
Genital vascular responsiveness and sexual feelings in midlife
women: psychophysiologic, brain, and genital imaging studies

Rik H. W. van Lunsen, MD, PhD,1 and Ellen Laan, PhD2

ABSTRACT

The incidence of women’s experiences of lack of sexual arousal increases in the years around the
natural menopause transition. This raises the questions to what extent are sexual complaints in
postmenopausal women related to hormonal changes, and what is the contribution of psychologic
and contextual factors to sexual function in this transitional phase of life. This article reviews all
published evidence regarding (1) the relation between menopausal status and sexual arousal symp-
toms, (2) the extent to which these sexual symptoms relate to measured genital vascular responses
to sexual stimuli, and (3) the correlation between women’s genital vascular response and their
experience of subjective sexual arousal. Psychophysiologic and preliminary functional magnetic
resonance imaging (MRI) studies of increases in genital congestion in response to erotic stimula-
tion fail to identify differences between premenopausal and postmenopausal women. This suggests
that although urogenital aging results in changes in anatomy and physiology of the genitals, post-
menopausal women preserve their genital responsivity when sufficiently sexually stimulated. The
vaginal dryness and dyspareunia experienced by some postmenopausal women may result from
longstanding lack of sexual arousal and protection from pain previously afforded by estrogen-
related relatively high blood flow in the unaroused state. Psychophysiologic studies confirm similar
increases in genital vasocongestion from erotic stimuli in women with and without chronically low
sexual arousal, even in those women focusing specifically on their perceived lack of genital re-
sponse. Moreover, studies repeatedly confirm highly variable correlations between subjective sex-
ual arousal and measured increases in genital congestion.
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M
any studies report an increase in the
prevalence of women’s sexual arousal
dysfunctions with the natural meno-
pausal transition.1-3 This raises two ques-

tions. First, to what extent are sexual symptoms in post-
menopausal women related to endocrine-invoked
changes in genital vascular responses? Second, to what

extent is genital vascular responsiveness related to sex-
ual feelings?

In the current classification system of the Diagnostic
and Statistical Manual of Mental Disorders, 4th edition
(DSM-IV), female sexual arousal is described entirely
in terms of genital indices of a sexual response, namely,
the lubrication-swelling response.4 The definition of
female sexual arousal disorder (FSAD) is consistent
with this definition. In clinical practice, however, it is
often the lack of subjective sexual arousal that leads
women to seek treatment. Women are, in contrast to
men, relatively unaware of their genital sexual re-
sponses and tend to define sexual arousal in terms of
their subjective feeling state.5 Lack of a physical sexual
response usually leads to discomfort and pain and is
rarely described in terms of perceived incomplete, or
absence of, lubrication and/or swelling. An exception is
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the “vaginal dryness” that is believed to be the most
important later consequence of hormonal changes dur-
ing menopause6 and that might represent either a
change in the vaginal texture and/or the absence of a
lubrication response, reflecting diminished genital vas-
cular responsiveness.7

Another problem in diagnosing FSAD is that women
vary greatly in the ease and latency of sexual arousal,
and in what kind of sexual stimulation is adequate for
sexual excitement to occur.8 A clinical judgment about
the severity of the arousal problems and whether sexual
stimulation is adequate is required, based on age, life
stage, and sexual experience. There is no empirical evi-
dence on the basis of which clear criteria can be
derived.

These and other issues have led to a discussion about
the usefulness of the DSM-IV criteria, and recently it
was proposed to differentiate between physical and
psychologic arousal in the definition of women’s
arousal disorders.9,10

The questions and definition problems concerning
women’s sexual arousal dysfunctions seem especially
relevant for perimenopausal and postmenopausal dys-
functions, because many of the assumptions of rela-
tions between hormonal changes, genital responsive-
ness, and sexual problems are not supported by
scientific evidence.

This article reviews the evidence regarding

1. The relation between menopausal status and
sexual symptoms such as vaginal dryness and
dyspareunia.

2. The extent to which sexual complaints of post-
menopausal women relate to measured genital vas-
cular response (increased engorgement) to sexual
stimuli.

3. The correlation between women’s genital vascular
response and their experience of subjective sexual
arousal.

RELATION BETWEEN VAGINAL DRYNESS
AND DISCOMFORT AND
MENOPAUSAL STATUS

Sex steroids play a crucial role in maintaining the
anatomic and functional integrity of many structures
involved in women’s sexual function.11,12 However,
given the variety of physical, emotional, and cognitive
issues influencing women’s sexual health,13-15 direct
involvement of sex steroids in women’s sexual dys-
function remains controversial. Sexual dysfunction
may occur in all stages of the reproductive life cycle
even though an age-dependent decline is present, par-

ticularly evident at the time of menopause.16,17 Repro-
ductive-related events (menstrual cycle alterations, in-
fertility, pregnancy and lactation, etc) and hormonal
manipulations (hormonal contraception, use of anti-
androgens and ovariostatic treatments such as GnRH
analogues, exogenous oral estrogens, etc) are associ-
ated with changes in desire, arousal, and orgasm.18

Menopause is characterized by hormonal changes
because of disappearance of cyclic fluctuations,
changes in sources of androgen and estrogen produc-
tion, and a decrease in ovarian estrogen production.
The decline in circulating estrogen levels associated
with menopause is thought to be responsible for many
of the sexual symptoms experienced by postmeno-
pausal women.19 According to Park et al,20 postmeno-
pausal women with sexual symptoms who are not using
estrogen therapy are particularly vulnerable to what
they call a vasculogenic sexual dysfunction. The as-
sumption therefore is that the postmenopausal decrease
in circulating estrogens is responsible for vascular
changes resulting in a diminished vaginal engorgement
in response to sexual stimulation, leading to vaginal
dryness and dyspareunia.

Contradictory to this hypothesis are several studies
failing to find a correlation between sexual indices of
vaginal dryness and dyspareunia, on one hand, and es-
trogen levels and objective measures of vaginal atro-
phy, on the other.7,21 Moreover, vaginal dryness occurs
in only 20% to 30% of all postmenopausal women,22

suggesting that estrogen deficiency is not the direct
cause but only might make postmenopausal women
more vulnerable to sexual problems that are not spe-
cific for this phase of life. This might explain why het-
erogeneous results are reported by users of hormone
therapy. In a population-based study, for instance,
women using hormone therapy reported more dyspa-
reunia than women not using hormone therapy.23 The
best predictors for both postmenopausal sexual satis-
faction and vaginal health seem to be positive previous
sexual experiences and continuation of sexual activity.
Coitally active postmenopausal women were noted to
have less vaginal atrophy in comparison with abstinent
women, and premenopausal sexual satisfaction was
significantly associated with coital activity in elderly
women.24 A recent study comparing genital responses
and subjective arousal of premenopausal and post-
menopausal women questioned the etiologic role of
vaginal atrophy in postmenopausal sexual dysfunc-
tion.25 In that study, vaginal atrophy, as measured by
the objective criteria of Leiblum et al,21 was signifi-
cantly higher in postmenopausal than in premeno-
pausal women. Yet, there were no differences in vagi-
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nal atrophy between the 14 postmenopausal women
with diagnoses of FSAD according to strict DSM-IV
criteria4 and 14 postmenopausal women without sexual
problems. Also, the postmenopausal FSAD group re-
ported stronger feelings of sexual arousal and genital
sensations than the premenopausal FSAD group. It
therefore seems questionable to regard perimenopausal
estrogenic status as a major factor contributing to
arousal disorders.

RELATION BETWEEN SEXUAL SYMPTOMS
AND GENITAL VASCULAR RESPONSIVENESS

IN POSTMENOPAUSAL WOMEN

The view that organic causes underlie many
women’s sexual arousal difficulties is increasingly
heard.20,26,27 With regard to sexual problems of post-
menopausal women, this belief in organicity is based
on the idea that the sensitivity of the sexual response
system is impaired by morphologic changes mainly
caused by estrogen deficiency, resulting in reduced va-
socongestion and lubrication of the genitals during sex-
ual arousal.26 Unfortunately, no validated instruments
to establish organic causes of sexual dysfunction are
available. Despite the fact that urogenital changes in
postmenopausal women are well documented,19 the
finding of a vascular irregularity in these women does
not necessarily mean that this organic factor is the
cause of their sexual difficulties. In fact, there is little
evidence to support the hypothesis that this is the main
cause of sexual problems of postmenopausal women.25

Moreover, to our knowledge no randomized controlled
trials have demonstrated enhancement of postmeno-
pausal women’s feelings of sexual arousal by estrogen
therapy.28 In general, it is questionable whether or not
premenopausal and postmenopausal women with
arousal difficulties are less capable of attaining an
adequate swelling-lubrication response than women
without these arousal problems. The key question to
be answered is whether or not an adequate genital sex-
ual response is possible in the presence of organic
abnormalities.

During sexual quiescence, the vagina of a premeno-
pausal woman is already moist to such an extent that
many women can endure unaroused intercourse with-
out serious discomfort, or they may become aroused
during the act and have no initial pain despite lack of
arousal at that time. The vaginal fluid is mainly a
plasma transudate from the blood circulating through
the vessels underlying the vaginal epithelium, mixed
with desquamated cervical and vaginal cells and cervi-
cal secretion.29,30 The plasma filtrate from the blood
leaks out of the capillaries into the interstitial tissue

space. Both animal and human studies suggest that es-
trogens modulate genital hemodynamics, and it has
been demonstrated that in nonsexual situations, estro-
gen depletion results in a significant reduction in vagi-
nal blood flow and lubrication that is restored by estro-
gen replacement.31-34

During sexual arousal the blood supply to the vaginal
epithelium is rapidly increased, resulting in increased
ultrafiltrate through the vaginal epithelial cells and thus
in a saturation of the limited reabsorptive Na+ transfer
capacity of the cells. As a consequence of this, the liq-
uid accumulates at the vaginal surface as a clear, slip-
pery, smooth lubricant. In addition to the increased
blood flow, the venous drainage is most probably re-
duced, resulting in vasocongestion and genital en-
gorgement, clitoral tumescence, and increased genital
sensitivity.35

Vaginal pulse amplitude (VPA) using vaginal pho-
toplethysmography is currently the most sensitive, spe-
cific, and reliable measure of this vaginal vasoconges-
tion. Fluctuations in VPA reflect phasic changes in
blood content of the illuminated vaginal capillary bed
of the vaginal wall at each heartbeat, with greater am-
plitudes indicating increased vasoengorgement.36,37

Because VPA cannot be calibrated in terms of an abso-
lute measure of vaginal vasocongestion, only compara-
tive within-subject and within-group analyses can be
performed38 except in studies that compare groups in
the same laboratory, under the same standardized con-
ditions, and with the same apparatus. Differences
in VPA reflect a difference in vasocongestion but do
not allow any interpretation about the size of the
difference.

A first step to assess the relation between women’s
sexual problems and genital responsiveness would be
to confirm that women with DSM-IV sexual arousal
disorder have less genital vasocongestion in response
to sexual stimuli, compared with women without sex-
ual problems. Visual sexual stimulation is easily ap-
plied and has proved to be the most effective nontactile
means of sexual stimulation in women without sexual
problems.5

So far, only a few studies have assessed differences
in vaginal response between women with and without
sexual problems, all using visual stimulation and vagi-
nal photoplethysmography. Some of these studied sex-
ual responses to erotic stimulus materials in low-
arousal or nonorgasmic women,39,40 other studies
combined women with different sexual dysfunctions
into one group,41 one included low-desire and anorgas-
mic women,42 one study examined sexual responses of
women with dyspareunia as they viewed scenes of oral
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sex and intercourse,43 and two studies compared sexual
responses of women with and without FSAD.25,44 It is
difficult to compare these studies and interpret the dif-
ferent findings because the nature of the sexual prob-
lems varied between and even within studies, different
erotic stimuli were used, and the studies differed with
respect to the way vaginal responses were measured
and analyzed.

The study by Meston and Gorzalka42 was the first to
compare different diagnostic categories, thus making
the important step toward differentiating patterns ac-
cording to the presenting sexual problem. They found
no differences in VPA between a group of 12 women
with hypoactive sexual desire, a group of 12 anorgas-
mic women, and a control group of 12 women. Simi-
larly, Morokoff and Heiman44 failed to find differences
in VPA between 11 women with sexual arousal disor-
der who presented for sex therapy, and a control group
of 11 women.

Wouda et al43 were the first to study vaginal re-
sponses of women with sexual problems to sexual
stimuli differing in content. Eighteen women with dys-
pareunia participated. In this study an erotic scene de-
picting fellatio and cunnilingus followed a neutral
baseline period. Then the women were subjected to a
return-to-baseline period followed by a cunnilingus
scene and an intercourse scene. There were no differ-
ences in VPA between the women with dyspareunia
and a control group of women without sexual problems
in the first four phases of the experiment. But during the
intercourse scene, the vascular responses in the control
group further increased, whereas the responses in the
dyspareunia group declined. There were no differences
in subjectively reported sexual arousal to the last scene.
These results suggest, first, that differences in vaginal
vasocongestion response may be highly situation spe-
cific or stimulus specific; only during the intercourse
scene was VPA significantly lower in the clinical
group. Second, genital measures and subjective feel-
ings did not correspond. This important finding is dis-
cussed in the last section.

Laan and van Lunsen7 were the first to measure geni-
tal responses of healthy postmenopausal women. In
their study among a nonclinical group of postmeno-
pausal women, all with free androgen levels within
physiologic limits, they demonstrated a significant es-
trogen-related difference in VPA between premeno-
pausal and nonestrogenized postmenopausal women
before any erotic stimulation had taken place. The post-
menopausal women in this study had only moderate
dyspareunia and vaginal dryness, and vaginal atrophy
was not severe. Apparently, VPA discriminates well

between a moderately atrophied and a nonatrophied
vaginal wall.7 During subsequent erotic stimulation,
however, both groups showed similar increases in
VPA. This study thus demonstrates that when VPA is
measured without adequate sexual stimulation, one
could wrongfully determine organic factors to contrib-
ute to arousal problems, whereas in fact with adequate
stimulation there may be an adequate lubrication-
swelling response. The findings of this study were rep-
licated in a recent study wherein the genital responses
of four groups of women were compared: medically
healthy premenopausal and postmenopausal women
with and without FSAD.25 In selection of the groups
with FSAD, the criteria of DSM-IV were strictly ad-
hered to, meaning that the main symptom had to be di-
minished, or absence of, lubrication-swelling response
and that there was marked distress as a result of the
sexual dysfunction and no comorbidity of medication,
medical condition, and/or psychopathology. To inves-
tigate the possibility that the FSAD group responded
more slowly to visual sexual stimuli than the women
without sexual problems, latency of VPA response was
analyzed as well. In a nonsexually stimulated state,
postmenopausal women had significantly lower VPA
levels than the premenopausal women, irrespective of
sexual function. During visual sexual stimulation VPA
increased at a similar pace in all four groups, suggest-
ing that neither women with FSAD nor postmeno-
pausal women are slower to respond to sexual stimuli.
Mean increases in VPA were similar for the women
with and without FSAD. Only in the postmenopausal
women without sexual problems were mean VPA in-
creases lower than in the premenopausal women. In the
FSAD group there were no differences in VPA increase
between the premenopausal and postmenopausal
women. These findings support the concept that pre-
menopausal women, even when not sexually aroused,
may not experience pain and/or discomfort because
they are, to a certain extent, protected by the permanent
nonsexual and estrogen-dependent lubrication as re-
flected by higher VPA in the nonaroused state. Post-
menopausal women might be more dependent on their
arousal because of the lower blood flow in the non-
aroused state in comparison with premenopausal
women.

One might argue that, given the lack of an absolute
reference for VPA, neither the differences in basal
VPA levels between premenopausal and postmeno-
pausal women nor the absence of differences in VPA
increases during sexual stimulation should be trusted.
However, the findings thus far are very consistent,7,25

and in both studies objective measures of vaginal atro-
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phy and 17�-estradiol correlated with basal VPA lev-
els, but not with VPA increases, during sexual stimula-
tion. More importantly, these findings are corroborated
by MRI. In a study by Maravilla et al,45 no differences
were found between small groups of premenopausal
and postmenopausal women when changes during sex-
ual arousal of the vaginal wall, vaginal mucosa, clitoris,
femoral vein signal intensity, relative regional blood
volume, and clitoral volume were measured. More-
over, the mean nonaroused clitoral volume of premeno-
pausal women (2.8 cc) did not differ from that of post-
menopausal women (3.1 cc), implying that even
absolute changes in clitoral volume do not differ be-
tween groups.46 The same group also conducted an
MRI study comparing genital anatomy of pre- and post-
menopausal women and found smaller vaginal rugae,
thinner vaginal wall, smaller labia minora width, ves-
tibular bulb width and cervical diameter in the post-
menopausal women, but again no differences in clitoral
size.47

Although to our knowledge no study exists correlat-
ing the degree of vaginal atrophy and severity of sexual
symptoms, possibly only postmenopausal women with
severe atrophy and vaginal symptoms, irrespective of
sexual activity, experience discomfort during inter-
course, even when sufficiently aroused. Currently, the
critical blood flow necessary for sufficient lubrication
to allow comfortable coitus is unknown. Clearly, it
might depend on factors such as vaginal epithelial cell
permeability as well as on those to do with penile size,
speed of thrusting, etc.48

In conclusion, sexual problems of the majority of
premenopausal and postmenopausal women with
FSAD are most likely not related to their potential to
become genitally congested. Contextual and relational
variables resulting in a lack of adequate sexual stimu-
lation and/or cognitive inhibitions are probably the un-
derlying cause for their sexual arousal problems. The
suggestion by Park et al33 that postmenopausal women
with sexual symptoms who are not using estrogen
therapy are particularly vulnerable to vasculogenic sex-
ual dysfunction, and would therefore experience lower
vaginal vasocongestion in response to sexual stimuli,
may be overly simplistic. It is more likely that they may
not have any protection from sexual symptoms in the
event of their engaging in intercourse when not
aroused. The only studies showing significant impair-
ment of psychophysiologic genital responses are stud-
ies of women with FSAD who have a medical condition
that is known to have a potentially negative impact on
genital neurovascular and/or neuroendocrine func-
tions.49,50-52 Not the presence of sexual arousal prob-

lems but the presence of a somatic condition over and
beyond postmenopausal estrogen status may therefore
be the most important determinant of impaired genital
vascular responsiveness.25,53

When it is demonstrated that sexual stimulation re-
sults in an increase in vaginal vasocongestion, and/or
does not deviate from that of women without sexual
problems, diminished vascular congestion is not the ba-
sis of the woman’s perceived lack of lubrication-
swelling response. Women’s limited awareness of
genital events is discussed in the last section. Although
all postmenopausal women show more or less urogeni-
tal atrophy,19 only a minority of postmenopausal
women experience dyspareunia and vaginal dryness.
These symptoms may then be the result of underlying
arousal problems that did not result in difficulties be-
fore menopause because of the estrogen-dependent
permanent lubrication that, to a certain extent, was able
to mask a lack of sexual lubrication. Consistent with the
results of psychophysiologic studies, a recent popula-
tion-based study of 200 American premenopausal,
perimenopausal, and postmenopausal women found
that health and marital status were more consistent pre-
dictors of sexual function than menopausal status.54

For clinical practice this implies that the reported re-
lief of dyspareunia and vaginal dryness by the use of
topical or systemic estrogens19 might sometimes repre-
sent a restored potential to have intercourse without se-
rious difficulty in an unaroused state. However, these
women might benefit more from symptomatic treat-
ment combined with a behavioral approach addressing
psychologic, relational, and contextual factors that
have resulted in ineffective sexual stimulation.

RELATION BETWEEN GENITAL RESPONSE
AND SUBJECTIVE SEXUAL EXPERIENCE

IN WOMEN

Many studies have addressed the issue of discor-
dance between psychophysiologic measurements of
sexual arousal and subjective reports of arousal in
women. In a few studies, positive correlations between
VPA or vaginal blood volume and subjective feelings
of sexual arousal were reported, but the majority failed
to find a relation between genital and subjective sexual
arousal.5,55,56 This finding can not simply be attributed
to measurement error of the vaginal photoplethysmo-
graph. Maravilla et al45 compared the vaginal photo-
plethysmograph with pelvic MRI during the viewing of
an erotic film in the same sample and observed that cor-
relations between subjective sexual arousal and genital
arousal as measured by pelvic MRI were even lower
than between subjective sexual arousal and genital
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arousal as measured by VPA. When watching an erotic
film depicting explicit sexual activity, most women re-
spond with increased vaginal vasocongestion. This in-
crease occurs within seconds after the onset of the
stimulus, which suggests a relatively automatized re-
sponse mechanism for which conscious cognitive pro-
cesses are not necessary. Even when these explicit sex-
ual stimuli are negatively evaluated, or induce little or
no feelings of sexual arousal, genital responses are elic-
ited. Genital arousal intensity is found to covary con-
sistently with stimulus explicitness, defined as the ex-
tent to which sexual organs and sexual behaviors are
exposed.56 This automatized response occurs in young
women without sexual problems but also in women
with a testosterone deficiency,49 in women with sexual
arousal disorder,25 and also in postmenopausal
women.7,25 In the study in four groups of premeno-
pausal and postmenopausal women with and without
FSAD, those with FSAD reported weaker sexual
arousal and genital sensations during visual sexual
stimulation, less positive affect, and more negative
feelings, despite equal levels of VPA between
groups.25 The visual sexual stimuli seem to evoke a
negative affect that does not inhibit VPA but does in-
fluence sexual feelings in a negative way. Women,
whether premenopausal or postmenopausal, simply do
not seem to attend to genital changes when assessing
their subjective feeling state. Their subjective experi-
ence of sexual arousal is determined less by feedback
from their genitals (which may become more important
as genital arousal increases) than by the intensity and
appraisal of the sexual stimulus.56

A highly automatized genital response mechanism is
adaptive from a strictly evolutionary perspective. If
genital response to sexual stimuli did not occur, our
species would not survive. For women, an increase in
vasocongestion produces vaginal lubrication, which
obviously facilitates sexual interaction. One might be
tempted to assume that for adaptive reasons, the ex-
plicit sexual stimuli used in psychophysiologic studies
represent a class of unlearned stimuli, to which we are
innately prepared to respond. These stimuli seem to
override the effects of various attempts at voluntary
control. Emotional stimuli other than sexual can evoke
emotional responses without the involvement of con-
scious cognitive processes. For instance, the subliminal
presentation of slides with phobic objects results in fear
responses in phobic subjects.57 Before stimuli are con-
sciously recognized and processed, they are evaluated,
for instance as being good or bad, attractive or danger-
ous. According to Öhman58 the evolutionary relevance
of stimuli is the most important prerequisite for such a

quick, preattentive analysis. Perhaps sexual stimuli fall
within this category and can be unconsciously evalu-
ated and processed as well.

A prerequisite of automatic processing seems to be
that sexual meaning resulting from visual sexual
stimuli is easily accessible in memory. The amygdala is
known to play an important role in conscious and un-
conscious processing of emotional and highly arousing
stimuli. Ledoux59 and Damasio60 are among the au-
thors who, on the basis of studies using different kinds
of brain imaging such as functional MRI, propose that
for emotional stimuli, information from the sensory
thalamus can be directly transmitted to the amygdala,
resulting in quick, direct emotional responses. A sec-
ond pathway is that information is passed from the sen-
sory thalamus indirectly, via the cortex and hippocam-
pus, to the amygdala.

The direct pathway (Ledoux’s “quick and dirty”
one59) is a provision for primitive and crude reactions
and may be responsible for automatic genital arousal
response, whereas the indirect “neat and slow” cortical
route will access memories of past emotional experi-
ences and influence subjective reports of sexual
arousal. For sexual responses it is postulated that the
memory systems connected with the generation of
arousal are androgen dependent.56,61

Karama et al62 conducted a noninvasive blood oxy-
genation level–dependent (BOLD) functional MRI
study using visual sexual stimulation and found similar
increases in brain activity in men and women in the
anterior cingulate, medial prefrontal, orbitofrontal, in-
sular, and occipitotemporal cortices as well as in the
amygdala and the ventral striatum. There was higher
activation of the thalamus and hypothalamus in men.
Moreover, that activation correlated with the men’s
subjective levels of arousal. This was not the case for
the women. Limitations of this study include the prob-
ability that men under these conditions experienced
significant higher levels of arousal than women and
that the women were studied outside their ovulatory pe-
riod. Other studies in men and women measuring brain
activation during visual sexual stimulation with BOLD
functional MRI63-65 identified the same and some other
cerebral areas involved in brain processing of sexual
stimuli. To date, none of these studies have involved
postmenopausal women.

In men without sexual problems, correlations be-
tween penile circumference change and subjective re-
port are usually fairly high. Men with psychogenic
erectile dysfunction, however, tend to underestimate
their sexual responses.55,66 In women experiencing
arousal problems, the lack of a systematic relation be-
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tween awareness of genital responses and feelings of
arousal is even more apparent in comparison with
women without sexual problems.25 So, in the assess-
ment of sexual arousal in women, even more than in
men, there is a need for simultaneous measurement of
both the cognitive and the physical aspects of arousal.
Subjective arousal estimates are necessary to answer
the question whether the woman is able to experience
feelings of sexual arousal under various stimulus
conditions.

CONCLUSION

In the assessment of the physical aspects of sexual
arousal, the main question to be answered is whether,
with adequate stimulation by means of audiovisual,
cognitive (fantasy), and/or vibrotactile stimuli, a suffi-
cient lubrication-swelling response is possible. If such
a response is possible, even when other investigations
indicate the existence of a variable that might compro-
mise physical responses, an organic contribution to the
arousal problem of the individual women is clinically
irrelevant. Therefore, although psychophysiologic test-
ing to date is not a routine assessment,67 it can be useful
both in the diagnostic phase and in the assessment of
the effects of medical and/or pharmacologic interven-
tions.52 Data from studies using psychophysiologic as-
sessment of sexual arousal indicate that arousal prob-
lems in medically healthy women most likely are more
often related to inadequate sexual stimulation due to
contextual and relational variables than to somatic
causes. For estrogen-depleted women, care must be
taken not to simply facilitate painless intercourse in the
nonaroused state but to consider the possibility that es-
trogen lack has unmasked a long-term lack of sexual
arousal that has a contextual cause. The use of topical
or systemic estrogens19 sometimes restores the poten-
tial to have intercourse without serious difficulties in an
unaroused state. However, these women might benefit
more from symptomatic treatment combined with a be-
havioral approach addressing psychologic, relational,
and contextual factors that have resulted in ineffective
sexual stimulation.
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