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The clinical and pathological manifestations of 34 cases hepatic glycogen

storage disease
LIU Lin, et ol
(Department of Pathology, College of Basic Medicine , Chongqing Medical University)
[ Abstract JObjective: To investigate the clinical features, pathological changes of 34 cases that had suffered infantile hepatic glycogen
storage disease in order to improve the recognition. Methods : The clinical manifestations of 34 cases of infantile hepatic glycogen storage
disease during May 2005 to May 2009 were collected. The hepatic tissues from liver biopsy were observed under microscope and electron
microscope. Results:Hepatomegaly and growth retardation were the main clinical manifestations of hepatic glycogen storage disease,
partial cases were complicated with the manifestations of hypoglycemia. Hypoglycemia, hyperlactacidemia and abnormality of liver function
were detected. And the pathology features were observed under microscope and electron microscope. Conclusion:The clinical
manifestations of infantile hepatic glycogen storage disease were common, and the final diagnosis can depende on liver biopsy.
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