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Abstract

Bacterial diseases in abalone (Haliotis asinina Linn.) were studied in abalone farms
in Songkhla and Pattani province. The clinical signs, histology, pathogenic and normal flora
bacteria, antimicrobial agent sensitivity test and water quality were investigated. The
clinical signs of morbid abalones were divided into two categories: moribund and chronic
abalones. The moribund abalones were very fragile and shrunken and exhibited retraction
of foot muscle and running sores at the ventral surfaces of foot muscle. They also exhibited

more exudative mucus than normal abalones.

The high mortality of moribund abalones occured rapidly, while chronic abalones
demonstrated slight shrinkage of foot muscle and reduced activity and ability to hold onto
the substrate. They showed no lesions and each abalone that showed the aforementioned
signs died within 5 days. Pathogenic bacteria isolated from moribund abalones was
identified as Vibrio sp. and identified as V. splendidus 1 and V. alginolyticus from

chronic abalones.

Histopathology changes were observed both in moribund and normal abalones.
Colonized bacterial cells appeared in the foot muscle of moribund abalones. Infiltration and
aggregation of haemocytes were seen and pyknotic nuclei of haemocytes and cell
necrosis of tissue were shown on the infected area. Finally, this area developed into a

running sore.

The normal flora bacteria were studied in gill, digestive gland and intestine. Three
groups of bacteria were vibrio, glucose-non-ferment gram negative bacilli (NFB) and

budding and/or appendaged bacteria. The group of vibrio was V. carchariae, V. pelagius I,
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V. mediterranei and Vibrio sp. and the group of NFB was Pseudomonas and Alcaligenes.

The gill seem as to be the specific organ for budding and/or appendaged bacteria.

£
The effective antimicrobial agent against pathogenic bacteria in diseased abalones

were sulfamethoxazole/trimethoprim, oxolinic acid and norfloxazin. High levels of total
vibrio in water may play an important role in the outbreak of the disease. Extracellular

toxin produced by those vibrio can cause stress and high mortality in abalone.

(6}



