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Introduction

Osteomalacia is a condition that causes the bones to become softer 
as a result of defective bone metabolism, which is generally brought on by 
insufficient amounts of phosphate, calcium, and vitamin D in the body or by 
calcium absorption. Inadequate bone mineralization results from impaired 
bone metabolism. Due to the fact that osteomalacia in children is also known 
as rickets, the term "osteomalacia" is frequently only used to refer to the less 
severe form of the condition in adults. Diffuse body aches, muscle weakness, 
and bone fragility are just a few signs and symptoms that may appear.

Description

 The extracellular matrix of bones and teeth can accumulate mineralization-
inhibiting proteins and peptides, such as osteopontin and ASARM peptides, 
and small inhibitory molecules, such as pyrophosphate, which can locally 
contribute to cause matrix hypomineralization (osteom). Low systemic levels 
of circulating mineral ions, for instance from vitamin D deficiency or renal 
phosphate wasting also causes decreased bone and tooth mineralization. 
The "Stenciling Principle of Mineralization" describes a relationship between 
enzyme-substrate pairs that imprints local, physiological double-negative 
(inhibiting inhibitors) regulation of mineralization into the extracellular matrix 
(most notably described for bone) by degrading mineralization inhibitors (e.g., 
TNAP/TNSALP/ALPL enzyme degrading the pyrophosphate inhibition and 
PHEX enzyme degrading the osteopontin inhibition).

In particular, the osteomalacia and odontomalacia seen in 
hypophosphatasia (HPP) and X-linked hypophosphatemia are pertinent to the 
stencilling principle for mineralization (XLH). Osteomalacia is most frequently 
brought on by a vitamin D deficiency, which is typically obtained by exposure to 
sunlight and, to a lesser extent, from diet. Serum 25(OH)D levels are the most 
accurate screening test for vitamin D insufficiency in otherwise healthy people. 
Hereditary deficits of vitamin D or phosphate, which are often discovered in 
childhood or cancer, are less prevalent causes of osteomalacia.

Osteomalacia can be prevented and treated with the use of vitamin D and 
calcium supplements. Since the majority of the effects of vitamin D insufficiency 
are due to disturbed mineral ion homeostasis, vitamin D should always be 
given along with calcium supplements (since the two operate together in the 
body). The elderly who are confined to their homes and nursing home patients 
are particularly at risk for vitamin D insufficiency since they often do not get 
enough sun exposure. Further raising the danger in these populations is the 

fact that ageing reduces both the effectiveness of vitamin D production in the 
skin and the absorption of vitamin D from the intestine [1-5].

Conclusion

Adult osteomalacia sneakily manifests as aches and pains first felt in the 
legs and lower back, then moves to the arms and ribs. The affected bones are 
sensitive and the discomfort is symmetrical, not radiating. It is difficult to ascend 
stairs and stand up from a squatting position due to weak proximal muscles. 
The bones lose some of their rigidity as a result of demineralization. Physical 
manifestations include lordosis and triradiate pelvis. The patient walks with 
a customary waddling gait. However, given that bones cannot recover their 
former shape after becoming distorted; these physical symptoms might be the 
result of an earlier osteomalacial state.
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