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Desquamative enteritis, due to a Vibrio and externally displays white gut, occurred among
larval Japanese flounder (Paralichthys olivaceus) reared at the Hiroshima Prefectural Fisheries
Experimental Station in 1986 and the Mie Prefectural Fisheries Experimental Station in 1988.
Vibrio sp. INFL group that has been confirmed to be a causative bacterium of this disease by ex-
perimental infection (MASUMURA et al., 1989) was the dominant isolate from diseased fish. In this
study an indirect immunofluorescent technique and a histopathological study were performed to
reveal the invasiveness of Vibrio sp. INFL group into intestinal tissues. Slight infectious lesions
occurred in the mucosae of posterior part of intestine and the rectum. These lesions showed
separation of affected mucosal cells with invasions of numbers of Vibrio sp. INFL group that were
revealed by the specific fluorescence. Extended intestinal lesions involved the posterior half of
intestine and the rectum. They showed marked bacterial multiplication in mucosae and the
underlying tunica propria, and extensively slouphed mucosae, indicating that the histological

characteristic was desquamative enteritis. The invasive bacteria were revealed to be Vibrio sp.
INFL group by the specific fluorescence. Other visceral organs were spared of the bacterial in-
vasions. The damage of intestine and rectum would induce fish mortalities.
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Explanation of Figures

Early infectious lesion of the posterior intestine. Rod- and comma-shaped bacteria in-
vaded the mucosa. Affected epithelial cells are necrotic and individually separated.
Giemsa stain, Bar: 30 um.
Immunofluorescent seen at the slightly infectious lesions in the intestine. Speicfic
fluorescence occurs on the bacteria in the mucosa (arrows) by the treatment with anti-
F-1 (Vibrio sp. INFL group) antiserum. Bar: 50 um.

Post-Giemsa stain on the mucosal lesion indicated with arrow-A in Fig. 2A clearly dis-
plays the bacteria invading into the mucosa (arrow). Giemsa stain. Bar: 30 um.
Intestinal lesion showing extensively sloughed mucosae in a severe case. Bacterial multi-
plication cccurred in the mucosa (M). The underlying tunica propria and submucosa are

necrotic and edematous. Giemsa stain, Bar: 100 um.
Infected lesion of the intestine in a severe case. Many bacteria invaded the mucosa (M)
and the underlying tunica propria (T), and multiply in the tissues. The infected mucosa
is necrotic and sloughed. The underlying tunica propria is necrotic and edematous.
Giemsa stain, Bar: 50 um.
Infected lesion of the intestine in a severe case. Many bacteria multiply in the mucosa
and infected epithelial cells are individually separated and destroyed. The tunica pro-
pria (T) shows bacterial multiplication and necrosis. The underlying submucosa (S)
shows macrophage invasions. Giemsa stain, Bar: 50 p,.
Immunofluorescent seen at the extensively infectious lesion in the intestine. Prominent
fluorescence occurs on bacteria multipling behind the sloughed mucosa (M) and in separat-
ed epithelial cells in the lumen by the treatment with anti-F-1 (Vibrio sp. INFL group)
antiserum. Bar: 50 xm.
Infectious lesions occurred in the posterior half of intestine (I) and the rectum (R). The
infected intestine displays extensive desquamative catarrh and the deformed convolution
accompanying cave-in of abdominal walls (arrow). P: pancreas. S: stomach. H-E
stain, Bar: 200 xm.
The stomach of fish exhibiting extensive intestinal lesions. The stomach (S) contains
cellular debris with bacteria that came from intestinal lesions. The mucosa is spared of
the bacterial invasions. Liver (L) shows atrophic hepatic cells accompanying decreased
fat vacuoles and expanded sinusoids. Giemsa stain, Bar: 50 um.
Immunofluorescent seen at the rectal lumen in the fish shown in Fig. 7. Treatment with
anti-D-7 (Vibrio sp.) antiserum reveals the specific fluorescence on bacteria in cellular
debris in the lumen. Bar: 50 um.
Post-Giemsa stain shows existence of many bacteria multiplying in cellular debris in the
rectal lumen. Giemsa stain, Bar: 50 x#m.
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