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H; - receptor Antagonist Therapy
—With Special Reference to Ranitidine—

Yutaka WATANABE and Hisao MURAYAMA

Departmeni of Internal Medicine Nagaoka Tachikawa General Hospiial

The cure rate for endoscopic therapy was determined in 61 patients with a -
gastroduodenal ulcer who received Ranitidine at a dose of 150 mg twice daily, in the
morning and evening.

The ulcer patients were classified into initial-, recurrent-and intractable-ulcer groups,
and the cumulative cure rate was compared among the three types of uleers. The cure
rate was 93% for the initial uleer, 784 for recurrent and 50% for intractable.

Uncured uleers accounted for about 10% of the patients, and the rate of uncured
ulcers was particularly high among duodenal ulcer patients.

The patients’ background factors such as smoking or nonsmoking, seasonal
variation, and blood type were also compared among the three groups of patients.

Specific endoscopic findings which were studied after use of an H.-blocker were
characterized by an elevation of the mucous membrane around the ulcer,

The effects of H;-blocker dosage reduction and discontinuation on gastroduodenal
were determined. Given the fact that all patients relapsed after discontinuation of
the Ha-blocker, ulcers seem to indicate maintenance Hz-blocker therapy, and smoking

patients, among others, appear to be in need of lifetime therapy.

Reprint requests to: Yutaka Watanabe, ARG RS 040 RbIFRANET T H b 1
PR ] 0

Department of Internal Medicine Nagaoka  iJEO450
Tachikawa General Hospital, Nagaoka
City, 940, JAPAN.
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When using an H:-blocker, its indication should be clearly determined, and therapy

should be instituted ir due consideration of an ulcer as a psychosomatic disorder.

Key words: ranitidine, cumulative cure rate, Hs-blocker, specific endoscopic

findings, maintenance therapy.
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Famotidine in the Treatment of Peptic Ulcer
Rintaro NARISAWA and Mineo TOMIZAWA

The 3rd Department of Internal Medicine, Niigata
University Sechool of Medicine

The effect of famotidine on peptic ulcer disease was assessed in clinical trial in
both inpatients and outpatients.

Endoscopic evidence of ulcer healing and symptom evaluation were monitored in 59
cases (37 cases of gastric ulcer, 20 cases of duodenal ulcer, and 2 cases of gastro-
duodenal ulcer) during and after treatment with famotidine at the dose of 40 mg per
day for 8 weeks. The results were as follows:

1) Eighty-nine per cent of patients with gastric ulcer and 80% of those with
duodenal ulcer showed evidence of ulcer healing, and their symptom almost improved
in early phase.

2) There was no difference in healing rate between inpatients and outpatients.

3) Famotidine was useful not only for duodenal ulcers and gastric ulcers on the
antrum to middle body but also for gastric ulcers on the upper body regarded as a
state of lower acid output.

4) Administration of famotidine did not have influence on the level of serum

gastrin and prolactin.
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