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Osteomalacia is
demineralization of
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Figure 28.25

Bowed legs of middle-aged man
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vitamin D deficiency that results

m demineralization of the skeleton.
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Fig. 1 Bone showing (a) normal trabeculae and (b) bone loss in osteoporosis.



° Fig. 3 Elderly woman with so-called
Fig. 2 Crush fractures of vertebral bodies ‘Dowager’s hump'’ from collapsed vertebrae
in a patient with osteoporosis. due to osteoporosis.
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Prevalence of vitamin D deficiency in Saudi adults.
Alsuwadia AO1, Farag YM, Al Sayyari AA, Mousa DH, Alhejaili FF, Al-Harbi AS, Housawi AA, Mittal BV, Singh
To determine the prevalence of vitamin D deficiency in healthy Saudi adults.

METHODS:

A cross-sectional study carried out as part of the screening and early evaluation of kidney disease project.
Vitamin D was measured in subjects recruited at 2 screening camps in Riyadh, Saudi Arabia, between March to
May 2008. Subjects from the 2 large commercial centers in Riyadh aged =18 years and Saudi nationals were
invited.

RESULTS:

The study sample comprised of 488 subjects. The mean age of the subjects was 37.43 (11.32) years, of which
50.2% (n=245) were males. Twenty-nine percent of subjects were in the vitamin D deficiency group, 22.7%
were in the relative insufficiency group, and 47.5% had normal levels of 25-hydroxy vitamin D. We observed
that female gender was an independent predictor of vitamin D deficiency or insufficiency (odds ratio [OR]:
2.992; 95% confidence intervals [CI] 2.069-4.327). Anemia was also a predictor for vitamin D deficiency or
insufficiency (OR: 3.16; 95% CI 2.02-4.92). Age was positively correlated with vitamin D levels (Pearson
correlation=0.183, p<0.000).

CONCLUSION:

Vitamin D deficiency is common in healthy Saudi adults. This is more pronounced in females and in the
younger age groups. Wearing of traditional clothes, deliberate avoidance of the sun, and inadequate dietary
intake are likely to be the principal causes of low vitamin D levels.
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