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INTRODUCTION 

SUMMARY
Androgen hormones play a critical role in women’s health, influencing multiple organ 

systems beyond their function as estrogen precursors. When abnormally elevated, 

androgen activity in women commonly manifests as cutaneous symptoms such as 

male-pattern hair growth (hirsutism), scalp hair loss (androgenetic alopecia), and acne. 

These symptoms are thought to stem from the intracellular actions of the most potent 

testosterone metabolite, dihydrotestosterone (DHT), exerting localized effects inside 

the cells of peripheral tissues without significantly altering systemic hormone levels. 

DHT intracellularly converts to its metabolite — 5α-androstanediol — which is released 

into the bloodstream and excreted in urine. 5α-androstanediol is thought to be the best 

available marker of intracellular DHT activity in peripheral tissues. While androgen status 

is commonly assessed using measurement of serum testosterone, circulating testosterone 

alone does not fully capture localized androgen activity at the tissue level. In this review, we 

discuss the rationale for taking a broad view of androgens in women’s health, evaluating 

not only testosterone but also its metabolites, to provide a more accurate, comprehensive 

understanding of androgen activity underlying a woman’s symptoms. We review the 

growing body of research evidence supporting the value of 5α-androstanediol as a marker 

of androgen excess in women, particularly in cases when circulating testosterone appears 

normal. Key research findings showed the following:

•	5α-androstanediol levels are abnormally elevated in women with androgen excess 

symptoms, including male-pattern hair growth, scalp hair loss, acne, menstrual 

irregularities, and PCOS.

•	5α-androstanediol levels can be elevated even when testosterone levels are within 

normal range, as in the case of idiopathic hirsutism in women.

•	Elevations in 5α-androstanediol levels resolve along with symptom improvement 

following treatment of androgen excess symptoms in women. 

•	5α-androstanediol may be a more sensitive marker of androgenic effects in women than 

other commonly used androgen markers. 

These findings underscore the importance of a more nuanced, metabolite-inclusive 

approach to androgen assessment in women’s health.

INTRODUCTION
Over the last several decades, androgen hormones — traditionally associated with 

male physiology — have increasingly been recognized as essential for women’s health. 

Androgens exert important physiological effects in women in part through their role 

as precursors for the production of estrogen. However, beyond their role as estrogen 

precursors, androgens are now known to have independent effects on multiple organ 

systems in women, directly affecting mood, cognition, sexual function, skin health, bone 

mineral density, cardiovascular functioning, and muscle mass. [1] 

Circulating levels of androgens are commonly assessed in clinical practice through 

measurement of serum testosterone. [2] For additional insights about androgen activity 
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in women, assessing testosterone’s downstream metabolites may also be warranted 

in certain clinical scenarios. In this review, we discuss a growing body of research that 

points to the value of assessing not only testosterone, but also its metabolites — such as 

5α-androstanediol — when more comprehensive information is needed for clinical decision 

making. 

Why pay attention to androgen metabolites?

Most testosterone circulating in blood is bound to proteins such as sex hormone–binding 

globulin (SHBG) or albumin. The small portion of freely circulating testosterone that is 

not bound to proteins is the biologically active form of testosterone. Free testosterone 

can be calculated based on the amount of total testosterone, SHGB, and albumin, and 

can be important in the diagnosis of many androgen-related diseases. Testing of elevated 

androgen levels in women experiencing androgen excess symptoms is recommended, 

especially serum total and free testosterone. [2] However, clinical symptoms of androgenic 

conditions are not always related solely to testosterone  circulating in the bloodstream. [3] 

The clinical effects of androgens are complex and may arise from an interplay of multiple 

factors, including interactions with other hormones, variability in androgen receptor 

sensitivity, tissue-specific effects, and the influence of androgen metabolites. [4,5] As an 

example of this complexity, certain metabolites of testosterone are more potent than 

testosterone itself, with DHT being the best illustration of this — DHT is three times more 

potent than testosterone in both women and men, due to a higher binding affinity for the 

androgen receptor, a longer duration of action at the receptor, and an inability to convert 

(or aromatize) into estrogen in the way that testosterone does,[6] all leading to stronger 

androgenic effects. This underscores the importance of taking a broad view of androgens, 

comprehensively looking not only at testosterone but also at its metabolites.

Compared to androgens circulating in the bloodstream, the metabolites of androgens 

better reflect a critical type of localized hormone activity (intracrine activity), where 

precursor sex hormones are converted into active sex hormones inside the cell without 

unnecessarily creating fluctuations of systemic blood levels of circulating hormones. 

[4,7] For example, in peripheral tissues such as skin, free (protein unbound) testosterone 

enters the cells and converts to DHT by the enzyme 5α-reductase. DHT then activates the 

intracellular androgen receptor, ultimately leading to gene transcription that regulates 

hair growth, sebum production, and other physiological effects in the skin. [8] The DHT 

produced inside this cell remains inside the cell, exerting localized effects without being 

released into the blood. Essentially, the most biologically meaningful effects of DHT are 

through its intracellular actions, which cannot be measured in serum. Excess DHT does, 

however, intracellularly convert to its metabolite — 5α-androstanediol — which is released 

into the bloodstream and then conjugated to a water-soluble form excreted in urine. [9,10] 

5α-androstanediol is thought to be the best marker available of DHT formation and activity 

inside the cell. [11,12] 

In sum, because intracrine actions allow specific tissues to produce and use androgens 

locally as needed, measuring circulating androgens in the bloodstream does not always 

offer a full, nuanced picture of androgen activity — their metabolites can serve as better 

indicators of the production and actions of bioactive androgens, especially of the most 

potent androgen (DHT) inside the cells of peripheral tissues. [4–8,11,12] 

Figure 1: : DHT acts primarily inside the cell, 

with only a small fraction exiting the cell into the 

bloodstream. A larger proportion of its metabolite, 

5α-androstanediol, exits the cell into the 

bloodstream and is subsequently excreted in urine.
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Androgen production and metabolism in women

The ovaries, adrenal glands, and peripheral tissues all play key roles in androgen production 

and metabolism over a woman’s life span, although the relative contribution of each of 

these sources of androgens shift over time depending on the reproductive stage. [13] In 

premenopausal women, the ovaries are a major source of androgens, directly producing 

testosterone and the androgen precursor, androstenedione. Roughly 25% of circulating 

testosterone in women originates from the ovaries. [14,15] Contributing to another 25% of 

circulating testosterone are the adrenal glands, which produce androstenedione as well as 

the upstream androgen precursors dehydroepiandrosterone (DHEA) and its sulfated form 

(DHEAS). [14,15] Generally, testosterone levels in premenopausal women are considered 

to be representative of ovarian production, while DHEA and DHEAS levels are reflective 

primarily of adrenal production. [14] Approximately 50% of testosterone in premenopausal 

women arises from peripheral conversion, where androgen precursors are converted into 

bioactive testosterone and DHT in peripheral tissues such as the skin and adipose tissue. 

[15,16] 

In postmenopausal women, due to the significant changes in ovarian function, ovarian 

production of testosterone declines (but does not disappear). [17–19] The adrenal glands 

become the main source of androgens in postmenopausal women, with the production 

of DHEA and DHEAS serving as the dominant precursors for androgen production. [20] 

Peripheral tissues are essential to convert these adrenal-derived precursors into stronger 

androgens (testosterone and DHT) that can then exert local androgenic effects. 

Significance of 5-alpha versus 5-beta androgen pathways in women

Androgens are metabolized through two distinct routes — 5α and 5β pathways — that lead 

to the formation of different androgen metabolites, each with varying biological activity and 

clinical implications. [21] Through the 5α pathway, the enzyme 5α-reductase catalyzes the 

reduction of testosterone into 5α-DHT, which is further metabolized into 5α-androstanediol. 

This pathway is associated with higher androgenic activity. In the 5β pathway, the enzyme 

5β-reductase (which is concentrated in the liver as opposed to target tissues) catalyzes 

the reduction of testosterone, eventually leading to formation of 5β-androstanediol and, 

overall, metabolites with lower androgenic activity. [22] The two contrasting pathways, 

under normal physiological conditions, play a role in maintaining healthy androgen balance. 

Because of its involvement in DHT formation through the 5α pathway, the enzyme 

5α-reductase is well known for, essentially, making testosterone more potent. Numerous 

studies have associated upregulated 5α-reductase activity with symptoms such as facial 

hair growth, thinning scalp hair, acne, and polycystic ovary syndrome (PCOS) in women. 

[8,23–27] In contrast, androgen metabolism through the beta pathway is not associated 

with these clinical symptoms. 

ANDROGEN EXCESS SYMPTOMS IN WOMEN: EVIDENCE FOR 
THE ROLE OF 5Α-ANDROSTANEDIOL

A larger amount of research has been devoted to studying androgen excess than androgen 

deficiency in women, in part because the symptoms of high androgens are more visible 

and easier to define than the symptoms of low androgens. Although the research findings 

High (5a)Low (5b)
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so far are mixed, several studies have reported that pre- and postmenopausal women with 

low androgens (serum total testosterone, free testosterone, and DHEA-S levels) experience 

low libido and mood. [28–32] Limited published data are available on the symptoms that 

correlate with low 5α-androstanediol. Studies in postmenopausal women have shown 

low urinary levels of 5α-androstanediol [33] and a strong inverse relationship between 

5α-androstanediol levels and anxiety, in that low plasma levels of 5α-androstanediol 

correlated with high anxiety. [34]  On the other hand, studies in premenopausal women 

have not found an association between serum 5α-androstanediol levels and mood 

(anxiety and depressive symptoms). [35,36] As we await more research on the symptoms 

associated with low 5α-androstanediol levels in women, it is worth considering that 

5α-androstanediol’s documented role in modulating neuronal excitability and exerting 

neuroprotective effects in the brain could implicate it in mood and behavior. [37,38] 

Therefore, low levels of 5α-androstanediol could impact androgen physiology and its 

related effects on the brain, potentially manifesting as symptoms such as diminished libido, 

mood, sense of well-being, and increased fatigue. [30,32]      

As a marker of intracellular DHT metabolism, 5α-androstanediol has been examined 

in many studies looking into elevated androgen levels (hyperandrogenemia) and their 

associated symptoms and conditions. In the following sections, we will review the peer-

reviewed research describing the role of 5α-androstanediol in the most common clinical 

signs of androgen excess in women — male-pattern hair growth (hirsutism), scalp hair 

loss (androgenetic alopecia), acne, menstrual irregularities, and PCOS. Although the full 

details surrounding the pathophysiology of these conditions are not yet delineated, it has 

been proposed that androgen excess symptoms in women result from elevated androgen 

production, increased enzymatic activity of 5α-reductase, alterations in androgen receptor 

function, increased sensitivity of hair follicles to androgens, and/or changes in androgen 

metabolism. [8,16,39] Below, we focus on reviewing the research on changes in androgen 

metabolism, with an emphasis on 5α-androstanediol. These studies establish a relationship 

between 5α-androstanediol levels and androgen excess symptoms in women who often 

display normal testosterone levels, suggesting that 5α-androstanediol may be a more 

sensitive marker of androgenic effects in the body than other commonly used androgen 

markers. 

Hirsutism

Hirsutism is one of the most common symptoms of excess androgen activity in women, 

characterized by increased growth of dark, coarse (terminal) hair distributed in a typical 

male pattern throughout androgen-sensitive skin regions such as the face, chest, back, 

and abdomen. Hirsutism in women is generally seen with measurably elevated circulating 

androgens, including elevated serum free testosterone. [40] However, this is not the case in 

all women with hirsutism. [41–43] Premenopausal women with idiopathic hirsutism (a type 

of hirsutism without an identifiable medical cause) generally have normal total and free 

testosterone. [41,44–46] In research on idiopathic hirsutism, there has been an interest in 

investigating potential missed changes in other androgens, including 5α-androstanediol, to 

help pinpoint possible androgen-related abnormalities underlying idiopathic cases when 

testosterone appears normal. [47–49]

Numerous studies show that 5α-androstanediol levels are significantly higher in women 

with idiopathic hirsutism compared to normal women, whether 5α-androstanediol was 

5A-ANDROSTANEDIOL IN WOMEN
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measured in blood [44,50–55] or urine. [45,48,56] In fact, among seven different steroid 

hormones measured in urine samples, the levels of 5α-androstanediol showed the largest 

difference between hirsute patients and healthy women, [48] suggesting that its levels may 

serve as a sensitive discriminatory marker for differentiating between women with and 

without hirsutism. 

In addition to having higher 5α-androstanediol levels in blood and urine, women with 

idiopathic hirsutism also have skin that is more efficient at converting testosterone 

into 5α-reduced metabolites — specifically into its more potent form (DHT) and into 

5α-androstanediol — compared to healthy women. [23,57] This high conversion of 

testosterone to 5α-reduced metabolites points to an increased activity of the 5α-reduction 

pathway in the skin of women with idiopathic hirsutism, which may result in increased 

androgenic effects on hair follicles.

Overall, the evidence suggests 5α-androstanediol to be a potential laboratory marker of 

hirsutism in women, especially to help with interpretation of results when testosterone 

is within normal range. Idiopathic hirsutism has been proposed to be an initial early 

manifestation of other hyperandrogenic conditions such as PCOS, [58,59] warranting 

long-term follow up to monitor any progression to more pronounced hyperandrogenic 

symptoms or conditions over time.

Androgenetic alopecia

Paradoxically, while androgen excess can contribute to increased hair growth in some areas 

(e.g., face), it can contribute to increased hair loss in other areas (scalp) due to differences 

in follicle sensitivity, androgen receptor activity, and enzyme levels, and in how hair 

follicles respond to androgens in different areas of the body. [60] In the scalp, excess DHT 

shortens the active growth (antigen) phase of the hair growth cycle and promotes structural 

miniaturization of androgen-sensitive hair follicles, leading to hair follicles becoming thinner 

and shorter, as seen in androgenetic alopecia (also known as androgenic alopecia). [39] 

Along with enhanced DHT formation locally in the scalp skin, women with androgenetic 

alopecia also have higher levels of 5α-reductase and an increase in androgen receptor 

density in the affected areas of the scalp. [39] 

Several studies have demonstrated that women with androgenetic alopecia have 

significantly elevated blood levels of 5α-androstanediol compared to healthy women. [8,61–

64] Further, when the degree of women’s scalp hair loss is considered more closely, the 

level of 5α-androstanediol is found to correlate with the severity of alopecia (grade I, II, or 

III), where circulating 5α-androstanediol levels increase as the grade of alopecia increases. 

[62] These findings suggest that women with androgenetic alopecia have alterations in 

their androgen metabolism that could influence thinning of scalp hair. When considered 

collectively alongside the studies on hirsutism, [44,45,48,50–56] the overall evidence points 

to 5α-androstanediol serving as a meaningful marker for DHT activity in the hair follicles of 

women displaying androgen excess symptoms.  

Acne

Female acne vulgaris, a multifactorial skin disorder occurring at the level of the 

pilosebaceous unit, is considered to be a condition of androgen excess. [65] The correlation 

between androgen excess and the development of acne in women is well documented.  
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Briefly, androgens are involved in the pathogenesis of acne by increasing sebum production 

and stimulating sebaceous gland growth (creating an environment conducive for anaerobic 

bacteria to flourish), as well as contributing to inflammation in the sebaceous gland. [65,66] 

Numerous studies have reported increased circulating levels of androgens in female 

acne, including higher free testosterone and DHEAS levels, compared to women without 

acne. [67] Androgen metabolites, especially androsterone, have also been found to be 

preferentially increased in women with acne. [68,69] With respect to 5α-androstanediol, 

research on its role in female acne is still emerging. [8,54] Interestingly, when a group of 

female acne patients previously determined to have normal androgen hormone levels were 

further evaluated, half of the women in fact had elevated serum 5α-androstanediol levels. 

[70] Similarly, another study found threefold higher levels of plasma 5α-androstanediol in 

a subset of female acne patients compared to a control group, even though levels of other 

androgens (DHEAS, androstenedione, and total and free testosterone) were within normal 

ranges in these patients. [12] 

More research is needed on the specific contributions of androgen metabolites to acne 

in women. However, these initial findings in female acne add to the broader body of work 

supporting the role of 5α-androstanediol as a marker of intracrine androgen activity in 

target tissues, [7] in this case in the skin of women with acne. [12,70]  The findings also 

suggest the potential usefulness of a comprehensive androgen evaluation of each female 

acne patient in order to detect hyperandrogenic states and to be able to follow with an 

appropriately tailored choice of therapeutic management, especially considering new 

treatment options targeting the androgen receptor in female acne. [71]

Menstrual cycle irregularities

In addition to the cutaneous signs of androgen excess discussed above (hirsutism, 

androgenetic alopecia, and acne), systemic signs of androgen excess have similarly been 

explored in research, including menstrual cycle irregularities. Androgen receptors are 

widely expressed in women’s reproductive tissues including in the endometrium, [72] 

allowing androgens to regulate various functions of the uterus, such as tissue repair 

during menstruation. [73,74] While many factors contribute to menstrual cycle changes, 

higher levels of circulating androgens (testosterone and free androgen indices) have been 

associated with menstrual irregularities in a variety of female populations, including in 

adolescents with menstrual disorders, [75] premenopausal women without any other 

chronic health conditions, [76,77] and women with uterine diseases. [78] 

Some studies have hinted toward an association between menstrual cycle disturbances 

and changes specifically in 5α-androstanediol. For example, elevations in 5α-androstanediol 

are seen in a higher proportion of women with an androgenic condition (hirsutism or 

androgenetic alopecia) that co-occurs with oligomenorrhea, compared to women with 

an androgenic condition and normal ovulatory cycles. [62,79] The same has been shown 

for elevations in other androgens (DHEAS and testosterone) in hirsute women with 

oligomenorrhea or amenorrhea, compared to hirsute women with regular menstrual 

cycles. [80,81] These early findings on a potential link between 5α-androstanediol and cycle 

abnormalities align with the broader literature on hyperandrogenemia being associated 

with irregular menstrual cycles. [75–78]  

5A-ANDROSTANEDIOL IN WOMEN
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Polycystic ovary syndrome

The underlying etiology of androgen excess symptoms in many women often turns 

out to be PCOS, a complex multifactorial condition arising from the interplay of genetic 

predisposition, [82] metabolic risk factors (e.g., insulin resistance), [83] and hypothalamic-

pituitary-ovarian dysregulation, [84] all leading to excess androgen production from 

the ovaries. Women with PCOS exhibit androgen excess in two ways: either as clinical 

symptoms (hirsutism, androgenetic alopecia, acne, menstrual cycle disturbances) or as 

biochemical changes (hyperandrogenemia as reflected by high circulating androgens), or 

both. [85,86] Of note, androgen excess has been proposed to not only be a feature of PCOS 

but to possibly be a key driver of the condition, [84,85,87,88] reinforcing the importance 

of understanding the full picture of the androgen profile (e.g., production, metabolism) in 

PCOS.  

Currently, there is no reliable diagnostic laboratory test available to detect PCOS. 

Measurement of serum free testosterone has been studied as a useful diagnostic tool 

for differentiating between women with PCOS from healthy women [89–92] (provided 

that attention is paid to the accuracy and sensitivity of the method used to measure 

testosterone in women [93]). While most women with PCOS do have serum testosterone 

levels higher than normal reference values, some do not, [94–97] which adds a layer of 

complexity to the diagnosis of PCOS. This discrepancy has spurred initial research on the 

untapped value of other lesser-studied androgens and metabolites for possible diagnostic 

use in PCOS. 

For example, in one study, 40 different steroids were analyzed from 24-hour urine in 

women with or without PCOS. [98] The results showed that 14 of these steroid metabolites 

were significantly higher in women with PCOS compared to healthy women, including nine 

androgens and four glucocorticoids. Interestingly, the study’s analysis of the diagnostic 

performance parameters of the 40 steroids yielded one androgen metabolite in particular 

— 5α-androstanediol — as being the best single discriminative marker for distinguishing 

between women with PCOS and healthy women without PCOS. These results are consistent 

with other reports of a significant elevation in 5α-androstanediol in women with PCOS 

compared to controls at baseline [99,100] and after an oral challenge with the androgen 

precursor DHEA (to evaluate downstream conversion to androgens), [25] as well as altered 

enzymatic activity of 5α-reductase in PCOS. [23,26,27] Collectively, the research to date 

suggests the possibility that women with PCOS may be differentiated by their levels of 5α 

androgen metabolites including 5α-androstanediol. 

Figure 2: An analysis of androgen metabolites 

in 24-hour urine (nmol/24h) in women with or 

without PCOS shows that, for 5a-androstanediol, 

the 25th percentile value for PCOS patients is 

more than 125% of the 75th percentile value for 

normal controls. Essentially, even the lower end 

of the PCOS range (25th percentile) exceeds the 

upper end of the normal range (75th percentile) 

for healthly controls, suggesting no overlap 

between the normal range and the PCOS range 

for 5a-androstanediol. [98]

Androgen Metabolites: PCOS vs Controls

125%

100%

75%

50%

25%

0%

DHEA              Testosterone               5a-DHT             5a-Androstanediol             Androsterone              Eticholanolone



5A-ANDROSTANEDIOL IN WOMEN	 9

Correlation of 5α-androstanediol with treatment response 

In addition to lifestyle interventions, [101] androgen excess symptoms in women are 

often treated with various hormone-modulating therapies. [102] While clinical symptom 

improvements (such as facial hair growth reduction in hirsutism) are more meaningful 

than changes in hormone levels when evaluating the efficacy of a treatment, some 

practice guidelines recommend that androgen levels can be measured 3-6 months after 

initiating hormone-modulating therapy to gauge the adequacy of androgen suppression. 

[103] In this vein, studies have explored whether measurement of androgen levels could 

serve as a biochemical parameter correlating with the clinical response to treatment of 

hyperandrogenic symptoms in women.

In several studies, [104–106] women with hirsutism who experienced symptom 

improvement after 3-6 months of treatment with a 5α-reductase inhibitor (oral finasteride) 

also displayed concomitant decreases in serum DHT and 5α-androstanediol. Similar 

correlations of 5α-androstanediol with the clinical response to therapy have been observed 

with other hormone-modulating treatments such as spironolactone, oral contraceptives, 

or gonadotropin-releasing hormone agonists for hirsutism in women, [51,107] or 

retinoids (isotretinoin) for female acne. [108]  These findings suggest that changes in 

5α-androstanediol levels during treatment of female androgen excess symptoms might 

reflect clinical efficacy and could offer a potential biochemical measure (complementary to 

clinical measures) of a treatment’s effectiveness in reducing hyperandrogenic symptoms in 

women.

CONCLUDING REMARKS
Summary of key research findings

Based on the research reviewed here on 5α-androstanediol in women’s health, the 

evidence suggests that: 

1.	5α-androstanediol levels reflect intracellular DHT activity and androgen metabolism in 

peripheral tissues. 

2.	5α-androstanediol levels are abnormally elevated in women with androgen excess 

symptoms, including male-pattern hair growth, scalp hair loss, acne, menstrual 

irregularities, and PCOS.

3.	5α-androstanediol levels can be elevated even when testosterone levels are within 

normal range, as in the case of idiopathic hirsutism in women.

4.	Elevations in 5α-androstanediol levels resolve along with symptom improvement 

following treatment of androgen excess symptoms in women. 

Clinical relevance

Overall, the studies in women with androgen excess symptoms demonstrate the 

importance of comprehensively assessing the androgen profile, evaluating not only 

parent androgens but also androgen metabolites including 5α-androstanediol, to provide 

a fuller understanding of the androgen changes underlying associated symptoms. 

Androgen metabolites such as 5α-androstanediol are key indicators of intracrine 

androgen metabolism, reflecting localized hormone activity at the tissue level that 

may not be captured through a single test of circulating testosterone alone. Further, 
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the research supports the relevance of 5α-androstanediol as a biochemical marker 

of androgen status in women experiencing androgen-related symptoms, especially in 

otherwise normoandrogenic cases where there may be diagnostic uncertainty. Potentially, 

5α-androstanediol may also have some use in monitoring treatment response in women 

being treated for androgen excess symptoms.

In a research setting, 5α-androstanediol levels in women with excess androgen symptoms 

are measured using either blood or urinary sampling. However, in a clinical setting, there 

are important distinctions to consider in selecting urine or blood collection for hormone 

assessment. Firstly, urine collection is more feasible, convenient, and noninvasive than 

blood collection for patients. [109] Also, when a broader picture of longer-term hormone 

exposure is needed, urine provides a better representation of hormone metabolism and 

excretion over a span of time, whereas serum testing is informative about circulating 

hormone status only at the moment of collection. Therefore, validated urinary methods of 

testing 5α-androstanediol may be considered as a more appropriate or feasible option for 

some patients. 

Given the complexity of androgen metabolism and its role in female physiology, a 

more comprehensive assessment of androgens can enhance clinical decision making. 

Consideration of 5α-androstanediol within androgen testing panels holds the promise of 

complementing existing routine laboratory tests to assess androgen status in women and 

to ultimately support personalized treatment strategies for women experiencing androgen 

excess symptoms. 



5A-ANDROSTANEDIOL IN WOMEN	 115A-ANDROSTANEDIOL IN WOMEN

1	 	 Smith T, Batur P. Prescribing testosterone and DHEA: The role of androgens in women. CCJM. 2021;88(1):35-43. doi:10.3949/ccjm.88a.20030

2	 Martin KA, Anderson RR, Chang RJ, et al. Evaluation and Treatment of Hirsutism in Premenopausal Women: An Endocrine Society* Clinical Practice 
Guideline. The Journal of Clinical Endocrinology & Metabolism. 2018;103(4):1233-1257. doi:10.1210/jc.2018-00241

3	 Davis SR, Davison SL, Donath S, Bell RJ. Circulating androgen levels and self-reported sexual function in women. JAMA. 2005;294(1):91-96. doi:10.1001/
jama.294.1.91

4	 Schiffer L, Arlt W, Storbeck KH. Intracrine androgen biosynthesis, metabolism and action revisited. Mol Cell Endocrinol. 2018;465:4-26. doi:10.1016/j.
mce.2017.08.016

5	 Schiffer L, Barnard L, Baranowski ES, et al. Human steroid biosynthesis, metabolism and excretion are differentially reflected by serum and urine 
steroid metabolomes: A comprehensive review. The Journal of Steroid Biochemistry and Molecular Biology. 2019;194:105439. doi:10.1016/j.
jsbmb.2019.105439

6	 Swerdloff RS, Dudley RE, Page ST, Wang C, Salameh WA. Dihydrotestosterone: Biochemistry, Physiology, and Clinical Implications of Elevated Blood 
Levels. Endocrine Reviews. 2017;38(3):220-254. doi:10.1210/er.2016-1067

7	 Labrie F, Bélanger A, Cusan L, Candas B. Physiological changes in dehydroepiandrosterone are not reflected by serum levels of active androgens and 
estrogens but of their metabolites: intracrinology. J Clin Endocrinol Metab. 1997;82(8):2403-2409. doi:10.1210/jcem.82.8.4161

8	 Chen W, Thiboutot D, Zouboulis CC. Cutaneous Androgen Metabolism: Basic Research and Clinical Perspectives. J Invest Dermatol. 2002;119(5):992-
1007. doi:10.1046/j.1523-1747.2002.00613.x

9	 Moghissi E, Ablan F, Horton R. Origin of plasma androstanediol glucuronide in men. J Clin Endocrinol Metab. 1984;59(3):417-421. doi:10.1210/
jcem-59-3-417

10	 Duffy DM, Legro RS, Chang L, Stanczyk FZ, Lobo RA. Metabolism of dihydrotestosterone to 5α-androstane-3α,17β-dioI glucuronide is greater in the 
peripheral compartment than in the splanchnic compartment. Fertility and Sterility. 1995;64(4):736-739. doi:10.1016/S0015-0282(16)57848-0

11	 Horton R. Dihydrotestosterone is a peripheral paracrine hormone. J Androl. 1992;13(1):23-27.

12	 Lookingbill DP, Horton R, Demers LM, Egan N, Marks JG, Santen RJ. Tissue production of androgens in women with acne. J Am Acad Dermatol. 
1985;12(3):481-487. doi:10.1016/s0190-9622(85)70067-9

13	 Burger HG. Androgen production in women. Fertility and Sterility. 2002;77:3-5. doi:10.1016/S0015-0282(02)02985-0

14	 Piltonen T, Koivunen R, Morin-Papunen L, Ruokonen A, Huhtaniemi IT, Tapanainen JS. Ovarian and adrenal steroid production: regulatory role of LH/
HCG. Human Reproduction. 2002;17(3):620-624. doi:10.1093/humrep/17.3.620

15	 Longcope C. Adrenal and gonadal androgen secretion in normal females. Clin Endocrinol Metab. 1986;15(2):213-228. doi:10.1016/
s0300-595x(86)80021-4

16	 Bienenfeld A, Azarchi S, Sicco KL, Marchbein S, Shapiro J, Nagler AR. Androgens in women: Androgen-mediated skin disease and patient evaluation. 
Journal of the American Academy of Dermatology. 2019;80(6):1497-1506. doi:10.1016/j.jaad.2018.08.062

17	 Davison SL, Bell R, Donath S, Montalto JG, Davis SR. Androgen levels in adult females: changes with age, menopause, and oophorectomy. J Clin 
Endocrinol Metab. 2005;90(7):3847-3853. doi:10.1210/jc.2005-0212

18	 Laughlin GA, Barrett-Connor E, Kritz-Silverstein D, von Mühlen D. Hysterectomy, oophorectomy, and endogenous sex hormone levels in older women: 
the Rancho Bernardo Study. J Clin Endocrinol Metab. 2000;85(2):645-651. doi:10.1210/jcem.85.2.6405

19	 Couzinet B, Meduri G, Lecce MG, et al. The Postmenopausal Ovary Is Not a Major Androgen-Producing Gland. The Journal of Clinical Endocrinology & 
Metabolism. 2001;86(10):5060-5066. doi:10.1210/jcem.86.10.7900

20	 Labrie F. DHEA, important source of sex steroids in men and even more in women. Prog Brain Res. 2010;182:97-148. doi:10.1016/
S0079-6123(10)82004-7

21	 Langlois VS, Zhang D, Cooke GM, Trudeau VL. Evolution of steroid-5α-reductases and comparison of their function with 5β-reductase. General and 
Comparative Endocrinology. 2010;166(3):489-497. doi:10.1016/j.ygcen.2009.08.004

22	 Nikolaou N, Hodson L, Tomlinson JW. The role of 5-reduction in physiology and metabolic disease: evidence from cellular, pre-clinical and human 
studies. The Journal of Steroid Biochemistry and Molecular Biology. 2021;207:105808. doi:10.1016/j.jsbmb.2021.105808

23	 Serafini P, Lobo RA. Increased 5 alpha-reductase activity in idiopathic hirsutism. Fertil Steril. 1985;43(1):74-78.

24	 Gilad S, Chayen R, Tordjman K, Kisch E, Stern N. Assessment of 5α-reductase activity in hirsute women: comparison of serum androstanediol 
glucuronide with urinary androsterone and aetiocholanolone excretion. Clinical Endocrinology. 1994;40(4):459-464. doi:10.1111/j.1365-2265.1994.
tb02484.x

REFERENCES



12	 DUTCH WHITE PAPERS

INTRODUCTION 25	 Fassnacht M, Schlenz N, Schneider SB, Wudy SA, Allolio B, Arlt W. Beyond adrenal and ovarian androgen generation: Increased peripheral 5 alpha-
reductase activity in women with polycystic ovary syndrome. J Clin Endocrinol Metab. 2003;88(6):2760-2766. doi:10.1210/jc.2002-021875

26	 Wu C, Wei K, Jiang Z. 5α-reductase activity in women with polycystic ovary syndrome: a systematic review and meta-analysis. Reprod Biol Endocrinol. 
2017;15(1):21. doi:10.1186/s12958-017-0242-9

27	 Jakimiuk AJ, Weitsman SR, Magoffin DA. 5α-Reductase Activity in Women with Polycystic Ovary Syndrome1. The Journal of Clinical Endocrinology & 
Metabolism. 1999;84(7):2414-2418. doi:10.1210/jcem.84.7.5863

28	 Turna B, Apaydin E, Semerci B, Altay B, Cikili N, Nazli O. Women with low libido: correlation of decreased androgen levels with female sexual function 
index. Int J Impot Res. 2005;17(2):148-153. doi:10.1038/sj.ijir.3901294

29	 Guay A, Jacobson J, Munarriz R, et al. Serum androgen levels in healthy premenopausal women with and without sexual dysfunction: Part B: Reduced 
serum androgen levels in healthy premenopausal women with complaints of sexual dysfunction. Int J Impot Res. 2004;16(2):121-129. doi:10.1038/
sj.ijir.3901176

30	 Bachmann G, Bancroft J, Braunstein G, et al. Female androgen insufficiency: the princeton consensus statement on definition, classification, and 
assessment. Fertility and Sterility. 2002;77(4):660-665. doi:10.1016/S0015-0282(02)02969-2

31	 Rohr UD. The impact of testosterone imbalance on depression and women’s health. Maturitas. 2002;41:25-46. doi:10.1016/S0378-5122(02)00013-0

32	 Rivera-Woll LM, Papalia M, Davis SR, Burger HG. Androgen insufficiency in women: diagnostic and therapeutic implications. Human Reproduction 
Update. 2004;10(5):421-432. doi:10.1093/humupd/dmh037

33	 Wright F, Mowszowicz I, Mauvais-Jarvis P. Urinary 5 alpha-androstane-3 alpha,17 beta-diol radioimmunoassay: a new clinical evaluation. J Clin 
Endocrinol Metab. 1978;47(4):850-854. doi:10.1210/jcem-47-4-850

34	 Barbaccia ML, Lello S, Sidiropoulou T, et al. Plasma 5α–androstane–3α,17βdiol, an endogenous steroid that positively modulates GABAA receptor 
function, and anxiety: a study in menopausal women. Psychoneuroendocrinology. 2000;25(7):659-675. doi:10.1016/S0306-4530(00)00017-2

35	 Tanabe H, Mutai H, Sasayama D, et al. Sex differences in serum levels of 5α-androstane-3β, 17β-diol, and androstenediol in the young adults: A liquid 
chromatography-tandem mass spectrometry study. PLoS One. 2021;16(12):e0261440. doi:10.1371/journal.pone.0261440

36	 Dichtel LE, Lawson EA, Schorr M, et al. Neuroactive Steroids and Affective Symptoms in Women Across the Weight Spectrum. 
Neuropsychopharmacology. 2018;43(6):1436-1444. doi:10.1038/npp.2017.269

37	 Wang M. Neurosteroids and GABA-A Receptor Function. Front Endocrinol (Lausanne). 2011;2:44. doi:10.3389/fendo.2011.00044

38	 Reddy DS. Mass Spectrometric Assay and Physiological-Pharmacological Activity of Androgenic Neurosteroids. Neurochem Int. 2008;52(4-5):541-553. 
doi:10.1016/j.neuint.2007.05.019

39	 Ceruti JM, Leirós GJ, Balañá ME. Androgens and androgen receptor action in skin and hair follicles. Molecular and Cellular Endocrinology. 
2018;465:122-133. doi:10.1016/j.mce.2017.09.009

40	 Evaluation and Treatment of Hirsutism in Premenopausal Women: An Endocrine Society* Clinical Practice Guideline | The 
Journal of Clinical Endocrinology & Metabolism | Oxford Academic. Accessed February 17, 2025. https://academic.oup.com/jcem/
article/103/4/1233/4924418?login=false

41	 Spritzer PM, Marchesan LB, Santos BR, Fighera TM. Hirsutism, Normal Androgens and Diagnosis of PCOS. Diagnostics (Basel). 2022;12(8):1922. 
doi:10.3390/diagnostics12081922

42	 Rosenfield RL. Plasma free androgen patterns in hirsute women and their diagnostic implications. Am J Med. 1979;66(3):417-421. 
doi:10.1016/0002-9343(79)91061-1

43	 Azziz R, Waggoner WT, Ochoa T, Knochenhauer ES, Boots LR. Idiopathic hirsutism: an uncommon cause of hirsutism in Alabama. Fertil Steril. 
1998;70(2):274-278. doi:10.1016/s0015-0282(98)00141-1

44	 Toscano V, Sciarra F, Adamo MV, et al. Is 3α-androstanediol a marker of peripheral hirsutism? Acta Endocrinologica. 1982;99(2):314-320. doi:10.1530/
acta.0.0990314

45	 MAUVAIS-JARVIS P, CHARRANSOL G, BOBAS-MASSON F. Simultaneous Determination of Urinary Androstanediol and Testosterone as an Evaluation of 
Human Androgenicity. The Journal of Clinical Endocrinology & Metabolism. 1973;36(3):452-459. doi:10.1210/jcem-36-3-452

46	 Somani N, Harrison S, Bergfeld WF. The clinical evaluation of hirsutism. Dermatol Ther. 2008;21(5):376-391. doi:10.1111/j.1529-8019.2008.00219.x

47	 Subramaniam K, Prasad HK, Pal P. Is Idiopathic Hirsutism Truly Idiopathic? J Obstet Gynaecol India. 2020;70(5):366-370. doi:10.1007/
s13224-020-01324-6

48	 Muller LM, Phillipou G. Urinary 5α-androstane-3α,17β-diol levels in normal and hirsute women: Discriminating power and relation to other urinary 
steroids. Journal of Steroid Biochemistry. 1988;31(6):979-982. doi:10.1016/0022-4731(88)90341-X

49	 de Kroon RWPM, den Heijer M, Heijboer AC. Is idiopathic hirsutism idiopathic? Clinica Chimica Acta. 2022;531:17-24. doi:10.1016/j.cca.2022.03.011



5A-ANDROSTANEDIOL IN WOMEN	 135A-ANDROSTANEDIOL IN WOMEN

50	 Horton R, Hawks D, Lobo R. 3 alpha, 17 beta-androstanediol glucuronide in plasma. A marker of androgen action in idiopathic hirsutism. J Clin Invest. 
1982;69(5):1203-1206. doi:10.1172/jci110558

51	 Kirschner MA, Samojlik E, Szmal E. Clinical usefulness of plasma androstanediol glucuronide measurements in women with idiopathic hirsutism. J Clin 
Endocrinol Metab. 1987;65(4):597-601. doi:10.1210/jcem-65-4-597

52	 SAMOJLIK E, KIRSCHNER MA, SILBER D, SCHNEIDER G, ERTEL NH. Elevated Production and Metabolic Clearance Rates of Androgens in Morbidly Obese 
Women. The Journal of Clinical Endocrinology & Metabolism. 1984;59(5):949-954. doi:10.1210/jcem-59-5-949

53	 Falsetti L, Rosina B, De Fusco D. Serum levels of 3alpha-androstanediol glucuronide in hirsute and non hirsute women. Eur J Endocrinol. 
1998;138(4):421-424. doi:10.1530/eje.0.1380421

54	 Toscano V, Balducci R, Bianchi P, et al. Two different pathogenetic mechanisms may play a role in acne and in hirsutism. Clin Endocrinol (Oxf). 
1993;39(5):551-556. doi:10.1111/j.1365-2265.1993.tb02408.x

55	 GREEP N, HOOPES M, HORTON R. Androstanediol Glucuronide Plasma Clearance and Production Rates in Normal and Hirsute Women*. The Journal 
of Clinical Endocrinology & Metabolism. 1986;62(1):22-27. doi:10.1210/jcem-62-1-22

56	 Gompel A, Wright F, Kuttenn F, Mauvais-Jarvis P. Contribution of plasma androstenedione to 5 alpha-androstanediol glucuronide in women with 
idiopathic hirsutism. J Clin Endocrinol Metab. 1986;62(2):441-444. doi:10.1210/jcem-62-2-441

57	 Kuttenn F, Mowszowicz I, Schaison G, Mauvais-Jarvis P. Androgen production and skin metabolism in hirsutism. J Endocrinol. 1977;75(1):83-91. 
doi:10.1677/joe.0.0750083

58	 Azziz R, Carmina E, Sawaya ME. Idiopathic hirsutism. Endocr Rev. 2000;21(4):347-362. doi:10.1210/edrv.21.4.0401

59	 Unluhizarci K, Hacioglu A, Taheri S, Karaca Z, Kelestimur F. Idiopathic hirsutism: Is it really idiopathic or is it misnomer? World J Clin Cases. 
2023;11(2):292-298. doi:10.12998/wjcc.v11.i2.292

60	 Randall VA, Hibberts NA, Thornton MJ, et al. The Hair Follicle: A Paradoxical Androgen Target Organ. Hormone Research. 2001;54(5-6):243-250. 
doi:10.1159/000053266

61	 Legro RS, Carmina E, Stanczyk FZ, Gentzschein E, Lobo RA. Alterations in androgen conjugate levels in women and men with alopecia. Fertility and 
Sterility. 1994;62(4):744-750. doi:10.1016/S0015-0282(16)56999-4

62	 Vexiau P, Chaspoux C, Boudou P, et al. Role of androgens in female-pattern androgenetic alopecia, either alone or associated with other symptoms of 
hyperandrogenism. Arch Dermatol Res. 2000;292(12):598-604. doi:10.1007/s004030000184

63	 Montalto J, Whorwood CB, Funder JW, et al. Plasma C19 Steroid Sulphate Levels and Indices of Androgen Bioavailability in Female Pattern Androgenic 
Alopecia. Clinical Endocrinology. 1990;32(1):1-12. doi:10.1111/j.1365-2265.1990.tb03744.x

64	 De Villez RL, Dunn J. Female Androgenic Alopecia: The 3a,17ß-Androstanediol Glucuronide/Sex Hormone Binding Globulin Ratio as a Possible Marker 
for Female Pattern Baldness. Archives of Dermatology. 1986;122(9):1011-1015. doi:10.1001/archderm.1986.01660210061019

65	 Carmina E, Dreno B, Lucky WA, et al. Female Adult Acne and Androgen Excess: A Report From the Multidisciplinary Androgen Excess and PCOS 
Committee. Journal of the Endocrine Society. 2022;6(3):bvac003. doi:10.1210/jendso/bvac003

66	 Del Rosso JQ, Kircik L. The cutaneous effects of androgens and androgen-mediated sebum production and their pathophysiologic and therapeutic 
importance in acne vulgaris. Journal of Dermatological Treatment. 2024;35(1):2298878. doi:10.1080/09546634.2023.2298878

67	 Slayden SM, Moran C, Sams WM, Boots LR, Azziz R. Hyperandrogenemia in patients presenting with acne. Fertility and Sterility. 2001;75(5):889-892. 
doi:10.1016/S0015-0282(01)01701-0

68	 Carmina E, Lobo RA. Evidence for increased androsterone metabolism in some normoandrogenic women with acne. J Clin Endocrinol Metab. 
1993;76(5):1111-1114. doi:10.1210/jcem.76.5.8496299

69	 Carmina E, Godwin AJ, Stanczyk FZ, Lippman JS, Lobo RA. The association of serum androsterone glucuronide with inflammatory lesions in women 
with adult acne. J Endocrinol Invest. 2002;25(9):765-768. doi:10.1007/BF03345509

70	 Cunha MG, Martins CP, M Filho CD, et al. Acne in adult women and the markers of peripheral 3 alpha-diol G activity. J Cosmet Dermatol. 
2016;15(4):330-334. doi:10.1111/jocd.12232

71	 Kircik LH. Androgens and acne: perspectives on clascoterone, the first topical androgen receptor antagonist. Expert Opin Pharmacother. 
2021;22(13):1801-1806. doi:10.1080/14656566.2021.1918100

72	 Mertens HJMM, Heineman MJ, Theunissen PHMH, de Jong FH, Evers JLH. Androgen, estrogen and progesterone receptor expression in the 
human uterus during the menstrual cycle. European Journal of Obstetrics & Gynecology and Reproductive Biology. 2001;98(1):58-65. doi:10.1016/
S0301-2115(00)00554-6

73	 Simitsidellis I, Saunders PTK, Gibson DA. Androgens and endometrium: New insights and new targets. Molecular and Cellular Endocrinology. 
2018;465:48-60. doi:10.1016/j.mce.2017.09.022



14	 DUTCH WHITE PAPERS

INTRODUCTION 74	 Cloke B, Christian M. The role of androgens and the androgen receptor in cycling endometrium. Molecular and Cellular Endocrinology. 
2012;358(2):166-175. doi:10.1016/j.mce.2011.06.031

75	 Pinola P, Lashen H, Bloigu A, et al. Menstrual disorders in adolescence: a marker for hyperandrogenaemia and increased metabolic risks in later life? 
Finnish general population-based birth cohort study. Hum Reprod. 2012;27(11):3279-3286. doi:10.1093/humrep/des309

76	 Van Anders SM, Watson NV. Menstrual cycle irregularities are associated with testosterone levels in healthy premenopausal women. American Journal 
of Human Biology. 2006;18(6):841-844. doi:10.1002/ajhb.20555

77	 Wei S, Jones G, Thomson R, Otahal P, Dwyer T, Venn A. Menstrual irregularity and bone mass in premenopausal women: Cross-sectional associations 
with testosterone and SHBG. BMC Musculoskelet Disord. 2010;11(1):288. doi:10.1186/1471-2474-11-288

78	 Lv M, Yu J, Huang Y, et al. Androgen Signaling in Uterine Diseases: New Insights and New Targets. Biomolecules. 2022;12(11):1624. doi:10.3390/
biom12111624

79	 Khoury MY, Baracat EC, Pardini DP, Vieira JGH, de Lima GR. Serum levels of androstanediol glucuronide, total testosterone, and free testosterone in 
hirsute women. Fertility and Sterility. 1994;62(1):76-80. doi:10.1016/S0015-0282(16)56819-8

80	 Mehta A, Matwijiw I, Taylor PJ, Salamon EA, Kredentser JV, Faiman C. Should androgen levels be measured in hirsute women with normal menstrual 
cycles? Int J Fertil. 1992;37(6):354-357.

81	 Smith KD, Rodriguez-Rigau LJ, Tcholakian RK, Steinberger E. The Relation Between Plasma Testosterone Levels and The Lengths of Phases of the 
Menstrual Cycle*. Fertility and Sterility. 1979;32(4):403-407. doi:10.1016/S0015-0282(16)44295-0

82	 Nautiyal H, Imam SS, Alshehri S, et al. Polycystic Ovarian Syndrome: A Complex Disease with a Genetics Approach. Biomedicines. 2022;10(3):540. 
doi:10.3390/biomedicines10030540

83	 Rojas J, Chávez M, Olivar L, et al. Polycystic Ovary Syndrome, Insulin Resistance, and Obesity: Navigating the Pathophysiologic Labyrinth. International 
Journal of Reproductive Medicine. 2014;2014(1):719050. doi:10.1155/2014/719050

84	 Rosenfield RL, Ehrmann DA. The Pathogenesis of Polycystic Ovary Syndrome (PCOS): The Hypothesis of PCOS as Functional Ovarian 
Hyperandrogenism Revisited. Endocrine Reviews. 2016;37(5):467-520. doi:10.1210/er.2015-1104

85	 Azziz R, Carmina E, Dewailly D, et al. Criteria for Defining Polycystic Ovary Syndrome as a Predominantly Hyperandrogenic Syndrome: An Androgen 
Excess Society Guideline. The Journal of Clinical Endocrinology & Metabolism. 2006;91(11):4237-4245. doi:10.1210/jc.2006-0178

86	 Keefe CC, Goldman MM, Zhang K, Clarke N, Reitz RE, Welt CK. Simultaneous measurement of thirteen steroid hormones in women with polycystic 
ovary syndrome and control women using liquid chromatography-tandem mass spectrometry. PLoS One. 2014;9(4):e93805. doi:10.1371/journal.
pone.0093805

87	 Wang K, Li Y, Chen Y. Androgen excess: a hallmark of polycystic ovary syndrome. Front Endocrinol. 2023;14. doi:10.3389/fendo.2023.1273542

88	 Azziz R. Androgen excess is the key element in polycystic ovary syndrome. Fertility and Sterility. 2003;80(2):252-254. doi:10.1016/
S0015-0282(03)00735-0

89	 Pinola P, Piltonen TT, Puurunen J, et al. Androgen Profile Through Life in Women With Polycystic Ovary Syndrome: A Nordic Multicenter Collaboration 
Study. J Clin Endocrinol Metab. 2015;100(9):3400-3407. doi:10.1210/jc.2015-2123

90	 Escobar-Morreale HF, Asunción M, Calvo RM, Sancho J, San Millán JL. Receiver operating characteristic analysis of the performance of basal serum 
hormone profiles for the diagnosis of polycystic ovary syndrome in epidemiological studies. Eur J Endocrinol. 2001;145(5):619-624. doi:10.1530/
eje.0.1450619

91	 Salameh WA, Redor-Goldman MM, Clarke NJ, Mathur R, Azziz R, Reitz RE. Specificity and Predictive Value of Circulating Testosterone Assessed 
By Tandem Mass Spectrometry for the Diagnosis of Polycystic Ovary Syndrome by the NIH 1990 Criteria. Fertil Steril. 2014;101(4):1135-1141.e2. 
doi:10.1016/j.fertnstert.2013.12.056

92	 Goodman NF, Cobin RH, Futterweit W, Glueck JS, Legro RS, Carmina E. American Association of Clinical Endocrinologists, American College of 
Endocrinology, and Androgen Excess and PCOS Society Disease State Clinical Review: Guide to the Best Practices in the Evaluation and Treatment of 
Polycystic Ovary Syndrome - Part 1. Endocrine Practice. 2015;21(11):1291-1300. doi:10.4158/EP15748.DSC

93	 Herold DA, Fitzgerald RL. Immunoassays for Testosterone in Women: Better than a Guess? Clinical Chemistry. 2003;49(8):1250-1251. 
doi:10.1373/49.8.1250

94	 Chang WY, Knochenhauer ES, Bartolucci AA, Azziz R. Phenotypic spectrum of polycystic ovary syndrome: clinical and biochemical characterization of 
the three major clinical subgroups. Fertility and Sterility. 2005;83(6):1717-1723. doi:10.1016/j.fertnstert.2005.01.096

95	 Knochenhauer ES, Sanchez LA, Azziz R. The different phenotypes of the polycystic ovary syndrome (PCOS). Fertility and Sterility. 2001;76(3, 
Supplement 1):S208-S209. doi:10.1016/S0015-0282(01)02622-X

96	 Livadas S, Pappas C, Karachalios A, et al. Prevalence and impact of hyperandrogenemia in 1,218 women with polycystic ovary syndrome. Endocrine. 
2014;47(2):631-638. doi:10.1007/s12020-014-0200-7



5A-ANDROSTANEDIOL IN WOMEN	 155A-ANDROSTANEDIOL IN WOMEN

97	 Ge J, Yang N, Zhang X, et al. Steroid Hormone Profiling in Hyperandrogenism and Non-hyperandrogenism Women with Polycystic Ovary Syndrome. 
Reprod Sci. 2022;29(12):3449-3458. doi:10.1007/s43032-022-00985-0

98	 Dhayat NA, Marti N, Kollmann Z, et al. Urinary steroid profiling in women hints at a diagnostic signature of the polycystic ovary syndrome: A pilot 
study considering neglected steroid metabolites. PLOS ONE. 2018;13(10):e0203903. doi:10.1371/journal.pone.0203903

99	 Saito K, Matsuzaki T, Iwasa T, et al. Steroidogenic pathways involved in androgen biosynthesis in eumenorrheic women and patients with polycystic 
ovary syndrome. The Journal of Steroid Biochemistry and Molecular Biology. 2016;158:31-37. doi:10.1016/j.jsbmb.2016.02.010

100	 Lobo RA. Disturbances of androgen secretion and metabolism in polycystic ovary syndrome. Clin Obstet Gynaecol. 1985;12(3):633-647.

101	 Lim SS, Hutchison SK, Van Ryswyk E, Norman RJ, Teede HJ, Moran LJ. Lifestyle changes in women with polycystic ovary syndrome. Cochrane Database 
Syst Rev. 2019;3(3):CD007506. doi:10.1002/14651858.CD007506.pub4

102	 Azarchi S, Bienenfeld A, Lo Sicco K, Marchbein S, Shapiro J, Nagler AR. Androgens in women: Hormone-modulating therapies for skin disease. J Am 
Acad Dermatol. 2019;80(6):1509-1521. doi:10.1016/j.jaad.2018.08.061

103	 The evaluation and treatment of androgen excess. Fertility and Sterility. 2006;86(5):S241-S247. doi:10.1016/j.fertnstert.2006.08.042

104	 Petrone A, Civitillo RM, Galante L, et al. Usefulness of a 12-month treatment with finasteride in idiophathic and polycystic ovary syndrome-associated 
hirsutism. Clin Exp Obstet Gynecol. 1999;26(3-4):213-216.

105	 Fruzzetti F, de Lorenzo D, Parrini D, Ricci C. Effects of finasteride, a 5 alpha-reductase inhibitor, on circulating androgens and gonadotropin secretion 
in hirsute women. The Journal of Clinical Endocrinology & Metabolism. 1994;79(3):831-835. doi:10.1210/jcem.79.3.8077369

106	 Moghetti P, Castello R, Magnani CM, et al. Clinical and hormonal effects of the 5 alpha-reductase inhibitor finasteride in idiopathic hirsutism. The 
Journal of Clinical Endocrinology & Metabolism. 1994;79(4):1115-1121. doi:10.1210/jcem.79.4.7962284

107	 Carmina E, Stanczyk FZ, Gentzchein E, Lobo RA. Time-dependent changes in serum 3 alpha-androstanediol glucuronide correlate with hirsutism 
scores after ovarian suppression. Gynecol Endocrinol. 1995;9(3):215-220. doi:10.3109/09513599509160449

108	 Lookingbill DP, Demers LM, Tigelaar RE, Shalita AR. Effect of isotretinoin on serum levels of precursor and peripherally derived androgens in patients 
with acne. Arch Dermatol. 1988;124(4):540-543.

109	 Lasley BL, Mobed K, Gold EB. The use of urinary hormonal assessments in human studies. Ann N Y Acad Sci. 1994;709:299-311. 
doi:10.1111/j.1749-6632.1994.tb30418.x



Thank You!

We know that every sample received by our lab comes from a �real person, 		

with a real story.

We are incredibly thankful for the opportunity to serve healthcare practitioners and 

their patients around the world, and we love hearing stories about how the DUTCH 

Test profoundly changes lives. This is why we do what we do!

Scan the QR code or visit dutchtest.com/dutch-testimonial/ to tell us 

about how DUTCH has helped you get to the root cause and profoundly 

change lives, one life at a time.

TELL US YOUR STORY

GET IN TOUCH

@dutchtest

@DutchTestLab

Precision Analytical

Precision Analytical, Inc.

All contents copyright © 2025 Precision Analytical Inc. All rights reserved.

3138 NE Rivergate St, McMinnville, OR 97128

info@dutchtest.com

503.687.2050


