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Femur Fracture in A Young Epileptic Person Taking Phenytoin

Yun-Suk Ha - Kwang-Soo Kim

Department of Neurology, Kosin University College of Medicine, Busan, Korea

— Abstract

Background and purpose: The use of antiepileptic drugs for a long period is a known risk factor for bone loss and
pathological fracture. An increased risk of fractures due to long-term treatment with antiepileptics has been attributed
to the alterations in the levels of circulating calcium, calcitropic hormones and high homocysteine levels. The purpose
is of this study to report bone fracture in an epileptic patient on chronic use of phenytoin may be associated with lower
BMD (bone mineral density) and high plasma concentration of homocysteine.

Case: We report a case of a 35 year old young male who had been on phenytoin for 31 years presenting with a
pathological femur fracture and frequent complex partial seizures. The plasma homocysteine level was increased as
much as 15.93 g mol/L. BMD of the lumbar spine and femur head were low. MRI of the thigh showed fibrodysplasia
with cystic degeneration and pathologic fracture in the right proximal femur.

Conclusion: A patient on chronic use of phenytoin has alterations in bone metabolism characterized by lower BMD of
the lumbar spine and femur and high plasma concentration of homocysteine. An increased risk of bone fracture in an
epileptic patient may be associated with osteoporosis and high homocysteine.
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Fig. 1. Right femur X-ray shows severe osteopenia with
pathological fracture on right proximal femor.
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Fig. 2. BMD on left femur shows osteopenia.
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Fig. 3. 32-channel waking EEG shows background slow
activity.
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