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Fig. 1. Changes in survival rates of two groups of
abalone and water temperature during the
period of the experiment. 1. A group ex-
posed to a 220 nm filtrate of diseased abalone
homogenate at the start of the experiment; 2.
A group not exposed to the filtrate {control) .
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Table 1. Existence of the diseased parts of living aba-
lones in the attacked group.

Elapsed days
after infection 5 15 20 26 37 43 56

Number of
\specimcns 3 5 5 5 4 3 5
Part
Ctenidium - — +1 +5 +2 +1 +3

Pleuro-pedal
neuro-trunk

— — — — 42 +3 +4

Neuro-trunk
or peripheral — — — — 42 +2 +3
nerve in snout

Peripheral nerve

in pedal muscle ~ t4o43 o+

Peripheral nerve

A — — +1 +3 +3 +3 +4
in epipode

Peripheral nerve

in mantle +2 43 43

—, not exist; +, exist (numerals showing individuals
observed diseased parts).
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Fig. 2-7.

Fig. 2 Fig. 5

Fig. 3 Fig. 6

Fig. 4 ) Fig. 7

Sections of the soft part of living abalone in the attacked group. 2. diseased part (arrow) of the cteni-
dium. 37 days after challenge. Epithelial cells abnormally multiply. H.E. stain. Bar: 0.2 mm; 3.
diseased part (arrow) of the pleuro-pedal neuro-trunk. 56 days after challenge. Azan stain. Bar:
0.5 mm; 4. diseased part (arrow) of the peripheral nerve in the mantle. 37 days after challenge.
Azan stain. Bar: 0.05 mm; 5. diseased part of the connective tissue. 56 days after challenge. Azan
stain. Bar: 0.1 mm; 6. diseased part of the mid gut gland. 56 days after challenge. Azan stain.
Bar: 0.1 mm; 7. diseased part of stomach. 56 days after challenge. Azan stain. Bar: 0.1 mm.
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Synopsis

Changes in Histo-pathological Observation of Juvenile Abalone
Artificially Infected with “Amyotrophia”

Toshio NAKATSUGAWA

This paper describes the changes with the lapse of day in histo-pathological observations of juvenile aba-

lone Nordotis discus artificially infected with “amyotrophia”.

A diseased abalone first appeared at 20 days after challenge. Incision and discoloration at a ridge of the

shell, which were typical symptoms of the disease, were macroscopically observed. Growth of epithelial cells

in ctenidium and of neuro-cytes of peripheral nerve in epipode were also microscopically observed. These

diseased parts spread to the soft parts, mainly to central and peripheral nervous system with increase of days

after challenge. Diseased parts of ctenidium were observed in almost diseased abalone. The part seemed to

be an atrium of infection of this disease.
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