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Endometriosis and its Association with Other Painful Conditions

Endometriosis occurs in up to 10% of women of childbearing age (1).

Endometriosis is defined by the abnormal presence of endometrial tissue (tissue with characteristics of the inner lining of
the uterus) outside the uterus, usually in the abdominal/pelvic cavity (1). These abnormal tissues are referred to as
“ectopic growths,” or sometimes “implants” or “cysts.”

Symptoms associated with this condition include subfertility and pelvic pains (1). The most common of the pains is
dysmenorrhea, which is severe pain associated with menstruation (1, 2). Other pains include dyspareunia (pain with
coitus or insertion of tampons; i.e., hypersensitivity of the vagina), dyschesia (bowel pain), and chronic pelvic pain (pain
generally internally or in muscles of the abdomen, pelvic area and lower back) (1, 2).

For about 20% of women with this disorder, it co-occurs with other chronic pain conditions, such as irritable bowel
syndrome, interstitial cystitis/painful bladder syndrome, vulvodynia, temporomandibular joint disorder, migraine,
fibromyalgia, and/or with autoimmune disorders such as systemic lupus erythematosus, rheumatoid arthritis, chronic
fatigue syndrome, Sjogren’s syndrome (1,6).

Endometriosis is a puzzling disorder due to the uncertain relationship between the defining signs of the condition (ectopic
growths) and the varied symptoms (2). Some women have no or minor symptoms, yet when their internal pelvic or
abdominal cavity is examined for other reasons, extensive signs are obvious. Other women have very few signs but
extremely distressing and painful conditions.

It is poorly understood how the signs (growths) and symptoms (subfertility, pains, co-occurrence with other disorders)
develop and become related to each other. What is generally agreed by most clinicians and scientists is that the ectopic
growths develop in susceptible women due to “retrograde menstrual flow,” which is when menstrual tissue is pushed
backwards through the fallopian tubes into the abdominal/pelvic cavity and then implants and grows there (1). These
ectopic growths can then behave in a manner similar to the uterus, shedding their tissues and inflammatory molecules
into the abdominal/pelvic cavity. It is also agreed that endometriosis is dependent on estrogens because its signs and
symptoms disappear with menopause or removal of the ovaries (1). Recent studies have also shown that the active
ectopic growths develop their own blood supply and nerve supply (2). It is possible that the variable relationship between
the ectopic growths and symptoms may be due in part to variations in this nerve supply (2).

Treatments for endometriosis are of three main types (1): (a) over-the counter analgesics, (b) hormonal treatments that
stop ovulation in order to reduce levels of estrogens, and (c) surgery (removal of ectopic growths, the uterus, or
sometimes cutting certain nerves that supply the pelvic cavity). In some women, complementary/alternative treatments
have been useful additions (6). One new possibility, now under study in animal models, are drugs that reduce the blood
supply of the ectopic growths (4).

None of these treatments is completely satisfactory or effective (3, 5, 7). Hormonal treatments and removal of the uterus
can have unpleasant side-effects and, obviously, prevent conception. Surgery is at best successful 50% of the time, can
have unpleasant side-effects, and sometimes symptoms can return (3).

Nevertheless, one can remain optimistic, because considerable basic and clinical research is underway to develop a
better understanding of the signs and symptoms and to develop more effective approaches for their treatment (see the
following websites: http://www.endometriosisassn.org/; http://www.nIm.nih.gov/medlineplus/endometriosis.html;
http://www.endometriosis.org/).
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