Testosterone therapy and reduced fertility risks

Why testosterone therapy can reduce fertility

Normal sperm production depends on a carefully regulated endocrine loop known
as the hypothalamic-pituitary-gonadal axis. The hypothalamus releases
gonadotropin-releasing hormone, which stimulates the pituitary gland to produce
luteinizing hormone and follicle-stimulating hormone. LH acts on Leydig cells

in the testes to produce testosterone locally, while FSH supports Sertoli cell
function and spermatogenesis.

When testosterone is taken from outside the body, through injections, gels,
pellets, patches, or other preparations, the brain senses adequate or high
circulating androgen levels. In response, it reduces GnRH signaling, which
lowers LH and FSH. The result is a fall in intratesticular testosterone, even

if blood testosterone rises. This matters because the testes require very high
local testosterone concentrations for sperm production, far higher than the
levels measured in routine blood tests.

This is why testosterone therapy can lower sperm count, reduce motility, and in
Some cases cause azoospermia, meaning no sperm are seen in the ejaculate. The
NHS summarizes this risk plainly: testosterone therapy can reduce fertility

over time and may make pregnancy difficult or impossible. For people actively



trying to conceive, that warning deserves careful attention before treatment
begins.

Testosterone is not a fertility treatment for most men

It can seem intuitive that more testosterone should improve male fertility,
particularly if low testosterone is present. In practice, the opposite is often

true when testosterone is given exogenously. While testosterone may improve
sexual desire, erectile confidence, mood, and energy in appropriately selected
hypogonadal patients, it usually does not stimulate the testes to make more
sperm. Instead, it commonly suppresses the pituitary signals the testes need.

This distinction is central: serum testosterone and sperm production are
related, but they are not the same clinical endpoint. A man may feel better on
testosterone therapy and have a higher laboratory testosterone value, while his
semen analysis worsens substantially. Conversely, a fertility-preserving
treatment may aim to stimulate the body’s own testicular testosterone
production rather than replace it from the outside.

For medically literate readers, the core mechanism is negative feedback.
Exogenous androgen decreases hypothalamic GnRH pulsatility and pituitary
gonadotropin secretion. Reduced LH lowers Leydig cell stimulation; reduced FSH
impairs Sertoli cell support. Together, these changes can compromise
spermatogenesis across the approximately 74-day sperm production cycle, with
clinical effects often becoming evident over several months.

Who is at higher concern when pregnancy is the goal

Any person producing sperm who wants future biological children should discuss
fertility before testosterone therapy. The concern is especially immediate for
couples trying to conceive now or within the next 6 to 12 months, because sperm
recovery after stopping testosterone may not be rapid enough to match their
reproductive timeline.

Higher-concern situations include:

Current attempts to conceive or plans for pregnancy in the near future
Known low sperm count, poor motility, abnormal morphology, or previous



azoospermia

History of testicular injury, undescended testes, chemotherapy, radiation,
mumps orchitis, or testicular surgery

Use of anabolic-androgenic steroids, including non-prescribed bodybuilding
regimens

Older paternal age or a female partner with reduced ovarian reserve, where time
to conception is more limited

Previous difficulty conceiving or recurrent pregnancy loss requiring fertility
evaluation

These factors do not mean testosterone therapy is impossible, but they make
pre-treatment counseling more important. A baseline semen analysis is often one
of the most useful objective tests because it shows whether sperm production is
already limited before therapy begins.

What evaluation may be discussed before starting therapy

A clinician assessing low testosterone usually considers symptoms, morning
testosterone measurements, and possible underlying causes. When fertility
matters, the evaluation often extends further. The goal is not simply to raise
a number on a blood test; it is to understand whether the testes, pituitary
gland, and broader health context support both androgen production and
spermatogenesis.

Common discussions may include repeat early-morning total testosterone, free
testosterone or calculated free testosterone when appropriate, LH, FSH,
prolactin, estradiol, sex hormone-binding globulin, thyroid testing, and
metabolic markers. A semen analysis can assess sperm concentration, total
count, matility, and morphology. If results are abnormal, repeat testing is

often needed because semen parameters fluctuate.

It is also important to review medications, supplements, recreational anabolic
steroid exposure, sleep, weight changes, alcohol intake, opioid use, and
chronic illness. Some men labeled as having low testosterone may have
reversible or treatable contributors. Others have primary testicular failure,
pituitary disease, or functional hypogonadism related to obesity, sleep apnea,
systemic inflammation, or medications. Management choices differ substantially
across these categories.



Fertility-preserving and recovery strategies specialists may consider

If testosterone therapy is being considered in someone who wants fertility,
referral to a reproductive urologist, endocrinologist, or fertility specialist

can be valuable. Depending on the situation, clinicians may discuss approaches
intended to maintain or restore testicular stimulation rather than suppress it.

Human chorionic gonadotropin, or hCG, acts similarly to LH at the testis and

can support intratesticular testosterone production. In selected men, hCG may

be used as part of fertility-preserving or recovery regimens. Selective

estrogen receptor modulators such as clomiphene citrate may increase endogenous
gonadotropin production by reducing estrogen-mediated negative feedback at the
hypothalamus and pituitary. Aromatase inhibitors may be considered in specific
endocrine patterns, such as elevated estradiol relative to testosterone,

although their use is individualized.

These options are not interchangeable with over-the-counter supplements, and
they are not appropriate for everyone. Doses, monitoring, adverse effects, and
expected timelines require medical supervision. The evidence base is clinically
useful but still nuanced, and treatment should be tailored to diagnosis, semen
analysis results, partner factors, and reproductive urgency.

For men already on testosterone therapy who develop severe oligospermia or
azoospermia, stopping testosterone is often part of recovery planning. However,

it should be done with medical guidance, especially if testosterone was

prescribed for confirmed hypogonadism or complex endocrine disease. Abrupt
changes can worsen symptoms, and recovery of spermatogenesis may take several
months or longer.

Recovery after stopping testosterone: what to expect

Many men recover sperm production after discontinuing exogenous testosterone,
but the timeline varies. Some show improvement within several months, while
others require longer, particularly after prolonged use, high-dose anabolic

steroid exposure, or pre-existing fertility impairment. Age, baseline

testicular function, duration of suppression, type of testosterone preparation,

and use of adjunctive therapies can all influence recovery.



Because sperm development takes time, a semen analysis immediately after
stopping therapy may not reflect the eventual outcome. Clinicians often monitor
serial semen analyses and hormone markers. If pregnancy is time-sensitive,
assisted reproductive technologies such as intrauterine insemination, in vitro
fertilization, or intracytoplasmic sperm injection may be discussed depending
on sperm counts and partner factors.

Emotional support matters during this period. Men may feel guilt, frustration,
or worry that a treatment chosen to improve well-being has complicated family
planning. Partners may feel anxious about delays. Clear communication with a
fertility team can help convert uncertainty into a stepwise plan: confirm the
degree of suppression, identify reversible contributors, choose a recovery
strategy, and reassess at appropriate intervals.

Practical questions to bring to your clinician

Before starting or continuing testosterone therapy, consider bringing specific
fertility-focused questions to the appointment. These can help ensure that
treatment decisions reflect both current symptoms and future reproductive goals.

Do my symptoms and repeated laboratory results meet criteria for testosterone
therapy?

Could my low testosterone be secondary to a reversible cause such as sleep
apnea, medication effects, weight change, pituitary disease, or systemic
iliness?

Should | have a semen analysis before treatment?

If | want a pregnancy within the next year, what options avoid suppressing
sperm production?

Would sperm cryopreservation be reasonable before starting therapy?

If | am already using testosterone, how should sperm production be monitored?
When should | see a reproductive urologist or endocrinologist?

Sperm banking is worth discussing for some patients, especially when fertility
timing is uncertain. Cryopreservation does not solve the endocrine issue, but

it can preserve reproductive options before sperm counts decline.

Balancing symptom relief with reproductive goals



The right plan depends on the individual. Some men with severe, symptomatic
hypogonadism may need treatment for health and quality of life, while also
needing a fertility-preserving strategy. Others may be able to defer exogenous
testosterone while pursuing conception, or use medications that stimulate
endogenous testosterone production under specialist care. Some may first
address modifiable contributors such as untreated sleep apnea, obesity, high
alcohol intake, or medications known to affect reproductive hormones.

It is important not to frame this as a choice between feeling well and becoming
a parent. With careful planning, many men can pursue both goals, though timing
and treatment choice matter. The most avoidable scenario is starting
testosterone without being told that it may function as a contraceptive, then
discovering the issue only after months of unsuccessful attempts to conceive.

If you are already on testosterone and want pregnancy, do not assume the
situation is hopeless. Also do not attempt complex hormone manipulation alone.
A structured medical plan can evaluate the degree of suppression, check for
other male fertility factors, coordinate with the partner’s reproductive

evaluation, and choose the safest next steps.



