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Longterm Efects of Sulindac on Familial Adenomatous Poliposis
L1Jun,LV Yumin, GU Fang, L1 Chuanfeng, ZHAN G Yao-peng
Department of Gastroenterology, Peking University Third Hospital , Beijing 100083, China

Abstract :Objective  To evaluate the long-term effect of sulindac in attempting to maintain the regresson
of colorectal adenomas and changing of pathology of familial adenomatous polyposis (FAP) patients.
Methods FAP patients who were diagnosed by family history and colonscopy were treated with sulindac
400mg per day. The patients received colonoscopy examination regularly to assess number of polyps. Bi-
opsies of remnant polyps were obtained. The type and dysplasa grade of biopsies were evaluated and
compared with basdine. Results Eighteen patientsof FA P received sulindac. The average age was (37. 4
+9.8) yearsold. The average period of treatment was (65.3 £31.6) months. Compared with basdine,
the average number of polyps reduced sgnificantly at last follow-up (P<0.01). There were totally 200
adenoma biopses obtained before the treatment. Among them, 86.5 % were tubular , while 13. 0 % were
tubulovillous adenoma and 0.5 % was villous adenoma. The dysplasa of grade , and were
40.0 %, 43.5% and 11.5 %), respectively. After sulindac treatment , there were totaly 133 adenoma hi-
opsiesobtained. 97.7 % of adenoma biopsies were tubular adenoma, while 2. 3 % were tubulovillous ade-
noma. There was sgnificant difference compared with basdline (P<0.01). The dysplasa of grade
and were48.9 %, 48.1 % and 3.0 % respectively , which had significant difference with basdine (P
<0.01). However, 1 patient who took sulindac 100 mg/ d by himself developed colonic cancer. Conclu
sion Longterm useof sulindac seems to be efective in maintaining the regresson of colorectal adenoma
of FAP patients and reducing dysplasa grade and tubulovillous adenoma of retained colorectal adenoma.
These efects are associated with dosage. However , the effect of sulindac to regress the adenoma seems
to be uncompleted. FA P patients who take sulindac need to receive colonoscopy regularly to find colorec-
tal cancer.
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Tab 1 The effect of sulindac to the histology of

retained colorectal adenoma® (n, %)

Histological type Before treatment  After treatment

Tubular adenoma 173(86.5) 130(99.7)
Tubulovillous adenoma 26(13.0) 3(2.3)
Villous adenoma 1(0.5) 0
Total 200 133

a: There was sgnificant difference compared with base-
line (P<0.01)

2 “(n, %)
Tab 2 The effect of sulindac to the dysplasia of

retained colorectal adenoma® (n, %)

Dysplastic Grade Before treatment  After treatment

80(40.0) 65(48.9)

87(43.5) 64(48.1)

33(13.5) 4(3.0)
Total 200 133

a: There was dgnificant difference compared with base-

line (P<0.01)
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