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[ Abstract) Objective To investigate the clinical effects of cimetidine for the treatment of colorectal
cancer and the relationships with the expression of sialyl Lewis—X (SLeX) in colorectal carcinoma. Methods
The expressions of SLeX in colorectal carcinoma (80 cases) were studied by microwave—labelled strept—avidin bi—
otin immunohistochemical method. Seventy—three patients with positive expressions of SLeX were randomly allo—
cated into two groups. The cimetidine group(43 cases) was given 200 mg per day of 5—fluorouracil orally together
with 800 mg per day of cimetidine, while the control group(30 cases) received 5—fluorouracil alone. The treatment
was initiated 3 weeks after the operation and terminated after one year for all patients. LFP chemotherapy was ad—
ministrated for Duke’s C patients. A mean follow—up term was (10.4 £ 2.6) years. Results The total 10-year sur—
vival rate in cimetidine group was 83.7%, whereas that in control group was 50.0%. The 10-year survival rate of
Duke’s C patients in cimetidine group was 84.6%, whereas that in control group was 22.2%. The 10—year survival
rate of patients with high SLeX expression (grade III) in cimetidine group was 92.3%, whereas that in control group
was 29.4%. Hepatic metastasis in cimetidine group was 20.9%, whereas that in control group was 53.3%. The ef-
fects of cimetidine treatment as shown above parameters was remarkably significant (P<0.05). In contrast, the
10-year survival rate of Duke’s A+B patients in cimetidine group was 82.4%, whereas that in control group was
91.7%. The 10—year survival rate of patients with low SLeX expression (grade II) in cimetidine group was 70.6%,
whereas that in control group was 76.9%. Local recurrence in cimetidine group was 25.6%, whereas that in control
group was 43.3%. The effects of cimetidine treatment as shown above parameters was not significant. Conclusion
Cimetidine administration can dramatically improve patients' survival rate in advanced colorectal cancer patients
with tumor cells of high expressing levels of SLeX.
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