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Focal nodular hyperplasia of liver:a report of 25 cases
HUANG Gang , TANG Qing, FAN Li-hong, et al.
(Department of Hepatobiliary Surgery, First Af filiated Hospital , Guangzhou
Medical College, Guangzhou, Guangdong 510120, China)
Abstract: Objective To evaluate the diagnosis and treatment of focal nodular hyperplasia of liver(FNH). Methods Retrospec-
tive analysis was made on 25 FNH cases in terms of clinical findings,images, pathologic examination and surgical treatment in the
past 9 years. Results Of the 25 FNH patients in our hospital from 1999 to 2008,18 were male and 7 female. The average age was
35 years old. 21 cases had single focus, the other 4 were of multiple lesion, with tumor diameter<5 cm in 18 cases,5—10 cm in 7 ca-
ses. Correct preoperative diagnosis was made in 21 cases (84. 0%). The correct diagnostic rate of US,CT and MRI was 68. 0%,
80.0% and 66.7% ,respectively. All 25 cases were operated with an uneventful recovery and without recurrence at follow up. Con-
clusion CT,US and MRI are mandatory for the diagnosis of FNH. Definite preoperative diagnosis is usually difficult for atypical
type of FNH. Surgical resection is the treatment of choice when a patient becomes symptomatic or when malignancy could not be

excluded.
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