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This Perspectives article reflects on findings from our systematic review about adolescent dysmenorrhoea Q, drawing on sociology of diagnosis theory. We consider tensions and uncertainties between presentation with symptoms of dysmenorrhoea and processes of symptom categorisation and diagnosis in adolescents, tracing these through research and clinical guidance, considering possible implications for clinical practice. We argue that challenges in distinguishing between primary and secondary dysmenorrhoea in research translate into challenges in differentiation in clinical practice. We argue that framing this distinction as clear cut and straightforward belies the well-documented challenges in diagnosis of endometriosis, and that not recognising uncertainty and complexity inherent in this task may benefit neither clinicians nor patients.
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Introduction

The worldwide prevalence of menstrual pain (dysmenorrhoea) amongst teenagers who menstruate is strikingly high; up to 94% (1–3) report menstrual pain, with one third reporting severe pain (4). More than 20.1% of menstruating adolescents regularly miss school because of dysmenorrhoea (2, 5), and when able to be present at school menstrual pain reduces young people's ability to study and concentrate (1).

Dysmenorrhoea can occur without an identified physical cause (primary dysmenorrhoea) or be associated with an underlying condition (secondary dysmenorrhoea). In adolescence, conditions causing secondary dysmenorrhoea include endometriosis, developmental genital tract anomalies, and pelvic inflammatory disease (6, 7). Once thought rare in adolescence, endometriosis is an important (8) cause of secondary dysmenorrhoea in this age group (9, 10). The community prevalence of adolescent endometriosis is unknown (11), with most evidence from tertiary or specialist referral centres (10, 12–14). Adults and adolescents alike experience well-documented delays between presentation with symptoms and a diagnosis of endometriosis (9). The interface between menstrual pain and possible endometriosis, especially for adolescents, has been identified as an area of clinical uncertainty for GPs (15).

Distinguishing between primary and secondary dysmenorrhoea is a pivotal task when assessing dysmenorrhoea, often depicted as a (relatively) straightforward dichotomous bifurcation, to be made at the outset of assessment, on the basis of proposed characteristics that delineate primary from secondary dysmenorrhoea (7).

In this Perspectives article, we draw on our systematic review (16) and sociological writing about diagnosis (17), to reflect on inconsistencies in evidence relevant to the differentiation between primary and secondary dysmenorrhoea, and consider potential implications for care.

Diagnosis is “the making of a judgment about the exact character of a disease or other problem, especially after an examination, or such a judgment”. The term diagnosis encompasses both the process and the endpoint of assessment. Diagnoses function as classification tools which organise health conditions, categorised by a range of features (symptom, site, cause, variation from statistical norm) (18). Symptoms, by contrast, are subjectively experienced bodily sensations with potential to be relevant for a diagnosis within the context of accessing healthcare (19).

Diagnoses, both classification tools and process, are not static but dynamic and respond to evolutions of knowledge, understanding, and process (18). They contribute to delineating what is deemed normal (acceptable), and what is abnormal (pathological), and as such are embedded and responsive to temporal and social contexts. Historical examples illustrating diagnoses at the interface between scientific knowledge (objective, dispassionate) and cultural context include homosexuality and hysteria, which were previously considered diseases (17). These examples also illustrate the power implicit within the giving and naming of diagnoses, power which resides in bodies of authority such as medical profession, the state, and religion.

Consequences of a diagnosis can include medical impacts, for example which professionals become involved in care and which treatments are offered, but also wide-ranging social and legislative sequelae, including insurance cover, permission to become a patient, experience validation and membership of communities connected by shared diagnoses (18).

Within a framework positioning diagnoses as pivot-points in medicine, is the implicit idea that diagnoses makes sense of symptoms, elevating them from subjectively experienced sensations to something defined and objective, but also abnormal, or pathological. Diagnoses become tickets which transition illness (experience) to disease (objective medical entity). Diagnoses are situated at the conclusion of clinical reasoning, but diagnoses are not the endpoint of a journey through healthcare, but are also a starting point, serving as a gateway for evidence-based treatment, enrolment in clinical trials, or membership of clinical communities and support groups.



The diagnosis of dysmenorrhoea

The framing of dysmenorrhoea as symptom or diagnosis has evolved in response to scientific knowledge and societal contexts. The conceptualisation of “normal” menstruation in gynaecology was initially constructed from clinical encounters with women who identified themselves as having an abnormal or problematic menstruation. Menstrual pain was considered near universal, and the inevitability of menstrual discomfort was utilised to support arguments against female education because women were “more or less sick and unfit for hard work” for one quarter of each month (20). Language equating menstruation with a time of illness exemplifies this and persists today.

With increasing attention to women's rights, menstruation was re-framed as a natural function, not an illness. Women were advised that menstruation was “not normally accompanied by pain or malaise” and that they should carry on with education and work, alongside messages advising discretion and concealment, a menstrual etiquette that persists (20, 21).

During the 1960's and 1970's, adolescent dysmenorrhoea was typified in western medical writing as predominantly psychosomatic: a maladaptive response to normal menstrual function or adolescence, rather than a medical condition (22–25). Some related dysmenorrhoea to developing or rejecting femininity (25, 26). In this worldview, teenagers needed to be supported with menstrual pain until mature enough to embrace their femininity or womanhood (22, 23, 27, 28), a process which could reportedly be made problematic through modelling of the sick role by over-protective mothers (24, 28–30). Differences in experience of dysmenorrhoea by social class were related to this, for example positioning dysmenorrhoea as a privileged indulgence, not seen in “primitive” societies (22, 29).

As knowledge evolved, showing that dysmenorrhoea was caused by chemicals/transmitters (prostaglandins and leukotrienes) acting on menstrual endometrium and muscle motility (8, 31–35), these theories lost dominance, and dysmenorrhoea transitioned from being considered a psychosocial to a medical issue (23, 24, 36, 37). Zola writes that once a diagnosis relates to bodily malfunction (for example excess prostaglandins in dysmenorrhoea), then it comes within medical jurisdiction (38), illustrated here as dysmenorrhoea transitions from psychodynamic construct towards medical entity.

Within medicine, the International Classification of Disease (ICD) seeks to make the classification of disease consistent and objective (39). Dysmenorrhoea is defined within the category “diseases of the genitourinary tract”, summarised in Box 1 (40).
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Box 1
ICD classification and positioning of dysmenorrhoea.


Here, dysmenorrhoea is arguably both diagnosis and symptom: a genital tract condition characterised by symptom(s), which become pathological once they have functional impacts on daily activities and which may be related to anatomy [an identifiable pathological cause or can be idiopathic (no identifiable cause)]. Thus “diagnosis” of dysmenorrhoea is simultaneously categorised or defined by body site, symptom experience, symptom impact and structural (pathological) cause (or not). Primary and secondary dysmenorrhoea are not differentiated in this definition, but aligned under a symptomatic heading, with separate ICD-11 definitions for causes of secondary dysmenorrhoea (40). This unified definition of dysmenorrhoea explicitly affords medical validity to all menstrual pain, whatever the cause (and where no cause is identified), worthy of (medical) recognition and treatment.

However, having “diagnosed” dysmenorrhoea, the subsequent clinical task of differentiating primary from secondary dysmenorrhoea remains pivotal in medical discourse and guidance. The American College of Obstetricians and Gynaecologists flowchart for “managing the adolescent with dysmenorrhoea” begins with the bifurcation; “history suggests primary dysmenorrhoea” vs. “symptoms or history suggestive of secondary dysmenorrhoea” (7). NICE Clinical Knowledge Summaries begin their guidance saying: “secondary causes of dysmenorrhoea must be excluded before considering a diagnosis of primary dysmenorrhoea” (41). Note the language; primary dysmenorrhoea as diagnosis, not symptom, implying conclusion about the (lack of identifiable) cause for the symptom.

This differentiation is frequently recounted within the introduction to papers on adolescent dysmenorrhoea, as a pivotal distinction, essential for both scientific exploration and clinical care (6, 8, 34, 42), although there is recognition that secondary dysmenorrhoea can be associated with the same clinical features, albeit associated with pelvic pathology (43).

However, while the core definitions of primary and secondary dysmenorrhoea are largely consistent, we identify variability in how these diagnoses are accounted for and further characterised in research inclusion and recruitment. While some clinical associations that could assist in differentiating primary from secondary dysmenorrhoea, such as congenital anomalies of the urogenital tract, were consistently identified as helpful, we identified inconsistencies in others (16), often cited with relative certainty (6, 8, 31, 43, 44–47). These tensions and inconsistencies are listed in Box 2, and then further detailed below:1
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Box 2
Areas of tension and uncertainty relevant to the differentiation of primary and secondary dysmenorrhoea.




Areas of tension and uncertainty relevant to the differentiation of primary and secondary dysmenorrhoea


Inclusion criterion for studies documenting evidence about primary dysmenorrhoea

We identified considerable incongruence in how authors defined study populations, and reported empirical evidence about primary dysmenorrhoea (16). While some differences reflect specific research aims, the net result is a body of evidence in which primary dysmenorrhoea is defined and operationalised inconsistently. These are described in detail in our systematic review, but we note that of 73 papers reporting evidence about primary dysmenorrhoea; 37/73 relied on participant self-report, 9/73 offered no detail on the differentiation between primary and secondary dysmenorrhoea 2/73 assumed primary dysmenorrhoea based on (young) age, 6/73 used health professional assessment without imaging, 12/73 used ultrasound and/or biomarkers, and 6/73 were systematic reviews. We identified one paper (representing 1/40,390 participants) which reported a negative laparoscopy (16).

The vast majority of these approaches would not reliably identify all secondary dysmenorrhoea, raising the possibility that studies characterising primary dysmenorrhoea are actually reporting undifferentiated dysmenorrhoea (16).



The relationship between prostaglandins and menstrual pain

The causal role of prostaglandins is frequently embedded in descriptions of primary dysmenorrhoea (16), often contrasted with secondary dysmenorrhoea, where pain is attributed to the underlying condition (7, 48–50). However, prostaglandins and inflammatory cytokines likely contribute to the uterine contractility and pain associated with both primary and secondary dysmenorrhoea including endometriosis-associated pain (9, 47, 51, 52). Medications that act on the prostaglandin pathway (NSAIDs) or reduce menstruation associated release of prostaglandins, among other actions (hormonal contraceptives) are recommended treatments for both primary dysmenorrhoea and secondary dysmenorrhoea including endometriosis (6, 7, 44, 53–55), although there is less certainty about trial evidence supporting the efficacy of NSAIDs in endometriosis-associated pain (56).



The relationship between menarche and onset of menstrual pain

We identified a wide range of assertions about the timing between onset of menstrual pain after menarche and the likelihood of the pain being primary or secondary, including that (primary dysmenorrhoea) menstrual pain is expected to onset within 6–12 months, after 6–12 months, within 6–24 months, within 12–36 months or after 12–36 months (or several years) (16).

Some suggest that onset of pain from menarche is abnormal (7, 34, 43, 57) and should be investigated, however in some empirical studies, a significant proportion of adolescents reported pain starting from menarche (58–61). Secondary dysmenorrhoea can be depicted as rare in adolescence (62), with onset several years after menarche (63), whilst others advise that pain starting after 2 years from menarche is most likely to be secondary and the cause should be “vigorously sought” (6). Even with congenital anomalies of the uterus, where pain is likely to onset with menarche (16, 43), our review of case reports demonstrate variable onset of this type of secondary dysmenorrhoea, including several years after menarche (16).

However, it is also noteworthy that a cross sectional study with adolescents with endometriosis did find that 50% of adolescents with endometriosis had menstrual pain from menarche (64).



The association between regular (ovulatory) cycles and menstrual pain

It is often reported that primary dysmenorrhoea commences when regular (ovulatory) cycles become established, at some point after menarche, casting ovulatory cycles as a causative mechanism for primary dysmenorrhoea (16). Recent studies cast doubt on this relationship, with evidence that many non-ovulatory cycles are painful (65) and that non-ovulatory cycles are potentially both painful and common in adolescents (66).



Response to trials of treatment

Response (or not) to empirical treatment is another tool proposed to help discriminate between primary dysmenorrhoea and secondary dysmenorrhoea, where response to treatment aligns with primary dysmenorrhoea and therefore suggesting that lack of response to empirical therapy said to increase the likelihood of pathology (7, 44, 67). Trials of treatment with anti-prostaglandin medication (NSAIDS) or menstrual suppression with hormonal contraceptive therapy are embedded in national and international guidance on adolescent endometriosis; suggesting onward referral for specialist investigation is these are not successful in relieving symptoms (7, 53, 54). This raises the question about what clinicians and patients should do if these treatments are effective in alleviating dysmenorrhoea (15).

The first-line medications (NSAIDs, hormonal contraception) recommended for dysmenorrhoea and endometriosis are the same, creating a paradox: when symptoms are effectively treated, the grounds for referral for diagnosis are removed, yet an evidence-based treatment for the condition once diagnosed is the same as that trialled empirically for symptomatic relief without a diagnosis.

However, the evidence associating non-response to hormonal contraception therapy as a marker of likely endometriosis is inconsistent. In retrospective case series, where the cases have a surgically confirmed diagnosis of endometriosis, many had dysmenorrhoea or pelvic pain which was refractory to medical treatment (13, 68). But, two prospective case series following young people with marked dysmenorrhoea suggest that many achieve symptomatic responses to hormonal therapy, including 92% achieving a positive symptomatic response to empirical treatment in one specialist clinic (50, 69).

Strikingly, in one case series, the likelihood of endometriosis in adulthood positively correlated with a positive therapeutic response to hormonal treatment for dysmenorrhoea in adolescence, i.e., having a good response to empirical treatment was a marker for having endometriosis, not non-response as currently embodied in guidance (69). A other prospective study we identified excluded all adolescents with a positive response to therapy from further investigations (70), thus arguably perpetuating the construct that this equates to a lack of pathology.

While not specific to adolescents, a systematic review, and meta-analysis, found that current use of CHC reduced the likelihood of an endometriosis diagnosis, whilst past or ever use increased the risk (71). Aligned with this, in a case series of 410 women the risk of being diagnosed with deep infiltrating endometriosis in adulthood was significantly higher (OR 5.6) for those treated with hormonal contraception for “primary dysmenorrhoea” in adolescence (72). Both recognised that this may in part be because CHC use may reduce symptoms of dysmenorrhoea and defer diagnostic processes or because these prescriptions are acting as a marker for the presence of intractable symptoms.

The temporality and use of the word primary here is noteworthy. Dysmenorrhoea, including severe dysmenorrhoea in adolescence, is statistically a risk factor for endometriosis (73), but as with this example, there is uncertainty as to whether it was a risk factor contributing to the later development of endometriosis, or an earlier symptom suggesting that endometriosis was already present. This is a known unknown (73), but we reflect that this uncertainty may be masked by use of the term primary. There are examples of linguistic positionality, where “primary dysmenorrhoea” (not dysmenorrhoea) is situated as a possible precursor of endometriosis (74), or where secondary cases become apparent by increasing dysmenorrhoea or that describes endometriosis as an important cause of both primary and secondary dysmenorrhoea (75).



Acyclic pelvic pain

Acyclic pelvic pain is an important predictor of secondary dysmenorrhoea. Chronic or treatment resistant pelvic pain is shown to be highly predictive of endometriosis (64, 68), and as such, is a symptom that should trigger referral. But, when looking at prospective evidence from community surveys, 19%–30% of teenagers report pelvic pain outside of menstruation (4, 76, 77).



Normal or not normal menstrual pain (healthy or un-healthy adolescents)?

Studies exploring adolescent dysmenorrhoea sometimes contrast cases (those with reported, documented or declared dysmenorrhoea) with “healthy” or normal controls (those without dysmenorrhoea) (66, 78, 79). This arguably positions adolescents with dysmenorrhoea as unhealthy, possessed of disease, and deviants from normal. The term normal describes symptoms or sensations expected as part of “healthy” or non-pathological menstruation. Working out when menstrual pain is normal or not is embedded in education and guidance for young people about when they should seek care (80), but this can be difficult to interpret, including for health professionals (81). One of the authors, an adolescent lived experience project adviser, explored the internet using their own searches to try to find information about whether to seek help for period pain. Their experience is summarised in Box 3.
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Box 3
Working out whether pain is (might be) normal (or not); a young person's perspective.





Discussion

These inconsistencies in evidence and terminology represent uncertainties about the symptoms that make a diagnosis of primary or secondary dysmenorrhoea more likely. When these depictions become embedded in clinical guidance and risk prediction tools, they risk entrenching underpinning assumptions.

For clinicians negotiating the interface between menstrual pain and possible endometriosis, we think this highlights a real-world challenge. The diagnostic criterion for primary dysmenorrhoea arise from studies which likely include cases of both primary and secondary dysmenorrhoea. Potential triggers for investigation for endometriosis are identified from the retrospective accounts of those with known endometriosis. We do not know enough about the community prevalence of endometriosis or about the symptoms or experience of adolescents without diagnosed endometriosis. This results in a diagnostic framework built upon an unstable foundation, and is depicted figuratively in Figure 1.
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FIGURE 1
Graphical representation of under-pinning uncertainties in differentiating primary from secondary dysmenorrhoea creating an unstable base for subsequent suggested clinical tools and building blocks in this task.


Representations of dysmenorrhoea have shifted from pain being near universal to relatively rare back to common (normal), been co-opted within wider social and political domains, and embedded within cultural representation and expectations along gendered lines (20, 82, 83). Menstrual etiquette requiring discretion and concealment persists, and is implicated in delays in diagnosis for endometriosis (84).

Normalising pain is proposed as an explanation for why young people don't ask for support with dysmenorrhoea (85), and why doctors don't offer it. We consider this a question not an answer; we need to understand what maintains and creates normalisation of dysmenorrhoea across settings to learn how to dismantle this and effectively enable care.

Reflections on when menstrual pain is normal or abnormal sit alongside medical discourse about the diagnosis of primary and secondary dysmenorrhoea. A critical uncertainty is how, when, and whether depictions of abnormal menstrual pain predict secondary dysmenorrhoea, and whether normal menstrual pain predicts primary dysmenorrhoea. Young people may consider their menstruation normal, even when clinicians do not and vice versa. Does considering pain normal impact on care seeking and health encounters? Does a clinician diagnosing pain as primary dysmenorrhoea risk closing down clinical curiosity and dialogue? Does this risk creating a hierarchy that pain which is (or might be) associated with identifiable pathology becomes more likely to be treated or seen as a valid reason for seeking care.

If the focus of care becomes diagnostic, rather than symptom-focussed, do we risk an unintended consequence of deferring care seeking for pain considered normal?

These questions and tensions are summarised schematically in Figure 2.
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FIGURE 2
Schematic representations of questions, tensions and uncertainties in differentiating primary from secondary dysmenorrhoea.




Conclusion

While the term “primary dysmenorrhoea” functions as a diagnostic label, predicated upon a belief about the (lack of) an underlying physical cause, the scientific framework that elevates it from the undifferentiated symptom (dysmenorrhoea) is imperfect and incomplete. This translates into challenges in clinical practice.

Words and semantics matter, especially if they imply (to clinicians, young people and their families, and society) that the cause of the pain is known, whereas in reality there is only a working hypothesis which might change. This risks constraining clinical curiosity and diagnostic reasoning and may impact on research, how clinical trials of treatment are negotiated and experienced and lose sight of the aim to treat all women with pain.

A strength of this perspectives article is that it brings together clinicians, (including from gynaecology, sexual health and general practice), a social science expert, and a lived experience adviser to reflect critically on findings from our systematic review. We utilise insights from clinical practice and sociological theory to illustrate possible impacts for young people accessing services, where clinical and research findings intersect with service experience.

Possible implications span research and clinical practice. There is increasing attention paid to the potential challenges in identifying primary dysmenorrhoea in research, as evidenced by recent Cochrane systematic reviews reporting evidence about primary dysmenorrhoea. These cite uncertainty about inclusion and potential heterogeneity of participants with primary dysmenorrhoea as a potential limitation, but this is not universal (86, 87). While the terms primary and secondary dysmenorrhoea are retained in academic and clinical discourse, we consider that guidance, both in standards for defining and reporting on primary dysmenorrhoea in research inclusion, could be valuable and would help both researchers, and clinicians who utilise this evidence in their work. Alternatively, we argue that moving towards using the term undifferentiated dysmenorrhoea may more closely reflect clinical reality. This includes uncertainty about who may have underlying endometriosis, which teenagers should or could be further investigated and when, including when their presenting symptoms are adequately managed by empirical or first line medical therapy.

This is a known unknown, but would be critically helpful in guiding care and shared-decision making with young people. We need prospective studies that document the natural history of adolescent dysmenorrhoea, beginning with symptoms, to add nuance to what we understand from retrospective evidence from those with diagnosed endometriosis. This will support the development of a more precise understanding of who may have primary or secondary dysmenorrhoea and how this can be predicted and mapped onto guidance. Clinical trials that evaluate the impact of hormonal therapy on long-term outcomes when symptoms are controlled are also sorely needed.

This knowledge gathering could be facilitated by the development of new options for testing and diagnosis of endometriosis, including non-surgical and non-invasive tests. These innovations could enable re-definition of the landscape of understanding about adolescent dysmenorrhoea, including when it may indicate possible endometriosis, which would be welcome. This would however need to be accompanied by a re-evaluation of guidance to ensure that it reflects reflects this evolved knowledge about adolescent dysmenorrhoea.

Clinical challenges follow on from research challenges; limitations in research translate into limitations or gaps in understanding that risk manifestation in guidance, in how clinicians share information, make referral and diagnostic decisions, and counsel young people about treatment options. This extends into how we understand and define “normal” and into knowing how to educate and enable etc.

Delays in diagnosis of endometriosis are testament to the complexity of differentiating primary from secondary dysmenorrhoea: arguably clinicians and patients are ill-served if this is not recognised and acknowledged in clinical practice. It might be better to call the symptom dysmenorrhoea just that, treating and validating all dysmenorrhoea, while keeping our clinic room doors and minds open.
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