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Objective: Unusual clinical course

Background: Sexual dysfunction is reported to occur more frequently in posttraumatic stress disorder (PTSD) patients than
in the general population. Herein, we present the case of a patient with spontaneous ejaculation that devel-
oped when severity of PTSD symptoms increased.

Case Report: Our patient was a 25-year-old single man admitted to a psychiatric polyclinic because of PTSD symptoms and
concurrent spontaneous ejaculations. He was diagnosed with PTSD after clinical interviews. Organic patholo-
gy to explain spontaneous ejaculations was not detected. Paroxetine treatment was initiated and PTSD symp-
toms and frequency of spontaneous ejaculations were decreased at the clinical follow-up.

Conclusions: Assessment of the presented case in the light of the literature indicates that his re-experiencing (flashbacks,
nightmare) and hyperarousal (symptoms of anxiety specific to PTSD) led to an increase in adrenergic system
activation and, consequently, spontaneous ejaculation without sexual stimulus. The effect of Paroxetine in de-
creasing the frequency of spontaneous erection and ejaculation in the presented case is thought to have oc-
curred via control of PTSD symptoms and their adverse effects on ejaculation. Treatment based on a consider-
ation of PTSD symptoms and autonomic instability might increase the positive outcome rate in such patients.
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Background

Sexual dysfunction is reported to occur more frequently in post-
traumatic stress disorder (PTSD) patients than in the gener-
al population [1-8]. Premature ejaculation, loss of libido, and
difficulty maintaining an erection are the most common sex-
ual dysfunctions in PTSD patients [2-4]. Various mechanisms
have been proposed to play a role in causing sexual dysfunc-
tion in PTSD patients [9]. Numbing of responsiveness and a
general lessening of affect that manifest as avoidance behav-
jors in PTSD patients are thought to be associated with sex-
ual dysfunction that occurs following traumatic life events
[3,9]. Physiological arousal caused by sexual activity can initi-
ate memories of trauma and other re-experiencing phenom-
ena [3]. Comorbid physical health problems and psychiatric
disorders, such as panic disorder, depressive disorder, social
phobia, and generalized anxiety disorder, may cause or exac-
erbate sexual dysfunction in PTSD patients [8,10].

On the other hand, selective serotonin reuptake inhibitors
(SSRIs), commonly used to treat PTSD, can cause sexual dys-
function [11-15]. Moreover, secondary sexual dysfunction can
develop in the sexual partners of PTSD patients due to impair-
ment in their sexual compatibility, which can completely dis-
rupt the sexual relationship between PTSD patients and their
partners [16]. Additionally, a hyperactive autonomic nervous
system that leads to hyperarousal symptoms in PTSD [17,18]
has been associated with the sexual dysfunction observed in
PTSD patients.

Although cases of spontaneous ejaculation due to a variety
of drugs, as well as psychiatric and neurological problems,
have been reported, spontaneous ejaculation comorbid with
PTSD not treated with drugs has not been reported. Herein,
we present the case of a patient with spontaneous ejaculation
that developed when severity of PTSD symptoms increased.

Case Report

M.B. was a 25-year-old, single, male, university graduate. While
performing mandatory military service, he was wounded in the
left arm by gunfire in 2012. He received orthopedic and physi-
cal therapy treatment. Psychiatric consultation was requested
by the physical therapy clinic based on the patient’s request
3 months after the traumatic event. The patient’s complaints
were insomnia, nightmares, irritability, avoidance of crowds, in-
ability to watch news of violent events, startle response due to
sudden noises, and flashbacks of the traumatic event of being
wounded by gunfire, which began after the traumatic event.
Additionally, he experienced involuntary partial erection and
ejaculation 2-3 times per day. Involuntary erection and ejac-
ulation would occur during routine daily activities and sleep
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during multiple periods in which the patient re-experienced
the traumatic event (as flashbacks and nightmares) and had
hyperarousal. The patient did not experience any pleasure
while having spontaneous erection and ejaculation, but did
experience intense guilt and anxiety. During the psychiatric
interview, the patient was restless and exhibited such symp-
toms of anxiety as sweating and hand tremors. Physical ex-
amination revealed no pathology other than limited left elbow
movement secondary to his gunfire injury. Neurological exam-
ination findings were normal.

Electroencephalography and brain magnetic resonance imag-
ing (MRI) were performed to exclude possible organic pathol-
ogies, and the findings were normal. The patient was evaluat-
ed by a psychiatrist using the Structured Clinical Interview for
Diagnostic and Statistical Manual of Mental Disorders, Axis |
Disorders (SCID-I) and was diagnosed with PTSD. Psychometric
assessment included the Beck Anxiety Inventory (BAI) (score:
42) and the Beck Depression Inventory (BDI) (score: 15). The
patient’s Impact of Event Scale (IES) score was 76 (IES-R re-
experiencing: 30; IES-R avoidance: 25; IES-R hyperarousal: 21)
and his State-Trait Anxiety Inventory (STAI) score was 65 for
state anxiety and 70 for trait anxiety. The psychometric find-
ings indicated that the patient had severe anxiety and PTSD.
Results of urological examination, including pelvic examina-
tion, bulbocavernosus reflexes, and ultrasound imaging, were
normal. Routine biochemical and hormonal profiles [adreno-
corticotropic hormone: 16.2 pg/ml (0-46), follicle-stimulating
hormone: 5.57 IU/L (1.4-18.1), luteinizing hormone: 4.69 |U/ml
(1.5-9.3), free T3: 3.53 pg/ml (2.3-4.2), free T4: 1.01 ng/dl
(0.89-1.76), thyroid-stimulating hormone: 2.45 microlU/ml
(0.35-5.5), growth hormone: <0.05 ng/ml (0-1), prolactin: 7.6
ng/ml (2.1-17.7), total testosterone: 522.0 ng/dl (241-877),
and release testosterone: 16.27 pg/ml (8.6-54.6)] were nor-
mal. Based on these findings, the patient’s spontaneous erec-
tion and ejaculation complaint were considered to be second-
ary to psychiatric symptoms.

Paroxetine 20 mg/day was initiated and 2 weeks later there was
a partial reduction in the overall complaints. The patient’s drug
treatment compliance was good and the frequency of sponta-
neous erection/ejaculation decreased to 1-2 times per week.
The paroxetine dose was gradually increased to 60 mg/day
and no adverse effects were observed.

Although the patient had partial improvement in the severi-
ty of PTSD symptoms, PTSD was determined to be chronic at
the 3-month follow-up. The frequency of spontaneous erec-
tion/ejaculation was reduced to a mean of once every 2 weeks.
Psychometric assessment scores at the 3-month follow-up were
as follows: BAI: 33, BDI: 12; IES: 54 (IES-R re-experiencing: 20;
IES-R avoidance: 21; IES-R hyperarousal: 13); STAI state anxi-
ety: 48; STAI trait anxiety; 55. These scores indicated that the
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disorder was persistent, even though the severity of the symp-
toms of anxiety and PTSD decreased.

Discussion

Coordination of the autonomic and somatic nervous systems
is required for ejaculation to occur [19]. Catecholamines, such
as dopamine and noradrenaline, facilitate ejaculation, where-
as serotonin inhibits it [20-23]. Increased adrenergic activity
in the anterior hypothalamus can cause spontaneous ejacula-
tion by decreasing ejaculatory latency [24]. After ejaculation,
an increase in extracellular serotonin in the anterior hypothal-
amus initiates the refractory period and prevents recurrent
ejaculations [20,25]. Premature or spontaneous ejaculation
has been reported in cases of increased adrenergic activi-
ty (panic attacks, social phobia, and use of adrenergic drugs)
[20,21,24,26-29]. Sympathetic hyperactivity and a decrease in
serotonin activity have been reported to be possible causes in
such cases [20,21,24,27,29].

Plasma and urinary catecholamine levels in PTSD patients
are higher than in healthy controls [30,31]. A correlation be-
tween dopamine and epinephrine levels, and the severity of
PTSD symptoms has been noted [30]. The hyperactive au-
tonomic nervous system in PTSD patients can cause sexual
dysfunction, even in patients without any hormonal patholo-
gy [17,18,32,33]. On the other hand, hyperarousal associated
with erection and ejaculation can cause intrusive phenomena
in PTSD patients [30], and dopamine, epinephrine, and norepi-
nephrine are associated with hyperarousal and intrusive symp-
toms in PTSD. These catecholamines were observed to play a
role in the formation of intrusive images during sexual inter-
course in PTSD patients [30].

Assessment of the presented case in the light of the literature
indicates that his re-experiencing (flashbacks, nightmare) and
hyperarousal (symptoms of anxiety specific to PTSD) led to an
increase in adrenergic system activation and, consequently,
spontaneous ejaculation without sexual stimulus. This con-
clusion is further supported by the decrease in re-experienc-
ing and hyperarousal scores after starting pharmacological
treatment for the symptoms of PTSD, and the concurrent de-
crease in the frequency of spontaneous erection/ejaculation.

In a rat model of PTSD, trauma-associated symptoms of anxiety
caused ejaculatory dysfunction via the gastrin-releasing pep-
tide (GRP) system [34]. The researchers have suggested that
symptoms in humans with PTSD might similarly affect the GRP
system, resulting in erectile and ejaculatory dysfunction [34].
Adrenergic and GRP system dysfunction might cause the sexu-
al dysfunction observed in PTSD patients. Dysfunction of these
2 systems may play a role in the development of spontaneous
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ejaculation triggered by the symptoms of PTSD, as observed
in the presented case. Nevertheless, the lack of research on
these systems constitutes a limitation for analyzing the pre-
sented case; our conclusions about the presented case were
based on clinical observation and treatment response.

Clinical improvement in the symptoms of PTSD and a reduc-
tion in the frequency of spontaneous erection/ejaculation were
observed in the presented case in response to treatment us-
ing paroxetine. Pharmaceutically, among the SSRIs, parox-
etine is the most potent inhibitor of serotonin reuptake [35].
Paroxetine alone was reported to be effective for treating 3
primary symptom clusters of PTSD (hyperarousal, re-experienc-
ing, and avoidance/numbing), as compared to the SSRIs fluox-
etine, sertraline, fluvoxamine, and citalopram; males and fe-
males were equally responsive to paroxetine [36].

The effectiveness of paroxetine in treating each of the 3
PTSD symptom clusters is why it was used to treat the pre-
sented case. The effectiveness of paroxetine in treating each
of these PTSD symptom clusters is thought to be due to al-
terations in the serotonin receptors located in the fear circuit
[37]. Considering that spontaneous ejaculation in the pre-
sented case was caused by hyperarousal and re-experiencing
his trauma, paroxetine might have reduced the frequency of
spontaneous erection and ejaculation by decreasing the se-
verity of hyperarousal and re-experiencing symptoms. When
the active role of the adrenergic system in the occurrence of
ejaculation and the lack of affinity of paroxetine in the sym-
pathetic activity in the autonomic nervous system are evalu-
ated together, it may be concluded that the paroxetine mole-
cule had no direct effect in the reduction of the frequency of
spontaneous ejaculation. Thus, we think that the effectiveness
of paroxetine on the symptoms of PTSD might have indirect-
ly reduced the frequency of spontaneous erection and ejacu-
lation in the presented case.

The effect of paroxetine in treating ejaculatory dysfunctions
must be considered in this case. Although sertraline, fluoxetine,
and citalopram have an ejaculation-delaying effect, that of par-
oxetine is greater [38]. Stimulation of post-synaptic 5-HT 1A
receptors decreased ejaculation latency in male rats, whereas
5-HT2C receptor stimulation caused a delay in ejaculation [39].
On the basis of these findings, men with premature or sponta-
neous ejaculation may have 5-HT1A receptor hypersensitivity
and/or 5-HT2C receptor hyposensitivity [40,41]. The ejacula-
tion-delaying effect of paroxetine is thought to be associated
with 5-HT2C receptors [38,42]. Additionally, cholinergic recep-
tor blockade and inhibition of nitric oxide synthase are effec-
tive for disinhibition of ejaculation [43,44]. Furthermore, the
ejaculation-delaying adverse effect of SSRIs increases with
chronic use [45]. Paroxetine has a potent cholinergic receptor
blockade effect [46] and an inhibitory effect on nitric oxide




Oznur T. et al:
A rare symptom in posttraumatic stress disorder: Spontaneous ejaculation
© Am J Case Rep, 2014; 15: 69-73

Paroxetine

=)

Adrenergic inhibition
nervous
system

"3 y
(+)
Spontaneous ejaculation

Nitic oxide synthase

Figure 1. The effects of paroxetine on
spontaneous ejaculation.

synthase [35]. It is also possible that these adverse effects
of paroxetine on sexual function and ejaculation might have
mediated the decrease in the frequency of spontaneous erec-
tion and ejaculation in the presented case. Consequently, the
role of paroxetine in decreasing the frequency of spontane-
ous erection and ejaculation in the presented case is thought
to have occurred via control of the symptoms of PTSD and its
adverse effects on ejaculation (Figure 1).

Conclusions

To the best of our knowledge, this case presentation is the first
to describe spontaneous ejaculation secondary to PTSD. We con-
sidered the mechanisms reported in the literature that might
be involved in spontaneous ejaculation in PTSD. Additionally,
the concurrent effect of paroxetine on the symptoms of PTSD

References:

—

. Kaplan HS: Post-traumatic stress syndrome and sexual dysfunction. J Sex
Marital Ther, 1989; 15: 74-77

. Solursh LP, Solursh DS: Male erectile disorders in Vietnam combat veter-
ans with chronic posttraumatic stress disorder. Special issue: sexuality and
disability in adolescence and beyond. Int J Adolesc Med Health, 1994; 7:
119-24

. Letourneau EJ, Schewe PA, Frueh BC: Preliminary evaluation of sexual prob-
lems in combat veterans with PTSD. J Trauma Stres, 1997; 10: 125-32

. Green BL: Post-traumatic stress disorder: symptom profiles in men and
women. Curr Med Res Opin, 2003; 19(3): 200-4

. Cosgrove DJ, Gordon Z, Bernie JE et al: Sexual dysfunction in combat vet-
erans with post-traumatic stress disorder. Urology, 2002; 60(5): 881-84

N

w

S

(%}

(=)}

. Evren C, Can S, Evren B et al: Lifetime posttraumatic stress disorder in
Turkish alcohol-dependent inpatients: Relationship with depression, anxi-
ety and erectile dysfunction. Psychiatry Clin Neurosci, 2006; 60: 77-84

. Anticevic V, Britvic D: Sexual functioning in war veterans with posttraumat-
ic stress disorder. Croat Med J, 2008; 49: 499-505

~

and spontaneous ejaculation were shown. Measurement of
the metabolites of plasma, cerebrospinal fluid, corporal cate-
cholamines, and serotonin should help to illuminate the un-
derlying neurophysiology of sexual dysfunctions in PTSD pa-
tients. Treatment based on a consideration of PTSD symptoms
and autonomic instability might increase the positive outcome
rate in such patients.

Acknowledgements

Written consent was obtained from the patient for publication
of the case details. No sources of funding were used to assist
in the preparation of this report. The authors have no poten-
tial conflicts of interest directly relevant to the content of this
report. This case report was conducted in accordance with the
Declaration of Helsinki [47] and the subject gave written in-
formed consent to participate.

8. Kotler M, Cohen H, Aizenberg D et al: Sexual dysfunction in male posttrau-
matic stress disorder patients. Psychother Psychosom, 2000; 69: 309-15

9. Arbanas G: Does Post-Traumatic Stress Disorder Carry a Higher Risk of
Sexual Dysfunctions? J Sex Med, 2010; 7: 1816-21

10. Bleich A, Solomon Z: Evaluation of psychiatric disability in PTSD of military
origin. Isr ) Psychiatry Relat Sci, 2004; 41: 268-76

11. Balon R: Sexual functioning with selective serotonin reuptake inhibitors.
Am ] Psychiatry, 1999; 156: 807-8

12. Harvey KV, Balon R: Clinical implications of antidepressant drug effects on
sexual function. Ann Clin Psychiatry, 1995; 7: 189-201

13. Lane RM: A critical review of selective serotonin reuptake inhibitor-related
sexual dysfunction: Incidence, possible etiology and implications for man-
agement. ) Psychopharmacol, 1997; 11: 72-82

14. Modell JG, Katholi CR, Modell JD et al: Comparative sexual side effects of
bupropion, fluoxetine, paroxetine, and sertraline. Clin Pharmacol Ther, 1997;
61: 476-87

This work is licensed under a Creative Commons Attribution-NonCommercial-NoDerivs 3.0 Unported License



Oznur T. et al:
A rare symptom in posttraumatic stress disorder: Spontaneous ejaculation
© Am J Case Rep, 2014; 15: 69-73

15.

16.

17.

18.

19.

20.

21.

22.

23.

24.

25.

26.

27.

28.

29.

30.

Labbate LA, Grimes JB, Arana GW: Serotonin reuptake antidepressant ef-
fects on sexual function in patients with anxiety disorders. Biol Psychiatry,
1998; 43: 904-7

Chudakov B, Cohen H, Matar MA et al: A Naturalistic Prospective Open Study
of the Effects of Adjunctive Therapy of Sexual Dysfunction in Chronic PTSD
Patients. Isr J Psychiatry Relat Sci, 2008; 45(1): 26-32

Cohen H, Kotler M, Matar MA et al: Analysis of heart rate variability in post-
traumatic stress disorder patients in response to a trauma-related remind-
er. Biol Psychiatry, 1998; 44: 1054-59

Cohen H, Kotler M, Matar MA et al: Power spectral analysis of heart rate
variability in posttraumatic stress disorder patients. Biol Psychiatry, 1997;
41: 627-29

Ralph DJ, Wylie KR: Ejaculatory disorders and sexual function. BJU Int, 2005;
95: 1181-86

Freeman SA: Panic attacks with spontaneous ejaculation successfully treat-
ed with citalopram and clonazepam. J Clin Psychopharmacol, 2004; 24:
463-64

Virit O, Savas HA: Citalopram-Associated Spontaneous Ejaculations. J Clin
Psychopharmacol, 2008; 28(3): 360-61

Bitran D, Hull EM: Pharmacological analysis of male rat sexual behavior.
Neurosci Biobehav Rev, 1987; 11: 365-89

Uluocak N, Erdemir F, Cumurcu BE et al: The effect of antidepressant
drugs usage on ejaculation and orgasm in males. Bulletin of Clinical
Psychopharmacology, 2006; 16: 104-8

Sivrioglu EY, Topaloglu VC, Sarandol A et al: Reboxetine induced erectile
dysfunction and spontaneous ejaculation during defecation and micturi-
tion. Prog Neuropsychopharmacol Biol Psychiatry, 2007; 31: 548-50

McMahon CG, Samali R: Pharmacologic treatment of premature ejacula-
tion. Curr Opin Urol, 1999; 9: 553-61

Cooper AJ, Cernovsky ZZ, Colussi K: Some clinical and psychometric char-
acteristics of primary and secondary premature ejaculators. J Sex Marital
Ther, 1993; 19: 276-88

Figueira I, Possidente E, Marques C et al: Sexual dysfunction: a neglected
complication of panic disorder and social phobia. Arch Sex Behav, 2001;
30: 369-77

Stulhofer A, Bajic Z: Prevalence of erectile and ejaculatory difficulties among
men in Croatia. Croat Med J, 2006; 47: 114-24

Altindag A, Giines MA: A case series of increased libido and spontaneous or-
gasm associated with venlafaxine treatment. Prog Neuropsychopharmacol
Biol Psychiatry, 2008; 32(3): 895-96

Yehuda R, Southwick S, Giller E et al: Urinary catecholamine excretion and
severity of PTSD symptoms in Vietnam combat veterans. ) Nerv Ment Dis,
1992; 180: 321-25

This work is licensed under a Creative Commons Attribution-NonCommercial-NoDerivs 3.0 Unported License

31

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

43.

44,

45.

46.

47.

Liberzon |, Abelson JL, Flagel SB et al: Neuroendocrine and psychophysiologic
responses in PTSD: a symptom provocation study. Neuropsychopharmacology,
1999; 21: 40-50

Mulchahey JJ, Ekhator NN, Zhang H et al: Cerebrospinal fluid and plasma
testosterone levels in post-traumatic stres disorder and tobacco depen-
dence. Psychoneuroendocrinology, 2001; 26: 273-85

Bauer M, Priebe S, Graf KJ et al: Psychological and endocrine abnormali-
ties in refugees from East Germany: Part Il. Serum levels of cortisol, pro-
lactin, luteinizing hormone, follicle stimulating hormone, and testosterone.
Psychiatry Res, 1994; 51: 75-85

Sakamoto H, Matsuda K, Zuloaga DG et al: Stress Affects a Gastrin-
Releasing Peptide System in the Spinal Cord That Mediates Sexual Function:
Implications for Psychogenic Erectile Dysfunction. PLoS One, 2009; 4(1):
e4276

Bourin M, Chue P, Guillon Y: Paroxetine: a review. CNS Drug Rev, 2001; 7(1):
25-47

Asnis GM, Kohn SR, Henderson M et al: SSRIs versus non-SSRIs in post-
traumatic stress disorder: an update with recommendations. Drugs, 2004;
64(4): 383-404

Jeffreys M, Capehart B, Friedman MJ: Pharmacotherapy for posttraumatic
stress disorder: review with clinical applications. J Rehabil Res Dev, 2012;
49(5): 703-15

Segraves RT: Rapid ejaculation: a review of nosology, prevalence and treat-
ment. Int ) Impot Res, 2006; 18: 24-32

Rowland D, McMahon CG, Abdo C et al: Disorders of Orgasm and Ejaculation
in Men. J Sex Med, 2010; 7: 1668-86

Waldinger MD: The neurobiological approach to premature ejaculation. J
Urol, 2002; 168: 2359-67

Waldinger MD, Olivier B: Animal models of premature and retarded ejacu-
lation. World J Urol, 2005; 23: 115-18

Waldinger MD, Hengeveld MW, Zwinderman AH et al: Effect of SSRI an-
tidepressants on ejaculation: a double-blind randomized placebo-con-
trolled study with fluoxetine, fluvoxamine, paroxetine and sertraline. J Clin
Psychopharmacol, 1998; 18(4): 274-81

Herman JB, Brotman AW, Pollack MH et al: Fluoxetine-induced sexual dys-
function. J Clin Psychiatry, 1990; 51: 25-27

McMahon CG, Abdo C, Incrocci L et al: Disorders of orgasm and ejaculation
in men. J Sex Med, 2004; 1: 58-65

Giuliano F, Clement P: Serotonin and premature ejaculation: from physiol-
ogy to patient management. Euro Urol, 2006; 50: 454-66

Keltner NL, McAfee KM, Taylor CL: Mechanisms and treatments of SSRI-
induced sexual dysfunction. Perspect Psychiatr Care, 2002; 38: 111-16

Declaration of Helsinki. Ethical principles for medical research involving hu-
man subjects. ) Indian Med Assoc, 2009; 107(6): 403-5




