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Approach to a Case of Dysmenorrhea
Pooja Dwivedi

Consultant Gynecologist and Obstetrician, Mother and Child Centre, New Delhi, India

“Dysmenorrhea” in simple words means difficult 

menstruation. It is one of the most common condition 

encountered in a gynecologist clinic, yet it is the 

most under-rated symptom. It affects about 50% of 

the women in child bearing age and about 20–0% of 

adolescent population out of which 15% of them have 

severity mounting to strained life and work.1-4

 Dysmenorrhea can be divided into primary and 

secondary depending upon the cause. Primary 

dysmenorrhea is defined as recurrent, crampy pain 

occurring with menses in the absence of identifiable 

pelvicpathology whereas secondary dysmenorrhea 

is associated with a pelvic pathology. Primary 

dysmenorrhea usually begins in adolescence after 

the establishment of ovulatory cycles. The causes 

of dysmenorrhea are multifaceted. Few theories 

associated with its etiopathogenesis are discussed here:

Contraction and Vasoconstriction
The uterine contraction and vasoconstriction theory 

currently is the most accepted theory behind its 

pathogenesis. The endometrial cells release PGF2-alpha 

that is strong myometrial stimulant and vasoconstrictor 

that causes ischemic pain during menses.5 Women 

experiencing primary dysmenorrhea have an abnormal 

pattern of contraction with a higher basal resting 

tone. Other factors implicated in the aetiology of 

dysmenorrhea includes eukotrienes, vasopressin and 

a reduction in prostacyclin levels.6
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ABSTRACT
Dysmenorrhea is one of the most common clinical complaints in women. Magnitude of its 
effect on women’s life is immense. It leads to a major loss of productive life, yet it is the most 
under-rated condition in terms of diagnosis, treatment and patient satisfaction. It encom-
passes two varieties broadly—primary and secondary dysmenorrhea. This article attempts 
at clinical evaluation of a women with dysmenorrhea, establishing the diagnosis with the 
help of investigatory modalities and finally various modes of management and their relative 
effectiveness in terms published level of recommendations. We used Medline (1976–2017) 
to conduct a literature search of the systematic reviews, published clinical trials, population 
studies, and review articles cited in PubMed or the Cochrane database.
Keywords: Dysmenorrhea, Menstrual pain, Period pain, and Pelvic pain.

Modulation and Stimulation of Pain Fibers
The stimulation of pain fibers in the uterus causes 

activation of the afferent pain pathways transmitted up 

to the central nervous system. This theory is based on 

the potential effect of ischemia on pain fibers.

The Multimodal Response to Pain
The impact of psychological and behavioural 

modification on dysmenorrhea is yet to be fully 

understood. Unpleasant feeling associated with tissue 

damage acts centrally through sensory receptors. 

Association of primary dysmenorrhea with other painful 

pathologies such as dyspareunia, irritable bowel disease 

and fibromyalgia needs more research to evaluate the 

role of psychosocial factors on dysmenorrhea.7

 Flow chart 1 shows the interrelation of different 

factors to cause recurrent pain. The diagram also reflects 

the comorbid effects on quality of life, sleep, capability 

and increased tendency towards chronic pelvic pain.

Pathophysiology of Secondary Dysmenorrhea
There are a number of clinical conditions with 

underlying pelvic pathology which can lead to 

secondary dysmenorrhea. Table 1 enumerates some 

of the conditions associated with it.

 The most common cause of secondary dysmenorrhea 

is endometriosis due to probable effect of excess 

prostaglandin. Another common cause of secondary 
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Flow chart 1 Pathophysiology of recurrent menstrual pain

dysmenorrhea is chronic pelvic inflammatory disease. 
Pain may be caused by the release of inflammatory 
mediators causing abnormal uttering contraction 
Adenomyosis causes uterine contraction by endometrial 
gland destruction.  Intrauterine polyps, submucosal 
fibroids and intrauterine contraceptive devices can 
also cause dysmenorrhea by abnormal expulsive 
contraction.
 Less common causes of secondary dysmenorrhea 
include Allen-Masters syndrome (scarring secondary 
to laceration of the broad ligaments, usually during 
childbirth), congenital uterine abnormalities, cervical 
stenosis, Ashermannsyndrome, uterine retroversion 
and pelvic congestion syndrome.

Risk Factors
There is diversity in prevalence rates of dysmenorrhea 

based upon various risk factors associated with it.Age 

is a determinant of menstrual pain8 with symptoms 

being found most predominantly in adolescents.9 

Other factors include early menarche, heavy menstrual 

flow, parity, and family history.10 Smoking has a 

convincing association with severity of dysmenorrhea.11 

Socioeconomic status, stress, lack of family support 

and finances are associated too. Other factors and their 

associations  obesity, exercise and alcohol are still to be 

reviewed. Table 2 describes risk factors associated with 

dysmenorrhea.

● Endometriosis ● Pelvic adhesions
● Adenomyosis ● Irritable bowel syndrome
● Uterine myomas ● Inflammatory bowel disease
● Endometrial polyps ● Interstitial cystitis
● Cervical stenosis ● Sudden onset of dysmenorrhea
● Obstructive malformations of the genital tract ● Pelvic inflammatory disease
● Other causes of pain ● Unrecognized ectopic pregnancy or spontaneous abortion
● Chronic pelvic inflammatory disease

Table 1
Causes of secondary dysmenorrhea
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● Age < 20 years
● Attempts to lose weight
● Depression/anxiety
● Disruption of social networks
● Heavy menses
● Nulliparity
● Smoking

Table 2
Risk factors for dysmenorrhea12

primary dysmenorrhea, pelvic examination is not 
necessary,13 although hymen inspection is necessary.
When the history is suspecting pathology or when 
patient does not respond to conventional medicines 
then a complete pelvic examination is required.

INVESTIGATIONS
•	 Ultrasound as a diagnostic modality should only 

be used when the history or examination points to 
a specific pathology or the condition is refractory 
to medical management. Although ultrasound 
may uncover a pelvic mass or an obstructing 
mullerian malformation, it has limitations to diagnose 
uterosacral ligament tenderness or cervical motion 
tenderness so a complete pelvic examination is 
mandatory.

•	 Magnetic resonance imaging has a role in 
adenomyosis assessment but its routine use is 
questionable.14

•	 Hysteroscopy and saline sonohysterography are 
helpful in the diagnosis of endometrial polyps and 
submucosal leiomyomas.15

•	 Laparoscopy is the only procedure that will establish 
a definite diagnosis of endometriosis, pelvic 
inflammatory disease, or pelvic adhesions. It should 
be performed when these pathologies are strongly 
suspected or when first-line therapy has failed.

 Brief about clinical differential diagnosis and suitable 
investigations in the order of severity are cited here.

TREATMENT MODALITIES
Non-Medical Options
Non-medicinal approaches such as exercise, heat, 
behavioural interventions, and dietary/herbal 
supplements are commonly utilized by women in 
an effort to relieved ysmenorrhea.16 The data on the 
effectiveness of such interventions remain inconclusive 
and controversial.

Exercise
While the American College of Obstetricians and 
Gynaecologists and the NHS in the UK has provided 
recommendations to women about the role of exercise 
as a treatment for menstrual cycle related disorders, it 
is clear that high quality randomized controlled trials 
are needed before women are advised that exercise is 
an effective treatment.

● Menstrual history menarche age, amount and duration 
of flow

● Onset of dysmenorrhea
● Location of pain, radiation, and associated symptoms 

such as gastrointestinal or urological
● Pain other than the menses, dyspareunia, etc.
● Sexual history
● Contraceptive history
● Obstetrics and gynecological history; infertility, sexually 

transmitted diseases
● History of previous medications and dosage
● Pelvic surgeries
● Loss of social and functional life

Table 3
Salient points in history to be enquired in women with  
dysmenorrhea

 The points in the history which should be enquired 
are described in Table 3.

Approach to a Patient with Dysmenorrhea
Complaint of menstrual pain on history should prompt 
the physician to attempt to differentiatebetween 
primary and secondary dysmenorrhea.
 Generally, an adolescent reporting to the clinic 
with lower midline pain during periods is managed as 
primary dysmenorrhea and receives empiric therapy. If 
the pain is atypical to above complaint and associated 
with abnormal physical findings like pelvic mass, pelvic 
tenderness, abnormal vaginal discharge not limited to 
the time of menses, it needs further enquiry.

PHYSICAL EXAMINATION
An abdominal examination should be done in every 
patient to rule out any palpable pathology. In an 
adolescent who has never been sexually-active and 
presents with a typical history of mild to moderate 
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Transcutaneous Electrical Nerve Stimulation  
(TENS)/Acupuncture
TENS is a nonmedicinal and noninvasive pain relief 
method. TENS involves use of electrodes to stimulate the 
skin at various frequencies and intensities in an attempt 
to diminish pain perception. TENS may be divided into 
high and low frequency. In a randomized clinical trial of 
32 women with primary dysmenorrhoea, results showed 
that TENS alone provided good to excellent subjective 
pain relief in 42.4% of patients compared with 3.2% in 
the placebo TENS, and the “real” TENS group also had 
significantly reduced diarrhoea, menstrual flow, clot 
formation, and fatigue compared with placebo TENS.17 

With TENS therapy, one-third of the subjects did not 
require any sort of supplemental pain medication. In 
those that did require backup (rescue dose) ibuprofen, 
the doses needed were significantly lower than those in 
placebo TENS cycles or cycles treated with ibuprofen 
alone. Hence, High-frequency TENS may be considered 
as asupplementary treatment in women unable to 
tolerate medication.(Evidence level II-B)
 Acupuncture also involves stimulating nerve fibre 
receptors in an attemptto block pain impulses. Due 
to the limited evidence (only 1 randomized controlled 
trial), recommendations regarding acupunctureas a 
treatment for dysmenorrhoea must be reviewed.18

SPINAL MANIPULATION
A Cochrane review included 5 trials examining spinal 
manipulation for the treatment of dysmenorrhoea. 
Overall results provided no evidence that spinal 
manipulation relieves dysmenorrhea.19

TOPICAL HEAT
Low-level topical heat therapy was as effectiveas 
ibuprofen for the treatment of dysmenorrhoea and both 
act synergistically to reduce the pain. So local heat can 
be used as complementary treatment in dysmenorrhea 
(Evidence level I-A). 
 There is limited evidence that acupuncture may be of 
benefit (Evidence levelII-B) and there is no evidence to 
support spinal manipulation as an effective treatment 
(Evidence level II-D).

BEHAVIOURAL INTERVENTIONS
Procedures like biofeedback, hypnosis, desensitisation 
and relaxation techniques are being investigated for 

their effectivity but no conclusive role has been brought 
up as yet.

MEDICAL OPTIONS
Non-hormonal Medical Treatment
Many drugs are commercially available and approved 
for their use in treatment of primary dysmenorrhoea.
Such medicines are available over the counter and are 
undoubtedly the first choice of the affected population. 
These medications are namely acetaminophen, 
acetaminophenplus pamabrom, acetylsalicylic acid, 
andibuprofen.
•	 Acetaminophen is an analgesic/antipyretic drug. It 

is a weak cyclooxygenase (COX) inhibitor. It is a safe 
drug when used in therapeutic dosages with a good 
gastrointestinal tolerance and no effecton haemo-
stasis. Adolescents who experience less menstrual 
discomfort and less severe disability were more likely 
to be associated with the use of such medications

•	 NSAIDs

Non-selective NSAIDs
NSAIDs are analgesics which inhibit the cyclooxygenase 
(COX) enzymes, thereby inhibiting the production of 
prostaglandins. A meta-analysis of 56 trials confirms 
beyond doubt that all
 4 NSAIDs evaluated (naproxen, ibuprofen, mefenamic 
acidand aspirin) are effective in primary dysmenorrhea.20 
In a review of 63 randomized controlled trials in women 
with primary dysmenorrhoea, NSAIDs were found 
significantly more effective for pain relief than placebo21 
although overall adverse effects were also significantly 
more common. When NSAIDs were compared with each 
other or with acetaminophen, there was little evidence of 
superiority of any NSAIDs with regard to either efficacy 
or safety. Effective treatment is initiated with the onset 
of bleeding and/or associated symptoms and should 
continue for 2–3 days. Recommended maximum dosing 
includes starting with an initial loading dose followed 
by divided doses over 24 hours. The adverse effects 
of NSAIDs can include gastrointestinal intolerance, 
headaches, and drowsiness.

Selective COX-2 Inhibitors
It is said that the therapeutic efficacy of NSAIDs is primarily 
the result of cyclooxygenase-2 (COX-2) inhibition, 
whereas their well-recognized gastrointestinal toxicity 
and disruption of platelet function is derived from 
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inhibition of the cyclooxygenase-1 (COX-1) activity. 
Therefore, COX-3 inhibitors have better tolerability 
compared with non-selective COX inhibitors. Hence, 
this class of medicines are the first-line treatment for 
the relief of pain (Evidence levelI-A).

Transdermal Glyceryl Trinitrate
Transdermal glyceryl trinitrate has a relaxing effect on 
myometrium. When the glyceryl trinitrate patch was 
compared with a placebo patch, the pain intensity dif-
ferences from 1 to 6 hours were statistically significant 
in favor of the active treatment. The incidence of head-
ache was 26% for the active drug and 6.1% for placebo.22 
Although noconclusive role has been reported.

HORMONAL MEDICAL TREATMENT
Combined Oral Contraceptive (COC)
The COC suppresses ovulation and endometrial tissue 
growth, thereby decreasing menstrual fluid volume 
and prostaglandin secretion with subsequent decrease 
in intrauterine pressure and uterine cramping.23 COCs 
are considered an effective treatment for primary 
dysmenorrhea (Evidence level IA).

Progestin Regimens
Depot medroxy progesterone acetate (DMPA) works 
primarily by suppressing ovulation. It also can induce 
endometrial atrophy. One of its non-contraceptive 
benefits is amenorrhea with a resultant reduction in 
the incidence of dysmenorrhea. Amenorrhea rates are 
55%–60% at 12 months and 68% at 24 months. For this 
reason, DMPA may be considered in the treatment of 
dysmenorrhea.24

 The progestin only pill (POP) may decrease 
menstrual flow, and up to 10% of POP users will develop 
amenorrhea. Menstrual cramping may be decreased; 
however, no studies have been done to date.
 Table 4 depicts delineates agents used in the 
treatment of dysmenorrhea.12

(LNG-IUS) Levonorgestrel Intrauterine System
(Mirena) is an intrauterine device that releases progestin 
locally inside the uterine cavity making it atrophic 
and inactive. Menstrual blood loss is reduced by 
74%–97% and 16%–35% of LNG-IUS users will become 
amenorrheic after 1 year of use.25 Dysmenorrhea has 
been shown to improve in LN-IUS users (Evidence 
level II-b).

SURGICAL TREATMENT
For some women, dysmenorrhoea is not relieved 
despite medical interventions so they qualify for surgical 
management based upon the etiology or to establish 
the etiology. Surgery is the diagnostic and therapeutic 
option in the management of dysmenorrhea.

Laparoscopy
In one study of 100 women with pelvic pain who did not 
have adequate pain relief with NSAIDs, 80% were found 
to have endometriosis at laparoscopy.26 About 12%-32% 
of women undergoing laparoscopy had endometriosis 
as the cause of pelvic pain,27 but it is found in up to 50% 
of teenagers undergoing laparoscopy for evaluation 
of chronic pelvic pain or dysmenorrhea.28 It has a 
strong role in diagnosing and treating the condition.
The lesions of endometriosis may be cauterized or 
resected at the time of laparoscopy followed by medical 
suppressive therapy.

Hysterectomy
A thorough investigation of the cause of dysmenorrhea 
should be evaluated before resorting to hysterectomy, 
when medical alternatives have been refused or failed 
and fertility is no longer possible ordesired (Evidence 
level II-B).

Presacral Neurectomy (PSN)
Presacral Neurectomy (PSN) involves the total 
transaction of the presacral nerves lying within the 
boundaries of the interiliac triangle. PSN seems to be 
the method of pelvic denervation that is associated 
with the major long-term effectiveness in pain relief.29,30 
In one study, 126 women underwent laparoscopic 
management for pain associated dysmenorrhea with 
endometriosis: 63 were randomized to undergo PSN; the 

Table 4
Agents used in the treatment of dysmenorrhea12

Agent Dosage
Danazol 100 or 200 mg twice daily
Leuprolide acetate 3.75 mg IM monthly
NSAIDs†

Diclofenac 50 mg three times daily
Ibuprofen 800 mg three times daily
Mefenamic acid Initial dose: 500 mg, followed by 

250 mg four times daily
Naproxen 500–550 mg twice daily
Oral contraceptives 1 tablet daily
[IM: Intramuscularly; NSAIDs: Nonsteroidal anti inflammatory 
drugs]
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other women underwent conservative ablation of visible 
endometriosis lesions. No difference in intraoperative 
complications was observed between groups. The 6- and 
12-month follow-up visits revealed improved relief with 
regard to the severity of dysmenorrhea in patients who 
were treated with laparoscopic PSN. This improved relief 
was also present and statistically significant at 24 months 
following treatment.31 Some of the complications 
of this procedure may include constipation as well 
as urinary urgency which are unlikely to respond to 
medical treatment. As there is limited evidence for use 
of presacral neurectomy in the management of primary 
dysmenorrhea, the risks must be carefully weighed 
against the expected benefits (Evidence Level III-C).

Laparoscopic Uterosacral Nerve Ablation 
(LUNA)
Resection of the uterosacral ligaments achieves in 
theory a more complete uterine denervation than 
presacral neurectomy. The intervention carries the risk 
for complications such as bleeding, ureteral lesions, and 
pelvic support disorders. The efficacy of relieving pain 
associated with endometriosis was not confirmed. In 
one study involving 180 women scheduled to undergo 
laparoscopy for pain and endometriosis, women had 
uterosacral ligament resection. One year later, 29% of 
women in this group had persistent dysmenorrhea. Of 
the 78 women who had conservative surgery only, 27% 
had recurrent dysmenorrhea. Therefore, addition of 
uterosacral ligament resection did not appear to reduce 
dysmenorrhea and is not the mainstream treatment 
option (Evidence level III-C).32-33

COMPLEMENTARY AND ALTERNATIVE 
THERAPY (CAM)
There are no well designed established studies about 
the therapeutic benefit of complementary therapies 
in managing dysmenorrhea. Moreover, there is 
uncertainity about the risks or benefits for the same.
1. The following CAM has limited support and 

may be considered in the treatment of primary 
dysmenorrhea, though further study is required: 
•	 Vitamin B1 (Evidence level I-B)

2. The following CAMs showed an initial positive 
response  for the treatment of primary dysmenorrhoea 
and merit further study:
•	 Vitamin E (Evidence level I-C)
•	 Fish oil/Vitamin B

12
 combination (Evidence 

level I-C)

•	 Magnesium (Evidence level II-1 C)
•	 Vitamin B

6
 (Evidence level II-1 C)

•	 Toki-Shakuyaku-San (Evidence level II-1 C)
•	 Fish oil (Evidence level II-3 C)
•	 Neptune Krill oil (Evidence level II-3 C)

3. The following CAMs have not shown to have any 
benefit in the treatment of primary dysmenorrhea 
and may need further study:

•	  Vitamin B
6
/magnesium combination (Evidence 

level II-1).

•	  Vitamin E (daily) in addition to ibuprofen(during 
menses) (Evidence level II-3).

EXPERIMENTAL THERAPIES

Magnesium Pidolate34

Magnesium pidolate, 4.5 mg orally tid from the seventh 
day preceding menses to the third day of menstruation 
had significant improvement in first day dysmenorrea 
(but not second and third day dysmenorrhoea). Thus, 
this long-term therapy for a short duration of benefit is 
unlikely to be clinically useful.

Calcium-Channel Blockers35

Nicardipine has been described as an effective 
alternative for an adolescent refractory to standard 
treatments for dysmenorrhea.

Beta-2 (~2) Receptor Agonists36

Further trials with selective~2 receptor agonists may 
be warranted.

Danazol37

Danazol has been found to be effective in reducing 
dysmenorrhea in women with endometriosis. Its role 
in the management of primary dysmenorrhea has not 
yet been investigated.
 Finally, any kind of pain has to be dealt with 
sensitivity and with individualistic approach. Due to 
multifactorial nature of the pain, a holistic treatment 
should be adopted and a shared decision making is the 
key to doctor and patient ‘s technique to find the cure.
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