversion rate of about 50% to 60%.
If she had two or three episodes her
risk rose to 80%.  But, if the woman
had four or more episodes of chan-
croid, herpes, or syphilis her probability
of seroconverting rose to 100%.

“Another study of prostitutes in
Zaire,” Dr. Quinn continued, “found
similar results with respect to nonul-
cerative STDs.11 Nonulcerative STDs
strongly predicted subsequent HIV
infection.  Those diseases clearly
associated with new HIV infections
were gonorrhea, chlamydial infection,
and even trichomoniasis (see Table 1
on next page).  In addition, irregular
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Figure 2

Relative Risk of HIV Seroconversion Among 124 Nairobi 
Prostitutes According to Various Risk Factors

Source:  Plummer FA, et al, 1991 (see reference 10).



or no condom use was also predictive
of infection, whereas consistent
condom use was very protective.” 

Nonulcerative STDs may also
contribute more to spreading HIV
infection than ulcerative STDs.  Dr.
Quinn explained why.  “The reason
nonulcerative STDs may actually
contribute more to spreading HIV
infection has to do with how common
they are in the population.  Nonulcer-
ative STDs such as chlamydial infec-
tion and gonorrhea appear to promote
the transmission of HIV (although 
to a lesser degree than ulcerative
disease) especially in populations
where’s there’s a lot of HIV prevalence.
It’s believed that the attributable
fraction — that is, the population at
large risk for acquiring HIV — goes 
up when you have a very common
STD in the population (such as chlamy-
dial infection).  So, the attributable
fraction may be higher with nonulcer-
ative STDs compared to genital ulcer
diseases.”

Studies in India also point to the
higher risk of HIV seroconversion
among individuals with STDs.12,13

Dr. Quinn spoke about results from
two studies in which he participated.
“In one study conducted in Pune,
India, outside Bombay, we followed
people coming to an STD clinic.  From
1990 to 1994, we found that the over-
all prevalence of HIV infection was

about 23%.  About
one-third of the
women and one-fifth
of the men were
infected with HIV.
About 60% of the
women had a history
of prostitution;
however, among
women who were 
not prostitutes, the
prevalence of HIV
infection was still
14%.  We also
followed the sero-
negative people 
every three months 
to determine if and
when they serocon-

verted and what factors placed them 
at higher risk.13

“Two variables were highly
predictive of HIV seroconversion:  
the presence of a genital ulcer, and
urethritis or cervicitis (Figure 3).

Compared to those who never had 
a genital ulcer disease, if the person
had an episode of syphilis or herpes
at the current visit, their relative risk
of being HIV seropositive was 3.0.  If
they had an episode of herpes simplex
at the prior visit, their relative risk
was about 4.5.  If they had a genital
ulcer at both the past and current visit,
the relative risk that they would
become HIV-positive in between
those visits rose to almost 9, the
highest that’s been reported in the
literature.  And, in fact, the seroinci-
dence rate in this population of
Indian men and women attending
STD clinics was over 12%.  

“We also looked at the effect of
urethritis and cervicitis on the risk of
HIV seroconversion.  The association
was less dramatic than for genital ulcer
disease, but nonetheless, substantial.
Compared to those individuals with-
out urethritis or cervicitis, persons
with these infections at the current
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Figure 3

Relative Risk of HIV Seroconversion Among 851 Persons with 
Genital Ulcer Disease or Urethritis or Cervicitis Attending Two

Sexually Transmitted Disease Clinics in Pune, India

Table 1

Multivariate Risk Factors for 
HIV Seroconversion Among 431 Female

Prostitutes in Kinshasa, Zaire

Adjusted 95% Confidence
Risk Factor Odds Ratio (OR) Interval (CI)

Gonorrhea 4.8 2.4-9.8

Chlamydial infection 3.6 1.4-9.1

Irregular or no 2.4 1.0-6.1
condom use

Trichomoniasis 1.9 0.9-4.1

Source:  Laga M, et al, 1993 (see reference 11).



visit had about double the risk of
seroconversion; if they had these
infections at the prior visit their risk
about tripled; and, if they had the
infection at both the prior and current
visit, then their risk quadrupled.”

HIV INFECTION IN THE UNITED STATES
Dr. Quinn then spoke about the

U.S. situation.  “The U.S. HIV epidemic
has shifted to one that mainly involves
young, sexually active teenagers and
young adults.  The fastest-growing
segment of our population at risk for
HIV is heterosexuals, particularly
young heterosexuals.  The average
age at which a person becomes
infected with HIV,” Dr. Quinn
emphasized, “is getting younger and
younger.14 In the late 1970s, the
average age at which a person would
become infected with HIV was about
35 years.  The average age of acquisi-
tion of HIV is now between 20 and
25, with the progression to AIDS in
the early 30s (Figure 4).  

“There has definitely been a shift
toward infection among women, 
as well,” Dr. Quinn stated.  “At our
hospital right now, we have more
HIV-infected women coming into our
clinics than we do HIV-infected men.
Women are becoming at greater risk
of HIV infection than heterosexual
males, independent of intravenous
drug use.”  

Data from the CDC support these
observations.15,16 In 1994, 18% of the
cases of AIDS in those aged 13 years
or older occurred among women.
This steadily increasing proportion
represents a threefold increase from
1985 to 1994 (see Figure 5 on next
page).  Furthermore, according to the
CDC, “The AIDS epidemic among
women continues to disproportion-
ately affect racial/ethnic minorities,
primarily in the Northeast and South.
AIDS among women was primarily
associated with two modes of HIV
transmission:  injecting drug use and
heterosexual contact with an at-risk
partner. … [However] Heterosexual
contact is the most rapidly increasing
transmission category for women.”

Teenage women may be at greatest
risk of HIV infection.  So suggest data
from the Job Corp,17 and Florida18

and Baltimore STD clinics.  “During a
three-year study,” Dr. Quinn said, “we
followed over 5000 people who came
into our clinics in Baltimore for repeat
STD diagnosis and treatment, who
were also tested and counseled about
HIV.  Anyone entering the study had
at least two separate serologic tests for
HIV.  For those individuals who started
out HIV-seronegative and then became
HIV-positive, the incidence rate on
an annual basis was 3%.  That is, of
every hundred people coming into
our clinic, 3 of those 100 became
HIV-infected.  

“When we broke it out by gender,
however, the women had the higher
rate of HIV seroconversion.  And, the
highest rate of all occurred among
teenagers.  Young women between
the ages of 15 and 19 years had an
annual incidence rate of 7.  So that
means out of every 100 teenage
women coming into our clinics, 7
became HIV-infected.

“We then looked at whether there
was any relationship to syphilis,
gonorrhea, chlamydial infection, and
other factors.  Our initial findings
had suggested that syphilis was
especially predictive of HIV serocon-
version.19 And, again, we found that
if an individual had acquired syphilis
between having a negative HIV test
and coming back for a second test, he
or she had about a 13% seroconversion
rate.  This is compared to those who
came back for repeat STDs other than
syphilis, among whom the serocon-
version rate was only 2.3%.  This
sixfold difference is similar to what
we observed in Africa and Asia — if
you have a genital ulcer disease like
syphilis, you have a six times greater
chance of becoming infected with
HIV than if you don’t have syphilis.
The same is true, although less drama-
tic, for gonorrhea and chlamydia —
your risk of seroconverting is greater
in the presence of these nonulcerative
diseases than if you didn’t have them.”
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HIV-STD COINFECTION AND
RISK OF SEROCONVERSION AMONG
HIV-DISCORDANT COUPLES

The largest couple study in which
one person was HIV-positive and the
other was not (discordant couples)
provided evidence that HIV serocon-
version is influenced by the presence
of an STD.20 The study also suggested
that, in the presence of an STD, sero-
conversion is equal and bidirectional
between the sexes.  De Vincenzi et al
studied 256 discordant couples who
received intensive counseling about
how to prevent HIV infection.  These
couples were followed over five years
to determine who became HIV
positive and why.

The results suggested two things.
One, condoms are highly effective at
preventing HIV transmission.  Two, if
condoms are not used correctly and
consistently, the presence of an STD
greatly enhances the likelihood of
seroconversion both among men 
and women.  Of 124 couples who used
condoms consistently, no uninfected
partners became infected with HIV,
despite 15,000 episodes of sexual

intercourse. On the other hand, in
couples who failed to use condoms
consistently about 10% of the non-
index partners (those without HIV
initially) seroconverted.  “This is 
the kind of information that needs 
to be communicated when you do
counseling with couples in which
one person is HIV-negative and the
other positive,” Dr. Quinn advised.

“In which direction did seroconver-
sion occur more often?” Dr. Quinn
asked.  “Was it male-to-female or
female-to-male?  Male-to-female trans-
mission of HIV is generally considered
more efficient than female-to-male
transmission (although this issue
continues to be the subject of much
investigation and debate).21-26 But,
what these researchers found is that 
if one partner had an STD, it didn’t
matter whether the man or the
woman had HIV — the risk of sero-
conversion occurred with about equal
frequency in both directions.  In the
presence of an STD, an equal bidirec-
tional transmission took place.  About
11% of both men and women sero-
converted if the HIV-infected person
had an STD.

“Moreover, a significantly higher
rate of seroconversion occurred if the
nonHIV-infected person had an ulcer-
ative or nonulcerative STD (p<0.04).
HIV-negative partners with an STD
had an enhanced seroconversion rate
compared to seronegative partners
who did not have an STD.  The inves-
tigators also noted that having an
STD enhanced the risk of seroconver-
sion (cumulative incidence of 33%
for nonulcerative STDs and 40% for
ulcerative STDs) even more than the
practice of anal sex (cumulative inci-
dence of 28%), and anal sex is a very
high-risk behavior for acquiring HIV.”

FACTORS AFFECTING HIV SUSCEPTIBILITY
Many factors influence HIV suscep-

tibility and transmissibility (see box).
In addition to genital ulcers and
nonulcerative STDs, multiple sexual
partners, anal sex, other traumatic
sex, and sex during menses increase 
a person’s chances of acquiring HIV.
Cervical ectopy appears to influence
both HIV susceptibility and transmis-
sibility.27,28
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6).35 “After the men were treated for
gonorrhea,” Dr. Quinn said, “HIV was
present in the urethra of only 21%.  
A similar observation has been made
about HIV in semen — a lot of virus
is present in the presence of a con-
current STD, but goes down with
treatment of that STD.36 We also did
a study of 100 women with chlamydial
or gonococcal cervicitis and found

HIV Infection and Cervical Ectopy
Cervical ectopy is both a risk factor

for acquiring  and transmitting HIV
infection.27,28 Dr. Quinn explained,
“Cervical ectopy refers to the presence
of columnar epithelium on the face
of the ectocervix, which is a normal
condition that tends to decline with
age.  The columnar epithelium consists
of a single-layer of epithelium with
vasculature close to the surface, which
makes it more susceptible to trauma
than the thicker stratified squamous
epithelium present in the vagina.  The
presence of cervical ectopy is highest
during adolescence — teenage women
typically have more than 50% cervical
ectopy.  Factors that may increase
cervical ectopy include hormonal
influences, such as pregnancy and
the use of oral contraceptives.

“Importantly, cervical ectopy
appears to enhance the risk of both
HIV acquisition and transmission.  
If a young HIV-negative woman has
cervical ectopy, she’s more susceptible
to HIV infection27; however, if she
already has HIV and has a lot of
cervical ectopy, she may be more
infectious to an HIV-negative partner.
At least one study28 has demonstrated
a fivefold increased ability to recover
HIV from the cervix of women 
with cervical ectopy; HIV shedding
increased with increasing amounts of
ectopy, reaching 83% for women with
greater than 50% ectopy (p<0.001).”

Circumcision
Uncircumcised men also appear to

have a greater risk of HIV infection.29

“Among African tribes that don’t
practice circumcision,” Dr. Quinn
explained, “there appears to be
enhanced HIV transmission even
though they’re in the same neighbor-
hood as the tribes that do practice
circumcision.  A possible biological
explanation is that when the foreskin
of an uncircumcised man is pulled
back, that epithelium is unstratified
squamous epithelium, which is more
susceptible to invasion by HIV and
other STDs.  In fact, uncircumcised
men have a higher rate of genital
ulcers than circumcised men

independent of behavior.  In circum-
cised men, the stratified squamous
epithelium seems to provide some
protection against HIV.”

Additional Factors Affecting HIV
Transmissibility

Among persons who are HIV-
positive, several factors influence
their HIV infectiousness.  “Anyone 
in the acute primary infection stage,”
Dr. Quinn continued, “when they’re
just seroconverting, is highly infec-
tious.  A person also becomes highly
infectious when they have advanced
clinical disease, and if they have
genital ulcers.  Other factors increasing
infectiousness include other STDs
and cervical ectopy.  What decreases
infectiousness is being on an antiretro-
viral drug such as AZT (zidovudine) or
ddI (didanosine) or ddC (zalcitabine),
and consistent use of condoms.”

Spermicides
Do spermicides increase or decrease

the risk of HIV transmission?  No one
is sure.  Some data suggest spermicides
might enhance the risk of HIV trans-
mission, while other data suggest a
protective effect.30-32  Enhancement 
of HIV transmission is postulated to
occur because nonoxynol-9 has a
detergent effect on the vaginal epi-
thelium and can cause inflammation
and disruption of cell membrane
integrity — frequent use or use of
high doses could increase susceptibil-
ity to HIV.  On the other hand, labor-
atory findings suggest nonoxynol-9 
is effective against HIV in vitro and
some data suggest that regular use of
spermicides helps to decrease the risk
of HIV transmission.31,32 Available
data are too limited to draw any
definitive conclusions.33,34

BIOLOGICAL PLAUSIBILITY
The biological plausibility of the

HIV-STD association is supported by
studies that show HIV infectiousness
drops with treatment of concurrent
STDs.  One study of 48 HIV-infected
men who had gonococcal urethritis
found that a urethral swab taken
from these men before STD treatment
showed HIV presence in 44% (Figure
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Factors that Affect 
Susceptibility and 
Transmissibility of HIV
Increase Susceptibility to HIV

• Lack of condom use
• High-risk partner
• Genital ulcers
• Other STDs
• Multiple sexual partners
• Traumatic sex 

(such as anal sex)
• Cervical ectopy 
• Presence of foreskin 

(uncircumcised men)
• Sex during menses

Increase Infectiousness of 
HIV-Infected Individuals

• Acute primary infection 
(just seroconverting)

• Advanced clinical disease 
(CD4 <200 per cubic
millimeter)

• Elevated plasma viral levels
• Genital ulcers
• Other STDs
• Cervical ectopy 

Decrease Infectiousness of 
HIV-Infected Individuals

• Antiretroviral therapy
[zidovudine (AZT), didanosine 
(ddI) or zalcitabine (ddC)]

• Consistently using condoms

Source:  Quinn TC.  Personal 
communication.



that it was more difficult to recover
the virus once we’d treated the STD.”

A NEW HIV PREVENTION PARADIGM
Data on the relationship between

STDs and HIV infection are transform-
ing approaches to HIV prevention.
“One current theory is that if you
treat STDs and get them under control,
as well as provide behavioral educa-
tion, you can actually decrease the
infectiousness and transmissibility 
of HIV,” he explained.  “The World
Health Organization and other groups
are now considering the following
hypothesis:  A reduction in STDs can
be effectively achieved either by direct
STD diagnosis and treatment or by
mass STD treatment and that, overall,
a reduction in STDs should decrease
HIV transmission and acquisition.”

The experience of Thailand tends
to support this hypothesis.  “I just
returned from Thailand, where AIDS
is the fastest-growing epidemic that
country’s ever witnessed.  Between

1987 and 1993, Thailand went from
having almost no infected people to
almost 1 in 50 persons being HIV-
infected — a very, very, rapid spread
of infection.  In response, the King
and Queen of Thailand led a very
aggressive nationwide educational
campaign, linked with condom 
distribution, and a massive STD
diagnosis-treatment campaign.”  
The results suggest a slowdown in 
the spread of HIV, a decrease in the
incidence of STDs, and an increase 
in condom use.

Data from Tanzania also lend
support to the hypothesis that STD
prevention will help stem the spread
of HIV.2 “In Tanzania,” Dr. Quinn
shared, “they’ve been trying to get
people to use condoms and change
their sexual behaviors — and they’ve
been failing.  The same is true in
Uganda.  No matter how good or
effective an educational campaign 
is, if it’s running against the grain 
of thousands of years of culture, it’s
going to be very difficult to change
behavior.  Condoms are not readily
acceptable in many of these popula-
tions, nor is monogamy. 

“So, instead, researchers launched
a strong STD diagnosis-treatment
campaign linked with a behavioral
education program.  Now, they only
had enough resources for about
10,000 people.  Half received the
intensive STD diagnosis-treatment
combined with education.  The other
half received education alone.  Then
both groups were compared to see
which type of campaign worked better.

“After two years of follow-up, the
HIV seroconversion rate was lower in
the group that received the combined

STD control-educational program.
Seroconversion in the population that
only got education (with 71% follow-
up) was about 1.9%.  On the other
hand, the group that also got the
intensive STD treatment and education
had a seroconversion rate of 1.2%.
The combination program resulted 
in about a 42% reduction in HIV
transmission, which is almost as 
good as giving AZT (zidovudine) 
to a pregnant women who is HIV-
positive,37 in terms of decreasing
transmission from mother to infant. 

“The sad part is that despite all 
the education in both groups the
investigators could not document
any change in behaviors.  But, that
partially explains why HIV continues.
They also didn’t have a dramatic
change in the STD rates.  And so,
whatever happened in the STD-
control program, it probably didn’t
dramatically lower the prevalence,
but lowered it enough so that HIV
transmission efficiency went down.
This type of study still needs further
validation — it’s the first of its kind
— but it provides evidence to support
the biological plausibility of this
interaction between STDs and HIV.”

PERSPECTIVES ON THE FUTURE
The United States probably needs

to incorporate both approaches 
to help stem the spread of HIV.  
Dr. Quinn shared his views on the
types of interventions that may be
necessary.  “First, I think we have 
to expand our clinical and health
education services.  They now need
to be integrated with primary health
care, as our whole health care system
seems to be moving in that direction.
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Presence of HIV in Urethral
Secretions of 48 Men 

Before and After Treatment 
for Gonococcal Urethritis

Source:  Moss GB, et al, 1995 
(see reference 35).

“The World Health Organization and other groups
are now considering the following hypothesis:  A reduction 

in STDs can be effectively achieved either by direct
STD diagnosis and treatment or by mass STD treatment 
and that, overall, a reduction in STDs should decrease 

HIV transmission and acquisition.”
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We have to expand not cut back,
services for STD control and integrate
these services with family planning
and related programs.  Second, we
need better innovative behavioral
intervention programs, because the
ones we have right now are not as
successful as they really need to be to
control this epidemic.  We have to get
better cooperation between the inner-
city communities and the health
sector as partners in developing and
implementing STD control programs.  

“And most importantly, public
health policies coming from Congress
have to be better coordinated with
other social programs.  We need
strong local, state and national
leadership and financial support 
for the success of these programs.
Dismantling social programs that
address sex education, STD treatment,
and prevention seems to me to be
asking for trouble.  We know an
integrated approach can work.  It’s
working better in Thailand and in
Africa than it is in this country, and 
I think we need to start thinking
about that very seriously to prevent
the further spread of HIV here in the
United States.”
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Questioning patients
sensitively about their
sexual lives is important
given the prevalence of
STDs in the United States.
HIV infection, for
example, continues to
increase most rapidly in
the United States among
women and young adults.
Health care providers
working with these
populations need to assess
their clients’ risk for STDs
and provide information
about prevention
measures.
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What obstacles get in the way of
taking a sexual history?  Particularly
among clinicians untrained in repro-
ductive health and sexuality, the
primary obstacle is communication,
especially a reluctance to broach the
subject.  Reluctance may stem from
several factors including discomfort
with explicit sexual language, embar-
rassment, or anxiety about how one
will react to the patient’s disclosures.1
Common explanations for not taking
a sexual history include, “The patient
didn’t bring it up, so it’s probably not
an issue”; “I respect my patient’s
right to privacy”; or “It’s none of my
business.”2

Although clinicians may initially
feel uncomfortable in bringing up
sexual topics, breaking the ice can be
helpful for patients.  Even if patients
do not disclose much information
during the initial discussion, the fact
that the issue of sexuality has been
raised gives them permission to bring
up concerns in the future and lets
them know that the provider is
sensitive to sexual health matters.  

The American Social Health
Association (ASHA) is a nonprofit
organization that maintains programs
in education, public policy and
research in STDs.  In an interview for
this article, Linda Alexander, PhD,
Director of Women’s Health for the

association said, “Patients are usually
anxious about talking to a provider
about sexual health issues.  If providers
are uncomfortable in initiating sexual
health conversations for fear of embar-
rassing the patient, patients unfor-
tunately can get the wrong message
and assume that the provider is either
uninterested or that sexual health is
unimportant.”

The client needs to understand 
the purpose of the sexual history.
Clinicians need to explain the
reason(s) for asking about sexual
topics and the types of intimate
questions that will be asked.  For
example, the provider may want to

begin by telling the patient, “In order
for me to provide the best care for
you, I need to understand if you are
at risk for sexually transmitted infec-
tions.  Therefore, I’ll need to ask you
some straightforward questions about
your sexual practices.  I ask all my
patients these questions.”2

ASKING THE QUESTIONS
Before starting the interview, the

clinician should consider the client’s
privacy and modesty.2 For example,
it’s best to conduct the sexual history
when the patient is dressed and to do
so in a private environment.  Assure
the patient of confidentiality.  Teens,
in particular, have concerns when

Taking a Sexual History to Help Patients Prevent STDs

“If providers are uncomfortable in
initiating sexual health conversations 
for fear of embarrassing the patient,
patients unfortunately can get the wrong
message and assume that the provider 
is either uninterested or that sexual
health is unimportant.”

Linda Alexander, PhD
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discussing sexuality with health care
providers.3 You must make it clear 
to the teen what information can be
held confidential and what cannot. 

Dr. Alexander emphasized the
importance of making the patient
comfortable. She said, “The American
Social Health Association receives
thousands of calls each year from
men and women who are anxious
and frustrated because they have not
been able to have open, comfortable
discussions about sexual health issues
with their health care providers.  A
private environment with a provider
who is willing to listen and ask
questions in a nonjudgmental style
greatly facilitates patient comfort
with these sensitive matters.” 

Because questions about sexual
orientation are often emotionally
charged, it’s preferable to ask questions
about specific behaviors rather than
sexual lifestyle.  For example, asking a
man if he’s homosexual may elicit a
“No” answer.  He may give this answer
despite the fact that he has engaged in
sex with other men (while in prison for
example); however, he may not label
the behavior, or himself, homosexual.
Therefore, a better approach is to ask
about the gender of sexual partners.
For example, the question could be
rephrased, “Have you ever had sex
with other men?” 

It’s also important not to let
personal values and judgments enter
the process.  For example, providers
should not assume the person is het-
erosexual.  One way to avoid asking
about the person’s sexual orientation
is to ask, “Are you sexually active
with men, women, or both?”  Or, 
ask an open-ended question such as,
“Tell me about your sexual partner 
or partners.”  It’s also good not to
prejudge; one should not assume that
older persons, the disabled, or the
obese do not have sexual relations.

Providing reassurance about normal
sexual behavior can be helpful.  For
example, the provider might introduce
a subject with, “Many people are con-
cerned about [fill in the blank]…,” as
a way to let the patient know that
other people share similar concerns.2

Or, if the question concerns a specific
sexual practice, the clinician can say,
“Many people engage in anal sex 
as well as vaginal sex.  Is anal sex 
a sexual practice for you and your
partner(s)?”

What skills can help clinicians the
most?  Probably the ability to listen 
is most helpful.  Good listening skills,
invaluable when taking any kind of
medical history, become particularly
important when asking about highly
personal, intimate subjects.4 The
clinician must remain alert to verbal
and nonverbal cues.  These cues can
suggest when patients are holding
back and when it might be useful to
probe further. 

LEARNING SEXUAL HISTORY-TAKING SKILLS
Sexual history-taking skills can be

learned.  One study of family practice
residents assessed the effectiveness of
two training programs on the quality
of sexual history-taking.5 Twenty-
four family practice residents were
divided into two groups.  Both groups
received active listening skills training
and general information about sexual
dysfunction; however, one group
then received a skills-based training

program, while the other received
awareness-based training.  

The skills-oriented training relied
on a previously defined list of 10
sexual history issues (Alexander’s Ten
Sexual History Issues).6 Each issue
was discussed by the group in terms
of its importance to a patient’s overall
sexual functioning.  Residents also
read case sexual histories and discussed
them with the group in terms of the
10 sexual issues.  Residents were not
encouraged to discuss their own
thoughts, feelings, or experiences.

The awareness training, on the
other hand, focused on heightening
residents’ awareness of their own
sexual beliefs, attitudes, and feelings.
The training emphasized the impor-
tance of sexual self-awareness in
taking an effective sexual history.
Residents filled out a questionnaire
that asked about their own sexual
attitudes and behaviors.  The session
ended with both a review of the per-
sonal issues discussed and a review 
of the family physician’s role in
counseling patients about sexual
problems.

Both groups were evaluated via
videotaped patient encounters.  The

Suggestions for Taking a Sexual History
• Clinicians need to be comfortable with sexual questions and language
• Establish rapport with the patient
• Greet patients warmly and with respect
• Use a private location for the interview 
• Establish confidentiality
• Use straightforward language the patient can understand 

(may need to suggest multiple terms)
• Identify the purpose of the discussion
• Let patients know the questions may be personal
• Acknowledge that many people find it difficult to discuss sexual issues
• Begin with open-ended questions
• Ask specific questions in a nonthreatening, nonjudgmental manner
• Listen carefully and be sensitive to nonverbal cues
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residents did not know the interview
related to their sexual history-taking
training.

The results suggested that skills-
oriented training helped residents
become more effective sexual history-
takers, but awareness training did
not.  Residents receiving skills training
asked significantly more questions
about their patient’s sexual history
than did those who received awareness
training (p=0.01).

Another sexual history-taking
curriculum implemented at a family
practice residency program combined
several educational techniques.7 The
program used videotapes, group dis-
cussion, role-playing, and lectures to
enhance the residents’ awareness of
and comfort with taking a sexual his-
tory.  After the training program, the
frequency of taking a sexual history
among residents rose from 7% prior
to the program to 36% six months
after the curriculum.

Other techniques that can facilitate
the learning process include values
clarification and desensitization.
Values clarification exercises explore
and challenge personally-held beliefs
about sexuality and sexual practices.
Desensitization employs exercises
that help reduce the emotional
charge associated with using sexual
language and speaking about sexual
activities.  Training programs that
employ a combination of approaches
will probably work best to help
clinicians develop the skills necessary
for taking an effective sexual history.

For a guide to taking an in-depth
sexual history you may wish to
consult A Guide to Taking a Sexual
History by Risen, or Taking a Sexual
History and Managing Common Sexual
Problems, by Franger.1,4

The ASHA also has materials
designed to help clinicians take a
thorough sexual history (see box
above).

The American Social Health Association (ASHA) is a nonprofit, tax-exempt
organization that operates the CDC National HIV/AIDS Hotline and the 
CDC National STD Hotline. 

CDC National HIV/AIDS Hotline:
English-speaking:  1-800-342-AIDS (7 days/week, 24 hours/day)
Spanish-speaking:  1-800-344-7432 (7 days/week, 8 am-2 am, EST)
TTY Service for the Deaf: 1-800-243-7889 (M-F, 10 am-10 pm, EST)
CDC National STD Hotline:  1-800-227-8922  (M-F, 8 am-11 pm, EST)

ASHA publishes a variety of educational materials for clinicians and patients
about the medical and emotional aspects of STDs.  These materials include
a guide for clinicians on how to take a sexual history and a Personal Health
History Form.  The Personal Health History Form is a gynecological history
form designed to help clinicians frame their questions in language that will
promote open discussion.

To order Personal Health History Forms or materials about STDs call:  
1-800-783-9877 (bulk orders) or 1-919-361-8400 (individual orders)

For materials about herpes call:  1-800-230-6039.

Or write to: 
American Social Health Association
PO Box 13827, Research Triangle Park, NC  27709



CDC STD TREATMENT GUIDELINES
Clinicians who provide reproduc-

tive health care and don’t already
have a copy may want to obtain one
of the most recent STD treatment
guidelines (issued in late 1993) from
the Centers for Disease Control and
Prevention (CDC).  These guidelines
contain recommendations for single-
dose oral therapy for gonococcal
infections, chlamydial infections, and
chancroid.  Other sections address
subclinical human papillomavirus
(HPV) infections and cervical cancer
screening for women who attend STD
clinics and have a history of STDs.
The guidelines also include expanded
sections on the treatment of these
diseases in HIV-infected individuals.
The CDC plans on convening its next
expert panel to review and update
these guidelines in 1997.

You may obtain single copies of
the report for $4 from:
The Massachusetts Medical Society

Phone:  1-800-843-6356

FEMALE CONDOM LABELING REVISIONS
The FDA has changed the labeling

of the female condom.  On a yearly
basis, the failure rate for the female
condom is estimated to be 5% when
used correctly and consistently (per-
fect use).  Previous product labeling
did not give a 12-month “perfect-use”
failure rate.  The new, 12-month
failure rate with “typical use” (which
includes incorrect or nonuse) is 21%,
with a range between 18-25%; this 
is a drop from the 25% failure rate
listed in the old labeling.  In addition,
the device now has a shelf life of
three years, up from two years.

The female condom is now listed
for Medicaid reimbursement or other
similar programs in 36 states.  The
manufacturer, The Female Health
Company, has established a hotline

for clinicians with questions about
the female condom or who wish 
to share clinical experiences. 

Phone:  1-800-635-0844
Fax:  312-280-9360

DESOGESTREL-CONTAINING PILL LABELING
REVISED BY MANUFACTURER

Clinicians should be aware that 
the manufacturer of one of the two
desogestrel-containing pills on the
U.S. market (ORTHO-CEPT®) has
revised the package labeling.  This
comes in response to published
studies suggesting about a twofold

increased risk of venous thrombo-
embolism with pills containing the
progestins desogestrel or gestodene
(covered in the April 1996 issue of
The Contraception Report, Volume VII,
Number 1).  The labeling change was
made voluntarily.

Pills containing gestodene are not
available in the United States.

15

N E W S I N C O N T R A C E P T I O N

The following paragraph has been added to the beginning of the WARNINGS
— THROMBOEMBOLIC DISORDERS section of the package insert:

“Data from case-control and cohort studies report that oral contracep-
tives containing desogestrel are associated with a two-fold increase 
in the risk of venous thromboembolic disease as compared to other 
low-dose (containing less than 50 mcg of estrogen ) pills containing
other progestins.  According to these studies, this two-fold risk increases
the yearly occurrence of venous thromboembolic disease by about 
10-15 cases per 100,000 women.”

The following has been added to the Detailed Patient Labeling in the first
paragraph of the RISKS OF DEVELOPING BLOOD CLOTS section:

“Blood clots and blockage of blood vessels are one of the most serious
side effects of taking oral contraceptives. ... These risks are greater 
with desogestrel- containing oral contraceptives … than with other 
low-dose pills.”

12-Month Failure Rates of Female Condom

*Indicates the method may have been used inconsistently, not used with every act of
intercourse, or may have failed during use.   

**Perfect use means that the method was used correctly with every act of intercourse; 
failure is due to slippage or breakage.

Typical Use* Perfect Use**

Old Labeling 25% None Given

New Labeling 21% 5%
(range = 18-25%)
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