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[ Abstract]  Objective Dysplastic gangliocytoma of the cerebellum , or Lhermitte-Duclos disease
(LDD) ,is an unusual hamartomatous lesion that can cause progressive mass effects in the posterior fossa .
The objective of the study is to discuss clinical characteristics , microsurgical treatment , prognosis of LDD , and
its relationship with Cowden Syndrome. Methods The hospital data of 5 patients who had undergone
microsurgery and were pathologically diagnosed as LDD were reviewed . Results  The main clinical
presentations were raised intracranial pressure and gait ataxia . The disease revealed unique appearance on
MRI with parallel linear striated pattern. The operations consisted of total resection in 2 ,subtotal resection in
3. There were no increased neurological deficits ,and no postoperative deaths. 3 out of 5 patients had diseases
associated with Cowden Syndrome . 5 patients were followed up with a mean of 4 years, of which 4 lived a
normal life expect for 1 patient died of diabetes mellitus complication . There was no patient with recurrent
tumors in the series. Conclusions Preoperative diagnosis of LDD may be presumed on the basis of case
history and neuroimaging examinations . Surgical resection is the principal treatment for LDD and can get the
good prognosis , and need long-term follow-up postoperatively.
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