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Fig. 1(Case 1) Endoscopic finding of the stomach.
Blood is gushing from the ruptured artery on the
posterior wall just below the EC]J.
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Fig. 2(Case 2) Endoscopic finding of the stomach.
Two protrusions of the artery (arrows) are seen
on the posterior wall just below the EC]J.
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Table 1 Laboratory findings on admission

CASE 1 CASE 2
RBC: 265x10‘/mg RBC: 316x10'/m2
Hb : 9.1 g/de Hb : 10. 3 g/de
Ht : 25.5 % Ht : 21T %
WBC: 84x10/me WBC: 43x10"/m
Pit : 8.7x10 Plt:  6.4x10*
T-Bil:  0.92 mg/de T-Bil: 3.87 mg/de
CH-E: 0.33 APH CH-E: 0.17 APH
GOT : 33 KU GOT : 139 KU
GPT : 12 KU GPT : 71 KU
ICG R: 140 % hepap : 42 %
K: 0.105 NH; : 688 wg/de
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Two Cases of Exulceratio Simplex Following Sclerotherapy for Esophageal Varices

Fukumasa Tsuji, Fumitoshi Kimura, Yoshisada Yamasaki and Yoichi Yamanaka*
Department of Surgery, Shiso Municipal Hospital
*Yamanaka Clinic

Exulceratio simplex (Es) is a rare disease that is characterized by the rupture of comparatively thick arteries in
the bottom of a gastric ulcer, resulting in massive hemorrhage. We encountered two cases of Es which developed
after endoscopic sclerotherapy for esophageal varices. The etiology of Es is discussed with reference to the
literatures. Case 1: A 63-year-old man. The chief complaint was hematemesis. He had experienced hemorrhage from
esophageal varices, and it recurred after sclerotherapy. Observation revealed blood gushing from a ruptured artery
in the posterior wall directly below the EC junction. Case 2: A 53-year-old man. The chief complaint was general
fatigue. He had undergone sclerotherapy for ruptured esophageal varices, but then a site of hemorrhage was seen
on the posterior wall directly below the EC junction. The etiology of Es following sclerotherapy is assumed to be as
follows: a thrombus forms in the left gastric artery due to the development of an arteriovenous shunt as a result of
liver cirrhosis, the thrombus, in turn, causes a circulatory disorder, which leads to degeneration of the arterial wall
and ulcer formation in the gastric mucosa, then the internal pressure in the left gastric artery becomes elevated due
to (1) the increased blood flow in the left gastric artery caused by liver cirrhosis and (2) the increased vascular
resistance in the left gastric artery caused by the thrombus.
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