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Management of Priapism in Adult Men
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This study aims to present the management of priapism in adult men in Port Harcourt,

Nigeria. All patients who presented with priapism in 2 hospitals in Port Harcourt from

July 2007 to April 2014 were prospectively studied. Treatment was assigned based on

clinical presentation. Data analyzed included: age on clinical presentation, risk factor,

mode, and outcome of management. There were 18 patients aged 17 to 60 years (median

age: 30 years). Three patients (16.7%) presented with stuttering priapism. Most of the

patients presented after 24 hours of onset. Sixteen patients (89.9%) had hematological

disorders. Five patients (27.8%) took suspected aphrodisiac medications. Seven patients

(38.9%) were managed conservatively. The rest achieved detumescence following

glandulo-cavernous shunting. Erectile function after treatment was satisfactory in 5

patients (27.8%). The commonest cause of priapism in Port Harcourt was hematological

disorder. Most of the patients presented late. Prevalence of erectile dysfunction after

treatment was high.
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Priapism is a potentially painful medical condi-
tion in which the erect penis or clitoris does not

return to its flaccid state, despite the absence of both
physical and psychological stimulation, within 4
hours.1 Priapism has been described as a genuine
erectile dysfunction in which erection persists with-
out sexual stimulation.2 It is a rare condition with
overall incidence of 1.5 cases per 100,000 person-
years.3 However, it is an important urologic emer-
gency because erectile tissue damage may occur
leading to loss of functional erections.4 The time
interval between the onset of symptoms and pre-

sentation for medical intervention impacts on the
outcome of management.

Priapism is associated with various risk factors
such as: antipsychotics drugs, local aphrodisiacs;
hematologic malignancies, and congenital vascular
disorders. Hemoglibinopathies constitute the major
cause in countries where sickle cell disease (SCD) is
endemic.5

Depending on the predisposing factor, priapism
may be ischemic, nonischemic, or stuttering. Ische-
mic priapism is also referred to as veno-occlusive or
low flow priapism. Ischemic priapism is character-
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ized by painful persistent erection, reduced or
absent cavernosal blood flow, and abnormal cav-
ernous blood gases. The corpora cavernosa are rigid
and painful.2,3

Nonischemic priapism is of arterial origin and is
said to be a high-flow type. It is due to unregulated
cavernous arterial inflow. The phallus in this case
may not be rigid or painful and may not require
emergency surgical intervention.2

In stuttering priapism, the patient has an un-
wanted painful erection which occurs repeatedly
with periods of detumescence. These patients are
thought to have recurrent ischemic priapism.4,5

Studies on priapism in the African populations
focused on risk factors. This article is to present the
results of a 7-year prospective study of priapism in 2
institutions in Port Harcourt, Nigeria, with the aim
of documenting the relationship between the out-
come of treatment and interval between onset of
priapism and intervention in an African population.

Materials and Methods

All patients who presented at the University of Port
Harcourt Teaching Hospital and Potter’s Touch
Medical Consultants (PTMC) between June 2007
and April 2014 were included in the study.
University of Port Harcourt Teaching Hospital is a
tertiary hospital while PTMC is a private urology
practice. Both hospitals are in the metropolis of Port
Harcourt, Nigeria. The information documented for
analysis for each patient included: the primary
complaint, age, duration of priapism before presen-
tation, reason for delayed presentation, presence or
absence of pain, the degree of angulations of the
phallus, and suspected precipitating or predispos-
ing factors. Also documented were: type of treat-
ment and supportive care given, duration of
treatment before achievement of detumescence,
and subsequent erection after treatment. A diagno-
sis of priapism was based on the clinical presenta-
tion, with tender rigid phallus involving the whole
penile shaft. Investigations included: hemoglobin

genotype, white cell count, and platelet count. The
angle of tumescence was measured as the angle
between the dorsum of the erect penis and the
anterior abdominal wall. Each patient had individ-
ualized care, depending on the precipitating factor
and severity of the presentation. Detumescence was
achieved either conservatively or by surgical inter-
vention. The latter was by glandulo-cavernous
shunt using the technique described by Ebbehoj.6,30

Under local infiltration of 1% plain xylocaine
through the glans penis into the corpus cavernosum
on 1 side, a size 15 surgical blade is used to create a
shunt between the glans penis and the corpus
carvenosum. Altered blood in the cavernosum is
evacuated. Thereafter, normal saline is used for
irrigation. Only 1 patient had shunts on both
corpora cavernosa, after 1 side failed.

The results were analyzed, descriptively assisted
with bar charts, and pie chart. The patients were
followed up on monthly outpatient clinic visits.

Results

A total of 18 men presented with priapism during
the period under review. All the patients were men.
The ages ranged from 17 to 60 years with a median
of 30 years. The median duration of symptoms
before presentation was 6 days (range: 1–35 days).
Major contributors to this delay included ignorance
and the fact that some of the patients went for
unorthodox treatment before they came to the
hospital. All the patients presented with pain. All
the patients had rigid and tender phalluses sugges-
tive of ischemic priapism. Three of the patients
(16.7%) presented with stuttering priapism. The
duration of symptoms before presentation is sum-
marized in Table 1.

One of the cases in this study had a vascular
disorder with reduced blood flow in the iliac vein on
Doppler ultrasound. None of the patients had
priapism precipitated by sexual intercourse. Five
patients (27.8 %) had a history of ingestion of drugs:
2 patients took cannabis; 2 ingested local herbs; and
1 patient took bromcriptine for treatment of hyper-
prolactinemia. Three of the patients who took some
drugs also had underlying hematological problems
such as chronic myeloid leukemia (CML) and sickle
cell anemia. Table 2 shows the main etiological
factors.

Ten (55.6%) of the cases had hemoglobin geno-
type SS. Two patients (11.1%) had genotype AS
while 6 (33.3%) were of genotype AA as shown in
Table 3. One of the 18 patients (5.6%) had thrombo-

Table 1 Duration of symptoms before presentation

Duration, d Frequency Percent

0–2 3 16.67
3–7 9 50.00
8–14 4 22.22
.14 2 11.11
Total 18 100
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cytosis, while 2 (11.1 %) of them had a high white
cell count. These were later diagnosed as CML.
Eight patients (44.4%) were also found to be anemic.
Seven patients (38.9%) had normal hemoglobin
levels. Only 2 of these patients did not have a
background hematological disorder. The remaining
16 (89.9%) had a hematological disorder such as
sickle cell anemia and chronic myeloid leukemia.
The mean angle of tumescence in these patients was
51.48 (range: 15–708).

Seven patients (38.9%) were managed conserva-
tively with intravenous fluids, nonsteroidal anti-
inflammatory drugs, epinephrine, and stilbesterol.
They achieved detumescence within 1 to 7 days of
treatment. Eleven of the patients (61.1%) had
glandulo-cavernous shunt before detumescence
was achieved. Three of the 7 managed conserva-
tively were of hemoglobin SS (abbreviated as HBSS
is a homozygous inheritance of the mutant hemo-
globin S and is associated with distortion of the red
cell with increased deoxynation) genotype who
presented with stuttering priapism.

The outcome of treatment assessed by degree of
patient’s satisfaction with subsequent penile erec-
tion showed that 4 (27.8%) of the patients had
satisfactory erection after detumescence. Seven of
the patients (38.9%) had weak erection while 6
patients (33.3%) could not achieve erections at all
after 3 months’ observation.

The patients with no erections had a median
duration of 10.5 days before presentation (range: 5–
35 days). Those with weak erections had a median
duration of 7 days (range: 3–24 days). The patients
with satisfactory outcome had a median duration of
1 day (range: 1–7 days). Outcome of erectile function
after treatment was ranked against the duration in
days before intervention using the nonparametric
Spearman’s test. The correlation is weak though it is
statistically significant.

One patient with a vascular disorder was treated
by glandulo-cavernous shunt. He developed ED
subsequently. For this, he had a rigid implant
procedure in India, with a satisfactory result.

Discussion

The median age range of our patients was 30 years.
Previous reports indicate that the peak periods are
in the first and fourth decades of life.6–8 This
bimodal distribution can be explained by the
difference in the etiological factors. Younger age
groups are more often associated with sickle cell
disease, while older groups tend to be secondary to
pharmacologic agents.9 In this study, only adult
patients were treated. Since this study did not
include pediatric patients, a bimodal peak could
not be reflected. The observed age distribution is
close to the fourth decade previously documented in
adults.10

Although priapism has been observed in females,
all patients seen in this study were men.1,6 This
picture is also common in many studies in Nigeria
because priapism of the clitoris is very rare.7,11,12 It
may be rarer in Nigeria because of clitoridectomy in
female genital mutilation. Clitoral priapism is
associated with specific classes of medications,
diseases that alter clitoral blood flow, or others
associated with small to large vessel disease.1,6

Late presentation as reported in this study was
also the finding in other reports from Nigeria.12,14

This is in contrast with a report from New York
where the mean duration of priapism before
presentation was 22 hours, with over 60% present-
ing within 24 hours of onset.14 Poverty and
ignorance are factors that may also contribute to
the delay in seeking for help.11,12

Priapism results from a disturbance of the
regulatory mechanisms that initiate and maintain
penile flaccidity.15 All the patients in this study
presented with low-flow (ischemic) priapism. This
picture is similar to reports elsewhere.7,11

Blood dyscrasias have been considered as a major
risk factor for priapism.5 Dyscrasias that have been
implicated include: sickle cell disease, thrombotic
conditions, and hematologic malignancies (e.g.,
leukemia and multiple myeloma).16 From this study,
the highest incidence was among HbSS: 71.4%. This
is in accordance with findings in other parts of
Nigeria.11,12 However, it differs from reports from

Table 2 Major etiology of priapism

Etiology Frequency Percent

Sickle cell anemia 10 55.56
Chronic myeloid leukemia 2 11.11
Vascular abnormality 1 5.56
Drugs 5 27.78
Total 18 100

Table 3 Hemoglobin genotype distribution

Genotype Frequency Percent

AA 6 33.33
SS 10 55.56
AS 2 11.11
Total 18 100
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Canada where pharmacological agents and idio-
pathic cases were predominant.16 Principally, the
Port Harcourt community is a sickle cell–endemic
community. It has been documented that the
lifetime prevalence of ischemic priapism in SCD
ranges from 2% to 35% and high flow (nonischemic)
priapism is not common in SCD.5 Priapism second-
ary to SCD has been reported in up to 23% of adult
sickle cell patients and 63% of the pediatric age
group.18

Anatomical factors and a low-flow state contrib-
ute to making the erectile tissues in the SCD patient
to be more prone to ischemia and pain. However,
dysregulation of the nitric oxide pathway and its
downstream signaling may be the stronger causa-
tive agent for development of priapism in sickle cell
patients.20 Some markers of hemolysis have also
been associated with the risk of priapism in sickle
cell patients (e.g., lactate dehydrogenase, serum
bilirubin, and reticulocyte counts).20

Hematologic malignancy, CML, was contributory
in 14.3% of the patients. Priapism is another mode of
presentation of CML.21,22

Venous outflow obstructions of the corporal
bodies and increased intracavernous blood viscosity
have been suggested as likely mechanisms for
priapism associated with hematologic dyscrasias
such as multiple myeloma, CML, and thrombocyto-
sis.5 Priapism may occur in up to 50% of cases of
CML.23 Hyperleukocytosis is linked to the causation
of priapism in patients with leukemia. Some studies
have shown that a leukocyte count greater than 100
3 109/L or more is a major contributor of an
elevation of the whole-blood viscosity.13,14 The
elevated blood viscosity resulting from high white
blood cell count and platelet count may have
contributed to the priapism observed. When pria-
pism occurs in hematologic disorders, it may resolve
with treatment of the primary disorder or progress
to become recurrent with or without some degree of
erectile impairment.5 Among the 3 patients (16.7%)
in this series who had recurrent or stuttering
presentation, 2 of them were SCD and the other
had CML.

An important cause of priapism is ingestion of
predisposing drugs. Many drugs have been linked
to priapism. These include: oral medications used
for erectile dysfunction (ED), intracavernosal drug
for ED, antidepressants, antipsychotics, blood thin-
ners, and recreational drugs.6,13,14,24 Antipsychotic
drugs linked to priapism have adrenergic blocking
effects.14 The etiology of priapism in 5 (28.6%) of the
cases in this study were associated with drugs: 2

were due to cannabis abuse; 2 ingested local herbs
thought to have suspected aphrodisiac potentials;
and 1 patient ingested bromcriptine for hyperpro-
lactinemia. Three of these 5 patients also had
background hematological disorders, such as SCD,
and CML. Perhaps, the drugs were mere triggering
agents. In this report, none of the patients with
priapism presented secondary to antipsychotic
agents.

In rats, cannabinoids can potentially modulate
blood flow in central and peripheral nervous
systems by inhibiting norepinepherine and increas-
ing vagal tone. Thus, increased parasympathetic
activity may cause penile tumescence.24 This may
explain the cause of priapism in the patients
precipitated by cannabis smoking. Reports from
Enugu, Nigeria, showed that a local aphrodisiac
agent was the commonest cause of priapism in that
region.14 Although the chemical content of the
herbal concoction drank by 2 of our patients is
unknown, it is possible that the local herbs may
have aphrodisiac properties, thereby leading to the
observed priapism. Our observation is similar to
reports by Omisanjo12 in Lagos where aphrodisiacs
did not play as much role in the etiology as in
Enugu.14 The drugs were not taken for sexual
performance enhancement, unlike in the cases
reported in Enugu.

Alpha adrenergic blockers used for treatment of
hypertension and lower urinary tract symptoms
(LUTS) have also been reported to induce pria-
pism.26 Alpha sympathomimetic blockade results in
extended relaxation of the carvenosal smooth
muscles and venous stasis in the corpus caverno-
sum.21 Although these drugs are prescribed to a
large population of patients with LUTS, none of the
patients presented with alpha blocker–induced
priapism.

One patient who had hyperprolactinemia was
treated with oral bromcriptine. He developed
priapism after 4 hours of therapy. This resolved
when the drug was discontinued. Bromcriptine
lowers prolactin level by stimulation of dopamine
receptors in the pituitary gland. Stimulation of
dopamine receptors enhances sexual interest.27 It
has been postulated that pro-erection properties of
dopaminergic neurons occur by activating oxy-
tocinergic neurons in the paraventricular nuclei
and that the release of oxytocin produces erection.28

The patient who presents with priapism should
be properly examined and investigated to determine
the cause. Treatment should be prompt and the
urologist must be involved early in the management

MANAGEMENT OF PRIAPISM IN ADULT MEN EKEKE

Int Surg 2015;100 555



of these patients to improve outcome.4 The aim of
management is to achieve detumescence as soon as
possible in order to preserve erectile function.
Priapism is a urological emergency. Once a diagno-
sis is made, treatment should be commenced
immediately. This is to avoid irreversible ultrastruc-
tural changes as a result of stasis and cavernosal
tissue ischemia.29 Delay in presentation and treat-
ment may lead to impaired function of the phallus.
Therefore, it is important to decompress the corpora
cavernosa to relieve the ischemia and pain.4 After
diagnosis, the 2-pronged approach to treatment
aims to secure detumescence of the turgid penis,
and simultaneously treat any underlying disease.
Detumescence may be achieved conservatively or
by surgical intervention, depending on the predis-
posing cause and clinical presentation.

Seven patients (38.9%) were managed conserva-
tively with analgesics, intravenous fluids, epineph-
rine, sedatives and withdrawal of the precipitating
drugs (bromcriptine and cannabis). There was a
statistical difference between the outcome of erectile
function after treatment and the duration of pria-
pism before intervention. This relationship between
erectile function has been documented elsewhere.
According to Van Der Horst,31 the overall rate of
erectile dysfunction can be as high as 59%.31 El-
Bahnasawy and colleagues32 reported only 43% of
their patients had erection after prolonged duration
of priapism. In their study, the median range of
duration was 48 hours. In this study, with a median
duration of 5 days before intervention, only 27.8%
had normal erection after treatment as opposed to
the report above. One explanation is that the
patients in this study presented later than those in
the study of El-Bahnasawy and colleagues. The
longer the priapism, the greater the incidence of
ischemic necrosis with the resultant fibrosis and
erectile dysfunction.31 One patient in this study with
erectile dysfunction following priapism received a
semirigid penile implant with satisfaction. Penile
prosthesis is a known modality of treatment for
post-priapism erectile dysfunction.33

Study Limitations

The small sample size in this study limits its wide
applicability. Patients with priapism may not pre-
sent to the hospital for financial reasons and social
stigmatization. This explains the small size of our
data. It was because of the size of our sample that
we used ‘‘median’’ and not ‘‘mean’’ to calculate the
averages of duration of priapism before treatment as

well as the ages of the patients. Median is less
sensitive to extreme scores and is probably a better
indicator of where the middle of the class is,
especially for smaller sample sizes. Mean is the
arithmetic average often used with larger sample
sizes.34,35

Conclusion

Hematological disorders and some drugs of addic-
tion were associated with priapism in adult men in
Port Harcourt. Most of the patients presented late
primarily due to ignorance. The outcome of treat-
ment was related to the time interval between onset
of priapism and treatment. Education of men and
the population at risk on the need to seek immediate
treatment will enhance the preservation of erectile
function.
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