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NUTRITION / DETOXIFICATION

Why Your Patients Need More Vitamin D After
Age 45 (Part 1 of 2)

James P. Meschino, DC, MS

Vitamin D acts in the body as both a vitamin and a hormone, exerting a powerful influence on
maintaining bone density and preventing vital steps in the development of breast, prostate and colon
cancers (and possibly others). There is also evidence to suggest that more optimal vitamin D levels can
reduce the risk of multiple sclerosis by affecting immune system function.

Throughout younger adult life, supplementation of 400 IU of vitamin D per day from a high-potency
multivitamin/mineral, combined with the normal amounts most people acquire from fortified dairy
products and fish, is usually adequate to maintain blood levels of vitamin D in a range that is
associated with healthy bone development; the prevention of breast, prostate and colon cancers; and
multiple sclerosis, according to available studies. However, by age 45-50, the enzyme in the kidney
(alpha-hydroxylase) that converts vitamin D into its most active form (1,25 dihydroxy vitamin D, also
known as calcitriol) becomes less active. This results in decreased synthesis of calcitriol; thus, tissues
that rely on its health-promoting influence are left to feel the effects of insufficiency.

Studies strongly suggest that the age-related decline in calcitriol synthesis in the kidneys is a major
contributing factor to the development of osteoporosis in women and men older than age 50, as well as
the age-related increase in risk of breast, prostate and colon cancers that is common in North America
and many industrialized countries. However, studies also indicate that individuals older than age 45
can compensate for the decline in calcitriol synthesis by raising their blood levels of the less potent
form: 25-hydroxy vitamin D.

Abundant evidence exists suggesting that adults who maintain blood levels of this form of vitamin D in
the range of 85-120 ng/mL (nanograms per milliliter) have a significantly lower risk of developing
osteoporosis, breast cancer, ovarian cancer, prostate cancer, colon cancer and multiple sclerosis.
Studies also show that to ensure blood levels of 25-hydroxy vitamin D are within this protective range,
it is important to increase vitamin D supplementation to 800-1,000 IU per day after the age of 45. Until
then, 400 IU per day from a high-potency multivitamin/mineral combination is adequate to meet
vitamin D needs in most cases. However, I strongly advise the addition of a daily supplement that
contains 400-600 IU of vitamin D after age 45, in a formulation that also provides an additional
500-700 mg of calcium. (It is perfectly acceptable if the product also contains some additional
magnesium, zinc and other bone support nutrients.)

Vitamin D and Bone Density

Vitamin D is required at all stages in life to optimize calcium absorption from the intestinal tract,
which, in turn, helps increase bone mineral density during the developmental years and helps prevent
the loss of calcium from bone after age 50. The increased deposition of calcium into our bones that
occurs at an optimal rate up to age 24, and the prevention of calcium being leached from bones after



age 50, are both essential aspects related to the prevention of osteoporosis.

Unfortunately, vitamin D deficiency is widespread in North America, especially in the more northern
regions (above 42 degrees latitude), where sunlight intensity is very limited between October and
May. Older individuals have also been shown to be at very high risk for vitamin D deficiency, due to
poor intake of vitamin D-containing foods, reduced sunlight exposure and reduced conversion of 25-
hydroxy vitamin D into calcitriol (which is twice as potent as 25-hydroxy vitamin D with respect to
influence on calcium metabolism, our bones and other tissues). Vitamin D deficiency correlates with a
blood level of 25-hydroxy vitamin D below 20 ng/mL. Optimal levels are considered to be in the range
of 85-120 ng/mL. It is this range of vitamin D status that is most strongly associated with a reduced
risk of osteoporosis, many cancers and multiple sclerosis. Unfortunately, a great number of adults fall
into the range above the deficiency threshold and below the optimal range of vitamin D blood levels,
defined as a blood level of 21-79 ng/mL. This middle ground is often referred to as vitamin D
insufficiency.

Your Bones Need More Vitamin D Support After Age 45

As mentioned, after the age of 45-50, the body is less able to convert 25-hydroxy vitamin D into
calcitriol, due to a decline in the activity of the kidney enzyme known as alpha-hydroxylase. However,
if blood levels of 25-hydroxy vitamin D can be raised into the range of 85-120 ng/mL, this amount has
been shown to compensate for the drop-off in calcitriol levels. Studies show that supplementation with
800-1,000 IU of vitamin D per day after age 45 can elevate blood levels of 25-hydroxy vitamin D into
the ideal range of 85-120 ng/mL, and has been shown to reduce risk of osteoporotic fractures by more
than 40%. Let's look at several studies that clearly illustrate this point.

In a 1994 study involving 3,720 elderly women living in nursing homes, those supplemented with
1,200 mg of calcium and 800 IU of vitamin D daily showed a 43% reduction in hip fractures over a
three-year period, compared to those not taking such supplements. A 1995 study showed that
supplementation of postmenopausal women with 700 IU of vitamin D daily reduced the annual rate of
hip fractures from 1.3% to 0.5%, nearly a 60% reduction. A three-year follow-up study showed that
supplementation with 500 mg of calcium and 700 IU of vitamin D resulted in a significantly reduced
hip fracture rate in men and women taking this combination, compared to the placebo group.

Ample evidence now suggests that after age 45, it is extremely prudent to increase your vitamin D
supplementation to reach a total daily value of 800-1,000 IU, in order to significantly reduce your risk
of osteoporosis. This advice is meant for both men and women, as osteoporosis now affects one in four
women and one in eight men older than age 50. However, the benefits of increased vitamin D
supplementation don't end with the prevention of osteoporosis; there are also important implications
for the prevention of breast, ovarian, prostate and colon cancer, as we shall explore in part two of this
article.
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