RISKS FOR MAJOR CANCERS

The ovaries are a pair of almond-shaped glands that lie on each side of the uterus. Ovary
They store egg cells and secrete the hormones that regulate pregnancy and men-

struation. While cancers can occur in any of the multiple types of ovarian cells

(Scully 1987), they typically arise in the layer of epithelial cells that surround the Patricia Hartge, Sc.D.*
ovary. Left and right ovaries are affected about equally, and both are involved at

the time of diagnosis in one-third of cases (Johannes, 1992).

In 1994, there were an estimated 24,000 new cases and 13,600 deaths from ovarian
cancer in the United States (Boring et al., 1994). Since 1973, incidence has
increased slightly while mortality has declined. The 1987-91 age-adjusted inci-
dence was 14.8 cases per 100,000 women; the incidence increases with age until age
75 when rates decline (Ries et al., 1994). Five vears after a diagnosis of ovarian can-

cer, survival is approximately 42 percent (Ries et al., 1994).

Scandinavian countries were among those reporting the highest ovarian cancer
incidence rates in the world, with world standardized rates over 14/100,000 (Parkin
etal, 1992). Comparable rates for U.S. white and black women, respectively, are
13 and 7 per 100,000 (Ries et al., 1994). Risk is also three to five times greater
among women whose mothers or sisters have developed ovarian cancer (Amos et
al., 1993) and, among women with a history of breast cancer, there is an estimated

excess risk of 70 percent (Harvey and Brinton, 1985).

Several reproductive and menstrual factors affect the risk of developing ovarian
cancer (Booth and Beral, 1985; Parazzini et al., 1991), the strongest being the num-
ber of full-term pregnancies (Whittemore et al., 1992a, 1992b). Women who have
had three or four pregnancies have about half the risk of women who have had
none; the average reduction in risk appears to be 13 to 19 percent per pregnancy.
The number of incomplete pregnancies and the time spent breast-feeding are also
associated with progressively decreasing risk, but are not as beneficial as term preg-
nancies. The time spent taking oral contraceptives strongly relates to risk, with a 5
to 10 percent additional reduction in risk for each year. The combined effect of
family history, parity, and oral contraceptive use produce a 15-fold gradient in risk
(Hartge et al., 1994). Women who have had difficulty getting pregnant are at

increased risk, even after the other risk factors are taken into account.

Tubal ligation and hysterectomy clearly are associated with reduced risk, but the

explanation remains uncertain (Weiss and Harlow, 1986). Use of talcum powder * From the Environmental
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and there may not be a causal relationship (Harlow et al., 1992). Institute, Bethesda, Maryland

on the perineal area appears to be associated with risk, but accounts for few cases
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Several studies have found dietary fat to be associated with a slight increase in risk
(Parazzini et al., 1991). One new dietary hypothesis proposes that, in people with a
slower-than-normal galactose to glucose conversion time, a diet high in lactose
poses an increased risk (Cramer et al., 1989). However, this theory has not been

confirmed in subsequent studies (Herrington et al., 1995).

Reproductive and menstrual characteristics that apparently have little or no effect
on risk include: age at first birth, age at menarche, age at menopause, and estro-
gen replacement therapy. Alcohol, coffee, and tobacco appear not to affect risk
either (Hartge et al., 1989; Parazzini et al., 1991).

Epithelial tumors of low malignant potential have a different clinical appearance
and course from invasive cancers, but their epidemiology appears to be quite simi-
lar (Harris et al., 1992; McGowan et al., 1988). Nonepithelial tumors show marked-
ly different epidemiology; parity and oral contraceptive use may be associated with
increased risk (Whittemore et al., 1992b).
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