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Study on the mutations of SDHD gene in sporadic pheochromocytoma in
Chongqing
LI Xiu—lan et o
(Department of Clinical Research Center ,the First Affiliated Hospital , Chongqing Medical University)
{ Abstract ]Objective: To study the association between mutations in the first and second exons of( Succtnate dehydrogenaes complex , sub—
unit D (SDHD) gene and sporadic pheochromocytoma in Chongqing Methods: Polymerase chain reaction combining with single strand
conformation polymorphism (PCR—-SSCP) was selected to analysis the mutations in the first and second exons of SDHD gene in 32 cases of
sporadic pheochromocytoma who were diagnosed by pathology (including 21 cases of pheochromocytoma and 11 cases of extra~adrenal
paraganglioma ) and 80 cases of the healthy controls. Results: No mutation was found in the first and second exons of SDHD gene in the 32
patients. Conclusion: In our study,we had not found any mutation in the first and second exons of SDHD gene in sporadic pheochromo—
cytoma in Chonggqing.
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